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Preface
In Mental Disorders - Theoretical and Empirical Perspectives an international and
multicultural array of experts provide cutting edge empirical and theoretical contributions
to the scientific understanding of psychopathology. The range of genres is wide, from
qualitative studies to tightly-controlled randomized trials. Every important theme in this
broad field is at least touched upon, both breaking new ground and analyzing and
critiquing perennial themes. Chapters cover depression, somatization, schizophrenia,
pediatric psychiatry, and issues related to care giving, just to name a few. The authors
assembled are a distinguished international group from diverse disciplines and different
cultures. Many of the chapters present material that is appearing in the literature for the first
time. The volume will edify students, practitioners, and researchers and will constitute a
welcome addition to any library of scholars who wish to stay abreast of cutting edge
developments in experimental psychopathology and both pharmacological and
psychosocial treatment. Mental Disorders - Theoretical and Empirical perspectives is a book
that will leave readers not only better informed about particular issues, but also more aware
of the scope of the mental health field as it exists in our continually changing, multicultural
world.
Editor:
Prof. Robert Woolfolk
Princeton University/Rutgers University,
USA
Co-editor:
Lesley Allen
Department of Psychology,
Princeton University,
Princeton, NJ, USA

Chapter 1

Treatment-Resistant Schizophrenia:
Prevalence and Risk Factors
Mohamed Dammak
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/52430

1. Introduction
Despite significant progress in the treatment of schizophrenia in recent decades, the evolution
of a large rate of patients suffering from this mental disorder is little influenced by treatment
[1]. The management of these patients, so-called treatment resistant, constitutes a public health
problem. Indeed, these very symptomatic patients often require long periods of hospitalization
[2], and their care consumes a disproportionately large share of total cost management of
schizophrenia [3].
Following the renewed interest in clozapine since 1988, thanks to the baseline study on the
neuroleptic Kane and al [4], and the development in this period of several explicit criteria
defining treatment-resistant schizophrenia (TRS), like those of Kane [4], Dencker and al [5] and
Brenner and al [6], some studies have subsequently estimated its prevalence.
The large number and variety of risk factors associated with poor prognosis or poor response
to treatment, reported in the literature, suggest that several pathophysiological mechanisms
may contribute to the emergence of resistance.
In this work, we tried to shed light on the prevalence of this concept, as well as its risk factors,
through a critical review of the literature.

2. Methodology
In our literature review, we conducted a literature search in two databases MEDLINE and
PUBMED. We used the following keywords: treatment-resistant, refractory, schizophrenia,
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prevalence, Correlates, predictors, poor outcome, Treatment refractoriness, Treatment
response, poor prognosis.
For studies estimating the prevalence of TRS, we selected the works that have considered the
resistance as a categorical diagnosis, defining it by explicit criteria.
For risk factors of TRS, we selected studies that have specifically studied the risk factors of
resistance, and the studies that studied the risk factors of poor prognosis or poor response to
treatment.

3. Prevalence of treatment-resistant schizophrenia
3.1. Results
The prevalence of resistant schizophrenia ranged from 5 to 60% (Table 1) in the four
studies in the literature. Vanelle only found a low rate of 5% resistance because of too
restrictive criteria of resistance corresponding to stages 5 and 6 of Dencker and May de‐
fining TRS. The results of the other three studies suggest that an important rate of pa‐
tients do not derive virtually any benefit of treatment and that the TRS is therefore a
true public health problem [7]. Many authors agree on the fact that 1/5 to 1/3 of patients
are resistant to treatment [1]. Methodological differences between these different studies
concerning inclusion criteria and the TRS criteria were important, which explains the
wide variation in the estimate of the prevalence of TRS: 5 to 60%. The study by JuarezReyes and al [8] illustrates this fact. Applying the criteria of the FDA (Food and Drugs
Administration) for the prescription of Clozapine in the United States of America, JuarezReyes et al found in their sample a prevalence of 42.9% of resistant patients, but apply‐
ing the more restrictive criteria of Kane on the same sample, the prevalence dropped to
12.9%.
These methodological differences reflect a lack of consensus on the concept of TRS, which
seems to hamper research in this field, since the studies found were few, relatively old and
only conducted between 1990 and 1996.
3.2. Discussion of methodological differences
The methodological differences were related to:
3.2.1. Inclusion criteria
Essock [11] required in his sample only inpatients that must have had a total hospitalization
of at least 24 months for the preceding 5 years as inclusion criteria. It is clear that in such sample
the prevalence of TRS will be overestimated. By applying FDA criteria for eligibility to
Clozapine in this sample, Essock found the highest rate of TRS: 60%. Indeed, if outpatients
were including in the sample, prevalence of TRS would be less elevated. Essock [11] justified
such restrictive inclusion criteria by the fact "to ensure that Clozapine was most available for
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Authors

Inclusion’s criteria

Criteria of TRS

Prevalence of
TRS

Terkelsen

Retrospective

(1990) [9]

estimates based on three

Minimal dosage Assessment

Number

Minimal

of NLP trial

duration of

of CPZ or its

NLP trial

equivalent

unspecified

unspecified

unspecified

scales

BPRS

.58 % of

CGI

inpatients and

large-scale surveys, of

24 % of

patients in New York

outpatients

State
Vanelle (.

566 SKZ or SAD inpatients

5995) [10]

since at least 6 months

level 5 and 6 of

disease duration since 3

May and

years

Dencker

2

3 months

.5000 mg/a day

CGI

5%

classification of
treatment
response
Juarez-

293 SKZ ou SAD

2

4 weeks

600 mg/a day

BPRS

Reyes (.

CGI

5995) [8]

GAF

Essock (.
5996) [11]

803 SKZ or SAD inpatients

2

6 weeks

.5000 mg/a day

BPRS

since at least 4 months

CGI

and at least 24 months of

FDA criteria for

hospitalization during the

eligibility to

last 5 years

Clozapine

42.9 +/- 5.9%

60%

disease duration since 5
years
SKZ: schizophrenia; SAD: schizo-affective disorder; NLP: neuroleptic ; CPZ : Chlorpromazine; BPRS: Brief Psychiatric Rating
Scale; CGI: clinical global impressions; GAF: global assessment of functioning.
Table 1. Prevalence of TRS in the literature.

those most in need", because of the high cost of this treatment, and thus he recognized that he
did not screen TRS in all potentially patients in need to Clozapine, such as outpatients.
3.2.2. Criteria of TRS
3.2.2.1. Chronic hospitalization
In Vanelle’s study [10], which is based on the Dencker and May criteria [5] to define the TRS,
the need of continuous hospital stay was an essential criterion of resistance. Such highly
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restrictive criteria of resistance may underestimate TRS. This highly restrictive criterion seems
explaining the low rate of TRS in Vanelle’s study 5 % [10]. Currently, most authors agree that
chronic hospitalization is not necessary for criteria of TRS [1].
3.2.2.2. Duration criteria
Persistence of illness for more than 5 years was taken as the duration criteria for TRS by Kane
et al [4]. This was most probably the impact of serious side effects of clozapine (drug induced
agranulocytosis), which made researchers so stringent about duration criteria. Essock [11]
fixed this duration at 5 years and Vanelle [10] at 3 years. The other authors did not specify any
duration. Currently, most authors agree that waiting such durations are not necessary and a
clinical history of persistent psychosis for at least 2 years is sufficient for TRS [6,12]. Some
researchers have mentioned that even one year of unresponsiveness to treatment may be an
adequate time period [7].
3.2.2.3. Criteria of adequate drug trial
3.2.2.3.1. Duration of adequate drug trial
This duration ranged from 4 weeks to 3 months between the four studies (Table 1). Most
authors agree with the fact a period of 4 to 8 weeks is sufficient to evaluate the efficacy of a
therapeutic trial [13-17]. Conley [1] recommended in its definition of TRS established in 2001,
a period of 4 to 6 weeks, while the NICE (national institute for clinical excellence) recommends
a period of 6 to 8 weeks [18]. Nevertheless, some authors as Vannelle [10], Ciapparelli [19] and
Lindenmayer [20] consider that a period less than three months is insufficient to assess the
efficacy of a therapeutic trial.
This duration must vary according to symptoms taken into account when assessing the
therapeutic trial, because the different symptomatic dimensions do not evolve synchronously.
If the assessment of treatment response is based on the positive and negative symptoms, a
relatively short period seems sufficient. If the dimensions, such as social functioning, occupa‐
tional functioning, or quality of life, are included in the scope of the evaluation, a longer period
of evaluation should be required. However, the functional dimension of schizophrenia is less
specific to treatment response as positive or negative symptoms in a clinical trial, as it can be
influenced by several factors other than treatment [21,22].
3.2.2.3.2. Adequate dosage of neuroleptic
Despite the variation of this dose (600 to 1000 mg per day of chlorpromazine equivalents) across
studies, it was largely sufficient. Indeed, Kane set the minimum threshold dose, in its definition
of resistance, to 1000 mg per day of chlorpromazine equivalent [4]. But the results of more
recent studies, using the technique of positron emission tomography, showed that a dose of
400 mg of chlorpromazine daily can block 80-90% of dopamine D2 receptors in the nigrostriatal
pathway, and an occupancy rate of 60 to 80% of these receptors is sufficient to obtain a response
to neuroleptic treatment [23]. In addition It has been reported that higher doses produce no
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direct therapeutic benefit even in patients who are nonresponsive to therapy [24] and do not
improve efficacy in acute treatment [25].This dopamine antagonism is considered the main
mechanism of action of typical neuroleptics [23].Currently, most authors such as Barnes[13],
McEvedy [13], Dixon [26], Kinon [24], Shalev [27] and Conley [1] consider that doses between
400 and 600 mg per day of chlorpromazine equivalents are sufficient.
3.2.2.4. Adequate number of trials
Terkelsen [9] could not assess the adequacy of previous trials in his study because he con‐
structed retrospective estimation based on three large-scale surveys, conducted in 1987 and
1988, of patients in New York State. The remaining three authors (table 1) agree that the failure
of two trials is a criterion of treatment resistance, and not three as Kane had proposed in the
beginning in his initial definition of TRS. Indeed, the fact that there was only a 3% response
rate to prospective haloperidol treatment and a 4% response rate to double blind chlorpro‐
mazine treatment in the Multicenter Clozapine Trial led to the belief that failure of two
retrospective drug trials would be as effective as 3 in screening for treatment resistance [4].
Additionally, Kinon and al [24] mentioned that subjects who do not respond to 2 adequate
antipsychotic trials (1 retrospective and 1 prospective) have less than 7% chance of responding
to another trial. The FDA guidelines on clozapine use state that a patient before being treated
with clozapine should have failed to respond to two separate trials of antipsychotics. Several
guidelines such as APA (American Psychiatric Association) [28], NICE [18], IPAP (The
International Psychopharmacology Algorithm Project) [29], and TMAP (the Texas Medication
Algorithm Project) [30] also recommended that the number of trials of other antipsychotics
that should precede a clozapine trial is 2. Thus, two drug trial failures are now generally
accepted as the criterion for treatment resistance.
3.2.2.5. Scales for evaluating response to treatment
With the exception of the Vanelle’s study, all of the other studies have used the BPRS as the
main tool for assessing the clinical response (Table 1). In this scale the positive psychotic
symptoms are the most important. The response to neuroleptic treatment was considered
adequate if the score in the BPRS reduction ranges from 20 to 30% as suggested in the literature
data [31]. Cognition and subjective perspectives or other illness domains again have not been
incorporated into definitions of treatment response in TRS in these studies.
However, according to some authors, the definition of resistant schizophrenia must be
multidimensional, and the field to assess during a clinical trial should be extended and include,
besides the conventional positive and negative symptoms of schizophrenia, cognitive deficits,
quality of life, social reintegration, occupational impairments and behavioral problems [32-35].
But these positions are still controversial. This higher level of requirement is motivated by
improving in therapeutic arsenal in the field of schizophrenia as the widespread prescription
of Second Generation Antipsychotic (SGA), cognitive remediation and several types of
psychotherapy that are effective on certain dimensions of schizophrenia.
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3.2.2.6. The question of the type of antipsychotic
The four studies were consistent in the type of neuroleptic. During clinical trials of these
studies, only conventional neuroleptics (also called first generation antipsychotics: FGA) are
used. The results of these studies, therefore, reflect only the resistance of schizophrenia in this
type of neuroleptic. Recently, the evidence that second generation antipsychotics (SGA) are
somewhat more effective than traditional medications has opened the question of the type of
the drug patient should fail [36]. Currently, most authors [37] and guidelines such as APA
(American Psychiatric Association) [28], NICE [18], IPAP [29], TMAP (the Texas Medication
Algorithm Project) [30] and Clinical Practice Guidelines for the Treatment of Schizophrenia in
Adults of the Department of the COMMONWEALTH OF MASSACHUSETTS [38] agree that
failure to respond to second generation antipsychotics should precede a clozapine trial. In the
Schizophrenia Algorithm of the International Psychopharmacology Algorithm Project (IPAP)
[29] patient is regarded to be refractory if he or she failed to respond to monotherapy with Two
trials of Two Different SGA (or Two trials with a FGA, if SGAs are not available). Indeed,
atypical antipsychotics cause fewer early and late extrapyramidal neurological side effects,
improve adherence to treatment, would be more effective than conventional neuroleptics in
negative symptoms, cognitive deficits and mood symptoms, and may be effective in some
cases resistant to conventional neuroleptics, but without reaching the effectiveness of clozapine
for this indication [39].
3.2.2.7. Recommendations for future studies
Since 1996, the last date of study estimating the prevalence of TRS, there have been changes
in treatment practices in schizophrenia, such as the widespread prescription of atypical
antipsychotics, or more intensive deinstitutionalization of psychiatric cares in schizophrenia,
which could change the rate of resistance. There has also been a revision of the criteria of TRS
[1] as shown in the comparison of TRS criteria adopted by the four studies estimating the
prevalence of TRS to the recent data from the literature given above. New studies estimating
the prevalence of TRS and adopting the revised criteria of resistance seem to be necessary.
Pending the establishment of a broad consensus on the criteria of TRS, this will be precious
for research and therapeutic practice, the criteria of TRS that are currently almost unanimously
accepted in the literature are:
• A period of two years, during which the patient does not improve significantly, and has a
poor psychosocial functioning, seems reasonable even without long hospital stay.
• During this period, two well-conducted clinical trials have failed. The characteristics of an
adequate therapeutic trial would be:
• A period of 4 to 6 weeks each,
• A dose of 400 to 600 mg equivalent of chlorpromazine to classical neuroleptics
• Among the two trials that failed, one should include an atypical antipsychotic.
Even more restrictive criteria, such as Kane, should be reserved for experimental studies
evaluating the efficacy of new drugs in resistant schizophrenia.
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4. Risk factors of TRS
In this field, the literature is dominated by studies that have examined factors associated with
good or poor prognosis or outcome in general, or factors associated with good or poor response
to neuroleptic treatment in particular.
4.1. Risk factors related to the patient
The male gender is among the most documented risk factors of poor prognosis [40]. It was also
identified specifically as a factor associated with a poor response to neuroleptic treatment for
chronic patients and for patients seen during their first psychotic episode, by numerous studies
[41]. This male gender predominance in patients with TRS is explained by a greater sensitivity
of dopamine receptors to dopamine antagonism of neuroleptics in women, due to the antido‐
paminergic effect of natural estrogen [42].
The results of studies correlating the early age of onset and poor outcome are consistent [43,44].
This risk factor was associated with greater dysfunction in prospective studies [45], with poor
response to neuroleptics [46-48], with an increased risk of re hospitalization [49] and specifi‐
cally to the resistance [10]. Schizophrenia has a later onset in females than in males and the
difference has been found to be about 5 years in most studies [50] suggesting that the associ‐
ation between early age of onset and poor prognosis, is biased by the variable male gender.
However, the fact that the difference in age of onset between men and women disappears in
patients with TRS in many studies [44] argues for a direct influence, and independently of
gender, of age at onset on treatment response. The association between early age of onset and
poor outcome reflects a greater neurodevelopmental insult [51] that can be intensified by
environmental factors.
In terms of symptoms, severity of negative symptoms was associated with poor response to
treatment in many studies [35,52]. Other clinical aspects of schizophrenia were associated with
poor prognosis in the literature, as asociality [53] inappropriate or blunted affects [35,53], the
low level of premorbid functioning [54], a high degree of minor neurological signs [55], the
absence of affective symptoms [56,57], negative formal thought [52], excessive summertime
(July) and clustering of birthdates [58], morbid polydypsia [59], and a less severe overall basic
symptomatology (before starting treatment) [60].
In the psychological level, insight, poor coping, and some personality traits such as low social
skills, a lack of impulse control, and an intolerance of frustration, alogia would be factors of
poor response to psychosocial treatment [61-63].
4.2. Family and socio-environmental risk factors
The presence of family history of schizophrenia would be a poor prognostic factor [64]. A high
emotional expressiveness in the family environment was related to higher risk of relapses [65].
A history of obstetric complications is more common in patients not responding to neuroleptic
treatment [66]. The absence of precipitating factors [35] and a history of substance abuse
[67-70] were associated with poor response to treatment.
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4.3. Risk factors associated with cognitive deficits
Several literature reviews have summarized the evidence for associations between functional
outcome and cognitive deficits [71-73]. These reviews have regarded ranks of functional
outcome measures, including measures of skill acquisition in psychosocial rehabilitation
treatment, demonstration of ability to solve simulated interpersonal problems, and community
(social and occupational) functioning. The reviews indicated consistent and highly significant
relationships between ranks of key cognitive constructs such as episodic memory, immediate /
working memory, vigilance, and executive functions, and functional outcome in schizophre‐
nia. The effect sizes of these relationships tended to be in the medium to wide range.
According to several studies, the severity of cognitive deficits is equally or more important
than positive or negative symptoms to predict prognosis in schizophrenia [74].
4.4. Para clinical risk factors
4.4.1. The data of brain neuroimaging
The ventricular enlargement is the variable most studied in this field. Over the last three
decades, earlier computerized tomography and then MRI, cross sectional studies including
chronic patients have found an association between ventricular enlargement and poor
outcome [75-77]. Several longitudinal studies conducted during periods of 1 to 5 years of
chronic patients [78,79] or first psychotic episode patients [77,80] confirmed these structural
changes in the brain and found that they were progressive over the course of illness.
For the gray matter, reduction in total volume or located reduction in certain regions such as
the frontal, temporal and occipital cortex and ventral thalamus were identified [77]. In
addition, volumes of the putamen, especially dorsal and in the right hemisphere, showed
increases in patients with better outcomes, whereas putamen volumes in patients with poor
outcome did not differ from those in healthy comparison subjects [81]. Expansion of the
putamen is known to occur as a result of antipsychotic treatment, so that failure to expand in
patients with poor outcome may be related to their resistance to treatment [77].
Abnormalities of white matter located especially at the frontal and temporal lobe of the right
hemisphere were associated with poor outcome [77].
The results of longitudinal studies suggest that these brain volume changes seem to be
progressive, and occurred at an early stage of the illness [82].
Dynamic neuroimaging data found that lower pre-treatment striatal metabolism predicted
better clinical response to neuroleptic treatment and that drug responders showed a greater
increase in striatal metabolism after haloperidol therapy [83-85].
4.4.2. The biology data
In the literature, a smaller increase in plasma levels of prolactin [86,87], and a smaller decrease
in plasma homovanillic acid [88-91] following administration of neuroleptic, were associated
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with poor response treatment. A lower baseline plasma levels of homovanillic acid (before the
administration of a neuroleptic), was also associated with poor response to treatment [35,92].
A lack of clinical change after administration of amphetamine (central dopamine agonist) was
associated with decreased response to antipsychotics [93]. A blunted response of growth
hormone after stimulation with apomorphine [94] has been associated with poor prognosis.
All these factors reflect a poorer response to central dopaminergic action of dopamine
antagonist antipsychotics. The hyperactivity of central dopaminergic mesolimbic pathway
remains the predominant mechanism that explains the positive symptoms of schizophre‐
nia [39].
4.4.3. The data of electrophysiology
The MMN (mismatch negativity) is an early component of auditory evoked potential, recorded
after a disruptive auditory stimulus. The peak of MMN occurs after 100 to 150 milliseconds
after the stimulus. Abnormally increased MMN amplitude, as well as abnormal MMN
topographical distribution, was associated with a poor functional outcome in schizophrenia
[95]. These anomalies reflect pre-attentive deficit process (or automatic attention), related to
neuropathological changes in the auditory cortex in schizophrenia [95].
4.4.4. The Electrodermal Activity (EDA)
Some studies have found that heightened electrodermal activity, as indicated by frequent
orienting responses to innocuous stimuli, elevated skin conductance level (SCL) and frequent
nonspecific skin conductance responses (NS-SCR), is associated with most often poor symp‐
tomatic, social and occupational outcome in schizophrenic patients [96].
4.5. Risk factors associated with treatment
The initial duration of untreated psychosis, namely the time gap between the onset of psychotic
symptoms and first treatment, also called DUP, is among the most studied risk factors for poor
outcome during the last 2 decades [97]. Evidence from both retrospective and prospective
studies suggests that a longer duration of untreated psychosis in the early stage of schizo‐
phrenia is associated with a longer time to remission and a lower level of recovery, a greater
likelihood of relapse and a worse overall outcome [98]. Perkins in a recent meta-analysis has
retained a total of 43 publications from 28 sites. He found that shorter DUP was associated
with greater response to antipsychotic treatment, as measured by severity of global psycho‐
pathology, positive symptoms, negative symptoms, and functional outcomes [97].These
findings are frequently interpreted as a consequence of a more intense and rapid progression
of a neurodegenerative process in the first years of untreated illness [99].
Response to treatment, at least in some cases, appears to decrease over psychotic relap‐
ses. As a result patients have lower rates of remission and longer duration to achieve it
[100]. Lieberman and colleagues [101] measured time to remission over three successive
psychotic episodes and found that the time to reach remission more than tripled be‐
tween the first and third episode.
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Moreover, the absence of a significant and rapid reduction of symptoms during the first days
of neuroleptic treatment (3 to 7 days) [60], the dysphoric subjective response type at an initial
dose of neuroleptic [60], a bad alliance with the therapist [63], the occurrence of neurological
side effects such as parkinsonism [102], akathisia [10] or tardive dyskinesia [102], predict a
poor response to treatment.
4.6. Methodological considerations
In our literature review we have considered the factors influencing the prognosis and response
to treatment as factors that may explain the resistance. This choice can be criticized. On the
one hand, a poor prognosis or a poor response to neuroleptic treatment is not synonymous
with therapeutic resistance. On the other hand, the prognosis is a broader concept that the
response to treatment and thus the factors influencing prognosis and those influencing
treatment response can be inter-related but not necessarily identical [60]. Accordingly, it is
important to consider these potential factors of resistance with caution.
Tools for evaluating the response to treatment or prognosis varied widely, limiting their
comparability. Consensus specifying tools for assessing treatment response and prognosis in
schizophrenia is therefore of great interest for research in this field [60]. The criteria for
remission in schizophrenia proposed by Andreasen et al [103] can be a great help for future
studies [104].
In this area of research, the results of longitudinal studies examining schizophrenic pa‐
tients prospectively from their first psychotic episode are more reliable than cross-sec‐
tional studies retrospectively examining chronic patients [102]. Indeed, in samples of
chronic patients examined retrospectively, there is firstly an overrepresentation of poor
responders or patients with less favorable prognosis, and secondly, a greater heterogenei‐
ty because these chronic patients are at different stages of the disease and were exposed
for varying periods at different neuroleptics. While in samples of patients followed from
their first psychotic episode in longitudinal studies, there is a greater representation of
the broad spectrum of response to treatment or prognosis, and a greater homogeneity
because patients are at the same stages of the disease (the first months or years of ill‐
ness) and the exposure to neuroleptics was controlled [102].
Some risk factors of TRS are known to be interrelated, like poor premorbid sociosexual
functioning [77] and cognitive deficits that are related to severity of the negative symptoms.
At end of design studies with methodological rigor use of statistical techniques such as
multiple regression and the development of more complex predictive models is needed for
future studies in this area.
4.7. The pathophysiology of TRS
The pathophysiology of TRS is still unclear. Some risk factors for TRS cited above as the low
level of premorbid adjustment, male gender, severity of primary negative symptoms, the
greater frequency of obstetric complications, the high degree of minor neurological signs, and
the vulnerability to develop tardive dyskinesia, suggest a neurodevelopmental origin [98].
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These neurodevelopmental factors are more frequently found in patients resistant to treatment
from the first clinical trial. Moreover, these factors may have an additive effect, i.e. there should
be coexistence of a critical number of such factors for there to be resistance [98]. According to
some authors [59,105,106] these factors are the characteristics of a more severe subtype of
schizophrenia (Kraepelinian schizophrenia) less influenced by neuroleptic treatment.
However, some patients worsen over the course of their illness either because of its progression
or because they become less responsive to treatment [101]. Other TRS risk factors mentioned
above as DUP, progressive changes in brain volumes in early stage of illness and the deterio‐
ration of treatment response over relapses, support the hypothesis that the resistance would
be secondary to a neurodegenerative process, which alters the response to treatment in a
progressive manner, and not to a static and finished neurodevelopmental process [99].
Candidate’s neurons for the seat of this neurodegeneration include dopaminergic projections
to the cortex, and glutamatergic cortico-cortical projections. This neurodegeneration is due to
excessive glutamatergic excitation (excitotoxicity) triggered by the disease, involving the
NMDA subtype of glutamate receptor that is coupled to an ion channel for calcium. This
excessive excitation induces an excess of intracellular calcium, which activates certain intra‐
cellular enzymes which dangerously begin to produce free radicals that destroy the cell [39].
For other authors, these two hypotheses, neurodevelopmental and neurodegenerative, are not
mutually exclusive, but in fact they are complementary [98]. Each comes at different stages of
the disease in the genesis of resistance to treatment. However, the neurodegenerative hypoth‐
esis is more optimistic, because it suggests that treatment resistance is not inevitable, it does
not follow the law of all or nothing, at least for some patients, and it would be possible to
protect patients against the development of resistance to treatment by receiving early effective
and continuous treatment.
4.8. The perspectives
Some risk factors for TRS cited in this literature review, are promising and interesting, and
require a particular interest in future studies because they offer an more positive and optimistic
approach of the concept of TRS.
4.8.1. The initial duration of untreated psychosis
It is a potentially modifiable risk factor, offering hope for effective therapeutic intervention to
avoid resistance by shortening this duration. Indeed, some preliminary studies have found
that shortening this period is possible by means of early detection programs [107], and that
early intervention can favorably influence the prognosis of schizophrenia [108,109]. Addition‐
ally, evidence for a neuroprotective effect of some forms of early treatment such as atypical
antipsychotics is beginning to emerge. Atypical antipsychotics may counteract some of the
progressive deteriorative effects by enhancing synaptic plasticity and cellular resilience [99].
Finally, understanding the mechanism by which duration of untreated psychosis influences
prognosis may lead to better understanding of the pathophysiology of schizophrenia and to
improved current treatment strategies [97].
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4.8.2. Cognitive deficits
Cognitive impairment has emerged as an important new target in schizophrenia therapeutics
in light of evidence that cognitive deficits are critically related to the functional of disability
that is characteristic of the illness. The cognitive impairment is a risk factor for TRS that is
potentially accessible to efficient therapeutic interventions. Indeed, in addition to atypical
antipsychotics that are more effective in improving cognitive deficits than classical antipsy‐
chotics [39], there is now enough evidence that some rehabilitation therapies such as cognitive
remediation - a cognitive computerized training - can change and improve these deficits [110],
and thus it is another promising way forward.
4.8.3. Some paraclinical tests
The mismatch negativity (MMN) is an electrophysiological recording that could predict poor
outcome in patients with schizophrenia. It has the advantage of being harmless, quick and
easy to made, with low cost, and can be coupled with functional neuroimaging (fMRI) to
increase its spatial resolution [95,111]. Like the mismatch negativity, research can provide
"biomarkers" associated with prognosis or response to treatment. Predicting precociously a
poor outcome using such convenient test will give the therapist the opportunity to optimize
treatment at the first trial.
4.8.4. The glutamate hypothesis for schizophrenia
The promising findings of researches on the glutamate hypothesis in pathophysiology and
treatment of schizophrenia allow hope for having future drugs modulating glutamatergic
neurotransmission (such as NMDA-receptor agonists) that seem to be promising in difficultto-improve symptoms as cognitive impairments and negative symptoms [112,113]
4.8.5. The need for future studies
Setrn and al found in there review of the literature about predictors of response to neuroleptic
treatment in schizophrenia, that predictive models explained less then 80 % and more
frequently less than 40 % of the outcome variance. These findings suggest that there are other
factors influencing the prognosis of schizophrenia, which are still unknown [60], hence there
is an important need for further studies in this area.

5. Conclusion
TRS remains a challenge for clinical practice and research. It is an undeniable and frequent
clinic reality and a real public health problem. For research, having a wide consensus defining
the boundaries of TRS is important for comparability and reliability of future studies. TRS is
a heterogeneous entity, and has a multifactorial determinism. It is not, at least for some
patients, a fatality, but rather the culmination of several risk factors, some of which seem to be
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accessible to effective therapeutic interventions. According to this opinion, TRS would be
partly preventable and reversible.

Nomenclature
TRS : treatment-resistant schizophrenia;
SKZ: schizophrenia;
SAD: schizo-affective disorder;
NLP: neuroleptic;
CPZ: Chlorpromazine;
BPRS: Brief Psychiatric Rating Scale;
CGI: Clinical global impressions;
GAF: Global assessment of functioning;
SGA: Second generation antipsychotics;
FGA: first generation antipsychotics;
APA: American Psychiatric Association;
NICE: National institute for clinical excellence;
IPAP: The International Psychopharmacology Algorithm Project;
TMAP: The Texas Medication Algorithm Project
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Chapter 2

Cognitive Behavioral Therapy Approach for
Suicidal Thinking and Behaviors in Depression
John D. Matthews
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/52418

1. Introduction
1.1. Overview of cognitive behavioral therapy
Cognitive therapy is based on cognitive theory, which is an information processing model.
Cognitive refers to how an individual interprets and assigns meaning to his or her experiences.
We as humans are continually trying to make sense of our internal and external experiences
for the purposes of survival and attachment. How we scan our environment and choose stimuli
to attribute meanings is variable from person to person and based on past learning and beliefs.
Over the course of our development, we acquire beliefs about ourselves, others, our environ‐
ment, and our future. A.T. Beck et al. (1979) refers to these beliefs that have durability and
rigidity over time as core beliefs [1]. J.S. Beck (2005) categorizes core beliefs based on individ‐
uals sense of their lovability, worth, and control [2]. These categories of core beliefs can be
adaptive or maladaptive depending on our long-term experiences with significant people and
situations. Thus, maladaptive core beliefs would be associated with beliefs of unlovability,
worthlessness, and helplessness. New information is processed in the moment based on the
balance between adaptive and maladaptive core beliefs among these three categories. Indi‐
viduals who grow up in a mostly negative environment will likely develop more maladaptive
than adaptive core beliefs. These core beliefs, when activated by associated events in the
moment, influence objectivity and thus color how we interpret our experience in the present.
Thus, the thoughts or interpretations in the present do not equal fact, but are subject to change
with new information. When we are functioning well in the present moment, our adaptive
core beliefs are prominent in conscious awareness and determine, in a positive manner, how
we scan our environment and attribute meanings to new information. However, under stress,
a crisis, or an acute onset or recurrence of a psychiatric disorder, our maladaptive core beliefs
surface to conscious awareness and have a negative impact on how we scan our environment
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and process new information. When activated, maladaptive core beliefs mold new information
to fit the current maladaptive core belief, thus making it stronger. Persistent maladaptive core
beliefs are the basis, in part, of most psychopathology; however, CBT acknowledges the impact
of biological and genetic factors, particularly in the case of major mental illnesses.
Cognitive theory teaches that our emotions, physiological responses, and behaviors are a
product of our thinking in the present moment. The spontaneous, unpremeditated interpre‐
tations associated with specific events in the present are referred to as automatic thoughts [1].
When the automatic thoughts are misinterpretations of current events, Beck refers to then as
dysfunctional automatic thoughts [1]. If in a given situation an individual has the dysfunctional
automatic thought, “I’m a loser”, this interpretation is likely due to the activation of the
maladaptive core belief “I’m incompetent”. The products of the dysfunctional automatic
thought, “I’m a loser”, might include sadness, anxiety, increased autonomic system activity,
and a desire to avoid people. Cognitive theory also teaches that our emotions, physiological
responses, and behavior influence our thinking and beliefs as well. Studies have shown that
people who are depressed have difficulty accessing positive memories of past experiences and
past successes [3,4]. Because depressed patients tend to withdraw and isolate, they miss
opportunities to obtain information that might provide a more balanced view of themselves.
Thus, there are multiple interactions among thoughts, feelings, physiological reactions, and
behaviors as shown in Figure 1.

Figure 1.
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The function of cognitive therapy is to reduce negative emotional reactions, distressing
physiological responses, and self-defeating behaviors by modifying dysfunctional automatic
thoughts, initially, followed by modifying maladaptive core beliefs. Dysfunctional automatic
thoughts are challenged by having the patient look for evidence against the negative thoughts
and/or by having the patient identify alternative explanations in a given situation. Maladaptive
core beliefs are modified through a process called “belief work” [5], which will be reviewed
later in the chapter. The underlying maladaptive core beliefs are revealed by observing
patterns of dysfunctional automatic thoughts across multiple situations in the present.
Although the primary focus of CBT is on targeting dysfunctional automatic thoughts and
maladaptive core beliefs, negative emotions, distressing physiological responses, and selfdefeating behaviors also become targets for treatment. In the case of a depressed patient, who
was avoiding others out of fear of being criticized, behavioral activation strategies enabled
him to discover that there were several supportive people available to him, which resulted in
a marked decrease in his fear and anxiety. Thus, the behavioral intervention had a positive
impact on both his negative thinking and negative emotions. According to A.T. Beck et al.
(1979), in order to achieve lasting change of our emotional distress and self-defeating behav‐
iors, cognitive and behavioral interventions are required to change the underlying maladap‐
tive core beliefs [1].
In addition to dysfunctional automatic thoughts and maladaptive core beliefs, there are two
other problematic aspects of cognition, maladaptive intermediate beliefs and errors in logic [5].
In view of the fact that awareness of one’s maladaptive core beliefs creates emotional distress,
the individual develops and implements cognitive compensatory strategies or maladaptive
intermediate beliefs in order to prevent maladaptive core beliefs from being activated.
Maladaptive intermediate beliefs consist of rules or assumptions that guide interactions with
others and one’s environment. These rules or assumptions take on a form of “if…then…”
statements that take on either a positive or negative valence. For example, a patient with a core
belief, “I am incompetent” may develop a maladaptive intermediate belief, “If I avoid making
mistakes, my weaknesses will not be seen by others” (positive form). Alternatively, “If I do
not perform perfectly, I will fail” (negative form). In stressful situations, the negative forms
are more prominent [5]. From a treatment perspective, it is important to identify a patient’s
maladaptive intermediate beliefs since they contribute to his or her self-defeating behaviors.
Frequently, there are corresponding maladaptive behaviors associated with maladaptive
intermediate beliefs. J.S. Beck (2011) refers to these behaviors as compensatory strategies [5].
Like maladaptive intermediate beliefs, compensatory strategies serve the function of prevent‐
ing maladaptive core beliefs from being activated. In the above example, “If I avoid making
mistakes, my weaknesses will not be seen by others”, a typical behavioral compensatory
strategy might be perfectionism. A patient would try to do his or her work perfectly in or to
avoid the activation of his or her core belief “I’m incompetent”. Although performing perfectly
has value in many situations, when perfectionism becomes a way of life, it can limit one’s
experience and interfere with achieving value-based goals. Errors in logic are the final
problematic aspects of cognition to be addressed. The most common errors in logic include:
mind reading (assumption that others are reacting negatively without sufficient evidence);
overgeneralization (specific events defines life in general); all-or-nothing thinking (events are
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seen in one of two mutually exclusive extreme categories); personalization (assuming respon‐
sibility for negative outcomes without considering other contributing factors); and catastroph‐
ic thinking (experiences or events are interpreted in terms of the worst possible outcomes).
Errors in logic also contribute to faulty information processing and thus lead to misinterpre‐
tations of events and experiences in the present.

Figure 2.

Figure 2 summarizes what has been reviewed thus far. Cognitive therapy begins by helping
patients see the relationships among thoughts, feelings, physiological responses, and behav‐
iors in a variety of situations in the present (illustrated in white). As patterns of interpretations
emerge, the therapist and patient develop a case formulation with the goal of identifying core
beliefs, intermediate beliefs, and compensatory strategies based on an analysis of the inter‐
pretations from multiple situations in present, and based on a review of probable contributing
negative experiences from the past (illustrated in yellow). Once the individual’s core belief/s
are identified, the focus of therapy is on modifying the underlying maladaptive core beliefs.
J.S. Beck (2011) describes this process as “Belief Work” [5]. In the case of a patient with a core
belief, “I’m a failure”, the therapist would first have the patient reframe the maladaptive belief
in less severe terms, “Having weaknesses does not mean I’m a total failure”. The therapist next
has the patient identify evidence against the maladaptive or old belief and supports the new
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belief, “My evaluations at work are good, but not perfect”. Finally, the therapist has the patient
identify evidence that supports the old belief, but with a reframe, “Although I have deficien‐
cies, I am more than my weaknesses.” To further enhance perspective building with regards
to maladaptive core beliefs, the therapist has the patient perform a historical review in order
to identify important events in his or her life that might have contributed to the development
of the maladaptive core belief. The therapist then has the patient focus on specific relevant
events and generate alternative explanations by taking on an observer role using cognitive
restructuring (identifying evidence for and against the belief); in addition, the therapist assists
the patient in collateral data collection by designing behavioral experiments [5].

2. Cognitive factors for suicidal thinking and behaviors
There are a number of cognitive factors that contribute to suicidal thinking and behaviors.
These factors can be categorized as cognitive content deficits and cognitive information
processing deficits.
2.1. Cognitive content deficits
Beck’s cognitive triad: A. T. Beck’s cognitive triad forms the foundation of the CBT model for
suicidal thinking and behaviors. According to A.T. Beck, depressed suicidal patients view
themselves as defective, inadequate, diseased, or deprived and thus worthless and undesira‐
ble; they view others as rejecting and unsupportive by making too many demands; and they
view their future as hopeless since they do not believe that they have the internal and external
resources to solve their problems [1].Their sense of defectiveness contributes to a passive
approach to solving the problems that are creating their distress; they avoid making attempts
at solving their problem/s and they may even hope for a spontaneous solution [6]. Because
they believe that no one really cares about them and because their problem/s seem over‐
whelming to manage on their own, they give up. Without the personal skills and the support
of others, they conclude that there can be no future.
Hopelessness: Hopelessness is a primary contributing factor in the development of suicidal
thinking and behaviors and distinguishes depressed suicidal patients from depressed nonsuicidal patients [7]. Hopeless is the consequence of seeing no solutions to problems and the
activation of beliefs related to negative expectations: “I can never be happy”; “I am a burden to
my family and they will be better without me”. Hopelessness is more strongly related to suicide
intent than depression or severity of symptoms [1,8]. More recent studies have demonstrated
that hopelessness can be measured reliably and that it is a mediator between depression
severity and suicidal thinking and behaviors [9]. Thus, hopelessness predicts current and
future suicidal thinking and behaviors. Researchers have distinguished between state and trait
hopelessness. State hopelessness is associated with the acute act of suicide; whereas, trait
hopelessness is associated with long-term negative expectations for the future. A. T. Beck
(1986) argues that with strong trait hopelessness, it takes less stress to trigger a suicidal crisis
and state hopelessness [10]. Young et al. (1996) found that persistent levels of hopelessness, in
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depressed patients who had achieved remission, was more predictive of suicide attempts than
high levels of hopelessness at a given time [11].
Psychological/Physical Pain: Shneidman was among the first to stress the importance of the
experience of pain in contributing to suicidal thinking and behaviors. He referred to the pain
of the suicidal patient as psychache and he strongly believed that psychache was the driving force
for a patient attempting suicide. “Psychache is at the dark heart of suicide; no psychache, no
suicide” (p.200) [12]. Chiles and Strosahl (2005) note that in a suicidal crisis, it is likely that an
individual will experience emotional or physical pain that he or she believes is “Intolerable”,
“Inescapable”, “Interminable” [13]. According to Chiles and Strosahl, pain is viewed as
intolerable if it exceeds one’s defined threshold; pain is viewed as inescapable if one does not
see any solutions to the problem causing the pain; and pain is viewed as interminable if one
believes that it will never change on its own accord. The authors also stress that much of the
distress associated with pain is due to one’s relationship to his or her pain. A patient gets into
a struggle with his or her pain by resisting it and refusing to accept it in the context of there
being no immediate solutions. Acceptance does not mean that a patient is giving-in, givingup, or has to be satisfied with his or her situation. Acceptance reduces the distress of wanting
to be elsewhere then where one is, thus putting him or her in a better attitude or frame of mind
to work on the problem that is responsible for his or her pain.
2.2. Cognitive information processing deficits
Cognitive rigidity and dichotomous: Cognitive rigidity and dichotomous thinking are
constructs that were proposed by Shneidman (1959) [14] and validated through research by
Neuringer [15,16]. Cognitive rigidity refers to the inability to see options or alternative courses
of actions in problematic situations; in addition, a patient also fails to anticipate the array of
possible consequences. Dichotomous thinking (“all-or-nothing thinking”) categorizes experi‐
ences into one of two extremes, “good/bad’’ or “success/failure”. Thus a patient experiences
difficulty in acknowledging nuances and subtleties in problem situations. These two cognitive
processes contribute to the problem solving deficits seen in a depressed suicidal patient [17].
The steps to effective problem solving include: identify the possible solutions; review the pros
and cons of each possible solution; choose the best solution from the pros and cons analysis;
plan the implementation of the best solution; implement the plan; and evaluate the effective‐
ness of the plan [18, 19]. Problem solving deficits are a function of cognitive rigidity and
dichotomous thinking. Cognitive rigidity contributes to a decreased ability to generate new
ideas and anticipate various course outcomes; whereas, dichotomous thinking contributes to
a tendency to focus on the negative consequences of potential courses of action.
Attentional bias: As previously discussed, cognitive theory teaches that an individual
selectively scans his or her environment, makes interpretations of his or her observations, and
recalls relevant information from the past in the process of trying to make sense of his or her
internal experiences. The processes of selection and interpretation are determined by past
experiences, memories, and beliefs. Suicidal patients will automatically focus and select
information that is suicide-related, thus narrowing their perspective and awareness of other
courses of action than suicide. Studies supporting this concept have shown that patients who
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have attempted suicide show an attentional bias towards words that are related to suicide on
the Emotional Stroop Task compared to negative or neutral words [20, 21].
Attentional fixation: Wenzel et al. (2009) note that in suicidal patients that they have studied,
patients report a mental state of confusion and disorientation immediately prior to their suicide
attempt [22]. They are experiencing racing thoughts, agitation, “tunnel vision” as well as deep
emotional pain. Suicide seems to be the only way out of their distress. Wenzel et al. (2009)
compare this state of mind to what patients with panic disorder experience during a panic
attack. Beck (1988) describes a “dissociation of higher-level reflective processes from automatic
cognitive processing” [23]. Wenzel et al. (2009) believe that there is a similar process in
operation just prior to a suicide attempt [22]. Higher-level processing is unavailable to broaden
awareness and to assist in identifying options that could lead to solving those problems that
are creating deep emotional pain. Attentional fixation interferes with rational information
processing and makes it difficult to disengage from suicide-related information, thus inter‐
fering with problem solving and increasing as sense of hopelessness.
Overgeneralized memory: Overgeneralized memory is another information processing defect
observed in depressed suicidal patients [24]. Studies have demonstrated that when patients
who have made recent suicide attempts are cued to provide details about a past personal
experience, they respond with vague recollections that summarize multiple experiences; these
results were independent of processing speed [25, 21]. This finding is also seen when suicidal
patients were provided further prompts, explanations, and practice items in an attempt to help
clarify their responses [26]. This type of information processing interferes with effective
problem solving, which relies on the recall of details from past problem solving successes.

3. A CBT model of suicide
Figure 3 summarizes the research that has been presented in the previous paragraphs. This
model emphasizes that an individual considers suicide if he or she sees no solutions to the
problem that is creating pain that is perceived as intolerable, inescapable, and interminable.
Thus, the focus of CBT in the depressed suicidal patient is to: identify the perceived unsolvable
problem; reduce cognitive distortions and errors in logic with regards to his or her views of
self, others, and future; improve problem solving skills; increase motivation to problem solve;
reduce perceived emotional pain; and encourage acceptance of emotional pain as part of
everyday life.

4. Assessment
There are a number of predictors of suicidal thinking and behaviors that have been identi‐
fied over the years including being elderly, male, divorced, widowed, separated, medically
ill in the past 6 months, depressed, addicted to substances, and having made suicide at‐
tempts in the past to name a few [27]. However, from a CBT perspective, it is not solely the

29

30

Mental Disorders - Theoretical and Empirical Perspectives

situation that determines suicidal thinking and behaviors, but, the meaning that an individ‐
ual attributes to his or her situation. This is not to say that the above predictors do not have
some contribution to an individual’s decision to attempt suicide; rather, these predictors
might indirectly contribute by increasing the individual’s vulnerability to choose suicide.

Figure 3.

4.1. Rating scales
Beck Hopelessness Scale (BHS) [8]: The Beck Hopelessness Scale is a twenty item, selfadministered, true false questionnaire developed to assess the degree of positive and negative
beliefs about the future during the previous week. It can be used in inpatient and outpatient
settings and for both adults and adolescence. The score ranges from 0 to 20; patients who score
above 8 are 11 times more likely to commit suicide than patients who score 8 or below [28]. In
a study to predict suicide over a 10-year period in outpatients with mixed diagnoses (N=1,958),
while using a total score of ≥9, Beck et al. (1990) found a false-positive rate of 59% (those with
a score of ≥9 and who did not commit suicide) and a false-negative rate of 5.9% (those with a
score of <9, but committed suicide) [29]. The test is an indirect indicator of suicide risk in
depressed patients who have made suicide attempts and it is also useful for detecting hope‐
lessness severity.
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Beck Scale for Suicidal Ideation (BSS) [30]: The Beck Scale for Suicidal Ideation measures the
intensity, pervasiveness, and characteristics of suicidal ideations in adults and adolescence
and has been used in a variety settings including, inpatient, outpatient, emergency services,
and medical services [30]. An earlier self-administered version, the Scale for Suicidal Ideation
(SSI) used the same questions, but is no longer in print. The BSS is a 21-item, self-administered
questionnaire that asks questions regarding suicidal ideations over the past week. It is scored
on a 3-point Likert scale from 0=not present to 2=maximum severity of suicidal ideation. If
items 4 (“Desire to make active suicide attempt”) and 5 (“Passive suicidal desire”) are rated as
a 1 (weak) or 2 (moderate to strong), the patient rates the rest of the items. The severity of the
suicidal ideations are calculated from the first 19-items and the range of scores is from 0-38.
There is no cut-off score, but the severity of suicidal ideations are determined by increasing
scores. Items on the scale can be re-examined over time in order to monitor for changes in the
risk for suicide. The scale does not predict since there are no studies demonstrating that higher
scores on the BSS predict immediate risk for a suicide attempt. Although most individuals who
have suicidal ideations do not attempt suicide, high scores on the BSS can alert clinicians to
perform a more comprehensive assessment of suicide risk.
Beck Suicide Intent Scale (SIS) is a clinician-administered measure of the intensity of the
suicide attempter’s desire to die at the time of the attempt [31, 32]. The scale consists of 20 items
on a 0-2 Likert scale for each item. Items 1-8 focus on preparation and manner of execution of
the attempt, the setting, likelihood of rescue. Items 9-15 focus on the attempter’s perception of
the lethality of the attempt, expectations of rescue, degree of premeditation, and the purpose
of the attempt. Items 16-20 include the attempter’s reaction to the attempt, number of previous
attempts, and the use of substances at the time of the attempt; items 16-20 are not included in
the total score. Studies have shown that items 1-8 distinguished fatal from non-fatal attempts.
The total score differentiates repeat attempters from non-repeaters. One study found that the
“Precautions against Discovery and/or Intervention was associated with increased risk of
eventual suicide [28]. However, there is no data to suggest that the SIS can be used to predict
suicide.
Columbia-Suicide Severity Rating Scale (CSSRS) The Columbia-Suicide Severity Rating
Scale was developed as a single measure to assess severity of suicidal ideation and behavior
and to track them as well. The CSSRS was designed to distinguish suicidal ideation and behav‐
ior. In the past, suicidal ideation and behavior were considered to be on a continuum [33]. The
scale is divided into four subscales: severity subscale; intensity subscale; behavior subscale;
and the lethality subscale. The severity subscale measure severity of suicidal ideations on a 5point ordinal scale where 1=wish to be dead, 2=nonspecific active suicidal thoughts, 3=suicidal
thoughts with methods, 4=suicidal intent, and 5=suicidal intent and plan. The intensity sub‐
scale consists of 5 items, each rated on a 5-point ordinal scale with measures on frequency, du‐
ration, controllability, deterrents, and reasons for ideations. The behavior subscale is rated on a
nominal scale that includes actual, aborted, and interrupted suicide attempts as well as meas‐
ures on preparatory behavior and non-suicidal self-injurious behavior. The lethality subscale,
which assess actual attempts, is rated on a 6-point ordinal scale; an actual attempt is given a
score of 0 and potential lethality of attempts is rated on a 3-point ordinal scale. The CSSRS uses
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different life-time assessment periods and studies have shown that the “worst-point ideation”
was a stronger predictor of subsequent suicide than current ideation [34,35]. The inclusion of
all of the items in the scale were based on previous research that demonstrated that these meas‐
ures predicted risk for future suicidal behaviors. In a recent study, Posner et al. (2011) demon‐
strated that the CSSRS has good convergent and divergent validity with other suicidal ideation
and behavior scales (e.g. Scale for Suicidal Ideation, Beck’s Lethality Scale, Beck Depression In‐
ventory, Columbia Suicide History Form) and high sensitivity and specificity for suicidal be‐
havior compared to another behavior scale [33]. In addition, they found that the ideation and
behavior subscales were sensitive to change over time.
4.2. Motivation for suicide
Identifying the motive for suicide is crucial for determining the treatment approach. There are
two primary motives for suicide, to escape from life with its pain or to produce some inter‐
personal change or change in their environment [36]. In a study of 200 inpatients who had
made a suicide attempt prior to admission, Kovacs, et al. (1975) found that 111 (56%) reported
escape as their primary motive, whereas, 26 (13%) reported hope to effect a change in others
or in their environment [36]. The reminder reported motives that were a combination of the
two. The motive to escape was associated with more serious suicide attempts. Escape from life
with its pain may be based on reality (poverty, medical problems, social isolation, chronic
illness); thus, the focus of treatment is on appropriate biopsychosocial interventions. However,
the motivation to end one’s life may be based on distorted or pathological ways of viewing
oneself, others, and the world, thus, the focus is directed on misperceptions and irrational
belief systems. When the primary motivation is to create interpersonal or environmental
change, the common reasons are for love and affection, revenge, or control. Under these
circumstances, the focus of treatment is on improving social skills and learning more effective
and adaptive ways of communicating.
4.3. Triggers for suicide
Rudd et al. (2001) stress the importance of identifying triggers of suicidal thinking and
behaviors [6]. Triggers can be categorized as being internal and external experiences or themes.
Internal triggers include thoughts, images, feelings and physical sensations. External triggers
include people, places, circumstances, and situations. Thematic triggers include activation of
abandonment concerns or fears of rejection. Tools that can assist in identifying triggers include
dysfunctional thought records and chain analyses. A dysfunctional thought record is divided
into five columns including: situation, emotions, dysfunctional automatic thoughts, rational
response, and re-rating the belief in the original dysfunctional automatic thoughts. The
Dysfunctional Thought Record provides a strategy to not only identify the trigger for the
decision to choose suicide, but it identifies the misinterpretations associated with the trigger
as well. The sequential links in the Chain Analysis strategy include: vulnerabilities (depres‐
sion, stress, substance use, medical illness, loss etc.) → prompting event (the event outside of
the person that was the “last straw”) → linked thoughts and feelings → suicide attempt →
review consequences of suicide attempt → review alternatives to suicide attempt.
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5. Treatment
The goals of treatment for the depressed suicidal patient include: address specific cognitive
biases and distortions; develop behavior skills (problem solving); acceptance and tolerance of
emotional pain; improve communication skills (social skills, assertiveness training, conflict
resolution skills); reduce environmental stress; and develop supports [13,27].
In order to engage a patient in the treatment of his or her suicidal thinking and behaviors, the
clinician must convey an empathic approach. The patient enters therapy with concerns that
he or she will be perceived as being irrational, trying to get attention, not being taken seriously,
or potentially being punished. These are based on typical responses he or she has received
from relatives and friends. It is important not to start psychotherapy by trying to talk him or
her out of suicide. Such an approach convinces the patient that the therapist does not under‐
stand his or her situation and what he or she is experiencing. Rather, try to understand the
patient’s logic for choosing suicide. Ask the question, “Help me understand what got you to
the point that suicide seemed to be the only solution”. Through understanding his or her logic,
the therapist may experience, to some degree, the patient’s despair. The therapist might also
help normalize the patient’s decision by saying that “If I was in your situation, I might have
also considered suicide”. However, it is important to offer hope by informing the patient that,
by working together, solutions or partial solutions to his or her problem will emerge, thus,
providing alternatives suicide. It is also important for the therapist to be aware of his or her
beliefs about the patient, such as “He is untreatable” or “He is just being manipulative”.
Awareness of these negative beliefs must be addressed by finding common ground from which
to continue to work together.
5.1. Cognitive/behavioral targets for treatment
Hopelessness: The immediate goal in addressing hopelessness is to challenge the belief that
the patient’s situation cannot get better. The depressed suicidal patient overestimates the
magnitude of his or her problem and underestimates the available resources. It is important
to create a disequilibrium in the patient’s distorted beliefs by introducing evidence that
contradicts his or her belief. Teaching problem solving skills and identifying available family
and community resources provide internal and external resources that can be used to solve
his or her problems, thus, enhancing self-efficacy. For a patient who became suicidal because
he believed that his musical career was over because of a single poor performance at a recent
concert, his overestimation of the consequences and his belief he had no resources were
challenged by having him market himself, which resulted in him successfully getting another
performance. He had resisted marketing himself in the past; however, his success at marketing
enhanced his self-efficacy.
Cognitive rigidity: With regards to cognitive rigidity, it is important to frame beliefs as testable
hypotheses and not fixed rules and to generate alternative explanations and test them
behaviorally. Strategies to accomplish this include role play and visual imagery. In the case of
role play, the patient plays his or her critical voice and the therapist rationally responds; this
is followed by reverse role play where the patient is played by the therapist and the patient
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responds to the critical voice. Visual imagery provides the patient an opportunity to imagine
the various solutions and potential outcomes. Both strategies enhance self-efficacy and reduce
his or her sense of helplessness and vulnerability. In the case of a patient who was convinced
that his mother wanted him dead because she did not come to rescue him when he was feeling
very depressed and suicidal, he discovered later that she had not come to see him because of
her own insecurities about being a good mother and because of her fears that she might say
the wrong thing and, thus, make him feel worse. This only became clear after the patient
queried about why she did not come to visit him when he was at a very low point; he had not
anticipated that this would have been his mother’s response.
Dichotomous thinking: Challenge dichotomous thinking by developing a continuum
between extremes. In the case of a suicidal patient who overdosed because he believed that he
could never have another job as good as the one he lost, the therapist had the patient list the
elements of the ideal job, The therapist then had the patient compare his previous jobs with
each element of the ideal job; the patient discovered that many of his past jobs also had value
and shared many of the listed ideal elements. When previous jobs were placed on a continuum,
some of his previous jobs ranked higher, in some respects, than the job that he had just lost.
The patient’s all-or-nothing thinking interfered with being aware of the strengths of previous
jobs. Another strategy is to have the patient keep track of all-or-nothing thinking and then
practice thinking and speaking in less extreme terms; a less extreme response to the belief, “I’m
a total failure” could be, “Although I am not perfect, I have made some accomplishments”.
Problem solving: Schotte and Clum (1982) [37] were among the first to show that there is a
significant relationship between poor problem solvers, who are experiencing high levels of
stress, and the likelihood of developing suicidal thoughts. These researchers subsequently
demonstrated that patients with suicidal ideations are less likely to come up with alternative
solutions to their problems, they have little confidence in their problem solving ability, and
they tend to focus on the potentially negative outcomes of their problem solving attempts.
D’Zurilla et al. (2004) [38] conceptualize the problem solving deficits seen in suicidal patients
into two categories, deficits in the skill of rational problem solving and deficits in motivation
to engage in problem solving due to the lack of confidence and the tendency to expect negative
outcomes. This distinction helps therapist to decide whether to focus treatment on building
problem solving skills or working on the development of confidence while addressing
unrealistic expectations or both. Reinecke et al. (2001) [39] demonstrated that the severity of
depressed mood also interferes with problem solving by not only impacting motivation but
by interfering with the encoding and retrieval of information. Studies by Teasdale and others
have shown that the depressed state interferes with the acquisition of past positive experiences
and successes [3,4].
Reinecke (2006) recommends the following approach to problem solving with the depressed
suicidal patient [40]. Treatment begins by helping the patient identify the problem that suicide
would solve and to provide psychoeducation and understanding of potential contributing
factors. From a CBT perspective, suicide is one solution to the problem that is creating
emotional distress. The therapist next assesses the patient’s motivation and attitude about
engaging in problem solving. According to Reinecke, ways to promote a more positive attitude
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about problem solving include helping the patient to accept that problems are a part of normal
life, identifying possible contributing factors to his or her problem, identifying and correcting
errors in logic (magnification, overgeneralization, personalization, etc.) that may interfere with
problem solving, instilling a sense of self-efficacy and expectation that solutions will come,
acknowledging that there may be only partial solutions, and that it might take time for the
solutions to be realized [40]. With improvement in motivation, the focus of therapy turns to
improving rational problem solving skills. Once the problem is clearly identified, the patient
is encouraged to articulate his or her related concerns and understanding of what maintains
the problem. The patient is then encouraged to identify realistic goals regarding the problem
and then start working on steps to solve the problem. Skills in generating alternative solutions,
than suicide, become the next focus of attention. With each alternative solution, the patient
carries out a pros and cons analysis, determines the short- and long-term consequences, selects
what appears to be the most effective solution, implements a plan, and assesses the outcome.
Reinecke utilizes psychoeducation, Socratic dialogue, role plays, and modeling to effect this
approach.
Acceptance of pain: One of the essential goals of therapy with the suicidal patient is to assist
the patient in being able to have a life in spite of his or her pain. The suicidal patient is operating
out of the belief that there is no reason to live if there is suffering. As a result, the patient’s
predominant focus of attention is to resist their pain and ruminate about how this could have
happened to him or her and to worry about a future of suffering. As a result there is no room
in the patient’s experience for a purposeful and meaningful life. Unfortunately, for many of
the problems that create suffering in suicidal patients, there are no immediate solutions. So
the task is to make room in conscious awareness for suffering while carrying out one’s
responsibilities and working on solutions to the problem that is creating the suffering.
Chiles and Strosahl (2005) identify two strategies, recontextualization and comprehensive
distancing, to assist the patient in accepting painful thoughts and feelings [13]. According to
Chiles and Strosahl, “The objective of recontextualization is not to get rid of disturbing
thoughts or feelings but to teach the patient to make room for them and do what needs to be
done to get on with life. The objective is met when your patient learns that negative thoughts
or feelings do not block adaptive behavior. The two can coexist”. With recontextualization,
our thoughts and feelings do not define our experience, but are just there to be observed as an
opportunity to learn in the process of problem solving. Comprehensive distancing refers to
the willingness of the suicidal patient to detach from his or her suicidal thoughts and emotional
distress. Chiles and Strosahl recommend the dual-thermometer exercise which is carried out
by the patient daily. The patient will keep a daily diary and make daily ratings on two 1-10
thermometer scales with regards to two dimensions of experience, willingness and suffering.
The ratings on the Willingness Thermometer, measure willingness of being present without
judgment, being mildly interested, and being just an observant of what is. Alternatively, the
Suffering Thermometer rates how much distress the patient feels with his or her daily
experiences as a result of ruminating and worrying about his or her condition. The patient
makes daily notes on factors that either increase or decrease ratings on the two measures. The
ratings tend to be reciprocal of each other. The purpose of this exercise is to point out the
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uselessness of attaching to our negative thoughts and feelings. During the course of therapy,
suicidal thoughts can be used as a measure of non-acceptance of negative emotions since the
purpose of suicidal thinking is to avoid experiencing negative emotions.
View of suicide as being a desirable solution: The desirability of suicide as a solution also
needs to be a target of treatment. In the case where a patient’s motive is to create a change in
his or her relationships or environment, it is important to have the patient challenge the
assumption that suicide will achieve his or her goal. Typical motives include revenge or to
provide relief for family and friends. In the case of seeking revenge, the patient can be asked,
“How certain are you that the person for whom you are seeking revenge will own the intended
responsibility”. Another patient may believe that the act of suicide will provide relief for his
or her family. Pointing out evidence to the contrary may help the patient achieve a more
realistic perspective. It is also important to have the patient consider the short- and long-term
consequences of committing suicide. A patient in our clinic acknowledged that she would miss
seeing her nephew’s graduation from high school. Marsha Linehan (1993) stresses the
importance of having the suicidal patient identify reasons for living in order to motivate him
or her to consider alternatives to suicide [41]. The advantages and disadvantages of suicide
and not suicide analysis is an effective technique to identify the positive and negative rein‐
forcers of suicide. By identifying the positive reinforcers, the focus of treatment is directed
towards identifying alternatives to suicide in order to achieve the desired results; it is also
important to correct any cognitive distortions about the advantages of dying. Awareness of
the negative reinforcers provides motivation not to suicide. In the case of a patient in our clinic,
the advantage of suicide was that she would no longer be a burden to her family; the
disadvantage of not suicide was that her pain would continue; the advantage of not sui‐
cide was that she could enjoy her children and grandchildren; and the disadvantage of
suicide was that it would prove that she was a failure. The advantage of not suicide and the
disadvantage of suicide were the negative reinforcers and helped motivate her not to act on
her suicidal thoughts. The advantage of suicide and the disadvantage of not suicide were the
positive reinforcers to suicide; however, these positive reinforcers were challenged in therapy
and she realized that her children and grandchildren would be devastated if she ended her
life and that there were alternative ways of managing her pain using Mindfulness techniques
and psychopharmacological interventions.

6. Summary of a CBT approach to suicidal thinking and behavior in
depression
In summary, I recommend the following approach to the acutely depressed patient with suici‐
dal thoughts and behaviors. First, the therapist must determine what problem suicide would
solve, followed by identifying the individual’s motive for suicide; is suicide desired to escape
from pain or to make a change in his or her relationships or environment or a combination of
both. In order to engage the patient and to develop trust, the therapist should inquire as to what
got him or her to the point that suicide seemed to be the only solution; the therapists asks for
understanding. Once the therapist believes he or she understands the patient’s logic, the thera‐
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pist can acknowledge with the patient that he or she might have come to the same conclusion
under similar circumstances; this response serves to help normalize the patient’s experience.
However, the therapist next provides hope by stressing that there are solutions or partial solu‐
tions that the patient might have overlooked and that together alternatives to suicide will be‐
come apparent. If the patient believes that the therapist understands his or her perspective and
rationale without judgment, the patient will more likely engage in treatment. Once engaged,
the task is to understand the internal, external, and or thematic triggers for suicidal thinking
and behaviors, as well as the factors that maintain the desire to suicide, using thoughts records
and/or chain analyses. Next, the therapist assists the patient in challenging the distortions and
misconceptions, including core beliefs, that interfered with his or her motivation to initiate the
process of problem solving; this is followed by promoting the development of problem solving
skills, if needed. In addition, the therapist addresses the patient’s view that he or she does not
have the internal or external resources to solve his or her problem. An advantages and disad‐
vantages analysis of suicide and not suicide should be performed early in the treatment in or‐
der to identify the positive and negative reinforcers for suicide. The negative reinforcers will
help motivate the patient to think of reasons to live and not choose suicide; the positive rein‐
forcers will be used to assist in identifying alternatives to suicide. Also, identifying alternatives
to suicide helps to begin the task of problem solving. Once the alternatives have been identi‐
fied, the patient continues with a pros and cons analysis for each alternative. The patient then
develops an action plan once the best alternative is identified; this helps motivate the patient to
implement the plan followed by an assessment of the outcome. Effective problem solving will
be in the service of developing self-efficacy and to counter the patient’s sense of helplessness
and worthlessness. Simultaneously with problem solving, the therapist helps the patient re‐
duce his or her level of distress by working on acceptance of emotional and/or physical pain.
The mindfulness strategy of learning the skill to broaden one’s awareness in the moment ena‐
bles the patient to see that there is more to his or her reality than one’s pain. Learning to refocus
attention on purpose without judgment, especially when the pain is intense, or observing the
pain in order to determine what makes it worse or better are mindfulness skills that can be em‐
powering. As with all CBT treatments, the final phase of treatment focuses on relapse preven‐
tion. The relapse prevention phase gives the patient an opportunity to demonstrate his or her
ability to make use of the skills learned during the treatment and it gives the therapist an oppor‐
tunity to assess whether the patient is appropriately applying his or her new skills, and thus
ready for termination. Wenzel et al., (2009) caution about the risk of having an unprepared pa‐
tient destabilize while re-examining the events that lead to the suicide attempt, especially
through imagery [22]. Careful collaboration with the patient about his or her readiness to re‐
view the suicide attempt in detail is essential along with close monitoring of his or her distress
level in the review process. The patient may find it too overwhelming to use imagery, as if the
events were occurring in the present. In this case, Wenzel et al. recommend using the past tense
in summarizing the events and applying the newly learned techniques. I refer the reader to
Wenzel et al. (2009) for the details regarding this exercise. Finally, relapse prevention focuses
on having the patient imagine potential future suicide crises and review in detail how he or she
would make use of cognitive and behavioral strategies to reduce the chance that he or she
would engage in suicidal behaviors.

37

38

Mental Disorders - Theoretical and Empirical Perspectives

7. Evidence for CBT preventing suicide in depressed patients
There are very few randomized controlled trial (RCT) studies assessing the effectiveness of
CBT in preventing suicide attempts in adult depressed patients. Earlier studies that focused
on problem solving alone have failed to consistently demonstrate a reduction in future suicidal
thinking and behaviors when compared to treatment as usual (TAU) [40]. These findings argue
for a more comprehensive CBT approach including not only problem solving, but cognitive
restructuring, behavioral strategies, stress reduction and mindfulness, and interpersonal skills
training. To date, there is only one adequately powered (RCT) study that included many of
these treatment elements [42]. Most other studies target changes in predictors of suicidal
attempts rather than suicide attempts as the primary outcome measure. In the Brown et al.,
(2005) study, the researchers evaluated 350 adults and randomized 120 to 10 sessions of CBT
or TAU, within 48 hours of admission to a university hospital emergency room after a suicide
attempt [44]. Seventy-seven per cent of the patients met DSM-IV criteria (SCID interview) for
major depressive disorder and 68% had a substance use disorder; 85% had more than one
psychiatric disorder. Sixty per cent were African American, 35% Caucasian, and 5% were
Hispanic. The elements of the CBT treatment included; identification of proximal thoughts,
images, and core beliefs to the suicide attempt; cognitive and behavioral strategies to address
the identified proximal thoughts and beliefs prior to the suicide attempt; development of
adaptive ways of coping with stress; targeting hopelessness, poor problem solving, impaired
impulse control, non-adherence to treatment, social isolation; and relapse prevention. From
baseline to reassessment at 18 months, 24% of the CBT group and 41.6% of TAU group made
at least one suicide attempt (asymptotic z score, 1.97; P=.049). Survival analysis (Kaplan-Meier)
at month-18 showed a reattempt-free probability of 0.76(95% confidence interval [Cl],
0.62-0.85) in the CBT group and 0.58(95% Cl, 0.44-0.70) in the TAU group. Patients in the CBT
group had a significantly lower reattempt rate (Wald X2/1=3.9; P=.049) and were 50% less likely
to reattempt suicide than the TAU group (hazard ratio, 0.51;95% Cl, 0.26-0.997). With regards
to the secondary analyses, the CBT group scored significantly lower than the TAU group on
Beck Depression Inventory at 6 months (P=.02), 12 months (P=.009), and 18 months (P=.046).
The CBT group scored significantly lower on the Beck Hopelessness Scale than the TAU group
at 6 months (P=.045). There were no differences between the two groups in the Scale for Suicide
Ideation. It is important to point out that Brown et al. adequately powered their study; the
sample size of 120 provided at least 80% power to detect a hazard ratio of 0.44 with regards to
a subsequent suicide attempt between the two groups [42]. Brown et al., point out that their
results were consistent with an earlier small RCT study (n=20) by Salkovskis et al. (1990) [43].
Salkovskis et al. demonstrated that patients randomized to a CBT problem solving therapy
were significantly (p=0.049) less likely to repeat a suicide attempt compared with the TAU
group at six months after the index suicide attempt. The mean time to the next suicide attempt
was 9.3 months for the CBT group compared to 3 months in the TAU group. Raj et al., (2001)
[44] examined the effectiveness of CBT (n=20) versus treatment as usual (n=20) in ages between
16 and 50 in reducing deliberate self-harm. Patients were included with anxiety, depression,
or adjustment disorder; psychotic patients were excluded. The 10 session CBT therapy
consisted of cognitive and behavioral strategies, problem-solving skills, and behavioral
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counseling to significant others. The CBT group, compared to TAU, showed significant
decreases on the Scale for Suicidal Ideations, Beck Hopelessness Scale, Problem Solving
Inventory, and on the Hospital Anxiety and Depression Scale.
Tarrier et al. (2008) performed a meta-analysis on 28 select studies (based on quality) to
investigate whether CBT reduced future suicidal behavior [45]. This is the first systematic
review and meta-analysis of CBT and the prevention of suicidal behaviors. Suicidal behavior
included completed suicides, suicide attempts, suicide intent or plans, and suicidal ideations.
The diagnostic categories were broad across the 28 studies and not limited to depression. There
were studies of patients with schizophrenia, first psychotic episodes, borderline personality,
major depressive disorder, and personality disturbances. Thus their findings were not limited
to a particular diagnostic disorder. Tarrier et al., concluded that CBT was highly effective in
reducing suicidal behaviors within the 3 month period post treatment (combined Hedge’s
g=-0.59, z=-5.26, p<.0001, 95% CI=-0.811 to -0.371). Subgroup analysis of CBT demonstrated
significant results with: controls of minimal treatment, treatment as usual, or active psycho‐
logical treatments; adults only; treatment directed towards reducing suicidal behavior rather
than associated symptoms like depression; and reductions in hopelessness. Also, CBT studies
using an individual approach were effective whereas group CBT was ineffective. The authors
are cautious in their conclusions because of publication biases. Small studies with large effect
sizes had a disproportionately large impact on the overall effect size.
A recent study by Stewart et al. (2009) [46] was among the first to compare CBT and SPST
(Social Problem Solving Therapy) with each other and against TAU. However, rather than
measuring suicide attempts as their primary outcome measure, their outcome measures
focused on predictors of suicide attempts including hopelessness (Beck Hopelessness scale),
poor problems solving (Social Problem Solving Therapy), suicidal ideation (Beck Scale for
Suicidal Ideation), and treatment dissatisfaction (Client Satisfaction Questionnaire-8). Subjects
completed 8.73 treatment sessions in the CBT group (SD=1.04, range from 7-10 sessions), 4.75
sessions in the SPST group (SD=1.42, range 3-7 sessions), and.67 in the TAU group (SD=2.0,
range from 0-6 session). Eleven subjects completed the CBT therapy, compared to 12 subjects
in the SPST therapy, and 9 in the TAU intervention (334.4%, 37.5%, and 26.1% respectively).
Over the course of treatment, subjects receiving CBT showed significant improvement in
hopelessness (Beck Hopelessness Scale) (z=-1.79, p<.05, r=.49), suicidal ideations (Beck Scale
for Suicidal Ideations) (z=-2.32, p<.05, r=.49), and patient satisfaction (Client Satisfaction
Questionnaire-8) (z=-2.81, p<, r=.60); however, the CBT group did not show improvement in
problem solving (Social Problem Solving Therapy) (z=-1.02, ns, r=.21). The TAU group did not
show significant improvement in any of the predictors of suicidal behaviors. The authors
suggest that treatment with CBT reduced hopelessness and suicidal ideations while improving
treatment satisfaction. All three measures would presumably reduce the risk for future suicidal
attempts. Also, the authors conclude that by empowering individuals to solve their problems,
it follows that there was a reduction in hopelessness and suicidal ideations and an increase in
patient satisfaction, all of which should help reduce the risk for future suicide attempts.
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8. Conclusions
These limited studies provide cautious optimism that CBT is effective in reducing suicide
attempts. However, there continues to be a great need for more studies, that are adequately
powered and that not only examine the effectiveness of CBT in reducing predictors of suicide
(e.g. hopelessness; decreased problem solving) but also measure the rates of suicide attempts
as the primary outcome measure. As noted above, the Brown et al. (2005) protocol included
several treatment components including cognitive restructuring, problem solving, treatment
adherence, and identification of social supports [42]. It is unclear which elements are essential
or most important for a positive outcome. Stress management and mindfulness training have
not been consistently incorporated into CBT protocols for the suicidal patient; however, these
elements should be considered for future studies. The duration, frequency, and intensity of
CBT treatment for optimal outcomes is yet to be determined. Finally, future research needs to
consider the value of CBT across clinical settings and various social economic groups.
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Cognitive Behaviour Therapy in the Management of
Conduct Disorder Among Adolescents
Afusat Olanike Busari
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/53046

1. Introduction
When asked what developmental stage is diagnosed with conduct disorder the primary an‐
swer would be adolescent. However, based on research the greatest damage to society is the
result of actions by delinquent adolescents but conduct disorder begins below the age of 7
(Scott, 2007). The researcher hypothesis suggests conduct disorder has a multi-factorial cau‐
sation which includes biologic, psychosocial and numerous facets of the family unit. The re‐
search reveals a negative combination of these factors may predispose young children to
exhibit symptoms of conduct disorder. The following questions will hopefully be answered:
(1) What causes conduct disorder? (2) Can conduct disorder be prevented or predicted? (3)
Does parenting style promote symptoms of conduct disorder? and (4) What are the inter‐
vention programmes that can be used to manage conduct disorder in adolescents.

2. Definition of conduct disorder
According to Evans (2003) conduct disorder is a steady pattern of harming others or their
property, lying, stealing, or breaking societal rules of behaviour. Remote instances of acute
behaviour, running away, or vandalism is not enough to merit a diagnosis of conduct disor‐
der. Most children exhibit instances of poor judgment and bad behaviour at least one time in
their childhood. The distinction is children with conduct disorder break the rules over and
over again, exhibit aggressive behaviour, and show no regard for others. The behaviour is
not considered conduct disorder until the symptoms are displayed for one year or more.
The disturbances in behaviour result in significant clinical impairment with social skills, aca‐
demics and occupational functioning (American Psychiatric Association, 1994).
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Conduct disorder is differentiated from other psychiatric disorders diagnosed in children by
the following criteria: “persistent pattern of behavior in which the basic rights of others or
major age-appropriate societal norms or rules are violated” American Psychiatric Associa‐
tion (as cited from Tehama, 2007). According to them conduct disorder is a psychiatric syn‐
drome occurring in childhood and adolescence which characterized by a longstanding
pattern of violations of rules and antisocial behaviors. They interpret conduct disorder as:
Conduct disorder is a common childhood psychiatric problem that has increased incidence
in adolescence. The primary diagnostic features of conduct disorder include aggression,
theft, vandalism, violation of rules and/or lying. For a diagnosis these behaviors must occur
for a least a six-month period.

3. Causes conduct disorder
The conditions that contribute to the development of conduct disorder are considered to be
multifactorial, with many factors (multifactorial) contributing to the cause. Neuropsycholog‐
ical testing has shown that children and adolescents with conduct disorders seem to have an
impairment in the frontal lobe of the brain that interferes with their ability to plan, avoid
harm, and learn from negative experiences. Childhood temperament is considered to have a
genetic basis. Children or adolescents who are considered to have a difficult temperament
are more likely to develop behaviour problems. Children or adolescents from disadvantag‐
ed, dysfunctional, and disorganized home environments are more likely to develop conduct
disorders. Social problems and peer group rejection have been found to contribute to delin‐
quency (Salaam 1992). Low socioeconomic status has been associated with conduct disor‐
ders (Busari & Adejumobi 2012). Children and adolescents exhibiting delinquent and
aggressive behaviours have distinctive cognitive and psychological profiles when compared
to children with other mental health problems and control groups (Aderanti 2006). All of the
possible contributing factors influence how children and adolescents interact with other
people.
The etiology of conduct disorder consists of the correlation of genetic, family and social fac‐
tors. The child may inherit limited baseline autonomic nervous system activity, resulting in
a need for greater stimulation to attain optimal arousal. This hereditary aspect may explain
the high level of sensation-seeking activity associated with the disorder (Johnson et al.,
2002). Several studies have revealed the role of autonomic under-arousal in conduct-disor‐
dered adolescents (Crowell et al., 2006). According to McBurnett&Lahey, 1994 & Scrapa &
Raine, 1997 (as cited in Crowell et al., 2006) conduct disorder and antisocial behaviour in
adulthood are marked by autonomic under-arousal which included reduced electro-dermal
responding (EDR) and heart rate. Beauchaine, 2003 (as cited in Crowell et al., 2006) revealed
both elementary children and adolescents have reduced sympathetic and parasympathetic
linked cardiac activity when diagnosed with conduct disorder.
The importance of this research is evident when considering the critical period of preschool
when noradrenergic, serotonergic, and dopaminergic systems which administer behavioural
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control are susceptible to long-term changes in functioning Bremner&Vermetten, 2001 (as
cited in Crowell et al., 2006). Parasympathetic nervous system (PNS)-linked cardiac activity
has been associated with emotional regulation capabilities Porges, 1995 (as cited in Crowell
et al., 2006) in contrast to deficiencies in sympathetic nervous system (SNS)-linked cardiac
activity have been linked with reward inconsiderateness.
During gestation the brain is vulnerable to the effects of environmental stressors; this state‐
ment applies to both prenatal and postnatal development Hulzink et al., 2004 (as cited in
Van Goozen et al., 2007). Environmental factors which can affect brain development are:
• Poor nutrition
• Maternal psychopathology
• Atypical child interaction from a depressed mother
Baumrind (as cited in Marsiglia et al., 2007) classified three parenting styles: authoritarian,
authoritative, and permissive. For the purpose of this research authoritarian parenting styles
will be discussed. The characteristics of an authoritarian parent according to this researcher,
are extremely restrictive and demanding rules. Parents who utilize this style tend to hamper
children’s autonomy and force them to follow stringent rules by threatening harsh punish‐
ment. This type of parenting may lead children to believe they are not responsible for their
actions; by contrast, when actions are questions they assume it is not their fault. According
to numerous psychological theories parent-child relationship can generate psychological
disorders such as anxiety, identity confusion and conduct disorder (Dwairy, et al., 2006).
Hoeve et al., (2008) concluded from their study a strong link between parenting styles and
delinquency trajectories; therefore, they recommended future research include parenting
styles in measuring serious behaviours which are classified as conduct disorders.
The link between exposure to violence in the home and community is a crucial risk factor for
conduct disorder according to research by Elze et al., 1999; Fergusson &Horwood, 1998; ;
Kaplan et al., 1998 (as cited in McCabe et al., 2005). Violence exposure can take place in
many places within the child’s environment including: (1) victimization and witnessing
child abuse; (2) community violence; (3) parental abuse (McCabe et al., 2005).
Culture and societal norms make up the macro-system which is seen as the most distant fac‐
tors; the eco-system is seen as a midlevel factor; and the micro-system is seen as the most
proximal position to the child. Lynch &Cicchetti, 1998 (as cited in McCabe, et al., 2005) stress
risk factors which have the most impact are the factors which are more proximal to the
child. Family stresses: (1) substance abuse; (2) violence; and (3) social isolation etc. increase a
child’s risk of conduct disorder or other mental health disorders. Garrison et al., 1992 (as cit‐
ed in Baker et al., 2007) reveals several studies have documented the relationship between
childhood psychosocial issues and primary care visits. Pediatricians consistently under
identify mental health problems in children. Behavioural problems have been linked to an
increase in family stressors: (1) divorce; (2) relocation; and (3) financial issues Lavigne et al.,
1998 (as cited in Baker et al., 2007). Pediatrician should be aware of these factors when ad‐
dressing repetitive visits to the office or the emergency room for treatment.
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Parental psychopathology and parenting behaviour may be potentially important risk or
protective factors in developmental outcomes for these children with concurrent conduct
problems. Parental stress and maladaptive parenting may foster the development of con‐
duct disorder Johnson & Mash, 2001 (as cited by Chronis et al., 2007). The researchers pro‐
pose maternal smoking is a significant factor in conduct disorder because nicotine may
interrupt fetal brain development. According to them, “Our study suggests that cigarette
smoking may be one of the first prenatal risk factors for this very serious disorder” (Univer‐
sity of Chicago Medical Center, 1997).
According to the ecological-transactional model child abuse has the greatest impact on child
functioning. Kaplan et al., 1998 states several studies have correlated child maltreatment to
an increase risk of conduct disorder (as cited in McCabe et al., 2005). A study at University
of Chicago Medical Center (1997) reveals a link between smoking during pregnancy and the
likelihood of having a son with conduct disorder. The researchers analyzed records of 177,
7-12 year-old boys who were referred for outpatient treatment for behavioural problems.
The study indicated 24 percent of the mothers who reported smoking more than a half-pack
of cigarettes per day during pregnancy, 80% of their sons had conduct disorder. This was in
contrast to conduct disorder in 50% of the boys whose mothers did not smoke (University of
Chicago Medical Center, 1997). According to the researcher “Our study indicates that re‐
gardless of other factors, smoking during pregnancy can have serious behavioural outcomes
in children” (University of Chicago Medical Center, 1997).
The longitudinal and experimental studies on children who are raised in orphanages, chil‐
dren’s homes, and foster homes have established the adverse effects of long-term institu‐
tional care on children’s personality development according to the American Academy of
Child and Adolescent Psychiatry, 2005 (as cited in Chronis et al., 2007). Consistent research
has shown a correlation between institutional child rearing and hyperactivity and inatten‐
tion (Busari & Ojo 2011). Both of these symptoms are precursors of conduct disorder Roy et
al., 2000 (as cited in Chronis et al., 2007).
The research repeatedly exposes children who are diagnosed with ADHD and conduct dis‐
order are predisposed for (1) risky sexual behaviour; (2) substance abuse; (3) delinquency;
and (4) driving risks Barkley et al., 1993 (as cited in Chronis et al., 2007). The most disturb‐
ing fact is children who are diagnosed with ADHD and conduct disorder are at a greater
risk of chronic criminal offenses Lyman, 1998 (as cited in Chronis et al., 2007). They identi‐
fied children with conduct disorder at a greater jeopardy for continual offending and ex‐
plained their perseverance by the correlation of their behaviour, neuropsychological and
physiological deficits are comparable to adult psychopaths.
Childhood conduct disorder is a major risk factor for adult disorders especially anti-social
behaviour. The key to diagnosing these children is to identify the origin of antisocial behav‐
iour which is found in (1) difficult temperament and (2) ineffective socialization (Van Goo‐
zen et al., 2007). Conduct disorder in childhood which persists through adolescence is
associated with co-morbidity, recurrence and resistance to treatment Moffit(2005). The study
shows children and adolescence who struggle with signs and symptoms of conduct disorder
continue to struggle throughout adulthood with psychosocial problems. The trajectories of
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antisocial behaviour influence these children throughout adulthood and influence the child‐
rearing environment (Jafee et al., 2006).
The influences of individual factors are multifaceted and confusion. Family dysfunction is
repetitively identified as one of the crucial factor for conduct disorder in adolescence. Poor
parental supervision is the preeminent predictor of violence and vandalism committed by
boys. Psychosocial disturbances in children and adolescence bring together a comprehen‐
sive range of research to shed light on these young people who become parents of tomor‐
row; these parents who were diagnosed with conduct disorder predispose their child to the
same disorder (Pearce, 1996).
The public debate concerning the relationship between family characteristics and children
with conduct disorder continues to raise questions which researchers hope to answer. A lon‐
gitudinal survey of children suggests ineffective parenting style is the strongest predictor of
delinquent behaviour in children between the ages of 8 and 11 years. In addition, aversion
tactics, low socioeconomic status and the number of siblings in the home are associated with
higher probability of children exhibiting delinquent behaviour and conduct disorder (Bu‐
sari&Adejumobi 2012). Somerstein (2007) reveals the common family dynamic in many indi‐
viduals’ histories of male terrorist is authoritarian parents.

4. Symptoms of conduct disorder
The clinical features of Conduct Disorder are:
• aggression or serious threats of harm to people or animals;
• deliberate property damage or destruction (i.e. fire setting);
• repeated violation of household or school rules, laws or both; and
• persistent lying to avoid consequences or to obtain tangible goods or privileges
The American Psychiatric Association (1994) provides further symptoms which support the
clinician in diagnosis of conduct disorder. The child will often bully, threaten or intimidate
others. They may intentionally set fires with the objective of harming others. The violation
of rules would include: (1) often staying out late at night regardless of parental prohibitions
which can begin before the age of 13; (2) has run away from home more than two times; and
(3) the child is often truant from school which usually begins before the age of 13.
Additional features of conduct disorder include an indifference to the welfare of others and
little if any remorse about harming others. Adolescents often verbalize outward remorse to
avoid punishment but do not exhibit any guilt. They do not require an objective basis to
conclude others are a threat to them. Because of this demeanor they may lash out aggres‐
sively without being provoked (Scott., 2007). During normal child development aggression
and fighting is pertinent for defensive issues which do not escalate into anti-social behav‐
iours; but, persistent anti-social behaviour collectively handicaps during childhood and
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leads to deprived adjustment during adulthood. The child often endures negative responses
by their peers and high levels of disapproval from their parents (Scott, 2007).
Children who are diagnosed with conduct disorder judge the world as an antagonistic and
intimidating place. They may tattle on friends or blame others for the harm they have
caused. They have few if any friends because of their limited interpersonal skills. Peers and
family members may view them as irritating because of their indifference to their actions.
They often have low self-esteem internally but externally they appear tough, cocky or selfassured (Evans, 2003).

5. Prevalence of conduct disorder among the adolescents
Conduct disorder has become a major health and social problem; it is the most common psy‐
chiatric problem diagnosed among children. Around the world the prevalence of conduct dis‐
order is 5% (Scott, 2007). A study conducted by Sujit et al., (2006) reveals 4.58% of boys and
4.5% of girls are diagnosed with conduct disorder worldwide. In their study of 240 students in
four schools in Kanke childhood conduct disorder was found in 73% and in adolescent 27%.
Mild conduct disorder was found in 36%, moderate in 64% and severe conduct disorder in
none. Lying, bullying and cruelty to animals were the primary symptoms (Sujit, 2006).
Conduct disorder affects 1 to 4 percent of 9- to 17-year olds in the United States. The disor‐
der is more predominate in boys than girls and more common in cities than in rural areas
(U.S. Department of Health and Human Services, 1999). Between 6 to 16 percent of boys and
2 to 9 percent of girls meet the criteria to be diagnosed with conduct disorder. It is estimated
40 percent of these children will grow up to be adults with antisocial personality disorder
(Searight, 2001).
Epidemiological studies state approximately 2% of girls and 9% of boys are afflicted with
this disorder. Adolescents with more external signs and symptoms would amplify the per‐
centage to one third or one half of all children and adolescent clinic referrals Kazdin et al.,
1992 (as cited by McCabe et at., 2005).

6. What are the symptoms of conduct disorder?
Most symptoms seen in children with conduct disorder also occur at times in children with‐
out this disorder. However, in children with conduct disorder, these symptoms occur more
frequently and interfere with learning, school adjustment, and, sometimes, with the child's
relationships with others.
The following are the most common symptoms of conduct disorder. However, each child may
experience symptoms differently. The four main groups of behaviours include the following:
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• Aggressive conduct. Aggressive conduct causes or threatens physical harm to others and
may include the following:
◦ Intimidating behaviour
◦ Bullying
◦ Physical fights
◦ Cruelty to others or animals
◦ Use of a weapon(s)
◦ Forcing someone into sexual activity, rape, molestation
• Destructive conduct. Destructive conduct may include the following:
◦ Vandalism; intentional destruction to property
◦ Arson
• Deceitfulness. Deceitful behaviour may include the following:
◦ Lying
◦ Theft
◦ Shoplifting
◦ Delinquency
• Violation of rules. Violation of ordinary rules of conduct or age-appropriate norms may
include the following:
◦ Truancy (failure to attend school)
◦ Running away
◦ Pranks
◦ Mischief
◦ Very early sexual activity
The symptoms of conduct disorder may resemble other medical conditions or behavioural
problems.

7. How is conduct disorder diagnosed?
A child psychiatrist or a qualified mental health professional usually diagnoses conduct dis‐
orders in children and adolescents. A detailed history of the child's behaviour from parents
and teachers, observations of the child's behaviour, and, sometimes, psychological testing
contribute to the diagnosis. Parents who note symptoms of conduct disorder in their child or
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teen can help by seeking an evaluation and treatment early. Early treatment can often pre‐
vent future problems. Further, conduct disorder often coexists with other mental health dis‐
orders, including mood disorders, anxiety disorders, posttraumatic stress disorder,
substance abuse, attention-deficit/hyperactivity disorder, and learning disorders, increasing
the need for early diagnosis and treatment. Parents should consult their child's doctor for
more information.

8. Prevention of conduct disorder in childhood
As with oppositional defiant disorder (ODD), some experts believe that a developmental se‐
quence of experiences occurs in the development of conduct disorder. This sequence may
start with ineffective parenting practices, followed by academic failure, and poor peer inter‐
actions. These experiences then often lead to depressed mood and involvement in a deviant
peer group. Other experts, however, believe that many factors, including child abuse, genet‐
ic susceptibility, history of academic failure, brain damage, and/or a traumatic experience in‐
fluence the expression of conduct disorder. Early detection and intervention into negative
family and social experiences may be helpful in disrupting the development of the sequence
of experiences that lead to more disruptive and aggressive behaviour

9. Relationship between conduct disorder, depression and opposition
disorder
Many studies have shown that conduct disorder (CD) and depression often co-occur in late
childhood and adolescence and have historically been regarded as the primary point of co‐
morbidity between internalizing and behavioral disorders. On the other hand, recent evi‐
dence suggests that oppositional defiant disorder (ODD), and not CD, may best explain the
comorbidity between disruptive behaviour disorders and depression. ODD typically onsets
before CD and depression, changes in ODD symptoms predict changes in symptoms of CD
and depression from one year to the next, and ODD in childhood and adolescence predicts
depression in adulthood. Emerging evidence suggests that there are affective and behaviou‐
ral dimensions of ODD symptoms, and those affective ODD symptoms (and not the behav‐
ioural symptoms) best predict later depression.
These results are highly relevant not only for our understanding of the etiology of the disor‐
ders, but also for optimizing early interventions aimed at reducing irritability in some ODD
children. The new findings also stimulate new questions to be addressed with future re‐
search. In this review, the comorbidity between disruptive behaviour disorders (opposition‐
al defiant disorder [ODD] and conduct disorder [CD] ) and depression will be considered.
The term comorbidity is used to indicate the concurrent co-occurrence of two disorders, but
like Angold, Costello, and Erkanli (1999), the researcher do not use concurrent to imply that
the two disorders onset or terminate at exactly the same time. In addition, the researcher is
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primarily interested in the heterotypic comorbidity (e.g., Angold et al., 1999) involving the
disruptive behaviour disorders and depression. The term heterotypic continuity is used to
refer to the continuity of psychopathology in different forms over time, such as children
with ODD being more likely to become depressed in adulthood (e.g., Copeland, Shanahan,
Costello, &Angold, 2009). This is in contrast to homotypic continuity, which refers to the
continuity of the same type of psychopathology over time, such as depression in adoles‐
cence showing continuity in the form of depression in adulthood.

10. What is cognitive therapy?
Cognitive therapy is an active, structured form of psychotherapy that is designed to rapidly
and effectively reduce and eliminate psychological symptoms. Cognitive is simply a fancy
word that means thoughts. Cognitive behaviour therapy, sometimes known as CBT is a
form of psychological treatment that focuses on the thoughts and behaviours that accompa‐
ny psychological distress.
Traditionally, CBT has been relatively brief treatment compared to other types of psycho‐
therapy. CBT is focused on achieving defined and measurable treatment goals. Progress to‐
wards these goals is regularly assessed to ensure that treatment is progressing in an efficient
and effective manner.
There is a significant amount of scientific evidence demonstrating that CBT is effective in
treating a wide variety of psychological difficulties including depression, anxiety, panic at‐
tacks, phobias, obsessive compulsive disorder, social anxiety and shyness, and post- trau‐
matic stress disorder. The evidence suggests that CBT is not only effective in helping people
get better but it is also effective in minimizing relapse or helping people stay better. Cogni‐
tive behaviour therapists (CBT) emphasise the process of learning in improving and main‐
taining behaviour. The client is encouraged to identify connections between thoughts and
their responses to social situations.
CBT often involves problem solving skills training. This type of training has been widely
evaluated and there is evidence for its efficacy in the short term in treating aggression and
conduct disorders in children. CBT is used for a range of problems for children and adults. It
places emphasis on certain cognitive techniques that are designed to produce changes in
thinking and therefore changes in behaviour or mood (Busari & Uwakwe 2001). CBT also
emphasises the learning process and the ways in which external environments can change
both cognition and behaviour. CBT for children and adolescents usually includes a range of
behaviour performance-based procedures, and often involve the family or school in therapy.
It may include individual work, group sessions, or both. The length of treatment varies con‐
siderably and depends on the severity of difficulties experienced.
For children with conduct disorder CBT usually has a strong focus on social cognitions and
interpersonal problem-solving. Programmes are often quite long and may take up to 25 or
30 weekly sessions. The therapist is active and involved and tries to develop a collaborative
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relationship that stimulates the child to think for him or herself. The approach aims to give
the child the opportunity to try things out and develop new skills

11. Problem solving skills training
A basic ingredient in CBT is to improve the problem-solving abilities of children and adoles‐
cents with conduct disorder. The training helps them to deal with external problems that
may provoke behaviours. The child is first encouraged to generate potential solutions to a
problem. The child and the therapist then decide on the best solution and identify steps in
implementing it. The child practices these steps, and finally the whole process is evaluated.
There is some evidence that suggests that clients that develop new ways of thinking get bet‐
ter from psychological difficulties. When clients develop skills that enable them to identify,
evaluate and change their thoughts they are likely to get better. In fact, there is proof, in the
form of research studies that suggests that when clients develop these new thinking skills
that they tend to get better and stay better, or have a lower chance of relapse (Busari 2012).
Cognitive behaviour therapy aims at changing clients’ beliefs by treating beliefs as testable
hypothesis to be examined through behavioural experiments jointly agreed upon by the cli‐
ents and the therapists. The therapist does not tell the client that his belief is wrong but rath‐
er asks questions to elicit the meaning, function, usefulness, and consequences of clients’
beliefs (Busari, 2000).
Cognitive behaviour therapy also challenges adolescents to make conscious choices and to
accept full responsibility for their choices (Martye 2004). Cognitive behaviour therapy has
been found to be very effective in the treatment of all forms of antisocial behaviours such as
stealing (Obalowo, 2004), socially undesirable behavior, faulty thinking.frustration, recidi‐
vism and delinquent behaviour (Busari & Adejumo 2012). Cognitive Behaviour Therapy al‐
so involves self-management which explains the self- which believes that individuals have
potential for self-actualization. The proponent of this theory believed that human beings
have inherent tendency to develop their “self” in the process of interpersonal and social ex‐
periences, which they have in the environment (Chauman 2000). Since individual has the
potential for self-actualization, self-management techniques will make the delinquent indi‐
vidual take part in the management of his own behaviour. Research work cited in Juvenile
Justice Bulletin (1999), Gardner 2003), revealed that self-management is effective in modify‐
ing deviant behaviours. The present study therefore investigates the effectiveness of cogni‐
tive – behaviour programme in the management of adolescents conduct disorder.

12. Hypotheses
The following four null hypotheses were formulated and tested to guide this study at 0.05
level of significant.
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Ho1: There is no significant difference in the level of reduction of conduct disorder of partic‐
ipants in the experimental and those in the control group
Ho2: There is no significant difference in the level of reduction of conduct disorder of partic‐
ipants based on gender after exposure to therapeutic treatment
Ho3: There is no significant difference in the level of reduction of conduct disorder of partici‐
pants from separated and those from intact homes exposed to cognitive behaviour interven‐
tion
Ho4: There is no significant difference in the level of reduction of conduct disorder exhibited
by participants form polygamous and those from monogamous home after therapeutic
treatment

13. Methodology
13.1. Design
The design adopted for this study was a two group (experimental vs control) pretest-post test design with dependent variable (conduct disorder) and independent variable (Cognitive
Behaviour Therapy). Participants were assigned to either experimental or control group by
randomly alternating sign-up at counter balanced times.
13.2. Participants
The participants of is study were 350 adolescents pre-selected using conduct disorder ques‐
tionnaire. The participant’s ages between 10-19 years from five secondary schools selected
through stratified random sampling techniques in Ibadan metropolis of Oyo State, Nigeria.
Out of 350 (72%) 252 were males while (28%) 98 were females 58% (203) were from monoga‐
mous home while (42%) 147 were from polygamous homes. (84%) 294 were from intact fam‐
ily while (16%) 56 were form separated family.
13.3. Instrument
The instrument used for collecting data was conduct disorder questionnaire (CDQ) de‐
signed by the researcher. It consists of two sections with section A consisting of Demograph‐
ic data such as age, sex, religion, type of home, type of family, class, etc. while section B
consists of 37 items eliciting information on conduct disorder of the participants. These
items requires the participants to indicate their degree of agreement with each item on a five
point likert type scale ranging from 1 (most unlike me) to 5 (very much like me). Total scores
range thus from 37 to 185. High score indicate highest level of conduct disorder. These in‐
strument (conduct disorder questionnaire) was cross-validated with two other instruments
(Juvenile Delinquency Questionnaire and Anti-social Behaviour Scale) in a pilot study
among randomly selected adolescents in the Junior secondary School, different form the
participants (n= 150). The result when correlated with conduct disorder questionnaire was (.
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763) at 0.01. A test-retest method was used to establish the reliability of the instrument. A
reliability coefficient of 0.83 was obtained, thus indicating that the instrument was highly re‐
liable. Some of the items in the instrument (conduct disorder questionnaire) include:
• Fighting is okay, so far you are not caught
• Running away from school to avoid punishment is okay
• Stealing is not bad so far you don’t exceed what you need
• Rules are not meant to be strictly obeyed
13.4. Procedure
This study was carried out in three phases. In the first phase, the participants were screened
through conduct disorder questionnaire (CDQ). In the second phase, the participants were
randomly assigned to the treatment group (cognitive behaviour therapy) and the control
group respectively. At phase three, the experimental group went through eight weeks (1
hour a week) of intensive training consisting of discussion/lecture, discussion of the previ‐
ous assignment given to the participants, summary and given of assignment for the next ses‐
sion. Instructions and explanations on the task involved in the experimental group such as
lectures, discussion and assignment were given to all participants.
In the first session, participants introduced themselves to one another and the therapist fam‐
iliarized them with the entire programme, she also created a good climate for discussion ses‐
sions. Pre-test questionnaire was administered to the participants. A contract was then made
between the therapist and the participants such as agreeing on the venue, and time of meet‐
ing for the next eight sessions. The participants were encouraged to participate actively in
the discussions and to do hoe work/assignments.
The second session witnessed conceptualization of Cognitive Behaviour Therapy (CBT)
which was discussed with participants as an active, structured form of psychotherapy de‐
signed to rapidly and effectively reduce and eliminate psychological symptoms. The partici‐
pants were taught that CBT is a form of psychological treatment that focuses on the
thoughts and behaviours that accompany psychological distress.
In the third session the participants and the therapist discussed negative effects of conduct
disorder to include school drop- out, inferiority complex, low self-esteem, lack of ambition,
lack of decision making skills, inability to set goals and make plans inability to clarify val‐
ues, feelings of guilt, unhappiness etc.
During the fourth session participants were asked to write down various conduct disorder
experienced. Among the conduct disorder experienced as mentioned by the participants in‐
clude truancy, aggression, theft, violation of rules, stealing, disobedience to parents and
teachers etc.
The fifth session witnessed, teaching of various personal skills needed by the adolescents to
make life meaningful to them. Various personal skills taught the adolescents include deci‐
sion making goal setting, values of honest, honour, respect, self-control, responsibility,
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equality, social justice etc. others include communication skills, assertiveness, negotiation.
When asked why they engage in conduct disorder the participants mentioned cruelity by
parents, teachers and other siblings, inadequate provision of needed materials, lack of love
and affection by relations, etc.
In the sixth session participants were taught to replace negative conducts, behaviours and
feelings with positive ones; for example they were asked to substitute statement like
• Rules are not meant to be strictly obeyed with
• To avoid punishment rules must be strictly obeyed. In this session the process of learning
in improving and maintain behaviour was emphasized. The participants were encour‐
aged to identify connections between thoughts and their responses to social situations.
During the seventh session the participants were taught that the various negative thoughts
and behaviors were learned and therefore can be unlearned. They were therefore trained in
the emphasis of certain cognitive techniques that are deigned to produce changes in think‐
ing and therefore changes in behavior or mood. They were taught on how learning process
and the ways in which external environments can change both cognition and behaviour.
They were taught how to strongly focus on social cognitions and inter-personal problemsolving techniques.
Session eight witnessed review of previous session activities rehearsal, role play and ad‐
ministration of post-test instrument.
The control group were given a brief educational review in conduct disorder but no treat‐
ment was applied to them both the pre and post -test measures were also administered on
them.
Follow-up: Six weeks after the treatment programme, conduct disorder questionnaire was
administered on the participants. The results obtained from the data indicates that cognitive
behaviour therapy was effective in the management of conduct disorder among adolescent.
Data analysis: The data obtained from this study was analysed using analysis of co-variance
(ANCOVA).

14. Results
In order to estimate the effects of the independent variable in the observed differences in the
pre- and post- treatment scores of the participants on the dependent measures,an Analysis
of Covariance (ANCOVA) was ran, using the pre- test scores as covariates and the post- test
scores a criterion. ANCOVA is used to adjust for the initial differences that existed between
the groups, since they were randomly selected. Thus, this study adopted ANCOVA to test
the hypotheses formulated.
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Source of

DF

SS

MS

variation
Between group 7

6376.44

F-ratio

F-ratio

Obs.

Crit.

18.74

2.81

Test decision

910.92

Within group

342

17681.4

51.7

Total

349

24057.84

962.62

Reject Ho

Critical value F (7,342 = 18.74; P>0.05
Table 1. Post-treatment Comparison of Cognitive Behaviour Therapy (CBT) and the Control Group using ANCOVA.

With regard to between group differences, there was a significant main effect of treat‐
ment(Cognitive Behaviour Therapy) on participants’ mean level of conduct disorder (De‐
pendent Variable)scores, F(7,342=18.74;p>0.05.Treatment was found to have contributed
significantly to variations in participants’ conduct disorder scores.
As shown in table 1, the computed outcome of pre and post treatment evaluation revealed
that the null hypothesis was not confirmed at 0.05 alpha level. The finding showed that the
critical value F (7,342) = 18.74 has P>0.05 and thus simultaneously indicated that a statistical
significant difference existed in the investigated conditions.
Source of

DF

SS

MS

variation
Between group 3

54948.3

F-ratio

F-ratio

Obs.

Crit.

47.91

3.72

Test decision

18316.1

Within group

346

156911.0

453.5

Total

349

211859.3

18769.6

Reject Ho

Critical value F (7,346 = 47.91; P>0.05
Table 2. Pre and post-treatment comparison of male and female participants using ANCOVA.

A significant main effect of treatment (Cognitive Behaviour Therapy) on participants’ mean
level of conduct disorder (Dependent Variable) was evident F(3, 346,=47.91;p>0.05.Post treat‐
ment comparison outcome of pre and post -test indicates treatment was found to have con‐
tributed significantly to variations in participants’ conduct disorder scores.
As shown in table 2, the compared pre and post-treatment outcome with the critical value F
(3,346) = 47.91 and P>0.05 showed that there was statistical significant difference between
male and female participants exposed to cognitive behaviour therapy. The null hypothesis
therefore was not supported.
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Source of

DF

SS

MS

variation
Between group 5

156528.0

F-ratio

F-ratio

Obs.

Crit.

194.57

2.72

Test decision

31305.6

Within group

344

107293.6

311.9

Total

349

263821.6

31617.5

Reject Ho

Critical value F(5,344 = 194.57; P>0.05
Table 3. Pre and post-treatment comparison participants from intact and those form separate family using ANCOVA.

The between group differences, shows that a main significant effect of treatment (Cognitive
Behaviour Therapy)on participants’ mean level of conduct disorder (Dependent Variable)
scores existed F(5,344=194.57;p>0.05. Treatment was found to have contributed significantly
to variations in participants’ conduct disorder scores.
As indicated in table 3, the outcome of pre and post treatment details among participants
from intact and those form separated family showed that there was statistical significant dif‐
ference in the results obtained contrary to the postulated null hypothesis. Consequently,
therefore, the null hypothesis was rejected at 0.05 level of significance.
Source of

DF

SS

MS

variation
Between group 5

78299.5

F-ratio

F-ratio

Obs.

Crit.

125.9

2.72

Test decision

15659.9

Within group

344

1836157.6

5337.65

Total

349

1914451.1

20997.55

Reject Ho

Critical value F(5,344 = 125.9; P>0.05
Table 4. Pre and Post-treatment comparison of participants from Monogamous and those from Polygamous Homes
using ANCOVA.

There was a significant main effect of treatment (Cognitive Behaviour Therapy) on partici‐
pants’ mean level of conduct disorder scores (Dependent Variable) F(5,344=125.9;p>0.05.Post
treatment comparisons revealed its significant contribution to variations in participants’
conduct disorder scores.
In table 4, the compared computed pre-and post –treatment outcome of participants from
monogamous and polygamous homes showed that there was statistical significant differ‐
ence following the alpha level of 0.05. The findings revealed that the critical value of
F(5,344)=125.9; P>0.05 evidently failed to support the predicted null hypothesis.
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15. Discussion of the findings
The result of the first hypothesis shows that there was a significant difference in the level of
reduction of conduct disorder of participants in the experimental and those in the control
group.
This result corroborates the findings of Wolinsky and Miller (2006) when they found that
cognitive training would affect the cognitive ability targeted by that training and these ef‐
fects would be maintained over time. It also indicates that maintained on improvements in
cognitive ability would have a positive transfer effect on everyday function.
Gardner (2003) also confirms the effectiveness of cognitive behaviour therapy in treating re‐
belliousness, delinquency and conduct disorder. According to him, cognitive factors play an
important and well documented roles in these undesirable behaviors since the way people
think has a controlling effect on their action and that replacement of negative habits with
positive ones and rethinking will help individual to generate more adaptive behaviour.
Moreover, an individual cognition is important in the acquisition of a new behaviour.
Results emanated from hypothesis two indicates that there exists significant difference in
the level of reduction of conduct disorder of male and female participants.
This finding agrees with that of Rathus (1996) who suggested that females who have become
involved in criminality must somehow be more male-like than their law abiding counter‐
parts. Some researchers have suggested that where the females have been involved in crime,
they have typically played a more passive compliance role, their male counterparts are ac‐
tually responsible for the planning and execution of the crime. Moreover, it was observed
that females restricted their criminal activities to such female crimes as shoplifting, incorrigi‐
bility, sex offences or running away whereas males participates in offences like homicide,
forcible rape, aggravated assault, robbery, burglary, and auto-theft.
The findings from the result of hypothesis three reveals that there exist significant difference
in the response to treatment of participants form intact and those from separated homes. Pa‐
rents are responsible for the upbringing and development of their children and make provi‐
sion for their basic needs such as food, education, shelter, protection etc. the family
integrates the child into the community. Families raise children to learn the cultural norms.
They are the teacher of the rules which in most cases are not written down but may be
passed from one generation to another through the process of socialization. In a situation
where the two parents are not living together proper upbringing of the children might be
impossible. Actions and behaviours which do not promote positive development and
growth of the children are likely to be the end product of separated parents whereas the op‐
posite is find in the intact homes (Busari & Adejumobi, 2012).
Results from the findings of the fourth and the last hypothesis indicates that there was sig‐
nificant difference in the level of education of conduct disorder of participants form monog‐
amous and those from polygamous homes after exposure to treatment.
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This findings is in line with the findings of Mathye (2004) which reveals that family size is a
variable which makes major contribution to the explanation of degree of participation of
children in anti-social behaviour such as delinquent acts, rebelliousness, conduct disorder
etc. He further expantiate that large family is believed to be negatively related to high rate of
anti-social behaviours and that as family increases a child’s undesirable behaviour increases.
The findings also appear to be consistent with the finding that poor living conditions may
slow down growth and maturity among growing children and thrown them off their “pro‐
grammed curve” that is off the curve that they normally follow under optimal conditions.

16. Conclusion / recommendation
The main objective of this study was to investigate the effects of cognitive behaviour therapy
on the management of conduct disorder among adolescents. This study provided substan‐
tial evidence to support the fact that cognitive behaviour therapy was effective in the reduc‐
tion of conduct disorder among the adolescents.
Clearly the research reveals the correlation of diverse factors which promote conduct disor‐
der. Parenting styles play a key role in promoting an environment which is conductive to
this disorder. It follows therefore that therapist need to educate their clients, public, parents,
families etc. on the negative effects authoritarian parenting styles have on their children.
The research suggests that children with conduct disorder become adults with anti-social
behaviour and other psychological problems. The disorder is more than a fussy child it is a
serious issue which parents, teachers and the mental health professionals needs to address.
Another aspect to consider is the link between nicotine and conduct disorder. Pregnant
women need to be warned against smoking during and after pregnancy. There are signifi‐
cant risks with cigarette smoking during pregnancy.
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Chapter 4

Anxiolytics Use in the Families with (Non)dependent
Member: Relation to Dependence Indicators, Self and
Family Perceptions Including Social Neuroscience
Perspective
Maja Rus-Makovec, Karin Sernec and Velko S. Rus
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/53307

1. Introduction
Social neuroscience seeks to explain social behavior in terms of information processing
mechanisms that motivate and guide social behavior and in terms of neurobiological mecha‐
nisms (genetic, hormonal, biochemical, physiological) that underline social behavior [1]. So‐
cial neuroscience could be defined quite broadly as exploration of interdependence between
processes, traditionally belonging to social psychology and particular neurological factors
[2]. Because of the complexity of human social interaction (exchange, communication), social
neuroscience needs to combine and integrate multi–level analysis across different domains
[1, 2]. It’s worth repeating Cacioppo & Berntson [3] connecting multi – level approach: “The
doctrine of multilevel analysis specifies that microanalyses of a psychological phenomenon
can be particularly effective when pursued in addition to or in conjunction with molar anal‐
yses.” Relation “brain – culture” could be defined also as a typical thematic part of social
anthropo – psychology, expression, etymologically and recognizably showing to fields of
thematically origin. Particular aspects of social neuroscience are connected also with some
new areas of contemporary social psychology, with the questions of (bio) - psycho - social
evolution, the questions of mate preferences included [4]; it’s also connected with social psy‐
chosomatics, particularly with social cognition and with a view of the person’s information
– processing capability [5]. Three routes of social cognition are distinguished: capacity to
mentalize, to mimic and understand others’ motor actions and our capacity to empathize
[6]. The social environment is multifaceted and compromises a dynamic set of environmen‐
tal and behavioral interactions that influence the connections among individuals such as pa‐
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rent and child, husband and wives, groups etc. These connections from the social network
can have an impact on brain development and function and can be both a risk and a protec‐
tive factor against drug abuse [7]. Social neuroscience perspective seems to be one of the
most suitable disciplines for understanding the field of psychotropic substance use and
abuse. That is why we tried to introduce the social neuroscientific perspective in the field of
anxiolytic (ab)use by parents in families with and without dependent family member in our
research.
1.1. Brains and social psychology: Social neuroscience, social psychology and
interdisciplinary perspectives
According to Illeris [8], inseparability of emotional and cognitive functions regarding the
brain basis of their location seems to be one of the prevailing contemporary beliefs of con‐
temporary neuroscience. Social psychological contributions to the neurosciences served to
the intensive development of the psychoneuroimunological field and immune responses are
strongly influenced by the central nervous system (CNS) [9].
Social behavior could be connected with the brain functions and even structure also indi‐
rectly. Factually, we can hypothesize some connection, deriving from some evident and
experimentally proved information. One of them is, for example, association between
learning - cognitive style and hemisphericity. Torrance associated learning styles (left more analytical, right - more synthetic and integrative hemispheric), characteristic also
for social learning with dominant specialized functions of brain hemispheres [10]. Sphere
only prevails, while the brain functions as a whole. More generally, we can conclude,
that social neurosciences phenomena results in different outputs of activity, work, per‐
formance (effectiveness, efficacy), group structure and processes, climate, culture, com‐
munication and evaluation as interactive function of CNS activity. Information processing
and decision making seem to be an important part of (social) neuroscience. According to
Klavora [11], factors influencing information processing are the quality of sensory input
information, the quality and effectiveness of sensory receptors, the speed of processing
the stimulus information. Psychophysiological background and socio – psycho – neuro –
logical relevancy of such a multilevel approach has been systematically developed by Ca‐
cioppo and collaborators [3, 8, 12]. The area of psychophysiology is connected with dif‐
ferent efforts of neurophysiologists, experimental psychologists, psychiatrists and
different technical professions [12]. Understanding behavioral flexibility, especially in the
form of cultural variation, demands the understanding of the whole psychological “archi‐
tecture”, which guides social interaction [13].
1.2. Factual beginnings of social neuroscience? Eysenck, Moscovici, Personnaz
Pieces of mosaic of social neuroscience had existed already before. H. J. Eysenck’s model,
explanation of extra – introversion is such a possible example [14]. Habitually heightened
level of central activation is supposed to be connected with introvert, and lowered level with
extravert. That's why the extravert people, according to Eysenck, search new exogenous in‐
formation and attempt to maintain ample social network of social relations and communica‐
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tions. Hypothetical construct of the balance between excitation and inhibition is reticular
formation (RF). Psychotropic depressants (alcohol, benzodiazepines) and stimulants (caf‐
feine, amphetamine) have direct influence on different parts of RF. According to Eysenck,
depressants have extravert and stimulants have introvert effect, both being also typical pat‐
terns of social behavior.
Other piece of mosaic of the important de facto neuro scientific research, had been the re‐
search connecting active and consistent minorities and their influence on majority judg‐
ments and (sensory) perception, using the phenomenon of negative after effect [15] as the
final dependent variable [16, 17]. Results of these experiments showed, although the de‐
pendent variable was the visual illusion, but illusion, based on central intervention, that also
centrally determined phenomena could be influenced by minority (active and consistent) in‐
fluence and that conversion could be sometimes additionally explained with complementa‐
ry neuro – physiological consequences.
1.3. Listing of some social psychological thematic, differently connected with factual parts
of social neuroscience
If we neglect so brutal and evident causes like head damage, which is also an exclusive
element of behaviorist learning definition, elements of factual »social neuroscience« could
be found also in many other cases, lets mention only research and applied phenomena of
ideomotoric/visualization; than many aspects of NLP (neuro–linguistic programming); so‐
cio– and psycho–pathology of dependence behavior; sleeping and dreams, including dif‐
ferent interpretations (metaphorical symbolism of dreams in classical Freudian
psychoanalysis, archetype conception in Jung's concept of collective subconsciousness);
associacionist antecedents of contemporary social cognition [18-20]; a great deal of EEG
classical research and applied practice; cognitive theories of emotion, respective any theo‐
ry of emotion, including the function of limbic system; brain and body reactions; alpha
learning conditions; biofeedback; conditioning (Pavlov, Sokolov, Teplov) and (neo)behav‐
iorist approaches, also on the domain of social behavior; placebo–effects, particularly re‐
searches in the last years, proving activation of relevant brain areas as consequence of
persuasive/suggestive placebo effect; bio–psycho–social aspects of aggression and aggres‐
siveness; different psychoanalytic conceptions connected with unconscious brain process‐
es (Freud, Jung, Adler, Lacan, Erikson, Klein); screening of organic brain damage related
to alcohol abuse as important for treatment planning [21]. Mentioned damage is highly
connected also with degree and duration of alcohol dependence. That’s why we decided
to take into account the very slight approximation of this probability in the sense of AU‐
DIT (Alcohol Use Disorder Identifying Test) [22] estimation of intensity of alcohol de‐
pendence abuse. This estimation was treated as co–variate in the design, where the
hypothesis about the differences in self perceptions regarding the anxiolytics usage status
was taken into account.
From this point of view, the whole classical behaviorism could be interpreted as introduc‐
tion into the social neuroscience, while social behavior is interpreted as more or less direct
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function of centrally positioned associations Stimulus – Response, which are the basic point
of any behavioral pattern.
1.4. Brain, behavior and social interaction in mood and dependence disorders
Ernst Fehr and collaborators [23] report about neurologic basis of social interactions, even
on economic field (neuroeconomy). Such an approach could be helpful in explaining some
irrational moments in otherwise rational cost – benefit dilemma resolution. According to
Fehr, it even seems, that hormone oxytocin influences the experience of trust. Depression
and anxiety is also a standard covariate of psychotropic medication treatments. That’s why
it’s understandable, that psychopharmaceutical medications could have, in any group, an
impact on different areas, levels and aspects of social interactions (communication, social ex‐
change). Regarding alcohol dependence an understanding of action of alcohol on central
gamma – amino butyric acid (GABA) receptors may significantly contribute to the incentive
side of explanation of this disorder [3].
Although alterations in brain function can influence the symptoms which seem to be func‐
tional personality change, the inverse process is also possible. Depression, as an example of
non–organic personality change, can result in symptoms, which are similar to alterations in
brain functions - pseudo dementia, for example - which can disappear, when patients are
treated with antidepressant medication. The relation between the psychopharmaceutical
medications (non)use and different social representations of self and social environments,
being an essential part of any social interaction (communication, social exchange and influ‐
ence), is not at all one – way process. Anyway, in actual research, such a complexity of rela‐
tions was not elaborated, while also the existent empirical methodology in behavioral
sciences does not yet dispose with models, permitting analysis of two way processes, result‐
ing in different effects of mutual partially simultaneous, partially sequential influences.
However, it is well known, that epigenetic effects during development lead to a cascade of
neurobiological changes, including enhanced emotionality [24].
Psychopharmaceutical medications affect brain neurotransmission processes for therapeutic
purposes; however, psychotropic substances can be abused and alter behavior into nonfunctional/non-adaptive one. Altered brain neurobiology is the basis of dependence syn‐
drome, with profound alteration on cognition, emotion and behavior of dependent person,
which influence one’s social interaction profoundly [25]. Mood and anxiety disorders are the
most frequent cooccurent mental disorders accompanying dependence syndrome and most
frequent symptoms in important others of dependent patients [26]. Mood and anxiety disor‐
ders and dependence syndrome are most frequently treated by antidepressants and anxio‐
lytics as psychopharmaceutical medications [27].
Progression on to drug dependence after the exposure appears to be genetically influenced;
however, dependence is both a biological disorder and a cultural category [28]. The addic‐
tive process is introduced as an interaction of impairments in three functional systems: moti‐
vation-reward, affect regulation, and behavioral inhibition. From a cultural perspective,
drug dependence is seen as being related to peer pressure and conformity as well as to eco‐
nomic and cultural factors [29].
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The net effects of inhibiting the diffuse GABA are anxiety reduction, behavioral disinhibi‐
tion, sedation and euphoria, what is all connected also with interpersonal communication,
family perception, perceived depression and self – concept. That’s why we can expect, that
chosen psychopharmaceutical medications can at least partially influence (facilitate or inhib‐
it) particular social behavioral patterns, particularly connecting (declared) depression, inter‐
personal relations in primary social environment and social implications of some other
dependence behavior. These implications, manifested in different complex social situations
could be quite subtle, sometimes hidden in “social mimicry”, mostly connected with alcohol
and other psychoactive substances abuse. One of the very opportune measures of such im‐
plications, according to our opinion, could be (sub) scores of SASSI (Substance Abuse Subtle
Screening Inventory) instrument, which is declared to be the instrument which “breaks
through denial” [30].
It seems that relations between concrete forms and contents of social interaction (complex
patterns of cooperation, competition, conformism, cohesiveness, role learning, group deci‐
sion, leadership, conflicts, negotiations, mediations) and CNS (re) actions are yet to be re‐
searched. That’s why the choice of family social climate has two advantages: we treat it as a
kind of experiential common denominator of different social interaction effects, while cli‐
mate is an integrating experience, deriving from diversified processes of social interaction.
Inducing climate as dependent variable, we focus on one of most relevant and integrating
level of social experience. Simultaneously, (perceived) climate is one of the most essential
parts of micro culture. Analyzing climate, we simultaneously analyze an important part of
family culture. On the other side, evaluation of climate is inseparably connected with differ‐
ent self concepts (esteem, confidence, consciousness, efficacy belief) and self – evaluation. In
actual text “functional” is supposed to be such a category of self – evaluation, when person‐
al bipolar attributes express the continuum of everyday adaptive/functional behavior. We
suppose that psychopharmaceutical medications (anxiolytics) contribute to the change of
retrograde functional self – evaluations, while medicaments are supposed to be a reason of
improvement of mood level.
That’s why in actual article, we’d like to analyze possible relations between psychopharma‐
ceutical medications (anxiolytics) usage (in the last year) status and some other relevant per‐
ceptions: evaluation of own family, self – esteem, self – perceived depression and substance
abuse indicators. We can express the general level of our research problem with the ques‐
tion: Which are the relations between A. last year psychopharmaceutical medications use
status and B. particular perceptions, connecting family, self and substance abuse depend‐
ence? The question about (anxiolytics) usage (in the last year) has been formulated as fol‐
lows: “Did you use prescribed psychopharmaceutical medications such as anxiolytics
because of your emotional problems in last year?”
We formulated three expectations:
H.1: we hypothesized, that self–esteem, evaluation of own family and level of depression
as predictors significantly differentiate, regardless co–variate inclusion, between users
and non–users of anxiolytic pills in the last year, so in the case of mothers, as in the case
of fathers.
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H.2: we expect, that the change of self–evaluation in last few years significantly differ be‐
tween users and non–users, so in the case of fathers, as in the case of mothers.
H.3: we also hypothesized, that the groups of users and non–users significantly differ in cor‐
respondent SASSI subscores, so in the case of mother, as in the case of fathers.
In families, having a dependent member, dependence is also the main area of different per‐
ceptions, social representations and social interactions. That’s why, in our research, the esti‐
mated dependence of each family member was included, where possible, as covariate. In
our case, the alcohol dependence aspect was identified and taken into account as co–variate
in sense of AUDIT estimated seriousness of alcohol dependence.

2. Method
2.1. Participants
There were three types of families, each type attempting to “mirror” approximate propor‐
tion of such a type in Slovene society: a. families with no referred dependent member, nei‐
ther parents, nor adolescent (about 56% of the whole sample); b. families with drug
dependent children (about 16% of the whole sample) and c. families with alcohol dependent
father (about 28% of the whole sample). If there were more than one adolescent child in the
same family, only the eldest one was included. The average age of adolescents was M =
17.22 years, with SD = 1.27 years, with 45 percents of female and 55 percents of male re‐
spondents. From n = 183 valid cases (families) and excluding all missing, N = 159 “valid”
mothers (mean age M = 42.85, SD = 4.68) and n = 147 fathers (with mean age M = 45.47, SD =
4.68) appeared in calculations.
It’s worth underlining, that neither by mothers, nor by fathers, significant differences were
found in age (users – no: n = 157, M = 42.70, SD = 4.66; users – yes: n = 22, M = 44.00, SD =
4.64; t(177) = - 1.21, p = 0.23 for mothers and users – no: n = 141, M = 45.56, SD = 5.06, users –
yes: n = 16, M = 44.94, SD = 4.65; t(155) = 0.47, p = 0.64 for fathers) and education (t(179) =
1.54, p = 0.12 for mothers and t(155) = 0.87, p = 0.38 for fathers) and that no significant covari‐
ate effect of age had appeared neither by mothers (Pillai F = 0.57, p = 0.63), nor by fathers
(Pillai F = 0.97, p = 0.41). On the other side, significant covariate effect of education was
found for mothers (Pillai F = 6.32, p = 0.00, η2 = 0.10), but not changing the significancy level
of the independent variable (Pillai F = 2.62, p = 0.05, η2 = 0.046); contrary to mothers, no such
an effect was found for fathers (Pillai F = 1.35, p = 0.26, η2 = 0.03).
2.2. Instruments
Relatively comprehensive questionnaire with 567 variables was applied, measuring differ‐
ent status and personal, subjective and objective characteristics (mothers and fathers 225
variables each, adolescents 117 variables). The whole questionnaire was applied so in in‐
dividual, as in small group conditions. It seems that the conditions of data collecting in‐
fluenced the number of missing, more of them being in small group conditions. The
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main thematic area of the questionnaire, which contains different information about dem‐
ographic, socio – economic and socio – cultural status, anamnesis information about
health status in different periods of life cycle, life style information, about suicidal idea‐
tion, exposure to different kinds of violence, different dependence behaviors (alcohol, nic‐
otine, drugs … ), info about intra – familiar processes, climate and, partially, culture,
retrograde and actual self – evaluation, level of self-esteem and depression, evaluation of
family climate, experiences with psychopharmacological treatment etc.. Validity was
identified not only with coefficient of internal consistency (Table 1), which assures only
the construct validity: from previous researches [31] validity of majority of summative
scales was verified also with chosen outer criterion, consecrating almost equally needed
time to construction as to validation of the instrument.
In actual report the following scales and questions from the total questionnaire were includ‐
ed into research: Zung's self – rating depression scale - 20 items [32], Rosenberg’s self – es‐
teem scale - 10 items [33]; original semantic differential for estimation of the climate in the
proper family (15 bipolar continuums, selected according the demands of summative scale
construction). Semantic differential - evaluation of the social climate in own family con‐
tained the following bipolar attributes on 7 – point bipolar continuums: good/bad, relaxed/
not-relaxed, aggressive/non-aggressive, pleasant/unpleasant, tolerant/intolerant, unorgan‐
ized/organized, non-conflicting/conflicting, not-developing/developing, enjoying/not- enjoy‐
ing, with insight/without-insight, with future/without future, charged/uncharged, not
understanding/ understanding, without support/with support, with love/without love.
Actual and retrograde (»How do you evaluate yourself in time point about five years
ago?«) functional self – evaluation bipolar attributes of self – evaluation scale: nervous/
calm, optimistic/pessimistic, with problems/without problems, lonely/with friends, inde‐
pendent/ dependent, with insight/without insight, mainly reposed/mainly tired, satisfied
with/dissatisfied with, with bad habits/with good habits, successful in learning/unsuccess‐
ful in learning, non-creative/creative, self-conscious/self-unconscious, no-communicative/
communicative.
According the authors belief about data validity, the missing values were not substituted
with missing values.
Also the missing values appeared which influence different number of valid cases in certain
final reports and so diminish a little bit even the generalization on the basis of initial sample.
For the occasion of this research, the Substance Abuse Subtle Screening Inventory SASSI [9]
was for the first time applied in Slovenia. Instrument has two forms, for adolescents and for
the parents. SASSI identify two probability categories of dependence: high and low sub‐
stance dependence probability. SASSI was adapted to Slovene version according to all de‐
mands of forward – backward translation.
AUDIT (Alcohol Use Disorder Identifying Test) [21] approach to identify the (alcohol) de‐
pendence degree of fathers was also applied. According to value = 8, two categories were
obtained, one of the expressing low probability for alcohol connected problems, another ex‐
pressing high probability for alcohol use which is hazardous or harmful to the health. So as
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SASSI, also the AUDIT validity could be tested regarding the classification by the side of ex‐
perts (therapists). The rates of agreement between the experts and decision rules are descri‐
bed also as data validation [9]. In our research, both kinds of estimation almost perfectly
coincided with classificational distinction from the side of experts –therapists (SASSI: χ2 (2, n
= 161) = 1.27, p = ns for nondependent mothers, but with 50 % of cells with expected counts
less than 5; χ2 (2, n = 167) = 91, p = 0.00 for (non)dependent children, with 16.7% of cells with
expected counts < 5, and χ2 (2, n = 139) = 84.90, p = 0.00, with 0% of expected counts < 5, for
(non)dependent fathers).
Evaluations from the side of father

No of items

Alpha

Alpha

Alpha

Group 1

Group 2

Group 3

Actual self evaluation

14

0.84

0.67

0.79

Retrograde self evaluation

14

0.80

0.84

0.85

Perceived family climate

15

0.89

0.92

0.83

Self – esteem

10

0.87

0.93

0.82

Perceived own depression

20

0.90

0.95

0.90

Actual self evaluation

14

0.82

0.82

0.71

Retrograde self evaluation

14

0.79

0.75

0.86

Perceived family climate

15

0.93

0.91

0.87

Self – esteem

10

0.83

0.82

0.80

Perceived own depression

20

0.88

0.87

0.76

Evaluations from the side of mother

Note: group 1 = family without dependent member (n = 104); 2 = family with dependent adolescent child (n = 29); 3 =
family with alcohol dependent father (n = 52)
Table 1. Internal Consistency – Cronbach’s Alpha Coefficients – For Summative Scales, Responded from the Side of
Fathers and Mothers for Each of Three Groups/Family Types

The following sub scores are obtained with SASSI 3: FVA = face valid alcohol; FVOD = face
valid other drugs; SYM = symptoms; OAT = obvious attributes; SAT = subtle attributes; DEF
= defensiveness; SAM = supplemental addiction measure; FAM = family vs. controls; COR =
correctional. Maja Rus Makovec had obtained also a permission for back – translation/adap‐
tation and research use of SASSI from the author.
Kolmogorov – Smirnov test showed, that almost all summative scores (actual and retro‐
grade self perception; evaluation of own family climate; self – esteem) did not differ signifi‐
cantly from normal distribution (p>.05), while for SASSI subscores the alternative
hypotheses were accepted. Internal consistency of almost all (except one version of self –
evaluation) summative scores was satisfactory (all Cronbach alphas mostly > 0.85).
Research was approved from the side of Ethical commission of Health Ministry of Slovenia.
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3. Results
Arithmetic Means and Standard Deviations of mothers’ dependent variables are shown in
Table 2.

family climate

anxiolytics

M

SD

n

no

75.46

19.93

152

yes

63.52

22.07

21

self-esteem

no

40.06

6.59

152

yes

35.95

7.39

21

depression

no

37.56

8.21

152

yes

43.05

10.63

21

Note: family climate = evaluation of climate in own family – mothers (higher score means more positive evaluation);
self-esteem = Rosenberg’s self – evaluation score – mothers (higher score means higher self – esteem); Zung’s depres‐
sion score – mothers; covariate = SASSI estimation of dependence seriousness by mothers.
Table 2. Arithmetic Means and Standard Deviations for Dependent Variables Regarding Usage vs. Non-Usage of
Anxiolytics in the Last Year - Mothers

One factor MANOVA, exploring differences in self – esteem, perceived depression and fam‐
ily climate by parents as a function of their anxiolytic usage status (usage: yes vs. no) was
applied for successive inclusion of one (mothers), two (mothers and fathers) and three
(mothers, fathers, children) covariates (AUDIT for parents and therapists’ estimation (TE) of
dependence intensity for adolescents). Multivariate effect was found as significant (Pillai’s,
Wilks, Hotelling, all p = 0.14 and all Levene tests of equality of error variances with df1 = 1
and df = 171 were highly un–significant, p >>.05 (p = ns)); Box M test was significant (F =
3.79, p = 0.001), what means, that demand of equality of covariances (multivariate analogy
with homogeneity of variances in univariate approaches) was not satisfied. Because F test is
the robust one, we anyway continued with data analyses. Mothers’ AUDIT estimation cova‐
riate effect was found as non – significant (F = 0.57, p = 0.63 (p = ns)).
Univariate access showed significant differences (p < 0.05) for each of three dependent varia‐
bles, expressing significantly more positive evaluation of own family climate (F (1,172) =
5.01, p = 0.026), higher self – esteem (F (1,172), p = 0.01) and lower degree of perceived de‐
pression (F (1,172 = 7.35, p = 0.007) for mothers non – users of anxiolytic pills, than for corre‐
spondent users.
Discriminate analysis was computed also in order to estimate the relative contribution of
studied variables to the discrimination of mothers, users and non – users of psychotropic
pills. Taking into account no other covariates, the first and the only one extracted discrimi‐
nate functions was highly significant (Wilks Lambda = 0. 94, χ2 (3) = 10.98, p = 0.01. The null
hypothesis about the homogeneity of covariance’s was not accepted (Box’s M = 27.21, F =
4.28, p = 0.00).
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Structure matrix showed relatively rare structure of relative predictive importance of inde‐
pendents/predictors. All coefficients of correlations between constructed (summative scores)
manifest variables and discriminate functions were relatively very high and almost equal
(climate (0.81), self – esteem (0.81), perceived depression (0.82)).
According to the values of group centroids for significant (p < 0.05) discriminate function, it
could be suggested, that the discriminate function differentiates “strongly” between female
(non) users of anxiolytics.
MANOVA was found as significant also when additional AUDIT and TE covariates (for fa‐
thers and children) were successively included into analysis (Pillai, Wilks, Hotelling, Roy,
all p = 0.00). Anyway, risk level of the effect of independent variable ((non)anxiolytic usage
status) changed: having mothers’ (F = 0.50, p = 0.68, η2 = 0.009) and fathers’ (F = 2.91, p =.036,
η2 = 0.05) AUDIT as covariates, it was F = 3.43, p = 0.02, η2 = 0.06, and adding children’s TE (F
= 6.33, p = 0.00, η2 = 0.106), it was F = 2.25, p = 0.08, η2 = 0.04.
One factor MANOVA, exploring differences in self – esteem, perceived depression and family
climate by parents as a function of their anxiolytic usage status (usage: yes vs. no) was applied
for successive inclusion of one (mothers), two (mothers and fathers) and three (mothers, fathers,
children) covariates (AUDIT for parents and therapists’ estimation (TE) of dependence intensi‐
ty for adolescents). Multivariate effect was found as non - significant (Roy’s, Pillai’s, Wilks, p >.
05). Box’s M test of equality of covariance matrices was highly non - significant (F = 0.93, p = 0.47
(p = ns)), what confirmed the equality of co – variances. Fathers’ AUDIT estimation covariate ef‐
fect was found as non – significant (F = 0.05, p = 0.98 (p = ns)).
Univariate access, of course, only confirmed non - significant differences (p >> 0.05) for each
of three dependent variables, for perceived climate (F(1, 151) = 0.76, p = 0.38), level of self –
esteem (F(1, 151) = 0.39, p = 0.53 (p = ns)) and level of depression ( F (1,151 = 0.68, p = 0.41)
for fathers non – users of psychotropic pills, than for correspondent users (Table 3).

family climate

self-esteem

depression

anxiolytics

M

SD

n

no

74.69

19.07

136

yes

75.81

19.36

16

no

39.18

6.87

136

yes

39.50

7.80

16

no

36.47

7.08

136

yes

38.62

7.91

16

Note: family climate = evaluation of climate in own family – mothers (higher score means more positive evaluation);
self-esteem = Rosenberg’s self – evaluation score – mothers (higher score means higher self – esteem); Zung’s depres‐
sion score – mothers; covariate = SASSI estimation of dependence seriousness by fathers.
Table 3. Arithmetic Means and Standard Deviations for Dependent Variables Regarding Usage vs. Non- usage of
Anxiolytics in the Last Year - Fathers
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Discriminate analysis was also computed in order to estimate the relative contribution of
studied variables to the discrimination of fathers, users and non – users of anxiolytic pills.
The first and the only one extracted discriminate functions was non – significant with (Wilks
Lambda = 0.97, Chi sq. (3) = 3.78, p = 0.29). The null hypothesis about the homogeneity of
covariance’s was otherwise accepted (Box’s M = 6.02, F approx = 0.93, p =.47), but the further
analysis was omitted.
MANOVA was found as non - significant also when additional AUDIT and TE covariates
(for fathers and children) were successively included into analysis (Pillai, Wilks, Hotelling,
Roy, all p > 0.00 (p = ns)). Risk level of the effect of independent variable (anxiolytic usage
status) did not change in sense of significancy (p > 0.05). Having mothers’ (F = 0.17, p =.91)
and fathers’ (F = 15.79, p = 0.00, η2 = 0.24) AUDIT as covariates, it was F = 1.33, p =.27, η2 =
0.03, and adding children’s TE (F = 4.07, p =.01, η2 = 0.08), it was F = 1.81, p =.15, η2 = 0.04).
No significant differences were found between mothers users vs. non – users of in fathers’
perceived difference between actual and retrograde self – evaluation, but significant differ‐
ence (p = 0.05) was found in perceived difference between actual and retrograde self – evalu‐
ation for mothers. Similar, but non – significant trend was found also for difference between
relative fathers’ differences regarding mothers’ anxiolytics usage, and yet interestingly: in
both cases the difference is negative, what means that retrograde summative functional self
– evaluation was more positive than the actual one after about one year long period of its
usage (Table 4).
anxiolytics

M

SD

n

no

0.20

11.41

157

yes

- 5.19

14.75

21

no

- 0.69

9.30

128

yes

- 4.78

11.42

14

t- test

P

1.96

0.05

1.53

0.13

mothers
E1-E2
mothers

E1-E2
fathers

Note: Levene F for mothers = 3.04, p = 0.08, for fathers F = 0.19, p = 0.66
E1 = actual self – evaluation (higher score means more positive self – evaluation); E2 = retrograde (“five years ago”) self
– evaluation
Table 4. Arithmetic Means and Standard Deviations for Differences Between “Actual” and “Retrograde” Self –
evaluation for Mothers and for Fathers Regarding the Anxiolytics(Non) Usage by Mothers

No significant differences were found between fathers users vs. non – users of anxiolytics
fathers’ perceived difference between actual and retrograde self – evaluation and also not in
perceived difference between actual and retrograde self – evaluation for mothers (Table 5).
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anxiolytics

M

SD

n

no

0.36

10.80

126

yes

0.07

8.95

15

no

- 0.81

8.82

135

yes

- 0.19

17.89

16

t- test

P

0.10

0.92

- 0.14

0.89

fathers
E1-E2
mothers

E1-E2
fathers

Note: Levene F for mothers = 0.14, p = 0.71 (p = ns), for fathers Levene F = 11.74, p = 0.01.
E1 = actual self – evaluation (higher score means more positive self – evaluation); E2 = retrograde (“five years ago”) self
– evaluation
Table 5. Arithmetic Means and Standard Deviations for Differences Between “Actual” and “Retrograde” Self –
evaluation for Mothers and for Fathers Regarding the Anxiolytics(Non) Usage by Fathers

Significant differences (p<0.05) by fathers were found for other drugs’ use FVODf, for cate‐
gory »symptoms« SYMf, and for obvious attributes OATf. Differences were not found for
other subscores of SASSI (Table 6).
SASSI

anxiolytics

n

Mean Rank

no

141

77.94

yes

16

88.34

no

141

77.20

yes

16

94.88

no

141

76.30

yes

16

102.78

no

141

76.47

yes

16

101.28

no

141

77.71

yes

16

90.41

no

141

80.93

yes

16

62.00

no

141

77.29

yes

16

94.09

no

141

79.14

yes

16

77.75

Z

p

- 0.87

0.38

- 2.66

0.01

- 2.29

0.02

- 2.09

0.04

- 1.09

0.28

- 1.59

0.11

- 1.41

0.16

- 0.12

0.91

usage
FVAf

FVODf

SYMf

OATf

SATf

DEFf

SAMf

FAMf
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SASSI

anxiolytics

n

Mean Rank

no

141

77.70

yes

16

90.44

no

141

80.06

yes

16

69.69

Z

p

- 1.07

0.28

- 0.93

0.35

usage
CORf

RAPf

Note: FVA = face valid alcohol; FVOD = face valid other drugs; SYM = symptoms; OAT = obvious attributes; SAT = sub‐
tle attributes; DEF = defensiveness; SAM = supplemental addiction measure; FAM = family vs. controls; COR = correc‐
tional; f = fathers.
Table 6. Results of Mann Whitney Nonparametric Test for SASSI Subscores for Fathers

Significant differences (p<0.05) by mothers were found for category »symptoms« SYMm, ob‐
vious attributes OATm, correctional CORm and supplemental addiction measure SAMm.
Differences were not found for other subscores of SASSI (Table 7).

SASSI

anxiolytics

n

Mean Rank

yes

159

90.01

no

22

98.16

yes

159

90.31

no

22

95.95

yes

159

88.58

no

22

108.45

yes

159

87.43

no

22

116.82

yes

159

90.40

no

22

95.36

yes

159

92.80

no

22

78.02

yes

159

87.52

no

22

116.16

yes

159

92.17

no

22

82.55

yes

159

88.20

no

22

111.25

Z

p

- 0.70

0.48

- 0.96

0.34

- 1.96

0.05

- 2.49

0.01

- 0.43

0.67

- 1.25

0.21

- 2.43

0.01

- 0.82

0.41

- 1.96

0.05

usage
no
FVAm

FVODm

SYMm

OATm

SATm

DEFm

SAMm

FAMm

CORm
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SASSI

anxiolytics

n

Mean Rank

159

89.86

22

99.25

Z

p

- 0.89

0.37

usage
RAPm

yes

Note: FVA = face valid alcohol; FVOD = face valid other drugs; SYM = symptoms; OAT = obvious attributes; SAT = sub‐
tle attributes; DEF = defensiveness; SAM = supplemental addiction measure; FAM = family vs. controls; COR = correc‐
tional; m = mothers.
Table 7. Results of Mann Whitney Nonparametric Test for SASSI Sub scores for Mothers

4. Discussion
An example of the principle of multiple determinism of the social neuroscience can be found
in the extensive literature on drug abuse. Endogenous brain opioid receptor systems repre‐
sent the neurophysiologic basis for cognitive, psychological and affective actions. The proxi‐
mate and powerful determinants of drug abuse include the social factors of family
dynamics, economics and different other social environments [3]. It’s what we had tried to
begin to analyze in our article.
Interactions between social processes and the underlying neural substrates facilitate the un‐
derstanding of the holistic consequences of the drug administration. Molar features of phe‐
nomenon (like self and own family perceptions) have also their micro – molecular
correlations (like presumed anxiolytic pills influence/function), as complements of the multi‐
level approach.
In our research, for self and family climate perceptions, we rejected all alternative hy‐
potheses in the case of fathers, while by mothers they were mostly accepted. The only
exception was, when children’s TE (therapists’ estimation of drug abuse) was included as
co – variate, when multivariate effect was significant on p = 0.08 risk level and univari‐
ate approach showed significant differences (p < 0.05) between mothers anxiolytics
(non)users only for level of self esteem. Results suggest, that children’s TE could be
maybe treated as new independent variable and that anxiolytics (non)use effects on self
and family perceptions by mothers’ in families with dependent member depend more on
children than on husbands health (dependence) status. Taking into account relatively
small number (n = 21) of anxiolytics users mothers and non – significant, but relatively
low risk level, p = 0.08, we can infer, that children dependence status could be interpret‐
ed more as relatively most important factual reason of anxiolytics’ usage by mothers,
what both effect mothers’ self and family perceptions.
In the framework of this research design, this general trend could not be persuasively for‐
mulated more in detail. Anyway, it seems that patterns of social behavior, expressed by
SASSI (sub) scores specifically enough express the connections with anxiolytics (none) us‐
age. In the case of SASSI (sub) scores, hypotheses were partially accepted, partially rejected,
but mostly in accordance with our expectations.
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We can say, that all results together show important differences between male and fe‐
male participants. Female participants show the evident trend of significant differences in
their family climate and in self (esteem/depression) perceptions, while the male partici‐
pants in our research do not. It seems that mothers with emotional problems communi‐
cate about them with medical doctors (which prescribe them anxiolytics), and fathers do
not.
By mothers, for example, we did not find significant differences between the (non)users
in face valid other drugs scores (FVOD); higher score on either scale means that clients
acknowledge usage, consequences of usage and loss of control. Higher scores mean that
the client is willing to admit to having a problem with alcohol/drugs. The face valid
items are relatively easy for clients to manipulate. Results show, that female participants
do not perceive anxiolytics as “other drugs”, but fathers do. It can be said that fathers
show more critical view towards anxiolytics use. However, in a Norwegian populationbased cohort study of anxiety, depression and sleep, benzodiazepine (anxiolytics) were
associated with a higher risk of severe anxiety, depression and sleep outcomes; benzodia‐
zepine use was not found to be associated with a higher risk of problematic alcohol use
[34]. Results of our small (clinical) study are similar in way: in fathers there has been a
group with alcohol problem, but it did not associate with anxiolytic use, but mood prob‐
lems (in mothers) did.
Perspectives from multiple perspectives are required to fully understand individual vulner‐
ability to addictions [6]. Our small piece of work points to vulnerability of mothers with
drug abusing children to anxiolytic (ab) use. On the other hand, in primates social rank
(dominant to subordinate) has been found inversely related to locomotor activity and co‐
caine self administration. In other words, monkey with high levels of locomotor activity
tend to be subordinate in rank and self-administer cocaine avidly. PET imaging showed al‐
so, that there was an inverse relationship between Dopamine D2 receptor availability and co‐
caine self administration [35]. – It would be interesting to research the connection between
mothers’ social status in family with/without dependence problem, brain neurotransmitters
availability and their proness to anxiolytic abuse.
We perceive the following advantages of our research: it seems that the research problem
have been up to date quite rarely investigated; the research contributed to some aspects
of so called decision rule validation of SASSI (sub scores), while just the anxiolytics (non)
usage could be one of those approach approximation for chosen sub scores, defined as
chemically determined; difference between the actual and retrograde self – evaluation (of
functionality in the everyday life) seems to be quite a suitable measure of relative subjec‐
tive success/failure; including the AUDIT and TE covariates of dependence seriousness,
we tried to assure the necessary minimum of (a posteriori) statistical control and partial
interpretability in the sense of consequences; users and non – users of anxiolytics did not
significantly differ in age and education, what, together with AUDIT covariates, eventu‐
ally contributes to attempt of more clear identification of anxiolytics effects; families with
dependent member represented quite an adequate environment for anxiolytics usage ef‐
fect study.
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Weaknesses of our research could be the following: research design is quasi – experimental,
a kind of “ex post facto”, without (direct) systematic and sensible manipulation of inde‐
pendent variable, without relevant control of (eventual) extraneous variables. That’s why re‐
lations between chosen dependents and independent could not be interpreted in the pure
sense of causal relation. Effect sizes (eta square) are mostly (very) low; neurobiological ef‐
fects are taken into account only indirectly, without sophisticated technological measure‐
ments. Also the distributions of AUDIT covariate estimations significantly differed from the
normal one, what is normal taking account the character and purpose of the instrument. In‐
ternal consistency of instruments, as the additional demands for statistic calculations (homo‐
geneity of covariance) were not ulimatively respected. The structure of demographic, socio –
economic and socio – cultural status of target participants do not permit spreader societal or
cultural generalizations.
Anyway, results could be discussed also from the aspects of personal and micro – group
(family) culture. According to Trice and Beyer [36], social climate is one of the essential
parts (elements) of micro and macro group culture. From this point of view, also the in‐
dividualistic – collectivistic orientation could be treated not only relatively, as underlined
from some authors in last decade [37], but also on different micro and macro levels. At‐
tachment to the values of the secondary family could mean also a typical micro–collectiv‐
istic orientation [38], without any anticipation of positive or negative connotations. In our
research, evaluation of family climate is a central psychological variable, which correlate
with some other indicators of group/family culture, like characteristic ways of communi‐
cation, habits and rituals, perceived distribution of power/ influence, relevant social rep‐
resentations etc. From this aspect, we can conclude, that family culture is partially
connected with brain – anxiolytics usage by females in Slovenia as representative part of
Central European culture.

5. Conclusion
Social neuroscience finally ends one of the important phases of the developing of social psy‐
chology, which intensely obtained quantitative and qualitative accelerations in »eighties«,
with applied social psychology, partially derived from societal and cross-cultural trends of
development, what resulted in new relations to new interdisciplinary areas, and from social
cognition, which revitalized the importance of social interaction, language/linguistic, social
knowledge, taxonomy of meaning and categorization processes with prototypical percep‐
tions. Neuroscience researches could be guided by different definitions of the field. One of
the main objectives, goals, and purposes is only to understand better the relation between
the brain, its related systems and social interaction. According to them, the instruments of
social neuroscience are limited only by the imagination of the researcher: so creative uses of
traditional approaches, as developments of new techniques are welcome [2]. That’s why we
see our research as a micro attempt of the contribution to this field.
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Management of Delirium
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Additional information is available at the end of the chapter
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1. Introduction
Delirium is categorized in the cognitive disorders, characterized by acute onset, global im‐
pairment in cognitive, emotional, mental, and behavioral functioning, fluctuating level of
consciousness, attention impairment, decreased or increased psychomotor activity and the
disturbance of sleep-wake cycle. Emotional and behavioral abnormalities are common pre‐
sented with some neurological manifestations, e.g., tremor, asterixis, nystagmus, incoordi‐
nation, urinary incontinence.
Delirium is a behavioral disturbance and serious complication commonly found in consulta‐
tion-liaison psychiatry. Its prevalence and incidence rates are varied, possibly depend on se‐
verity of illness, patient population, the method of assessment and the diagnostic criteria.
Prevalence of delirium ranges from 10% to 30% and its incidence is between 3% and 29% for
patients admitted in general hospitals (Siddiqi et al., 2006, Maneeton et al., 2007a, Praditsu‐
wan et al., 2012). High prevalence and incidence are noted in elderly and severely ill pa‐
tients. For instance, the prevalence of delirium in elderly and ICU patients are up to 40%
and 80%, respectively (Bledowski and Trutia, 2012, Praditsuwan et al., 2012).
An occurrence of delirium is associated with miserable clinical outcomes. It often increases
morbidity, mortality, length of hospitalization, institutionalization, and poor functional out‐
come (Siddiqi et al., 2006, Cole et al., 2009, Fong et al., 2012). The mortality rate is higher in
patients with hypoactive subtype of delirium (Yang et al., 2009).
Delirium is often under recognized by health professionals. There are many faces for the
clinical presentation of delirium. It can be caused by a variety of etiology. To prevent and
minimize the consequences of delirium, physician should prompt intervenes for this condi‐
tion (Attard et al., 2008).
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This chapter aims to summarize current strategies for managing and preventing delirium
caused by a variety of etiology, except substance withdrawal delirium. In addition, etiolo‐
gies, clinical manifestations and risk factors are also addressed.

2. Definition
According to the Diagnostic and Statistical Manual of Mental Disorders, fourth edition, text revi‐
sion (DSM-IV-TR), delirium due to a general medical condition is defined by four criteria: a.
disturbance of consciousness (i.e., reduced clarity of awareness of the environment) with re‐
duced ability to focus, sustain, or shift attention; b. a change in cognition (such as memory
deficit, disorientation, language disturbance) or the development of a perceptual disturb‐
ance that is not better accounted for by a preexisting, established, or evolving dementia; c.
the disturbance develops over a short period of time (usually hours to days) and tends to
fluctuate during the course of the day; d. there is evidence from the history, physical exami‐
nation, or laboratory findings that the disturbance is caused by the direct physiological con‐
sequences of a general medical condition(American Psychiatric Association, 2005).
For the ICD-10, delirium not induced by alcohol and other psychoactive substances is de‐
fined as an etiologically nonspecific organic cerebral syndrome characterized by concurrent
disturbances of consciousness and attention, perception, thinking, memory, psychomotor
behavior, emotion, and the sleep-wake schedule. The duration is variable, and the degree of
severity ranges from mild to very severe (World Health Organization, 1993).

3. Clinical manifestation
The hallmark of delirium is rapid and fluctuated disturbance of consciousness, orientation
and global cognitive functioning.
3.1. Prodromal phase
Prodromal symptoms may be observed for hours to a few days in some patients. These
symptoms include restlessness, anxiety, irritability, hypervigilance, drowsiness, transient
hallucination, nightmare and etc. Because these symptoms are not specific for delirium, they
may be overlooked by health care providers.
3.2. Fluctuating course
Most patients have rapidly changes of emotion and cognition. The diurnal fluctuation is
common. Because the patient’s condition is usually worse at night time, this clinical feature
may be called "sundowner's syndrome". During thi speriod of time, delusion, hallucination,
depression, irritability and anxiety are frequently prominent.
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3.3. Disorientation
Most patients are disoriented to time, place and/or person.
3.4. Sleep-wake cycle abnormality
Sleep-wake disturbance is usually noted in delirium. The patients may be sleepy during the
day and stay awake at night. The sleep pattern is characterized by brief and fragmented pe‐
riods of sleeping time.
3.5. Psychomotor disturbance
Arousal disturbance is common and usually related to the abnormality of reticular activat‐
ing system. Currently, psychomotor behavior of delirium is categorized into four subtypes,
including normal, hypoactive, hyperactive, and mixed (Yang et al., 2009). Hyperactive delir‐
ium is characterized by agitation, restlessness and hypervigilance. Lethargy, somnolence,
apathy, depression, catatonia and quiet confusion are common for hypoactive delirium. For
the mixed subtype, it manifests both psychomotor hypoactivity and hyperactivity.
3.6. Perceptual disturbance
Because most delirious patients cannot discriminate and integrate the sensory stimuli
around them, illusions and hallucinations are common in this population. The patients are
easily frustrated or distracted when they encounter new information.
3.7. Dysfunction of higher cortical function
Although the DSM IV-TR does not include language difficulties, most patients have speech
abnormality, such as rambling, irrelevancy and incoherent. Impairment of memory, espe‐
cially the short-termone, can be found in most patients. The impaired short-term memory
may be explained by the loss of concentration, perceptual disturbance, and/or malfunction
of the hippocampus. Since delirium is a global cerebral dysfunction, higher cortical dysfunc‐
tion such as dysphasia, dyspraxia, dysgraphia, is also common. In addition, the patients
may have other neurological signs, e.g., tremor, asterixis, incoordination and urinary incon‐
tinence.

4. Predisposing and risk factors
Individuals are differently susceptible to delirium. Despite the exposing to the same causa‐
tive factor, individuals are not equally prone to develop delirium. Predisposing and risk fac‐
tors appear to play a role in the susceptibility to delirium. There have been numerous
studies on predisposing and risk factors of delirium. For instance, Inouye and Charpentier
(1996) demonstrated the five independent precipitating factors for delirium, including use of
physical restraints, malnutrition, more than three medications taken, use of bladder catheter
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and any iatrogenic event. Recently, risk factors for delirium have been established in four
domains, including patient characteristics, chronic pathology, acute illness, and environ‐
mental factors (Van Rompaey et al., 2009). Another study in elderly patients receiving hip
surgery found that early symptoms of memory impairments, incoherence, disorientation
and underlying somatic illness were predictors of delirium (de Jonghe et al., 2007).
In general, the common predisposing and risk factors for delirium that have been recog‐
nized are age of 60 years or over, brain damage (e.g., stroke, brain injury), chronic organic
brain syndrome (e.g., dementia of Alzheimer type), postoperative patients, history of deliri‐
um, diabetes, malignancy, sensory impairment (e.g., blindness, deafness) and HIV infection.

5. Etiology
Common causes of delirium include central nervous system (CNS) diseases, systemic dis‐
eases, intoxication or withdrawal from substance and toxic agent. Most delirious patients of‐
ten encounter with multiple causes.
5.1. Medications
The use of medication is one of the most common causes of delirium. Medications that have
been identified are antibiotics, antidepressants, antihistamines, anticholinergic agents, anti‐
parkinson agents, antipsychotic medications, antineoplastics, anticonvulsants, antitubercu‐
losis agents, cardiac drugs, diuretics, non-steroidal anti-inflammatory drugs, L-dopa,
lithium, opiates, sedative-hypnotics, steroids, sympathomimetic agents. It has been found
that the administration of three medications or more is a risk factor for delirium. Because
elderly patients tend to take multiple medications, they are a population at particular risk
for delirium (Inouye, 2004, Clegg and Young, 2011, Catic, 2011).
5.2. Neurological causes
Delirium is a state of global cerebral dysfunction. Therefore, any pathology in the CNS may
cause this syndrome. Common neurological contributors for delirium consist of head injury,
stroke, hypertensive encephalopathy, intracranial neoplasm and epilepsy (Ramirez-Bermu‐
dez et al., 2006, Martin, 2012).
5.3. Infection
Infection, in particular sepsis, can be a cause of delirium (Rahkonen et al., 2000, Srinonpra‐
sert et al., 2011, Zampieri et al., 2011). Other infectious diseases commonly found, including
CNS infection (Ramirez-Bermudez et al., 2006); meningitis, encephalitis, brain abscess, neu‐
rosyphilis, HIV encephalopathy and other systemic infection (Warshaw and Tanzer, 1993,
Eriksson et al., 2011, van Gool et al., 2010).
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5.4. Metabolic disorders
Metabolic disturbances are frequently associated with delirium (Khurana et al., 2011, Grover
et al., 2012). Common metabolic abnormalities consist of hepatic encephalopathy, hypo- or
hyperglycemia, hypoxia, hypo- or hypernatremia, hypo- orhypercalcemia, hypo- orhyper‐
magnesemia, acidosis, uremia and metabolic acidosis (Aldemir et al., 2001, Khurana et al.,
2011).
5.5. Vitamin deficiency
Vitamin deficiency, such as thiamine, B12, nicotinic acid, folic acid, is a common factor con‐
tributing to the development of delirium (Kane et al., 1993, O'Keeffe et al., 1994, Harrington
et al., 2011).
5.6. Endocrine abnormalities
Several lines of evidence suggest that endocrine disturbances may be a cause of delirium
(Olsson, 1999, Grover et al., 2012). Common abnormalities include hypo- or hyperthyroid‐
ism, hypo- or hyperparathyroidism, Cushing's syndrome, Addison's disease, pheochromo‐
cytoma and hypopituitary diseases (Olsson, 1999, Maldonado, 2008a).
5.7. Withdrawal syndrome
The withdrawal of some drugs or substances could precipitate the phenomena of delirium.
Those possible causative agents are alcohol, benzodiazepines, barbiturates, other sedatives
and hypnotics (Saitz, 1998, Trevisan et al., 1998, Maldonado, 2008a, Yu et al., 2012).
5.8. Substance abuse
Numerous substances, for instance methamphetamine, cocaine, hallucinogens, inhalants,
opioids and bath salts may be a cause of delirium (Nakatani and Hara, 1998, Maldonado,
2008a, Fadel and Serra, 2009, Kasick et al., 2012 Burapakajornpong et al., 2012).
5.9. Toxin exposure
Toxin exposure is also a significant contributor in the development of delirium. Example
toxic agents are heavy metals and toxins (Maldonado, 2008a).

6. Pathophysiology
Since there have been only a few studies on the mechanism of delirium, its pathophysiology
are still poorly understood. However, some recent findings suggest several mechanisms
possibly related to the development of delirium, including abnormality in neurotransmit‐
ters, inflammatory response, the blood-brain barrier permeability, cerebral oxidative metab‐
olism and the hypothalamic-pituitary adrenal axis (Flacker and Lipsitz, 1999, van der Mast,
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1998, Gunther et al., 2008, Marcantonio et al., 2006). However, the heterogeneity of the delir‐
ium syndrome and the populations are the major challenges. The mechanism may differ in
the various clinical settings and individual risk factors (Chaput and Bryson, 2012).
6.1. Neurotransmitter abnormalities
According to the neurotransmitter hypothesis, delirium is a result of complex interacting
neurotransmitter systems that modulate the control of cognition, behavior, and emotion and
pathologic processes. The decreased oxidative metabolism of the brain causes cerebral dys‐
function due to abnormalities of many neurotransmitter systems. Various symptoms and
clinical manifestations of delirium may be associated with numerous neurotransmitter activ‐
ities (van der Mast, 1998). More specifically, the pathogenesis of delirium may include the
decreased cholinergic activity; both decreased and increased serotonergic and gamma-ami‐
nobutyric acid activities and excessive release of dopamine, norepinephrine and/or gluta‐
mate (Flacker and Lipsitz, 1999).
6.2. Reduction of cerebral oxidative metabolism
Impaired oxidative metabolism is related to the development of delirium (Seaman et al.,
2006). Its dysfunction is often associated with a decrease of oxygen supply to the brain,
which leads to the widespread of cerebral dysfunction. Therefore, patients with oxygen ex‐
change dysfunction, such as cardiac diseases, intraoperative hypotension, perioperative fac‐
tors, intrinsic lung diseases and anemia may be important causes of delirium (Maldonado,
2008b, Ali et al., 2011).
6.3. Inflammatory response
Delirium is high prevalence in patients with systemic inflammatory diseases, including in‐
fection, malignancy, and the postoperative state (Marcantonio et al., 2006). Recent findings
suggest the association between cytokines and the development of delirium. Cytokine dys‐
regulation can cause neuronal injury by means of (1) abnormal neurotransmission, (2) apop‐
tosis and (3) activation of microglia and astrocytes producing free radicals, complement
factors, glutamate, and nitric oxide (Wilson et al., 2002, Simone and Tan, 2011).The cytokines
considered as proinflammatory factors (e.g., interleukin-1, interleukin-6 and interleukin-8,
tumor necrosis factor-alpha, interferon gamma and C-reactive protein) and anti-inflammato‐
ry factors (e.g., interleukin receptor antagonist and insulin-like growth factor -1) have been
hypothesized as factors related to the pathogenesis of delirium (Gunther et al., 2008, van
den Boogaard et al., 2011).
6.4. Increased activity of the hypothalamic-pituitary adrenal axis
The disturbance of hypothalamic-pituitary-adrenal (HPA) axis is another hypothesis rele‐
vant to the pathogenesis of delirium. It has been known that excessive cortisol or glucocorti‐
coid affect memory and mood in delirium (Maldonado, 2008b). The association between
delirium and disturbance of dexamethasone suppression (DST) has been noted (Robertsson
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et al., 2001). In addition, the elevation of cerebrospinal fluid (CSF) and plasma cortisol levels
observed in hip fracture patients with delirium also support the hypothesis that high brain
cortisol levels are related to delirium development (Pearson et al., 2011).

7. Management
Once delirium is diagnosed, prompt and appropriated interventions should be implement‐
ed. Other than the DSM IV-TR criteria for delirium, several measures are helpful to confirm
the diagnosis and determine the progress of illness course. Since common causes of delirium
are medical/surgical conditions and medications, priority should be given to specific treat‐
ment for the removal of these causes. Frequently, delirium is associated with multi-factorial
etiology, all possible causes, therefore, should be investigated and corrected. Because behav‐
ioral and other psychiatric disturbances are also common, psychopharmacological and psy‐
chosocial interventions are also needed in most patients. Those include the control of
behavioral disturbances, preventing complications (e.g., accident, falling) and supporting
functional needs (Burns et al., 2004).
7.1. Assessment
Physicians should review all possible contributed factors for the development of delirium,
including histories of medical/psychiatric illness, prescribed or over-the-counter medica‐
tions and substance uses. Physical examination should address in all systems, especially the
one possibly causing or contributing to the development of delirium. Mental status exami‐
nation should focus on cognitive function, such as orientation, memory, concentration, at‐
tention, language ability, mood/affect and psychotic symptoms.
The use of screening tests or tools prior to the occurrence of delirium or in patients suspect‐
ed of having delirium is very helpful for the early detection of delirium. In addition, some
measures can be used to determine the progress of delirium. Bedside cognitive screening
tests, such as the three-item registration, the three-item delayed recall test, the clock drawing
test, the problem-solving task and the ability of abstraction, can determine the cognitive im‐
pairment (de Wet et al., 2007). Example measures of delirium are the Mini-Mental State Ex‐
amination (MMSE), the original and revised versions of Delirium Rating Scale (DRS and
DRS-98), the Memorial Delirium Assessment Scale (MDAS) and the Confusion Assessment
Method (CAM) recommended (Breitbart et al., 1997, Trzepacz et al., 2001, Salawu et al.,
2009, Wongpakaran et al., 2011, Inouye et al., 1990).
To identify the causes of delirium, laboratory studies are essential. Generally, basic investi‐
gation for delirium includes a routine blood test, including complete blood count, electro‐
lytes, glucose levels, liver function test, thyroid function test, renal function test, blood
alcohol, blood ammonia, calcium/magnesium/phosphate levels, pulse oximetry, urinalysis,
urine drug screen, electrocardiogram (ECG), CSF study, radiological studies (e.g., chest xray and computed tomography (CT) the head) (Salawu et al., 2009, Lorenzl et al., 2012).
However, further studies to verify infection, hypoxia and etc are also important for some pa‐
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tients. In equivocal case, electroencephalography (EEG) can be helpful. While the EEG pat‐
tern of alcohol or sedative withdrawal delirium usually presents with the prominence of
beta activity, diffuse bilateral slowing records are typical for delirium due to a general medi‐
cal condition. This later pattern of the EEG is also helpful for being used as a confirm test for
the delirious state (Jacobson and Jerrier, 2000, Salawu et al., 2009, Sidhu et al., 2009).
7.2. Specific and supportive treatment
The specific treatment for delirium is the removal of all possible causes. Therefore, the pre‐
cipitating factors must be promptly addressed and corrected (Burns et al., 2004). However,
the etiology may not be identifiable when the patient is diagnosed, sometimes cannot be
identified until the patient is recovery, and, for rare cases, cannot be identified at all. Conse‐
quently, the initially supportive and symptomatic treatments are, therefore, essential in all
patients with delirium.
7.3. Psychopharmacological treatment
7.3.1. Antipsychotics
7.3.1.1. Typical antipsychotics
To our knowledge, only two RCTs of typical antipsychotics, including haloperidol and
chlorpromazine, have been carried out.
7.3.1.1.1. Haloperidol
Haloperidol, a dopamine antagonist, has been used in various neuropsychiatric conditions.
It is considered as a first-line medication for the symptom control of delirium (American
Psychiatric Association, 1999). The advantages of this medication are that it can be adminis‐
tered through several routes. In addition, it has fewer active metabolites, less anticholinergic
effect and fewer sedative or hypotensive effects compared with other antipsychotics (Attard
et al., 2008).
Breitbart et al. (1996) conducted an RCT to compare the efficacy and safety among haloperi‐
dol, chlorpromazine and lorazepam in adult AIDS patients with delirium. Thirty patients
met the DSM-III-R criteria for delirium and scored 13 or more on the DRS. The measures
used included the DRS, the Mini-Mental State and the extrapyramidal symptoms (EPS). The
sample size was relatively small (n’s for haloperidol = 11,chlorpromazine = 13 and loraze‐
pam = 6). Based on the DRS scores, haloperidol (2.8±2.4 mg)and chlorpromazine (50±23.1
mg) were significantly superior to lorazepam for controlling the symptoms of delirium in
the first 24 hours, usually before the underlying medical causes of delirium could be identi‐
fied. The improvement of delirious symptoms was continued until the study end. The doses
of haloperidol from day 2 to the study end were decreased for an average of 1.4±1.2 mg/day.
While cognitive improvement, as measured by the Mini-Mental State, was observed as soon
as day 2 of haloperidol or chlorpromazine treatment, no cognitive improvement was found
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in the lorazepam group. At the study end, cognitive function of the haloperidol group was
significantly improved. No patient developed extrapyramidal symptoms.
Several RCTs have been conducted in comparing the efficacy and tolerability between halo‐
peridol and atypical antipsychotic medications. An RCT compared the efficacy and safety of
haloperidol and olanzapine for the treatment of delirium in the medical and surgical inten‐
sive care unit. A total of 80 delirious patients were randomized to receive either haloperidol
or olanzapine, administered orally. Measured by Delirium Index, the findings indicated that
haloperidol (a mean dose of 6.5 mg/day, range: 1–28 mg), was as effective as olanzapine (a
mean dose of 4.54 mg/day, range: 2.5–13.5 mg) in the treatment of delirium. However, the
EPS measured by Ross-Chouinard and Angus-Simpson scales was significantly more severe
in the haloperidol group (Skrobik et al., 2004).
There was a double-blind trial comparing haloperidol and risperidone for the treatment of
delirium. A total of 28 patients with delirium were enrolled and randomly assigned to re‐
ceive either a flexible-dose regimen of haloperidol or risperidone for 7 days. The measure in
efficacy is the reduction of the MDAS scores. Significant reduction of delirious symptoms
was observed in both haloperidol and risperidone groups. The average resolution times,
measured by the MDAS score of 13 or lower, were 4.22±2.48 days in the haloperidol group
and 4.17±2.14 days in the risperidone group. At the study end, the mean daily doses of the
haloperidol and the risperidone groups were 1.71±0.84 and 1.02±0.41mg, respectively. No
patient reported clinically significant side effects, except one patient in the haloperidol
group experienced mild akathisia (Han and Kim, 2004).
Grover et al. (2011) conducted an RCT to compare the efficacy and safety of haloperidol,
olanzapine and risperidone in medical and surgical in patients with delirium. A total of 64
patients (20 in the haloperidol group, 21 in the risperidone group and 23 in the olanzapine
group) participated in the study. The patients were randomly assigned to receive the flexible
dose regimens, including 0.25 to 10 mg of haloperidol, 0.25 to 4 mg of risperidone and 1.25
to 20 mg of olanzapine. The efficacy measures were the DRS-R 98 and MMSE. The mean
doses of haloperidol, olanzapine and risperidone were 0.88±0.98 mg (range: 0.25–5 mg),
3.05±1.44 mg (range: 1.25–10 mg) and 0.95±0.28 mg (range: 0.5-2 mg), respectively. Accord‐
ing to DRS-R98 and MMSE scores, haloperidol was significantly superior for the reduction
of delirious symptoms on day 6. However, the efficacy of all three regimens was not signifi‐
cantly different from other days. Four patients in a haloperidol group had some side effects.
Maneeton and colleagues conducted an RCT comparing the efficacy and tolerability be‐
tween quetiapine and haloperidol in delirious inpatients. All participants, aged 18-75 years,
were delirious patients who were consulted to a psychiatric department. The diagnoses of
all patients with DSM-IV delirium were confirmed by using the CAM. The primary efficacy
outcome was the DRS-R-98. The other efficacy measures were the Clinical Global Impres‐
sion (CGI) and hours of night sleep. The EPS was assessed by using the Modified (9-item)
Simpson-Angus Scale (MSAS). All measures were applied daily. Thirty-eight patients were
randomly to receive either a flexible dose regimen of quetiapine and haloperidol. Mean (SD)
doses of the quetiapine and haloperidol groups were 34.0±12.8 and 0.9±0.5 mg/day, respec‐
tively. Based on the DRS-R-98 and CGI scores, both haloperidol and quetiapine significantly
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reduced the symptoms of delirium from baseline to day 7. The mean hours of night-time
sleep in haloperidol and quetiapine group were 6.9±3.5 and 7.8±1.8 hours (not significantly
different). In the respect of EPS, the MSAS scores were not significantly different between
groups (Maneeton et al., 2011).
Intravenous (IV) haloperidol should be used only if the oral administration is unlikely acces‐
sible, or a rapid resolution is needed. Although some previous findings suggest the use of IV
haloperidol in these patients, most studies have low methodological quality. Two prospec‐
tive studies with small sample sizes demonstrated the efficacy of intravenous haloperidol in
disturbed behavioral control. The patients experienced a low risk of EPS (Menza et al., 1987,
Moulaert, 1989). Another prospective, controlled study of EPS in delirious patients found
that the combination of IV haloperidol and IV benzodiazepine reduced a risk of EPS com‐
pared with IV haloperidol mono therapy (Menza et al., 1988).
Although IV haloperidol appears to be effective for delirium, it should be used with great
caution. Its incidence of QT prolongation (QTP) and torsades de pointes (TdP) has been in‐
creasing reported.
Meyer-Massetti et al. (2010) summarized 54 and 42 cases with intravenous haloperidol-relat‐
ed TdP and QTP, respectively. A cumulative dose in TdP cases ranged from 5 to 645 mg,
while a that in patients with QTP alone was 2 to 1540 mg. this serious adverse event fre‐
quently occurred in the patients with concomitant risk factors. These findings suggest that a
total cumulative dose of IV haloperidol less than 2 mg appears to be safely administered. At
this cumulative dose range (<2 mg), ECG monitoring may not be needed for delirious pa‐
tients who have no concomitant risk factors.
The administration of IV haloperidol may not be possible in severe delirious and aggressive
patients. Therefore, intramuscular injection (IM) may be an alternative route for this condi‐
tion. In addition, several settings cannot routinely monitor ECG in these cases. Based on
some pharmacokinetic studies, IM haloperidol also had more rapid onset of action than that
of oral administration (Schaffer et al., 1982, Froemming et al., 1989, Wang et al., 2012).
So far, there has been promising evidence that haloperidol is effective and safe for the man‐
agement of delirium. However, a few patients may experience EPS. In the respect of effica‐
cy, haloperidol is comparable to atypical antipsychotic medications (e.g., risperidone,
olanzapine and quetiapine) but superior to lorazepam. Parenteral route for haloperidol is
widely used for the management of acute delirium. Although the IV haloperidol may rapid‐
ly control disruptive behavior of delirious patients, it also increases the incidence of TdP
and QTP. ECG monitoring may be needed for patients with concomitant risk factors or re‐
ceived a total cumulative dose of 2 mg or more for IV haloperidol. Alternatively, the admin‐
istration of IM haloperidol is effective and safe for the treatment of severe delirium.
Although it has been widely used, there has been no RCT comparing haloperidol and place‐
bo in delirious patients. Further randomized, placebo-controlled trials are useful to confirm
its efficacy and tolerability.
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7.3.1.1.2. Chlorpromazine
Chlorpromazine is the first antipsychotic drug widely used in various psychotic disorders.
The only one RCT demonstrated that it is effective for controlling delirious symptoms. Breit‐
bart et al. (1996) suggested that the low doses of chlorpromazine (50±23.1 mg) may rapidly
reduce the delirious symptoms in AIDS patients in the first 24 hours and continuously im‐
proved the symptoms until the study end. This efficacy was comparable to haloperidol but
significantly superior to lorazepam. After the first 24 hours of treatment, the average dose of
chlorpromazine from day 2 to the study end was decreased for 36±18.4 mg/day. Although
the cognitive improvement could be observed in the first two days of chlorpromazine treat‐
ment, it is slightly declined from day 2 until the treatment end. This phenomenon may be
caused by the high anticholinergic property of chlorpromazine. No patient developed clini‐
cally significant extrapyramidal symptoms.
These findings show that chlorpromazine is effective and tolerable for treating delirium.
However, due to its anticholinergic effects, cognitive function and other anticholinergic side
effects should be monitored.
7.3.1.2. Atypical antipsychotics
Although typical antipsychotic medications are the mainstay for managing behavioral dis‐
turbance in delirium, its side effects, in particular EPS and anticholinergic effects are an is‐
sue of concern. The use of atypical antipsychotic medications with less propensity to induce
EPS or cause anticholinergic effects is, therefore, an alternative. Several studies have demon‐
strated the efficacy and tolerability of atypical antipsychotic agents for controlling delirious
symptoms.
7.3.1.2.1. Risperidone
Risperidone is probable the first atypical antipsychotic agent used for controlling delirious
symptoms. An RCT comparing risperidone with haloperidol demonstrated that risperidone
is as effective as haloperidol in reducing delirious symptoms. No patient receiving risperi‐
done developed significant side effects (Han and Kim, 2004).
In a 7-day, RCT comparing the efficacy of risperidone and olanzapine in the treatment of
delirium. The outcomes included the DRS-R-98, reported adverse events and EPS. Patients
with dementia, serious hepatic problems, or bone marrow suppression, as well as those al‐
ready taking antipsychotics for behavioral problems, were excluded. Thirty-two patients,
aged 36-82 (median = 72) years, were included and randomly assigned to receive either ris‐
peridone (n = 17) or olanzapine (n = 15). Twenty-three patients had malignant cancer, and
the rest had femur fracture, head trauma, or pneumonia. The mean initial doses of risperi‐
done and olanzapine were 0.6±0.2 and 1.8±0.6 mg/day, respectively. However, the mean
doses of risperidone and olanzapine at the last observation were 0.9±0.6 and 2.4±1.7 mg/day,
orderly. With respected to the decreased DRS-R-98 scores, risperidone as well as olanzapine
were significantly superior in reducing delirious symptoms over the 7 days of study. How‐
ever, the response rates were not significantly different between groups (risperidone group:
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64.7%, olanzapine group: 73.3%). The response to risperidone was poorer in the older age
group. The median times to the recovery of delirium in the risperidone and olanzapine
groups were 5 and 3 days, respectively. Risperidone, like olanzapine, was well tolerated. Al‐
though a few patients developed extrapyramidal symptoms, they were tolerable (Kim et al.,
2010).
Another RCT conducted by Grover et al.(2011) compared the efficacy and safety of olanza‐
pine, risperidone and haloperidol in medical and surgical inpatients with delirium. The
findings indicated that risperidone, like olanzapine, was as effective as haloperidol.
Several findings support that low doses of risperidone are effective and tolerable for deliri‐
ous patients. Its efficacy is comparable to other typical and atypical antipsychotic medica‐
tions. To our knowledge, there has not been a randomized, placebo-controlled trial of
risperidone in delirious patients.
7.3.1.2.2. Quetiapine
Quetiapine is an atypical antipsychotic agent approved for the treatment of schizophrenia,
bipolar disorder and major depressive disorder. However, its evidence in controlling deliri‐
ous symptoms has been increased. There have had several RCTs conducted to determine the
efficacy and safety of quetiapine in the management of delirium.
There was a randomized, double-blind, placebo-controlled trial of quetiapine in critically ill
patients with delirium. A total of 36 delirious adult patients admitted in intensive care units
were enrolled. All patients had a score of 4 or more on the Care Delirium Screening Check‐
list, were tolerable to enteral nutrition and had no neurologic condition. The patients were
randomly assigned to receive either quetiapine 50 mg every 12 hours (n = 18) or placebo (n =
18). The doses of quetiapine were increased every 24 hours for up to 200 mg/day. The results
showed that quetiapine was superior to placebo in the respects of time to resolution of delir‐
ium, [1.0 (0.5-3.0) vs. 4.5 days (2.0-7.0), p =0.001], duration of delirium [36 (12-87) vs. 120
hours (60-195, p =0.006], and duration of agitation [6 hours (0-38) vs. 36 hours (11-66), p
=0.02)]. However, the length of hospitalization was similar in both groups (16 days vs. 16
days). The incidence of QTc prolongation and EPS were not significant different between
groups. However, somnolence was more common in the quetiapine groups (22% vs. 11%, p
=.66). In addition, the rate of discharge to home or rehabilitation was greater in the quetia‐
pine group (89% vs. 56%, p =0.06) (Devlin et al., 2010).
Tahir et al. (2010) conducted an RCT to investigate the efficacy and acceptability of quetia‐
pine for the control of delirious symptoms. Forty-two patients (21 in each group) were ran‐
domly received either quetiapine or placebo. The DRS-R-98 was used as the primary
outcome. The results demonstrated that improvement for quetiapine, as measured by DRSR-98 severity score, was faster than that of placebo. Based on DRS-R-98 severity score, the
quetiapine group recovered faster than the placebo group (P=0.026). In addition, the noncognitive items of the DRS-R-98, including restlessness, agitation, thought disorder and per‐
ceptual impairment in the quetiapine group were significantly improved faster than that of
placebo group (p=0.048).
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Lee et al. (2005) conducted an open, randomized, prospective trial to investigate the effec‐
tiveness and tolerability of quetiapine and amisulpride in delirious patients. Forty patients
with delirium were randomly assigned to receive a flexible dose of amisulpride or quetia‐
pine. Outcome measures included the DRS-R-98 and CGI-Severity (CGI-S), the total sleep
time and the quality of sleep. The mean doses of quetiapine and amisulpride were 113
mg/day and 156.4 mg/day, respectively. The DRS-R-98 scores of both groups decreased over
time. Time to recovery for the quetiapine group was 7.4±4.1 days. The quality of sleep and
the total sleep time were not significantly different between groups. Both quetiapine and
amisulpride were well tolerated.
After the reveal of promising benefits of quetiapine for delirium in an open-label study
(Maneeton et al., 2007b), Maneeton and colleagues conducted an RCT to compare the effica‐
cy and tolerability of quetiapine and haloperidol in the management of delirium. Based on
the DRS-R-98 and CGI scores, quetiapine was as effective as haloperidol in the treatment of
delirium. The mean of night time sleep was 7.8±1.8 hours for the quetiapine group. Quetia‐
pine and haloperidol were well tolerated. In addition, the incidence rates of extrapyramidal
side effects were very low in both groups (Maneeton et al., 2011).
The above mentioned findings suggest that low doses of quetiapine are effective and safe in
the treatment of delirium. Its efficacy is, at least, comparable to typical and other atypical
antipsychotic agents. Compared with other antipsychotic agents, only quetiapine has been
shown its superiority to placebo in the management of delirium. It also causes only few ad‐
verse events, including EPS and QTc prolongation, which may be comparable to placebo.
7.3.1.2.3. Olanzapine
Olanzapine is, also, an atypical antipsychotic medication approved in the treatment of schiz‐
ophrenia and bipolar disorder. There have been a few RCTs of this agent in patients with
delirium.The RCT carried out by Skrobik et al. (2004) compared the safety and efficacy of
olanzapine and haloperidol in delirious patients admitted in a critical care unit. The results
indicated that olanzapine was as effective as haloperidol in controlling delirious symptoms.
Olanzapine was a safe alternative agent, especially for delirious patients contraindicated to
haloperidol.
The study of Kim and colleagues demonstrated that olanzapine was effective for delirium.
This agent also had low incidence of adverse events, especially EPS. Its efficacy is equal to
the effects of risperidone (Kim et al., 2010).
Elsayem et al. (2010) conducted a prospective, open-label study to investigate the safety, tol‐
erability and efficacy of subcutaneous (SC) olanzapine for hyperactive or mixed delirium in
the cancer patients. The subjects had the MMSE scores of 24 or higher and agitation with
Richmond Agitation Sedation Scale (RASS) score of 1 or more. In addition, they were those
who had not responded to 10 mg or more of parenteral haloperidol over 24 hours. All sub‐
jects received olanzapine 5mg SC every eight hours for three days and continued haloperi‐
dol for controlling agitation. Twenty-four patients, aged 49 to 79, were evaluated. The
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findings indicated that the patients tolerated well with the SC olanzapine. In the respect of
agitation, only 37.5% of the subjects were rated as responders.
There was an RCT comparing the efficacy of olanzapine, risperidone and haloperidol in de‐
lirious patients. The findings suggested that olanzapine was comparable to risperidone and
haloperidol (Grover et al., 2011).
Olanzapine appears to be an effective and tolerable antipsychotic medication in the control
of delirious behavior. It can be administered in several routes, such as oral, intramuscular
and subcutaneous administration. Further well-defined studies should be conducted to con‐
firm these findings.
7.3.1.2.4. Aripriprazole
Aripiprazole is a dopamine partial agonist approved in the treatment of schizophrenia and
bipolar disorder. Similar to other antipsychotic medications, it is widely used for controlling
the behavioral disturbances and psychotic symptoms in patients with dementia and deliri‐
um. As an agent with little sedative and anticholinergic effects, it may have a few adverse
effects on attention, concentration and sleep-wake cycle. In addition, it may be beneficial for
hypoactive delirium (Straker et al., 2006). However, only a few studies of this agent have
been carried out in delirious patients.
The study of Boettger et al. (2011) compared the efficacy and tolerability between aripipra‐
zole and haloperidol for the reduction of delirious symptoms. The subjects were 21 delirious
patients treated with aripiprazole and 21 case-matched, delirious patients treated with halo‐
peridol. The measures consisted of the MDAS, the Karnofsky Performance Scale (KPS) and
the abbreviated Udvalg Kliniske Undersogelser Side Effect Rating Scale (UKU). With respect
to the MDAS, both groups improved significantly from baseline to day 7. The resolution
rates of delirium were 76.2% for both groups. Both hypoactive and hyperactive deliriums
significant improved. For those with hypoactive delirium, the rates of delirium resolution in
the aripiprazole and haloperidol groups were 100 and 77.8%, respectively. For those with
hyperactive delirium, such rates were 58.3% and 75%, respectively. However, the haloperi‐
dol group had more side effects.
Boettger and Breitbart (2011) conducted an open-label study to determine the efficacy and
safety of aripiprazole for controlling delirious symptoms in hospitalized cancer patients.
Twenty-one patients were treated with aripiprazole. Based on the changed MDAS scores,
the aripiprazole group improved significantly. The mean dose of aripiprazole was 18.3
(range 5-30) mg/day at the end of study. The rates of delirium resolution were 100% for hy‐
poactive delirium and 58.3% for hyperactive delirium. The patients with pre-morbid cogni‐
tive deficits and the hyperactive subtype of delirium did not respond well to aripiprazole
treatment. The clinically significant adverse events were not found.
The case series of Straker et al. (2006) also demonstrated the efficacy of aripiprazole in the
treatment of delirium. Fourteen patients, aged 18 to 85 and met DSM-IV-TR criteria for a di‐
agnosis of delirium, were included. The results found that 12 patients had ≥ 50 % reduction
in DSR-R-98, and 13 patients showed improvement on the CGI scores. The mean dose of ari‐
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piprazole was 8.9±3.5 mg/day. The adverse events were rare.The finding suggested that ari‐
piprazole appeared to be effective and safe in the treatment of hypoactive delirium.
The above-mentioned findings demonstrate that aripiprazole is safe and effective for deliri‐
um. As a non sedating antipsychotic agent, it may be suitable for hypoactive delirium. How‐
ever, its evidence in delirious patients is still limited.
7.3.1.2.5. Amisulpride
Amisulpride is an atypical antipsychotic agent used for the treatment of psychoses and
manic episode. Its low doses may be effective for the treatment of depression. However,
some studies have been carried out to examine its efficacy for controlling delirious symp‐
toms.
There was an RCT comparing the efficacy, tolerability and sleep quality of amisulpride and
quetiapine in controlling delirious symptoms. The findings showed that, similar to quetia‐
pine, amisulpride was safe and effective for delirious patients. The mean time to stabiliza‐
tion in the amisulpride group was 6.3±4.4 days (Lee et al., 2005). The finding suggested that
amisulpride, like quetiapine, appear to be effective and tolerable for the management of de‐
lirium. However, further studies are still needed to confirm its efficacy and safety.

Drug

Treatment
route

Resolution or

Level

response time

of

(days)

evidence*

4

Ib

Comments

IV administration increases risk of
Haloperidol

Oral, IM, IV

the QT prolongation and torsades
de pointes

Chlorpromazine

Oral

-

Ib

worsen the cognitive impairment

Risperidone

Oral

4-5

Ib

as effective as haloperidol

Olanzapine

Oral, SC

3

Ib

Quetiapine

Oral

1-7

Ib

Amisulpride

Oral

6

Ic

Aripriprazole

Oral

-

IIIb

limited efficacy in agitated delirium
for SC administration
effective with low risk of EPS

effective in hypoactive delirium

* Gray and Taylor (2010), IM: intramuscular injection; IV: intravenous injection; SC; subcutaneous injection
Table 1. Summary of evidence on antipsychotic agents for managing delirium

7.3.2. Benzodiazepine
Lorazepam is primary used as hypnotics and anxiolytics. It has rapid onset and shorter du‐
ration of action, a low risk of accumulation and no major active metabolites. Its bioavailabili‐
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ty is predictable when it is administered either orally or intramuscularly (Attard et al., 2008).
Due to these preferable pharmacokinetic profiles, it is alternatively administered for control‐
ling disruptive behavior in several clinical settings.
There was a prospective study suggested that intravenously administration of benzodiaze‐
pine added haloperidol can reduce the risk of EPS (Menza et al., 1988). An RCT of loraze‐
pam monotherapy (3.0±3.6 mg for first 24 hours and 4.6±4.7 mg/day after day 2 ) did not
show its efficacy in controlling delirious symptoms in AIDS patients. In addition, it continu‐
ously decreased cognitive function, as measured by the MMSE. Due to these preliminary re‐
sults, this study was prematurely stopped (Breitbart et al., 1996).
Based on the results of a systematic review, there has been no adequate RCT to support the
use of benzodiazepines in the management of non-alcohol withdrawal related delirium in
patients admitted in the hospital (Lonergan et al., 2009). Although benzodiazepines are the
first-line treatment for alcoholic withdrawal delirium, their evidence in the treatment of
non-alcoholic delirium is very limited.
7.3.3. Cholinesterase inhibitors
Presumably, cholinergic deficiency (Mussi et al., 1999, Trzepacz, 2000) is postulated as neu‐
rochemical correlates of delirium. In addition, anticholinergic medications are correlated to
drug-induced delirium (Han et al., 2001), and cholinergic medications can reduce symptoms
of delirium in dementia (Wengel et al., 1998). It has been hypothesized that cholinesterase
inhibitors may be beneficial for treating cholinergic deficiency in delirium.
Overshott et al. (2010) conducted a double-blind, placebo-controlled randomized trial of ri‐
vastigmine in the management of delirious patients hospitalized in medical settings. Pa‐
tients (age≥ 65 years) were diagnosed as delirium by using the CAM. After entry, the
patients in each group were assessed by using the CAM daily. Patients with delirium were
randomly assigned to receive either rivastigmine 1.5 mg once a day and increased to 1.5 mg
twice a day after seven days or an identical placebo (two tablets after seven days). A total of
15 patients were included in the study. Eight patients received rivastigmine, and seven pa‐
tients received placebo. With regarded to the CAM scores, all patients in the rivastigmine
group and 3 patients in the placebo group had a resolution of delirium when they exited the
trial. However, there was no significant difference between groups on the duration of deliri‐
um (rivastigmine group 6.3 days versus placebo group 9.9 days).
There was an RCT comparing the efficacy and tolerability of donepezil and placebo. A total
of 80 patients were randomly assigned to orally administered donepezil 5 mg once a day or
a placebo capsule once a day, commenced 14 days before the surgery and continued taking
for 14 days following the surgery. The delirium was identified with the Delirium Symptom
Interview, the CAM, daily medical record, nurse-observation reviews, and the DSM-IV di‐
agnostic criteria for delirium. With respect to DSM-IV criteria, patients diagnosed as deliri‐
um were suggested to receive a double dose of donepezil or placebo treatments. No
measure outcome was used to assess in severity of delirium. The mean duration of postop‐
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erative delirium for the donepezil and placebo groups were 1.0 and 1.3 days, respectively
(Liptzin et al., 2005, Overshott et al., 2008).
Marcantonio et al. (2011) conducted an RCT comparing the efficacy and safety of donepezil
and placebo in reduction of the prevalence and severity of delirium in older adults undergo‐
ing hip fracture repair. Seventeen patients aged 70 or more were randomized to receive a
daily donepezil 5 mg or placebo, initiated on the day before surgery or unless possible, ad‐
ministered within 24 hours after surgery. The treatment was continued for 30 days, unless
side effects occurred. The presence and severity of delirium were measured by using the
CAM and MDAS. Patients in the donepezil group had significantly more adverse events.
With regard to delirium presence over time or the CAM scores over time, there were no sig‐
nificant differences between the donepezil and placebo groups in terms of delirium inci‐
dence or severity.
A pilot study of Oldenbeuving et al. (2008) investigated the efficacy and tolerability of riva‐
stigmine in the treatment of delirium after stroke. Seventeen patients with delirium
(DRS≥12) were treated with oral rivastigmine within the dose range of 3-12 mg a day. Based
on the DRS scores, 16 of 17 patients had a decrease in severity of delirium after rivastigmine
treatment. The mean duration of the delirium for 16 patients was 6.7 (2-17) days. No signifi‐
cant adverse event was observed.
Based on the findings, there has been no strong evidence supporting the use of cholinester‐
ase inhibitors in the treatment of delirium. Conversely, these agents may cause a greater risk
of adverse events in this population. Further studies should be carried out.
Delirious symptoms are likely to be improved by themselves after the recovery of underlin‐
ing diseases. Judgment on the severity of these behavioral symptoms is easily biased by
raters. In addition, placebo effects are noted in all area of therapeutic approach (Kradin,
2011). The percentage of placebo effect on psychiatric illness, such as anxiety and depression
is often high (Raz et al., 2011). According to the nature of this medical condition, a random‐
ized, placebo-controlled trial of a medication for controlling delirious symptoms is desper‐
ately needed to assess the efficacy and safety of a particular agent.
Among the medications mentioned above, only quetiapine has been examined in a placebocontrolled study. The superiority of quetiapine to placebo may suggest that the agents may
be considered as first-line treatment for controlling the disruptive behavior of delirium. Low
dose of other typical and atypical antipsychotics may be also effective. The evidence so far
also suggests that haloperidol may be associated with EPS, and chlorpromazine has a risk
for anticholinergic side effects. Other atypical antipsychotics that appear to be effective and
tolerable in the management of delirium are risperidone, olanzapine, amisulpride and aripi‐
prazole. Only aripiprazole may be effective for hypoactive delirium. Although benzodiaze‐
pine, especially lorazepam, is widely used in delirium, there is no evidence supporting its
efficacy for the treatment of non-withdrawal delirium. Therefore, the use of benzodiazepine
should be limited to alcohol or benzodiazepine withdrawal delirium only. Similarly, there
has not been evidenced to demonstrate the efficacy of cholinesterase inhibitors, including
donepezil and rivastigmine, in the treatment of delirium.

101

102

Mental Disorders - Theoretical and Empirical Perspectives

7.4. Environmental intervention
The reticular formation and its connections, the main sites of arousal and attention, are in‐
volved in delirium. Dysfunction of this system may affect the perception and interpretation
of environmental stimuli in delirious patients. The reduction or over activity of the environ‐
mental factors may exacerbate the symptoms of delirium. Several studies, especially multi‐
component programs, have supported that an environmental intervention is also effective in
the management of delirium.
Cole et al. (1994) conducted an RCT to determine a systematic intervention in elderly inpa‐
tients with DSM-IV delirium. Eighty-eight patients, aged 75 years or more, were enrolled in
the study. The patients were randomized to either the treatment group (n=42) or the control
group (n=46). Each treatment patient received a consultation by a geriatric internist or psy‐
chiatrist and followed up by a liaison nurse. Regular medical care was provided in the con‐
trol group. The environmental intervention, used in this study, was the nursing intervention
protocol, including the interventions for (1) environment: appropriate sensory input, only
one stimulus or task background stimulation at a time, and medication not interrupting
sleep, (2) orientation: environmental cues, such as clock, calendar and etc., verbal reminders
of time, place and person, and needs of eye glasses or hearing aids, (3) familiarity: familiar
possession from home, family members to stay with the patients, and the same staff to care
for them (4) communication: clear, slow paced, simple and repetitive instructions and ex‐
planations, use of face-to-face contact, a warmth attitude and kind firmness, identification
by name and information, acknowledgement of their emotions and encouragement of verbal
expression, (5) activities: avoidance in physical restraint, free movement, provision of safety,
encouragement of self-care and other personal activities. Two weeks after hospitalization, as
measured by the Short Portable Mental Status Questionnaire (SPMSQ), the improvement
was observed in the intervention group, while deterioration was observed in the control
group. However, the difference was not reported by the end of 8-week period. There were
statistically significant differences between the groups in terms of the use of restraints,
length of hospital stay, discharges to a setting providing more care than needed before ad‐
mission or mortality rate.
Milisen et al. (2001) developed and investigated the effectiveness of a nurse-led interdiscipli‐
nary intervention program for delirium. A total 120 participants (60 for intervention cohort,
60 for a usual care/non-intervention cohort) were included. The intervention protocol con‐
sisted of education for the nursing staff; systematic cognitive screening; consultative services
by a delirium resource nurse, a geriatric nurse specialist, or a psychogeriatrician; use of a
scheduled pain protocol. The findings showed that the intervention cohort group had short‐
er duration of delirium (p=0.3), less severity of delirium (p=0.049) and less memory impair‐
ment (p=0.046) than those of the control group. The length of hospital stay tended to be
decreased in the intervention cohort compared with the control (p=0.09). The study suggest‐
ed that this intervention was beneficial for older hip-fracture patients with delirium.
Cole et al. (2002) conducted an RCT to investigate the effectiveness of systematic detection
and multidisciplinary care of delirium in reducing time to improvement of cognitive status
in older patients admitted to general medical settings. Two hundred twenty-seven patients
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with high prevalent or incident delirium participated in the study. Significant differences
between groups were not observed within the eight weeks after enrolment in terms of time
to and rate of improvement of the Delirium Index, the Barthel Index, length of stay, rate of
discharge into the community, living arrangements after discharge or survival. Based on the
findings, systematic detection and multidisciplinary care of delirium did nots how a benefit
over usual care for elderly patients in medical settings.
A prospective intervention study conducted by Lundstrom et al. (2005) determine an educa‐
tion program and a reorganization of nursing and medical care for improving the symptoms
of delirium in elderly patients. A total of 400 patients, aged 70 or older, were consecutively
admitted to either an intervention or a control ward. The intervention program composed of
staff education emphasizing on the assessment, prevention, and treatment of delirium, as
well as caregiver-patient interaction. The Organic Brain Syndrome Scale and the MMSE
were used as outcome measures. Fewer patients in the intervention ward had delirious
symptoms on day 7 compared with the control group (30.2% vs 59.7%, p=0.001). The mean
length of hospitalization was significantly shorter in the intervention patients as compared
with the control ones (9.4±8.2 vs 13.4±12.3 days, P< 0.001), especially for the delirious pa‐
tients (10.8±8.3 vs 20.5±17.2 days, P< 0.001).
Inouye et al. (2006) conducted a cross-sectional survey of the Hospital Elder Life Program
(HELP) dissemination in 17 study sites. The trained interdisciplinary teams assessed and in‐
tervened on six delirium risk factors, including orientation, therapeutic activities, early mo‐
bilization, vision/hearing optimization, oral volume repletion and sleep enhancement. The
finding that the HELP improved hospital outcomes in delirium was promising in this popu‐
lation.
There was a prospective analysis to determine the pattern and frequency of implementation
of environmental intervention in managing delirious patients admitted in an acute hospital
service. Forty-six patients meeting the ICD-10 criteria for delirium were studied. The pa‐
tients were categorized into hyperactive, hypoactive or mixed subtypes of delirium. The en‐
vironmental strategies were the eight basic nursing strategies for delirium, including (1)
frequent observation; (2) efforts by staff to re-orientate the patient to the surroundings; (3)
effort made to avoid excessive staff changes; (4) nurse in single room; (5) uncluttered nurs‐
ing environment; (6) use of an individual night light; (7) specific effort to minimize noise
levels and (8) relatives or friends specifically requested to visit regularly in an effort to en‐
hance re-orientation. The study found that these environmental strategies were more benefi‐
cial in the management of behavioral difficulties, such as overall severity of delirium,
agitation, mood lability and sleep-wake cycle disturbance, than the core features of deliri‐
um, such as severity of disorientation, disturbed perception/thinking (Meagher et al., 1996).
The above-mentioned studies suggest the benefits ofthe environmental interventions for de‐
lirium, and, therefore, should be recommended in all patients with delirium. Those inter‐
ventions aim to correct or reduce the sensory impairment, and to improve the patient’s
perception, by using eyeglasses and hearing aids. Optimal sensory stimulation is helpful to
decrease the behavioral disturbance of delirium. While sensory deprivation may exacerba‐
tethe behavioral disturbance, over stimulation, such as loud noise, should be also avoided.
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Providing environmental cues, such as calendar, clock, family pictures, windows, should be
encouraged to facilitate orientation. In addition, supportive interventions, including re-ori‐
entation, reassurance and explanation about delirium, could reduce fear and anxiety.

8. Prevention
Once a patient with high risks of delirium is hospitalized, all risks should be addressed, fol‐
lowed by the employment of effective preventive strategies (Salawu et al., 2009). Some stud‐
ies have shown the benefits of some preventive interventions for delirium. In general, those
strategies usually include the multidisciplinary and psychopharmacological interventions.
8.1. Non-pharmacological interventions
Multi-factors, including patient vulnerabilities, predisposing factors at admission and pre‐
cipitating factors during hospitalization can interactively cause syndrome of delirium.
Inouye (2000) conducted a controlled clinical trial in 852 subjects to prevent delirium in eld‐
erly inpatients. Significant predisposing factors for delirium included vision impairment, se‐
vere illness, cognitive impairment and dehydration. Precipitating factors were physical
restraint use, malnutrition, adding more than three drugs, bladder catheter use, and any ia‐
trogenic event. The findings showed that the incidence of delirium was significantly re‐
duced in the intervention group compared with usual care (9.9% vs. 15.0%, 95% CI:
0.39-0.92). The total number of days and episodes of delirium were also significantly smaller
in the intervention group. These findings suggested that delirium prevention is useful and
could reduce the morbidity and mortality associated with delirium in elderly patients.
Colombo et al. (2012) conducted a two-stage prospective observational study to deter‐
mine the epidemiology, risk factors and predictors of delirium. The subjects were all pa‐
tients admitted to the ICU settings over a year. The first phase was the observational
stage, while the second one was the interventional phase. Delirium assessment was per‐
formed by using of the CAM twice daily after the sedation interruption. For the second
phase, the patients were received both a re-orientation and environmental manipulations
(e.g., acoustic and visual stimulation). The patients in phase 1 and 2 were 170 and 144,
respectively. The incidence rate of delirium was significantly lower in the interventional
group (phase-I vs. phase-II: 22% vs. 35.5%, p = 0.020). Based on the Cox's Proportional
Hazard model, the use of re-orientation strategy was the strongest protective factor of
delirium: (HR 0.504, 95% C.I. 0.313-0.890, p=0.034), while age (HR 1.034, 95% CI:
1.013-1.056, p=0.001) and sedation with midazolam plus opiate (HR 2.145, 95% CI:
2.247-4.032, p=0.018) were negative predictors.
Milisen et al. (2001) conducted a systemic review to investigate the characteristics and effica‐
cy of various multicomponent programs for managing older patients with delirium admit‐
ted in hospitals. Three RCTs, three controlled trials and one before-after study were
included in the review. The multicomponent strategies for preventing delirium appear to be
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the most efficacious in reducing the incidence, both in surgical and medical patients. In ad‐
dition, some additional effects of preventive intervention were observed in the duration and
severity of delirium, as well as functional status. The review suggested that multicomponent
strategies are effective for preventing delirium.
Yang et al. (2008) conducted a prospective cohort study to investigate the mediating role of
activity participation between educational attainment and risk of delirium. The contribu‐
tions of participation in specific activities for the development of delirium were also deter‐
mined. Seven hundred seventy-nine newly admitted patients without dementia, aged 70 or
older, were studied. The findings showed that activity participation before hospitalization
mediated the relationship between education and risk for delirium in elderly persons with‐
out dementia. It also suggested that participation in regular exercise was a significantly pro‐
tective factor of delirium.
Another study examined the efficacy of multicomponent intervention for preventing deliri‐
um. Inpatients with an intermediate or high risk for delirium were randomly assigned to re‐
ceive either a non-pharmacological intervention delivered by family members (144 patients)
or standard management (143 patients). The outcome measure was the occurrence of deliri‐
um during hospitalization. The incidence rates of delirium in the intervention group and the
control group were 5.6% and 13.3% (relative risk:0.41; 95% CI: 0.19–0.92; P = 0.027), respec‐
tively. The findings suggested that the non-pharmacological prevention of delirium given
by family members, as compared with standard management, could reduce the patients'
risk of delirium (Martinez et al., 2012).
These findings suggest that non-pharmacological interventions can reduce the incidence of
delirium. Effective interventions, including multicomponent approach frequently focuses on
predisposing factors in an individual patient. However, environmental prevention, such as
re-orientation and environmental stimulation, are also effective for preventing delirium. A
strong protective factor against delirium is the routinely participation in exercise. The use of
multicomponent interventions by family members can also reduce the risk of delirium.
8.2. Psychopharmacological interventions
There have been several studies examining the effectiveness of antipsychotic medications
for preventing delirium. Kalisvaart et al. (2005) conducted an RCT comparing haloperi‐
dol and placebo for preventing postoperative delirium in elderly hip-surgery patients,
who were at risk for delirium. A number of 430 hip-surgery patients, aged 70 and older,
at risk for postoperative delirium were randomly assigned to receive haloperidol 1.5
mg/d or placebo, started before surgery and continued for up to 3 days after surgery.
The incidence rates of postoperative delirium in both groups were not significantly dif‐
ferent (haloperidol vs placebo, 15.1% vs. 16.5%). The means of delirium duration in halo‐
peridol and placebo treatment groups were 5.4 vs 11.8 days, orderly (mean difference
4.0, 95% CI=2.0-5.8, P<.001), and the means of hospital stay were 17.1±11.1 and 22.6±16.7
days, respectively (mean difference 5.5 days, 95% CI=1.4-2.3; P<.001). The adverse events
were not significantly different between groups. These results suggested that low doses
of haloperidol might not be able to prevent postoperative delirium. However, it is safe
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and can decrease the severity, duration, and the length of hospitalization for these pa‐
tients.
Wang et al. (2012) conducted an RCT to determine the efficacy and safety of intravenous
haloperidol for preventing delirium in critically ill elderly patients who had undergone non‐
cardiac surgery. A total of 457 patients, aged 65 years older, who were admitted to the inten‐
sive care unit after non cardiac surgery, were included and randomized to receive either
haloperidol (0.5 mg intravenous bolus injection followed by continuous infusion at a rate of
0.1 mg/h for 12 hours; n = 229) or placebo (n = 228). The incidence rates of delirium were
significantly lower in the haloperidol group(15.3% vs 23.2%, p = 0.031) during the first seven
day after surgery. No drug related adverse event was noted. A short-term, low-dose intrave‐
nous haloperidol prophylaxis appeared to reduce the incidence rate of postoperative deliri‐
um.
Prakanrattana and Prapaitrakool (2007) conducted an RCT to determine the effects of risper‐
idone in preventing postoperative delirium after cardiac surgery with cardiopulmonary by‐
pass. A total of 126 adult patients underwent elective surgery were randomized to receive
risperidone 1 mg or placebo after regained consciousness. With regard to the using of CAM,
the incidence of postoperative delirium in the risperidone group was significantly lower
than that in the placebo group (11.1% vs. 31.7% respectively, P=0.009, relative risk: 0.35, 95%
CI: 0.16-0.77).
Larsen et al. (2010) conducted an RCT comparing the efficacy of olanzapine and placebo in
preventing postoperative delirium in elderly patients after joint-replacement surgery. A to‐
tal of 400 elderly patients, aged 65 years or more, who had undergone elective knee- or hipreplacement surgery, were randomly assigned to receive either 5 mg of orally-disintegrating
olanzapine or placebo before and after surgery. The findings showed that the olanzapine
group had a significantly lower incidence of delirium.
There have been a few studies of cholinesterase inhibitors for preventing delirium. Liptzin
et al. (2005) conducted an RCT comparing donepezil and placebo for the prophylaxis of
postoperative delirium in elderly patients, who had undergone elective total joint-replace‐
ment surgery. Eighty patients without dementia were randomly assigned to receive either
donepezil or placebo for 14 days before surgery and 14 days afterward. The findings did not
show any benefit of donepezil in preventiong delirium in this population.
Gamberini et al. (2009) conducted an RCT to compare rivastigmine and placebo for pre‐
venting delirium in elderly patients during the first six days after elective cardiac sur‐
gery. A total of 120 patients, aged 65 or older, underwent the surgery with
cardiopulmonary bypass were randomized to receive either placebo or rivastigmine. The
incidence rates of delirium were not significantly between groups (30% vs 32%, p = 0.8).
The findings did not support a short-term oral administered rivastigmine for delirium
prophylaxis in this population.
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Drug

Route
administration

Level
Dose

of

Comment

evidence*
0.5 mg intravenous bolus injection

Haloperidol

IV

0.1 mg/hr

1b

followed by continuous infusion at a rate of
0.1 mg/h for 12 hrs

Risperidone

Oral

1 mg/day

1b

Olanzapine

Oral

5 mg/day

1b

Melatonin

Oral

0.5 mg/day

1b

Administer at night

* Gray and Taylor (2010)
Table 2. Summary of evidences relevant to the pharmacological prophylaxis of delirium

There was a randomized, double-blinded, placebo-controlled trial of low dose exogenous
melatonin in preventing delirium. A total of 145 patients, aged 65 years or older, hospital‐
ized in a medical unit were randomly assigned to receive either 0.5 mg of melatonin or pla‐
cebo every night for 14 days or until discharge. Based on the CAM, the incidence rate of
delirium in the melatonin group was significant lower than that in the placebo group (12%
vs 31%, p=0.014). The findings suggested that exogenous low dose melatonin may be of ben‐
efit in preventing delirium in this population (Al-Aama et al., 2012).
The above-mentioned findings demonstrate the benefits low-dose risperidone and olanza‐
pine in preventing delirium. While they can reduce the incidence rate of delirium, their ad‐
verse events, in particular EPS, appear to be comparable to placebo. Similarly, exogenous
low-dose melatonin administered at night time may be able to prevent delirium. Although
haloperidol can reduce severity, duration and length of hospital stay in postoperative deliri‐
um, it might not be able to prevent the occurrence of this condition. However, cholinesterase
inhibitors, including donepezil and rivastigmine may have no efficacy in this regard. There‐
fore, at low doses, high-potency antipsychotic agents, atypical antipsychotic medications or
exogenous melatonin may be beneficial for the prevention of delirium in patients at high
risk or subsydrome of delirium.

9. Further studies
Several lines of evidence indicate that pharmacological and environmental interventions are
effective in the management and prophylaxis of delirium. However, those studies still have
some limitations, including methodological weakness, small sample sizes, lack of placebo
control in several studies and the specific patients. Further randomized, placebo-controlled
trials and systemic reviews with well-defined methodology, large sample sizes, consistent
outcomes and various clinical settings may be helpful in clarifying the benefits of these in‐
terventions.
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10. Conclusion
Delirium is a condition in medical emergency, common in medical or surgical settings and
highly incident in intensive care units. Several causative factors for the development of de‐
lirium have been identified. Specific treatment for curing or removing the causes is an effec‐
tive approach. Initially, the precipitating factors are often overlooked or unidentified.
Therefore, supportive and symptomatic managements are beneficial. For hyperactive type
of delirium, all antipsychotic medications may help relief the behavioral disturbance, in‐
cluding psychotic symptoms. Although haloperidol is considered as the first-line treatment,
it may increase the risk of adverse events, especially EPS. Alternatively, atypical antipsy‐
chotic agents, which have low propensity to induce EPS, may be useful in this condition. In‐
travenous haloperidol may be associated with QT prolongation and torsades de pointes. To
avoid these serious adverse events, only low doses of IV haloperidol (a total cumulative
dose < 2 mg) should be administered in delirious patients without concomitant risk factors.
Based on its pharmacokinetic profile, IM haloperidol can be an alternative for the behavioral
control of acute or severe delirium. For hypoactive delirium, only aripriprazole, a non seda‐
tive antipsychotic agent, is evidently beneficial. In addition to psychopharmacological inter‐
ventions, environmental manipulation is also necessary in the management of delirium and
should be used in all delirious patients. Preventing delirium is challenging. A number of
studies demonstrate the efficacy of some interventions in preventing delirium. The multi‐
component strategy, systemically focusing on predisposing factors in individual patients is
one of the highly effective approaches. Pharmacological prophylaxis is another strategy in
preventing delirium. The evidence so far suggests that risperidone, olanzapine and melato‐
nin may be effective in preventing delirium.
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1. Introduction
There is substantial evidence of differential outcomes for different racial and ethnic groups
in many health, social and economic arenas in the United Kingdom today, ranging from dis‐
ease prevalence and outcome, hiring and promotion in the labour workforce, to loan appro‐
vals in mortgage lending, to rate of arrest and detention in the criminal justice system. These
disparities – and others – describe social conditions that most Britons believe deserve some
measure of attention. To understand such conditions and to fashion appropriate responses,
it is important to assess whether and how racism and racial discrimination, along with other
factors, may contribute to observed disparities in mental health outcomes among racial and
ethnic groups.

2. Race
The focus on measuring racial discrimination in this study raises an initial question of “what
is race?” Defining race is a task far more complex than can be accomplished here. In fact,
there is little consensus on what race actually means. The term “race” was used to distin‐
guish populations in different areas on the basis of differing physical characteristics that had
developed over time, such as the colour of skin, facial features, and other features (Zucker‐
man 1990).
2.1. Biological definition of race
Recently, genetics researchers have found evidence of genetic clusters that correspond to
geographically similar populations and yield the kind of variations in phenotype that have
been used to construct concepts of race. Recent developments in the fields of genetics and
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evolutionary biology have prompted a renewed focus on identifying the biological basis of
human behaviour as well as ascertaining the historical relationships among different popu‐
lations (Graves,2004). More important, developments in the structuring of an International
HapMap, which maps clusters of genes, have revealed variations in strings of DNA that cor‐
relate with geographic differences in phenotypes among humans around the world (Olson,
2002). New genetic data has enabled scientists to re-examine the relationship between hu‐
man genetic variation and 'race'. A review of the results of genetic analyses has shown that
human genetic variation is geographically structured, in accord with historical patterns of
gene flow and genetic drift (Jorde and Wooding 2004).
However, because they have been only partially isolated, human populations are seldom
demarcated by precise genetic boundaries. Substantial overlap can therefore be seen to oc‐
cur between populations, invalidating the concept that populations (or races) are discrete
types.
In the meantime, race may in some cases provide useful information in biomedical contexts,
just as other categories, such as gender or age, do. But the potential usefulness of race must
be balanced against the potential hazards. Ignorance of the shared nature of population var‐
iation could lead to diagnostic errors or to inappropriate treatment. The general public, in‐
cluding policy-makers, may be seduced by typological thinking, and so they should be
made aware of the genetic data that help to prove it wrong.
Race remains an inflammatory issue, both socially and scientifically. Fortunately, modern
human genetics may deliver the salutary message that human populations share most of
their genetic variation and that there is no scientific support for the concept that human
populations are discrete, non-overlapping entities. Although not all scientists are in agree‐
ment (Crow 2002; Mayr 2002), many critics deny that meaningful distinctions among con‐
temporary human groups can be derived from a notion of race based upon biology (CavalliSforza 2000; Omi 2001). To date, science has not identified a set of genes that correspond
with social conceptions of race.
It may be argued therefore that race is not a naturally occurring phenomenon. The belief in
race as a biological concept struggles to withstand scrutiny on at least two bases. First, ge‐
netic differences between population groups may not support the belief that there are genet‐
ic differences that justify racial groups (Nei & Roychoudhury 1983). There appear to be
genetic differences among groups of people but these population groupings are not the
same as racial groupings. The genetic distinctiveness of population groups appears to be a
function of geography more than anything else. But racial categorization is not and could
not be based upon geography. Population groups that “belong” to different racial groups
may be very similar genetically, whereas population groups that “belong” to the same racial
group may be relatively dissimilar, genetically speaking.
Secondly, physical differences among racial groups do not appear to reflect genetic differen‐
ces (Nei & Roychoudhury 1983). Genotypic differences are not reliably mirrored by the dif‐
ferences in phenotype upon which racial group membership is largely based. The physical
differences that signify race do not correlate with the genetic differences on which the bio‐
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logical claim for racial categorization appears to rest. Even if genetic variation justified a
concept of race, our demarcation of racial groupings based on physical features does not
seem to correspond to the underlying genetic differences.
2.2. Social construction of race
Race may be better regarded as a social construction. A century earlier, belief in the biologi‐
cal basis of racial categorization obscured this notion. Now, however, the biological bases of
race have been widely questioned (Lewontin et al 1984). From the standpoint of biology,
there appear to be no races. Yet, race continues to be among the most meaningful of social
categories. From the standpoint of social psychology and psychiatry, race is among the most
interesting and important of social phenomenon.
Recent behavioural and social research supports the social-cognitive notion that race is a
construct that is based upon observable physical characteristics (such as skin colour) that
have acquired socially significant meaning. In addition to physical features, ascribed and
other characteristics such as given name, diet and dress may also contribute to categoriza‐
tions of race. Cultural factors, such as language, religion and nationality, have more often
been used in reference to ethnicity – that is, groups of people who share a common heritage,
such as various European immigrant groups in the United States (Bobo 2001).
Historically, physical appearance has been the identifiable, surface characteristic on which
racial categorization has been based. Physical features such as complexion, hair, lips, nose,
and body-type have been central to determining race. The “deeper” properties of race are
considered to be comprised not only of a biological essence (such as DNA), but also of psy‐
chological and status characteristics as well. Beliefs about those deeper properties constitute
the essence of racial categorization. The psychological characteristics of race included factors
such as racial sentiments, instinct, affinities, proclivities, and moral character. The social sta‐
tus characteristics include the general (e.g., dominant vs. subordinate) and the specific (e.g.,
master vs. slave) roles that racial groups often occupy in society relative to one another. Bio‐
logical conceptions of race often, but not always, underpin beliefs in race-based psychologi‐
cal and social status characteristics.
Although both psychological and social status characteristics may be thought of as the deep
properties of race (and therefore as part of the essence of the categories), features of social
status (i.e., which roles particular racial groups occupy in society) may be believed to natu‐
rally follow form psychological characteristics (Yzerbyt et al 1997). Black African-Carib‐
beans’ often-low status in contemporary times, for example, may be thought to result from
an aversion to hard work.
Disparate physical features including hair, complexion and bone structure become under‐
stood, through the lens of racial essence, as similar. Some characteristics but not others be‐
come salient because they are assumed to signify race. Related to this, surface features such
as skin colour and hair texture, according to this view, signify internal qualities of an indi‐
vidual. As suggested by Allport (1954), “[dark] skin implies more than pigmentation, it im‐
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plies social inferiority”. Far from merely contributing to appearance, surface features point
toward the unseen moral, psychological, or intellectual properties of race.
2.3. The ambiguity of race
As a social cognitive construct, the meaning of race in the United Kingdom has changed and
is likely to continue to change over time with changing socio-political norms, economic pat‐
terns and waves of immigration (e.g., the growing acknowledgement of mixed-race origins
in the twenty-first century). Population groups and individuals vary in their consistency of
reporting race when comparing surveys across time and with each other. For example, be‐
cause country of birth is recorded on death certificates and in census data, much of the pub‐
lished data in this area has allocated race according to country of birth, a strategy that is
clearly inadequate. In addition, many studies have used categories such as Black or South
Asian to describe the ethnicity of those studied.
Some people believe self-identification is the only reasonable method to use because it al‐
lows people to express their own racial identity. Another alternative is largely to ignore the
role of self-perceived ethnicity and to assign racial category according to family origin (Naz‐
roo 2001). Unsurprisingly, perceived racial group and country of family origin have been
found to be highly related. Harris (2002) argues that the classification of race is a social proc‐
ess that varies across contexts and observers. To determine an individual’s race, people may
use one or more ancestry or biological bases, phenotypic or physical characteristics, and cul‐
tural bases, such as ideology and language. Obtaining multiple indicators of racial identifi‐
cation would likely provide helpful data to inform racial classification and analysis.
Race should be part of a multi-dimensional construct of social status. Ideally, the construct
should include: a) some measure of self-identification; b) a measure of group identity; c) a
measure of social distance between the group that the individual belongs to and other
groups; d) measures of social mobility; e) socio-economic status; and f) contextual variables
of family and community.
2.4. Race and ethnicity as a variable in research
Ethnicity has been used increasingly as a key variable to describe health data, further stimu‐
lated by ethnic monitoring in the NHS. Senior and Bhopal identified four fundamental prob‐
lems with ethnicity in epidemiological research – the difficulties of its measurement; the
heterogeneity of the populations under study; the lack of clarity about the purpose of the
research; and ethnocentricity affecting the interpretation and usage of the data (1994). They
have suggested how the value of ethnicity as an epidemiological variable may be improved:
ethnicity should be differentiated from race; ethnicity’s complexity and fluidity should be
acknowledged; ethnic classifications should be more explicit and their current limitations set
out; investigators should recognize the potential influence of their personal values and eth‐
nocentricity upon research an policy-development; socio-economic differences should not
be ignored; and the relative importance of environmental, cultural, lifestyle and genetic in‐
fluences should be factored in to the analyses of difference.
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3. Racism
Race has been described earlier as a social-cognitive construct that evolves over time and in
which racial categories reflect the person’s ancestors’ physical features and associated char‐
acteristics that have acquired social meaning. Racism may be defined as a belief or doctrine
that inherent biological differences among the various human races determine cultural or in‐
dividual achievement, with a corollary that one's own race is superior and has the right to
rule others. When racism, the belief, is applied in practice, it takes forms such as prejudice,
discrimination, segregation or subordination. Racism can more narrowly refer to a system of
oppression, such as institutional racism. Organizations and institutions that put racism into
action discriminate against, and marginalize, a class of people who share a common racial
designation. The term racism is usually applied to the dominant group in a society, because
it is that group that has the means to oppress others. The term can also apply to any individ‐
ual or group, regardless of social status or dominance. Racism can be both overt and covert.
Individual racism sometimes consists of overt acts by individuals, which can result in vio‐
lence or the destruction of property. Institutional racism is often more covert and subtle. It
often appears within the operation of established and respected forces in the society, and
frequently receives less public condemnation than the overt type.
3.1. Racial attitudes
Covert, less obvious aspects of racism are often contained within people’s beliefs and atti‐
tudes about different races. Although attitudes are more difficult to evidence, it is important
to register their presence and attempt to measure them because attitudes may influence be‐
havioural inequity towards different racial groups, and attitudes to racism are often consid‐
ered no less important than overt acts of racism by the recipients of racial discrimination.
There is evidence that negative stereotypes about minority groups are declining. In addition,
this apparent increased tolerance extends beyond blacks to other racial and ethnic minority
groups as well (American National Election Survey 1995). Despite these trends in the intergroup attitudes of the white majority in the west, there are still reasons for concern. 32% of
blacks reported that discrimination is the primary obstacle to achieving equality in the Unit‐
ed States (Anderson 1996). Furthermore, despite dramatic improvements in the expressed
racial attitudes of whites over time, racial disparities persist. US data shows that gaps be‐
tween blacks and white Americans in infant mortality, life expectancy, employment, income
and poverty have continued to exist; and, in many cases, these disparities have actually in‐
creased over the past few decades.
3.2. Aversive racism
Aversive racism represents a prevalent type of modern racial bias which researchers feel is
important but often hard to identify (Gaertner et al 1997). In contrast to “old-fashioned” rac‐
ism, which is expressed directly and openly, aversive racism is a subtle, often unintentional
form of bias that characterizes those who possess strong egalitarian values and who believe
that they are not prejudiced. Aversive racists are also felt to possess negative racial feelings
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and beliefs of which they are unaware or that they try to dissociate from their non-preju‐
diced self-images. The negative feelings that aversive racists have for blacks do not reflect
open hostility or hate. Instead, their reactions are found to involve discomfort, uneasiness,
disgust, and sometimes fear. That is they are found to regard blacks as “aversive”, while, at
the same time, they find any suggestion that they might be prejudiced aversive as well.
3.3. Racial microaggressions
An equally subtle yet significant form of racism developed by the US psychiatrist Chester
Pierce is the concept of microaggressions (1974). Microaggressions are subtle insults (verbal,
nonverbal, and/or visual) directed toward people of colour, often automatically or uncon‐
sciously. In and of itself a microaggression may seem harmless, but the cumulative burden
of a lifetime of microaggressions can theoretically contribute to raised morbidity and flat‐
tened confidence. Little is known about microaggressions, and yet this subtle form of racism
is reported as having a dramatic impact on the lives of African Americans. Pierce and his
colleagues have defined racial microaggressions as "subtle, stunning, often automatic, and
nonverbal exchanges which are 'put downs' of blacks by offenders" (Pierce et al 1978, p. 66).
They further maintain that these "offensive mechanisms used against blacks often are innoc‐
uous" and that the "cumulative weight of their never-ending burden is the major ingredient
in black-white interactions" (p. 66).
3.4. Racial discrimination
A social science definition of racial discrimination may be best used for the purposes of this
study. This includes two components: (1) differential treatment on the basis of race that dis‐
advantages a racial group and (2) treatment on the basis of inadequately justified factors
other than race that disadvantages a specific racial group (differential effect). Each of these
components is based on behaviour or treatment that disadvantages one racial group over
another, yet the parts differ on whether the treatment is based on an individual’s race or
some other factor that results in a different racial outcome.
It is important that research into racial discrimination encompasses categories that include
behaviours and processes which are either not explicitly unlawful or not effectively prohib‐
ited because of difficulties in measurement or proof. This is in order to capture as true a pic‐
ture of the experience of racial discrimination for the individual as possible. For example,
subtle forms of discrimination which might not be susceptible to legal challenge but fall
within this definition include when interviewers of job applicants more frequently adopt be‐
haviours (e.g., interrupting, asking fewer questions, or using a hectoring tone) that result in
poor communication and consequently poorer performance by disadvantaged minority eth‐
nic applicants as compared with other applicants. Even though it may be more difficult to
prove legally, such subtle discrimination in theory constitutes actionable disparate treat‐
ment discrimination.
This definition of racial discrimination is based on behaviours and practices, and as such it
differs from a definition that also includes prejudiced attitudes and stereotypical beliefs.
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Discriminatory behaviours and practices may arise from prejudice and stereotyping, but
prejudice need not result in either differential treatment or effect. Similarly, whereas dis‐
criminatory behaviour in many domains is unlawful, prejudiced attitudes and stereotypical
beliefs are not.

4. Measuring racial discrimination and its effect upon health
Because discriminatory behaviour can rarely be directly observed, researchers face the chal‐
lenge of establishing when racial discrimination has actually occurred and whether it ex‐
plains some portion of a racially disparate outcome. Those who attempt to identify the
presence or absence of discrimination typically observe an individual’s race (e.g., black) and
a particular outcome (e.g., health status) and try to determine whether that outcome would
have been different if the person had a different racial origin (e.g., white).
Establishing that racial discrimination did or did not occur requires causal inference. Identi‐
fying a racial disparity and determining that an association between race and an outcome
remains after adjusting for plausible confounding factors is relatively straightforward. The
real difficulty lies in going beyond the identification of an association to the attribution of
cause. Ultimately, researchers must rely upon the evaluation of evidence from multiple
studies - whilst considering the strength of association, consistency, and plausibility of each
study’s design and findings – to draw conclusions about causality.
4.1. The challenge of direct measurement of racial discrimination
Legislation passed in the twentieth century both in the UK and the US have made open dis‐
crimination on the basis of race or ethnicity illegal, and perpetrators can be prosecuted un‐
der both criminal and civil law. Although readily observable acts of discrimination have
declined, the persistence of high levels of residential segregation along racial lines and large
racial gaps with respect to income, wealth, and other societal outcomes indicate the contin‐
ued existence of racial discrimination albeit in new forms, that are not as easily identifiable
but may be damaging nonetheless (Krieger 2000).
Surveys provide valuable evidence for understanding the extent of discrimination, but they
cannot directly measure its occurrence. They tend to measure self-reported attitudes, per‐
ceptions or experiences of discrimination which may be unreliable for two main reasons.
First, if a discriminatory occurrence is ambiguous, a minority ethnic respondent may misre‐
port its incidence with more subtle forms of discrimination not as easily detected. Secondly,
white respondents are often not willing to admit to practising or supporting discriminatory
actions, which leads to inaccurate reporting of their true beliefs or attitudes.
There is increasing support for a life-course approach to measuring the effects of discrimina‐
tion on the individual’s outcome with development of theories of cumulative disadvantage
over time (Jacobsen et al 2001).Longitudinal studies lend themselves to this approach; they
analyze the incidence, causes and consequences of changes in attitudes about race and expe‐
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riences of racial discrimination at the level of the individual. Their approach is very valua‐
ble, although there is a dearth of such work primarily owing to its difficult and costly
methods.
4.2. Indirect measurement of health effects of racial discrimination
This approach acknowledges that discrimination may be difficult to measure and thus com‐
pares health outcomes of “dominant” and discriminated-against racial groups. An example
of this approach is the EMPIRIC (Ethnic Minority Psychiatric Illness Rates) study, which ex‐
amined common mental disorders and ethnicity in England (Weich et al 2004).
If any obtained differences in outcome cannot be wholly explained by known risk factors
(i.e., by statistical adjustment), it may be inferred that the residual difference could be ex‐
plained by racial discrimination (Krieger et al 1993). It is usually postulated that socio-eco‐
nomic status is the main confounder for such health outcome differences. If a residual
difference remains after adjusting for socio-economic status, four alternative explanations
may be put forward.
Firstly, socio-economic position has been inadequately measured, which accounts for the re‐
sidual confounding. Secondly, an intermediary, economically-unrelated variable such as
psychological distress has led to the disparity in health outcomes. A third explanation is that
unexplained differences are explained by unmeasured factors associated with race and the
outcomes have not been accounted for, i.e. unknown confounders (such as culturally-shap‐
ed dietary patterns). The final possibility is that of genetic differences between races explain‐
ing the residual difference in outcome.
Existing research relying upon indirect strategies to measure the health effects of racial
discrimination are able to addressboth the health effects of types of discrimination not
readily perceived by the individual (such as the treatment decisions of clinicians), and
whether economic disparities can explain the health differences that may occur between
racial groups. These methods are not able to measure direct experiences of racial dis‐
crimination, nor can they investigate effects related to intensity, duration, or period of
exposure to any discrimination.
4.3. The measurement of perceived racism versus objective racism
Research investigating the untoward effects of racism is on the rise. As the empirical litera‐
ture exploring the associations between racism and health emerges, the development of an
equally strong theoretical literature is needed to explain the pathways through which racism
may influence health outcomes. Equally, attention should be given to assessments of racism
that are reliable and valid.
Although research suggests that perceptions of events as stressful are more predictive of
psychological and physiological functioning than objective demands, comparative research
exploring the relationship between a person’s perceptions an objective demands may pro‐
vide additional concurrent validity. Further research is also needed to more clearly interpret
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observed findings with respect to perceived racism. For example, for some people who per‐
ceive stimuli as involving racism probably do so because it is less anxiety-provoking than
attributing the failure of being say, promoted at work, to personal deficits. Furthermore,
some people who do not report perceiving racism probably fail to do so because of denial or
as an attempt to avoid the expected psychological distress that would be associated with ne‐
gotiating an uncontrollable stressor. Accordingly, in addition to assessing the perceptions of
racism, the simultaneous measurement of other contributory factors such as attributional
style, impression management, self-deception, and affective state would help to delineate
the possible mitigating effects of these variables.
Measures used to assess racism should: be reliable and valid for the target groups and sub‐
groups as well as ethnic-gender groups and subgroups being studied; be specific enough to
capture the reported multidimensional nature of racism; and be developed with equivalent
shorter and longer versions to facilitate use with different study designs.
Notwithstanding this, it is important to note that perceived racism need not be any less sig‐
nificant than objective racism, or an observer-related account of the same racist event. The
individual’s subjective experience of a putatively racist event is more significant to that indi‐
vidual than some third party account of the same occurrence. Therefore, one might argue,
that little may be gained by measuring objective racism rather than perceived racism if it is
the latter that holds greater significance and possible predictive ability in terms of prognosis
or health outcome.
4.4. Measuring self-reported experiences of racial discrimination and its health effects
A relatively new approach in determining the health effects of racial discrimination is by de‐
termining people’s direct experiences of discrimination and their relation to health status.
The most common outcomes of these studies have been mental health (e.g., depression, psy‐
chological distress) and hypertension or blood pressure. The main problem with this ap‐
proach is a lack of standardization in measuring self-reported experiences in terms of:
length, intensity and frequency of exposure; domain of exposure (e.g., global or specific sit‐
uations); and the targets of discrimination (e.g., individual family members or the family
unit as a whole); reactions to racial discrimination.
Empirical studies adopting this approach have tended to focus on the racial attitudes of
those who discriminate and used qualitative, in-depth techniques rather than methods that
are easily interpretable by epidemiological methods.
There are four factors which may mean people experiencing the same discriminatory “expo‐
sure” would report them differently. The notion of “internalized oppression” adopted by
some oppressed group-members and a sense of their subordinate status being in some way
“deserved”, may lead to an under-statement of an actual discriminatory act (Meyer 1995).
Secondly, the notion of “social desirability” leads to people shaping their responses accord‐
ing to the perceived status of the interviewer. Thirdly, individuals may exaggerate discrimi‐
natory experiences (system-blame) to avoid blaming themselves for failure (Neighbours et

127

128

Mental Disorders - Theoretical and Empirical Perspectives

al 1996). Finally, the cognitive effects of depressive disorder may lead to overstating or mag‐
nifying a discriminatory environmental event.
Researchers have attempted to circumvent the issue of self-presentational biases impairing
the self-report of racial discrimination by the use of implicit rather than explicit measures of
discrimination. The Implicit Attitudes Test is a computer-measured task which measures re‐
sponse speeds to racially-charged imagery to compute unconscious racism measures rather
than through explicit questioning (Greenwald et al 1998). A related approach to avoid such
biases would be to incorporate questions to assess identity formation, political conscious‐
ness, stigma and internalized oppression.
4.5. Measuring population-level experiences of racial discrimination and their health
effects
Racial discrimination measured at a population-level is being increasingly measured in re‐
search to see if it relates more closely to population health than individual-level measures of
discrimination (Kennedy et al 1997). Although this work is in its infancy, promising meas‐
ures of population-level indicators of discrimination are: economic segregation of neigh‐
bourhoods; occupational segregation of jobs by race/ethnicity and gender (Rothenberg
1988); voting rates and registration of different dominant and subordinate groups; and so‐
cio-demographic composition of subsidiary branches of Government, such as the judiciary.
Concerns related to this particular approach to research are that of the aetiological period
and the ecological fallacy. With regards to the aetiological period, the issue is making appro‐
priate distinction between the effects of acute and cumulative exposures, and between out‐
comes with short and longer latency periods. It is harder to infer causality from a potentially
aetiological agent when the latency period is longer, the agent far-removed in time, from the
outcome. The ecological fallacy centres on whether causal inferences at the population level
are valid at the individual level. This fallacy results from confounding introduced through
the grouping variable (e.g., city, nation) used to define the group-level dependent and inde‐
pendent variables. It has been suggested that the ecological fallacy could be minimised by
population-level measures of discrimination meaningfully combined with individual-level
measures through techniques of multi-level analyses (Williams 1997).

5. Racism, physical and mental health
The relationship between racism and both physical and mental health is a complex one. In
Figure 1, a framework is provided to understand the relationship between racism and
health; the arrows indicate associations. It can be seen that racism is a major societal force
that affects health status. At the societal level, racism within medical institutions could affect
minority health status through the organisation of medical services. There are large differen‐
ces in access to medical care and receipt of medical procedures between racial groups in the
US (Franks et al 1993; Giles et al 1995), which is likely to affect prognosis and outcome. If
racism is so embedded in social and cultural institutions, race-related risk factors and re‐
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sources such as racial beliefs and racial bias are likely to be important influences upon
health.

Figure 1. A framework for understanding the relationship between race and health (Williams 1996).

Literature suggests that internalisation of society’s negative cultural stereotypes about a ra‐
cial group by members of that group can lead to worsened health status. African Americans
that do so have been shown to have elevated rates of substance misuse and physical and
mental illness (Williams & Chung 1995).
Economic institutions are thought to play a powerful role in affecting health status along ra‐
cial lines. Researchers have argued that there is disproportionate targeting of minority eth‐
nic consumers by the tobacco and alcohol industries leading to over-consumption and
worse health (Bryant &Mohai 1992). Residential segregation is an important potential mech‐
anism perpetuating health differences between races. Racism enacted at an institutional lev‐
el through financial institutions (banks, mortgage lenders) may create and sustain a social
status that results in differential housing. And once in place, such segregation restricts em‐
ployment opportunities, thus socio-economic mobility and the individual’s situation wor‐
sens. When considering this notion, it is striking that there has been little report of any
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decline in the level of racial segregation in African Americans over time (Farley & Frye
1994).
Experiences of racial bias at the individual level may have deleterious consequences by act‐
ing as a negative stressor (Thoits 1983). The stress literature suggests that the persistence of a
difficult situation and its resolution, or lack of it, are important determinants of its adverse
impact. To elucidate more clearly the effects of racism as a stressor, there needs to be a great‐
er understanding of the way in which racism combines with other sources and types of
stress, as well as the identification of intervening variables that may moderate or mediate
the effects of stress on health (coping factors, personality types etc). For example, Lazarus
and Folkman (1984) have researched stress in relation to coping and noted that both the sub‐
jective evaluation of the seriousness of an event as well as coping responses determine
whether a psychological stress response will follow. This may be useful in the development
of a model including racism as an environmental stressor.
5.1. Racism and physical health
A recent excellent systematic review of self-reported racism and health is the main source
for the information in this section (Paradies 2006). That source reviewed 138 empirical quan‐
titative population-based studies of self-reported racism and health, each study often deter‐
mining several outcomes and associations. The study designs included were cross-sectional,
cohort, experimental and case-control in nature, with the majority (73%) of significant asso‐
ciations determined in cross-sectional studies; this of course limits the inference of causality.
However, 12% of the reported significant associations between racism and health outcome
were found in longitudinal studies. A variety of ethnic groups were included: African
American (most frequent); Asian; Latino; Whites and refugee groups.
The most consistent association found was that self-reported racism had an association with
negative mental health outcomes on 72% of occasions. The association was found to be far
weaker for physical health outcomes: the association between self-reported racism and
worse physical health was only found 36% of the time, with no association found in 63%
and a positive association (i.e., with better physical health) in 1% of the research. It is hy‐
pothesised that this weaker effect may be due to racism exert a lagged effect upon physical
health, mediated by negative mental health outcomes.
The majority of physical health outcome studies examined the relationship between rac‐
ism and blood pressure (Paradies 2006). 19 out of 79 occasions found self-reported rac‐
ism was associated with elevated blood pressure, with no association found on 59
occasions, and with a negative association on one occasion. Furthermore, self-reported
racism was associated with increased heart rate on five out of ten occasions. A possible
pathway through which perceived racism may affect blood pressure is anger (Steffen et
al 2003). Perceived racism has been related to higher levels of anger and hostility and
large studies have found that African Americans tend to score higher on anger and hos‐
tility measures than whites (Scherwitz et al 1991). Paradies’ review found a positive asso‐
ciation between low infant birth-weight/decreased gestational age and self-reported
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racism on 15 out of 27 occasions, which may be speculated to be associated with depri‐
vation and poorer access to ante-natal services.
General self-reported health status was identified by Paradies (2006) as a common outcome
when measured either as a global measure or through use of the instruments Short
Form-12/36. A negative association between health status and self-reported racism was
found on 19 out of 45 occasions.
In terms of health-related behaviours, Paradies identified a positive association between rac‐
ism and increased cigarette smoking on four occasions, increased alcohol misuse on eight
out of 14 occasions and increased drug misuse on five out of six occasions (2006). Possibly
related to this, results from a national sample found that discrimination was related to an
elevated mortality risks over a 13-year follow-up period among African Americans who had
self-blaming as opposed to external attributional orientations (LaVeist et al 2001).
5.2. Racism and mental health
Mental health outcomes are the most frequently measured in relation to racism. An alter‐
native theoretical framework to that outlined in Figure 1, linking racism to mental health
has multiple, inter-related connections (Turner & Kramer 1995). These connections were
divided into the following areas where racism may potentially exert an effect: the defini‐
tions of mental health and illness; aetiological theories of mental illness; the evaluation
process (assessment and diagnosis); the provision of direct services; the organisation and
structure of mental health institutions; and the training of mental health professionals
and care providers.
Social class is often cited as a confounder of both ethnicity and poor health status: the in‐
verse relationship between social class and mental illness is consistently reported. This asso‐
ciation may be mediated by an increased exposure to, and vulnerability to, social stressors.
It has been argued that minority status in itself is a source of stress, independent of social
class. A related phenomenon is the “ethnic-density” effect: this is the observation that the
incidence of schizophrenia in non-white ethnic minorities is greater when they comprise a
smaller proportion of the local population (Boydell et al 2001). Those authors attributed this
to a greater vulnerability to social stressors when an individual is a member of a small mi‐
nority group rather than a larger minority group.
It has been argued that the psychiatric assessment process is undermined by racial biases
and ethnocentricity. The argument is that owing to the development of most assessment and
measurement tools within Western cultures, this limits their use in different ethnic or cultur‐
al groups, leading to a possibility that culturally-acceptable behaviour may be labelled as
psychopathology. Cross-cultural clinical assessment is therefore increasingly favoured and
researchers have developed a number of approaches to facilitate a more culturally informed
assessment and tested these in medical students with success (Chakraborty et al 2009a).
With regards to minority ethnic access to psychiatric services, there is a problem of an ineq‐
uity of service provision, thought to be linked to racism: minority groups being less likely to
receive psychotherapy or counselling than their white counter-parts; and the former being
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more likely to receive oral or depot-injection pharmaco-therapy and inpatient treatment;
more likely to present to psychiatric services via an emergency pathway (the police or Acci‐
dent and Emergency Departments) rather than through primary care or their families; more
likely to be detained under the Mental Health Act; less likely to comply with management
plans and remain linked with services (Chakraborty & McKenzie 2002).
Research and training issues are also thought to connect racism to mental ill health in a
number of ways. If researchers were to bring racist attitudes, perspectives or values to their
scientific enterprise the result could be attribution of inter-ethnic differences to “cultural de‐
ficiencies.” Secondly, racist research is poorly-conducted research; examples of this kind of
poor research are: ignoring the cross-cultural validity of research instruments, neglecting to
think about the impact of the ethnicity of the interviewer upon engagement with minority
ethnic respondents, under-studying of phenomena in minority ethnic groups with transpo‐
sition of findings from the dominant ethnic groups, labouring under the assumption that the
findings are universally applicable. Similarly, training issues which could be relevant to the
service-related inequities between ethnic groups may be the lack of experience acquired by
mental health trainees in ethnically-diverse areas, and the relative scarcity of both clinical
and academic senior mental health professionals from minority ethnic backgrounds (Turner
& Kramer 1995).
Given the ever-expanding presence of minority ethnic groups in the west, the benefits of in‐
creasing the minority ethnic mental health workforce would be several: those minority pa‐
tients whom were thought could benefit from an ethnically-matched therapist would be
more likely to access one. Secondly, the increased presence of minority health professionals
may be regarded by service-recipients as a clear sign that those services are, in reality, avail‐
able to them, in turn making help-seeking seem less threatening and more acceptable. Final‐
ly, their presence may lead more majority health providers to think of cultural factors as
important considerations, with cross-cultural work becoming more mainstream and routine,
and less for the sake of “political correctness”.
A major and substantial study was a 13-year national panel study from 1979 to 1992, which
revealed complex relationships between the experiences and perceptions of racism and the
physical and mental health status of a sample of 623 African Americans (Jackson et al 1996).
It found that reports of negative racial encounters over the 13-year period were weakly pre‐
dictive of poor subjective well-being in 1992. A more general measure of racial beliefs – per‐
ceiving that whites want to keep blacks down – was found to be related to poorer physical
health in 1979-80, better physical health in 1992, and predicted increased psychological dis‐
tress, as well as lower subjective well-being in 1992. The authors concluded that cumulative
perceptions of racism resulted in poorer mental health but, surprisingly better physical
health. The latter finding could have been due to those respondents who perceive whites as
wanting to keep them down being more vigilant when it comes to their own physical health;
hence the better outcome.
Returning to Paradies’ review of the extant empirical evidence for associations between
mental ill health outcomes and self-reported racism (2006), improved mental health was al‐
most never found to be associated with increased racism. On 40 out of 62 occasions a posi‐
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tive association was found between self-reported racism and psychological/emotional
distress, with no association on 21 occasions.
Depressive symptoms or frank depressive disorder were positively associated with racism
on 39 from 52 occasions (Paradies 2006). Several models have explained this phenomenon,
with the common pathway often identifying racial stress as both a vulnerability factor and a
stressful life event. Community-based studies have found a higher prevalence of depression
in minority ethnic groups than in the dominant population (Lloyd 1998; Shaw et al 1999).
Obsessional and compulsive symptoms were found to be associated with self-reported rac‐
ism on five out of five occasions in different studies; however, it could be that this positive
finding is artefactual and in fact due to improved recall of racist (as well as other) events in
those with an obsessive tendency. Somatisation was found to have a positive association
with self-reported racism on five out of five occasions (Paradies 2006). Anxiety symptoms
were found to be positively associated with racism on 15 out of 22 occasions. Several stress
models describe a relationship between threatening events and the onset of anxiety symp‐
toms. Racial discrimination was found to be the crucial factor associated with high levels of
anxiety in non-white immigrants to New Zealand (Pernice& Brook 1996).
Stress was found by Paradies to be associated positively with self-reported racism on 13 out
of 22 occasions (2006). Psychiatric symptomatology following a racist threat or attack has
been conceptualised by some researchers as a form of post-traumatic stress disorder – PTSD
(Dassori & Silva 1998). Loo has described PTSD following race-related verbal and physical
assaults, racial stigmatisation and the cumulative effect of racism as a trauma in an Asian
group (1994). Other symptoms common to PTSD such as poor concentration, hyper-vigi‐
lance, avoidance and autonomic arousal have also been described following experiences of
racism.
There is a dearth of empirical evidence considering the association between racism and psy‐
chosis. No studies were found by Paradies (2006), although a recent cross-sectional survey
found an increased risk of psychosis in UK minority groups after adjusting for gender, age
and socio-economic status (Karlsen et al 2005). This study (EMPIRIC) consisted of a multivariate analysis of quantitative, cross-sectional data from a nationally-representative com‐
munity sample of people aged between 16 and 74 years from the largest minority ethnic
groups in England: those of Caribbean, Indian, Pakistani, Bangladeshi, an Irish origin. The
researchers found that the experience of interpersonal racism and perceiving racism in the
wider society each have independent effects on the risk of common mental disorder and
psychosis, even after adjustment.
From the same dataset, authors examined perceived discrimination and its association with
common mental disorders among workers in the United Kingdom (Bhui et al 2003). Dis‐
crimination was measured as reports of insults; unfair treatment at work; or job denial stem‐
ming from race, religion or language. The risk of mental disorders was found to be highest
among ethnic minority individuals reporting unfair treatment and racism insults. The over‐
all greatest risks were observed among Black Caribbeans exposed to unfair treatment at
work and Indian, Bangladeshi, and Irish individuals reporting insults.
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Furthermore, the EMPIRIC dataset permitted the examination of the examination between
racism and mental illness in minority ethnic groups, using social support as a moderating
factor (Chakraborty et al 2010). Social support was quantified as both the number of rela‐
tives as well as their geographical proximity to the individual. When quantified in either
way, social support did not moderate the size of the association between perceived discrimi‐
nation and mental illness. The finding that this association was not reduced by the suppos‐
edly “buffering” effect of familial social support, suggests that racism has a strong and
pronounced effect.
A population-based incidence and case-control study of first-episode psychosis (Aetiology
and Ethnicity in Schizophrenia and Other Psychoses (ÆSOP)) examined the cross-sectional
association between ethnicity and psychosis and whether this was mediated by perceptions
of disadvantage (Cooper et al 2008). The Black ethnic groups were found to have a higher
incidence of psychosis. After controlling for unemployment, the association of ethnicity with
psychosis was attenuated by perceptions of disadvantage. This suggests that perceived dis‐
advantage is at least partly associated with the excess of psychosis among Black people liv‐
ing in the UK.
A second group has carried out a series of studies in the Netherlands, looking at the associa‐
tion between discrimination and the incidence of psychotic disorders. The first paper reports
upon the incidence of psychotic disorders over seven years in The Hague, a city with a large
and diverse minority ethnic population (Veling et al 2007). They found a dose-response rela‐
tionship between discrimination and age- and gender-adjusted incidence rate ratios of both
schizophrenic and all psychotic disorders in ethnic minority groups, suggesting that per‐
ceived discrimination might contribute to the increased risk of schizophrenia.
In their second paper, the group describes a case-control study of first-episode schizophre‐
nia investigating whether perceived discrimination at the individual level is a risk factor for
schizophrenia (Veling et al 2008). Cases reported somewhat higher rates of perceived dis‐
crimination in the year prior to illness onset than their siblings and the general-hospital con‐
trols, but these differences were not statistically significant. Therefore they concluded that
perceived discrimination at the individual level was not a risk factor for schizophrenia in
these data, although they concede that the relationship between racial discrimination and
psychosis may vary with the aspect of discrimination that is studied, and may also depend
upon the social context in which discrimination takes place.
An earlier UK study reported raised incidences of schizophrenia in all minority ethnic
groups presenting to psychiatric services within a deprived, inner-city setting (King et al
1994). Racism has been attributed as a cause of illness by psychotic patients but the
study was cross-sectional in nature, limiting an assumption about causality (Chakraborty
et al 2009b).
Another study found that black and minority ethnic patients with psychotic illnesses report‐
ed no more life events than their white British counterparts, but they were more likely to
attribute them to racism, potentially disinclining the minority patients from using services
they perceive to be racist (Gilvarry et al 1999). Societal racism has been mooted as a cause of
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increased risk of schizophrenia in Black populations in the UK; and institutional racism, life
events and chronic stress may also be associated with an increased risk of developing psy‐
chosis (Perera et al 1991).
Perceived racism (measured by the Perceived Racism Scale – McNeilly et al 1996) has been
examined for its predictive effects upon paranoia among African Americans (Combs et al
2006). In a population of African American college students, Combs and colleagues found
that perceived racism was highly significantly correlated with both cultural mistrust and
with non-clinical paranoia, even following adjustment.
A prospective study from the Netherlands examined people with no history of psychosis at
baseline and at three-year follow-up (Janssen et al 2003). It found that baseline perceived
discrimination was associated in a dose-response fashion, with delusional ideation at fol‐
low-up, irrespective of ethnicity and after adjustment. Both this and the Combs et al study
suggest that perceived racism/ discrimination are correlated with both sub-clinical paranoia
and frank delusional ideation.
An American study examined racial differences among male outpatients with severe mental
illness on therapeutic support, mental health service utilization, and service satisfaction
(Tsai et al 2012). A total of 530 participants (289 White, 179 Black, and 62 of another race)
across three large mental health centers (two state funded and one federally funded) in Con‐
necticut were examined cross-sectionally. No racial differences were found in therapeutic
support, and there were essentially no racial differences in service satisfaction, suggesting
there are few racial differences in the reported quality of mental health care and service uti‐
lization among male outpatients with severe mental illness.
Race appears to play a significant role as a determinant of health in the UK and US. The
study of racism and health is in relative infancy (Chakraborty & McKenzie 2002). The persis‐
tence of racial inequalities in health need to be understood in light of the persistence of ra‐
cialised social structures that appear to affect health status in multiple ways. It may be
suggested that the self-reported racism is a neglected determinant of health in research and
this, in itself, may contribute to the racial disparities in health outcome.

6. Ethnic inequalities in UK mental health care
Inequitable variation in the use of British health care services between ethnic groups has
been a matter of concern for British policy-makers and the Government alike. It has been re‐
viewed that mental health services are unappealing to some ethnic groups, who complain of
more coercive treatment as and adverse experiences (Cochrane and Sashidharan 1996) and
these experiences have been recently more systematically reviewed (Bhui et al 2003). The
UK Government’s Department of Health has recognized that there is a problem of race in‐
equality regarding the provision, management and outcome of mental health services and
addressed the issue of race and mental health care in the National Health Service in two
documents: “Inside Outside: Improving mental health services for black and minority ethnic
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communities in England” (DoH 2003) and “Delivering race equality in mental health care”
(DoH 2005).
6.1. Ethnic differences in experience, adherence and pathways to care
Bhui and colleagues recently conducted a thorough systematic review of UK studies pub‐
lished between 1983 and 2000, which compared access and use of mental health services by
different ethnic groups (2003). They suggested that Black people are over-represented
among in-patients and that Asian patients use in-patient facilities less often than White pa‐
tients. Also, there is some evidence for variations in pathways to specialist mental health
care, with Black people traversing more complex routes. Variation in primary care assess‐
ments or primary care involvement could explain some of those ethnic pathway-differences
to specialist services but the primary care literature was found to be limited. The authors
end by deeming a future priority as the measurement of discrimination as a potential ex‐
planatory factor for some of these differences.
More recently, the Aetiology and Ethnicity in Schizophrenia and Other Psychoses (ÆSOP)
study sought to investigate the relationship between ethnicity and pathways to mental
health services in two UK centres in a large cohort of patients with a first episode of psycho‐
sis (Morgan et al 2005a). African-Caribbean patients were significantly more likely to be
compulsorily admitted than White British patients, as were Black African patients. In a com‐
panion study, the ÆSOP group investigated the pathways to mental health care and ethnici‐
ty in a sample of patients with a first episode of psychosis drawn from two UK centres
(Morgan et al 2005b). They found that compared with White British patients, general practi‐
tioner referral was less frequent for both African-Caribbean and Black African patients and
referral by a criminal justice agency was more common. With the exception of criminal jus‐
tice referrals for Black African patients, these findings remained significant after adjusting
for potential confounders. This suggested to the authors that factors operate during a first
episode of psychosis to increase the risk that the pathway to care for Black patients will in‐
volve non-health professionals.
Linked to pathways to mental health care, the patient’s experience of treatment within
services is significant. There is limited research-work examining the effects of ethnicity
upon adherence with psychotropic medication. One US study compared psychotropic ad‐
herence rates in monolingual-Hispanics (mostly Puerto Ricans), bilingual-Hispanics, and
African-Americans as compared with Caucasians in 122 subjects recruited from a com‐
munity mental health center (Diaz et al 2005). After controlling for possible confounding
factors monolingual-Hispanics and African-Americans had lower medication adherence
rates than Caucasians.
A second US study of Texan Medicaid claims retrieved for patients diagnosed with either
schizophrenia or schizoaffective disorder assessed the association between ethnicity or med‐
ication and days’ use of the medication in the year following initiation (Opolka et al 2003). It
found that African-American and Mexican-American patients were significantly less adher‐
ent than White patients, even after controlling for potential confounding factors.
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The net result for Black patients of more aversive pathways to care, greater compulsory ad‐
missions and poorer medication adherence, unsurprisingly, seems to lead both to increased
mutual distrust from both patients and care-providers, as well as a more costly experience
for Black patients through mental health services.The finding that Black people are often re‐
luctant to engage with mainstream mental health services with delays in seeking help,
seems to create new risks, such as police involvement or use of the Mental Health Act,
which leads to disproportionately high rates of hospital inpatient admission, compulsory
admission, admission to intensive care and secure services and use of seclusion and restraint
in all types of hospital. Such patterns of service-use are negatively experienced and associat‐
ed with poor outcomes, as measured by relapse and readmission. In turn, these adverse con‐
sequences reinforce mistrust of mainstream services that is the initial cause of delayed
engagement.
The report “Breaking the Circles of Fear” (Sainsbury Centre for Mental Health 2002) looked
into the relationship between African and Caribbean people and mental health services. It
confirmed previous quantitative findings in relation to the over-representation of African
and Caribbean people in services. It also highlighted: high concentrations of African and
Caribbean people within inpatient, acute and secure treatment settings; limited involvement
of primary care and a lack of community-based crisis care; people coming into contact with
services via the criminal justice system; poor levels of engagement and satisfaction; ques‐
tionable attributions of risk to Black service users; high levels of fear among Black service
users of both mental health professionals and of statutory services; a related high level of
fear among mental health professionals in relation to the risks posed by Black service users;
and alienation and lack of involvement of Black carers.
6.2. Institutional racism and mental health
Institutional racism may be defined as “the collective failure ofan organization to provide an
appropriate and professional serviceto people because of their colour, culture, or ethnic ori‐
gin. This can be seen or detected in processes, attitudes, and behaviourthat amount to dis‐
crimination through unwitting prejudice, ignorance, thoughtlessness, and racist
stereotyping which disadvantagespeople in ethnic minority groups” (MacPherson 1999).
The concept has been applied to psychiatry and will be discussed later but prior to this and
related to it, has been the debate of the provision and delivery of services to minority ethnic
groups and to best suit their mental health needs.
The fairly consistent findings reported in the previous section have suggested certain
themes of mental health care in relation to the Black British population: that of increased co‐
ercion, more aversive pathways to care, leading to greater mistrust, sooner disengagement
from services with poorer service-related outcome and greater rates of readmission. These
themes have prompted the charge of either a prejudicial or discriminatory mental health
system when it comes to care provision for minority ethnic groups, and the need for a suita‐
ble solution if the is indeed the case.
The charge of whether or not UK psychiatric services are institutionally racist has also been
recently hotly debated in the literature (Singh and Burns 2006; McKenzie and Bhui 2007). A
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focus of the debate has been the Healthcare Commission’s report of the findings of the
“Count me in” one-day census of NHS hospitals, private mental health hospitals and learn‐
ing disability units (Healthcare Commission 2006). The survey of 32,023 inpatients reported
that 21% of patients were from black and minority ethnic groups, although they represent
only 7% of the population. Rates of admission were lower than average in the white British,
Indian, and Chinese groups, but three or more times higher than average in black African,
black Caribbean, and white and black Caribbean mixed groups. Not only were people in
these three groups more likely to be admitted to hospital, but also those in hospital were
19-39% more likely to be admitted involuntarily. Once in hospital, people who defined
themselves as black Caribbean had the longest stay.
Singh and Burns state that these findings do not necessarily prove institutional racism, and
that the scientific evidence to support this charge is inconclusive (2006). They argue that the
increased rate of psychotic disorder in UK second-generation African-Caribbeans is not a
specific phenomenon, rather a common experience of migrants in a new country. They ar‐
gue that the more aversive care pathways of African-Caribbeans through the mental health
system may be better explained by: greater stigma of mental illness within this minority
community, and less social support from the immediate family, rather than by psychiatric
racism. The racist argument is further undermined, they suggest, by the lower aversive
pathways for the south Asian community (which, presumably would also be subject to rac‐
ism from the system) where the familial support might be stronger. They write that the ac‐
cusation of racism against the health system can be pernicious, as it sets up distrust in the
minority community which may present to services with an expectation of inequitable serv‐
ices leading to their delayed help-seeking further and impeding recovery. It may also under‐
mine staff morale, whom may feel undervalued and blamed as a result of charges of racism.
In response to this, academics have suggested that the above position represents a set of
stereotyped responses to charges of racism rather than sound scientific arguments (McKen‐
zie and Bhui 2007). Those inappropriate responses consist of either blaming the individual
making the charge of racism; misunderstanding institutional racism as the fault of the indi‐
vidual rather than a systemic failure; requiring proof of intent within a racist action if it is to
be truly racist; and finally, ignoring the urgency of the problem by calling for more research
rather than suggesting remedial action.
6.3. Epidemiological issues around hospital admission data
The use of psychiatric hospital in-patient admissions statistics to examine ethnic variations
in the pattern of mental illness offers both advantages and disadvantages. These statistics
present both general challenges as well as those specific to interpreting trends within ethnic
groups. On the one hand these data have been available on a national scale and are not like‐
ly to be influenced by the research process itself. On the other hand these data suffer from
several problems, which means that findings based on them exclusively can be considered
only as a starting point in the research process rather than necessarily as a basis for drawing
conclusions.
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Sashidharan raises problems with epidemiological research in examining the issue of in‐
creased diagnosis of schizophrenia in African-Caribbeans in his elegant review, which is still
relevant today (1993). He begins by discussing the invoking of a commonality of culture to
heterogeneous peoples as misleading: that the categorization of African-Caribbeans as a sin‐
gle cultural group is inappropriately simplistic. He goes on to state that the tradition of epi‐
demiological approaches to cross-cultural comparisons of rates of schizophrenia is often
problematic because of vastly different methods used across studies including differing case
finding methods, lack of diagnostic criteria and the failure to control for confounding varia‐
bles such as socio-demographic factors.
6.4. Alternative explanations
There may be other factors than perceived racism, which are predictive of therapeutic en‐
gagement in those with schizophrenia and psychosis. These include the following and will
be further discussed in the Discussion section: remission of paranoia; impaired insight; in‐
volvement with the criminal justice system; recovery style; physical abuse as a child; lack of
knowledge regarding consumer rights; difficulties in building an alliance; low neuroticism
and high agreeableness (Lecomte et al 2008). It is possible that these factors act alongside
that of perceived racism or are in fact either confounders or proxy measures of the relation‐
ship between racism and outcome.

7. UK African-Caribbeans with psychosis: A case study
Migration from the Caribbean to the United Kingdom began in the early 1950s. Psychiatric
research in Britain over the past three decades has consistently shown elevated rates of
schizophrenia among African Caribbean people compared with the indigenous white British
population, with Caribbeans typically reported to be three to five times more likely than
whites to be admitted to hospital with a first diagnosis of schizophrenia (Chakraborty 2008).
These findings have been repeated in studies that have looked at first contact with all forms
of treatment, rather than just hospital services (King et al 1994; van Os et al 1996); and the
rates of schizophrenia were found to be even higher in the UK-born children of the immi‐
grants (Harrison et al 1988).
Some commentators have not accepted the validity of these data and continue to suggest
that a higher incidence remains unproven owing to methodological flaws with the research
(Sashidharan 1993). Epidemiological issues are as follows: until the 1991 Census, where a
question on ethnic background was asked for the first time, the data on the size of the Afri‐
can Caribbean population in the UK was limited and unreliable, resulting in its possible un‐
derestimation and consequent overestimation of morbidity rates. However some have
shown that even if the Caribbean population was much larger than initially estimated, the
psychosis rate still remains significantly greater than in the white population (van Os et al
1996; Bhugra et al 1997). The incidence rates reported for Caribbeans in their countries of
origin however, seem much lower and closer to the rates seen in the white British popula‐
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tion in the UK (Mahy et al 1999), although this may only be inferred from certain work
where ethnicity was not reported. Therefore, people have sought to explain why there is an
elevated rate of psychosis in African Caribbeans in the UK compared with the indigenous
population and compared with their counterparts in the Caribbean.
The anthropological argument against applying the Western concept of schizophrenia to
people from other cultures has been raised (Fernando 1988). Fernando argues that explana‐
tions for differences in rates of schizophrenia are invariably concerned with biological dif‐
ferences between racial groups, whilst failing to consider the socio-political (often racist)
context in which the diagnoses are made. He continues that schizophrenia is “over-diag‐
nosed” and this hinges on the nature of a psychiatric diagnosis and the nature of racial bias.
Fernando views diagnosis as a hypothesis: no more, no less, but in a psychiatric culture
where he perceives racial bias to be active, a correct diagnosis in the psychiatric tradition
could still be viewed as a racist one, and therefore inappropriate.
Many non-Western cultures do not regard hallucinations as pathological as they are in the
West. This could mean an increased readiness to volunteer hallucinatory experiences by
non-Western groups. Indeed, increased hallucinatory behaviour and paranoid experiences
have been described by Blacks compared with Whites in both the UK and the US general
populations (Sharpley& Peters 1999).
There is a belief that African-Caribbeans diagnosed with schizophrenia experience a more
relapsing and remitting illness, with more affective symptoms and social disturbance, but
fewer negative symptoms than their white counterparts.McGovern and Cope found greater
incidence of atypical psychoses and acute-onset illnesses in UK Caribbean patients, usually
associated with a good outcome (1991). McKenzie and colleagues conduced a four-year fol‐
low-up study of patients with recent-onset psychosis and found the Caribbean patients
spent more time in a recovered state, were less likely to have a continuous illness, although
they suffered more compulsory admissions and imprisonments; this may suggest at least an
illness with a different outcome if not a different illness entity (1995).
The increased risk of schizophrenia has also been attributed to an underlying genetic sus‐
ceptibility, obstetric injury, maternal congenital rubella, migration, and cannabis misuse but
these theories remain either largely unsubstantiated by the epidemiological evidence or the
findings themselves are contradictory.
7.1. Social hypotheses
7.1.1. Urbanicity
There is a clear association between inner-city deprivation and high rates of psychiatric admis‐
sion in general and schizophrenia in particular. It has been suggested that being born or brought
up in the city increases the risk of schizophrenia rather than simply a consequence of social drift
or social residue. This increased risk has been linked to stressful life events, isolation, over‐
crowding, higher crime, and lower socio-economic status. The association may be confounded
by the observation that physical risk factors occur more commonly in the city, such as low birth‐
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weight and perinatal infections (Chakraborty 2008). Harrison and colleagues did not find that
area of residence alone was capable of explaining the elevated risk of schizophrenia in Carib‐
beans in UK cities (1988). It could be that African-Caribbean people are exposed to adverse so‐
cial factors more frequently than their white counterparts, such as stressful life events, lower
socio-economic class and unemployment levels (Bhugra et al 1997).
7.1.2. Social disadvantage
Social support systems influence health. The physical structure of communities and social
cohesion could either encourage or discourage mutual support, self-esteem, a sense of be‐
longing and enriched social relationships. The level of mutual dependency and positive sup‐
port that can arise from a community, which has high reciprocity and structured caring,
(known as “social capital” [Putnam 1995]) may protect against mental illness.
Researchers have argued that Caribbean community structure is compromised relative to
other groups, in terms of more single-parent families, more parental separation and more
children raised in foster care or children’s homes (Maughan 1989). More people live alone
and are imprisoned, leading to a form of social exclusion which may increase a susceptibili‐
ty to poor health. Indeed, it has been found that the incidence of schizophrenia in non-white
ethnic minorities in London is greater when they comprise a smaller proportion of the local
population, supporting the “ethnic density” effect (essentially, safety in numbers) as a buffer
against psychosis (Boydell et al 2001).
7.2. Pathways to care and within the system
As described earlier, it has been found that African-Caribbean patients with schizophrenia
in the UK have more aversive pathways into care, i.e. greater police involvement, less gener‐
al practitioner involvement and a greater occurrence of compulsory hospital admissions
(Davies et al 1996). This appears to be unrelated to the duration of untreated psychosis, oc‐
curring in early-onset and more chronic cases alike. It has been thought that African-Carib‐
bean patients may not seek general practitioner help early on in their illness due to
embarrassment and shame about stigma, leading to a deterioration in health and the need
for more dramatic intervention later on (Owens et al 1991). Young black men are more often
perceived as dangerous and threatening, and this too may contribute to increased rates of
compulsory admission.
Once within care, black Caribbean patients are more likely to remain in hospital for longer
with more frequent admissions (McKenzie et al 1995); are more often treated in secure facili‐
ties; are given higher doses of psychotropic medication and larger amounts of depot injec‐
tions; and receive less psychotherapy than white patients. People of Caribbean origin leave
hospital with more untreated symptoms and are less likely to stay engaged with services
(Chakraborty 2008).
7.3. The effect of racism
Racism is a plausible explanation for the increased rates of psychosis in UK Caribbeans. Rac‐
ism compounds the effects of gender and social deprivation (Lillie-Blanton &LaVeist 1996).
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In addition, thwarted aspirations have been linked to psychological stress and the persis‐
tent, prolonged struggle and failure to overcome difficulties of denied opportunities has
been linked to a decrease in psychological well-being and hypertension (James 1994).
Discrimination has been prospectively linked to delusional ideation (Janssen et al 2003) but
prospective work examining the association between racism and psychosis is still sparse. It
is conceivable that there is an association between racism and lack of adherence as Carib‐
bean psychotic patients are more likely to attribute their problems to racism then mental ill
health (Chakraborty et al 2001).
A lack of adherence with treatment is typically associated with a mismatch of explanatory
models between doctor and patient (Callan & Littlewood 1998); if the patient is more likely
to frame their problems within a framework of racism rather than mental illness, they are
less likely to comply with a treatment plan that fails to acknowledge their framework. The
perception that services and treatment are discriminatory deters African-Caribbeans from
accessing these services.
One could argue that the perception of the African-Caribbean patient’s illness experience of
the phenomenon known as schizophrenia represents an explanatory map that overlaps with
that of a schizophrenic patient from a different culture with both common and distinct ele‐
ments, with differing emphasis placed on those elements by the illness-sufferer. If greater
regard is paced upon the racial elements by the patient and correspondingly less attention is
paid to them by the clinician, it becomes understandable why therapeutic alliances fail to
form, treatment programmes break down and prognosis and service-related outcomes suf‐
fer.
As a result, service-related outcomes, such as poor satisfaction, poor subsequent engage‐
ment, compulsory hospitalization and depot medication use, reflect an impaired interaction
between the individual and the system of care, which may at least in part be due to the indi‐
vidual perceiving services as racist. A recent US study found that African American men
with mild paranoia were less likely to be hospitalized than their white counterparts, sug‐
gesting a state of “cultural mistrust” of services by the former group, leading to them delay‐
ing help-seeking (Whaley 2004).
In 100 African-Caribbean participants with psychosis, racism was measured at baseline us‐
ing the Perceived Racism Scale; with adherence, using the Drug Attitudes Inventory and
Kemp Scale, and hospital admission-data determined after 12 months (Chakraborty et al
2011; 2009c). We found associations between total perceived racism for the previous year,
and everyday-racism for the previous year, with subsequent medication adherence. Shame
felt about health-system racism was associated with increased adherence, and powerless‐
ness about it was associated with fewer subsequent hospital bed-days. Finally, health-sys‐
tem racism was associated with both the number of subsequent hospital bed-days, and
admission-length. In addition, stratified analyses showed that both baseline adherence and
six-month estimated adherence appeared to mediate these effects. In this cohort of AfricanCaribbean patients with psychosis, perceived racism was a determinant of adherence over
12 months.
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Therefore, we proposed a model whereby perceived racism contributes to an individual re‐
jecting mental health services (manifested by the mediating effect of poor adherence) which
leads to a poorer outcome, evidenced by a longer hospital stay. Secondly, powerlessness
about perceived health-service racism may represent a sense of resignation about the “sys‐
tem”, leading paradoxically to greater adherence and better outcome.

8. The first nation experience: A Canadian perspective
The primary and secondary authors have recently migrated to Canada. This affords the op‐
portunity to compare the phenomenon described in the case study cross-culturally namely,
in North American indigenous peoples: the First Nation population. The First Nations are
the various Aboriginal peoples in Canada having cultures spanning thousands of years,
who are neither Inuit nor Métis. The total population is nearly 700,000 people. There are cur‐
rently over 630 recognized First Nations governments or bands spread across Canada, half
of which are in the provinces of Ontario and British Columbia.
Aboriginal people experience a broad range of health issues, and have the poorest health
levels in the country. Aboriginal people have shorter life expectancies, experience more vio‐
lent and accidental deaths, have higher infant mortality rates and suffer from more chronic
health conditions (Ontario Aboriginal Health Advocacy Initiative, 2003). Aboriginal people
are also more likely to face inadequate nutrition, substandard housing and sanitation condi‐
tions, unemployment and poverty, and discrimination and racism; all important factors in
maintaining health and wellness.
The First Nation population is distinct from the African-Caribbean comparator, in that the
former has not migrated; therefore the potential confound of migration-stress is avoided, as
is the potential effect of dislocation from a broader social network which, on some levels,
has remained intact.
8.1. Mental health disparities
Socio-economic inequity is associated with higher rates of suicide and mental illness, by ex‐
posing individuals to a wide range of stressors, including negative life events, as well as di‐
minishing their hopes and expectations for a positive future with meaningful opportunities
for work and life. Rates of mental health problems, such as suicide, depression, and sub‐
stance abuse, are significantly higher in many Aboriginal communities than in the general
population (First Nations Regional Longitudinal Health Survey, 2005).
Thirty percent of First Nations people have felt sad, blue or depressed for two or more
weeks. Suicide and self-inflicted injuries are the leading causes of death for First Nations
youth and adults up to 44 years of age. (Health Canada, 2003; Kirmayer et al 2007). First Na‐
tions youth commit suicide about five to six times more often than non-Aboriginal youth.
The suicide rate for First Nations males is 126 per 100,000 compared to 24 per 100,000 for
non-Aboriginal males. For First Nations females, the suicide rate is 35 per 100,000 compared
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to only 5 per 100,000 for non-Aboriginal females (Canadian Institute of Child Health, 2000).
Suicide rates for Inuit youth are among the highest in the world, at 11 times the national
average. Over a third of all deaths among Aboriginal youth are attributable to suicide. Al‐
though the gender difference is smaller than among the non-Aboriginal population, males
are more likely to die by suicide, while females make suicidal attempts more often. Suicide
is never the result of a single factor, but arises from a complex web of interacting personal
and social circumstances. The individual variables that affect suicide in Aboriginal people
are no different than those found in other populations and communities, but the prevalence
and interrelationships among these factors differ for Aboriginal communities due to their
history of colonization, and subsequent interactions with the various institutions of Canadi‐
an society.
Alcohol intoxication has been reported to be a major factor contributing to suicide in most
studies of First Nation people. The strong association of alcohol intoxication and suicide
among First Nations people reflects the high prevalence of substance abuse in many com‐
munities with an earlier age of first use (May et al., 2002). A survey of drug use in Manitoba
assessed Aboriginal (Indian and Métis residents off-reserve) and non-Aboriginal adolescents
over four consecutive years from 1990 to 1993 (Gfellner and Hundleby, 1995). The Aborigi‐
nal groups had consistently higher rates of use of marijuana, non-medical tranquilizers, nonmedical barbiturates, LSD, PCP, other hallucinogens, and crack cocaine. For both LSD and
marijuana, the average rate of usage for Aboriginal adolescents was over three times higher
than the corresponding non-Aboriginal rate. This is important to note, as both alcohol and
substance misuse are known to interact with mental illness not only as a causal factor, but as
a consequence.
However, there are wide variations across Aboriginal communities, with many showing
rates lower than the general population. Disaggregating generic figures may shed light on
resiliency factors operating in certain Aboriginal communities that guard mental health.
8.2. The legacy of residential schools
An important historical determinant believed to have shaped the mental health of Aborigi‐
nal people is the legacy of the residential schools. The Indian Residential School (IRS) sys‐
tem grew out of Canada's missionary experience with various religious organizations, with
federal governmental administrative involvement as early as 1874. The schools were located
in every province and territory, except Newfoundland, New Brunswick and Prince Edward
Island. The children were transported from their homes and families and culture of origin to
often distant schools where they were mixed with children from different first Nations tradi‐
tions. A distinctly Western-cultured learning methodology and belief system was delivered,
which determined knowledge acquisition and, indirectly, may have had an impact upon
self-esteem. Most residential schools ceased to operate by the mid-1970s; and the last closed
in 1996. It is estimated there are 80,000 people alive today who attended residential schools.
Although it is not uncommon to hear former students speak about positive experiences in
residential school, their stories are often overshadowed by disclosures of abuse, criminal
convictions of perpetrators, and the legacy of the IRS system. A research project commis‐
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sioned by the Aboriginal Healing Foundation found that 75 percent of the case files for a
sample of Aboriginal residential school survivors contained mental health information with
the most common mental health diagnoses being post-traumatic stress disorder, substance
abuse disorder and major depression. (Aboriginal Healing Foundation, 2003).
8.3. Housing
An additional social determinant of mental health may be the problem of housing. In Cana‐
da, racial ghettos arose with the formation of First Nations reserves which led to the segre‐
gation of people, depriving them of the systemic social supports available. A recent federal
evaluation of First Nations housing concluded that the housing shortage on reserves is se‐
vere with no immediate sign of improvement (Aboriginal Affairs and Northern Develop‐
ment Canada, 2011). According to the February 2011 report, 35,000 new units would need to
be built to meet current demand although the Assembly of First Nations puts the figure clos‐
er to 85,000. Housing on reserves appears substandard when compared with housing off re‐
serve: 41.5 per cent of homes on reserves need major repairs, compared with seven per cent
in non-aboriginal households outside reserves. Rates of overcrowding are six times greater
on reserve than off. In many communities, three generations live under one roof through ne‐
cessity rather than choice.
The First Nation reserves are very often quite isolated geographically and socially. There of‐
ten is no employment for young people on the reserve or in the immediate area. The federal
allowance or provincial social services is a major source of funding for daily life. At the
same time traditional valued social roles such as hunting have been lost. Diversions such as
substance abuse have occurred. The absence of social roles and remunerative work on re‐
serves has resulted in some exodus of community members searching for work or meaning‐
ful identity, to often inner-city areas where substance use and crime has further undermined
their mental health. These features would describe the communities with a high incidence of
morbidity. However because of the diversity of the First Nations, some communities are in‐
tact, value and preserve their traditions, and have extended families including the elders
who pass on the community values, skills, language, belief systems, and identity. These at‐
tributes contribute to the community resilience and can support individual health.
Nevertheless, research has shown that inadequate housing and support can lead to deterio‐
rations in mental health, increase risk of suicide, put strain upon family relationships, home‐
lessness and involvement with the criminal justice system, and lead to inappropriate
hospitalisation or unnecessarily long stays in hospital (Freeman 2004; Newman 2001; Wong
& Solomon 2002).
8.4. First Nations Regional Longitudinal Health Survey
The First Nations Regional Longitudinal Health Survey (RHS) is the only First Nations gov‐
erned national health survey in Canada (First Nations Information Governance Centre,
2012). In the past, large numbers of First Nations people living on reserve were excluded
from major national health surveys such as the National Population Health Survey (NHPS).
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Other surveys, which attempted to obtain on-reserve data, did not reach enough communi‐
ties, and thus, were unable to produce valid statistics at the national or regional level upon
the relationships between social determinants and disease prevalence. These pieces of infor‐
mation are crucial to drive effective and responsive policy development to improve the
health of First Nations.
The first RHS was in 1997 involving First Nations and Inuit; it was launched to redress the
exclusion of First Nations and Inuit from major national health surveys. RHS 1997 is consid‐
ered to be the pilot survey for the longitudinal RHS. RHS Phase 1 [2002/2003] was designed
as a baseline study within a longitudinal survey. Over 22,000 surveys were collected from
238 First Nations communities across Canada. RHS Phase 2 [2008/2010] has been completed,
with Phase 3 [2012], finally Phase 4 [2016].
Phase 1 reported upon racism, as well as barriers to health and barriers to accessing health
care. Of note, one in ten First Nations adults reported having suicidal thoughts and 50% of
those people reported suicide attempts over their lifetime. First Nations youth were found
to not access traditional supports or mental health services, despite reporting not feeling
emotionally or mentally balanced and not progressing in relation to reducing alcohol and
drug abuse. Phase 2 has preliminarily reported upon mental health and substance misuse as
well as other areas however, as in Phase 1, there is no quantitative inter-ethnic comparison
of mental illness prevalence or service-use.
8.5. The Alberta First Nations Report: A focus on health service use
The closest example of an inter-ethnic comparison and, perhaps a template to compare with
our putative model of racism and psychosis in UK Caribbeans, is taken from a 2004 report
focussing on health service use in First Nations residents in Alberta (Cardinal et al, 2004).
The study reported upon adopted a uniquely bicultural approach, employing both quantita‐
tive and qualitative methods to arrive at a holistic understanding of disease and wellness
more closely akin to the traditional First Nations’ paradigm of illness.
The Alberta Mental Health Board provided information showing that First Nations people
had three times more episodes in psychiatric treatment centres than the matched control
group (Caucasian Canadians), with the majority of episodes lasting less than one week.
However, the control group had more outpatient mental health clinic episodes than did First
Nations people. Finally, they found that First Nations people were 2.9 times more likely to
be treated in the physician’s office for schizophrenia than the control group.
The First Nations findings have striking similarities with the UK Caribbean psychosis trends
described earlier: more acute psychiatric inpatient admissions; shorter lengths of stay; lower
use of non-emergency, outpatient services; and the greater likelihood of the First Nation pa‐
tient in the physician’s office being treated for psychosis, than their Caucasian counterpart.
Overall one could infer that these indicate cultural mistrust in mainstream mental health
services with the consequent adverse impact on service-related outcomes. Perhaps a cycle of
mistrust is set into motion as before, with the avoidance of outpatient services earlier in an
illness; undermining prevention and leading to further deterioration; prompting the com‐
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pulsion toward emergency treatment through imposed hospital admission; ending in sooner
disengagement from this process, exemplified by a shorter admission; in a climate of further
distrust. The Albertan authors seem to have recognized the potential for services’ mistrust
by acknowledging the importance of racism and discrimination upon adverse health out‐
comes, concluding that culturally-sensitive mental health treatment is required in order to
redress these disparities.

9. Conclusion
Research on the impact of racism on adherence and health should pay further attention to
the ways in which victims respond to and attempt to manage these negative experiences.
More generally, future research should try and identify the health-enhancing resources and
cultural strengths that provide protection from at least some of the pathogenic risk factors
that may be faced by this group.
Feelings of shame and powerlessness induced by racism from mental health services were
found to improve both adherence and reduce hospital admissions; this is a double-edged
sword. Those individuals concerned showed improved adherence and outcome, but at what
personal detriment to their psyches and feelings of self-worth? It would be interesting to de‐
termine the association between such feelings of powerlessness and shame related to health
services and the longer-term psychological and social functioning of individuals.
If the experiences of racism are viewed as a significant stressor they, like other stressful life
events, could be inquired into and recorded within the psychiatric history-taking process.
Indeed, increasing patient-centeredness in African-Americans has been raised as an impor‐
tant strategy to address racial/ethnic disparities in health care (Johnson 2004); which builds
on previous research where patient activation has been linked to improved health outcome
(Stewart 1995). With common themes emerging in this regard in both UK African-Carib‐
beans and the Canadian First Nations people, this model could be extended for use in both
populations and perhaps, beyond.
Through sensitive and genuine acknowledgement, this could be a way of relieving the sense
of disempowerment and shame the patient might have felt about their experiences. Perhaps
such a clinical encounter could strengthen the therapeutic relationship through a sense of
mutual trust, and hopefully improve the outcome of people in the UK and Canada suffering
from the effects of both racism and psychosis.
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Rethinking Dissociation in an Age of Virtual Worlds
Gregory Patrick Garvey
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/54307

1. Introduction
My previous research sought to address the general question of whether the use of virtual
worlds and video games may induce experiences that fit the language used to describe dis‐
sociative disorders. The method of investigation was the development of a survey instru‐
ment based on the Structured Clinical Interview for Depersonalization – Derealization
Spectrum (Mula et al., 2008). The new survey was in turn administered to a population of
users of the virtual world Second Life. While results from this initial study provided some
provisional insights the question that motivated this research remains worthy of further at‐
tention. In fact this question was originally arose from a consideration of a more general
question: how do we distinguish what it real from what is virtual? From this initial question
it is possible to tease out a number of questions deserving of further investigation.
A significant number of people spend a significant amount of time using virtual worlds for
gaming and entertainment. According to the market research company KZERO WORLD‐
WIDE (http://www.kzero.co.uk/) the cumulative total of registered accounts for virtual
worlds, MMOs (massive multi-player online games) and social gaming stands at 1.92 billion.
The Entertainment Software Association (http://www.theesa.com/facts/index.asp) reports
that 72 percent of American households play computer or video games. According to the
Pew Research Center 97 percent of teens in the United States play videogames of some sort.
(Pew Research Center 2008).
Edward Castronova argues that virtual worlds and games attract our attention because
they offer more positive experiences than the real world. This places the real and the vir‐
tual in competition for people’s time and attention. Castronova invokes simple economic
theory to claim, that “the real world is going to lose.” (Castronova 2008). With Castrono‐
va’s exodus people are “moving their attention, not their bodies, and they are moving
back and forth all the time.”
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If Castronova is right and the data on the growing numbers of users of games and virtual
worlds appear to support his speculations, then we need to understand how is it that people
“are moving back and forth all the time” but manage not to confuse the real and the virtual.
We need to understand why and how “reality testing is intact” as people migrate back and
forth from the real to the virtual.
The use of virtual worlds is no longer an activity at the margins of society. It is now a part of
the cultural fabric. Yet we have a poor understanding of the impact of this activity on the
psychological well being of players. More to the point we do not understand how human
beings sort out the differences between virtual experiences and real life experiences. How is
it that most people easily recognize and separate these two domains of experience?
In the near future this ability will be challenged. Rapid advances in wearable computing
(compact computational and sensing devices molded to comfortably fit the human body)
have introduced new viewing devices that promise to further blur the lines between the real
and the virtual. Announced in April 2012 Goggle’s Project Glass introduces augmented real‐
ity eyewear that offers anywhere, anytime connectivity (Hill 2012). The display visible with
the eyewear merges together a view of the real world with the overlay of the capabilities of
web browsers and smartphones.
The Rift Project developed by Oculus will introduce Virtual Reality goggles in early 2013
that feature an extremely high resolution display with head motion tracking for the home
market for games. As video gaming experiences become increasingly realistic, engaging and
immersive how will users/players distinguish real experiences from virtual experiences?
What of their long-term memories of these experiences? Will those memories of virtual ex‐
periences intermingle with memories of “real” experiences? What of dreams? Anecdotal ac‐
counts suggest that players do have dreams about gaming experiences.
With augmented reality the distinction between the real and the virtual collapses and be‐
comes a single unified experience. A person viewing the Grand Canyon through augmented
reality glasses might a see text overlay identifying prominent features of that landscape. It
seems quite unlikely that someone might confuse this text overlay as part of the observed
reality as they can simply take off the glasses and view the natural world as it is. But what if
that overlay includes a video conferencing feature similar to Skype? The individual sees a
Park Ranger (who is not physically there) and hears the voice of the Ranger through their
ear buds (headphones built into the glasses). The Park Ranger responds to questions, ges‐
tures to geological features in the environment (much like the weather man or woman
against a green screen), engages in conversation and can even make eye contact.
For all intents and purposes this experience is real, feels real to the viewer and will be re‐
membered just as vividly (perhaps even more so?) as the experience of talking to a person
standing next to him or her on the South Rim. What is substantively different about this ex‐
perience is that it is a broadband, information rich, real time interaction. This experience
completely engages the participant in the visual, auditory domains and more importantly in
the realm of human social affairs.
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A determined materialist might argue that this is simply a pseudo question and concern. We
know the physics and electrical engineering of how the bits and bytes are represented as
electrical impulses and stored on a hard drive. The engineering is well established for how
the data is read, parsed into instructions and the algorithms are executed, while user input is
processed resulting in the real time display of 3D computer graphics along with the play‐
back of stereo sound. We know a great about the systems of visual and auditory processing,
from the anatomy of the eye and ear to the neural correlates in the brain. The reductionist
can confidently say that we objectively know what is out there, is real. We thoroughly un‐
derstand the science and engineering how the virtual worlds are generated. The light from a
pattern of pixels that hits the retina is just as “real” as light coming from the “real” or natu‐
ral world. We even understand a great deal about perception, both how the brain creates the
world out there from sensory inputs to even how the brain processes illusions.
But that is not the point. This reductionist argument is like trying to explain the experience
of reading a novel by describing the technology of papermaking, publishing and printing.
The real question centers on that human capacity to imagine fictitious worlds when hearing
or reading stories or watching a play or film or play a game.
What is happening when we experience the “suspension of disbelief”? What is this capacity
to simultaneously know that the experience (reading fiction, watching a play or movie) is
not real but still responding as if it were real? When dreaming one’s motor control is sup‐
pressed. When we read a book, watch a play or film we remain seated. When we play a vid‐
eo game we interact within the constraints defined by the interface. Historically game
interaction has been accomplished by use of a mouse and keyboard, or with the buttons on a
game controller. More recently motion tracking and motion sensing technologies motion
used with the Wii or Microsoft Kinect make it possible to interact using one’s whole body.
There is also the temptation to dismiss this as a topic best suited for an introductory
class in philosophy. After all the question of what is the reality of the virtual is an epis‐
temological one. Yet this does not mean that such questions have to be abandoned and
left to metaphysics. Testing a series of questions and gathering data using quantitative
and qualitative methods can provide meaningful results. To return to the question sug‐
gested at the onset of this chapter, does the language used to describe the diagnostic cri‐
teria for dissociative disorders specifically from the Diagnostic and Statistical Manual of
Mental Disorders: Fourth Edition, Text Revision (2000), apply to experience of using virtu‐
al worlds or playing games?
In the DSM–IV–TR dissociative disorders are described as the “disruption in the usually in‐
tegrated functions of consciousness, memory, identity, or perception of the environment”
and “partial or complete loss of the normal integration between memories of the past,
awareness of identity and immediate sensations, and control of bodily movements.” Why is
it that frequent migrations between the real and virtual do not trigger a “disruption in the
usually integrated functions…”? If a subject presents symptoms of dissociation in real life
do these symptoms carry over or are aggravated by use of a virtual world like Second Life
(http://secondlife.com/)?
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The DSM-IV-TR acknowledges that dissociative states “occur frequently and are not inher‐
ently pathological” and are even “sought-after experiences as part of long standing religious
and cultural rituals and practices.” Many conditions present similar clusters of symptoms,
yet the language used in the DSM for the diagnostic criteria for depersonalization and derealization is a fitting description for how avatars (the user’s onscreen representation in a
virtual world or game) look “unreal” and one's surroundings looks “unreal” in a virtual
worlds like the SIMS, The World of Warcraft or Second Life. These virtual worlds are all com‐
puter generated 3D computer graphics simulations that in spite of considerable advances in
real time rendering fall well short of photo-realism and still look fake and cartoonish.
The DSM-IV-TR uses the following criteria for derealization: “The perception or experience
of the external world so that it seems strange or unreal; Feeling as though one's environment
is lacking in spontaneity, emotional colouring and depth.” In Second Life the objects, archi‐
tecture and avatars representing other residents appear “strange and unreal” and are “lack‐
ing in spontaneity, emotional coloring (especially other avatars) and depth.”
The diagnostic criteria for Item 300.6 Depersonalization Disorder specifies the following:
“Persistent or recurrent feelings of being detached from one’s mental processes or body; as if
an observer; During depersonalization, reality testing is intact.” In Second Life users see their
avatars from a default point-of-view (POV) slightly above and behind their “in world” ava‐
tar. This is not unlike descriptions of out-of-body experiences. Users can also use a viewing
technique called mouse-look which makes it possible for a user to view his or her own ava‐
tar as if it were someone else. Avatars controlled by other users can “seem unfamiliar or me‐
chanical” or “robotic”.
Updated in DSM-IV-TR, Dissociative Identity Disorder (DID) refers to the “presence of two
or more distinct identities or personality states” that “recurrently take control” of a person’s
behavior. It is a common practice for Second Life users to have multiple “in-world” avatars
(known as alts) that can be of a different gender. The user effectively takes on a different
personality and behavior when employing a different avatar.

2. A Survey and results
It is an informal observation to say that the language of the diagnostic criteria of the DSM is
an apt description of the experience using a virtual world like Second Life. To say that a com‐
puter generated simulation of a world looks “strange, unreal” or that the avatars in that vir‐
tual world “seem unfamiliar or mechanical” or “robotic” is a matter-of-fact statement.
Similarly asserting that for most users and players “reality testing is intact” is likewise an
uncontroversial truism.
To suggest that users and players who have multiple avatars may experience something
akin to dissociative identity disorder is another matter. These terms and phrases have real
import when used as part of the diagnostic criteria for dissociative disorders. If users selfreport and respond in the affirmative to a self-administered questionnaire related to the di‐
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agnostic criteria then there may be something worth further scrutiny. In order to conduct a
more systematic investigation the development of a survey instrument and its deployment
was required.
The Structured Clinical Interview for Depersonalization – Derealization Spectrum (SCIDER) (Mula et al., 2008) was chosen as a model for a new survey. Questions were selected
on the basis of how well they applied to the experience of using Second Life. Those questions
that referenced situations that could only be experienced in “real life” were not used. Some
questions were used as is or were minimally rewritten to clearly reference the experience of
using Second Life. This newly created survey instrument was administered to a select popu‐
lation of users of Second Life. A parsimonious interpretation of the initial results, suggest that
a significant number of survey respondents agreed that the descriptions of dissociative ex‐
periences based on the diagnostic criteria of the DSM-IV-TR do apply to the experience of
using virtual worlds.
The SCI-DER introduces the survey questions with this general question: “Have you ever
experienced just for a few seconds or for days or months. …” After that each of the specific
questions follow such as the first: … that the outside world was strange and unreal?
This preface from the SCI_DER is rewritten for the new survey as: “While in Second Life have
you ever experienced just for a few seconds or for a longer period of time…” The first question
is modified as follows to refer directly to the experience of being logged into Second Life.
…that the virtual world was strange and unreal?”
Questions were added that addressed gender, age and length of time spent as a registered
user (resident) of Second Life. In the end the new survey instrument comprised a total of 23
questions. Respondents answered Yes or No to each. While the SCI-DER is considered a va‐
lidated instrument with high reliability, this new survey does not make any such claims.
Additionally this new survey was not intended to be used for the purposes of diagnosis. The
survey was administered by the Social Research Foundation (http://www.socialresearch‐
foundation.org/) to a sample population of 110 “residents” of Second Life. Respondents
completed the survey online anonymously. The following charts show sample results of this
new survey using questions modified from the SCI-DER. As noted above the list of twentythree questions is prefaced by this general question:
While in Second Life have you ever experienced just for a few seconds or for a longer period of time…
…that the virtual world was strange and unreal?
Question 1 uses the descriptive phrase directly from the diagnostic criteria of the DSM-IVTR and corresponds to the first domain of questions in the SCI-DER. Items in this domain
focus on derealization or “referring to an altered experience of the external world (Mula et
al., 2008).” Question 2 is another example of this domain. Survey responses suggest that it is
“normal” and expected to view other avatars and objects as “not real” when logged into
Second Life. Indeed it is likely a desirable and sought after experience whereas to experience
the “real” world as “strange and unreal” is disturbing and potentially disabling.

161

162

Mental Disorders - Theoretical and Empirical Perspectives

… having the feeling that other avatars, objects, and the ‘in-world’ environment around you were
not real?
Question 12 references the Somatopsychic depersonalization domain which “describes a variety
of changes in body experience such as lack of body ownership feelings, feelings of disem‐
bodiment, which can range from a nonspecific feeling of not being in the body to out-ofbody experiences and autoscopic hallucinations (Mula et al., 2008).”
… that you were not in charge of your avatar’s movements, so that you felt “automatic” and mechan‐
ical as if you were a robot?
Questions 17 and 18 reference the third domain of Auto Psychic depersonalization
which includes “unfamiliarity of the self in terms of sensation of being an outside ob‐
server of one’s mental process, not being ‘in charge’ of their own behavior or mental
processes, the automaton-line experience and anomalous subjective recall.” Yes respons‐
es are not surprising given that the default viewpoint in Second Life is from a vantage
point slightly above and behind their “in-world” avatar. In fact residents often use
Mouse Look (Second Life Wikia, n.d.) where it is possible to move the camera repre‐
senting their avatar’s point-of-view, independent of the location of their avatar. This
makes it possible to observe their own avatar as if they were “detached from one’s
body;” as if “an observer.”
… that you were a “detached observer”?
Question 18 references the déjà vu experience. Sims (simulations) in Second Life have a
sameness to them because of the basic technology consists of complex shapes built out of
primitive shapes with simple texture maps. Question 18 also references item 300.13 Dis‐
sociative Fugue in the DSM-IV-TR where the “predominant disturbance is sudden, unex‐
pected travel away from home or one's customary place of work, with inability to recall
one's past.”
… that when in a new situation, you had been there before?
Question 23 references the DSM-IV-TR category 300.14 Dissociative Identity Disorder. Male
and female responses differ by only 1.5 percentage points. These results suggest that nearly
half of the population of residents use “alts” or alternative avatars that have “distinct per‐
sonalities.” It is not clear from these responses if these personalities take control but most
Second Life users enact or “perform” their avatar in a way consistent with its appearance.
Item 300.14 Dissociative Fugue is also implicated here as it involves “Confusion about per‐
sonal identity, or the assumption of a new identity, (partial or complete).”
… that you use two or more distinct avatars having different personalities?
Some value lies in this survey’s potential to define and recognize potential manifesta‐
tions that (weakly) correlate to DSM-IV diagnostic criteria. This has led to further re‐
search questions (as noted above) that suggest the development of new instruments and
methodologies.
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3. Other considerations
Digital games conjure up virtual worlds by means of graphical displays. Play further estab‐
lishes the divide between the real and the virtual by demarcating what play theorists call the
magic circle. First described by Huizinga in his seminal work on play (1955) the magic circle
is a place set apart for not only play but also much more:
“All play moves and has its being within a play-ground marked off beforehand either materially or ideally, deliberately or as a
matter of course. Just as there is no formal difference between play and ritual, so the ‘consecrated spot’ cannot be formally distin‐
guished from the play-ground. The arena, the card-table, the magic circle, the temple, the stage, the screen, the tennis court, the
court of justice, etc., are all in form and function play-grounds, i.e. forbidden spots, isolated, hedged round, hallowed, within which
special rules obtain. All are temporary worlds within the ordinary world, dedicated to the performance of an act apart.”

Gregory Bateson (1972) links play to Goffman’s frame analysis (1974): “play occurs within a
delimited psychological frame, a spatial and temporal bounding of a set of interactive mes‐
sages.” Goffman himself aims at a certain granularity of experience by using the term
“strip” by which he means “any arbitrary slice or cut from the stream of ongoing activity,
including here sequences of happenings, real or fictive, as seen from the perspective of those
subjectively involved in sustaining an interest in them (Goffman 1974).” In a similar fashion
Zerubavel (1991) speaks of “mental fences,” which “delimit geographical areas, historical
events, people, ideas, and so on that appear to be contiguous, similar, functionally related,
or otherwise associated.” Zerubavel, (1991) reminds us that boundaries allow us to “visually
as well as mentally to grasp any entity at all.”
Salen and Zimmerman (2003) link Huizinga’s (1955) notion of the ‘magic circle’ to Bateson’s
analysis of play as a frame that “delimits the peculiar space of play.” When someone engag‐
es in play, he/she crosses a boundary (into the magic circle) that separates the artificial
world of the game from “real life.” The magic circle is a frame that sets a thick boundary
between real life and the make believe of game play. This cognitive frame establishes the
“reality” of the game. Anthropologist Tom Boellstroff (2008) suggests that the “magic cir‐
cle”– may constitute a virtual world meaningful in its own right. Bateson points out that this
is a paradoxical state of mind (Bateson 1972, p. 84). For the player the game is simultaneous‐
ly real and not real. This boundary is likewise thin–the player can easily stop and step in‐
stantly back into “real life.”
Work-family-life border/boundaries theories (Ashforth 2000; Clark 2000) likewise make use
of the concepts of boundaries and borders to understand how daily life is “sliced” into dis‐
crete domains. These theories study the conflicts and interactions that arise between the do‐
mains of work, family life and what is termed third places defined as social activities outside
the home or work place. This partitioning makes it possible for “one to concentrate more on
whatever domain is currently salient and less on other domains.”
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These borders can be both flexible and permeable. Behavior can spill over from one do‐
main into another when flexible boundaries allow a role to “be enacted in various set‐
tings as various times (Ashforth et al. 2000).” Flexible borders or boundaries can be
characterized by the “degree to which the spatial and temporal boundaries are pliable.”
A role having flexible boundaries “can be enacted in various settings and at various
times”. Permeability can be measured as “the degree to which a role allows one to be
physically located in the role’s domain but psychologically and/or behaviorally involved
in another role (Ashforth et al. 2000).”
The framework of border/boundary theory does not take into account domains beyond socalled third places. I have argued elsewhere (Garvey 2010) that the virtual should be consid‐
ered as a fourth place. The analytical tool set of work-family-life border/boundary theories
does not capture the full dynamic of the phenomena of immersion in the domains of virtual
worlds and video games. These theories as currently formulated have little to say about how
gamers are “quite facile at juggling roles” and how gamers can easily and quickly navigate
back and forth between the domains of play (the virtual) and real life.

4. Toward a new survey
The foregoing discussion suggests that a number a new survey instruments could be de‐
vised that would examine the notion of the magic circle, paradoxical states of mind as mani‐
fested in game play, role-playing and boundaries. Goffman’s notion of frames has enormous
intuitive appeal but suffers from an awkwardness of how to design experimental questions
that get at this idea, that are testable and indeed quantifiable. Boundaries and borders have
likewise a certain conceptual appeal. But as discussed above the border/boundary frame‐
work suffers from certain limitations when we try to apply this framework beyond the
work/family balance framework.
The Boundary Questionnaire (Hartmann, 1991; Hartmann, Harrison and Zborowski 2001)
offers another approach to using the notion of boundaries as an investigative tool. The BQ is
a 138-item instrument that covers 12 categories of boundaries. Hartmann et al. point out that
there is a long tradition in the field of psychology of investigating “perceptual boundaries,
boundaries related to thoughts and feelings, boundaries between states of awareness or con‐
sciousness, sleep-dream-wake boundaries, boundaries related to memory, body boundaries,
interpersonal boundaries, boundaries related to sexual identity and other forms of identity,
group boundaries, and boundaries in opinions and judgments.” Hartmann et al. (1991;
2001), distinguish thick (solid) boundaries from thin or permeable boundaries. They have al‐
so developed a theory of dreams based on a “wake-dreaming continuum (Hartman 1989;
Hartmann & Kunzendorf 2007).” This continuum begins on one end with “focused waking
thought” having thick boundaries characterized by “solid, divisions, categorizations.” On
the other end of the continuum is “Dreaming” having “thin boundaries” characterized as
“merging, condensation, loosening of categories.” Hartmann et al. (2001) introduces the fol‐
lowing table compiling types of boundaries:
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Perceptual boundaries
Between sensory inputs
Sensory focus or “bandwidth”
Around perceptual entities
Boundaries related to thoughts and feelings
Between two thoughts or two feelings
Between thought and feeling
Around thoughts and feelings (free association)
Boundaries between states of awareness or states of consciousness
Sleep-dream-wake boundaries
Between sleep and waking
Between dreaming and waking
In and around the dream
Daydreaming
Boundaries related to play
Boundaries related to memory
Early memories
Recent memories and memory organization
Personal past
Future plans
Boundaries around oneself (body boundaries)
Barriers against stimuli
The skin as a boundary
Posture and musculature as boundaries
Personal space
Interpersonal boundaries
Boundaries between conscious and unconscious and between id, ego, and superego
Defense mechanisms as boundaries
Boundaries related to identity
Sexual identity
Age identity: Between adult and child
Constancy of identity
Group boundaries
Boundaries in organizing one’s life
Boundaries in environmental preferences
Boundaries in opinion and judgments
Boundaries in decision making and action
Table 1. Types of Boundaries (Hartmann et al. 2001)
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The Boundary Questionnaire (BQ) organizes those various kinds of boundaries into twelve
categories (Hartmann et al. 2001):

Category 1: Sleep/Dream/Waking
Category 2: Unusual Experiences
Category 3: Thoughts/Feelings/Moods
Category 4: Childhood/Adolescence/Adult
Category 5: Interpersonal
Category 6: Sensitivity
Category 7: Neat/Exact/Precise
Category 8: Edges/Lines/Clothing
Category 9: Opinions re Children, etc.
Category 10: Organizations
Category 11: Peoples/Nations/Groups
Category 12: Beauty/Truth
Table 2. Categories of Boundaries (Hartmann et al. 2001)

Hartmann et al. (2001) argue that “thick vs. thin boundaries appears to be a robust personal‐
ity measure, which can be considered an important dimension of personality.” Boundaries
related to “sexual identity” and “constancy of identity” are of direct relevance in a discus‐
sion of the use of avatars in virtual worlds and games. Thus the BQ might serve as a model
for a new survey. In order to make such an instrument relevant to the target population the
questions in the BQ could be slightly revised in a similar fashion to the approach described
above with the SCI-DER.
The following table (Hartmann et al. 2001) lists the each of the twelve categories of boun‐
dary types. Under each category are two sample items from original the BQ followed by re‐
visions of each items modified in such a way that it applies to the experience of using the
virtual world Second Life. Subjects are given instructions to rate each of the statements on a
scale from 0 to 4, where “0” indicates either the subject thinks the statement does not apply
to him/her (not at all or not at all true of me). A “4” indicates that the subject thinks the
statement definitely applies (true of me).
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Category 1: Sleep/Dream/Waking
1. When I awake in the morning, I am not sure whether I am really awake for a few minutes.
37. I spend a lot of time daydreaming, fantasizing, or in reverie.
Agreement with these questions are indicative of thin boundaries. Question 1 and 37 could be modified as follows:
1. When I awake in the morning, I am not sure for a few minutes whether I am logged into Second Life or really awake.
37. I spend a lot of time daydreaming, fantasizing, or in reverie about Second Life.
Category 2: Unusual Experiences
61. At times I have felt as if I were coming apart.
100. I have had déjà vu experiences.
The modified questions are:
61. At times while using Second Life I have felt as if I were coming apart.
100. In Second Life I have had déjà vu experiences.
Category 3: Thoughts/Feelings/Moods
15. Sometimes I don’t know whether I am thinking or feeling.
74. I can easily imagine myself to be an animal or what it might be like to be an animal.
In Second Life users can change the appearance of their avatar. A large group of users choose to be furries – avatars
that have animal heads, tails and paws. The modified questions are:
15. Sometimes while using Second Life I don’t know whether I am thinking or feeling.
74. In Second Life I can easily imagine myself to be a furry or what it might be like to be a furry.
Category 4: Childhood/Adolescence/Adult
4. I am very close to my childhood feelings.
40. I have definite plans for my future. I can lay out pretty well what I expect
year by year for the next few years.
The modified questions are:
4. I am very close to my childhood feelings when using Second Life.
40. I have definite plans for my future logins in Second Life. I can lay out pretty well what I expect year by year for the
next few years.
Category 5: Interpersonal
53. When I get involved with someone, we sometimes get too close.
103. I am a very open person.
The modified questions are:
53. When I get involved with someone in Second Life, we sometimes get too close.
103. In Second Life I am a very open person.
Category 6: Sensitivity
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6. I am very sensitive to other people’s feelings.
42. I am unusually sensitive to loud noises and bright lights.
The modified questions are:
6. While in Second Life I am very sensitive to other avatar’s feelings.
42. While in Second Life I am unusually sensitive to loud noises and bright lights.
Category 7: Neat/Exact/Precise
19. I keep my desk and work table neat and well organized.
43. I am good at keeping accounts and keeping track of my money.
In Second Life each user account has an inventory where the user can store various items such as clothing or objects.
The currency of Second Life is called Lindens and can be purchased using real money. Questions 19 and 43 can be
modified as:
19. With my Second Life account I keep my inventory and folders neat and well organized.
43. I am good at keeping accounts and keeping track of my Lindens in Second Life.
Category 8: Edges/Lines/Clothing
32. I like heavy, solid clothing.
44. I like stories that have a definite beginning, middle, and end.
The modified questions are:
32. When in Second Life I like clothing to have a heavy, solid look.
44. I like stories that have a definite beginning, middle, and end.
Category 9: Opinions re Children, etc.
33. Children and adults have a lot in common. They should give themselves a chance to be together without any strict
roles.
56. I think a good teacher must remain in part a child.
Table 3. Sample Items by Category

The following modification is problematic as Linden Labs (makers of Second Life) found it
necessary to age segregate users by creating a separate but equal version of Second Life for
teens. In fact underage role-playing is prohibited in Second Life for adults. The modified
questions are:
33. Children and adults have a lot in common. In Second Life they should give themselves a chance to
be together without any strict roles.
56. I think a good mentor must remain in part a child.
Category 10: Organizations
10. In an organization, everyone should have a definite place and a specific role.
58. A good relationship is one in which everything is clearly defined and spelled out.
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The modified questions are:
10. In Second Life, everyone should have a definite place and a specific role.
58. In Second Life, a good relationship is one in which everything is clearly defined and spelled out.
Category 11: Peoples/Nations/Groups
11. People of different nations are basically very much alike.
105. There are no sharp dividing lines between normal people, people with problems, and people who
are considered psychotic or crazy.
The modified questions are:
11. In Second Life people from different sims, groups and regions are basically very much alike.
105. In Second Life there are no sharp dividing lines between normal people, people with problems,
and people who are considered psychotic or crazy.
Category 12: Beauty/Truth
36. Either you are telling the truth or you are lying; that’s all there is to it.
76. When I am in a new situation, I try to find out precisely what is going on and what the rules are
as soon as possible.
The modified questions are:
36. Either you are telling the truth or you are lying; that’s all there is to it.
76. When I am in a new sim in Second Life, I try to find out precisely what is going on and what the
rules are as soon as possible.
A subject’s score is obtained by adding up all the scores (0-4) for all items. Some items are
scored backwards i.e. an answer of "0" is scored as 4, "1" is scored as 3, "2" is scored as 2, “3”
is scored as 1, and “4” is scored as 0. A reverse logic is built in to the questionnaire design so
respondents need to think about each response instead of answering mechanically. A subject
with a low score is interpreted as having “Thick boundaries” and those with higher scores
are determined to have “Thin boundaries.”
The prediction would be that subjects with thick boundaries would keep the domains of
the real and the virtual clearly separate. It would also be expected that subjects whose
scores are low would be able to quickly navigate back and forth and still maintain the
boundaries. Subjects with thin boundaries would possibly experience spill over effects
from one domain to another. Subjects with thick boundaries will be on the “focused
waking thought” end of the “wake-dreaming continuum” which is characterized by “sol‐
id, divisions, categorizations.” Those subjects with thin boundaries are on the “Dream‐
ing” end of the continuum characterized as “merging, condensation, loosening of
categories.” Hartmann et al. (2001) notes: “… people with thick boundaries spend more
time and find themselves more comfortable at the left-hand end of our continuum in‐
volved in focused waking. They can be considered, “thought people,” whereas the peo‐
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ple with thinner boundaries are more comfortable at the other end of the continuum and
can be thought of as “dream people,” although these terms are obviously an over-simpli‐
fication.” The authors acknowledge at one time or another individuals can exhibit both
thin and thick boundaries. Most individuals experience the different aspects of the
“wake-dreaming continuum” during the course of entire day.
Subjects with thin boundaries might be predicted to experience spill over effects such as
daydreaming about the virtual world or perhaps confusing dreams about the virtual world
with actual experiences as a user of that virtual world. However the BQ is not able to deter‐
mine exactly what those spill over effects might be, rather it predicts the tendency for a sub‐
ject to behave in a manner consistent with thin or thick boundaries. In fact it really is a
measure of self-assessment of attitudes in regard to each of the identified categories. To de‐
termine how a subject actually behaves, what they perceive, whether or not there are spill
over effects with daydreams or dream recall between the domains of the real and virtual
likely requires another research methodology. In related dream research Hartmann employs
a qualitative approach where subjects provide written descriptions of dreams. Such method‐
ologies may get at other details that quantitative measures miss.
As part of a theory of dreams Hartmann introduces the concept of a Central Image (Hart‐
mann & Kunzendorf 2006-7) or Contextualizing Image (Hartmann et al. 2001) that domi‐
nates in “big” and generally memorable dreams. The CI is often the feature that is readily
remembered about a dream. Individual with “thin boundaries” tend to remember their
dreams while individuals with “thick boundaries” tend to not remember their dreams. Do
users of virtual worlds with thin boundaries have dreams where there is a high intensity
Central Image based on their experiences in Second Life?

5. Conclusion
To make real progress in understanding the complex nature of the borders and boundaries
that separate the real from the virtual necessitates a multifaceted approach. A new “boun‐
dary questionnaire” is one step toward further study. There remains a broader question. In
an age where new technologies such as augmented reality blur the boundaries of the real
and virtual how do we achieve a consensus about norms of mental health against which we
make judgments about what is to be considered deviations from that norm? Since the period
of the enlightenment science has been the answer. But today we live in era of climate change
denial, political campaigns that ignore “fact checkers”, the rise of religious extremism where
competing versions of reality clash. If we add on to this the overlay of virtual worlds and
augmented realities, along the real possibility of malware and cyber attacks that might dis‐
tort what is heard and seen, where does it leave the rational understanding of the “real?”
How do we determine if “reality testing is intact?” And whose reality is it?
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Chapter 8

Somatic Symptom Disorder
Lesley A. Allen and Robert L. Woolfolk
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/52431

1. Introduction
In the chapter we present our model of treatment for somatic symptom disorder. We begin
with a brief history of somatic symptom disorder followed by a discussion of theory and
research on it. Finally, we describe our psychosocial treatment for somatic symptom disorder
and related disorders, which employs methods from both cognitive behavioral therapy and
experiential emotion-focused therapy.
Physical symptoms with uncertain medical explanations are some of the most common
presentations in primary care. As many as 25% of visits to primary care physicians are
prompted by physical symptoms that lack any clear organic pathology [1]. Although some
patients with medically unexplained physical symptoms experience mild and/or transient
discomfort, others experience substantial discomfort, distress, and impairment in functioning
[2,3]. It is these patients, those with impairing physical symptoms of unknown etiology, who
are often refractory to standard medical treatment and overuse medical services [2].
Medicine has long recognized a group of patients with medically unexplained physical
symptoms (MUPS) and excessive health concerns. Originally theorized to be caused by a
wandering uterus that produced discomfort and pain, MUPS were first described by ancient
Egyptians and first labeled hysteria by the ancient Greeks.
It was not until 1980 and the publication of DSM-III that the terms somatization and somato‐
form were introduced for physical symptoms that were medically unexplained [4]. According
to DSM-III somatization disorder was characterized by “recurrent and multiple somatic
complaints of several years’ duration for which medical attention had been sought but which
are apparently not due to any physical disorder” [4]. Also in that volume the diagnostic
category of somatoform disorders was created and subsumed somatization disorder, conver‐
sion disorder, psychogenic pain disorder, hypochondriasis, and a residual category, atypical
somatoform disorder for other disturbances with a presentation of MUPS [4]. Conversion
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disorder was characterized by a “loss or alteration in physical functioning that suggests a
physical disorder but which instead is apparently an expression of a psychological conflict or
need” [4]. If the medically unexplained symptom was a pain symptom and the symptom was
judged to be associated with psychological factors, the diagnosis of psychogenic pain disorder
would be indicated. The essential feature of hypochondriasis was a preoccupation with the
fear or belief of having a serious disease.
Both DSM-III-R [5] and DSM-IV [6] used similar diagnostic labels and criteria to those used in
DSM-III for presentations predominated by MUPS. An additional diagnostic label, undiffer‐
entiated somatoform disorder, was introduced in DSM-III-R and retained in DSM-IV for cases
of MUPS but that did not meet all the criteria of somatization disorder. This less severe form
of somatization, undifferentiated somatoform disorder, was characterized by one or more
MUPS that lasted for at least 6 months [5,6].
Somatic symptom disorder is a new diagnostic label proposed for DSM-5 [7]. The diagnostic
criteria for somatic symptom disorder are distressing and chronic somatic symptoms and
associated dysfunctional thoughts, feelings, and/or behaviors (Table 1). In contrast to earlier
editions of DSM, DSM-5 has shifted from emphasizing the functional status of somatic
symptoms (i.e., that symptoms be medically unexplained) to the maladaptive thoughts,
feelings, and behaviors related to somatic symptoms. According to DSM-5’s Somatic Symptom
Disorders Work Group, unlike the criteria for somatization disorder and other somatoform
disorders described in earlier editions of DSM, the criteria for somatic symptom disorder
require the presence of specific characteristics rather than the absence of characteristics (i.e.,
evidence of organic basis) and are more reliably determined [7]. Research has shown significant
variability among physicians in their tendency to rate symptoms as medically unexplained [8].
Also, patient reports of the functional status of symptoms are unreliable [9]. Thus, the diagnosis
no longer requires evidence that symptoms are medically unexplained. In addition to elimi‐
nating the assessment of the organic basis of the symptoms, the Somatic Symptom Disorders
Work Group has proposed a new, less controversial label for somatically-focused presenta‐
tions [7]. It seems the diagnoses of somatization and somatoform disorder carried pejorative
connotations [10].
A. Somatic Symptoms: One or more somatic symptoms that are distressing and/or result in significant disruption in
daily life.
B. Excessive thoughts, feelings, and behaviors related to these somatic symptoms or associated health concerns: At
least one of the following must be present.
1. Disproportionate and persistent thoughts about the seriousness of one’s symptoms
2. Persistently high level of anxiety about health or symptoms
3. Excessive time and energy devoted to these symptoms or health concerns
C. Chronicity: Although any one symptom may not be continuously present, the state of being symptomatic is
persistent (typically "/> 6 months).
Table 1. Proposed DSM-5 Diagnostic Criteria for Somatic Symptom Disorder
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2. Epidemiological findings and clinical characteristics
Although there is no published research on DSM-5’s somatic symptom disorder, research on
some of the older diagnostic categories is likely to apply. Distressing physical symptoms are
common in medical clinics. As many as 20% of primary care patients have MUPS [11-13].
Epidemiological research has shown patients with MUPS to be more likely to be female, nonwhite, and less educated than patients with medically explained symptoms [13-15]. Findings
on ethnicity have been less consistent across studies. In the Epidemiological Catchment Area
project, examining psychiatric complaints in the general population at five sites in the United
States, Hispanics were no more likely to meet criteria for somatization disorder than were nonHispanics [15]. The World Health Organization study, conducted in primary care clinics in 14
different countries, revealed a higher incidence of somatization in Latin American countries
than in the United States [13]. (Note that the terms medically unexplained symptoms (MUPS)
and somatization will be used interchangeably in the remainder of this chapter. The term
somatization disorder is reserved for cases meeting the full criteria for somatization disorder
as outlined in DSM-III, DSM-III-R, or DSM-IV.)
Patients with MUPS often engage in dysfunctional illness behavior. When standard diagnostic
evaluations fail to uncover organic pathology, patients may seek additional medical proce‐
dures, often from several different physicians. When symptoms continue unresolved, patients
may switch physicians and/or treatment approaches. Patients may even subject themselves to
unnecessary hospitalizations and surgeries, which introduce the risk of iatrogenic illness [16].
Patients with multiple medically unexplained symptoms have been shown to overuse and
misuse health care services [2,17,18].
MUPS may not only prompt excessive use of medical procedures, they may also affect patients’
workplaces and households. Patients who are excessively focused on their somatic symptoms
may withdraw from both productive and pleasurable activities because of discomfort, fatigue,
and/or fears of exacerbating their symptoms. High levels of functional impairment have been
associated with somatization [13,18-20].
Comorbid psychopathology is common in patients with MUPS. Ongoing physical discomfort
can be demoralizing, anxiety-provoking, and frustrating. Approximately 50% of patient with
multiple MUPS meet DSM criteria for an Axis I disorder, most often depression and/or anxiety
[19,21]. Also, overall severity of psychological distress, defined as the number of psychological
symptoms reported, correlates positively with the number of functional somatic symptoms
reported [3,21].
A growing body of research indicates certain cognitive styles may be associated with somati‐
zation. Barksy suggested patients with unexplained physical symptoms have a tendency to
amplify somatosensory information; that is, they are hypersensitive to bodily sensations which
are experienced as intense, noxious, and disturbing [22]. Other researchers have shown that
patients with MUPS form negative cognitive appraisals of their physical sensations, thinking
catastrophically about their symptoms [23] and/or overestimating the medical severity of
symptoms after a medical evaluation [24]. Research demonstrating that memories and
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expectations of physical symptomatology prime future symptomatology [25] is likely to apply
to somatizers.
Two personality styles have also been associated with somatization. Patients with MUPS tend
to score high on scales of neuroticism and negative affect [26]. Alexithymia, defined as having
difficulty identifying and describing one’s emotions, is common in somatization [27-29]. Thus,
we see somatization
patients as individuals who may be emotionally and physically hyper-reactive while having
insufficient insight into their emotional and physical sensations.

3. Biopsychosocial model
The biopsychosocial model of illness, proposed by George Engel [30], suggests that illness is
a complex entity involving the interaction of biological, psychological, and social factors. A
biopsychosocial conceptualization of somatic symptom disorder emphasizes the interaction
among biology, cognition, emotion, behavior, and environment [31,32].
There is a growing body of research that supports key features of the biopsychosocial model
of somatic symptom disorder. Genetic and early environmental factors may predispose
individuals to experiencing somatic symptomatology [33]. Patients presenting with multiple
somatic symptoms have higher levels of physiological arousal and are less likely to habituate
to a stressful task than control subjects [34]. These predisposing factors may be compounded
by the dysfunctional attentional and cognitive tendencies described in the previous section.
The more attention one focuses upon his or her body, the more likely one is to report somatic
symptoms [35,36].
Dysfunctional cognitions may elicit negative emotions or be elicited by negative emotions [37].
This cognition-emotion cycle may interact in a complex fashion with maladaptive behaviors.
For example, thoughts of possible illness give rise to feelings of anxiety, dysphoria, and
frustration, which are likely to generate and maintain physiological arousal and physical
symptomatology. Intending to prevent injury or exacerbation of symptoms, these patients
typically withdraw from their normal activities [2,3]. Such time away from activities provides
opportunities for additional attention to be focused upon one’s physical health. Furthermore,
patients suffering from these physical symptoms, distorted cognitions, and negative affect may
seek repeated contact with physicians and request medical tests. Pain catastrophizing has been
associated with medical utilization and disability [38]. Physicians, in turn, attempting to
conduct thorough evaluations and avoid malpractice suits, may encourage somatizing
behavior by ordering unnecessary diagnostic procedures. Chronic medical testing may ingrain
patients in the “sick role” and reinforce somatizers’ maladaptive belief that any physical
symptom indicates organic pathology. Also, unnecessary medical procedures, if implemented,
may result in iatrogenic illness.
A biopsychosocial model of medically unexplained symptoms leads to specific psychosocial
treatment strategies that include behavioral, cognitive, and interpersonal interventions.
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Relaxation training may be employed to teach patients to use progressive muscle relaxation
and/or diaphragmatic breathing to reduce physiologic arousal. Behavioral activation/activity
regulation promotes increases in pleasurable and meaningful activities to modify the tendency
of these patients to withdraw from important aspects of their lives. Also, activity pacing is
taught so that patients will increase their activity levels gradually without exhausting or
injuring themselves. The cognitive restructuring component aims to help patients combat
dysfunctional cognitive tendencies. Communication skills, especially assertiveness training,
are taught to address the social disability that has been reported by somatizers [39]. Finally,
patients’ environments are examined for factors that reinforce their physical symptoms. Those
factors are targeted for change. In some treatment protocols the patient’s spouse/partner is
invited to participate in treatment sessions. Given the important role that spouses play in
reinforcing patients’ expression of pain and pain behavior [40], spousal behaviors that
reinforce patients’ symptoms may be modified.

4. Treatment outcome research
The financial costs and associated suffering and disability of somatization make it a public
health concern. Given that many patients with MUPS fail to respond to standard medical care,
alternative treatments have been developed. Although different psychosocial interventions
have been used to treat somatization, some administered by primary physicians/clinicians and
others administered by mental health providers, most approaches that have been examined
in randomized controlled clinical trials have been theoretically grounded in the biopsychoso‐
cial model described above. Cognitive behavioral therapy (CBT) is the form of psychotherapy
most often examined. Also, a number of different approaches to retraining primary care
physicians or integrating CBT into primary care have been investigated.
4.1. Psychotherapy
The first published randomized controlled trials on CBT for somatization included patients
presenting with relatively mild levels of somatization, patients presenting with at least one
psychosomatic symptom. The treatment protocols included identifying and restructuring
dysfunctional cognitions, encouraging patients to reengage in avoided activities, problemsolving, and relaxation training [41,42]. In the first study patients treated with 6 to 16 sessions
of individually-administered CBT showed significantly greater improvement in their psycho‐
somatic complaints than did patients treated with standard medical care [41]. The other study
found an 8-session group CBT superior to a waiting-list control condition in reducing physical
symptoms and hypochondriacal beliefs [42]. In both studies improvements were observed
after treatment as well as six months later [41,42]. Both of these studies were conducted in
primary care offices, the setting where somatization is most likely to be seen.
Two more recently published randomized controlled trials examined the efficacy of CBT for
somatization with patients presenting with more severe somatization than the earlier trials.
One study enrolled patients with at least four somatization symptoms [43]. The other trial
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enrolled participants who complained of five or more unexplained physical symptoms [44].
In both studies patients were identified and treated with CBT in primary care. Treatment
protocols were similar to Lidbeck’s [42] and Speckens et al., [41] with the addition of involving
the patient’s spouse or other family member in treatment [43,44]. Spouses are included to
provide additional information regarding patients’ functioning, to facilitate patients’ engage‐
ment in and compliance with treatment, and to help reduce reinforcement of illness behavior.
Findings from both trials show individual CBT coincided with greater reductions in somatic
complaints than did standard medical care [43,44]. CBT was associated with a reduction in the
number of physician visits in one study [44].
Our researcher team published a randomized controlled trial on the efficacy of an emotionallyfocused cognitive behavioral intervention, affective cognitive behavioral therapy (ACBT) for
some of the most severely disturbed patients with somatization [45]. In the study 84 patients
meeting DSM-IV criteria for somatization disorder were randomly assigned to one of two
conditions: [1] standard medical care or [2] a 10-session manualized individually-administered
ACBT in combination with standard medical care. The treatment protocol included some of
the usual components of CBT for somatization, i.e., relaxation training, activity regulation,
cognitive restructuring, and interpersonal communication as well as facilitation of emotional
awareness. Although the elicitation and exploration of affect is an approach rarely used in
CBT, we have found this component to be a powerful clinical tool with patients who cannot
or do not willingly access and experience emotion. We describe our treatment in the following
sections and elsewhere in more detail [46]. Participants’ symptomatology and functioning
were assessed with clinician-administered instruments, self-report questionnaires, and
medical records before randomization as well as 3 months, 9 months, and 15 months after
randomization. Just after the completion of treatment as well as one year later, i.e., at the 15month follow-up assessment, patients who received ACBT experienced a greater reduction in
somatization and functional impairment. Substantially more participants who received ACBT
than the control treatment were rated as either “very much improved” or “much improved”
by a clinician who was blind to participants’ treatment condition (40% vs. 5%, respectively).
Also, for the 68% of the sample for whom complete medical records were reviewed, ACBT
was associated with a reduction in health care costs and physician visits [45]. Thus, the study
suggests ACBT can result in long-term improvements in symptomatology, functioning, and
health care utilization of the most severely disturbed somatizing patients.
4.2. Primary care interventions
Given the prevalence of MUPS in primary care [1,11,12], much research has centered on
primary care physicians’ behavior. Smith and colleagues sent a psychiatric consultation letter
to patients’ primary care physicians, describing somatization disorder and providing recom‐
mendations to guide primary care [47]. The recommendations to physicians were straightfor‐
ward: (a) to schedule somatizers’ appointments every 4 to 6 weeks instead of as needed
appointments, (b) to conduct a physical examination in the organ system or body part relevant
to the presenting complaint, (c) to avoid diagnostic procedures and surgeries unless clearly
indicated by underlying somatic pathology, and (d) to avoid making disparaging statements,
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such as “your symptoms are all in your head.” Patients whose primary physicians had received
the consultation letter experienced better health outcomes, such as physical functioning and
cost of medical care, than those whose physicians had not received the letter. The results were
replicated in three additional studies, one study using patients meeting criteria for full
somatization disorder [48] and two studies using patients with more moderate levels of
somatization [49,50].
Some investigators have attempted to train primary care physicians to better detect somati‐
zation and to incorporate cognitive and behavioral techniques into their treatment of these
patients. Five groups of investigators have reported controlled clinical trials on the effects of
such physician training [51-55]. The two studies providing the most extensive physician
training (20-25 hours) resulted in no association between physician training and patients’
symptomatology, functioning, or quality of life [51,55]. Three other studies found less intensive
physician training programs, 12 hours [52] or 1 day [54] or six hours [53] to coincide with no
clear improvement in somatization symptomatology; however, Rief and colleagues did find
their training to result in fewer health care visits for the 6 months subsequent to training [54].
One other study examined the effect of training primary care clinicians to identify and treat
somatization using a biopsychosocial model [56]. This study involved the most intensive such
training programs studied, one entailing 84 hours over 10 weeks. Nurse practitioners were
trained to provide a year-long 12-session multidimensional intervention in primary care that
incorporated biopsychosocial conceptualizations, behavioral recommendations, and medica‐
tion management of somatization. Patients who received treatment from these trained nurses
reported modest improvements on self-report scales of mental health such as mood and energy
and physical functioning. A post hoc analysis was interpreted by the study’s investigators as
suggesting improvements were attributable to more frequent and appropriate use of antide‐
pressant medication among patients of nurses who received the training [56].
Some researchers have studied the effects of a collaborative care model of treatment, in which
mental health professionals work together with medical practitioners in the primary care
setting [57,58]. The one study investigating the efficacy of such a model for the treatment of
somatization had psychiatrists provide primary care physicians and their staff with training
on the diagnosis and treatment of somatization and comorbid psychopathology [59]. Also, the
psychiatrist provided case-specific consultations to primary physicians regarding referrals for
CBT and/or psychiatric treatment [59]. A control comparison treatment included the same
training for primary care physicians and their staff by the psychiatrist without the case-specific
consultation. Six months after randomization, participants whose primary care physician
received psychiatric consultation reported a greater reduction in somatic symptoms and in
health care visits [59].
In all, the literature on the treatment of somatization supports the use of 6-16 sessions of CBT
or ACBT administered by a mental health professional. A recent meta-analysis indicated CBT
is modestly effective in reducing somatization symptomatology and minimally effective
improving physical functioning [60]. To date there is no evidence that CBT reduces health care
services when the cost of CBT itself is considered. Researchers have just begun to develop and
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examine the effectiveness of true collaboration of cognitive behavioral therapist and primary
care clinician and integration of their services.
How, why, what aspects of CBT and ACBT works is unknown. We have very little data on the
mechanisms by which efficacious psychosocial treatments may have their impact upon
somatization. These approaches are multi-faceted and have not been disassembled into
discrete components and those constituents systematically assessed. Nevertheless, CBT and
ACBT are likely the treatments of choice by default in that no other intervention has demon‐
strated efficacy.

5. Rationale for an emotionally-focused CBT
In our treatment for somatization we have made systematic and explicit an emphasis on
emotional exploration, differentiation, and expression. This therapeutic activity has long been
a staple of humanistic and psychoanalytic therapies and is coming to be emphasized by newer
approaches that grow out of the cognitive-behavioral tradition. Traditional cognitive ap‐
proaches were based on a cognitive-appraisal theory of emotion [61,62] in which dysfunctional
cognitions were thought to generate aversive affects. Although this view was modified to be
more bidirectional and causally reciprocal by Teasdale [37], much CBT has been directed to
the reduction of aversive affect, largely through the modification of cognition that was
assumed to be the source. Some approaches that have developed within the CBT framework
have begun to change this emphasis upon active control of emotion. Clinical work by such
investigators as Marsha Linehan and Stephen Hayes has placed emphasis on experiencing,
tolerating, and accepting unpleasant emotion, rather than seeking its elimination [63,64].
Recent formulations of generalized anxiety disorder (GAD) suggest that the function of this
disorder’s primary symptom, i.e., worry, may be to avoid, control, or attenuate emotional
experience [65,66]. The authors of these recent formulations of GAD also advocate experiential
and acceptance approaches as a means of reducing worry. Samoilov and Goldfried’s critique
of standard CBT approaches suggests more emphasis upon the elicitation of affect in therapy
sessions may produce more effective treatment [67]. The arguments of the revisionist theorists
cited above frequently draw from basic work in cognitive neuroscience, work that suggests
there are complex, manifold, and partially independent levels of cognitive and affective
storage and processing [68,69]. These “experiential” cognitive-behavioral treatments combine
training aimed at either emotional exploration or emotional regulation. In an analysis of the
perennial tensions between these two valid goals of therapy, Westen describes the broad and
difficult therapeutic dilemmas relating the circumstances under which therapy should attempt
to assist patients in accessing and exploring affective states or, alternatively, in eliminating
those states [70]. He argues that traditional CBT approaches have erred in the direction of
attempts to control emotions and failed to address adequately the implicit, tacit, irrational,
nonverbal, and emotional aspects of existence.
Experimental research and clinical experience with somatization patients suggest these
patients may be particularly well-suited to an emotionally-focused CBT. Investigators seeking
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to identify cognitive and affective characteristics of somatizing patients have found these
patients to experience high rates of negative affect and to be less aware of and less able to
describe thoughts and feelings than are other psychiatric patients [27-29]. Other authorities
have discussed the “hysterical” emotional styles of these patients [71,72]. Our own impression
is that whereas some somatizers manifest attenuated emotional processing and obliviousness
to affect, others seem to have exaggerated emotional reactions. Some patients display each
style, at different times. Contemporary theory in cognitive neuroscience suggests that emo‐
tional processing provides an important source of information about one’s reactions to one’s
environment [68,69]. Incomplete or distorted emotional processing, in a sense, deprives
individuals of data that is important to effective problem-solving. Poor understanding of the
emotional domain also may result in unresolved negative affective states, and a prolongation
of the physiological arousal that accompanies negative affect. Clinicians often report that the
affect of somatizers seems incongruent with eliciting circumstances, being either dispropor‐
tionately flat or exaggerated. Both clinical impressions and the research literature suggest that
somatizers fail to integrate and/or express fully their cognitive and affective responses to their
environment. Using standard CBT to challenge cognitions that are disconnected from affective
experiences seems misguided and unproductive. Thus, we have aimed to design a treatment
that helps patients access, process, and accept their implicit cognitive and affective responses.

6. Components of ACBT
The components of treatment are relaxation training, behavioral management, cognitive
restructuring, emotion identification, emotion regulation, and interpersonal skills training.
Given that somatization patients typically seek relief from their physical ailments, not from
emotional distress, they begin treatment more willing to learn behavioral skills than to explore
emotional issues. The first sessions are skill-focused (i.e., training patients in relaxation and
behavioral management). These initial sessions are designed to provide reductions in discom‐
fort, to introduce patients to the potential benefits of psychotherapy, and to establish a
therapeutic alliance in a fashion that is consistent with patients’ tastes, proclivities, and
expectations. The second phase of treatment is a cognitive-emotional elicitation/regulation
module intended to enhance patients’ understanding of their thoughts and feelings so that
they can interact more effectively with their environments. The third phase of treatment aims
to enhance interpersonal functioning and to confront and alter the “sick role.”
The individual treatment begins with training in relaxation [73,74]. Emphasis is placed on
incorporating relaxation into daily life, before and during stressful situations, and in response
to feelings of physical discomfort. Relaxation serves a number of functions in the treatment of
somatization. It may interrupt the muscle tension-pain cycle found in chronic pain patients
[75]. It may reduce generalized physiological arousal or physiological reactivity [76]. Finally,
cognitive benefits may result from patients’ observations that they are not completely helpless
victims of their symptoms, but instead have some control over them [76].
Once patients begin using one form of relaxation, training in behavioral management begins.
This module of treatment aims to increase gradually patients’ vocational, social, and self-care
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activities and to improve patients’ mood and physical robustness. Also, sleep hygiene and
stimulus control techniques are taught, as needed. The acquisition of these skills may also
contribute to each patient’s sense of self-efficacy in various areas and reduce feelings of
powerlessness.
The cognitive-emotional elicitation/regulation module aims to help patients differentiate and
understand their thoughts and feelings so that they can interact more effectively with their
environments. The atmosphere of these sessions is more psychotherapeutic and less psycho‐
educational than that of the earlier sessions. Cognitive and emotion-focused strategies [77,78]
in this module are integrated and individualized using case-based formulations [79]. Patients
begin by monitoring their thoughts and emotions associated with changes in their physical
symptoms. Experiential techniques, such as focusing [80] and techniques from Gestalt therapy
[81], are used to assist patients in attending to, identifying, labeling, accepting, and expressing
their thoughts and emotions. In our experience, somatization patients typically are disinclined
to focus intensively on their emotional experiences. However, these patients are willing to
explore emotions co-occurring with their physical symptoms and to try to make sense of those
emotions by examining associated thoughts and behaviors. Once a patient’s unique patterns
of cognitive and emotional tendencies are identified, a semi-standardized, case-based formu‐
lation is used to guide the treatment. Emotional elicitation may be emphasized to help
assimilate previously disowned or disavowed cognitive and/or emotional experiences. For
example, if it is agreed that the patient inhibits feelings anger, portions of treatment sessions
and homework may be devoted to facilitating the introspection, identification, labeling, and,
perhaps, the expression of anger. Alternatively, emotional regulation strategies, including
relaxation, distraction, cognitive restructuring, may be implemented for dysfunctional,
destructive, exaggerated, or uncontrollable emotions. Determining which emotions, for a
given individual in a given situation, need to be sought or amplified and which need to be
examined through the lens of associated cognition or attenuated is a task that is central to the
integration of cognitive and emotion-focused methods.
Cognitive interventions are based upon cognitive treatment programs for stress management
[82] and pain management [83]. Cognitive errors characteristic of this population, such as
thinking catastrophically about somatic symptoms, are addressed with cognitive restructuring
techniques. Distraction is taught in order to reduce excessive attention paid to their physical
sensations. Also, patients explore the function that the “sick role” plays in their social world.
Specifically, they examine whether they derive secondary gains from their physical symptoms
and disability. Treatment helps patients develop alternative strategies for attaining those gains
derived from the sick role.

7. Therapeutic techniques
The therapeutic posture we assume with patients and the rationale for treatment that we
present to them are among the most important elements of our therapy. Our attitude toward
patients is empathic and interested. We begin by asking patients about their physical symp‐
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toms and about the impact those symptoms have upon their lives. Our questions about the
particular nature of the symptoms, such as the types of pain (e.g., stabbing, pounding, burning,
aching) and the situations in which symptoms typically occur, provide therapists with
important information while concurrently validating patients’ discomfort. Patients’ beliefs
about their physical symptoms and past coping techniques are also explored. Throughout this
discussion and throughout the entire treatment, the therapist strives to acknowledge the
physical symptoms and the distress associated with them. The therapist’s efforts to validate
the patient's discomfort and distress are critical to the development of therapeutic rapport.
Because patients presenting with somatization symptoms are so accustomed to being dis‐
counted or dismissed by their healthcare providers, patients often become more willing to
engage in treatment after they feel understood by the therapist.
After communicating a considered appreciation of the patient’s difficulties, the therapist
describes the treatment’s rationale. A biopsychosocial model of physical symptoms is pro‐
posed. Here, the therapist’s stance is empathic and non-confrontational. For patients who
attribute their symptoms to an unknown biological mechanism or to toxic aspects of the
physical environment, the therapist suggests that even if symptoms are caused by some
organic pathology or by environmental agents, stress is likely to exacerbate them. In this way,
the therapist aims to expand and to create variations in patients’ explanations of their symp‐
toms, but is careful not to contradict patients’ beliefs directly. Faulty beliefs about symptoms
are more effectively challenged in future sessions after some trust and credibility have been
established.
The treatment is described as stress management. The rationale presented is that because stress
is likely to aggravate physical symptoms, the reduction of stress is likely to alleviate physical
discomfort. Many patients are open to this idea and, indeed, some already believe that stress
might have a physical impact upon their bodily sensations or indeed may have played a role
in their underlying but unknown pathology. Most somatizing patients, however, would not
accept the notion that their physical symptoms are entirely a "direct" product of stress.
Therefore, it is important that therapists clarify that stress is only one factor contributing to
patients’ physical discomfort. The avowed aim of this treatment is, by limiting the adverse
influence of stress, to give patients control over the aspects of their illness that can be controlled.
Virtually all patients diagnosed with somatization syndromes have had extensive, unsatisfy‐
ing, and futile encounters with the healthcare system. Typically, our intervention is the latest
in a long line of treatments, all of which have been failures. Given that their expectations are
low, our patients must be motivated to come to therapy, despite minimal initial hope of success.
Our patients tell us that what keeps them coming back is the opportunity to be treated by
someone who cares about them and who makes a respectful effort to understand what their
lives are like.
In ACBT we place a great emphasis on psychotherapy as a caring encounter. We emphasize
this to a greater degree than do many expositions of cognitive behavior therapy, a treatment
that usually is associated with a didactic therapist-patient relationship, absent the emotional
intensity of older more traditional forms of psychotherapy, such as psychoanalysis or clientcentered therapy. While it is true that in ACBT the therapist functions as a teacher and a trainer,
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she also is a confidant and a helper who must earn the patient's trust through being truthful,
caring, and empathic. The kind of caring encounter that is based on genuine and sincerely felt
compassion is essential to being effective with the patients we see. They have, in many cases,
not been treated with kindness nor with courtesy. In the areas of civility and sympathy, our
therapy often proves to be a corrective emotional experience. Caring and empathy are not, in
themselves, sufficient to produce change in our patients, but they can be important elements
in a restored sense of confidence in the healthcare system and in the resolution to attempt to
cope with what can be great discomfort and disability.
7.1. Relaxation
We typically teach diaphragmatic breathing for the first month of treatment and an abbreviated
progressive muscle relaxation (PMR) for the second month of treatment. Diaphragmatic
breathing can be used in concert with PMR. We subscribe to the view that relaxation training
is most effective when it enables the trainee to learn how to relax on any given occasion and
throughout the day, as opposed to extended sessions occurring once or twice per day during
scheduled times when an especially deep state of lowered arousal is achieved.
The therapist introduces diaphragmatic breathing and explains that the long-term goal is for
the patient to breathe abdominally as much as possible. However, regular abdominal breathing
takes time to establish if it is a departure from the patient's typical practice. Over the course of
treatment, the patient is asked to practice breathing abdominally between sessions and to
report back on her progress. Eventually, breathing abdominally may coincide with reductions
in tension and discomfort, though the patient should be warned not to be disappointed if she
initially experiences little significant relief.
The crucial challenge in relaxation training is helping patients use the techniques on a regular
basis. The considerable amount of therapy time used to describe, practice, and effectively
implement relaxation techniques indicates the importance we place on using them. Even
though training in relaxation is often completed by the eighth week of treatment, we continue
to inquire into patients’ use of relaxation throughout our work with them. Some patients learn
to use both abbreviated PMR and abdominal breathing, either in combination or separately.
Others have a strong preference for one method or the other. We attempt to train patients in
two forms of relaxation and to allow the patient to decide ultimately which to employ. At this
point the research literature cannot demonstrate that any form of systematic relaxation will be
superior to others for a given individual [76]. What is clear, however, is that relaxation is
beneficial only if it is utilized.
7.2. Behavioral management
Behavioral methods are largely based upon the principles of classical and operant condition‐
ing. Existing pathogenic contingencies of reinforcement are replaced with salutary ones. For
example, patients learn to connect with friends and family by engaging with them in pleas‐
urable activities instead of interacting with them through activities focused on the patients'
physical discomfort. Exercise assignments are designed to be pleasurable and commensurate
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with patients’ physical capacities, so that exercise may eventually be reinforced by inherent
natural contingencies. Overall, the acquisition of a broader repertory of activities also may
serve to enhance each patient's self-efficacy in multiple areas and reduce feelings of infirmity
and powerlessness.
Activity pacing is an important topic to address when discussing the initiation of a new activity.
Our clinical experience and some research suggest that some, if not many, somatization
patients have perfectionistic tendencies driving them to over-achieve [84,85]. Our sense is that
many of these patients may have difficulty moderating their activity levels; they over-function
at times and under-function at other times. Of course, by the time they reach a psychothera‐
pist's office, they are under-functioning in important areas of their lives. Nevertheless, once
they have been convinced to undertake an activity, they may be inclined to “overdo” it. Given
the possibility that somatization patients may over-function or strive for perfection in therapy,
the therapist emphasizes the importance of making small changes in a specific behavior at first
and subsequently instituting gradual increases in that activity over the course of therapy. Other
ways in which activity pacing is incorporated into therapy is by persuading patients to take
frequent breaks in the midst of their daily routines.
To increase the likelihood that behavioral changes become a permanent part of patients’ lives,
they are discussed throughout treatment. The therapist monitors all changed behaviors every
week of treatment.
Many patients with somatization syndromes report significant sleep disturbance [86]. Failure
to receive adequate restorative sleep is a contributory factor in exacerbating many psychiatric
disorders. In somatizers, almost invariably, sleep loss is correlated with a worsening of
symptoms. We now believe that treating insomnia early and aggressively is a key to successful
treatment of somatization.
Many of our patients, especially those not working outside their homes, engage in problematic
sleep practices that may increase the likelihood of insomnia, such as taking naps during the
day, keeping erratic sleep schedules, and watching television in bed. To combat poor sleep
habits, we provide patients with brief psychoeducational training in sleep hygiene and
stimulus control techniques [87].
7.3. Identifying thoughts and feelings
The cognitive-emotional elicitation/regulation components of treatment aim to help patients
differentiate and understand their thoughts and feelings so that they can interact more
effectively with their environments. The atmosphere of sessions devoted to this enterprise is
more psychotherapeutic and less psychoeducational than that of the earlier sessions that are
focused upon relaxation training and making behavioral changes.
Patients begin this phase of treatment by monitoring their thoughts and emotions that are
associated with changes in their physical symptoms. Experiential techniques, such as focusing
[80] and techniques from Gestalt therapy [81], are used to assist patients in attending to,
identifying, labeling, accepting, and expressing their thoughts and emotions. In our experi‐
ence, somatization patients typically are disinclined to focus intensively on their emotional
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experiences. However, these patients often are willing to explore emotions co-occurring with
their physical symptoms and to try to make sense of those emotions by examining the
associated thoughts and behaviors.
Symptom monitoring forms are introduced to help patients focus their attention on thoughts
and feelings between sessions. These forms are analogous to dysfunctional thought records
used with depressed patients [88]. Our symptom monitoring forms require patients to describe
two specific moments each day: 1) when their physical symptoms are relatively severe and 2)
when their physical symptoms are relatively less severe and they are experiencing greater
relative comfort. Because the goal here is to increase patients' awareness rather than to assess
symptom severity, it is not critical that the patient write about “the most uncomfortable” or
“the least uncomfortable” period of the day. We aim for a record of a representative “physically
uncomfortable” and “physically less uncomfortable” episodes. Ideally, these entries will be
made as proximate to the time of occurrence as possible at a time each day when patients
experienced noteworthy discomfort or the absence of discomfort. On days without significant
variation in physical discomfort, patients' instructions are to choose, retrospectively, episodes
of relative comfort and discomfort. At the moment of recording, patients note the time of day,
the physical symptoms experienced, the environmental circumstances, and thoughts and
emotions concurrent with the physical symptoms. The monitoring forms can be used to detect
patterns in symptoms and in the relationships among symptoms, thoughts, and emotions.
An initial task is to teach patients to distinguish between physical sensations and emotions as
well as to differentiate thoughts from emotions. For example, if a patient says that her physical
sensations included anxiety, the therapist might reply, “I would consider anxiety an emotion,
not a physical sensation. So, let’s put that in the emotion column. But, sometimes people have
physical sensations that accompany anxiety. Did you feel anything in your body, any physical
sensation, at that time that coincided with the anxiety?” Similarly, if a patient says that she felt
stupid, the therapist should 1) label this experience as that of the evaluative cognition that "I
am stupid," 2) distinguish cognition and emotion, and 3) question the patient about the emotion
that coincided with that cognition. Also, emphasis is placed upon learning to differentiate
among emotions. (Patients are asked to use specific emotion terms such as "sad," "worried," or
"annoyed," instead of more nebulous emotion terms such as “stressed,” "bad," or “upset.”)
Many patients presenting with somatization struggle with the self-awareness activities
because of difficulties in identifying and differentiating among their thoughts and feelings.
Whatever the cause of this difficulty (e.g., alexithymia, repressive coping), our efforts focus on
enhancing awareness and acceptance of thoughts and feelings. Many patients find that
recognizing and expressing thoughts and/or feelings may be the most difficult component of
treatment. Nevertheless, these initial skills must be mastered before cognitive restructuring
techniques can be taught. Disputing cognitions is futile unless one can identify one's thoughts
and feelings. The heightening of patients’ self-awareness is facilitated by therapists’ refraining
from disputing cognitions until a thorough investigation of emotions and their companion
cognitions has been conducted. We want patients to be able to experience and communicate
emotions during a session. This work in session is extended to the patient's life outside of
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therapy via homework assignments that call upon the patient to identify and record emotions,
as well as associated physical symptoms and thoughts.
7.4. Cognitive restructuring
An important component of treatment is to help patients examine their cognitive tenden‐
cies. After reviewing a few weeks of a patient's symptom monitoring forms, the therapist
will have a sense of the patient's typical dysfunctional thinking patterns. Typical cogni‐
tive errors that we have observed include perfectionistic thoughts, catastrophic thoughts
(about physical symptoms as well as other life events), overestimating the possibility of
negative outcomes, “should” statements, and dichotomous thinking. Our sense is that at
the core of these errors is a global negative perception of self as being inadequate or un‐
lovable. Although many patients may not acknowledge seeing themselves as inadequate
or unlovable, especially a brief episode of treatment, thoughts about being weak, vulner‐
able, undesirable, unattractive, or helpless may not be far from the surface when the
“meaning” of a thought is explored. Once these kinds of dysfunctional beliefs are identi‐
fied, we employ cognitive restructuring techniques [88].
7.5. Addressing illness behavior
In hopes of interrupting the dysfunctional pattern of physical symptoms prompting physician
visits that fail to alleviate or even exacerbate those symptoms, the therapist helps the patient
learn to reconsider the thoughts fueling illness behavior. Our patients often make comments
like, “there must be something wrong with me that my doctor hasn’t found.” If such a belief
is sound, the rational response is to seek additional diagnostic procedures. However, such
beliefs may be assailable. Patients are encouraged to look at the evidence either supporting or
undermining that belief. Questions like, “What makes you think there is something medically
wrong with you?" or "What evidence is there that the doctor has missed something?” are
followed by “What evidence is there that you may not have a serious medical problem?” Also,
patients are questioned about the advantages and disadvantages of having another diagnostic
procedure. They are asked what would convince them that they are not suffering from the
illness they fear. The grounds for the falsification of beliefs are explored extensively to
demonstrate that one can never be 100% certain of perfect health. In addition to challenging
patients’ beliefs associated with illness behavior, the therapist constructs behavioral experi‐
ments in which patients test the consequences of avoiding (or, at least, delaying) physician
visits. Symptom monitoring forms are used to assess the impact of modifying this aspect of
illness behavior. If patients can delay a physician visit long enough, the somatization symptom
that initially prompted the intent to seek medical treatment may subside.
The goal of the sick role discussion is to provide patients with some insight into any secondary
gain they might derive while experiencing pain or discomfort and to examine the possibility
that illness behavior has become habitual. Having identified the secondary gain, the therapist
and patient collaborate to find alternative methods for attaining the sick role’s benefits. For
example, if the patient's spouse is especially nurturing when the patient is in pain, we help the
patient ask directly for more attention and affection.
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Examining the sick role's benefits is a sensitive issue because family, friends, and physicians
may have accused the patient of faking, imagining, or exaggerating his symptoms. Thus, the
therapist is careful not to imply that the patient is choosing to experience his symptoms. The
discussion will be fruitless if the patient becomes defensive. Because of the sensitivity of this
topic, we typically defer its discussion until the third month of treatment.
To avoid raising the patient's defenses initially, the discussion begins by focusing on the
patient's perceptions of other people who have been ill, other people whom the patient knows
or has known well. The therapist asks who, in the patient's family and social circle, had health
problems during the patient's childhood (or during the patient’s adulthood, if no one had
health problems during the patient's childhood). In our clinical experience, as in Craig et al.’s
research [89], many patients meeting criteria for a somatoform disorder report having
observed illness during childhood in either a family member or a close friend. The patient is
asked to describe the individual who was ill and to talk about the ways in which that person's
life was affected by illness or physical discomfort. Specifically, the therapist asks about the sick
person’s missed opportunities and missed experiences and how others responded to the
person. Next, the therapist inquires into "the silver lining" that being unhealthy may have had
for the sick person. “Were there any benefits of being unhealthy for that individual?” If the
patient believes there were no benefits, the therapist may ask specifically about each of the
following possible benefits: receiving special attention or nurture, avoiding undesirable
activities, avoiding arguments, gaining a special role in the family, or diminishing one’s own
expectations for oneself. Usually the patient will acknowledge that the ill individual experi‐
enced some benefits from his or her illness.
Having discussed another person's experiences with illness, the therapist shifts the discussion
to the impact of illness upon the patient’s life. The therapist begins with inquiries into the
patient’s experience of illness as a child: “How did others respond to you when you were sick
or in pain as a child?” “Were you taken to the doctor or did you miss school when you were
sick?” "Did you receive special attention or treatment when you were sick?" Afterwards,
questions focus on the impact of illness during the patient’s adult life: “In previous sessions
we discussed the many disadvantages of your health problems these days, are there any
advantages to being sick?”
Although almost all of our patients have acknowledged that some benefits accrue from “being
sick,” therapists often feel anxious during this discussion. It may seem likely that explicit
discussion with the patient about the sick role will undermine the therapeutic relationship.
But in our experience, no patient has withdrawn prematurely from treatment after discussing
the sick role. Although the topic is a sensitive one, it can be productively examined.
Often the discussion of the sick role begins to provide a rationale for assertiveness training as
it may reveal deficits in the patient's assertiveness. If the patient is deriving substantial
attention or nurture through being sick, he also may be deficient in the ability to ask directly
for attention and nurture. Patients who avoid undesirable activities by being sick may have
difficulty setting limits on others. One advantage of the sick role is that people can be rewarded
without having to ask directly for what they want. The sick role tends to undermine asser‐
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tiveness and to provide few opportunities to hone skills of self-assertion, except perhaps in
interactions with healthcare providers.
If the patient acknowledges that the sick role has become "second nature" to him, we may
borrow a technique of fixed-role therapy [90] and have our patient attempt to play the part of
a "healthy person" in one or more activities. One method is to ask the patient to find a rolemodel who is not impaired and to imitate that person's behavior. Another is to have the patient
ask the question, "What would a healthy person do in this situation?" and then to act out the
answer. Occasionally, as much psychological research has shown, changes in attitudes and
emotions will follow changes in behavior rather than preceding them. Expanding the range of
the patient's behavior, before the patient feels "healthy enough," can be effective, if the
approach is used judiciously. How much to push somatizers to extend themselves is a matter
of clinical judgment. Good therapeutic decisions in this area tend to optimize treatment
outcomes.
7.6. Assertiveness
At this point in treatment, the therapist will have assessed for deficits in the patient's asser‐
tiveness. Some patients effectively assert themselves and have their needs met in some, but
not all, situations. Some patients can assert themselves only in regard to certain kinds of needs.
Other patients can assert their needs when they are aware of them, but may not always be
aware of what those needs might be. Other patients have pervasive, trait-like deficits in
assertiveness across virtually all areas of their lives. In our experience, all somatization patients
have difficulty expressing their thoughts and feelings assertively in, at least, some situations.
The therapist begins by defining assertiveness and explaining the rationale for helping the
patient act more assertively in some situations. We define assertiveness as an open and honest
expression of one’s thoughts and feelings that avoids blaming or attacking others. Much of
ACBT treatment, up to this point, has provided the groundwork for becoming assertive. For
example, the self-awareness exercises and symptom monitoring forms direct the patient to pay
attention to her thoughts and feelings. Stage 1 of acting assertively involves identifying
thoughts and feelings. Stage 2, valuing one's thoughts and feelings, is implicit in and fostered
by some of the behavioral techniques. By taking time to relax and to engage in pleasurable
activities, patients are, in effect, affirming the value and legitimacy of taking care of themselves.
Before introducing stage 3 of assertiveness, patients may need additional work on stages 1 and
2. Specifically, patients might be asked to track their thoughts and feelings when interacting
with others between therapy sessions. (At this point in treatment, unassertive individuals often
can identify their thoughts and feelings when they are alone. Yet, they may have difficulty
being self-aware while interacting with others, especially others who are accustomed to or
expect them to be unassertive.) A homework assignment might be to ask, "What do I think and
feel?" during various interactions with others. For patients who continue to have trouble
valuing their thoughts and feelings, the therapist should use the technique from fixed-role
therapy [89]. Patients are directed to role-play in the outside world, to behave as they would
if they really did think their own feelings and needs were important. Through this device,
assertive behavior, with a tone of conviction, can be practiced and its often successful results
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can be witnessed by the patient. Occasionally patients will adopt and assimilate features of
this more assertive persona.
Stage 3 of assertiveness involves communicating one's thoughts, feelings, desires, and needs
with "I statements". The therapist suggests the patient use the following statement as a model,
"I feel ___________, when you ___________." An example of content in this form is, "I felt
worried when you didn’t call to tell me you’d be late coming home from work last night." By
making such a statement, this individual is taking responsibility for her feelings as opposed
to blaming others (e.g., "You’re so selfish not to have called"). Also, the statement is indisput‐
able since it is an expression of the patient’s emotional reaction. The result is that the person
being spoken to is somewhat less likely to react defensively than if attacked or explicitly
criticized; the person addressed also may be less likely to attempt to refute the assertion itself.
7.7. Sessions with spouse or significant other
The goals of including the significant other (domestic partner spouse) in treatment are to obtain
additional information about the patient, to gain the significant other’s support for the
treatment, and to alter behaviors of the significant other that may reinforce the patient’s
symptoms or illness behavior. We view this aspect of the treatment to be so valuable that, even
when working within our 10-session treatment format, we ask the patient’s significant other
to join us for 1 to 3 of those 10 sessions.
We typically invite the significant other to participate in a conjoint session within the first
month of treatment. The rationale for meeting together with the patient and significant other
is to encourage an open dialogue. In our experience, the therapeutic relationship is not always
strong enough to tolerate a therapist's meeting separately with a significant other, as some
patients readily become suspicious that “behind my back” others are minimizing their degree
of discomfort. And, although we would like to begin deriving the benefits of including the
significant other in treatment as soon as possible, for logistical reasons we typically delay the
first conjoint session until we have had some time to develop rapport with the patient. We find
the third or forth session works well as an initial conjoint session.
The focus of the conjoint session(s) includes discussions about the rationale for a "stress
management" treatment and about how such a treatment could be maximally helpful to the
patient. The therapist asks the significant other to comment on the impact of stress upon the
patient’s physical symptoms. Also, the impact of the patient’s physical symptoms on the
patient’s and significant other’s lives is examined. Here we aim to elicit information and to
suggest that the significant other’s involvement in treatment may benefit both parties.
Reducing the likelihood that the significant other will undermine the treatment is critical.
After clarifying the treatment’s rationale, the therapist attempts to determine whether the
significant relationship has been impaired by the patient’s illness. Somatizers’ tendencies to
withdraw from activities may not only diminish pleasure in their own lives, but also in their
significant others’ lives. When a patient foregoes couple’s activities, such as eating at restau‐
rants, going to movie theaters, dancing, or hiking, the domestic partner and their relationship
may suffer. The patient and significant other are asked to think about activities they once and
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might, yet again, enjoy together. Afterwards, the couple and therapist collaborate to develop
a plan for increasing pleasurable conjoint activities. Reengaging in these activities may increase
satisfaction with the relationship as well as reduce the patient's focus upon her symptoms.
A subsidiary aim of the conjoint sessions is to address the couple's communication about the
patient's physical symptoms. Initially the therapist asks the couple to describe a few recent
discussions about the patient's physical symptoms. Both members of the couple are asked to
describe what each said about the symptoms and what each thought and felt at that time.
Afterwards, the therapist summarizes and reflects upon the couple's communication about
the patient's symptoms. Suggestions for alternative modes of interacting, that are less likely to
reinforce illness behavior, are provided.

8. Conclusions
Somatic symptom disorder and related disorders are distressing, disabling, and costly
disorders. Although the treatment of somatization and of somatic symptom disorder is in its
infancy, there is sufficient evidence to believe CBT and ACBT have therapeutic value. Given
the research conducted to date, we recommend CBT and ACBT as the treatments of choice for
these disorders. A manualized 10-session version of our treatment [51] has been tested and
found effective with patients diagnosed with very severe as well as more moderate levels of
somatization [52, 53].
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1. Introduction
The purpose of this chapter is to improve service providers’ understanding of how to work
with, include and understand the experience and expertise of mental health carers. This in‐
formation is useful for service providers in clinical mental health, psychosocial rehabilitation
across government and non-government, and primary health care settings, and also for
managers of services, to help determine training offered to their employees. It may also be
useful for carers and carer support organisations, as well as for those who teach undergrad‐
uate and postgraduate health professional students.
After reading this chapter, readers will be able to:
• Understand the significant impact of caring for a person with a mental & physical health
conditions, from the carer's perspective, and their day-to-day experience of caring;
• Understand how carers can contribute as positive partners with health care providers, in
supporting people with mental and physical health conditions;
• Critically analyse and reflect on their practice knowledge, skills and attitudes, in particu‐
lar, their consideration of carers' input to enhance the clinical and psychosocial outcomes
for people with mental and physical health conditions;
• Recognise strategies within their own practice that engage and support carers.
A review of the international and Australian research on mental health carers’ experiences
of caring for a loved one with mental illness provides a background to the issues. This is fol‐
lowed by a report on the results of a large study conducted in South Australia in 2010, with
mental health carers, to explore and examine the issues in more depth.
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Family carers are people who provide unpaid support to family members and friends who
have a disability, mental illness, chronic physical health condition, terminal illness or who
are frail aged. Within an overall population of 22.5 million, Australia has almost 2.6 million
family carers. Almost half of all carers have a disability themselves [1-3].
Mental illnesses account for 27% of disability costs in Australia and 60% of disability costs
for 25 to 40 years olds. Mental illness often requires long term support and management by
the person, informal carers and health systems, posing significant burdens on health and
wellbeing for individuals, families and communities [4-6]. The extent and complexity of
these burdens on people with mental illness and their carers is not well understood, in par‐
ticular, the complexities of managing physical health, lifestyle risk factors, and mental
health [7]. As the population ages and the incidence of disability and chronic illness increas‐
es [8], the role of these carers will become increasingly apparent and the impacts of caring
increasingly felt. This is compounded by major policy changes, in Australia and in many
other countries, focused on shorter hospital stays and a shift from institutional care to great‐
er care in the community [9]. In Australia, carers contribute substantially to the national
economy through unpaid care, yet they are amongst the poorest, most disadvantaged peo‐
ple in our community [10]. In 2005, the productivity loss of this care was estimated at ap‐
proximately $4.9 billion; a substantial comparison to the $30.5 billion provided for formal
aged and disability care services in Australia [11]. Carers spend around 40 hours a week
providing care [1]. For carers of someone with a mental illness in Australia, the average time
spent providing care is around 104 hours per week [12]. Family carers are usually at the cen‐
tre of community mental health care, providing the bulk of support and assistance with little
or no specialised training [10]. Similar figures have been found in the United Kingdom with
5.8 million carers, of which many are mental health carers [13-15]. In the United Stated, there
are 65.7 million carers of which 7% or nearly 0.5 million are mental health carers (not includ‐
ing Alzheimers or dementia) [16]. Outcomes for people with mental illness are therefore
highly dependent upon the quality of in-home support. Yet there have been few communi‐
ty-based support services put in place in Australia, or in other countries, to aid the shift to
deinstitutionalisation of care for people with mental illness [8]. These phenomena are not
isolated to the Australian context [6,17-29].
We do know that mental health carers face unique challenges in their caring role, related to
the nature of mental illness itself and that the role entails both positive and negative impacts
[30,31]. Tasks of caring such as personal care, involvement in medication monitoring and
distribution, support for shopping, household chores such as cleaning and laundry, budget‐
ing and bill paying support are understood as common across caring roles where physical
frailty and dependence are evident. Though many mental health carers also undertake such
tasks within their caring role, the predictability of these roles does not necessarily apply to
mental health caring, especially given mental illness often has marked fluctuations and ever
changing impacts on the person with the illness [14, 32-35]. Such fluctuations require mental
health carers to navigate their roles within a fine balance of ever-changing need which in
turn gives rise to further unique issues for mental health carers that must be understood in
order to provide them with effective support in their caring role.
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2. Impacts of caring on carers
Caring for someone with a mental illness often comes with enormous personal costs, partic‐
ularly on the health of carers who experience a broad range of impacts as a result of their
caring role [3,36,37]. Research has shown that mothers show the highest level of burden,
“because they usually are the key carer and assume the totality of the patient care.” (p.722)
[38]. Carers have significantly higher levels of depression and stress, and lower levels of
subjective wellbeing, self-efficacy and physical health than those without carer responsibili‐
ties [9, 39-42]. More than one third of Australian carers experience depression, and being a
carer for someone else can be a leading cause of their depression [9]. Similar impacts have
been found to affect mental health carers in other countries [21,42-44]. Almost half of all
mental health carers’ psychological distress is based on difficult personal issues about duty,
responsibility, adequacy and guilt [12]. Carers’ wellbeing is closely linked to how services
respond to individuals and families, partnership orientation, knowledge provision, support
and counselling. Individual carer characteristics such as age, family status, employment, ed‐
ucation, and language also impact on carer wellbeing [45].
Of significance, carer wellbeing has a direct impact on the recovery rate of the person be‐
ing cared for [46], with greater use of hospitals and longer hospital stays for those with‐
out carer contact [47]. Caring for someone with a mental illness can be difficult because
many families, “attempt to care for someone who may Caring for someone with a mental
illness can be difficult because many families “attempt to care for someone who may have
bouts of acute psychosis; exhibit little motivation for most activities; be self-absorbed
much of the time; hardly contribute to the household; and have cognitive difficulties giv‐
ing rise to forgetfulness, misunderstandings, irritability, frustration, and sometimes out‐
right hostility“ (p.1)[48].
A decade of national mental health policies and standards promoting the inclusion of carers,
combined with an array of practice reforms and Carer Recognition Acts in many Australian
State jurisdictions appear to have had little impact on improving the care and support expe‐
riences of carers. Within service systems, carers have reported that they often receive little or
no information about their family member’s illness and that they are not typically involved
in care planning or have their views about the cared for person’s needs sought by services
[49,50]. This is despite almost two decades of research from which the findings have recom‐
mended greater collaboration and partnership with carers [10,51,52]. Carers in other coun‐
tries have also reported feeling marginalised by services [53]. Carers’ role and expert
knowledge is often ignored, rejected or seriously undervalued by services, sometimes with
detrimental consequences for the person’s care, and carer and staff safety [10,50,52,54-56].
Carers report that they are best supported by routine contact and trusting relationships with
service providers [57]. Realistic and targeted education and support, appropriate to what
families need at particular stages, has also been found to be useful and to improve the health
and wellbeing of carers and care recipients [10,58,59].
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3. Problem statement
Being a mental health carer is hard work. Carers’ health needs are often hidden behind the
needs of the person they care for. Building the skills of the mental health, psychosocial reha‐
bilitation and primary health care (PHC) workforce [60,61] is essential for effective support
to people with mental health and co-existing physical health conditions, and their family
carers. This understanding must go beyond superficial constructions of carer burden and to‐
ken offers of respite, education and information. Otherwise, there is a danger that service
providers will assume that they have understood and addressed carers’ needs, and be dis‐
missive of the ongoing and enduring needs that carers have as a consequence of their
unique caring role. Policies and programs that understand and address effectively the dayto-day needs and experiences of carers are needed.
The current study supports and builds on the view that ‘carer’ is an ambivalent term that
“fails to do justice to the complexity of interpersonal relationships in the context of men‐
tal health problems”(pp.475-476)[34]. Wong uses the term ‘chronic stressors’ to denote the
complex and ongoing nature of the difficulties mental health carers face [29]. Much re‐
search on mental health carers has focused on measuring carer burden as a construct in
isolation from other processes and impacts associated with the role [62]. Research has al‐
so clearly described mental health carers’ grief as often prolonged and experienced over
the full course of the cared for person’s life [63]. Mental health carers have been ‘stud‐
ied’ and have provided consultancy to many carer research projects. However, little re‐
search has been conducted exclusively by mental health carers, from the carer
perspective.

4. Methods
A qualitative design was selected for this study due to the exploratory nature of the study
and the need to provide participants with an interview method in which an interpersonal
dialogue could take place around potentially highly sensitive and personal information. To
achieve this, the study involved focus groups, a large survey and in-depth interviews with
mental health carers in South Australia. Results were triangulated and will be discussed
comprehensively in the context of how workers in mental health service and primary health
care services can work effectively with mental health carers to support the person with men‐
tal illness, and help address carers’ caring needs.
Ethics approval was granted by the Flinders Clinical Research Ethics Committee. The project
was steered by a diverse expert reference group that included mental health carers, repre‐
sentatives from carer organisations and mental health services, and university nursing and
social work academics. Across these members, all were mental health carers.
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5. Description of the sample and recruitment
Participants were voluntarily recruited through organisational newsletters and communica‐
tion provided directly by project team members at regular meetings for 12 carer organisa‐
tions and groups responsible for providing service and/or support to mental health carers
across metropolitan and regional South Australia. The researchers were also members of the
SA Department of Health Mental Health Unit Carer Advisory Group and have, as their
mandate, dedicated and expected links with the field as part of their advocacy and commu‐
nication roles. Two of the researchers have links across several carer organisations and are
heavily involved in training and support group facilitation groups in these organisations.
Reference Group members also offered their capacity to link with carer groups. The project
team also approached each known carer agency, or support group, and formally invited
them to be involved in consultations.We believe that this enabled us to canvass a diverse
range of carers. Sampling was therefore purposive for carers and based on convenience of
access to a range of carer groups.
5.1. Data collection
In-depth semi-structured interviews were conducted in participants’ homes or other confi‐
dential and convenient location nominated by participants (only one interview was conduct‐
ed by phone). Interview topic areas for exploration were informed by extensive literature
review prior to commencement of data collection and further established by the expert refer‐
ence group. Interviews guide questions were as follows:
• Carer role (context, length of time, extent)
• Looking back, experiences of becoming a carer
• Telling their story of being a carer
• Positive aspects /difficult aspects of being a carer
• Impacts on self and others
• Maintaining personal health and wellbeing in the carer role
• Experiences of engagement with services and others as part of the carer role
• What they want workers to understand about their carer role
Interviews were voice-recorded, following consent from participants, and professionally
transcribed then checked by the project manager. Extensive notes were also taken to en‐
hance recall of the context of interactions. Carers in regional and rural areas were contacted
by phone where indicated. All interviews were performed by the project manager to en‐
hance consistency. Transcripts of interviews were returned to interviewees for checking,
verification of data accuracy, and further comments, if they wished to provide them.
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Three focus groups were conducted with mental health carers. These were organised to oc‐
cur within existing mental health carers support groups, and three different types of groups
were sought, to ensure a variety of the carer population were canvassed.
Discussions in each focus group were aided by the following question areas, with room for
open discussion beyond these areas of interest:
• Positive aspects of being a carer?
• The hardest thing about being a carer?
• Effects of becoming/being a carer on you, your family, and friends?
• What do you do to keep yourself going in your carer role?
• What has been your experience of engagement with mental health and other health serv‐
ices, as part of your carer role?
• What are the most important things that you want workers to understand about you, as a
carer?
The first focus group (n=12 carers) was conducted with a Carer Support and Respite Centre
Carers Group, that is, carers who had contact with services specifically for support in their
caring role. They tended to be carers who were not involved in carer advocacy, and tended
to be older carers. The second focus group (n=15 carers) was conducted with an Association
of Relatives and Friends of the Mentally Ill (ARAFMI) Mental Health Carers Group. This
group contained some longstanding carers and several people new to their caring role, and
of all ages. The third focus group (n=12 carers) was conducted with the State Department of
Health, Mental Health Unit Carers Advisory Group. This group contained many longstand‐
ing carers who were also actively involved in advocacy and committee work throughout the
mental health system in South Australia, and national involvement. Data from two of the
three focus groups were recorded and professionally transcribed, then checked by the pri‐
mary researcher. Extensive notes were taken for the third focus group.
A state-wide survey was conducted with electronic and hardcopy surveys distributed through
the previously mentioned carers organisations and groups. This included advertising of the
survey by the peak state information and support organisation (Carers SA), and the Private
Mental Health Consumer and Carer Network Australia (PMHCCN)(open to SA carers only)
which both have a regular large electronic and hardcopy mail out of their newsletter to carers.
Similar to the focus group guide, the survey contained the following questions:
• What is the best thing about being a carer for someone with mental health and physical
health conditions?
• What is the hardest thing about being a care?
• What worries you the most in your role as a carer?
• What effect has being a carer had on you personally?
• What effect has being a carer had on your family and others close to you?
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• What are the most important things that you want service providers to understand about
your needs and your role?
• Any other comments?
Focus groups and interviews occurred across the same time period and data from each were
used to test and generate further question areas for exploration across the interactions with par‐
ticipants. All focus groups and interviews were conducted by the lead author, to ensure consis‐
tency. There was no crossover of participation by carers in each method of data collection.
5.2. Data analysis
A thematic analysis of focus group and interview data was undertaken using components of
grounded theory [64] within a framework analytic approach [65]. During the first stage of
data analysis, the first two authors reviewed the transcripts several times then performed
manual open coding, independent of each other. The authors then met to discuss, debate
and compare codes as part of inter-rater reliability testing [66] and constructed a detailed co‐
debook/framework to capture key issues and concepts before proceeding with further anal‐
ysis. Themes were generated as part of constant comparison of the data, using regular
meetings between the researchers to discuss the meaning of emerging ideas as interviews
proceeded and for accuracy and agreement on codes/categories. The next stage of analysis
involved grouping data into broader, conceptual themes based on recurrent patterns occur‐
ring across codes. Presentation to and discussion of themes within the expert reference
group served as additional verification of face validity for the analysis. An independent ex‐
pert qualitative researcher checked the themes and subthemes for consistency and logic of
presentation prior to them being finalised. Survey data were kept within each clearly struc‐
tured survey question and a thematic content analysis [67] was performed, with subthemes
determined by the researchers, as per the description of methods provided above. In this
way, each dataset informed and strengthened the themes found across all methods of data
collection (interviews, focus groups, survey).

6. Results
6.1. Demographic details
Sixteen carers were interviewed, including three husband/wife couples caring for adult chil‐
dren. These interview data were treated separately, recognizing that each parent may expe‐
rience their carer role differently [36]. Carers’ experience ranged from seven to more than 50
years. All were caring for someone with serious mental illness that required support from
specialist mental health services. Four carers were caring for more than one adult child and
one carer had continued to care for her foster son but had also cared for her own son prior to
his suicide. Seven carers were sole carers, whilst nine carers had support from their spouses.
Carers ranged in age from 20-30 to 80-90 years (median 60-70 years, or at a life-stage when
retirement would otherwise be their priority and also when personal physical health prob‐
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lems are likely to emerge if not already present). Of concern, eight carers reported having a
diagnosed mental illness and five a diagnosed heart condition. Only two carers did not re‐
port having a physical or mental health condition. For many carers, the person lived with
them, or very nearby. Fourteen participants where active members of carer support groups
or advocacy groups, often in leadership roles with several years of experience at local, state
or national level,. Several participants were also carer consultants on local, state or national,
mental health sector committees and working parties.
Demographic information for focus group participants was not collected. The number of fo‐
cus group participants has been reported above. A total of 79 survey responses were re‐
ceived. Demographic information for survey respondents was not collected. However, from
an audit of the survey responses, the researchers determined that:
• 56 respondents were carers for adult children (Eight were caring for more than one adult
child)
• 16 respondents were carers for their spouse (10 were women caring for their male part‐
ner. Six were men caring for their female partner.)
• 6 respondents were caring for their sibling (Four were a sister caring for a brother. Two
were a sister caring for a sister.)
As we have no way of knowing the total number of mental health carers within the database
for Carers SA and South Australian carers within the PMHCCN database, or whether all
blank hardcopy survey forms were distributed, we cannot determine a meaningful response
rate. However, we have estimated that the total of 124 mental health carers who participated
represent less than 5% of the state’s mental health carer population. This statistic is not
known, either at state or national level, which is a finding in and of itself (personal commu‐
nication, Carers Australia).
The combined interview/focus group thematic analysis is provided first; then a summary of
the survey results follows. Pseudonyms are used to de-identify all participants and direct
quotes are used to exemplify themes.

7. Focus group and interview themes
Participants’ comments fell into 9 main themes, many that mirror themes found in the exist‐
ing research literature, such as the day-to-day experience, burden, grief and loss, obligation,
problems with communication of needs with services, personal growth, strained relation‐
ships with others, and impacts on their own health and wellbeing [37,40,41,62,63,69,70].
These themes were:
The Experience of Being a Carer
Living with Mental Illness
Cycles of Grief, Trauma, Fear and Vigilance
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Communication with Services
The Carer/Mental Health Professional Experiential Divide
Consequences and Trust
The Impact on Relationships
The Impact on Health
How Carers Cope
7.1. The experience of being a carer – ‘The burden never ends’
All participants described the impact of being carers on their day-to-day lives, describing
a range of burdens that were perceived to be never-ending and which changed many
parts of their lives. This often included their capacity to take holidays, maintain careers,
maintain friendships and relationships with others, attend to their own health and live a
quality life for themselves. Overarching these impacts was the intensity and constancy of
the caring role.
(Charlotte and Stanley) We keep going because we have to, there is no option. Who else is going to love her and look
after her? There is no realistic option. Until there is a lot better service. Until we die, we’re it… We didn’t ask for this,
we didn’t want it, but we’re parents, we have no option. We love her so that’s it.

(Joan) I’m constantly on alert. I can’t go out freely because my husband is suspicious…My son recently called the crisis
team without me knowing. My husband blamed me when they arrived at the door unannounced…I had to stay with a
relative for two weeks after that because he wouldn’t let me back in the house.

Within this constancy, participants also described their role as like ‘shifting sand’, with them
constantly stepping in and out of the caring role as the person’s mental health status also
shifted constantly, often on a day-by-day basis dependent on what stresses were present in
be the person’s life at the time. This challenged understood assumptions that workers held,
and information carers had been provided about mental illness being episodic. Carers spent
each day never completely free of thinking and worrying about the person.
7.2. Living with mental illness – ‘Do they think the fairies do all these things?’
All participants believed that service providers had a limited view of what the experience was
actually like for the person living with mental illness and their carers. Many carers thought that
this was one of the reasons why their views were often dismissed or excluded from decisions
about care made by service providers. They compared their life-long knowledge of the person
with health professionals who come and go and only see fragments. They also spoke of the overreliance of service providers on medications to ‘fix everything’.
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(Gladys talking of the mental health services plans to allow the person to manage their own finances) That’s okay as long
as they put a plan in place to help him learn how to manage it. But they didn’t, they just gave him the money. They just
dropped him in it. Do they think the fairies are going to show him how to do it? No they won’t. And that’s a gap. Like
who do they think does these things, and it’s usually some carer in the background quietly doing stuff isn’t it?

(Elizabeth) If I never went along to any of the appointments with my son, and if they (service providers) went com‐
pletely on what [son] was telling them… he would never have gotten better and the worker would never have even
understood what was going on. We wouldn’t have got a service in the first place, despite him being completely psy‐
chotic…there’s a whole layer that they just don’t even see…if they really knew, they would have detained him a 100
times over according to their limited criteria.

7.3. Cycles of grief, trauma, fear and vigilance – ‘It just becomes par for the course’
All participants recounted their experience of being a carer as involving some level of grief for
the lost potential they saw in their loved one, and trauma which, for several, was ongoing as
part of their everyday experience. This has a range of implications for how carers are support‐
ed when their relative first becomes unwell, but also for the ongoing health and wellbeing of
carers. The level of this trauma was something that these carers felt others didn’t and couldn’t
fully understand. It made their day-to-day experience often feel surreal and their connection
with others sometimes distant. Several carers had become accustomed to a level of trauma
which they usually concealed from others, as part of their coping within what many said felt
like living in two worlds. On the one hand, they maintained their daily routines of family life,
social relationships, community relationships or work and other roles as if all was well, so
that others who came into contact with these carers perceived this to be so. This often masked
significant, regular, distressing events and interactions with the cared for person that re‐
quired the carer to continually switch back and forth in their vigilance around the person.
(Gladys of her eldest son who suicided 30 years earlier) I just came home from work one day and found him hanging
in the backyard, which was pretty ghastly, but if it was his choice, that’s his… (Pause, looking into the distance) So
that’s the way it is.

(Susan) People can say ‘Just phone the police or mental health services’ but it’s the consequences there and then. My hus‐
band is twice my size and strong and at 12 o’clock at night when he’s saying he wants to shoot all the neighbours and the
crisis team is one person on a phone on the other side of the city the consequences are a bit more real…I bear the conse‐
quences… [the mental health crisis service] just don’t get it…what that actually means, whether you like it or not picking
up the pieces, is that the consequences for you can be diabolical and for me - I’ve got a small child who he was making
constant threats to, that he was going to take away with him, and they will be found dead somewhere? The phone crisis
worker said to call the police. They came in the middle of the night and took him to ED. I got a call an hour later that he
was on his way home. They hadn’t detained him despite what had occurred, his history and his recent admission to hos‐
pital. They just put it down to alcohol. Even the police were alarmed by this. We were so frightened.
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(Clare) When our sons were feeling suicidal, at the time you almost become hardened to it all. The trauma of just the
barrage of it just becomes par for the course…and then later on you can crack up afterwards but you have to be strong
at the time.

7.4. Communication with services– ‘They didn’t even ask’
All participants reported that they felt service providers’ communication and interaction
with them needed improvement. This ranged from service providers just not understanding
the extent of carers’ input with the person and the nature of their experiences, ignoring and
not listening, to actively excluding carers in decisions and dialogue about the person’s care
and treatment. For many carers, communication was largely one way.
(Sandra) You’re a source of information and once they’ve got the information they don’t need you to do anything and
they don’t need you anymore…You end up being the navigator all the time when the person needs help, and then
you’re ignored.

These carers strongly believed that they had a unique understanding of the person cared for
and therefore much to contribute to what support was needed and how it was developed
and delivered. They felt like members of a team of support around the person, but invisible
players in that team, in which their input was not realised fully by formal service providers.
These carers found this situation frustrating and senseless, given their long-standing rela‐
tionship with the person, knowledge of them as a ‘whole’ person and ability to often pick up
signs of illness early because they knew the person best.
(Judith) It’s the people that know him – you’ve known him all his life. You can tell, and it’s not necessarily anything
that they say, it’s just a way that they look or a gesture; you just feel it. It’s hard explaining that to other people, partic‐
ularly workers…(Upon trying to alert the worker) His Case Worker said, ‘Oh well, he seems alright when he presents
to me”. And we really felt quite deeply that she hadn’t respected our observations.

7.5. The carer/mental health professional experiential divide
All participants believed that service providers had a limited view of what the experience
was actually like for the person living with mental illness and their carers. Many carers
thought this was why their views were often dismissed or excluded from decisions about
care made by service providers. They compared their life-long knowledge of the person
with health professionals who come and go and only see fragments. They also spoke of the
over-reliance of service providers on medications to ‘fix everything’. Unfortunately, all par‐
ticipants reported similar situations where they simply were not listened to and this added
to the experience of distress for all concerned, especially the person and their carer. This
seemed to be linked to the service providers not understanding or having empathy for the
experience of carers, of being removed from the impact of their actions or inactions.
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(Ruth) It wasn’t until the point of crisis that they took notice of us. And then that was traumatic for us because we had
to get the people to come and see him [because he refused to go to them by that point]…and it finally reached a point
one night when we could hear him treading up and down…I was shivering in my bed and I said, ‘I can’t stand it’. The
next day I rang them and I said, ‘Please come’, I really begged, I said, ‘Please come and get him’.

(Charlotte and Stanley) They kept on telling us that it was all behaviour…’She is bipolar but really she’s just a bad, bad
girl; she’s nowhere near as ill as you think’, until five years ago, she proved to them exactly how ill she was when she
burnt down her unit.

7.6. Consequences and trust –‘You just don’t want to go there’
Participants recounted a number of consequences for them as part of the day-to-day man‐
agement of risk, especially when the person they cared for was unwell or suicidal. They said
this impacted all parts of their lives, usually requiring a number of personal systems in place
for emergencies. They felt a clear sense that they were shouldering much of the load and
that services could be contributing more. Though several participants reported receiving
good support when services worked with them as a team, they also reported some challeng‐
es to this process, involving the journey of mental illness itself. The following lengthy exam‐
ples demonstrate some of the inherent dilemmas in caring for a person with mental illness
and consequences for mental health carers:
(Susan) The nature of mental illness is often that the person doesn’t recognise when they need help and, when they’re
highly distressed, and agitated, it’s the very last thing they are actually going to do, often. So it needs someone, and it’s
often the carer, who says “Enough. We have to do something here”. And it’s a very tricky dilemma to involve police or
ambulance or mental health services because you know that is going to be difficult for the person; and you, as the
carer, are going to have to face the consequences for that because you often get blamed for things you’ve not done at
all, because the person’s either delusional or paranoid, and it’s just very emotional. And you spend so much emotional
energy giving, so that when the person throws it back at you, it’s very difficult…The carer faces the brunt of that [serv‐
ice involvement…I think a lot of carers are put in these sorts of situations that are not always realised by workers…and
you almost don’t ask for the help when it’s needed because you just don’t want to go there because it opens up a
whole other can of worms that you never intended.

(Jenny) Services often see it as carers just being over-involved, emotional or anxious, but it involves trust also, because
there are always consequences for me and the children in engaging with services. With caring for my mum, I always
felt isolated from the treatment and involvement with services and like we were just being acted upon rather than in
partnership all working together and them utilizing our lived experience and expertise. Because there was no trust in
our first five months with the system, it was a fearful system. I didn’t want to put my mum through that. She wasn’t
the same. My experience of that system [mother in hospital] was that my mum just sat on the floor or on the bed the
whole time rocking back and forward. I literally had to rip her out of there, then us isolating ourselves as a family. At
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least she stopped rocking back and forward and found some joy with the children; (pause) but we were all alone. It
was a very lonely journey.

7.7. The impact on relationships – ‘It certainly made us appreciate who our real friends
were’
Participants discussed the impact of caring on their relationships with each other, other fam‐
ily and friends and how they mediated the caring role within their relationships with others.
Some carers said that becoming carers for a person with mental illness had brought them
closer together, though not without this being a learning process. For others, there were dif‐
ferent challenges.
(Yvonne) We had many times when we’ve thought about splitting up…We didn’t agree on everything and that has
been the biggest problem.

(Stanley) It certainly made us appreciate who our real friends were because several of them walked away. They were
sympathetic but didn’t really want to think about mental illness at all. And our other children, although we didn’t real‐
ise it at the time, but they told us later that we were kind of putting a lot of pressure on them by not giving them a fair
share of our time and by kind of putting expectations on them to be the ‘normal’ ones…I don’t think we knew we were
doing it except by saying, like, ‘Thank God you’re okay.’

7.8. The impact on health – ‘I’m not allowed to get sick’
All except two of the interview participants reported problems with their physical or mental
health as a direct result of their caring role, and its impacts. Of the eight carers who reported
having a diagnosed mental health conditions, seven had depression. Five carers reported a
diagnosed heart condition; four of these were men. Some carers were now actively looking
after their health, whilst others were not. All participants experienced ongoing burden. One
carer’s description demonstrates the complexity of self-care for carers:
(Sandra) The frustrating thing for me is I’m not allowed to get sick. I’m not allowed to get emotional. I’m not allowed
to say how I’m feeling because, although he says that I should do that, when I do that, it actually makes his symptoms
worse and it’s like he just takes it internally and it becomes this whole other thing which I never intended, and he
never expected. It’s like they can’t give you their empathy, it’s like a type of selfishness...So I just don’t bother to say
anything. It’s just easier that way.

7.9. How carers cope – Advocacy, support and ‘just getting on with it’
Participants described a range of strategies they use to deal with the impacts of their caring
role. This included their views on respite support, carer support groups, support from fami‐
ly and friends, and developing clear limits and boundaries with the person they care for.

211

212

Mental Disorders - Theoretical and Empirical Perspectives

Several participants were members of support groups with long experience of being carers,
and several had become assertive advocates. They also emphasised the need for carers to
look after themselves and seek out support.
(Charlotte) I fall in the deepest of holes and I just want to go to bed and pull the covers over, and that’s when Stanley
takes over. I just say, ‘I can’t do this’…And then, as I get better, Stanley might fall into a hole and that’s when I would
take over… I think we’ve always talked…There have been times that we’ve disagreed…but most times it works posi‐
tively and we counter-balance each other.

(Stanley on service providers and respite support) They think that all we need is respite and therefore...We get away
and we’ll be right. And it doesn’t - it isn’t. We’ve done that - we never did it because we thought it would help, we did
it - to shut them up basically…What we’ve learned is you’ve got to believe in those feelings that you have. When you
feel that something isn’t right, then it isn’t right. Believe in yourself and then develop the confidence to do something
about it.

(John) I really can’t do anything much for my sons to be really honest. I can’t fix them or anything. All I can do is to
stand around and support them a bit. As a result, I drifted and drove myself into advocacy.

(Sandra) Sometimes you get annoyed and sometimes you just resign to it and then other times you just want to wake
up and it’s not there…And then you sit yourself down and just sort of resign to it and on you go.

Several participants spoke of the importance of adequate accommodation and community
support for the person they cared for. One carer, who recounted a period of nine months
when health services worked well with each other, the person, and with them as carers,
summed it up this way:
(Stanley) We’ve always said - fix the system so our daughter is taken care of and you’ll take care of us.

8. Results – Survey
Each survey question areas is listed, with themes from within each domain described in or‐
der (most to least) of the number of respondents whose comments spoke to that theme.
However, this does not mean that the more commonly described ideas are necessarily more
important to carers than less commonly described ideas. Many comments made across the
survey questions were, at times, overwhelmingly powerful and quantifying them is argua‐
bly inappropriate. Respondents could provide more than one response to each question.
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8.1. The best thing about being a carer
Good Outcomes
Thirty of the 79 participants spoke of good outcomes for the cared for person’s health as the
best thing about being a carer. This reflected their primary focus and concern for the wellbe‐
ing of the person cared for. Good outcomes included the person accepting their mental ill‐
ness and the need for medication, and keeping a positive attitude, the carer recognising
small achievements made by the person, being grateful and enjoying the times when things
were going well, carers being pro-active rather than reactive, and effectively providing a
safe environment for their loved one.
• Knowing that the person you care about is respected, loved and treated well.
• Seeing them achieve goals no matter how small.
• I have learnt to be really thankful for the times when things are going well. This morning,
he’s happy. I can tuck that away as a memory for when times may not go so well.
Sharing the experience through connection with others
Fourteen carers stated that sharing their experience with other carers and having a connec‐
tion with others with similar experiences provided friendship, support and knowledge that
they would not have otherwise had. Support groups also provided hope, real empathy and
understanding, alleviating their sense of isolation and stigma. For some, support groups
gave them a new purpose, role and courage to stand up.
• Finding a support network where friendships and information help to carry the load.
• Knowing I’m not alone; there is a carer support group.
• I have been inspired to become more involved in advocating for those more vulnerable in
our community. I have met some extremely brave and inspiring people.
Having Purpose
Ten carers talked about the positive sense of purpose that the caring role provided to them.
This included the gratitude received from the person cared for, the sense of making a worth‐
while contribution to the person’s wellness, keeping the person as safe as possible, and the
knowledge that they are cared for.
• To know that you are doing something and helping someone you love.
• It’s a good feeling to know they know you’ll always be there for them.
Nothing
However, 10 carers’ responses reflected the overwhelming sense of burden, grief, struggle
and negative impact that the arrival of mental illness can have for some families. These
carers were quite clear that there was no best thing about being a carer, despite the immense
love and commitment that they expressed for their loved one.
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• There’s absolutely nothing.
• As I’m caring for my husband who has developed mental illness since I married him, I
fail to see that there is a best thing about being a carer.
Love
In contrast, 8 carers’ responses showed the immense love they held for the person and the
importance of being able to show this. The intensity of these feelings was a mirror image of
the adversity and trauma they also described in their responses to other questions.
• I think I can show her that I care about her unconditionally and will be there for her.
• The bond we share. He knows my love for him.
• The journey we have shared has involved some of the worst times of my life. Yet, my love
for him is beyond measure because I’m so proud of his courage in spite of this.
Learning
The comments of eight carers reflected their capacity to be resilient and to grow from the
experience. They described the best thing for them as finding the resources to educate them‐
selves about mental illnesses, and becoming more accepting and open minded generally,
that is, becoming better people for the experience.
• I have educated myself in areas that my friends would not even consider.
• It stretches you to find resources in yourself previously undeveloped.
• It helps me to be more aware of others with disabilities and more accepting. I have
learned to be more open minded of others’ behaviour.
8.2. The hardest thing about being a carer
Grief in the face of changed lives
Twenty-six of the 79 respondents described the grief and anguish experienced, by now hav‐
ing a family member with mental illness, as the hardest thing about being a carer. This in‐
volved seeing their loved one’s suffering or having experienced trauma (sometimes whilst
in systems of care), coming to terms with the illness and its impact on all of their lives. Some
described this as watching a self-destruction process, seeing their loved one living such an
isolated lifestyle, experiencing a ‘roller coaster’ of emotions, and grieving about the person’s
lost potential for what could have been.
• Seeing my two sons living a very isolated lifestyle, without friends, partners, employment
or meaningful activities.
• To watch the suffering of a serious victim of a mental health illness. As family and friends
cannot understand the changes in the person that occur as the disease progresses and the
anguish they witness. Five or six serious attempts on her own life and time spent at hospi‐
tal emergency waiting as staff fight to save the life.
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Vigilance and never able to relax
Eighteen carers described constant stress, alertness and vigilance that they experience in re‐
lation to the person with mental illness as the hardest thing for them about being a carer.
• The stress never leaves me, though it does lessen when she is in a good period, and I
dread the phone ringing.
• Not knowing how each day/hour/minute will pan out and trying to steel yourself for
whatever happens…Waiting for the next crisis to occur.
Fear
Further to their feelings of vigilance, 14 carers described a fear of not knowing if what they
are doing is beneficial for the person, fear for the future when they are dead or cannot care
anymore, feeling helpless and hopeless at times, fears about their own capacity to find and
maintain employment with the unpredictability of the caring role, fears for their financial se‐
curity, and fears for the safety of the person and themselves when the person is unwell.
• The guilt I feel when I don’t cope and contribute to their misery instead of helping them
and the feeling of helplessness.
• Being faced with a son in a very psychotic state, and not knowing what to do about it.
Consequences of system failures / ‘The carer is always responsible’
Sixteen carers described the system’s failure to provide adequate support to the person as
one of the hardest things they have to deal with, explaining it as a major contributor to their
enforced vigilance and fears. These system failures included inadequacy of support, difficul‐
ties caused by privacy and confidentiality rules, and indifference and neglect of care shown
in some situations by service providers. Carers said that they were routinely left to pick up
the pieces, frustrated and angry with service providers.
• Having all the responsibility of everything, and that often you personally are seen as the
baddie (the one who is pushy).
• There is an apparent indifference displayed to a great degree by ‘the system’ and the re‐
sult that carers are left to battle on largely unaided in any meaningful way.
Being heard, understood and included
Twelve carers described their experience of trying to navigate within and express their
needs to mental health service providers as the hardest thing about being a carer. This in‐
cluded trying to convince services when the person needed help, a general lack of under‐
standing of carers’ perspectives by service providers and, being dismissed, ignored and
labelled by services.
• Trying to find a doctor and psychiatrist who are understanding and show empathy and
talk to me as a parent.
• Being told by service providers that my ‘expectations are too high’ regarding their serv‐
ices and supports for my two sons.
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Isolation
Eight carers rated their isolation in the caring role as the hardest issue to deal with. This in‐
volved physical isolation from supportive others, as relatives and friends distance them‐
selves once the carer became subsumed in their caring role, but also emotional isolation
from others as a result of their carer experience.
• The hardest is feeling sometimes that you’re the only one, especially when other family
members cannot come to terms with the mental illness of the person in question. I feel
that they know I will always be the carer, and will leave it all up to me.
• We have no friends any more.
8.3. What worries carers the most in their carer role
Several respondents reiterated issues they found most difficult about their caring role, in‐
cluding never being able to relax. Six respondents mentioned worry about finances, and
a further six described worry for the quality of life and future of the person cared for, es‐
pecially as they observed increasing, insidious physical health problems emerge for the
person over time. Fourteen carers expressed their greatest worry being their lack of
knowledge of how to best help the person; whether they were doing the right thing.
Four carers expressed their main worry as concern for their own physical safety, in par‐
ticular, their powerless in the face of the person’s paranoia where the carer was routine‐
ly threatened, blamed and accused by the person. Overwhelmingly, respondents detailed
a range of worries that reflected and demonstrated their deep concern for the person’s
welfare, for the future and for the welfare of others as a consequence of mental illness
being present in their lives:
Concern for the person’s future when the carer is not there
Thirty-two, or almost half of respondents, cited their main worry as care for the person when
the carer was no longer able to provide care.
• I worry about what will happen to my daughter if I die and there’s no-one there for her.
• What will happen to my son when I am no longer able to protect him?
Suicide
Eight carers rated fear of the person suiciding as their greatest worry. For some, this was
linked to observing the person’s poor physical health and quality of life, and grief for what
they perceived as the natural order of theirs and their loved one’s future.
• Suicide risks with two sons who suffer from depression and anxiety illnesses and have
deteriorating physical health. I believe that it is likely that my sons will die before I do.
• Our family member with a mental illness does not live at home, so I worry about suicide,
as this has been attempted numerous times in the past.

The Bond We Share: Experiences of Caring for a Person with Mental and Physical Health Conditions
http://dx.doi.org/10.5772/46217

Fears/Consequences for others
Fourteen carers expressed their main worry being for others as a consequence of the person’s
mental illness. This ranged from concern for others who were missing out on the carer’s atten‐
tion and time due to the focus on the person’s needs, to worry about family members develop‐
ing mental illness due to their genetic relationship and shared environment with the mentally
ill person. Some carers expressed the tension of being stuck in the middle as the primary sup‐
porter of the person, and protector, or shield, for other family members.
• I am frightened she will have a manic session and kill some innocent person whilst driv‐
ing her car.
• Being made aware of and constantly worrying whether it might happen to other members
of the family, especially the children. Every now and then I see the signs and it horrifies
me. I’m torn between my commitment to the person and trying to make my children’s life
as normal as possible, which is pretty difficult with a paranoid person in the house.
8.4. Effects of caring on carers personally
Being a carer for a person with a mental illness had many significant potential negative ef‐
fects on carers but also many significant positive effects for them. For respondents, the ef‐
fects were often a double-edged sword, and present together for the carer as part of their
resignation to the role, and the reality of their circumstances.
Physical health
Twelve carers cited experiencing physical health problems and perceived these as a direct
consequence of their carer role. Blood pressure and heart conditions were particularly cited
and were linked by carers to the level of worry and vigilance inherent in their carer role.
Mental health
Thirty carers described the negative effects of caring on their own emotional wellbeing and
mental health. They described feelings of sadness, grief and loss, difficulty in relaxing, hav‐
ing diagnosed depression and anxiety as a direct result of the accumulative effects of car‐
ing,and loss of self-esteem and confidence as a result of isolation within the role. They
described doubts about their effectiveness, severe stress, feelings of being emotionally
drained, angry and frustrated, feeling powerless, and feeling much of their life was out of
their control.
• I feel terribly sad because I have lost my son.
• I suffer with chronic glaucoma, but this discomfort is minimal compared with the sadness
and heart break suffered at seeing a grown man who will never reach any satisfaction
with his life. This leaves me in a state of endless despair.
Loss of own quality of life
Accumulated pressures inherent in the day-to-day experience of carers had clear negative
impacts on their quality of life. Twenty-two carers described this as their inability to look
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too far ahead, the limits now placed on their social life and leisure time, the inability to trav‐
el, and their disconnection from friends and other family due to the burden of caring.
• I’ve lost my network/social life. I have lost my husband now I live with a stranger. I’ve
gone from being cared for to being a carer. I lost my self-esteem, I feel trapped – frustrat‐
ed with the system and lonely.
• I’m practically in retirement and my life plans are destroyed.
Loss of career/Financial impacts
Ten carers stated that their caring role had finished their career, whilst others continued to
juggle having time off, shifting to part-time work, or to less stressful work. This led to dete‐
riorating financial circumstances and, for some, this meant actual hardship when the cared
for person’s life was in turmoil due to manic spending or debt.
Finding new purpose
Some carers had effectively turned their frustrations with their role and the systems of care
into advocacy for broader mental health reform, and a thirst for more knowledge. Twelve
carers clearly articulated the personal growth they experienced because of their caring role.
• It has given me reason to communicate a lot more with others in a similar situation, to
learn and be more aware.
• It has totally changed my life; different job, different outlook on life, different attitudes.
8.5. Effects on family and others close to the carer
In response to this question, respondents demonstrated the dichotomy of experiences that
are likely present for carers. Some families appeared to pull together, as a consequence of
mental illness entering their lives, while other families were torn apart.
Greater cohesion
Twenty-four carers described the experience of caring as bringing them and their family
closer together, strengthening relationships between partners, unifying the family around
the person, and enabling them to have more meaningful relationships generally.
• More love is shown to my daughter by her beautiful friends and a few of her relations.
• It brought me and my wife closer; supporting each other…We have an exceptional close
group of friends who understand.
• Our daughter’s illness has united the family.
Greater tension
Equally, 24 carers described the experience as creating unwanted tension within their fami‐
lies and friendship networks, with some withdrawing to cope, and carers isolating them‐
selves from others as a result of their priorities shifting, as the burden of caring is taken up
by some and left by others, as differences in understanding emerge, and as family members
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blame each other and take different paths in their attempts to cope, grieve and variously
move on.
• The rest of the family stays away and doesn’t even ask how he is. They don’t want to
know or understand…We’re all still grieving.
• They (other family) distance themselves or feel sorry for me. They’ve no constructive help
or support. They try to give advice but don’t know anything about the illness, which
causes conflict; they judge how I handle things and blame me when things go wrong.
• It demonstrates clearly those who care as opposed to some family members, who see their
role as not wanting to know.
Exclusion/Fragmentation of family
Sixteen carers described, in more specific detail, a range of negative impacts that the caring
role had on them personally. This was often couched in concern for their relationships with,
and concern for, the impacts on other family members, especially children.
• Our other daughter has been affected by thinking she always had to behave well and
make up for her sister. She does not have a good relationship with her sister and feels she
never really had a sister.
• My immediate family can’t cope with being sworn at, so I am the only one at present that
my son will relate to and then only on his conditions.
• The other siblings have felt neglected at times and have some resentment.
8.6. Important things for mental health services to understand about carers’ needs
Carers had many, often forthright, concerns that they wanted to express to mental health
services. These ranged from the need for more understanding of the realities of the caring
role, to more inclusion and say in the treatment and care plans for the person cared for, to be
listened to and have their views respected more, and to have better services for the person
and for carers.
More inclusion, acknowledgement, recognition and listening to carers
Fifty-six of the 79 survey respondents said that they wanted to be acknowledged more for
their input and expertise related to the person’s needs. They perceived themselves as an un‐
tapped resource that was often neglected by services, sometimes with adverse consequences
for the person and the carer. They particularly stressed their role in early intervention sup‐
port for the person and were keen to work collaboratively with service providers. They also
saw themselves as a reliable source of information about what was really going on day-today for the person, especially when the person’s own account or perceptions did not always
reflect the facts, according to carers.
• That professionals need to trust what carers say, that we know the person, that this be‐
haviour is out of character, or that the problem is not drug related, but a mental health
issue. We need to be listened to. We need to be included. We need to be taken seriously.
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We need to be informed; we need to be included in decisions because, as carers, we can
help early in the ‘flare ups’ of the illness.
• I spend all day with him and I know when something is not right.
Better support
Twenty-six carers spoke of the need for more and better support for the person they cared
for. Of these, only 4 carers put this directly in the context of their own needs as carers. Most
respondents couched their responses as part of the need to improve the person’s wellbeing,
and that this would directly or indirectly improve their own wellbeing.
• It takes a great deal of effort to get someone to agree to get help, and then the help is not
available. I know if my son could have seen someone sooner, he would not have got to
such a bad state.
More information and education for carers
Only eight carers made comments about a range of needs related to more information and
education for carers. This ranged from where to find support, how to build resilience for
themselves and the person they cared for, understanding signs and symptoms of particular
mental illness, understanding medications, how to communicate with the person (especially
someone with psychosis), and how to communicate with service providers.
Policy-related issues
Only eight carers made mention of broader mental health issues and their policy implica‐
tions. These issues ranged from moves to address stigma, medication availability, formal
carer recognition, accommodation, support funding, and carer payments.

9. Discussion
Being acarer for a person with mental illness can be highly challenging, with many impacts
on carers. For participants of this study, impacts were both positive and negative, as others
have also found. Several studies have reported recurring themes involving overwhelming
feelings of burden on carers’ daily lives [7,37,62,70,71]. Looking at the body of comments
made here, the selflessness of carers is very apparent. They made little reference to their
own physical health and wellbeing, seeming to focus most of their attention and energy on
the person cared for. This has implications for neglect of their own needs [39]. Our partici‐
pants described the caring role as physically and emotionally draining, with many experi‐
encing depression and related physical illness. The strain of caring often caused friction in
relationships within the family and loss of friends. Some family units became stronger and
shared the support when needed. The high prevalence of chronic illness and risk factors
among carers is clearly echoed for this small sample of mental health carers. The prevalence
of heart disease, particularly among male participants, warrants further investigation. The
incidence of heart disease in female care givers has been studied [72].
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These results show that the actual experience and impact of a loved one developing a men‐
tal illness cannot be overstated. They mirror many of the fears, dilemmas and concerns high‐
lighted in other international studies [21,35,69,74]. Likewise, other studies have spoken at
length about the personal impact on carers in managing day-to-day care of the person and
enduring the caring process [14.32-34,37,41]. Of note in our study, these carers were not new
to the role, yet they continued to experience significant burden, distress and trauma, sug‐
gesting that more needs to be understood about the constantly shifting nature of mental ill‐
ness and its impact on carers [3,35-37]. These carers also knew a great deal about mental
illness. Many were advocates within the system, yet this didn’t necessarily shield them from
the reality of the experience. The unique nature of mental illness also meant that standard
respite support was perceived as virtually useless.
The findings emphasise that, like health service providers, what carers want is improved
wellness of the person they care for, and therefore the two groups should be able to work
cohesively together for everyone’s betterment. Yet, they also confirm that carers often feel
excluded and their input not realised, or worse, ignored. Other studies have similarly con‐
cluded that carers frequently feel undervalued and marginalized and that the impact of the
person’s mental illness on the carers themselves has been largely ignored and invisible
[10.46,52-57,71,75]. One Belgian study reported that more than one third of carers felt ex‐
cluded from decision-making by service providers. Coincidentally, this study also found
that many carers felt they were best supported by routine contact and trusting relationships
with service providers [57]. Trust and understanding were highly valued by our partici‐
pants.
Another striking feature of the results is what was not mentioned or only mentioned by a
small number of participants. One example is the lack of reported need for more informa‐
tion and education. This suggests that there is a significant mismatch between what service
providers think carers need and what carers say they need, given that much of the existing
focus on support appears to be on ‘educating’ carers [59]. A large Netherlands study of 19
community-based psycho-educational groups investigating objective and subjective burden
concluded that psycho-education, “should concentrate on helping relatives cope with the
strain on the relationship with the patient and on improving their ability to cope with the
patient's behaviour”(p.375)[76]. Fortune [77] found that coping through seeking emotional
support, faith, acceptance and positive reframing of the carer’s and the person’s situation
were associated with less distress, whereas self-blame led to greater levels of distress. Yet,
the effectiveness of support groups for mental health carers have shown mixed results [78].
What our study shows is that providing education about mental illness to carers is but one
part of providing effective support to them. It has also shown the challenges that mental
health carers face regardless of the level and type of support, information and education that
they are offered. The findings suggest these challenges go to the very heart of the nature of
mental illness itself, with some issues being potentially unresolvable within this unique role.
Our study demonstrates that caring for a person with mental illness is a complex role that
requires a multifaceted understanding of carer stress and the centrality of the caring role.
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10. Limitations
The findings of this study are limited to experiences of mental health carerswithin the Aus‐
tralian context. They suggest that further trans-national research and research exploring
gender and relationship differences (child, spouse, parent) in carer experiences would be
useful. The purposive sample and its size also pose limits on the generalizability of the find‐
ings. As suggested by Hsiao and Van Riper [79], more research is needed to explain why
some carers adapt successfully to the carer role, whereas others do not.

11. Conclusions
This study highlights the mental health carer role as never ending and unrelenting, with
many impacts on carers. Like Wong, who uses the term ‘chronic stressors’ to denote the
complex and ongoing nature of the difficulties mental health carers face [29], our study con‐
firms this chronicity within the caring role, what we call a ‘living grief’. Carers stress that the
nature of the illness is so unpredictable at times that there is no room for complacency, espe‐
cially as they watch the person they care for develop physical illnesses and then the carer
then finds themselves caring for someone with a multitude of ailments.
Successful negotiation of the mental health system, early intervention and partnership with
service providers have become the key strategic directions for mental health services in Aus‐
tralia, and internationally. Coping, management of the illness, knowledge about illnesses
and treatments available are the key mechanisms by which families and people with mental
illness can be empowered to navigate the mental health system, to best enhance their well‐
being. Evidence indicates that providing education, support and a family/carer inclusive ap‐
proach to treatment improves carer wellbeing, has a direct positive impact on the recovery
of the care recipient [46,59]. Pivotal to these processes and to the delivery of meaningful sup‐
port is for service providers to have a clearer understanding of what it is really like to be a
mental health carer.
Many of the issues impacting on carers reflect larger problems in providing adequate care to
people with mental illness [80,81]. Carers experience significant pressures in their caring
role, largely due to their unmet needs for support, information and understanding from
health service providers. The experiences of carers are not fully understood and this serves
to alienate them from the very supports they need. Moreover, translating an understanding
of carers’ personal experience of caring into tangible, respectful and meaningful dialogue
with service providers, as part of a shared approach to providing support to the person with
mental illness, is vital for all concerned.
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1. Introduction
What is motivation? From a psychological point of view it is a force, of psychic nature, which
makes the individual show certain behaviour. Freud said that each behaviour, also the most
strange, always responds to a motivation and the motivation’s meaning is often unknown not
only by people in contact with the subject but also by the subject himself. If we wanted to
contextualise motivation within the alliance relationship, we could consider the last one as an
interaction between two poles: one is the therapist the other is the patient, each with his own
intrapersonal and interpersonal features, in a specific space defined by the setting, motivation
is one of the intrapersonal patient’s characteristics. Therapeutic alliance is a strong predictor
of outcome in individual psychotherapy across diverse treatment orientations and modalities
both with adult patients [14], [26] and adolescents [10], [13]. Patient’s motivation, within the
working alliance, during therapeutic intervention has been much studied [21], [7], [15], [30],
[24], [25], [29], whereas the motivation associated with the diagnostic moment has been given
less importance in scientific literature [22], [17]. Close to the theory there is clinical experience
related to the centre we work in. Longitudinal studies about adolescents’ therapeutic compli‐
ance and clinical evolution done within our Services [9], [10], [11] showed most of adolescents
did not follow therapeutic suggestion about undergoing psychotherapy after the diagnostic
process. Compliant and not compliant adolescents were different because of motivation
expressed during the diagnostic process: the most of motivated adolescents started therapy,
whereas the most of unmotivated adolescents did not. The clinical evolution resulted in
association with adolescents’ motivation as well: after six months a clinical improvement was
statistically more frequent among motivated than among unmotivated adolescents.
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These results and other ones from literature, evidencing that an early alliance has been found
to be a better predictor of outcome than alliance averaged across sessions or measured in the
middle or late phase of treatment [26], [12], stimulated us to think of and to evaluate, during
clinical practice, some strategies to favour adolescent’s motivation to follow therapeutic
suggestion given at the end of the diagnostic process. For this reason we think of a diagnostic
protocol which considers, with psychiatric diagnosis (ICD 10) and clinical evaluation (psy‐
chopathological investigation), to pay particular attention to motivational aspects. To do that
we referred to the experience of interviewing used at the Brent Centre of Young People of
London.
Looking at the literature we can deduce that the word “interviewing” has been introduced
quite recently. Few authors discussed this process (interviewing) itself. The idea of “Inter‐
viewing” with adolescents at the Brent Centre comes from the belief held by M. Laufer that
most adolescents were not able to engage in and make use of long term psychoanalytic
psychotherapy without some preparatory work, as theorized by Freud (the development of
the “observing Ego”). The word “assessment” wasn’t used because it reminded to a psychiatric
meaning. When the Centre was founded adolescents could come and “walk-in” for any reason.
According to the presenting problem, the clinician provided the connection with the general
practitioner (GP), the lawyer or the social worker. The aim was to focus on vulnerable
adolescents to work on the accessibility, the potentiality for making therapeutic connections.
It was considered to work on a long term base and to involve only trained analysts because it
takes time and experience to modify the defenses. The results of the first researches showed
that the Centre was working with severe neurotic patients and it was considered extremely
important to engage the adolescents in order to offer a preventive help. P. Wilson [32] linked
intervention in adolescence to the developmental model conceptualized by Laufer and stressed
the importance of making an assessment before starting any kind of intervention: “ Whatever
the extent of intervention, it should be based on an assessment of his feelings about himself,
his body and relation to his parents, and designed to contribute towards facilitating progres‐
sive movement and so serve to prevent breakdown and the possibility of mental ill-health in
adulthood”. From his words, it’s possible to consider the interviewing as the preliminary work
with the adolescent in which there is an assessment about his way of coping with the adoles‐
cence tasks. In ‘Adolescence and developmental breakdown’ [17] it is again stressed that the
application of the developmental model to the assessment of psychopathology in adolescence
is fundamental to make further decisions about management and treatment of the adolescent.
The word “interviewing” appears in the paper written by C. Bronstein and S. Flanders in 1998
[4]. In it, the emphasis is put to another meaning of this process, linked to psychotherapy. The
process that develops in this first contact with the adolescents we call interviewing, though it
could also be described as psychotherapeutic consultation. It is stressed that a mere assessment
followed by therapy can’t give the adolescent the possibility to understand what therapy
means, leading to a further drop out. It means that the aims of interviewing are both to assess
the extent and the nature of the patient’s disease and to give the adolescent the possibility to
express his feelings and fears, to come into touch with anxiety, to make the “unknown” less
frightening. Another aim of the interviewing process could be to set up the framework for
further treatment, if this is considered necessary. It means dealing with “plans, arrangements,
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preparation, undertakings” because it can allow the adolescent and his parents to understand
better the meaning of further treatment. It is stressed the importance of making the adolescent
an active part of the process and of involving him in it. For example the interviewer can use
the explanation to make easier the understanding and to involve more the adolescent; the
adolescent is made aware of the interviewer’s concerns and of severity and implications of his
problems in his present and future life. On the other hand the interviewer has to guide the
intervention. Any reaction is “within the strict limits set by our specific role” [19] and it is
important to avoid collusion, carefully not trying to take sides and allocate blame [18]. It’s also
part of the process setting up the framework of further treatment, if it’s necessary. It means
helping the adolescent and the family in understanding the meaning of the therapy but also
talking together about practical problems [17].
1.1. The semi-residential adolescent psychopathology service
The study involved patients attending the Daily Service for Adolescents at the Neuropsychi‐
atric Unit for Children and Adolescents in Padua. The main purposes of this service are the
care and rehabilitation of adolescents with severe psychopathological disorders (mood
disorders, psychotic disorders, antisocial behavior and personality disorders), particularly
optimizing their welfare and providing intervention for these young patients through an
integrated clinical and pedagogical approach. Various professional figures cooperate on the
therapeutic project and this multi-professional team includes a child and adolescent neuro‐
psychiatrist, a psychologist, two educators and a social worker. Adolescents attending the
center undergo an initial diagnostic process, leading to a psychiatric diagnosis formulated
according to the ICD 10 [33] and the therapeutic project involves attending a day center.
The centre receives adolescents (males and females from 12 to 18 years of age) with various
types of psychiatric and behavioral disorder of moderate to severe degree: it has a capacity to
treat approximately 25 patients in all and can simultaneously accommodate up to six adoles‐
cents, with the ratio of one operator to every two patients.
The adolescents attend from Monday to Friday from 09.00 to 17.00. Access to the structure is
based on individual projects prepared by the team, which establishes the number of weekly
visits and their duration. The educators can also implement tailored and/or home-based
interventions in situations where an adolescent suffers from significant social isolation, and in
acute cases requiring temporary hospital stays, acting as companions and providing support
while the patient is in hospital. Patients can also be received in emergency situations (moments
of acute crisis, or when a "buffer intervention" is needed while a patient is waiting to join a
residential community). These latter interventions do not follow the normal enrolment
protocol.
The general goals of the service are:
• to optimize the patient care and education measures for adolescents in situations of
particular mental illness and at particularly crucial times;
• to support the families in their educational role;
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• to construct an integrated clinical and pedagogical project with the various services on
different levels and with different institutional roles;
• to improve the social involvement of adolescent in their living environment.
1.1.1. The multidisciplinary team
The multidisciplinary team consists of: a developmental neuropsychiatrist responsible for the
service, a psychologist-psychotherapist, two educators, a social worker, a coordinator, and an
administrative assistant.
There are also trainee psychologists, trainees on the degree course for professional educators
at the Faculties of Education Sciences and Psychology, and physicians training in develop‐
mental neuropsychiatry.
The team holds the following meetings:
• a weekly meeting to coordinate their clinical-pedagogical work and program the educa‐
tional activities;
• a weekly team meeting to discuss the cases;
• periodical meetings with social-sanitary operators and clinicians to report on the cases being
treated in the semi-residential setting to discuss the clinical issues, assess the adolescent’s
progress, and recommend new patients for the treatment;
• a monthly supervisory team meeting with an outside psychiatrist-psychotherapist.
1.2. Protocol for enrolling new patients at the semi-residential center
The phase for assessing and enrolling an adolescent at the semi-residential center for adoles‐
cent psychopathologies is completed according to the following protocol.
1.

The case is presented to the team operating at the semi-residential service for adolescent
psychopathologies by the psychologist or neuropsychiatrist proposing their enrolment at
the Neuropsychiatric Unit for Children and Adolescents and a file is prepared for the
patient being recommended.

2.

The case is discussed and, where applicable, a preliminary period of observation and
assessment of the adolescent is decided.

3.

A meeting is held with the patient and family to formalize the proposal to start with a
preliminary period for the adolescent to get to know the semi-residential service. In
addition to patients and their parents, this meeting is also attended by the clinician
referring them and an educator.

4.

The observation period starts, normally involving four meetings according to the follow‐
ing schedule:
• the first meeting is for introductions, observations and free activity (playing, computer,
exploring spaces);
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• the second meeting is when an observation file is completed (a semistructured inter‐
view) by a "third party" educator, i.e. an educator who has had the least to do with the
adolescent so far, in order to guarantee the utmost neutrality in the administering the
assessment tool. Then activities are proposed in small groups to see how the adolescent
functions in group situations;
• at the third meeting activities are proposed on the basis of the adolescent’s interests
emerging from the previous interview;
• the fourth and last meeting is where, in addition to the activities already begun at the
third meeting, there is also space for a conversation and exchange of ideas with the
adolescent, to provide feedback relating to the previous meetings, the adolescent’s
mode of participation and greater or lesser willingness to enroll at the semi-residential
center.
5.

The reference educator completes an initial observation file on the trend of the four
meetings.

6.

The team assesses the observation period within two weeks after its completion and
decides whether to recommend that the adolescent continue with the semi-residential
experience or terminate it.

7.

The patient and family are informed about the child’s progress so far and there is an
exchange of ideas relating to the adolescent’s and the family’s experiences and motiva‐
tions. If all concerned agree to the semi-residential program, this decision is shared and
signed jointly by the family and by the physician referring the case to the team, and these
parties agree on a first integrated, tailored therapeutic and educational project, and an
initial schedule for the adolescent’s attendance at the center.

1.3. The path for taking the patient into care
1.3.1. Formulation of the tailored educational project and schedule of attendance at the semi-residential
center
This phase is completed by the working team and the object is to prepare a first project in the
light of the findings during the preliminary observation period. A record is made of patients’
and their families’ demographic details, the motives for enrolment on the program, the internal
and external activities conducted, the established goals, the general and specific objectives of
the course of therapy, a description of the integrated intervention designed for each adolescent
of and the timing for assessing their progress and the project.
Access is always formulated on the basis of a tailored individual project and the adolescent’s
weekly attendance is constantly monitored. Punctuality and adherence to the agreed frequen‐
cy of attendance is an important tool for assessing the adolescents’ and their families’ compli‐
ance with the agreed educational project, as well as being a necessary premise for
implementing the semi-residential program. For each patient, a schedule is agreed with the
family, the specialist and the adolescent concerned, starting from a minimum of two attend‐
ances a week (lasting four hours each).
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1.3.2. Periodical clinical interviews and progress monitoring
For each patient, there are periodical clinical meetings with their own doctors to monitor their
psycho-developmental trends and personal response to the therapy. The parental couple is
also followed up with regular meetings with a clinician (neuropsychiatrist or psychologist),
possibly with the support of an educator.
This action on the families needs to be supported and empowered to help parents establish a
different image of their child from the one they knew before, and make sense of the changes
taking place in the child during the period in semi-residential care, as well as providing input
on how the parents themselves need to respond to the child on a daily basis. A course of
psychotherapy proper for both the adolescents and their parents is often recommended and
implemented.
1.3.3. Completion of a file for recording changes and reviewing the therapy
After the first six months of attendance at the semi-residential centre, the educational project
is reviewed, and the goals and/or operating methods are expanded and/or diversified, based
on a first structured assessment of the adolescent’s progress that involves completing and
checklist of specific indicators relating to the various areas of intervention (relational, social,
autonomy).
1.3.4. Ongoing assessment
The ongoing assessment of the adolescent’s progress is based on various methods:
• periodic team discussions,
• periodic meetings with reference clinicians,
• periodic meetings with family,
• periodic meetings with teachers,
• periodic assessment of files completed by the reference educator,
• observation/assessment charts recorded before and after laboratory activities,
• the periodic administration of standardized tests (YSR 11-18) [1] at the baseline, when the
patient is taken into care and subsequently every six months,
• the periodic completion by the team of the Global Assessment of Functioning test [31] (at
the time of compiling the therapeutic and educational project and subsequently every six
months).
• This assessment and constant monitoring procedure enables the ongoing adjustment of the
objectives of the integrated individual projects, which is normally done every 3-6 months.
The tests can also be used as a tool for pre-and post-assessment of the effects of the inter‐
vention at the start and end of a specific laboratory activity to evaluate it efficacy.
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1.3.5. Discharge
The end of the course of therapeutic intervention can be decided by various factors. In the most
favorable of outcomes, the project may be concluded because the preset goals have been
achieved and the adolescents have regained their social contacts and schooling experience,
and the course of therapy undertaken can be consolidated.
Attendance at the centre may also be interrupted due to poor compliance on the part of the
adolescent and/or the family (with repeated and unjustified failures to attend appointments
at the semi-residential centre or meetings with clinicians, or inadequate cooperation). The
program may also be stopped by the need to include the patient in a residential community.
In each case, the conclusion of the project is confirmed during the course of a final meeting
attended by all the parties involved (the adolescent, the family, the reference educator, the
psychologist and the neuropsychiatrist).
1.4. Pedagogical activities
The object of the pedagogical activities is to support the adolescents in the course of their
development by means of a relationship with the figure of the educator, who serves as an
"auxiliary ego" and consequently as a supportive companion. This is achieved by providing a
space, which takes practical shape in the rooms at the semi-residential centre, and by designing
a project that involves customized objectives and timings.
In experiences of research applied to different educational settings, various functions have
been identified on which the educator’s action is concentrated. The educator thus has several
functions [23], [28]:
• as a mediator between the adolescent and the adult world,
• to provide protection in relation to the adolescent’s interior conflicts,
• to accompany the patient on a path towards a normalizing educational context,
• as containment, providing stability and helping the adolescent to manage the dynamics of
his/her daily life.
The general educational goals of the educational process providing the starting point of an
individual educational project tailored to each patient include:
• helping the adolescents to gain awareness of their own sentiments, impulses and behavior;
• helping them to test their abilities in a protected setting and to raise their self-esteem;
• helping them to realistically assess their living environment.
The activities in which the psycho-educational process takes shape are designed to achieve the
individual objectives of each adolescent’s project and rely on fundamental tools, such as
providing a setting as a framework in which to enable to the experience of meeting, using the
operator’s capacity for empathy to create a relationship that can help the adolescent to let their
emotional experiences resound inside themselves and thereby increasingly gain control over
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them, promoting organized behavior patterns, abilities and motivations that can pave the way
to satisfactory social relations and an adequate performance in the completion of tasks and the
achievement of goals. During their attendance at the center, the adolescents conduct activities
designed to develop their personal interests, acquire skills and reinforce their self-esteem.
Outings, the preparation of a newspaper, painting, watching films, playing, writing, and
dramatizations are activities conducted at the center, individually and in small groups, in the
constant presence of the educators. There are also structured laboratories involving pet
therapy, horse therapy, art therapy and naturalistic experiences at teaching farms organized
in cooperation with other associations, as well as participation in therapeutic winter and
summer holiday camps. For many young people, these activities are the only opportunities
they have to put themselves to the test away from their usual living environments, to measure
themselves against an adventure outside the home, and thereby testing their capacity to
manage on their own, to experiment with detachment from the family, to live in groups and
share the group’s behavioral rules.
Finally, courses are also organized to support the adolescents’ formal education in cooperation
with their schools. This involves formulating tailored teaching programs and the presence of
teachers at the semi-residential centre.

2. Sample
Sample is formed by adolescents who, during a semester, consecutively came to the Neuro‐
psychiatric Unit for Children and Adolescents in Padua, Italy, requesting a psycho diagnostic
evaluation and then were suggested to undergo multimodal intervention at the Daily Service
for Adolescents. The main purposes of this service are the care and rehabilitation of adolescents
with severe psychopathological disorders (mood disorders, psychotic disorders, antisocial
behavior and personality disorders), particularly optimizing their welfare and providing
intervention for these young patients through an integrated clinical and pedagogical approach.
Various professional figures cooperate on the therapeutic project and this multi-professional
team includes a child and adolescent neuropsychiatrist, a psychologist, two educators and a
social worker. They are 50 individuals, 33 males (66%) and 17 females (34%), aged 13 to 18
years (mean 15,6 y.). The only exclusion criteria were age below 13, chronic rather than acute
psychotic state, QI < 70 and presence of known organic pathology associated with mental
disease.

3. Methodology
Neuropsychiatric consultation was articulated into 5 diagnostic interviews with adoles‐
cent and his parents, separately. The last session was deputed to communication of
psychiatric diagnosis and therapeutic suggestion. We added to this protocol, which was the
usual one, another semistructured meeting finalised to the discussion about therapeutic
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indication. This difference with respect to usual diagnostic protocol (where the diagnostic
communication and therapeutic suggestion formed the last meeting with the adolescent)
was set up with the aim of giving information about semiresidential treatment (what it is,
how it works, what it is useful for) (1) and raising adolescent’s questions, doubts, fanta‐
sies and anxieties about therapy and to talk about them with the specialist (2); the hypoth‐
esis was that giving voice to these issues and receiving information could be useful to create
motivation towards multimodal intervention.
Adolescent’s motivation was evaluated at the beginning and at the end of the diagnostic
process, considering these three elements according to Marcelli and Bracconier [23]:
• Awareness of the disease,
• Worry about his/her own psychological state,
• Self observing and describing capacities.
Recognising and admitting an uneasy state is the first step to deal with it. Being preoccupied
with it means to be in touch with anxiety caused by one’s own condition and to hinge on this
to desire to change. Having the capacity to self observe and describe means to be in touch with
one’s own inner world and to quite tolerate anxiety coming from conflicts.
An anamnesis schedule collecting data about adolescent’s identification, his/her family,
psychosocial situation and clinical elements was filled in for each subject.
The psychiatric diagnosis was formulated using ICD 10 [33]. Additionally, we grouped
subjects into three categories according to the severity of the psychopathology and pathologic
personality organisation as described by Kernberg [16]. Neurotic personality organization is
characterized by psychostructural conditions that include: 1) intact reality testing, 2) a
consistent sense of self and of other people, and 3) generally rely on mature defense mecha‐
nisms when stressed. At the opposite end of the personality organization dimension are
severely disorganized personalities, the Psychotic one which is characterized by: 1) severely
compromised reality testing, 2) an inconsistent sense of self and others, and 3) utilize immature
defenses. Along the middle of this dimension are personalities organized at the borderline
level: 1) the syndrome of identity diffusion, 2) the predominance of primitive defensive
mechanisms centering around splitting, and 3) maintenance of reality testing.
Data about patient’s therapeutic compliance and clinical evolution were collected during a
visit of control after nine months by the last diagnostic session. They are based on both what
was referred by the patient about subjective perception of health state and on what the
specialist verified about psychosocial functioning changes in a nine months period. Clinical
evolution was evaluated throughout the Global Assessment Functioning Scale (GAF) [31],
which was filled in before and nine months after the beginning of the semiresidential inter‐
vention. The GAF is a scale used by the operators to rate a patient’s psychosocial functioning
and activities, regardless of the nature of their psychiatric disease. It corresponds to Axis V of
the DSM IV [2]. The GAF scale comprises 10 levels (further divided into 10 points) and each
patient is assigned to a given level on the strength of a scoring system: the higher the score the
better the patient’s psycho- social functioning. The patients were retested nine months later:
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an improvement was considered when the GAF score changed to an upper level, an unvaried
situation when the score remained in the same level and an aggravation when the score
decreased to an under level with regard to the initial scoring.
Statistical analysis: data analysis considers the variable motivation in relation with gender
(male/female); age (13-15 years old, 16-18 years old); educational level of family - valued on
parent’s education degree (low, middle, high); arrival status (voluntary, by referral); support
by parents - evaluated by empathetic capacities towards adolescent, availability to come to the
interviews, collaborative capacities about therapeutic project (supportive family, not suppor‐
tive family); diagnosis (ICD 10); compliance with therapeutic project (in therapy, drop out,
therapy never started); nine months follow up (better, unvaried, worse).
The data are expressed as frequencies and percentages. Variables are expressed using nominal
and ordinal scales. Cross-tabulations were analyzed using the chi-square test, considering
P<0.05 as significant. The analyses were performed using SPSS rel. 14.

4. Result and discussion
The sample is formed by 50 individuals, 33 males (66%) and 17 females (34%), aged 13 to 18 years.
They were divided in 2 age groups: 13-15 years old (24 subjects, 48%) and 16-18 years old (26
subjects, 52%). 6% attended primary school, 36% secondary school, 56% college and 2% had
abandoned school. Gender/age cross tabulation shows that males are younger (61% in age
range13-15, 39% in age range16-18) than females (23.5% in age range 13-15, 76.5% in age range
16-18). The family’s educational level the adolescents come from, results low in 18%, middle in
62% and high in 20% of cases. Arrival status is by spontaneous request for psychodiagnostic
consultation in 40% of cases and by referral in 60% of cases. Diagnosis are summarised in table
1, where comorbility is referred to depressive mood disorder and personality disorder.
Diagnosis (ICD 10)

Frequency(N)

Percent (%)

anxiety disorders

18

36

mood disorders

3

6

psychotic disorders

3

6

personality disorders

10

20

behaviour disorders

8

16

eating disorders

3

6

mental retardation

2

4

comorbility (depression and personality disorder)

3

6

Total

50

100

Table 1. Psychiatric diagnosis according to ICD 10
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Adolescent’s motivation has been evaluated on the basis of three elements: knowledge of a
disease, preoccupation about personal psychological state and self observing and describing
capacities. Three categories have been individuated on the basis of this evaluation: motivated
adolescents –38%-(who recognise the disease, are worried about it and desire to change it),
indifferent adolescents –34%-(who admit and describe the disease, but do not seem worried
and tend to minimise their psychological condition) and contrary adolescents 28%-(who arrive
to the service obliged by parents, do not recognise a disease and say that it is others’ fault if
they are there) (graphic 1). The difference between indifferent and contrary categories,
considering the psycho-relational way of functioning, is the dimension respectively passive
and active which characterizes their resistance to meet the clinician.
The motivation, evaluated at the first interview, shows that less than half of the cases (38%)
agrees on diagnostic process. This result suggests that adolescent’s motivation to be helped is
an aim of an intervention rather than an assumption. This is confirmed by literature [23] and
agrees with the result about arrival status which shows that more than 50% of subjects came
because they were referred by others rather than coming by themselves and also in this last
case, the visit was requested by parents and not by the adolescent. We wanted to determine
whether the variable initial motivation was significantly different among groups defined by
gender, age, educational level of family and diagnosis. Statistical analysis evidences that
diagnosis, gender and educational level influence in some way adolescent’s initial motivation.
Actually, distribution of initial motivation in adolescents grouped for sex, educational level
and diagnosis is not casual, while age doesn’t seem affect initial motivation like the other
factors (tables 2, 3, 4 ).
Initial motivation categories
motivated
Gender

male

Count
% within gender

female

contrary

6

17

10

33

18,18

51,51

30,3

100

% within motivation

40

80,95

71,42

66

% of Total

12

34

20

66

9

4

4

17

52,94

23,52

23,52

100

% within motivation

60

19,04

28,57

34

% of Total

18

8

8

34

Count

15

21

14

50

Count
% within gender

Total

indifferent

Total

% within gender
% within motivation
% of Total

30

42

28

100

100

100

100

100

30

42

28

100

Chi-Square Tests
Pearson Chi-Square

Value

df

6,794

2

Table 2. Crosstab: initial motivation in relation with gender

Asymp. Sig. (2-sided)
0,033
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Initial motivation categories
motivated
family's formal education

low

Count

6

2

9

% within education

11,11

66,66

22,22

100

% within motivation

6,66

28,57

14,28

18

2

12

4

18

13

12

6

31

% within education

41,93

38,7

19,35

100

% within motivation

86,66

57,14

42,85

62

26

24

12

62

1

3

6

10

10

30

60

100

6,66

14,28

42,85

20

2

6

12

20

Count

15

21

14

50

% within education

30

42

28

100

% within motivation

100

100

100

100

30

42

28

100

Count

% of Total
high

Count
% within education
% within motivation
% of Total

Total

contrary

1

% of Total
medium

indifferent

Total

% of Total
Chi-Square Tests

Pearson Chi-Square

Value

df

10,194

4

Asymp. Sig. (2-sided)
0,037

Table 3. Crosstab: initial motivation in relation with family’s cultural level

Initial motivation categories
motivated
psychopathological

nevrosis

Count

contrary

10

7

2

19

% within diagnosis

52,63

36,84

10,52

100

% within motivation

66,66

33,33

14,28

38

20

14

4

38

categories

% of Total
psychosis

indifferent

Total

Count

5

5

% within diagnosis

100

100

% within motivation

23,8

10

Working on Adolescent’s Motivation to Improve the Outcome Within a Multimodal Treatment
http://dx.doi.org/10.5772/52299

Initial motivation categories
motivated

indifferent

% of Total
borderline

Total

Count

Total

contrary

10

10

5

9

12

26

% within diagnosis

19,23

34,61

46,15

100

% within motivation

33,33

42,85

85,71

52

% of Total

10

18

24

52

Count

15

21

14

50

% within diagnosis

30

42

28

100

100

100

100

100

30

42

28

100

% within motivation
% of Total
Chi-Square Tests

Pearson Chi-Square

Value

df

16,743

4

Asymp. Sig. (2-sided)
0,002

Table 4. Crosstab: initial motivation in relation with diagnostic categories

With respect to gender (table 2 a), motivated are prevalently females, while indifferent and
contrary are prevalently males; these differences are statistically significant (p=0.033). This
could be explained by the general tendency of females to be more reflexive and capable of
insight than males teenagers, added to the fact that in our sample females are older than males
and then more mature.
With regard to the educational level of family (table 2b), the most of motivated adolescents
come from family with a middle educational level, the most of indifferent come from family
with a low educational level, and contrary prevalently come from family with high educational
level (p=0.033). Considering initial motivation in relation with nosographic categories, anxiety
disorders and eating disorders are the most frequent diagnosis among motivated; acute
psychosis, mood disorders and borderline mental retardation (70<QI<85) are more frequent
among indifferent; conduct disorders and personality disorders are prevalent among contrary
adolescents (p=0.007).
We considered motivation categories in relation to Kernberg’s personality organisation
categories too. It is interesting to note that the association between motivation categories and
personality organisation categories (motivated -nevrosis, indifferent- psychosis and contraryborderline), as showed in table 2c, reminds about the kind of bond that usually characterises
the clinical relationship with the patient according to different psychofunctional level: the
neurotic one (patients motivated to get better given their good reality test and a differentiated
sense of social tact and sensitivity), borderline one (patients ambivalent and often oppositive
towards therapist, given their lack of capacity for a mature empathy with others, and a lack of
mature evaluation of other people, who are seen either as idealized, persecutory or devalued
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persons), psychotic one (patients often not conscious of their diseases, with a rigid relational
modalities and then mainly indifferent towards therapy).
The aim of the diagnostic process, and overall aim of the last interview, was to create a
relationship with the patient whose objective was to become aware of the disease and to want
to change. So we tried to change the situation where the specialist evaluates the patient and at
the end delivers a verdict - instead we tried to build a collaborative relation with adolescent
where the main objective is to give a sense to the symptoms, to verify where the adolescent
had stopped and to make the therapy to be perceived as something useful.

50

motivation at first interview

40
30
20

Percent

244

10
0

motivated

indifferent

contrary

motivation categories
Scheme 1. Motivation at the beginning of the psychodiagnostic process

Adolescent’s motivation was evaluated again at the end of the diagnosis process (basing on
the same elements). The result was an increase of motivated and a decrease of indifferent and
contrary adolescents (scheme 2), without relevant difference regarding gender within the three
categories (p=0.19). The relation between motivation and diagnosis looses statistical signifi‐
cance too (p=0.09), whereas educational level remains significant in regard to adolescent’s
motivation (X2=11.38 (DF4), p=0.023). This result suggests that sociocultural aspects (like
educational background) influences thinking capacity more than other more constitutional
factors (like gender or psychiatric disorder); moreover, it could make operators inclined to
differentiate the way of approaching psychopathology in case of particular cultural conditions,
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like the realization of more supportive rather than expressive intervention with people coming
from a low socio-cultural background. It is interesting to note that the change to a motivated
category is bigger among contrary than among indifferent adolescents: actually first halved
during the diagnostic process, showing major capacities of mobilization (compare scheme 1
and 2). This could be linked to what was said before about the psychopathological features of
these subjects: indifferent who are mainly psychotic organised are characterised by a defending
setting and a psychorelational functioning which are less flexible and changeable than the one
of contraries who enter mainly the borderline and neurotic psycho structural organisations.

70

motivation at last interview

60
50
40
30

Percent

20
10
0

motivated

indifferent

contrary

motivation categories
Scheme 2. Motivation at the end of the psychodiagnostic process

Evaluation of adolescents and their family showed, among contrary subjects, high frequency
of difficult relationships and conflict with parents. This aspect seems preponderant in influ‐
encing the adolescent’s feeling towards the specialist and psychological space. It is as if the
difficulty with the parents is expressed by the difficulty and refusal in regards to psychiatric
consultation, to which the adolescent has been lead by parents rather than coming by him self.
In these cases, focusing on problematic relations and working on the relationship with the
parental couple in terms of separation/ individuation, seems to favour the use of psychodiag‐
nostic space as one’s own rather than as something to be used to attack parents. This was shown
by contrary adolescents as major capacity to thinking for them selves, to recognise personal
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difficulties and to accept help to sort them out. Contrary adolescents, even if more oppositional
evidently, are more “malleable” than indifferent adolescents whose defences are rigid and
whose emotive distance makes it difficult to establish an emphatic relationship.
A nine months follow up have permitted verification of therapeutic compliance and clinical
evolution. 84% of the adolescents are compliant, 8% have dropped out and 8% have never
started psychotherapy. 62% of the adolescents have improved, 34% have not varied and 4%
have got worse. There are significant statistical differences both in regard to therapeutic
compliance and clinical evolution: motivated and indifferent adolescents mainly follow the
therapeutic suggestion at the end of the diagnostic procedure, whereas contrary do not even
start therapy (p=0.006) (scheme 3). In parallel after nine months motivated get better, indif‐
ferent do not vary and contrary adolescents do not vary or get worse (p=0.000) (scheme 4). The
evidence of a missed clinical improvement nine months later even if indifferent are compliant
for 90%, suggests - and confirms what said before about that - the presence of stronger rigidity
of personality structure and defence mechanisms and/or necessity of a longer period to get
better in these subjects.

100
90

10

6
91

43

90

80
70
60
14

50
40

43

30

percent

246

compliance tp

20

drop out

10

discontinous

0

motivated

indifferent

contrary

regular

motivation categories
Scheme 3. Motivation in relation with therapeutic compliance after nine months by the beginning of the semiresiden‐
tial treatment.
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100

21

70

29

90
80
70

79
43

60
50
40
30

30

percent

20

9 months follow up
29

unvaried

10
0

w orse

motivated

indifferent

contrary

better

motivation categories

Scheme 4. Motivation in relation with outcome nine month by the beginning of the semiresidential treatment.

This result is relevant because it indicates that adolescent’s motivation is linked not only to
therapeutic compliance but also to therapeutic efficacy. In fact the elements we considered to
define motivation are significant ingredients to build an alliance relationship; this one is an
important factor in regard to efficacy of therapeutic process [20], [14], [5], [8],[3].
Significant, statistically only in the latter case, the result about parents’ collaboration in regard
to therapeutic compliance and clinical evolution: 10% of adolescents do not start multimodal
treatment or drop out among supportive families, whereas the percentage becomes 30% among
not supportive families. With respect to clinical evolution: nine months later there was a clinical
improvement in 73% of cases with supportive families, while the improvement regarding 31%
of subjects with not supportive families (p=0.005).
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This data seems to indicate that parental support for adolescents is more important to the
efficacy of intervention than to compliance, as if adolescent’s motivation was fundamental to
start treatment, but then the family’s support becomes significant as well to get clinically better.

5. Romeo (R), 18 years old: Reports diagnostic interviews by interviewer’s
words
5.1. First diagnostic session
Yesterday R’s mother (Mrs A) phoned to confirm the appointment and asked if it would be
possible to speak to me before his son would. Today Mrs A arrived at the Institute on time and
the secretary found her screaming asking for someone, from the balcony upstairs on the first
floor. Mrs A said she couldn’t find anyone immediately upon entering the building and she
didn’t know where to go. Mrs A asked the secretary if she could speak to me before I saw R
(R was waiting into the car). The secretary said she could spend the first 10 minutes with me
whilst R was present – then she went to get R.
After I had introduced myself, we entered the room together and R’s mother started to
speak to me about R. “R has been suffering panic attacks for 4 months, he has got very
nervous, he can’t sleep, he has a lot of difficulties with his exams, he needs help in facing
going to university, panic attacks, girls…” Furthermore she asked for medication to help
him to sleep. She was very agitated and I felt R’s anxiety rising while she was speaking.
After a while I asked her to leave and wait for R. Then I asked R what he thought and he
replied that what his mother had said was true, and he started to tell me about his panic
attacks. They started since February when he had to do his first exam. He was at home,
having a shower; his heart started to beat faster, he couldn’t understand what was going
on and he went to his mum (who was in the kitchen) to ask for help. I wondered within
myself what he was doing or thinking while having a shower. His mum suggested he drink
a glass of water but it didn’t work. His legs and arms started to tremble and he was not
able to control them. So his mum took him to the hospital where he had a lot of tests;
everything was all right medically.
The second panic attack came a month later, at home too, nobody was in. R called his dad
who went home and took R to the hospital again. Then panic attacks became more frequent:
until two weeks ago they were every day. During these two last weeks R has been feeling
a bit better (the exams have finished). His General Practitioner (GP) did not prescribe any
medication, instead he suggested R come to the Service. I asked him what he thought about
that and he answered he preferred not to take medication at that moment. I asked him
about University and he told me the choice to go on to study was a very important one.
Before he had been working at his stepfather’s shop for nearly one year. Now he has to
study a lot, he has no more time for friends and recreation. His life consists of going to
university then coming back home and so on again, every day. He did not look worried or
sad saying this. He doesn’t want to give university up “even if it causes my panic at‐
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tacks”. His words made me remember that his mum had said that ‘there are guys who are
able to study and guys who aren’t able to bear the burden and R should understand if he’s
able or not; he could eventually leave university…’
After about 20 minutes someone knocked on the door, twice. I went to open it and it was
R’s mum who wanted to tell me she’d wait for R outside, in the car. In the meantime she
was trying to look behind me to see R, at the same time, looking at me making a lot of
signs with her face and her hands as if to say “is it all right with him?” I closed the door
with a gentle smile and went back to my seat feeling annoyed; I looked at R with a
questioning glance. He did not say anything about his mum, he did not seem ashamed or
embarrassed or annoyed. He seemed to me a bit relieved instead. I asked him more about
his parents: R’s mum is from South Italy while his father is North Italian. They divorced
when R was 6 because his father had an affair. His mum, who now is a housewife, has
been living with another man for 10 years. He told me about the first time he’d met his
mother’s partner, saying that he’d liked him from the start.
R said he gets on very well with both his dad and his stepfather. It seemed to me it was
very important for R to tell me that everything is all right with his family. This picture
(intrusive and anxious mum, close family, worry about school, not many friends) gave me
the image of a little boy, even though I was listening to a tall, broad, handsome man of 18
years. I felt a sort of big gap between his physical appearance and the way in which his
mum treated him plus the way in which his symptoms seemed to ask for care. R was very
keen to go on with interviews (what struck me was that he spoke about finding a way to
face panic attacks rather then a way to rid himself of them). We agreed to see each other
next week at the same time.
5.2. Second diagnostic session
R arrived on time, brought by his stepfather who waited for him outside. R had had his hair
cut and he was wearing a cap that he did not take off. He started to tell me about his last panic
attack that had happened while he was reading an article about a 12 y.o. girl’s death. R told
me that horror films made him have panic attacks as well. I asked him what he’d felt about
the girl’s death and he was able to say only that he’d felt strange “how can things like that
happen?” Then he told me yesterday he went to his GP who prescribed R some medication
(paroxetine) for his shaking. He went on to speak about his panic attacks, how they happen,
how he feels and so on, talking very fast and repeating the same things. R links them to the
fear of exams, stubbornly, as if he had to convince himself about that.
R said he gets very anxious thinking about his exams. I asked him what he’s scared of. He’s
scared of failing. What could happen if you failed an exam? R answered he wouldn’t know
what to do. I asked him if it’s something to do with him only and he said that he’s worried
what others could say about him too. He was getting very anxious so I asked him what he was
going to do after his graduation. He seemed relieved to change the topic and said he’d like to
get a job and a house. I asked him if he would like to live with anyone; he answered it doesn’t
matter. I asked him about girlfriends: he has never had one and he doesn’t care...now he has
no time to think of this. He told me he used to speak with his mother about these things, also
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because she asks him a lot...even if it is not so easy and a bit embarrassing too, he added. I
wondered whether he wouldn’t find easier to talk to his father about things like this, “between
men”…R looked a bit thoughtful then said that yes, probably it’d be easier.
What about friends? He has a few good friends, but now he has no time anymore to go out
with them. I asked R what his mum would think about him going to live on his own. R said
that it would be difficult for her to accept, but she knows it’ll happen one day. He told me he
gets on very well with his mum, she’s very supportive and that’s been very important for R. I
asked R if anyone else in his family was suffering panic attacks. He, looking as if he had been
discovered of some secret, answered that his mum had had panic attacks too, when she was
the same age as R. According to this she used to tell him not to worry because “panic attacks
are going to stop spontaneously”. He did not look very sure about this. His voice and way of
talking made me ask him whether he’s worried about his mum. “Yes” he said “because she’s
worried about me”. I took up it looks like a sort of vicious circle and R agreed but he did not
add anything else.
R likes music very much; he can play the piano (he had studied in a music school for some
years). His dream is to become a musician…I took up he had chosen quite a different subject
(computers) and R said it was because after you qualify you can get a job easier.
Towards the end of the session I asked him how he felt and he said with a smile he’s feeling
much better, he needs to talk to somebody about himself and what’s happening “I should have
come before”. I thought he had been saying only a little of the whole and the way in which he
used to speak about his panic attacks (using the most of our sessions talking about them)
seemed to me a sort of defense for avoiding different topics or for not telling me something
deeper.
R’s mother phoned to the service saying that R wasn’t very well so he could not come today.
He’d phone when he was better. The secretary who answered the phone, told her we would
send a new appointment anyway and R’s mum said not to do that because R would phone
when he felt ready to ask for another appointment.
It was phoned for another appointment.
5.3. Third diagnostic session
R arrived on time, he looked anxious as usual, but smiling. As soon as he sat down he started
to say that he feels much better. I asked him what had happened (I was referring to last missed
interview) and R told me he had managed to confide in his father about something he had
been keeping to himself and that had been really hard to bear. He added it had been easier to
speak between men and his father had supported and reassured him, so now he feels really
well. Furthermore the day after he had spoken with his dad he managed to speak to his mum
as well “so now it’s all sorted out”. He told me when the first panic attack came he was
masturbating under the shower. He felt he had damaged his body, he felt really ashamed and
scared at the same time. Until now he has been feeling that something wrong had happened
to him, he’s been fearing he couldn’t masturbate anymore, he’s been fearing about what might
happen with girls…. Now the truth has come out he feels really better. It’s all over. He has no
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fear anymore; he has not had panic attacks since he managed to talk about it. I asked what his
mum had said. She had told R he shouldn’t have worried, that’s normal, besides the same had
happened to his father years ago (!). The mother told him she thought it might be something
to do with sex and now he has told her she feels better. R told me he should have spoken before.
I commented he’d probably needed a period in order to understand and to face a lot of feelings
that had been coming out, not always easy to deal with. He agreed and repeated he had felt
really ashamed and guilty. In particular, he had been scared of what his mum could have
thought about him. I took up that it was difficult to say such personal things to his mum,
especially now that he’s growing up, and that growing up could be also be something to feel
guilty about. He agreed and said it had been very important to speak to his dad before…
because he’s a man.
We spoke a bit about girls; R got a bit anxious and it seemed to me he wanted to censor
the topic. He repeated he’s very well, he wants to go on with University, he’s able to go
out again and so on. I felt he was censoring interviewing as well so I asked him openly
what he had thought about continuing to come here. He seemed relieved by my question
and answered that he felt he had received the help he needed and that he was very grateful.
I proposed to him to take some time to think about that and to see each other next week
again…he seemed more agitated and in trouble, then he repeated his thanks for the help
he has received and that he preferred to stop there, because he was really OK and he did
not need help anymore.
I took up his anxiety (probably linked to sexuality and body) and his fear in facing it: I told
him I thought it would be important for him to have a deeper look inside; I also said that,
looking at his anxious state, I could feel that perhaps it was too much for him at that moment
and that it was important and right to respect his feelings of being scared by those thoughts
and emotions. So I reassured R about the possibility of finding someone to help him here, if
and when he decides to ask for further help.
We said goodbye each other.
Six months later, R came and ask for psychotherapy. He was chosen a male therapist for him.
The compliance has been good from the beginning.

6. Conclusions
Results of this study suggest that it is possible to work on adolescent’s motivation using
relational instruments. Data from follow up indicates the importance of preparing the
adolescent and his family, since during the diagnosis process, for treatment with the object of
fair compliance and clinical evolution. With regard to that this paper suggests that an im‐
provement of interviews, specifically used to discuss therapeutic referral, could be methodo‐
logically useful to improve motivation. In conclusion the motivation influences both
compliance and clinical evolution, so it is important to pay attention to motivation since the
start of the diagnosis process. This study moreover suggests that it is important to work with
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adolescent’s parents too to obtain effective results from the treatment. If we consider that a
missed therapy opportunity for psychological disease during the developmental age could
become a psychiatric disease in adult age [6], [27], then what mentioned before gains the
meaning of prevention too.
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Chapter 11

Parent-Child Attachment, Parental Depression, and
Perception of Child Behavioural/Emotional Problems
Lawrence T. Lam
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/51170

1. Introduction
The issue of whether parents who have experienced symptoms of psychopathology, particu‐
larly depression, would be able to provide an accurate report on the behavioural/emotional
problems of their children has long been raised. [1] It has been suggested that parental de‐
pression plays an important role in their perception of their children’s behavioural. [2-7] The
early review by Breslau (1988) on the available studies in 1988 found that there was no evi‐
dence for any distortion of child behavioural problems using depressed mothers as inform‐
ants. [1] However, more recent studies have found a positive relationship between parental
depression, particularly maternal depression, and report of increased behavioural/emotional
problems of their children. For example, in the study by Fergussen et al. on the effect of ma‐
ternal depression on their ratings of children behaviour found a significant association be‐
tween their depression and children’s conduct disorder and attention deficit behaviour. [3]
A recent study by Hall et al. also found that depressive symptoms in mothers contributed
significantly to the perception of both internalising and externalising problems of their chil‐
dren when they were asked to report on their children’s behaviour [7].
Parent-child relationships, particularly attachment or connectedness between the parent and
child, have been reported to have an effect on the behavioural and emotional health of chil‐
dren and adolescents. [8-9] In terms of the parent-child relationship and parental perception
of their children’s behavioural and emotional problems, it has been noted that few studies
have been conducted. [5] The study by Kolko et al. found that low parental acceptance of the
child was significantly associated with the difference between parents’ and teachers’ percep‐
tion of children’s externalising but not internalising behaviour. [10] Another study by Mos‐
ley et al. also found that better parent-child relationships in terms of increased involvement
also related to a decrease of parental perception on both internalising and externalising be‐
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havioural problems. [11] A more recent study by Treulter & Epkins also found that the pa‐
rent-child relationship, measured as parental involvement and time spent with children,
was significantly related to both parents’ rating of externalising behaviour. [5] In sum, these
studies suggested an overall negative association between parent-child relationships and
their perception on children’s behavioural/emotional problems such that the better the pa‐
rent-child relationship, the less the degree of parental perception of children’s behavioural/
emotional problems.
The above-mentioned studies have suggested both parental depressive symptoms and pa‐
rent-child relationships are associated with parent’s perception of children’s behavioural/
emotional problems. However, the foci of all these studies are on individual variables, either
parental depressive symptoms or parent-child relationships, and their associations with pa‐
rental perception. All of the above-mentioned studies considered only one of the two factors
with the exception of the study by Treulter & Epkins. [5] It has been known that parental
depression, particularly maternal depression, exerts a significant influence on the parentchild relationship. [12] Therefore, it is logical to consider that there could be an interaction
effect of parental depression and parent-child relationship on parent’s perception of chil‐
dren’s behavioural/emotional problems. A search of the current literature has revealed no
related studies on this topic.
The aim of this study is to further examine the relationships between parental depression,
parent-child relationship and parental perception of children’s behavioural/emotional prob‐
lems. Of particular interest of the study is the possible interaction effect between parental
depression and parent-child relationship, specifically parent-child attachment or connected‐
ness, on the perception of children’s behavioural/emotional problems. It is hypothesised that
the parent-child relationship acts as an effect modifier in the relationship between parental
depression and the perception of children’s behavioural/emotional problems in a manner
that depressed parents who also have inadequate attachment or connectedness with their
children would have a significantly increased rating on their children’s behavioural/
emotional problems.

2. Methods
This cross-sectional survey is part of the Guangzhou city primary school students’ behav‐
ioural problems intervention longitudinal cohort study. The survey serves as the base-line
pre-intervention data collected on participating school children and their parents as well as
a screening for behavioural problems among children. The cohort study is an on-going
study conducted in the YueXiu district, the biggest district of the Guangzhou city in Guang‐
dong Province, since December 2008. Guangdong Province is located in Southern China,
and is the most populous province in China of which Guangzhou city is the capital. It is the
biggest and most populated city of the Province with an estimated population of nearly 10
million in 2006. Institute ethics approval for the study was granted by the Human Ethics
Committee of the Sun Yat-Sen University, GuangZhou, PR China.
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The sample was generated from the total student population of grade 4 primary school chil‐
dren within the study district. All students were registered with the Guangzhou city pri‐
mary school registry. According the latest information from the registry, there were about
8400 grade 4 primary school children enrolled within the study district in 2008. A stratified
random sampling method with stratification according to proportions of students in differ‐
ent type of schools: schools run by provincial government, local government, or private
schools, were used for sample generation.
The base-line survey was conducted at different schools within the same week. Parents of
the selected students from different schools were invited to participate in the longitudinal
study via school principals and their teachers, and were encouraged to fill in the baseline
self-reported questionnaire designed specifically for the study. Informed consent was
sought from each parent by signing a consent form indicating willing participation in the
longitudinal study.
The outcome of the study, namely parental perception of child behavioural problems, was
assessed using the Child Behavioural Checklist for Ages 6-18 (CBCL/6-18), which was a vali‐
dated, standardised, and a widely used scale for assessing behavioural problems amongst
children and adolescents internationally. [13] Parents were asked to respond to 113 items
that described specific behavioural and emotional problems that might occur in children
and adolescents. These items were rated by parents on their perception of how true each
item described their children now or within the past 6 months using a scale ranging from 0
to 2 (0=not true; 1=somewhat true or sometimes true; 2=very true or often true). The main
content of the CBCL/6-18 covers 8 different domains including aggressive behaviour, anx‐
ious/depressed, attention problems, rule-breaking behaviour, social problems, somatic com‐
plaints, thought problems, and withdrawal. These eight domains are then further
summarised into two main clusters of behavioural or emotive problems: internalisation
(CBCL-inter) and externalisation (CBCL-exter) problems. A total score was also calculated
for each child as an overall summary of the individual’s behavioural problems (CBCL-total).
Examples of these items included: “Can’t concentrate, can’t pay attention for long” for atten‐
tion problems; “Cruel to animals” for aggressive behaviour; and “Unhappy, sad, or de‐
pressed” for anxious/depressed emotions. Higher total scores, internalisation, and
externalisation scores, indicate a greater severity of behavioural or emotive problems. Am‐
ple studies have been conducted on the validity and reliability of the CBCL/6-18 with full
information available on the Achenbach System of Empirically Based Assessment (ASEBA)
official website [14].
Parental depression was measured using the depression subscale of the Hospital Anxiety
and Depression Scale (HADS) which was designed as a self-reported screening instrument
for depression. [15] The instrument has been used in many studies and its validity is well
proven. [16] The depression subscale consists of 7 items assessing depressive affects. Exam‐
ples of these items include: “I look forward with enjoyment to things” and “I have lost inter‐
est in my appearance”. Respondents were asked to respond to questions of how often they
had experienced these emotional states in the month prior to the survey. On a Likert scale,
responses were rated from 0 to 3 for not at all to all of the time or some equivalent responses
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with total scores ranging from 0 to 21. Responses were graded in a negative direction in a
manner that higher scores represent greater depressive affects. Attachment or connected‐
ness between parent and child was assessed using the Attachment Problems subscale of the
Parental Stress Index (PSI). [17] The PSI was designed specifically to evaluate and to diag‐
nose individual parent-child dyads under stress. Of different domains included in the in‐
strument, attachment between parent and child is one “designed to measure the intrinsic
investment the parent in the role of parent”. [17] It was used to assess the degree of willing‐
ness parents would commit and attach in the relationship with their children. Parents were
asked to rate how much they agree to a series of statements regarding their relationship
with their children on a Likert scale ranging from 0 to 4. Responses were graded in a direc‐
tion with higher scores indicating greater attachment problems. An example item is “I ex‐
pected to have closer and warmer feelings for my child than I do and this bothers me”. The
reliability and validity of the PSI have been demonstrated in many studies [17-19].
Other information collected in the survey included age and sex of the child, respondents’
age and sex, parental education levels, occupation, family structure whether intact or di‐
vorced, family monthly incomes, and whether the parent suffered any chronic illnesses or
hospitalisation. Included in the study were only parents of target children. Other respond‐
ing relatives, such as grandparents, were excluded.
Data were analysed using the Stata V10.0 statistical software program. [20] Descriptive sta‐
tistics on the sample including frequencies, percentages, means, standard deviations, and
median were presented according to the nature of variables. All CBCL scores were treated
as continuous variables. Bivariate analyses were conducted to examine unadjusted relation‐
ships between parental depression, attachment problems, demographics, and parental per‐
ception of child behavioural problems including the total, internalisation, and
externalisation scores. Owing to the fact that CBCL-total, CBCL-inter, and CBCL-exter
scores were highly skewed and exhibited problems of over dispersion, it was considered
more appropriate to analyse these data with negative binomial regression models. Hence,
this analytical technique was applied to all unadjusted and adjusted analyses. Bivariate as‐
sociations between all variables of interest and parental perception of child behavioural
problems were analysed with simple negative binominal regression models and were tested
using the Likelihood Ratio Chi-squared tests. All significant variables identified from the bi‐
variate analyses were included in further analyses for the adjusted relationship between pa‐
rental depression, attachment problems and their perception of their children’s behavioural
problems. Of particular interest to the study was the interaction effect of parental depression
and attachment problems between parent and child, on parental perception of children be‐
havioural problems. Hence, the significance of interaction terms was tested in the final mod‐
els for CBCL-total, CBCL-inter, and CBCL-exter scores.

3. Results
A total of 1839 parent-child dyads were recruited and provided usable information. This
represented 97.1% of the total participants of the longitudinal study. Fifty-six respondents
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were not parents of the targeted child. The characteristics of children and their parents in‐
cluding parental depression, attachment problems, and parental perception of behavioural
problems were summarised in Table 1. In terms of the outcome variables, the mean values
of all CBCL scores were larger than their corresponding median values with large standard
deviations suggesting all three scores were skewed and had problems of over dispersion.

Variables

Frequency (%) or mean (s.d.), median

Demographics
Age of the child (years)

Mean=9.5 (0.61), median=9.5

Sex of child

958 (52.2)

Male

876 (47.8)

Female
Age of parent (years)

Mean=38.7 (4.11), median=38.1

Relation of parent to child

767 (42.7)

Father

1031 (57.3)

Mother
Family structure

1624 (89.8)

Living with both biological parents

184 (10.2)

Others
Parent’s education level

920 (51.1)

High school or lower

418 (23.2)

Post secondary

462 (25.7)

University or higher
Parent’s occupation

232 (13.1)

Unemployed /retired

465 (26.4)

Farmer/labourer

425 (24.1)

Government official

201 (11.4)

Professional/technical
Business
Monthly income (RMB$)*

601 (35.2)

Low

522 (30.5)

Middle

586 (34.3)

High
Parent having chronic disease or hospitalised

292 (15.9)

Yes

1547 (84.1)

No
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Variables

Frequency (%) or mean (s.d.), median

Parental Stress Index -Attachment Problems scores
Parental depression HADS depression scores

Mean=18.4 (3.35), median=18.0
Mean=4.7 (3.04), median=4.0

CBCL-Total scores

Mean=21.1 (17.66), median=18.0

CBCL Internalisation scores

Mean=5.8 (5.79), median=4.0

CBCL Externalisation scores

Mean=7.9 (7.06), median 6.0

*Low <RMB$3000; middle 3000-4900; high>5000
Table 1. Description information on the characteristics of children, their parents, parent-child attachment problems,
parental depression, and parental perception of child behavioural problems (N=1839)

Results on association
Variables

CBCL total

Internalisation

Externalisation

Age of the child

χ2 1=2.52, p=0.112

χ2 1=0.49, p=0.485

χ2 1=3.81, p=0.051

Sex of child

χ2 1=23.77, p<0.001

χ2 1=4.50, p=0.034

χ2 1=50.18, p<0.001

Age of parent

χ2 1=16.01, p<0.001

χ2 1=8.09, p=0.0042

χ2 1=23.69, p<0.001

Relation of parent to child

χ2 1=1.13, p=0.288

χ2 1=0.62, p=0.432

χ2 1=1.14, p=0.216

Family structure

χ2 1=2.16, p=0.141

χ2 1=2.50 p=0.114

χ2 1=1.85, p=0.174

Parent’s education level

χ2 2=5.90, p=0.052

χ2 2=4.32, p=0.115

χ2 2=3.95, p=0.139

Parent’s occupation

χ2 4=5.34, p=0.254

χ2 4=7.21, p=0.125

χ2 4=3.70, p=0.449

Monthly income

χ2 2=5.32, p=0.007

χ2 2=2.67, p=0.263

χ2 2=7.55, p=0.023

Parent having chronic disease or

χ2 1=22.65, p<0.001

χ2 1=27.31, p<0.001

χ2 1=25.36, p<0.001

Demographics

hospitalised
Parental Stress Index -Attachment

χ2 1=12.13, p<0.001

χ2 1=19.22, p<0.001

χ2 1=12.38, p<0.001

Problems scores
Parental depression HADS

χ2 1=42.52, p<0.001

χ2 1=50.62, p<0.001

χ2 1=28.83, p<0.001

depression scores
Table 2. Unadjusted associations between child and parent characteristics and parental perception on child
behavioural problems: CBCL Total; CBCL-Internalisation: and CBCL-Externalisation

The bivariate relationships between demographics, parental depression, attachment prob‐
lems and parental perception of child behavioural problems were examined. The results
were summarised in Table 2. As shown, among the demographic variables, child’s sex, pa‐
rents’ age, monthly income, and parental illness were significantly associated with all three
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CBCL scores. Results also suggested the unadjusted association between parental depres‐
sion and the perception of their children’s behavioural problems was highly significant for
all CBCL scores (CBCL-total: χ21=42.52, p<0.001; CBCL-inter: χ21=50.62, p<0.001; CBCL-exter:
χ21=28.83, p<0.001). This also applied to attachment problems (CBCL-total: χ21=12.13,
p<0.001; CBCL-inter: χ21=19.22, p<0.001; CBCL-exter: χ21=12.38, p<0.001).
Results
Variables in the final model

β

SE(β)

Z-value

p-value

CBCL-Total
Female

-0.21

0.047

-4.45

<0.001

Parent’s age

-0.02

0.006

-3.66

<0.001

Parent having chronic disease or hospitalised

0.25

0.062

3.94

<0.001

Attachment problems

0.03

0.007

3.32

0.001

Parental depression

0.05

0.008

5.71

<0.001

CBCL-Internalisation
Parent’s age

-0.02

0.007

-2.49

0.013

Parent having chronic disease or hospitalised

0.31

0.070

4.50

<0.001

Attachment problems

0.03

0.008

3.97

<0.001

Parental depression

0.06

0.001

5.96

<0.001

CBCL-Externalisation
Female

-0.31

0.047

-6.605

<0.001

Parent’s age

-0.03

0.006

-4.72

<0.001

Parent having chronic disease or hospitalised

0.24

0.063

3.79

<0.001

Attachment problems

0.03

0.008

3.37

0.001

Parental depression

0.04

0.008

4.25

<0.001

Table 3. Results obtained from the multiple negative binomial regression analyses on CBCL Total, CBCLInternalisation, and CBCL-Externalisation without interaction terms.

The results obtained from the multiple negative binomial regression analyses were also pre‐
sented in Table 3 and Table 4. Table 3 presented results on final regression models of CBCL
scores, including the total, internalisation, and externalisation, regressing on various study
variables with terms of interaction between parental depression and attachment problems
included. Results indicated the interaction term in the final model for CBCL-exter was sig‐
nificant (Z=2.19, p=0.029), suggesting that there was a significant interaction effect of paren‐
tal depression and attachment problems between parent and child on the perception of their
children’s behavioural problems.
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Results
Variables in the final model with interaction term

β

SE(β)

Z-value

p-value

CBCL-Total
Female

-0.21

0.047

-4.45

<0.001

Parent’s age

-0.02

0.006

-3.61

<0.001

Parent having chronic disease or hospitalised

0.25

0.062

3.99

<0.001

Attachment problems

0.04

0.012

3.18

0.001

Parental depression

0.11

0.046

2.41

0.016

Interaction: Attachment*Parental depression

0.01

0.002

1.42

0.155

CBCL-Internalisation
Parent’s age

-0.02

0.007

-2.45

0.014

Parent having chronic disease or hospitalised

0.32

0.070

4.51

<0.001

Attachment problems

0.04

0.014

2.84

0.004

Parental depression

0.08

0.053

1.54

0.124

Interaction: Attachment*Parental depression

0.01

0.003

0.51

0.611

CBCL-Externalisation
Female

-0.34

0.048

-7.01

<0.001

Parent’s age

-0.03

0.006

-4.09

<0.001

Parent having chronic disease or hospitalised

0.25

0.063

4.00

<0.001

Attachment problems

0.05

0.013

4.02

<0.001

Parental depression

0.13

0.046

2.90

0.004

Interaction: Attachment*Parental depression

0.01

0.002

2.19

0.029

Table 4. Results obtained from the multiple negative binomial regression analyses on CBCL Total, CBCLInternalisation, and CBCL-Externalisation with interaction terms.

Figure 1 depicted the unadjusted mean scores of externalisation behaviour for different pa‐
rental depression status by different levels of attachment problems. The figure exhibited a
lack of parallelism suggesting an interaction effect between parental depression and parentchild attachment on the CBCL-exter scores. The interaction terms in models for CBCL-total
and CBCL-inter were not significant. Table 4 presented results on the final models of CBCLtotal and CBCL-inter after removal of the interaction terms. As shown, parental depression
and attachment problems between parent and child were significantly related to parental
perception of their children’s behavioural problems for both the total (depression: Z=5.71,
p<0.001: attachment: Z=3.32, p=0.001) and internalisation (depression: Z=5.96, p<0.001: at‐
tachment: Z=3.97, p<0.001) scores after adjusting for sex, parental age, and parental illness.
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Figure 1. Plot of mean externalisation scores of parental depression status by attachment problems,*Depression sta‐
tus was classified using a cut-off suggested by the HADS author (>7=depressed); Attachment problems was clssified
using a cut-off of >15 as suggested by the PSI author.

4. Discussion and conclusion
This study aims to examine the relationship between parental depression, parent-child rela‐
tionship and parental perception of children’s behavioural/emotional problems. Particular‐
ly, it aims to test the hypothesis of the interaction effect of parental depression and parentchild attachment on parental perception of children’s behavioural/emotional problems. The
results provided evidence of a significant interaction effect between parental depression and
parent-child attachment problems on parental perception on the externalising of children’s
problems, but no effects on internalising problems and total problems. The main effects of
parental depression and parent-child attachment problems on parental perception of chil‐
dren behavioural/emotional problems were found significant.
Due to the lack of a similar study on the interaction between parental depression and attach‐
ment problem and parental perception on children’s behavioural/emotional problems, a
comparison of results obtained from this study with others reported in literature would be
difficult. However, other results obtained from the study are consistent with those obtained
in the general literature of parental depression, parent-child relationships and the distortion
of parental perception of children’s behavioural/emotional problems as highlighted in the
introduction section. For example, in the study by Treutler et al, it was found that parental
depression and parent-child relationship were both associated with their ratings on internal‐
ising behaviours. [5] The results of the current study have rendered further support to this
finding. Furthermore, it has shown that parental perception of children’s externalising be‐
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havioural problems is a function of their own depressive symptomatologies and the attach‐
ment to their children.
The results indicated that attachment between parent and child acts as an effect modifier in
the relationship between parental depression and their perception of children’s externalising
behavioural problems. For parents who have a close relationship with their children, it
could be considered natural that depression would influence their perception of children’s
behavioural problems. However, for parents who have experienced attachment problems
with their children as well as depression, the alienated relationship with their children tends
to enhance their perception of children’s behavioural problems to such a degree that is
much more than the usual effect brought on by depression alone. In other words, the alien‐
ated relationship enhances the effect of depression on parental perception of children’s be‐
havioural problems. It is interesting to note that such an interactive effect is observed for
externalising behavioural problems, but not for internalising problems. One possible explan‐
ation for this phenomenon is that externalising behavioural problems, including aggressive
behaviour, rule-breaking, and attention problems, are observable manifestations of child‐
hood problems. Parents can identify these behaviours and perceive them as problematic
easily for both depressive and non-depressive parents, with depressive parents labelling
them with a greater degree of severity. However, if the parent-child dyad has been experi‐
encing a detrimental relationship, it is likely that the parent would have a heightened sensi‐
tivity to the child’s observable behavioural problems. This heightening of awareness or
sensitivity is further enhanced in a parent who is also experiencing depression. This height‐
ening of awareness may be absent for those less observable behavioural problems such as
withdrawal and depression.
The results obtained from this study have a direct clinical implication on the validity of us‐
ing parents as informants for children’s behavioural assessments. As above-mentioned, pa‐
rental distortion in their report on children’s behavioural assessments has long been
identified and established as a potential source of error. [7] The results of this study further
indicate that parents’ perception of their children’s behaviour is a function of their own in‐
ternal state as well as their relationship with their children. The potential for distortion in
reporting of child behaviour is great if a single parent is used as the sole informant. Should
this aspect be overlooked, systematic biases would result due to distortion errors. This may
occur in research as well as in clinical assessment. In fact, it has been advocated that multi‐
ple informants, especially non-familial informants, should be used for any childhood behav‐
ioural problems in both research and clinical settings. [21-22] If possible, observational tools
instead of self-reported instruments should be employed and non-family observers should
be used as informants. [23] In the current longitudinal study, children who have been identi‐
fied with scores higher than the recommended cut-off will be assessed by a child psychia‐
trist using another clinical assessment tool.
In terms of prevention and early intervention of developmental psychopathology in chil‐
dren, the results of the study can also shed some lights. Tackling attachment problems be‐
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tween parents and their children may provide an inroad to, not only the change of
perception of child behavioural problems but also, the actual developmental problems dur‐
ing early childhood and behavioural problems throughout the entire child and adolescence
period. A recent study has identified that the quality of interaction between mother and
child, particularly in the area of emotion availability of the mother, has a direct bearing on
the functioning, behavioural problems, and depressive symptomatologies of the child. [24]
In this longitudinal study, it has been found that dysfunctional mother-child relationship
and poor attachment at infancy is predictive of developmental and behavioural problems at
later years of childhood. [24] However, early intervention program in enhancing attachment
between parent and child could have a positive effect in improving the quality of parentchild relationship and reinforcing a secure attachment. [25] This could, in turn, have a direct
impact on the on-going development of the child. Furthermore, it could also be possible that
the problematic parent-child relationship may have contributed to the depression of the pa‐
rent. An improvement in parent-child attachment could have an alleviating effect of the pa‐
rent’s depression and, in turn, reinforcing a better relationship with the child and resulting
in a better behavioural outcome.
As in all studies, there are strengths and weaknesses in this study. This is a populationbased study that includes a random sample of students. The use of a standardised and vali‐
dated assessment instrument for the outcome measure minimised some measurement
biases. The assessments on parental depression, parent-child relationship, and parental per‐
ception of children’s behavioural problems were concurrent and captured the current status
on all these variables, hence minimising biases due to the lapse of time. A potential limita‐
tion has been identified in this study. Information on the exposure variables, namely paren‐
tal depression and attachment problems is obtained via a self-reported questionnaire. Hence
this will constitute a report bias in the exposure variables and it would likely present as a
differential bias due to depressive parents reporting more severe symptomatologies as well
as parent-child relationship problems. To improve the quality of the study, parental depres‐
sion and parent-child relationships are best to be assessed by multiple informants as well as
by observers as suggested by [23].
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1.Introduction
Depression is one of the most common psychiatric disorders with a life time prevalence of
10% - 20% in the general population and women being at twice the risk of developing de‐
pression compared to men (Kessler et al., 2007). Literature suggests that prevalence of de‐
pression is higher in patients with chronic illnesses (Katon 2003). It is estimated that around
11%-15% of patients with diabetes, 15%-23% of patients with coronary artery disease, and
9%-31% of stroke patients suffer from depression. The prevalence of depression has been re‐
ported even higher among patients with chronic neurological illness such as parkinson’s
disease (20%-30%) and multiple sclerosis (16%- 30%).
The high prevalence of depression in the general population has an adverse impact on the com‐
munity and depression affects the patients well being and their productivity in life. It is report‐
ed as the third leading cause of disability as measured by disability adjusted life years (DALYs)
and is projected to became the second leading cause in 2020 (WHO 2012). Furthermore, the life
time risk of suicide in patients diagnosed with depression is as high as 6% (Inskip et al.,
1998).Therefore effective treatment of depression is very important to prevent disability.
The management of depressive disorder is challenging for most clinicians. Over the last 50
years, repeated attempts were made to develop a novel antidepressant, with the intention of
maximising the efficacy and minimising the side-effect profile. The research has moved
from time to time as in the beginning it was focussed on noradrenaline neurotransmission,
later on serotonin neurotransmission. In the last decade, it has moved towards dual action
and receptor specific agents. In this chapter we review and update the high quality evidence
for pharmacotherapies of depressive disorder and highlight the future trends in the devel‐
opment of new promising antidepressants.
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2. Evolution of pharmacotherapy for depression
In 1957, the antidepressant property of isoniazid was discovered serendipitously and this
has led the pharmacological research to develop drugs which inhibit monoamine oxidase
and drugs which block the reuptake of noradrenaline. This resulted in the development of
various monoamine oxidase inhibitors (MAOI) and tricyclic antidepressants (TCA) which
dominated the treatment of depression for over 30 years, predominantly TCA’s. In the
1990’s selective serotonin reuptake inhibitors (SSRI) were introduced and quickly they be‐
came the first line of treatment for depression. These agents were reported equally effica‐
cious with less side-effects and are safer in overdoses. Over the last decade the research was
focussed to enhance the efficacy, accelerate the onset of action and reduce the side- effects.
In this regard, many newer agents were introduced with different mechanisms of action and
proved very helpful in many aspects. They include noradrenaline reuptake inhibitors
(NARI), serotonin and noradrenaline reuptake inhibitors (SNRI), noradrenergic and specific
serotonergic antidepressant (NaSSA) and more recently agomelatine.
The combination of SSRI with another newer antidepressant has proved very effective for
treatment resistant depression (Blier et al., 2010). RCTs have shown superior effectiveness
for combination of antidepressant and psychological intervention (cognitive behavioural
therapy) compared to psychotherapy alone (Cuijpers et al., 2009). In addition, studies have
confirmed the usefulness of long term antidepressant treatment to prevent further relapses
(Nierenberg et al., 2003).
The mechanism of action of currently available antidepressants is mostly monoamine based.
Their efficacy is relatively modest and the benefits may be limited by poor tolerability. This
has led research to search for antidepressants with different mechanisms of action including
multimodal serotonergic agents, triple uptake inhibitors, neurokinin based drugs and gluta‐
mate based agents.

3. Monoamine hypothesis of depression
The monoamine hypothesis remains the main aetiological theory of depression. It suggests
that depression occurs as a result of an abnormality in the monoamine neurotransmitter sys‐
tem in the brain. The monoamines involved are serotonin, noradrenaline and dopamine.
Numerous abnormalities in the monoamine system have been linked with depressive symp‐
toms in patients suffering major depression. The earliest evidence came from the observa‐
tion that reserpine causes depletion of monoamines and induces a state similar to
depression (Healy & Savage 1998). Studies have reported abnormalities in the metabolism of
these neurotransmitters as well as changes in the neuroendocrine measures which are affect‐
ed by these monoamines. These include decreased plasma tryptophan levels, a precursor of
serotonin, noted in untreated depressed patients (Anderson et al., 1990) and low cerebrospi‐
nal fluid (CSF) concentrations of 5-hydroxyindoleacetic acid (5-HIAA), the metabolite of se‐
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rotonin, found in depressed patients who attempted suicide (Brown and Linnoila 1990).
Furthermore, depletion of serotonin or noradrenaline in patients who were recovered from
their depressive episode made them more vulnerable to relapses (Smith et al., 1997; Berman
et al., 1999).
Monoamine theory has been supported by the receptor changes that occur during treatment
with antidepressant medications whose main mechanisms of action are to either increase the
synaptic levels of monoamines or to have an effect on post-synaptic receptors. Initially due
to low levels of neurotransmitters, the post-synaptic receptors become supersensitive. On
antidepressant treatment, the levels of neurotransmitters are increased and the receptors go
into a persistent activated mode. This may be a cause of delay in the onset of action of anti‐
depressants. During the long term treatment, the alpha- 2 auto receptors in noradrenergic
system become desensitized resulting in additional release of noradrenaline from the neu‐
rons. Further studies have helped to recognise the different roles of various monoamine re‐
ceptors and the effects of the drugs acting on these receptors.
The possible pharmacological properties of the antidepressants acting via neurotransmitters
on the various receptors are shown in Table 1.
Pharmacological properties

Possible clinical effects

Inhibition of MAO

Alleviation of depression

Inhibition of NA re-uptake

Alleviation of depression

Inhibition of 5HT re-uptake

Alleviation of depression
Sexual dysfunction, anorexia, gastro-intestinal distress,
headache, dizziness

Activation of 5HT1a receptors

Alleviation of depression

Antagonism of 5HT2 receptors

Alleviation of depression, weight gain

Antagonism of 5HT3 receptors

Alleviation of anxiety and psychotic symptoms

Activation of 5HT3 receptors

Nausea/ vomiting

Antagonism at H1 receptors

Potentiation of central depressant drugs, sedation,
drowsiness, confusion

Antagonism at muscarnic receptors

Blurred vision, dry mouth, sinus tachycardia, constipation,
urinary retention, confusion

Antagonism at alpha 1 receptors

Postural hypotension, dizziness, reflex tachycardia,
sedation, drowsiness

Antagonism at alpha 2 receptors

Alleviation of depression

(Adapted from Quasim and Kumar 1999)
Table 1. Possible pharmacological properties of antidepressants.
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4. Increasing synaptic levels of monoamines
4.1. Tricyclic Antidepressants (TCA)
Tricyclics increase the levels of monoamine neurotransmitters in the synapse by inhibiting
re-uptake of both serotonin and noradrenaline back into the pre-synaptic neurons. They also
act on various other receptors including cholinergic and histaminergic receptors which re‐
late to their side-effects. They have cardiac membrane stabilising action which can cause arr‐
thymias and heart blocks. The use of TCAs has declined over time due to poor tolerability
and high toxicity in overdoses, particularly cardiac side-effects. Repeated attempts to modi‐
fy this side-effect has led to the development of Lofepramine, a relatively new TCA which
has less cardiac side-effects and seems to be safer in overdose, while its efficacy remains
similar to that of other tricyclics. There is good evidence that TCAs are more effective in se‐
vere depression, particularly inpatients compared to SSRI’s (Geddes et al., 2002) and a small
number of TCA’s are still used in clinical practice.
4.2. Monoamine Oxidase Inhibitors (Irreversible MAOI)
Traditional MAOIs increase the levels of neurotransmitters by irreversibly blocking monoa‐
mine oxidase enzymes in the synapse and the enzyme blockade lasts for two weeks even af‐
ter stopping MAOI. They block both MAO-A and MAO-B enzymes, not only in the nervous
system but also in the gut. As a result, they have a dangerous interaction with tyramine con‐
taining foods and sympathomimetic drugs causing a hypertensive crisis. This restricts pa‐
tients from consuming tyramine containing foods and certain other medications such as
cold remedies and cough suppressants.
MAOIs are now used as third line drug in the treatment of depression due to these limita‐
tions. They are very useful in patients who do not respond to SSRI and TCA. It is also useful
in atypical depression (depression characterised by mood changes, increased sleep and ap‐
petite, weight gain and sensitivity to rejection) and in phobic anxiety disorders. A recent re‐
view concluded that MAOI, Phenelzine remains as the gold standard treatment for atypical
depression (Stewart 2007).
4.3. Reversible inhibitor of monoamine oxidase –Type A (RIMA)
These new generation MAOIs are more selective in their action, in that they block only
MAO-A not MAO-B enzymes. The inhibition is reversible and it doesn’t require the
lengthy wash-out periods after stopping them. The efficacy of Moclobemide, the only
drug currently available in this group, is similar to other MAOIs but with a much re‐
duced possibility of hypertensive crisis. However it causes serotonin syndrome in combi‐
nation with an SSRI. The therapeutic dose range is between 150-600mgs/day. It is shown
to produce rapid and significant improvement in both social functioning and quality of
life (Lorinquivst et al., 1994).
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5. Selective Serotonin Reuptake Inhibitors (SSRI)
The discovery of SSRIs in 1989 was a turning point in the treatment of depression. It switch‐
ed the emphasis from noradrenergic to serotonergic system and stimulated research on sero‐
tonin receptors. SSRIs are more selective in inhibiting only serotonin reuptake and have no
action on histamine, adrenaline and cholinergic receptors. Therefore their tolerability is
much better compared to TCAs or MAOIs. They have similar efficacy to older drugs, but
better tolerability and safety in overdoses and have become the first line of treatment for de‐
pression over the last two decades. There are six drugs available in this group namely fluox‐
etine, fluvoxamine, paroxetine, sertraline, citalopram and escitalopram.
Although these six medications differ in their chemical structure and pharmacokinetics (Van
Harten 1993), there are no major differences in their efficacy or side-effect profile (Aguglia et
al., 1993). The common side-effects include gastro-intestinal problems, dry mouth, sweating,
headache, asthenia and sexual dysfunction such as ejaculatory delay/failure and anorgas‐
mia. SSRIs have fewer drug interactions compared to older drugs and the most important
one is with MAOI when concurrent administration may cause serotonin syndrome. There‐
fore MAOIs and RIMA are contraindicated in combination with SSRIs and there should be a
washout period before swapping them.
The safety profile of these drugs was found to be similar (Price et al., 1996) and they do not
cause physical dependence. However, abrupt withdrawal or marked reduction in the dose
of SSRI may lead to the development of discontinuation symptoms. The common symptoms
are dizziness, paraesthesia, tremors, anxiety, nausea and increased heart rate which may last
for up to 10 days. Paroxetine causes discontinuation symptoms more often (5.1%) than other
SSRIs (0.06- 0.9%).
Escitalopram, the active isomer of citalopram, is a highly selective SSRI and has shown bet‐
ter efficacy in the treatment of severe depression, both in effect size and time of onset of ac‐
tion (Azorin et al., 2004). In a recent multiple-treatment meta-analysis, escitalopram and
sertraline have shown the best profile of acceptability and sertraline had the most favoura‐
ble balance between benefits, tolerability and cost-effectiveness (Cipriani et al., 2009).

6. Serotonin Antagonist and Reuptake Inhibitors (SARI)
Trazodone and nefazodone belong to this group and chemically they are phenylpipera‐
zines. They have dual action on the serotonergic system, as they are potent 5HT2 receptor
antagonists and weak reuptake inhibitors. This combination of actions enhances 5HT1a
mediated neurotransmission and is thus effective in the treatment of depression.
Trazodone has been available since 1998 but it is used infrequently as antidepressant be‐
cause of its sedating property. Rather it is been prescribed in lower doses as hypnotic in ad‐
dition to SSRIs. Sexual side-effects are less frequent but it can cause priapism in some
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patients. A recent review (Papakostas & Fava 2007) showed that trazodone has efficacy com‐
parable to SSRIs and nefazodone. It is also relatively safe in overdose.
Nefazodone is a derivative of trazodone and is chemically related. It is found to be as effec‐
tive as TCAs and superior to placebo in daily doses of 200-600mgs (Rickels et al., 1995). Sex‐
ual dysfunction was less reported with nefazodone compared with other antidepressants
and there were no reports of priapism (Baldwin et al., 1997). It is less sedating than trazo‐
done. However concerns regarding its hepatotoxicity led to withdrawal of nefazodone from
the market in most countries.

7. Noradrenaline Reuptake Inhibitors (NARI)
Reboxetine is similar in structure to fluoxetine but it is a relatively selective noradrenaline
reuptake inhibitor. Its therapeutic effect is mainly through increasing noradrenaline neuro‐
transmission and it has no interaction with other receptors such as histaminergic, muscarin‐
ic or alpha 1, which were responsible for most side-effects associated with TCAs. Therefore
reboxetine is useful for patients who could not tolerate tricyclics or who have been treat‐
ment resistant to SSRIs.
Reboxetine is equally effective as TCAs in both hospital patients and outpatients (Berzewski
et al., 1997; Dubini et al., 1997) and has better efficacy than fluoxetine. It also helps in allevi‐
ating anxiety symptoms associated with depression. It has moderately alerting effect and
improves the motivation of the patients. The main side-effects are linked to sympathetic
overstimulation and include dry mouth, insomnia, sweating, tachycardia, vertigo, urinary
hesitancy and impotence. The daily dose range is 4-12mgs.

8. Selective Serotonin and Noradrenaline Reuptake Inhibitors (SNRI)
SNRIs have dual action and inhibit both serotonin and noradrenaline reuptake. They do not
act on muscarnic, histaminic or adrenergic receptors. As a result they have more benefits
and less side -effects compared to other antidepressants. Venlafaxine, duloxetine and milna‐
cipran belong to this group.
Venlafaxine, a phenylethylamine, inhibits the reuptake of 5HT and NA and at higher doses
inhibits the reuptake of dopamine. It has a rapid onset of action and improvement may be
noticed within the first week of treatment. This is because of the fast down-regulation of be‐
ta receptors induced by venlafaxine, which usually occurs only during long term treatment
with other antidepressants (Holliday 1995). Venlafaxine is as effective as imipramine or
fluoxetine in doses ranging from 75mgs to 375mgs/day (Guelfi et al., 1995). It is better toler‐
ated compared to TCAs and safer in overdoses. It has less sedative and proconvulsant ef‐
fects and shows minimal drug interactions. Venlafaxine is also effective in the therapy of
treatment resistant depression (Nierenberg et al., 1994).
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Desvenlafaxine, a synthetic metabolite of venlafaxine, is a new SNRI available since 2008.
Studies have reported that it has short-term efficacy in major depression (Thase et al., 2009)
and could improve the social functioning of the patients (Soares et al., 2009).
Duloxetine, another SNRI, is considered as the most potent in this group. It blocks both
neurotransmitters equally, whereas venlafaxine has a stronger tendency towards serotoner‐
gic system and milnacipran towards noradrenergic system (Nierenberg et al., 1994). A latest
review reported that duloxetine is safe and effective in the acute phase treatment of depres‐
sion at doses of 40-60mgs/day (Mallinckrodt et al., 2006). However it appears to be less effec‐
tive compared to venlafaxine in both remission and response rates (Vis et al., 2005).
Milnacipran, another drug in this group, is reported to be as effective as TCAs with a 65%
response rate and has slightly superior efficacy to SSRIs (Montgomery et al., 1994; LopesIbor et al., 1996). A recent meta-analysis suggested that milnacipran has equal efficacy and
tolerability compared to other antidepressants but can be slightly more favourable to TCAs
in terms of adverse effects (Nakagawa et al., 2008). Dysuria and headache are the common
side-effects.

9. Noradrenergic and Specific Serotonergic Antidepressant (NaSSA)
Mirtazapine and mianserin belong to this group. Mianserin is not used in most countries
because of its hepatotoxicity and the risk of neutropenia. Thus mirtazapine is the only agent
available in this group.
Mirtazapine has unique pharmacological properties. It increases the release of serotonin
and noradrenaline by blocking central alpha 2 auto and heteroreceptors. It has a marginal
affinity for alpha 1 receptor and a low affinity for 5HT1a receptor but good affinity for 5HT2
and 5HT3 receptors. The antidepressant effect appears to be a result of increased serotonin
and noradrenaline neurotransmission (De Boer & Ruigt 1995). Due to its antihistaminergic
action, it acts as a relatively sedative antidepressant although this effect is diminished at
higher doses. It also blocks 5HT2 and 5HT3 receptors; therefore the sexual side-effects and
nausea are less common compared to SSRIs (Chen et al., 2008).
Mirtazapine has a more rapid onset of action (Thase et al., 2010) and is equally effective as
SSRIs (Papakostas et al., 2008). It also showed higher remission rates compared to SSRIs. Its
side-effects are relatively mild and transient.

10. Dopamine and Noradrenaline Reuptake Inhibitors (DNRI)
Bupropion is another dual acting agent which inhibits reuptake of dopamine and noradre‐
naline. It is been used as antidepressant in some countries and in smoking cessation clinics.
Its metabolite hydroxybupropion is a potent reuptake inhibitor and it has low receptor
blocking effects. It is useful in the treatment of bipolar depression, depression with psycho‐
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motor retardation and atypical depression because of its dopamine related activating prop‐
erties. The main side-effects are caused by dopamine over-stimulation and include nausea,
insomnia, agitation, dry mouth, weight loss and psychosis. It also lowers the seizure thresh‐
old and fits can occur in 0.5% of patients. In overdoses it leads to hallucinations, tachycardia,
seizures and rarely death (Harris et al., 1997; Shrier et al., 2000).
Bupropion was found to be as equally effective and tolerable as SSRIs (Thase et al., 2005). It
may be beneficial for patients with symptoms of sleepiness, fatigue, low energy, anhedonia
and loss of interest (Papakostas et al., 2006; Nutt et al., 2007).

11. Serotonin reuptake inhibitor and 5HT1a receptor partial agonists
Vilazodone is a relatively new antidepressant which has been available for a year in the
United States. It has dual action of inhibiting serotonin reuptake and partial agonism at
5HT1a receptors. It does not cause weight gain and claimed not to cause any sexual sideeffects. Nevertheless, compared to other antidepressants, the data regarding its efficacy are
limited and more research is required.

12. Melatonin based therapy –Agomelatine
In the last decade, advances in the understanding of the pathophysiology of depression
including genetic, neurobiological and neuroimaging studies shifted the focus of re‐
search from the monoamines to different theories of depression. One of them assumes
that disturbances in the circadian rhythms may play a significant role in the pathogene‐
sis of depression.
The links between circadian disturbances and symptoms of depression such as delay in
sleep onset, early morning wakening, fatigue during the day, blunting of normal peaks in
subjective energy, mood and alertness are very strong (Germainand Kupfer 2008). Circadian
disturbances affect the secretory rhythms of various neuroendocrine hormones such as mel‐
atonin, cortisol and noradrenaline. There are also changes in the diurnal variations of core
body temperature and plasma cortisol levels. If this internal system desynchronises, the tim‐
ing of various circadian rhythms is out of phase resulting in depressed mood, sleep changes
and impaired neurocognition (Czeisler et al., 2005). Therefore any treatments of depression
focusing on circadian rhythm not only restore the sleep-wake cycle but also will have sub‐
stantial improvements in mood, cognition and day-time fatigue (Hickie & Davenport, 1999).
Melatonin is a hormone naturally secreted by the pineal gland in the body. Its secretion is
usually high at night time in normal individuals. It has an important role in the regulation of
circadian timing systems by binding to melatonin receptors (MT1 and MT2) in the brain
(Weaver 1999). Based on this idea, melatonin based therapies have been developed recently
for the treatment of depression.
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Agomelatine is a new antidepressant with a unique mechanism of action. It is a selective
agonist at MT1 and MT2 receptors and an antagonist at 5HT2b and 5HT2c receptors. It has a
rapid absorption rate and peak plasma levels are achieved between 45 and 90min after a sin‐
gle oral dose of 25-50mgs. It has clinically significant antidepressant and anxiolytic effects
(de Bodinat et al., 2010; De Beradis et al., 2011). The clinical benefits occur from the com‐
bined effects of melatonin and monoamine actions as well as non-circadian processes such
as increased production of brain- derived neurotrophic factors (Palzanis et al., 2010). Ago‐
melatine has similar efficacy to SSRIs (Kasper et al., 2010; Hale et al., 2010) and venlafaxine
(Kennedy et al., 2008). The common side-effects include nausea, dizziness and headache.

13. Combination treatments for treatment resistant depression
Although the newer antidepressants have better efficacy in the treatment of depression,
nearly one third of patients fail to achieve remission. Moreover complete remission is not
always possible and partially treated patients are at higher risk of relapse, experience more
personal and socioeconomic problems and have poor quality of life. A patient is considered
to suffer treatment resistant depression (TRD) if they fail to achieve remission with adequate
trials of two different classes of antidepressants. There are few strategies available to tackle
treatment resistance including both pharmacological and non-pharmacological therapies.
Combination of two different antidepressants to treat resistant depression has become a
common practice. A recent systematic review (Rocha et al., 2012) showed that antidepres‐
sant combination was more effective than a single antidepressant in achieving remission.
The superior combination was mirtazapine with SSRI. The other effective combinations are
mirtazapine and SNRI, SSRI with bupropion, TCA with SSRI and bupropion with venlafax‐
ine or mirtazapine.
Combination of an antidepressant with an antipsychotic is another useful strategy in treat‐
ing resistant depression. 5HT2a/ 5HT2c antagonist effect of atypical antipsychotics potenti‐
ate the efficacy of antidepressants and at times counteract the side-effects of SSRIs. The most
useful combination appears to be an SSRI with an atypical antipsychotic (Thase 2002).
Weight gain and sedation are the common adverse effects.
The augmentation of an antidepressant with lithium, triiodothyronine and omega-3 fatty
acids have also been beneficial in some patients. Combinations of pharmacological and nonpharmacological treatments are described in section 14 below.

14. Advances in non-pharmacological treatments of depression
Psychological therapies and physical (non- pharmacological) treatments have been devel‐
oped and refined in the last few decades. In this section, the evidence of their efficacy in the
treatment of depression will be reviewed.
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14.1. Psychological interventions
Many psychological interventions have been used in the treatment of depression. These in‐
clude supportive counselling, cognitive – behavioural therapy (CBT), interpersonal psycho‐
therapy (IPT), mindfulness- based cognitive therapy, problem solving therapy and long
term psychodynamic psychotherapy. However, only CBT and IPT have good quality evi‐
dence in the treatment of depression either as monotherapy or in combination with antide‐
pressants (Sagar et al., 2009).
Cognitive- behavioural therapy has become a standard treatment for mild and moderate
depressive disorders. It may be particularly useful for patients who experience relapse in
spite of continuous anti-depressant treatment or for patients with partial response. CBT
combines elements from both cognitive theory and behaviour theory of depression. Accord‐
ing to cognitive theory maladaptive thinking with regard to self, future and environment
(cognitive triad) causes depression. These “core beliefs” become active when people face
certain life situations and lead to depressed mood mediated by negative automatic thoughts
associated with them. CBT helps patients to understand the links between the thoughts, the
emotions and the consequent behaviours and then equip them with alternative thinking
styles to cope with day to day problems.
CBT has good efficacy in both achieving remission and reducing the risk of recurrence of
depression (Vittengl et al., 2009; Hollon et al., 2005). Combination of CBT and antidepressant
is more effective than CBT alone (Cuijpers et al., 2009). Therefore current treatment guide‐
lines recommend combing CBT with antidepressant in partial remissions or treatment resist‐
ant patients. CBT can also be implemented in different ways such as internet based CBT,
self-help guidebooks or even telephone CBT which can be helpful in primary care (Kessler
et al., 2009; Simon et al., 2009).
Interpersonal psychotherapy is another effective psychological intervention used in the
treatment of depression. IPT incorporates elements from psychodynamic psychotherapy
and CBT. Similar to CBT, it is time-limited and includes structured sessions and homework
tasks (Weissman et al., 2007). The therapy focuses on current interpersonal relations and
their influence in the development of depression. It frequently focuses on role changes (e.g.
job loss, becoming a new mother) and role disputes (e.g. relationship problems, work diffi‐
culties). It is equally as effective as CBT in mild and moderate depression. However, CBT
has a better response rate in severely depressed patients (Luty et al., 2007). The response rate
for combination of interpersonal psychotherapy and medication is higher than IPT or medi‐
cation alone (Schramm et al., 2007) and the benefits are sustained even after remission
(Frank et al., 2007).
14.2. Physical treatments
Physical treatments for depression have been increasingly acknowledged in recent years.
They include electro- convulsive therapy (ECT), transcranial magnetic stimulation (TMS),
deep brain stimulation, magneto-convulsive therapy and vagus nerve stimulation.
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Electro-convulsive therapy has been a well recognised treatment for depression even before
the discovery of psychotropic drugs. However over the years its usage has declined and
now it is indicated mainly for severe depression with a high risk of suicide, depressive stu‐
por, treatment resistant depression and patients in danger to their physical health secondary
to poor dietary intake. At the same time, ECT has become a more sophisticated procedure
with advances in the field of anaesthesia and improved technology of ECT machines. ECT is
a rapid and effective treatment for major depression. A recent meta-analysis showed ECT
has significant superiority to antidepressants in both severe and treatment resistant depres‐
sion (Pagnin et al., 2008). The most common side-effects reported are headaches and short
term confusion following the treatment. In some patients, there is an increased risk of longterm memory loss but the evidence base for this side-effect remains controversial.
Transcranial magnetic stimulation (TMS) has now been approved in United States for the
treatment of major depression, particularly for patients who have not responded to antide‐
pressant medications (Kim et al., 2009). TMS produces a magnetic field around brain and the
main target areas are dorsolateral prefrontal cortex in both sides of the brain. Two metaanalyses (Kim et al., 2009; Slotema et al., 2010) showed that repetitive-TMS has higher effica‐
cy than placebo and comparable efficacy to antidepressants. However it was less effective
than ECT. Patients reported headaches following the treatments and seizures can be a rare
side-effect.
Deep brain stimulation, magneto-convulsive therapy and vagus nerve stimulation appear
to be promising in the treatment of depression but they are all still in the experimental
stages.
In deep brain stimulation, electrodes are implanted in the brain and controlled by the inter‐
nal pulse generator. The stimulation modulates the neurotransmission in the cortico –striatal
– thalamic- cortical circuit. It is a reversible procedure and the stimulation can be adjusted
according to the patient’s needs (Giacobbe et al., 2006).
Magneto-convulsive therapy is another experimental treatment where seizures are induced
by repetitive-TMS in a controlled way targeting the brain structures essential for treatment
response, particularly the temporal lobes.
In vagus nerve stimulation, bipolar electrodes are attached to the left cervical vagus nerve
and stimulation periods are controlled. The side-effects include hoarseness of voice, pain,
cough and dysphagia.

15. The future of pharmacotherapy of depression
Despite the advances in the treatment of depression, the efficacy of currently available anti‐
depressants is still relatively modest and there are patients who do not respond to them. The
limitations of the monoamine based antidepressants include slow onset of action, poor im‐
pact on certain symptoms such as disturbed sleep and fatigue and they cause multiple sideeffects. Numerous innovative approaches have been studied looking at new and different
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mechanisms for the treatment of depression. Some of these promising approaches are dis‐
cussed below.
15.1. Selective versus multi–transmitter antidepressants
It has always been a debate whether selective neurotransmission is better than multiple neu‐
rotransmission. This issue of selectivity versus efficacy has re-emerged as the newer antide‐
pressants are less selective than SSRIs but relatively more selective than the TCAs.
Burke (2004) reviewed the topic comparing SSRIs against TCAs and somewhat more selec‐
tive venlafaxine. The review concluded that SSRIs’ success is presumably not because of
their efficacy, but rather to ease of use, minimal need for titration, better tolerability and im‐
proved safety in overdose. The difference in tolerability is due to the fact that TCAs act on
multiple receptors causing more adverse effects. In comparing SSRIs with venlafaxine,
Thase et al., 2001 found that venlafaxine had higher remission rates and they attributed this
to its “dual action”. However venlafaxine does not have substantial effects on noradrenaline
until the dose is increased above 150mgs/day and therefore technically it cannot be consid‐
ered as a dual acting agent at lower doses.
Perhaps a better way to increase the efficacy is to target the specific receptor rather than in‐
creasing overall neurotransmission. If a drug acts only at the specific receptor and alleviates
the depressive symptoms then its unnecessary action at other receptors can be avoided.
Therefore more receptor specific drugs have to be designed rather than those aiming at
greater than previous neurotransmission.
One approach is developing new formulations with existing antidepressants. Some of
these are more acceptable to patients (fluoxetine once weekly, paroxetine CR), some have
faster onset of actions (mirtazapine soluble tablets & intravenous preparations) and others
such as venlafaxine XL have clear pharmacokinetic benefits (Norman & Oliver 2004).
15.2. Other agents in development
The other approach to address the issue of efficacy is developing new agents. The agents in
development include multimodal serotonergic agents, triple uptake inhibitors, neurokinin
(NK1) antagonists, glutamate antagonists, dopamine agonists and antiglucocorticoid agents.
Multimodal serotonergic agents are simply an extension of SSRIs and SNRIs. They have
both serotonin reuptake inhibition and either blocks 5HT2a receptor and/or act as partial ag‐
onist at 5HT1a receptor. Vilazodone, the first agent of this group,is already available in clin‐
ical practice and there are few other drugs in development.
Triple uptake inhibitors combine the inhibition of serotonin, noradrenaline and dopamine
transporters. Their development is based on the assumption that targeting dopamine neuro‐
transmission would enhance overall efficacy and diminish certain symptoms such as anhe‐
donia, apathy, sleepiness and fatigue as well as counteract sexual side-effects induced by
SSRI (Fava et al., 2007). Sibutramine is the only available drug with triple uptake inhibition
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and it is currently used in weight loss therapy. One of the limitations associated with this
mechanism might be the risk of abuse linked with increased dopamine neurotransmission.
Neurokinin receptors (NK1 and NK2) and their endogenous ligand Substance P are found
in brain areas known to be involved in the regulation of mood, stress and anxiety responses
(Bergstrom et al., 2004). However NK1 antagonist aprepitant failed to show greater efficacy
to placebo (Keller et al., 2006). Currently studies focusing on NK2 antagonists are underway.
Glutamate modulating agents such as ketamine (NMDA antagonist) generated significant
interest in the field when rapid and sustained antidepressant effects were seen after injec‐
tions of ketamine (Berman et al., 1999). Another NMDA antagonist and dopaminergic drug
amantadine showed efficacy in depressed imipramine non-responders (Rogoz et al., 2007).
It may be useful in depressed patients with prominent cognitive dysfunction. The main lim‐
iting factor in using these agents is the risk of inducing psychotic symptoms due to their hal‐
lucinogenic properties (Smith 2008).
Dopamine agonists, similar to DNRI bupropion, seem to be promising in the treatment of
depression. A review showed that dopamine agonists had anxiolytic, antidepressive and an‐
tianhedonic effects which were related to its action on dopamine D2 and D3 receptors
(Lenke 2007). Two agents, ropinirole and pramipexole proved efficacy as additional treat‐
ment to mood stabiliser in bipolar depression but further research is required to prove their
efficacy and usefulness as antidepressants.
Biological studies of depression have shown that the secretion of hypothalamic neuropepti‐
des such as corticotrophin releasing hormone (CRH) and vasopressin is elevated in de‐
pressed patients. CRH acting through CRH1 receptor may cause symptoms of depression.
Depressed patients also have increased cortisol levels which might be responsible for psy‐
chotic symptoms of depression. A review of the hypothesis that CRH1 receptor antagonists
and antiglucocorticoid agents may be useful in the treatment of depression supports this
direction in the development of future antidepressants (Nemeroff 2002).

16. Conclusions
Major depressive disorder is a complex psychiatric condition, with multiple aetiological fac‐
tors. The pathophysiology of depression is still evolving with ongoing molecular, genetic
and neuroimaging studies. Evidence from neurobiological studies indicates that monoamine
hypothesis of depression cannot fully explain the causation of depression. Further research
into the aetiology of depression beyond monoamine hypothesis may provide new directions
in developing novel agents in the treatment of major depressive disorder.
The initial focus on increasing the synaptic levels of neurotransmitters, especially serotonin
and noradrenaline, has already shifted towards dual action and receptor specific antidepres‐
sants. Although there have been considerable advances in the treatment of depression since
TCAs were discovered in the 1950’s, the current treatments are not fully satisfactory for ei‐
ther patients or clinicians. Research evidence on several new pharmacological and non-
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pharmacological interventions is still preliminary and further studies are needed to prove
their actual benefits.
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Chapter 13

The Characteristics of Nicotine Addiction Among
Patients with Schizophrenia
Ewa Wojtyna and Agnieszka Wiszniewicz
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/54308

1. Introduction
Premature death connected mainly with somatic disorders is observed among patients
with schizophrenia. The major reason for this phenomenon are metabolic disorders
caused on the one hand by side effects of pharmacological treatment [1], on the other by
genetically determined differences in metabolism. Finally, the importance of behavioral
factor, which is the lifestyle of patients with schizophrenia, must not be ignored here.
Obesity, physical inactivity, poor diet, and smoking are the major factors contributing to
the development and intensification of cardiovascular diseases. These factors are so im‐
portant because they can be modified, as opposed to the genetic factors or necessary
pharmacological treatment.
This article addresses the issue of nicotine addiction among patients with schizophrenia.
1.1. Schizophrenia and nicotine addiction
1.1.1. Scope of phenomenon
The phenomenon of tobacco dependence involves 60-90% of patients with schizophrenia,
and it is a much higher rate than among the general population, where the percentage of
smokers varies between 25-47% [2-6].
A study by de Leon et al. [7] and Gurpegui et al. [8] has shown that in adults (over
twenty years old) who are in the group of increased susceptibility to schizophrenia, or
are already suffering from the disease there is a significantly higher risk of taking up
smoking than among the general population [9]. No wonder then that the problem of
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nicotine addiction and its consequences is becoming more and more urgent in clinical
psychiatry.
Schizophrenics are most often among the so-called heavy smokers, which means, first of all,
smoking at least 20 cigarettes a day, and often a shorter interpuff interval, and smoking cig‐
arettes with a higher nicotine content [3, 10].
In this group of patients a higher risk of dependence on nicotine is observed [11], as
well as a more severe abstinence syndrome when trying to quit smoking [12]. This last
phenomenon probably results from the fact that in schizophrenics there are, independent
of metabolism, higher levels of nicotine and cotinine than in the blood of non-schizo‐
phrenics smoking the same amounts of cigarettes [13]. This fact can be explained by a
greater number of puffs per cigarette and shorter interpuff intervals [10]. It is not sur‐
prising, therefore, that schizophrenics stop smoking more rarely than non-psychotic peo‐
ple [14], and the treatment of nicotine addiction - behavioral and pharmacological - in
this group is much less effective [15-18].
1.1.2. Health consequences of smoking in schizophrenics
Research shows that patients suffering from schizophrenia live roughly 20% shorter than
healthy people, while cigarette smoking is here one of the main risk factors for premature
death [19]. It was also shown that due to smoking these patients die on average 10 years ear‐
lier than the general population [20, 21].
This increased mortality is largely the result of cancer, cerebrovascular disease, respiratory
diseases, and coronary heart disease. It is estimated that approximately 33% of psychotic pa‐
tients suffer from this illness and in this group it accounts for more premature deaths than
suicide [22].
This phenomenon is particularly relevant in the light of reports which indicate that in schiz‐
ophrenics who smoke regularly there is a higher risk of coronary heart disease and stroke
than in the general population [23]. It is estimated that, in the group with schizophrenia, the
risk of death from cardiovascular problems is about 2.2 times higher than among the general
population [24].
Also, in schizophrenia patients, respiratory diseases [25, 26] such as chronic obstructive pul‐
monary disorder (COPD) and pneumonia are frequently observed. Although lung cancer
occurs less frequently in patients with schizophrenia than among the general population,
the effects of cigarette smoking are clearly seen here [27]. In the case of COPD and lung can‐
cer, cigarette smoking is undoubtedly a significant etiologic factor [28]. Smoking can also in‐
crease susceptibility to pneumonia [29]. As shown in the Copeland et al. [26] study, COPD
and pneumonia are the diseases more frequently occurring in the last year of life in schizo‐
phrenics than in those mentally healthy. In this group of patients the risk of dying from res‐
piratory diseases is estimated to be approximately 3.2 times higher than among the general
population [30].
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1.1.3. Biological determinants of smoking
1.1.3.1. Genetic background
The empirical data available suggest the existence of common risk factors for schizophrenia
(and other mental illnesses) and smoking. The possibility of a genetic risk factor, particularly
associated with the regulation of cholinergic neurotransmission is emphasized here [31-35].
1.1.3.2. Self-medication hypothesis
Self-medication hypothesis is based on the assumption that the use of psychoactive substan‐
ces helps patients compensate for neurobiological deficits underlying a variety of ailments
[36, 37]. Accordingly, intuitive reaching for cigarettes by schizophrenics would facilitate
both dealing with the symptoms of the disease – positive and negative or with cognitive im‐
pairment, as well as with the side effects of treatment.
However, the importance of smoking in coping with the disease symptoms is not clear [38].
Some studies show an improvement within the range of negative symptoms by increasing
the dopamine release in the prefrontal cortex [39-42]. These results, however, are subject to a
number of constraints - sample size and methodological limitations. It is also worth remem‐
bering that research on animal models indicated that while occasional acute administration
of nicotine did increase the dopamine release in the brain, chronic administration of nicotine
resulted in a decrease in dopamine level, but these effects varied in different areas of the
brain [41-43].
There is more data on the relief of drug-induced symptoms and on the cognitive deficits.
1.1.3.2.1. Neuroleptics
Referring the self-medication hypothesis to the problem of antipsychotic treatment [38], it
should be assumed that smoking helps to reduce the adverse symptoms of antipsychotic
treatment. The mechanism that may explain the reduced severity of extrapyramidal symp‐
toms associated with high-dose neuroleptic treatment, may be the nicotine-induced acceler‐
ation of drug metabolism by cytochrome P450 (CYP1A2, CYP2D6 polymorphisms) [4, 44].
Thus alleviation of drug induced effects of the CYP1A2 metabolized neuroleptics can be ex‐
pected but there should be no such effects in case of drugs metabolized in a different way.
The empirical data do not provide conclusive evidence that heavy smoking has a really im‐
portant role in alleviating the side effects of antipsychotic treatment, especially such as tar‐
dive dyskinesis or akathisia [38].
Antipsychotic drugs with anticholinergic properties influence the expression of nicotine ace‐
tylcholine receptors (nAChRs) [45]. This translates into a deterioration of neurotransmission
in the cholinergic system in patients with schizophrenia.
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1.1.3.2.2. Cognitive factors – The role of the cholinergic system
The cholinergic neurotransmission is one of the key phenomena important for cognitive
functioning. This applies in particular to such areas of the brain as the prefrontal cortex and
hippocampus, whose functions are regulated by cholinergic projections from other parts of
the brain [46]. Cholinergic system dysfunction is manifested, among others, in impaired cog‐
nitive functions such as memory and attention disorders. On the other hand stimulation of
this system results in memory improvement.
Research shows that administration of nicotine to schizophrenics, both smokers and nonsmokers, activating the cholinergic system, reduces the cognitive deficits connected with e.g.
working memory, attention, and spatial organization [47-49].
It was also observed that in schizophrenics cognitive deficits worsen with the increase of
withdrawal symptoms, and restarting smoking alleviates these unwanted changes in cogni‐
tive functioning [49]. This suggests that the treatment of cognitive deficits connected with
schizophrenia could contribute to increasing the chance of successful smoking cessation,
and indirectly to improving the patient’s overall health.
1.1.4. Psychological determinants of smoking
As shown above, in a group of schizophrenics there are a number of biological factors, spe‐
cific to a lesser or greater extent to schizophrenia which explain the increased incidence of
nicotine dependence in this group of patients. However, these factors are not the only ones
that are relevant here. The psychosocial factors should not be ignored, especially that these
factors are largely modifiable, and thus possible to be included in a therapeutic process.
Many reasons for smoking, mentioned by patients suffering from schizophrenia, are similar
to those mentioned by healthy people. Some of the common arguments are: pleasure, addic‐
tion, weight control, the need for relaxation, or a desire to calm down.
Schmitz et al. [50] presume the possibility of an increased susceptibility to nicotine addiction
in people who have difficulty coping with stress, tension, anxiety, or depression. Anxiety
and depressive disorders have been repeatedly identified as a risk factor for taking up and
continuing smoking [51]. In psychotic patients, the coexistence of these various disorders
can further increase the tendency to smoking.
Patients with schizophrenia often emphasize that cigarettes are for them a product of first
necessity, just like food, and help them endure life with the illness and prevent schizophre‐
nia relapses [52]. Not without reason, therefore, schizophrenics often mention the sedative
effect of nicotine as the main reason for smoking [38]. This temporary way of dealing with
unpleasant symptoms, however, puts in motion a vicious circle, because the inability to
cease smoking is also the cause of stress and can lead to a greater anxiety than in the begin‐
ning. After lighting a cigarette waiting for the calming effect is also important. However, in
many cases of agitation, such an effect does not appear, which results in smoking more and
more cigarettes in the hope that a higher dose of nicotine will eventually help [38].
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Schizophrenics often emphasize that smoking is the fulfillment of a strong need related to
addiction, it is also an opportunity to escape and helps to control emotions. In Solway et al.
clinical studies [53] the psychotic patients singled out three main roles that smoking plays in
their daily functioning. Smoking is a tool used to control stress, helps to make interpersonal
contacts and meet the need for peace and comfort. Facilitating interpersonal relations occurs
here by entering a group of smokers, which helps to cope with the sense of exclusion and of
being different (tobacco use is thus understood as supporting the development of social net‐
works and a source of social support). Solway et al. [53], however, draw attention to the fact
that the respondents are increasingly aware of the fact that smoking - contrary to expecta‐
tions - does not accomplish its purpose in terms of interpersonal contacts. Although many of
the schizophrenics examined began to smoke in order to reduce discomfort in social situa‐
tions, there is currently a trend towards unfavorable attitudes to smokers, which, in individ‐
uals suffering from mental illnesses, may create an additional barrier in the process of
socializing.
People suffering from schizophrenia find it more difficult to quit smoking partly because of
the withdrawal symptoms, including irritability, poor concentration, impatience and anxiety
[6], and partly because they do not have enough support and motivation to do it successful‐
ly. The balance of gains and losses related to smoking cessation is in favor of the benefits of
tobacco use [53]. The decision to maintain the addiction is often connected with the opinions
functioning in society (especially among relatives), suggesting many obstacles and losses re‐
sulting from the process of smoking cessation.
According to de Leon et al. [54] the socio-economic status and poor education about the neg‐
ative effects of smoking have a major impact on the initiation of smoking in people with se‐
vere mental illnesses. De Leon et al. [54] also suggest that in some countries where tobacco
use by women is prohibited, the relationship between smoking and schizophrenia cannot be
proven. This points to the fact that the number of cigarettes smoked by people with schizo‐
phrenia depends on their availability [54]. In Poland, the price of cigarettes is relatively high
compared to the income of the mentally ill. However, patients cope with these economic
constraints by selecting the cheapest cigarettes, usually without a filter, from illegal sources,
or they roll the cheap tobacco cigarettes. Also, the surrounding people often provide the pa‐
tient with cigarettes. In the Solway’s research [53] some smokers suffering from severe men‐
tal illnesses stated that the reason for their initiation of smoking was the addiction of one of
their family members or friends.
In the Solway’s research [53], some respondents answered that they do not feel the need for
smoking when cigarettes are not in sight, but at the time of distress, anxiety, or in a situation
where there is a person smoking nearby, they feel a strong desire to smoke a cigarette.
Meanwhile, in Poland, the functioning of patients is often based on life in communities
which are dominated by smokers. Many smokers define the sole physical act of holding a
cigarette as a highly satisfactory form of relaxation.
In conclusion, a number of biological and psychosocial phenomena are observed in patients
with schizophrenia that exacerbate the problem of nicotine addiction and hinder the process
of smoking cessation. A better understanding of the mechanisms associated with cigarette
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smoking in this group of patients may help to improve their quality of life, their general
health, but also reduce the economic effects associated with the treatment and the conse‐
quences of tobacco-related diseases in schizophrenics.
1.1.5. Aim of the research
The research was designed to characterize nicotine dependence in schizophrenics compared
to smokers not having mental health problems. Indirectly, the research was also to deter‐
mine whether the affective psychological factors such as anxiety or depression and the level
of distress are important predictors of smoking in a group of psychotic patients.

2. Material and methods
2.1. Participants
204 smokers participated in the research, including 104 people with paranoid schizophrenia
and 100 healthy persons. The schizophrenic smokers recruited for the research were in re‐
mission of psychotic symptoms or had residual symptoms and their condition was stable.
These people have been treated for schizophrenia for at least 1 year. The control group were
smokers who have not been diagnosed with a serious mental or somatic illness. At the time
of the research, all the participants were in the active phase of nicotine dependence.

2.2 Design of research
The research was cross-sectional and was carried out in Mental Health Outpatient Clinics
and Psychiatric Day Hospitals. The control group, consisting of mentally healthy people,
was recruited in the Occupational Medicine Outpatient Clinics, where they came for period‐
ic employee medical examinations. The research participants underwent a structured inter‐
view concerning smoking, and then the respondents were asked to complete five self-report
questionnaires.
2.3. Tools
2.3.1. Interview
The interview with the respondents concerned their smoking history and included ques‐
tions about the time of smoking initiation, the addiction process over time, the daily rituals
related to smoking, number of attempts to stop smoking, length of periods of abstinence, the
average number of puffs per cigarette, and the type of cigarettes smoked. Also, in the inter‐
view information was obtained about basic socio-demographic data, such as economic sta‐
tus, family, place of residence. In the case of patients with schizophrenia the interview
contained additional questions about the course of the disease and its treatment.
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2.3.2. Fagerström test for nicotine dependence
The study used the Fagerström Test for Nicotine Dependence (FTND) in order to estimate
the severity of nicotine dependence [55]. This tool consists of 8 questions concerning factors
associated with smoking. The result obtained is in the range of 0-11 points. The 0-4 points
result corresponds to a low degree of dependence, 5-7 points – to a high degree, and the re‐
sult of more than 7 points corresponds to a very high dependence. Although Steinberg et al.
[56] demonstrated that, in the schizophrenic group, this tool carries the risk of underestimat‐
ing the size of the problem, yet, in this study, the introduction of a detailed interview is an
attempt to compensate for these deficiencies.
2.3.3. The test of motivation for smoking cessation
The test of motivation for smoking cessation consists of 12 items containing statements
about the smoker dependent factors that contribute to smoking cessation (e.g., Do you decide
to quit smoking for yourself?, Do you know why you smoke?, Do you know how to cope in crisis
situations?). The respondent gave his own answers to these items by indicating whether the
statement referred to him or not. The Cronbach's α coefficient for this scale is 0.91. Predomi‐
nance of positive responses (> = 6 points) corresponds to a relatively strong motivation to
smoking cessation.
2.3.4. The test of readiness to change
This tool has been designed on the basis of the Transtheoretical Model of Behavioral Change
(TTM) [57] assumptions. According to this model, the current smokers are at the stage of
precontemplation, contemplation or preparation. The precontemplation stage is defined as
the lack of need for changes in behavior. At the stage of contemplation an intention to
change behavior within the next 6 months emerges (here: to stop smoking) (but making this
change is not planned within the next 30 days). And finally, the preparation stage is referred
to as planning changes within the next month and attempts to stop smoking (lasting a mini‐
mum of 24 hours) can be indicated in the past year [58].
The Test of Readiness to Change used in this research consists of 8 questions, making it pos‐
sible to identify persons at the stage of precontemplation, contemplation, preparation, and
action (i.e. the act of smoking cessation).
2.3.5. Hospital Anxiety and Depression Scale (HADS)
The Hospital Anxiety and Depression Scale (HADS) is a widely used, short, 14 item tool
for studying anxiety and depression [59]. Each of the tool subscales consists of seven
statements to which the tested person responds on a four point scale, where 0 corre‐
sponds to no intensity or to the weakest intensity of a given symptom, and 3 indicates
the presence of a severe symptom.
This questionnaire was initially recommended as an ambulatory screening tool, but is now
also commonly used to assess symptoms of depression and anxiety in different groups of
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patients [60]. The sensitivity and specificity of this tool is satisfactory and is about 0.8 [61]. In
our study, the scale reliability (Cronbach's α coefficient) was 0.86 for the depression subscale
and 0.87 for the anxiety scale, which is consistent with the results obtained by other re‐
searchers [62, 63].
2.3.6. Distress thermometer
The Distress Thermometer is a single item screening tool that allows a subjective assessment
of the severity of distress in the recent time. The respondent marks, on a scale of 0 to 10, how
high was the level of stress he or she experienced during the last week. The validation stud‐
ies of the Polish version of the tool have shown that the 4 point or more result indicates a
high risk of comorbid depression and / or anxiety [64].

3. Results
The demographic characteristics of the respondents are shown in Table 1. The schizophren‐
ics were more often single people, less educated, unemployed, and of worse financial situa‐
tion than those in the control group.
Table 2 presents the comparison of the schizophrenics and the control group in terms of
smoking.
The psychotic patients smoked more, took a greater number of puffs, showed a higher
level of dependence and were less motivated to give up smoking than the mentally
healthy persons.
It was also observed that the schizophrenics taking atypical medications (n = 58), smoked
less and took puffs less frequently than those treated with conventional drugs (n = 46). There
were no differences between the groups with respect to the age of smoking initiation (first
cigarette), while the schizophrenics started smoking on a daily basis earlier than the healthy
individuals. Those in the control group made attempts to quit smoking more often, and
their abstinence periods were longer. It was also observed that as the period of being ill with
schizophrenia gets longer, the number of cigarettes smoked grows (r = 0.16, p <0.05) and the
level of dependence increases (r = 0.31, p <0.01).
Most schizophrenics had no intention to quit smoking, while people in the control group
were more often at the contemplation or preparation stage for smoking cessation (Table 3).
Other motives for smoking cessation were also shown. In the mentally healthy individuals
the major motive was their relatives’ pressure, the desire to save money and, to a lesser ex‐
tent, the beginning of health problems. The dominant motive in the schizophrenics, howev‐
er, was the appearance of tobacco-related disease, manifested mainly by shortness of breath.
The rarest motive turned out to be the pressure of relatives.
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Smokers (N=204)

Schizophrenics (N=104)

Non-psychiatric (N=100)

Male

61 (58.7)

54 (54.0)

Female

43 (41.3)

46 (46.0)

Mean (SD)

44.31 (13.94)

44.02 (11.40)

Range

20 – 67

20 – 65

Single

32 (30.8)

25 (25.0)

Married

39 (37.5)

48 (48.0)

Widowed

13 (12.5)

15 (15.0)

Divorced

20 (19.2)

12 (12.0)

Primary

29 (27.9)

5 (5.0)

Vocational

54 (51.9)

35 (35.0)

Secondary

20 (19.2)

42 (42.0)

Higher

1 (1.0)

18 (18.0)

With family

54 (52.0)

59 (59.0)

Alone

15 (14.4)

41 (41.0)

In a nursing home

35 (33.6)

-

Poor

60 (57.7)

18 (18.0)

Average

31 (29.8)

56 (56.0)

Good

13 (12.5)

26 (26.0)

Employed

18 (17.3)

69 (69.0)

Unemployed

23 (22.1)

16 (16.0)

Disability Pension

50 (48.1)

9 (9.0)

Retirement

13 (12.5)

6 (6.0)

Gender [n(%)]

Age [years]

Marital status [n(%)]

Level of education [n(%)]

Residence[n(%)]

Financial Situation [n(%)]

Employment status [n(%)]

Table 1. Socio-demographic characteristics of the smokers with schizophrenia and non-psychiatric controls.
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Schizophrenics

Non-psychiatric

Comparisons

(N=104)

(N=100)

t

25.98 (13.40)

20.09 (8.58)

3.72***

1-10

14 (13.5)

20 (20.0)

11-20

42 (40.4)

46 (46.0)

21-30

28 (26.9)

30 (30.0)

"/>30

20 (19.2)

4 (4.0)

Nicotine yield of cigarettes [M(SD)]

1.03 (0.22)

0.85 (0.22)

5.97***

Puffs per cigarette [M(SD)]

12.12 (3.57)

8.64 (2.39)

8.14***

Min to first cigarette of the day [M(SD)]

7.23 (4.58)

7.54 (3.97)

0.36

FTND [M(SD)]

7.63 (2.62)

6.30 (1.95)

4.12***

Years of daily smoking [M(SD)]

23.87 (14.26)

24.35 (12.02)

-0.26

Age of first smoking [M(SD)]

17.00 (4.49)

17.31 (5.59)

0.43

Age of daily smoking [M(SD)]

19.67 (3.84)

20.44 (8.53)

0.83

Motivation to quit [M(SD)]

5.47 (3.54)

8.39 (2.24)

-7.07***

Past quit attempts [M(SD)]

2.05 (1.78)

3.92 (3.04)

-5.34***

Longest abstinence period [months] [M(SD)]

3.39 (4.55)

5.52 (6.18)

-2.80**

Smoking
Cigarettes
Cigarettes smoked per day [M(SD)]
Range [n (%)]

Nicotine dependence

Smoking cessation

Notes: ** p<0.01; *** p<0.001
FTND – Fagerström Test for Nicotine Dependence
Table 2. Smoking characteristic of schizophrenic patients and healthy participants.

Schizophrenics ( N =104)

Non-psychiatric ( N =100)

n (%)

n (%)

Precontemplation

61 (58.6)

29 (29.0)

Contemplation

35 (33.7)

46 (46.0)

Preparation

8 (7.7)

25 (25.0)

Stage of change

Table 3. Readiness to smoking cessation
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In the schizophrenics a higher level of distress and anxiety was observed than in the control
group. Depression of the psychotic patients was also higher than in the healthy persons, but
the difference did not reach statistical significance (table 4).

Factors

Anxiety

Depression

Distress

Schizophrenics (N=104)
subgroups

M (SD)

Non-psychiatric

Comparisons

(N=100)

t
5.28***

all

9.20 (4.43)

typical treat.

9.49 (4.27)a

atypical treat.

7.50 (5.97)a

2.68

all

7.48 (3.65)

1.94

typical treat.

7.53 (3.72)

atypical treat.

6.87 (3.10)

0.68

all

5.42 (2.64)

3.47**

typical treat.

5.67 (2.67)b

atypical treat.

5.31 (1.92)b

6.28 (3.44)

6.56 (3.10)

4.20 (2.37)

5.70***

2.01

3.64***
2.79*

Notes: * p<0.05; ** p<0.01; *** p<0.001
typical treat. – typical neuroleptics (n=46)
atypical treat. – atypical neuroleptics (n=58)
a

comparison between typical and atypical treatment subgroups: t=4.32 (p<0.001)

b

comparison between typical and atypical treatment subgroups: t=2.15 (p<0.05)

Table 4. Level of anxiety, depression and distress among participants

In the subgroup of schizophrenics, in the patients treated with atypical neuroleptics, a
lower level of distress appeared (but still significantly higher than in the control group)
and anxiety.
The analysis of the correlation between the affective factors and distress and the parameters
characterizing smoking, indicated that in both groups – in the schizophrenics and in the con‐
trol group - higher levels of anxiety, depression and distress are associated with a greater
number of cigarettes smoked (table 5).
To determine the predictive power of the affective factors and distress for the number of cig‐
arettes smoked multivariate linear regression analysis was carried out (table 6).
Affective factors and distress explain a greater percentage of variance of the number of ciga‐
rettes in the group of mentally healthy persons (adj.R2 = 0.56) than in the group of schizo‐
phrenics (adj.R2 = 0.34).

299

300

Mental Disorders - Theoretical and Empirical Perspectives

Smoking

Anxiety

Depression

Distress

Cigarettes smoked per day

0.57***

0.64***

0.67***

Puffs per cigarette

-0.07

-0.03

-0,04

Nicotine dependence (FTND)

0.53***

0.49***

0.55***

Motivation to quit

-0.02

0.04

0.13

Cigarettes smoked per day

0.56***

0.21*

0.62***

Puffs per cigarette

0.12

-0.01

0.07

Nicotine dependence (FTND)

0.55***

0.17

0.53***

Motivation to quit

-0.14

-0.02

-0.06

Schizophrenic patients

Non-psychiatric participants

Notes: * p<0.05; *** p<0.001
FTND – Fagerström Test for Nicotine Dependence
Table 5. Correlation between the affective factors and distress and the parameters characterizing smoking.

Schizophrenic patients

Non-psychiatric smokers

(N=104)

(N=100)

adj.R =0.34

adj.R2=0.56

Factors

2

β

ΔR2

β

ΔR2

Anxiety

0.14

0.04

0.48***

0.24

Depression

0.36**

0.11

0.18

0.05

Distress

0.47***

0.19

0.55***

0.27

Notes: ** p<0.01; *** p<0.001
Table 6. Predictors of numbers of cigarettes smoked per day (multivariate linear regression model).

In both groups, the strongest predictor of smoking was distress and the predictive power of
anxiety and depression was distributed differently in the group of schizophrenics and the
control group. In the mentally ill patients depression was more strongly correlated with
smoking, and in the control group, a stronger correlation with the number of cigarettes
smoked was observed for anxiety.

4. Discussion
The study confirmed the observations of other researchers that schizophrenics smoke
more than the mentally healthy and take a greater number of puffs per cigarette [10,
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65]. In the group of mentally ill patients, similarly as in the Tidey et al. [10] studies, a
variation in the number of cigarettes smoked and the number of puffs taken was ob‐
served depending on the type of treatment applied. The fact that patients taking atypi‐
cals smoked less than the patients receiving typical medication, may result from the
different effect of taking these drugs. Several studies have shown that atypical drugs
such as clozapine and olanzapine, are conducive to reducing smoking, reduce the desire
to smoke and, finally, relieve the withdrawal symptoms [10, 66, 67]. Also, in patients
taking atypicals, a lower level of distress is observed [68]. In this study, distress turned
out to be a significant predictor of smoking, therefore it is possible that this mechanism
is important in explaining the observed difference. In the presented work, however, nei‐
ther the timing nor the doses of the administered medication were controlled, so these
dependencies are worth researching more closely in the future.
The analysis of the factors motivating schizophrenics to stop smoking indicates a very seri‐
ous problem. Only a significant deterioration of health, to be precise, shortness of breath
making smoking impossible, inclined patients to consider reducing or giving up smoking.
Lack of finances and bans on smoking in public places and in the place of residence were
not a sufficient bareer for people with schizophrenia. Lack of pressure from the close envi‐
ronment to reduce smoking should also be noted. This may result from the fact that the clos‐
est people here are often smokers themselves (often these are other patients). Interviews
with the patients showed that most often it was the family who supplied the patients with
cigarettes, and thus contributed to continuing this addiction in schizophrenics.
The results of the study show the important role of affective factors and a feeling of dis‐
tress in nicotine dependence. This importance is greater in the group of healthy persons
than in schizophrenics, but the results obtained in this study (26% of the explained var‐
iance of the number of cigarettes smoked) suggest introducing psychological (and/or
pharmacological) interactions, aimed at improving coping with stress and reducing the
negative affect. These results also confirm the fact that cigarette smoking in schizophren‐
ics is probably, to a much greater extent than in the mentally healthy, determined by
factors other than affective [31-37].
The study also confirmed a significant relationship between distress and the number of ciga‐
rettes smoked. These results are consistent with other studies. It should be noted, that dis‐
tress may have different sources and may be understood differently by the respondents. It is
therefore a very general construct, and in this study should be understood as the so called
aggregate variable [69].

5. Conclusion
The relationship between distress, affective factors, and cigarette smoking has important
clinical implications. First of all - apart from the typical pharmacological treatment and nico‐
tine replacement therapy – psychological treatment should be implemented into programs
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for nicotine dependence to improve the functioning of schizophrenics in terms of coping
with stress and maintaining good mood.
Secondly, it seems interesting to study the causes of the perceived distress. Knowing the
sources of stress and the strategies of coping with it can help to build more effective pro‐
grams supporting the treatment of nicotine addiction.
Weak pressure of the environment on the mentally ill to quit smoking, and even strengthen‐
ing the addiction by the closest ones, points to a need for actions targeted at the schizo‐
phrenics’ environment. Such interventions should be aimed at increasing the knowledge
about smoking and its consequences, including families in the process of motivating to quit
smoking and improving support given to patients.
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Post Traumatic Eco-Stress Disorder (PTESD): A
Qualitative Study from Sundarban Delta, India
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Additional information is available at the end of the chapter
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1. Introduction
International Classification of Diseases, ICD– 10, [78] defined PTSD (code F43.1) as: “Arises
as a delayed or protracted response to a stressful event or situation (of either brief or long
duration) of an exceptionally threatening or catastrophic nature, which is likely to cause per‐
vasive distress in almost anyone…. Typical features include episodes of repeated reliving of
the trauma in intrusive memories ("flashbacks"), dreams or nightmares, occurring against
the persisting background of a sense of "numbness" and emotional blunting, detachment
from other people, unresponsiveness to surroundings, anhedonia, and avoidance of activi‐
ties and situations reminiscent of the trauma. There is usually a state of autonomic hyperar‐
ousal with hypervigilance, an enhanced startle reaction, and insomnia. Anxiety and
depression are commonly associated with the above symptoms and signs, and suicidal idea‐
tion is not infrequent. The onset follows the trauma with a latency period that may range
from a few weeks to months. The course is fluctuating but recovery can be expected in the
majority of cases. In a small proportion of cases the condition may follow a chronic course
over many years, with eventual transition to an enduring personality change.” PTSD was
first recognized as a clinical entity in the third edition of the the Diagnostic and Statistical Manual
of Mental Disorders in 1980.
In the last 30 years considerable research has accumulated which has provided deep insight
not only into the epidemiology but also the conceptual framework of different categories of
trauma and its differential impacts and coping psychodynamics. The classification of causes
of trauma based on available research findings may be categorized as follows:
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1. Eco-Stress traumas resulting from natural disasters like cyclone, earthquake, flood, hurri‐
cane, tsunami, bushfire, tornado, drought and wild animal attacks.
2. Technological traumas like plane crash, industrial accidents, domestic accidents, nuclear
reactor explosion and oil spills etc.
3. Human induced (direct) trauma like sexual assault and rape, violence, terrorist attack, ve‐
hicle accident, combat and military trauma, illness, death and hostage taking etc.
The nature and extent of ecological traumas [2] are usually more pervasive and collective
[58] and entail a strong sense of powerlessness and destiny/spiritual dimension among the
victims [44]. PTSD is quite common after eco-disasters and it is estimated that the preva‐
lence rate of PTSD related to natural disasters is currently between 8.6% and 57.3% depend‐
ing on assessment methodologies, instruments and timing [75].
The present work based on the case studies from Sundarban, India, attempting to highlight
the development of post-traumatic symptomatology after wild animal attacks, viz., Tiger,
Shark and Crocodile, in the context of a unique ecological landscape of the delta region. All
natural disasters and incidents are ecological events and their impact on humans (in terms
of psychological, physical, economic and social) can be seen as an extraordinary eco-stress
that is operative behind the development of post-traumatic stress disorder and hence the de‐
fining terms PTESD (to separate it from Technological and Human related traumas).

2. The Study Area: Sundarban
Sundarban is the largest estuarine mangrove forest in the world; stretching over an area of
about 10,200 Km2 (42% is in India and 58% in Bangladesh). It comprises outer deltas of the
Ganges, Brahmaputra and Meghna rivers at the confluence of Bay of Bengal. The Indian
portion is located about 130 km southeast of Kolkata (West Bengal State), between 21°31’ to
22°53’N and 88°37 to 89°09’E coordinates, at an altitude of 7 m from the sea level.
The Indian Sundarban (Fig.1) extends over some 102 islands (54 are habitable) and mudflats
intersected by major distributory rivers and innumerable intricate network of tidal estuaries,
creeks, and canals that support the world's largest tidal halophytic mangrove forest (4266
Km2). UNESCO declared Sundarban National Park as World Heritage site in 1987 and in
1989 it was designated as a Biosphere Reserve under the UNESCO ‘Man and Biosphere Pro‐
gramme’. Sundarban Biosphere Reserve covers the delta south to Dampier-Hodges line (an
imaginary line that indicates the northern-most limits of estuarine zone affected by tidal
fluctuations) and includes Sundarban Reserve Forest (SRF), Tiger Reserve and human settle‐
ments. The Sundarban Tiger Reserve (STR) was established in 1973 and Sajnakhali Wildlife
Sanctuary in 1976. The name Sundarban comes from mangrove names: the Sundari (beauti‐
ful) tree (Heritiera fomes) and ban from Bani (Avicennia officinalis). The other meaning of ban is
forest as well [40].

Post Traumatic Eco-Stress Disorder (PTESD): A Qualitative Study from Sundarban Delta, India
http://dx.doi.org/10.5772/52409

Figure 1. Sundarban Region

The Sundarban ecosystem carries a great regional ecological significance. Sundarban has ex‐
tremely rich and unique biodiversity of aquatic and terrestrial flora and fauna, which sup‐
ports 334 species of plants, 44 species of fish, 8 species of amphi-bians, 53 species of reptiles,
161 species of birds and 49 species of mammals [66]. It support one of the sub-continent’s
largest tiger populations, the Royal Bengal Tiger (Panthera tigris tigris), who are well-known
for their swimming, man-eating and eco-adaptive behaviours. Census of 2004 (pugmark
method) estimated the tiger population at 274 [8]. Its high density relative to the availability
of prey, and recurrent encounters with local people in the Tiger Reserve are probably the
reasons for its habit of man-eating [13].
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Figure 2. Gosaba and Sundarban Tiger Reserve

STR (Fig.2) is bounded in the East by international boundary with Bangladesh and in the
North-West it is surrounded by numerous villages, thus making the reserve vulnerable to
ever increasing biotic interference in the form of livelihood forest explorations, illegal fish‐
ing, timber smuggling and poaching. STR extends over 2,585 Km2 (1,600 Km2 land compo‐
nent, and 985 Km2 water components) with three designated zones: Core or Wilderness zone:
1,330 Km2; Primitive zone (inside core): 124.40 Km2; Subsidiary wilderness zone: 241.07 Km2 and
Buffer zone: rest of the area, where activities are regulated. Around 0.22 million people are
living in 66 villages within 2 Km of the buffer zone of STR. Between 1975 to 1982, an average
of 45 people was annually killed by tigers. This casualty rate has fallen (Fig.3) since the in‐
troduction of various preventive measures like use of deterrents in the form of electrified
human dummies and face masks worn on the back of the head during forest activities.
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Figure 3. Humans killed by Tigers in STR from 1985 to 2009 (adopted from [50].

SRF and Livelihood measures: The Indian Sundarban comprises thirteen community develop‐
ment blocks in the South 24 Parganas District and six blocks in the North 24 Parganas Dis‐
trict of West Bengal State and has a total population of 4.1 million [12]. 85% live on
agriculture, of which 90% are landless agricultural labourers and marginal farmers. Around
3.5 million people live around Sundarban, 32% of whom depend on the resources of Sundar‐
ban mangrove forest directly or indirectly. Some 35,330 people work in the forest annually,
of whom 4,580 collect timber and firewood, 24,900 are fishermen, 1,350 collect honey and
4,500 are involved in other activities. On average some 4,000 fishermen are active each day,
and the mean annual fish catch is 2,500 tones (14).
Dependence of fringe population on Sundarban's eco-reserve (resources) is high, and the
main groups are:
a.

Fisherfolk - catching fish in creeks, rivers and sea.

b.

Wood Cutters and fuel wood (Golpatta- Nypa fruticans and Hental bush- Phoenix paludo‐
sa – also used for thatching) collectors: The yearly average timber collection from SRF is
about 1, 20,000 quintals. Usually a team of 5-8 wood cutters are led by a Boulay inside
the SRF. Boulay is a man with traditional expertise, who knows the magic of keeping the
team out of danger in the forest and they are supposed to have supernatural power to
make the work area protected so that tiger cannot enter into the ‘chanted’ territory.

c.

Honey and wax collectors: from wild bee (Apis indica) hive - is a seasonal activity (dur‐
ing months of April-May) and 4-5 member group is lead by a Moulay. They are tradi‐
tional experts and especially skilled persons who can locate the beehives in the deep
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forest by observing the flying directions of bees and they also possess supernatural
power to sense forest dangers and prevent tiger attacks by their ritual and chants. On
an average 20,000 Kg of honey and 1000 Kg wax is collected yearly.
d.

Crab collectors: Estuarine mud crab Scylla serrata (locally called bada kanckara – man‐
grove crab) is an edible species found in the mudflat of Sundarban forests and has a good
market demand, both locally and overseas. There are many crab fisheries in Sundarban
region that are running this lucrative trade [57]. There are different techniques of crab
collection from the water or mud flat or burrows like using bamboo trap, bait, hook or
hand picking [55], which is a very time-consuming and skilled technique. Many a time
crab collectors are taken by the tiger, when they are concentrating on their catch [71].

e.

Tiger Prawn (Penaeus monodon) Seed (TPS) Collectors (locally called ‘meen dhara’): is a
lucrative on the spot earning of about Rs. 50–100 (USD $ 1 - 2) per day per person.
Shrimp exports constitute 75% of total marine products to foreign markets from West
Bengal. Tiger prawns live in the sea but enter the Sundarban rivers and creeks to lay
their eggs. The spawns make their way back to the sea and that is when they are trap‐
ped by nets. There is large demand for prawn seeds from the neighbouring shrimp
aquaculture industry and also from Bangladesh, resulting in substantial illegal cross
border trade.

Figure 4. TPS collection by using Tana jal in Sundarban river [45].

A significant proportion of the women population of Sundarban is engaged in this non-farm
livelihood activity (Fig. 4). The collection of juvenile shrimp has become a major income
source with estimates of up to 40,000 collectors involved within the Sundarban. On an aver‐
age 1,500 to 3,000 million seeds are collected per annum [32]. Two types of fishing gear are
used: Hand operated net, locally called Tana-jal or meen berajal (Drag net) and Dip net- local‐
ly called Naukar-jal (boat’s net), a triangular net with three bamboo arms. As they are always
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working in the waist-deep river water, they are prone to shark (Indian Dog Shark - Scoliodon
laticaudus, locally called Kamote) and Crocodile (Crocodylus porosus) attack and usually devel‐
op some waterborne diseases, skin infections, reproductive tract disease (in female) and
musculoskeletal disorders [37]. TPS collection inside the SRF always carries a high risk from
tiger attack.
STR issues Boat License Certificate and seasonal Pass to each individual for entering into the
forest for permitted activity (fishing, wood cutting or honey collection) in designated area.
Fishing violations are legal offence and are registered under Compounded Offence Report
(COR). It is reported that COR are increasing: from 361 in 2000-01 to 2,806 in 2007-08 [15].
Illegal trip inside the forest is locally called trip in ‘Black’ (like urban use of black money or
black market) and in case of any fatality they avoid reporting to the government health fa‐
cility for the fear of police case and fine. In legal exploration if a death occurs from tiger at‐
tack, the victim’s family is supposed to get some compensation.

Figure 5. Categories of persons killed by Tigers in STR from 1998 to 2008 (adopted from [50]).

There are some agencies who offer life insurance policy on deposit of some regular money.
No compensation is paid for crocodile, shark attacks and snake bites. The whole procedure
is very complicated and in most instances the claim remains unmet because they are cheated
for their illiteracy, ignorance and unfamiliarity with official rules. All these livelihood meas‐
ures are highly dangerous and potential for death, mainly from tiger attacks (Fig. 5). Sun‐
darban people mention all animal attacks as ‘accident’, as a parallel to ‘auto accident’ in
urban locality.
People of Sundarban, both Hindus and Muslims, have a strong faith on mythical cult of Bo‐
nobibi (Queen of the forest), as protector inside the forest and Dakshin Ray, the God of Tiger.
Invocation of Tiger God is a mandatory ritual for safe passage throughout the Sundarban
forest territory. Inside the forest they never say the word ‘Tiger’ but to show reverence, they
refer to the tigers as Bara Miah (Big Uncle). Before entering the forest, it is obligatory to offer
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puja and pray to the Deity for support and safety. In each Sundarban village there is a Bono‐
bibi shrine (Than) and at different entrance points to the SRF, there are idols of Bonobibi
(Fig.6). Bonobibi Puja is a big social festival in Sundarban, celebrated once a year. Manasa is
a cult of Hindu folk Goddess of snakes and protector from snake bite. Almost in every home
in Sundarban, there is a sacred alter with a Manasha shrub (a Sij plant of a cactus family Eu‐
phorbia genus). People of Sundarban have deep faith in these mythical cults as their protector
and fate-regulator which is being reflected in their day to day socio-cultural discourses [26].

Figure 6. Bonobibi idol at the Sajnekhali forest.

Health care in Sundarban region is pluralistic in nature. Each block has one main govern‐
ment Block Primary Health Centre (BPHC) with indoor beds and 3-5 Primary Health Cen‐
tres (PHC) and 6-10 Subsidiary Health Centres (SHC). PHC and SHC offer only outpatient
services. Distance, inappropriate infra-structure and shortage of health staff hinder the de‐
sired services to the people. In addition, many private medical practitioners provide health
care to the people. There is an intricate network of Health Care Providers (HCP) mainly of
non-registered practitioners, locally known as “Quack” and virtually they are the first line of
contact for the vast majority of Sundarban people [23]. There is an extensive network of in‐
digenous magico-religious healers like Sarpa Baidya (snake-bite healers), Gunin, Ojha and Fa‐
kir who by supernatural means and rituals (Jhar-Phuk, Chants, herbal roots and enchanted
water, amulets or talisman) treat varieties of ailments, ranging from ghost-possession to vet‐
erinary problems.
Gosaba block (Fig.7) is at the extreme Eastern side of Sundarban region close to international
border with Bangladesh. It is the last inhabited island before the Sundarban forest start. It is
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located at 22.16°N 88.80°E and has an average elevation of 13 feet from the sea level. It has
14 Gram Panchayats (democratically elected local self-government unit) of which Bali I and
II, Gosaba, Rangabelia, Lahiripur and Satjelia are facing the STR buffer zone (and partly
Core area), separated by Gomdi, Gomor, Sajna, and Melmel rivers respectively. Gosaba is
the most poor and underdeveloped block in Sundarban and a significant proportion of pop‐
ulation is thriving on forest resources.

Figure 7. Gosaba Block and Sundarban Tiger Reserve.

Sundarban is one of the underdeveloped, poorest and most densely populated regions of
South Asia, with an estimated 8 million people (India and Bangladesh combined) directly
dependent on its fragile ecosystem. The level of literacy and per capita income is far below
the state average and most of the people fall below the poverty line. The communication
and transport network is very poor and most of the areas are inaccessible. Agriculture is
hard and difficult and there is no industrial infrastructure. Provision of health care is ex‐
tremely poor and electricity is almost non-existent. Frequent climatic insult is a regular fea‐
ture—cyclonic storm; inrush of tidal waves and flooding is the cause of recurrent damage of

317

318

Mental Disorders - Theoretical and Empirical Perspectives

life, crops and property every year. Sundarban is an extremely backward region with a very
poor quality of life of its inhabitants [16, 20].

3. Method
In the context of a rural mental health programme in the Sundarban Delta [17], a community
study had previously identified deliberate self-harm by pesticide poisoning and human-ani‐
mal conflicts as a locally recognized priority problem. This research was thus undertaken
with reference to a framework that examined the problem of human-animal conflicts in rela‐
tion to occupational nature, socio-economic factors and its impact on mental health and en‐
vironment. The details of this study were reported elsewhere [24]. The present case studies
were conducted in two villages of Gosaba block, namely Satjelia and Lahiripur during Au‐
gust 2005 to January 2006. A total of 111 (male 83, female 28) cases of human-animal con‐
flicts were identified from those two villages among which 12 males (14.4%) and 17 (60.7%)
females survived.
The present study group comprises a total of 13 cases (7 female and 6 male). 3 males and 4
females were from the survivor group. The other 2 males and 3 females were seen at the
community mental health clinic conducted in Gosaba during this period. One case (7) was
seen immediately after the accident with a follow up. Among the 13 cases, one was a post‐
humous study. 10 cases developed PTESD symptoms after tiger attack, 2 after shark attack
and 1 after crocodile attack. An ethnographic history including the details of situation analy‐
sis of the encounter and physical injuries sustained and subsequent help seeking were elicit‐
ed. In some cases detailed clinical examination including Mental State Examination was also
done. Depending on the clinical presentation and history, an attempt was made to arrive at
a provisional diagnosis and treatment was offered to those who agreed. In the clinical de‐
scription all the animals are referred as ‘it’ because the sex of the animals was not known.
All the in-depth interviews conducted separately and all of them have given written con‐
sent/ thumb impression for tape recording of the interview which was transcript later. They
also gave written consent to publish their case studies in academic journals or meeting and
use their photographs in academic papers. All the names used were changed or abbreviated.

4. Results: Case Studies
4.1. Case 1:
Mrs. Mondal, a 39 years old married woman, was in a fishing (tiger prawn) trip in the mid‐
dle of February, opposite to Bali I block near Sajnakhali jungle in the SRF, 11 years ago. Dur‐
ing the netting exercise, four people were on the dingi (country boat) and five were on the
bank of the khari (narrow canal). She was on the bank on the right, behind the other four. A
big aluminum pot, to collect juvenile prawns, was to her left while with her right hand, she
was pulling the mean-bera jal in the river. It was about 3 am and as it was cold, she covered
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her head with a wrapper. Suddenly the tiger jumped from the slope of the khari onto her
from behind. Having not landed on her precisely, the tiger’s left paw hit the metal bowl and
right paw hit her head. The wrapper therefore slid off, she became unbalanced and fell into
the river along with the tiger. Immediately the tiger rushed towards her in an attempt to
grab her head but that she escaped by going under the tiger’s belly. The tiger then started
throwing violent paw thrusts. She sustained severe injuries to her right upper arm, beneath
the neck and bled profusely. The surrounding water became bright red (‘like red chili’) and
as a last resort she swam deeper into the water, away from the tiger in an attempt to reach
middle of the khari to get closer to the boat. By this time, people on the boat were shouting
and thrusting their long bamboos on the water to ward off the tiger. The tiger left the prey
and having reached the bank stared at the people briefly and disappeared into the jungle.
She was immediately helped into the boat; she was crying out of terror and pain. It took
three hours to reach Gosaba BPHC where she was treated with ‘56 stitches’. In the hospital
she was drowsy and frequently shouted, “the tiger is coming…am I in the jungle?...standing
there- run away- run away”. She showed extreme fear and apprehension particularly at
night. She said to one staff member, “I will not be spared, it will catch me again. Tigers al‐
ways search for their missed preys.”
After being discharged from hospital in a month, she remained very frightened. At night
she repeatedly checked doors and windows and developed a conviction that tiger will attack
her at home. She was not amenable to any logic. Her thatched cottage was just on the Melmel
river bank and every night she put a kerosene lamp by the side of her bed. Any trivial
sound outside would wake her from sleep. She took a katari (machete) and stood up in an
attention stance as if the tiger is entering the room and she will hit with this weapon. In
the midst of sleep she shouted “see the tiger is coming… beat it with baitha (rowing wood‐
en sticks)” and became extremely emotional and cried profusely. Her religiosity increased
many folds; she believed that it was due to kindness of goddess Bonobibi she was saved
from the mouth of the tiger and clutches of death. She offered prayer with flowers twice
daily at the Bonobibi than in the village. She became highly fearful and cried a lot when
she heard of any news of a tiger-attack in the locality. She avoided not only any further
fishing trip in the SRF but also avoided the jungle where she used to collect fuel wood. Her
present living is TPS collection in the river (not inside the forest) and though previously
she used to spend the whole day in waist deep water for netting, she was now unable to
take a dip in the water to bathe by submerging her head under water. When asked about
the reason, she said, “though the possibility of tiger attack no longer present, I feel fright‐
ened to take a deep bath. I feel anxious when I am not able to see my surrounding.” Though
she is doing all household tasks and maintaining regular TPS collection in the river, she
still has fear of a tiger. She avoids going outside of her home after sundown and feels quite
upset with any news of tiger attack in the jungle. She says, “The memory of the attack
haunts my mind like a scary cinema show”. She has developed multiple bodily pains,
especially in the neck and both shoulders. Health and work ability-wise she said that she
is now 40% capable and functional.
Clinical Impression: Chronic PTESD with psychotic symptoms and somatization.
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4.2. Case 2:
Mrs. Mistry, 34 yrs old married lady had a Kamote attack in Melmel river near Marich Jhappi
jungle in May at around 2.30 pm, seven years ago. She was in a fishing trip with three others
in this TPS collection. She and another man was immersed waist deep in the water and were
pulling the net through the water. It was a low-tide time and there was high force of the wa‐
ter gushing downwards (towards the sea). With some added rain, the water level raised and
she was immersed up to her chest. She then felt something heavy under the water and be‐
fore realizing she was pulled down into the water. She struggled to reach above the water
for air but was forcefully pulled down under the water twice. She felt a sharp pain over her
left buttock as if someone is cutting it with a sharp saw or “a big leech” is adhering to her
body and within a second she realized that it was a kamote bite. She noticed the water
around her turning bright red. She was repeatedly pulled into the water by the shark. Her
right arm below the elbow was also bitten off. “With the salty water the burning sensation
increased” and she became unconscious. She was rescued by others immediately and taken
to Gosaba BPHC. A big portion of muscle mass from her left buttock and the whole lower
right arm was missing. She was treated with multiple stitches. First few days in the hospital
she was semiconscious and intermittently shouted “the kamote is coming.. kamote is pulling
my legs - save me, save me,.. so much blood, wipe it” Her right arm was amputated below
the elbow. After a month she was discharged.
Though physically she was recovering gradually, her fear about a kamote attack persisted
over almost 4 years. She was always fearful and apprehensive, avoided going to the river,
feeling terrified after seeing any floating log of wood or rubbish and misidentified those as
kamote. Sleep was broken many times at night, having memories of the attack and quite of‐
ten she jumped off from the bed onto the floor as if she is being attacked by something - she
checked and rechecked her legs and muttered to herself “is it alright, is it alright?” She re‐
peatedly and sometimes unnecessarily warned the fellow neighbours not to going fishing. If
any animal attack news came to the community, she rushed into her room and cried loudly
and profusely. She had fearful dreams of kamote attack and disturbed sleep for over two
years. Her left leg shrunk and caused pain on pressure leading to difficulties in walking.
With the amputed right hand she could not do household work properly. She felt extremely
low with high anxiety, intensified by her inability to run the family chores due to the de‐
formity. This brought a constant tussle with the family members. She narrated that: “I am a
forest lady, forest is my mother but I cannot dream even to enter the forest or river again. I
stopped fishing activities completely. I fear and tremble if I go up to waist-deep water in the
river. … It is my misfortune or rather results of my sin. Many news paper people, forest de‐
partment people and once a doctor like you came to see me. It is a great disgrace and shame
that I have to show my injury by lifting my shaere up to the buttock...it is extremely insulting
for a woman- I am so unfortunate. Probably it would have been better if it (kamote) killed me
there, (profuse crying) but I am thankful to Goddess Bonobibi and Ma-Manasa that my life
was saved. I don’t know when I will get rid of the fear and bad dreams of this accident.” She
said since this incident she never regained her full strength and always felt morose and low.
She always felt fearful without any apparent cause, lacked in energy, had poor appetite and
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extreme sleep difficulties. She received no governmental financial help. She is now working
as a support worker in a local Child Development Centre.

Clinical Impression: Clinical depression with anxiety in addition to her chronic PTESD symp‐
toms. She agreed to take a course of antidepressant and anti-anxiety medication and at fol‐
low up after four months she showed significant improvement in her symptoms.

4.3. Case 3:
Mr. Halder, 42 years, was in a crab collection trip for 8 days with other three partners, a year
ago. This incident took place on the fourth day of the trip, at about 8 am, in the Dhutra Khal
(narrow creek) near Netai Jungle of SRF. The men were placing done (bamboo made triangu‐
lar trap) in the river, when the tiger leapt from his back from the Hental bush up on the riv‐
erbank. He immediately jumped onto the other side of the boat. The tiger attempted to reach
him by leaning across the boat. He caught the tiger’s fore legs with his two hands and push‐
ed the boat with his chest towards the tiger to injure it. The tiger then lost it’s balance and
fell into the river. The tiger attacked him again and slashed his right chin and scalp with
sharp claws but despite trying was not successful in biting his head. One of the fellow col‐
lector lost consciousness and fell on the bank and the other two shouted loudly and took the
rowing sticks and thrashed the tiger with all their might. The tiger backed off and disap‐
peared into the forest. He had profuse bleeding and was very restless in pain and fear and
constantly shouted saying “save me please, I am dying”. He was taken to Gosaba BPHC af‐
ter 6 hours of rowing. He was much disoriented for the first two weeks, could not detect
family members or neighbours, always looked frightened, and tended to cover his head
with a blanket. He repeatedly sought reassurance from the doctor if he was alright. He
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could not eat, so was fed by a tube in the hospital. There was a deep furrow on the right side
of the head and his face was also deformed because of loss of muscle and deep scar. He
complained of constant pain on the right side of the face. He was discharged after six weeks
and stayed a few days in Gosaba with a relative. He was very frightened of returning home
which was on the riverbank opposite SRF. He had a strong belief that he, who is once at‐
tacked by a tiger, will definitely be attacked by the (same) tiger again.
He was a very courageous man with a strong muscle build. After this tiger attack he
changed completely. He became skinny and weak. He became very fearful, even in the day‐
time while at home and he thought tiger may come at any time to attack him. In the night,
things became even worse. He often awoke from sleep shouting “what is that sound?” He
enquired if his wife could smell the tiger. He took an iron rod and rehearsed and demon‐
strated as to how he would strike the tiger if it entered the room. He became very morose;
his appetite reduced remarkably and spent the whole day sitting in the courtyard idly. If the
neighbors asked how he is doing, he kept silent and tearful. Sometimes he lamented, “All
my faith in Bonobibi has gone. I explored the jungle so many times with her blessings, but
this time she turned her face away from me. How can I go to forest again! On whose
strength I would depend? I will not offer any worship to her again.” Since then he never
entered the forest again, though the constant fear of tiger attack has subsided considerably.
He still presents as fearful and tremulous if he hears any ‘accident’ news in the jungle, he
avoids going out even in the day time, suffers disturbed sleep often with terrible dreams
and has lose much weight. When asked about the reason for fear, he said “the scene of beraberi (fierce struggle for life with the tiger) haunts my mind as if it is occurring now, and my
body shakes, heart pounds and the terrible haker (roaring of tiger) comes to my ear.” He
completely abandoned any trip to the jungle since then. They received no governmental fi‐
nancial help. They have no land, his wife and elder son run the family by working as day
labourers and collecting TPS from the adjoining river (not inside the SRF).

At Gosaba BPHC

Post Traumatic Eco-Stress Disorder (PTESD): A Qualitative Study from Sundarban Delta, India
http://dx.doi.org/10.5772/52409

Clinical Impression: Acute Stress Disorder followed by PTESD with psychotic symptoms, and
with depression. He agreed to take a course of antidepressant and antianxiety medication.

4.4. Case 4:
Mrs. Gayen, 38 yrs married lady, went to a TPS collection with a team of six others, four
years ago. They were pulling their net in the high-tide water in a narrow khari near Marich
Jhappi jungle. It was an April mid day, around 1 pm and they were very active because they
had to spread the net properly in the gushing up water from the high-tide. Suddenly one of
her fellow fisherman shouted “Alert! Alert! Uncle is coming”. She looked back and saw a
huge tiger jumping onto her and she immediately jumped into the river but not before sus‐
taining some serious injuries. She narrowly escaped from the full force of the tiger’s swing.
She kept herself deep inside the river water, but the tiger kept trying to strike her sub‐
merged head violently with it’s paws. The people started shouting, hitting the boat with
sticks and pushing the boat to hit the tiger, which, after several failed attempts to reach its
victim, began to recede and eventually disappeared into the forest. People then rescued her.
She sustained a deep laceration to the back of her head and upper right shoulder. She bled
profusely and became unconscious. They wrapped the wound with a towel and after four
hours on the boat, reached a private clinic in Gosaba. The people avoided the government
hospital as the incident took place when they were operating in ‘Black’. She suffered repeat‐
ed infections and took more than two months for her wounds to heal.
She developed extreme tiger fear after that. She was always fearful that she may be attacked
again by a tiger, even at her home. Her thatched cottage was on a riverbank opposite the
SRF. She could not go outside her room, even to use the toilet because of fear of being at‐
tacked by the tiger. In the midst of sleep she would wake up and shout “there is a tigersee… save me, save me” and cried a lot. She was often inconsolable. She cried loudly by
holding her head because of constant headache. She developed muscle and bone pain in
neck and both shoulders. She left her occupation of TPS collection. Her extreme fear of tiger,
even in the day, became a ‘talk’ in the community. Sometimes kids ridiculed her by saying,
“Look there is a tiger” and watch her panic stricken behavior. During these times, she
would run back to her cottage and ask her husband to take proper caution to fight away the
tiger, as if it is certainly there and coming to attack her. Husband thought she developed
some mental problem and thus consulted a Boulay and a Gunin. Both advised him to offer
puja to Bonobibi shrine. After being treated (with jhar-fuk and herbal amulets) by the Gunin,
she became ‘somewhat normal’ but still remains fearful of the tiger, she cannot go to the
market on her own, she never goes out after evening and when she hears any news of such
attacks in the forest, she becomes extremely frightened and tremulous.
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Clinical Impression: Chronic PTESD with psychotic symptoms. She agreed to take a course of
anti-anxiety medication.

4.5. Case 5:
Mrs. Mistry, 39 years old, (a tiger widow) accompanied her husband in a boat trip for TPS
collection in Garal khal near Marich Jhappi jungle, four years ago. They started working at
midnight so as to collect the early morning catch from the river and had been working late
into the morning. Both husband and wife were busy pulling the drag-net laid in the river.
By around 10 am they had collected a good number of juvenile Tiger Prawns. While walking
behind her husband in waist deep water, she saw a tiger jump over her and onto her hus‐
band. In a split second, his head and part of his neck were inside the tiger’s jaws. She descri‐
bed the incident: “I stood there aghast. My husband’s head and face were inside the tiger’s
mouth. The tiger’s long pointed teeth plunged into his neck and chest. It’s eyes were red and
terrifying. Blood was coming out like an open tap-water, he shook violently his both hands
and legs in pain and I heard some peculiar sound. I was unsure if it was the tiger’s growling
or my husband’s shrieks of terror and pain. Suddenly I got a supernatural power and cour‐
age, as if Bonobibi tranced on me. There was no one nearby. I had to save him. I pulled his
legs with all my might to dislodge him from the tiger’s jaws. The tiger stepped up on the
bank dragging my husband… I was still in the water and kept on pulling his legs towards
me but I was no match to the tiger’s strength. It snatched my husband’s body, my hands
slipped and it dragged him into the forest... I could not save him (profuse crying)”. By this
time another fishing party came and they found her crying loudly and shouting for help.
She went along with six others into the forest– all shouted and created sounds with crackers
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and wooden sticks. After a mile inside, by the side of a dense Hetal bush, they found the
husband’s body in a pool of blood – with the head and left leg missing. She fainted but was
attended to. The lacerated body was buried on the river bank. It was not taken back in the
village as they went in ‘Black’. Because of the risk of police case, if the incident was publicly
known, she could not perform the usual mortuary rituals at home, neither did she cry loud‐
ly or discuss this extreme misfortune with her neighbours. For the first three months, she
could not dress like a widow because forest department may come for enquiry. She said
“despite being a widow I had to dress like a married woman. I could not cry loudly or dis‐
cuss the accident with others to ease my mind. I cried in closed doors, asking Bonobibi to
give me strength”.
First few weeks after the incident, were extremely sad. She was fearful and suspicious of fac‐
ing enquiry about the illegal forest trip. Then she developed extreme anxiety, fear about the
tiger, cried relentlessly, avoided social mixing and completely stopped TPS collection in the
river. She was very suspicious that forest department or police will come to arrest her. She
ate very little and confined herself in her cottage. If neighbours visited her she repeatedly
asked them about any enquiry from forest department they knew about. At night she re‐
peatedly checked the windows, door and the courtyard as if tiger is hiding there. Through‐
out the night she had frequent broken sleep and stood up on the bed and shouted “check the
room…what is there.. what sound is that outside?.. O God-I could not save him” and cried
profusely. A terrible repeated visual image (? dream) occurred often - ‘a tiger is extending
its paws towards her’, which awoke her almost every night. She had insurance but no Pass
but got no financial help. She had four kids, all were under 12 and she became overprotec‐
tive towards them. She didn’t allow them to go outside the cottage after evening. Her father
came and consulted a doctor who gave some sleeping medicines and a Gunin, who by su‐
pernatural chant and ritual ‘bound her cottage against potential tiger attack’. She was almost
dysfunctional for two years and then started a job as a maid servant. She said though the
tiger fear has diminished by 50%, she still is fearful and feels bereft of any courage to go out
after evening. The recurring images of the ‘fight scene’ haunt her and she feels terrible with
body shakes, uncontrollable tears and feelings of extreme helplessness and hopelessness.
She said her mind wandered vacantly, always feeling low without energy in the body, feel‐
ing it would be better to die. She felt extreme guilt for not performing the death rituals for
her deceased husband. “Whenever I sit alone, the scene of his mutilated body, his cry from
the tiger’s mouth, the sea of blood, the ferocious look of the tiger shatters me with terrible
fear, anxiety and sadness. I only pray to Bonobibi to save my children and me. I can’t re‐
member when I had a good night sleep. I have no interest in life, I can’t laugh with the
neighbours, I have no appetite for food and I am just living for the sake of living”. Her life
changed completely for the worse, since the incident. Once, she thought about killing herself
by hanging but because of the little kids she drove this ‘bad thought’ out of her mind. Her
father took two of her kids to care for them.
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Clinical Impression: Chronic PTESD with depression (with survivor guilt) and expressed her
concern about the ‘disturbing accident-memory’ and agreed to take a course of antidepres‐
sant and hypnotic medication.

4.6. Case 6:
Mrs. Mistry, 26 years married lady, when 16 years of age, went to collect TPS along with her
mother and five others. They were on a boat trip in Gomar River. It was late March at about
5 pm and they were all pulling the meenjal (fishnet) along the bank line. Suddenly she felt a
tug and was dragged down deep into the river. Everyone rushed towards her and pulled
her with great strength out of the water. It was a Kamote that bit her left buttock and the
front portion of her thigh. It bled profusely. She fainted after seeing the gush of blood and
was taken to the boat. She was treated in the Gosaba BPHC and recovered from the wound
after four weeks. But she ended up with an ugly scar extending up to left mid thigh and she
had difficulty walking. She later recalled that she felt some slippery big fish-type animal
brush against her legs and that she consciously tried to avoid the creature by walking for‐
ward into the water. She then suddenly experienced a cutting sensation as if a sharp saw
was driven into her thigh. She had excruciating pain and before even shouting for help she
had fainted.
First six months was a big trouble for the family as she developed fear of Kamote. She avoid‐
ed the river, abandoned TPS collection and refused to take bath in the river. Mrs. Mistry’s
mother recalled: “The river is our all time need. When my daughter was taken to the river for
bathing, she was very resistive. After going as far as waist deep water, she would shout that
there is something in the water underneath her and would rush back to the bank. She cried
all the time without any apparent reason and in the night saw Kamote-dream, as if her legs
were being pulled into the river. She used to shout in the midst of sleep: “help me, save me,
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Kamote is pulling me down”. If any neighbour came to their cottage and gave detail about
their fishing trip in the jungle, she refused to listen. She confined herself in the room. She was
always fearful and asked her parents not to go in the river. She was anxious, fearful and
absentminded for about two years after this incident. There was a deep scar mark on her back
and the left leg has shrunk. There was a problem in marriage prospects because she had marks
of animal scar on her body, which was taken by many as a bad omen. The family somehow
managed to find her a match. Though the fear of Kamote has reduced significantly, she remains
fearful of water, has abandoned any forest fishing entirely and avoids taking bath in the river,
unlike before. When people narrate any such attacks she becomes upset and avoids participa‐
tion in such discussions. Now she is working as an agricultural labourer. She says “I have no
problem now, except my fear of water and that is why I always avoid river”.

Clinical Impression: Chronic PTESD
4.7. Case 7:
Mr. Jana, a 48 years old man was asleep in his cottage. It was about 8pm in the summer
month of May, four years ago. As it was very hot, he was unable to have a good sleep. He
heard some sounds of dry hay as if something is moving across the courtyard. He thought
of Bonobibi and prayed to save his family. He had heard that a tiger had crossed the river
from SRF and thus he was suspicious. As he was tossing and turning in his bed, he heard a
sound and got a ‘botka’ smell of the tiger. He peeped through the window and saw the shin‐
ing eyes of the tiger, as if two torch light bulbs were lit. The tiger was standing in the garden
adjacent to the courtyard. He closed the door tightly and shouted for help: “tiger is in my
house, save me, tiger in the garden”. Immediately the neighbours rushed in with machetes,
fire on wooden log and bamboo sticks. He, along with others attacked the tiger with sticks
and sharp weapons. The tiger jumped on the crowd and knocked him to the ground. As he
lay paralysed with fear, he found himself under the tiger’s belly while it continually tried to
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grab him with its paws. Amidst the commotion of screaming, bamboo sticks and clunking
metal, the tiger slashed his neck and fled into the forest, while he lay on the ground with
excruciating pain and bleeding. He was treated at Gosaba BPHC and developed an extreme
fear of the tiger. In the night he cried and shouted repeatedly: “See tiger is there- tiger, kill itstrike it”. In the hospital, his constant shouting at night caused inconvenience to other pa‐
tients and he had to be transferred to a solitary room. After five weeks in hospital, his
wound healed properly and one of the authors (ANC) interviewed him at the hospital. He
was found in a severe anxiety state, feeling very low and crying. While narrating the inci‐
dent, he would tremble and stammer, particularly when he described his belief that the tiger
would return as it was deprived of its prey. Almost every night he had a fright filled dreamas if the tiger is silently approaching his cottage premises and sat silently with extending
fronts paws ready to jump on him. Sleep broke out with intensification of fear and he need‐
ed someone to comfort him at that moment. He was also very emotional and concerned
about his appearance- his left external ear (pinna) was partly lost with marked deformity on
the right forehead and face- the mark of tiger attack for which, he thought, people would
ostracize him as a bad sign: “People will avoid to see my face in the morning or before any
journey as I would be considered as an “o-jatra” (an unholy face to be avoided before any
journey).
In a second visit after four months, he still had the tiger-fear, could not go outside his cot‐
tage even in daylight, abandoned his kitchen farming, and cleared the area so that tiger
could not hide. And with any news of a tiger attack in the jungle he became very upset,
trembling and assumed a posture to refuse to hear the story. With time, the frequency of ti‐
ger-dream decreased but he continued to have sleep disturbances. He was unable to hear
properly and this apparent deafness caused difficulties in communication. He conversed by
sign language with hand gestures. For protection and self-confidence, he lit up a kerosene
lamp by the side of his bed at night. He felt very insecure and had strong conviction that the
tiger will catch him again. He earnestly requested the author (ANC) to find even a minimalwage menial job in Kolkata, as his life in the village was fraught with fear. He said, “If Bono‐
bibi wishes to save me, she can, otherwise I am doomed”. He took a Manat (pledge) for a big
offering to Bonobibi also. He avoided his forest activities (fishing, wood cutting) entirely
and now earns a meager sum of money by TPS collection in the daytime only.

At Gosaba BPHC
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Clinical Impression: Acute Stress Disorder followed by PTESD

4.8. Case 8:
Mr. Halder, a 32 years old man, was in a boat trip with six others for Garan wood cutting in
Chamta jungle in deep SRF, a year ago. The trip was for three days and was ‘Black’. On the
second day, at around 8 am, he was cutting the stem of a big tree with his wooden-handle
axe. Others were around him in close distance. Suddenly a tiger came like an ‘arrow’ from
the jungle and jumped over his back. As he turned, his axe struck the tiger on the head and
it fell on the ground. But it immediately stood up and pounced on him again. His fellow
wood-cutters cutters rushed to the scene shouting. They used their wood-axes and woodlogs to injure the tiger. The tiger then fled into the forest. He was severely injured but con‐
scious and requested his fellows to flee away as soon as possible. He was highly
apprehensive as he believed that the tiger may come again to collect it’s missed prey. He
was taken to an Amlamethi private doctor (to avoid government hospital because of police
case). The wound was not very deep and the tiger might have been injured sufficiently not
to be able to inflict any deeper injury. His wound healed within six weeks but he developed
fear of the tiger- as if tiger is coming to attack him again. Particularly at night he could not
sleep well- very often shouted and cried loudly “it has come near the door, no more time, it
will bite me and eat me in the jungle, coming nearer, leaning on me to take me.” He shouted
by calling the names of those who were with him in that trip -“save me, hit the tiger, alertvery close by”. To stop him, his wife often smacked his face- and he would then look vacant‐
ly and sigh “all has gone, gone”. His food intake had diminished, as was his sleep. He
became very silent and avoided socializing. He always complained of burning sensation and
pain over the neck and back. He looked anxious and confined himself within the room the
whole day. He asked his wife to check and recheck the cottage and the courtyard repeatedly
to ensure that no tiger was there. If there were any noise or shouting in the neighbourhood,
he became apprehensive and repeatedly asked what had happened. Sometimes he behaved
very oddly, as if he was a different man and nothing has happened to him. His disability
was interpreted by neighbours as a ‘mental problem’. So an offering was dedicated to Bono‐
bibi and a Gunin was consulted, who after detailed ritual gave the verdict that in the jungle
there were multiple ‘accidental’ deaths from tiger attacks and their bodies were buried un‐
der the mud without performing any death rituals. So the ghosts of the dead were roaming
the forest and one of them has possessed him. He asked him every detail of the incident and
then performed a jhar-fuk (chanting) with loud voice and burning red dry pepper, dry hay
and ginger. He gave him an amulet to wear on his arm. Though he became relatively better,
his irrational fear of the tiger prevailed. He cannot go to the local shop on his own or cross
the river. He left all forest exploration. He said, “When I venture out, the jungle reminds me
of the terrible scene of the accident. I feel shaky and mentally disturbed with anxiety and
despair”. Now he earns his bread by working as a day-labour.
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At Gosaba BPHC

Clinical Impression: PTESD

4.9. Case 9:
Mr. Mistry, a 45 years old man, was on a four-day boat trip to Netai jungle for Dhum
(Dhundul - Xylocarpus granatum) woodcutting illegally, seven years ago. He was with three
others. It was around 10 am and everyone was busy identifying which trees to cut. He was
engaged in cutting a long tree when a tiger attacked him from behind. He lost balance and
fell on the ground. The tiger bit him on the left chest region and the back. He shouted for
help and his companions rushed to attack the tiger with their wood-axes. They encircled the
tiger from all sides and managed to scare it away. In addition to tiger wounds, Mr. Mistry
also sustained head and facial injuries when he fell on the tree and then onto the ground
during the tussle. He was disoriented for some time, asking repeatedly whether he is living
or dead and he bled profusely from the excruciatingly painful wounds. He was taken to a
private doctor (avoided government hospital for legal complication) and was treated for
four months. For the first few days he was extremely week, kept absolutely silent, always
looked suspiciously and answered questions incoherently. Then he became very frightened
of anything related to tiger theme even when he is in the safe confines of his own home. At
night he would wake up often and tended to cover his face with a quilt or try to hide under
the cot. When asked why he behaved so, he said, “Can you not hear it coming? It will catch
me, it is looking at me”. He trembled in fear and took long time to become normal again.
When there was a storm or loud noise outside, he would hide under the quilt, trembling and
would cry out, “few minutes more, it is coming; it will catch me, run away - run away”. It
was not until six months that he partly recovered, although he continued to avoid the jungle
and the river completely. He also avoided social mixing and any discussion relating to tiger
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attack in the forest. His wife said: “Few days ago a tiger came to the other village and villag‐
ers drove it back into the jungle. He was very upset on that day, constantly pacing in and
out between the courtyard and the room, looking apprehensively out of the window and
muttering to himself. One of his good friends comforted him by staying whole day with
him. He is now helping him to go for TPS or crab collection, which he started very slowly
again. We are too poor, no land, no boat, if the male of the family sits at home, then we have
to starve. We haven’t received any help from the forest department.”

Clinical Impression: Chronic PTESD

4.10. Case 10:
Mrs. Mondal, a 41 years old married lady, was one among a team of five people who left for
the jungle to collect TPS, three years ago. As the early morning catch is always good, they
started their pursuit at about 4 am, pulling their meen jal (drag net) in the Khyal khal near
Marich Jhappi jungle. The morning light was not very clear and she was wading through
knee-deep water along the bank line with her net. The tiger leapt on her from behind and
swept its paw on her head and left shoulder. She fell into the river and the tiger followed
her into the water but could not bite her head. All others came to her rescue immediately
and scared the tiger away with loud noises and creating frenzy with the rowing logs. She
was taken to a private doctor in Satjelia and took three months to heal her wounds. First few
weeks she was a bit disoriented, stared vacantly, quiet, extremely fright-ridden, with distur‐
bed sleep, diminished appetite, automatic shaking with ‘rolling eyes’ and was unable to
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move her head. She then developed fear of the tiger. She thought the tiger might come to the
village and detect her. At night she would stand up shouting “tiger is jumping”. She had
frequent fearful dreams with themes of - a tiger approaching her with a wide-open mouth,
tiger sitting inside the room, tiger chasing her etc. Often she heard the Hakar (roaring) and
dreamt that “the neighbours who were killed by tigers are running with a Da (sharp tradi‐
tional machete) and snatching her from the tiger”. She would wake up in fear and often
cried holding her husband. She abandoned TPS collection; never entered the forest again
and still cannot go outside the cottage in the evening. She has constant neck pain and head‐
ache, which increases during the black moon. The scar on the scalp is painful which restricts
her from combing her hair. Still she has extreme fear of the tiger and feels upset if any such
news is coming in to the village. After this tiger attack she became dysfunctional (multiple
bodily pain and headache, weakness, difficulties in turning head, memory problem), cannot
do heavy household work, presents as unusually apprehensive and is frequently haunted
by terrible memory of the assault.
Clinical Impression: PTESD with somatic symptoms
4.11. Case 11:
Miss. Sarkar, an 18 years old single lady was on a trip to collect TPS with her father and ma‐
ternal uncle, two years ago. It was end of July at around 10 am when her father was rowing
the boat while she and her uncle were pulling the drag net in waist-deep waters of Garal
khal near Marich Jhappi jungle. Suddenly they heard a terrifying tiger roar and in a blink, a
tiger came ‘like a kite’ and jumped on her back but missed her narrowly. The paws only
touched her head and part of right back as the tiger fell in the water. The two men respond‐
ed instantly shouting to drive the tiger off while the father repeatedly thrashed his rowing
log on the tiger’s head and injured it enough to bleed and flee. Ms. Sarkar climbed back into
the boat from the water. The tiger then went onto the bank, stood there for a second, gave a
second glance and walked slowly into the thick jungle. Ms. Sarkar was taken to a private
doctor in Tipli-Ghari bazaar and all her injuries healed with time. She is left with a big scar
on her head and few scars on the right hand and back. She developed some ‘mental’ symp‐
toms after the attack like - fear of the tiger, very low mood, suspicions that a tiger is hiding
in and around the cottage, inability to go out after evening and feeling too nervous to talk
about the incident. Sleep was very poor and dreams were about ‘an attacking tiger’, ‘tiger
roaring and thrashing its long tail’. She shouted in the midst of sleep “it is coming, leaping,
strike it- strike it” and then cried profusely. She looked very distressed and always appre‐
hensive. Her father gave a big offering to Bonobibi when a few neighbors were invited. She
avoided everybody, remained quiet and kept to herself in her room. Few villagers said she
is getting ‘brain sort’ (mental illness) and advised to consult a Boulay. The Boulay from a
nearby village presided and listened to the account. He said that his expertise in preventing
tiger attacks would be effective only inside the jungle, therefore could not do anything to
help in this case and advised to consult a Gunin. The Gunin then presided and completed a
half-day ritual. He then cast a protection circle around the cottage that is meant to prevent
the tiger from entering the premises. Gunin also gave a chanted Talisman to wear around
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the waist with red thread. As interesting as these rituals were, they made little difference to
Ms. Sarkar’s condition. She avoided TPS collection and stopped forest exploration because
of the fear. No financial help was received. After a year and half she gradually became rela‐
tively better but facing another problem related to her marriage prospects. The groom’s fam‐
ily is complaining that she has tiger marks/scars on her body and suspect that in future she
may develop a ‘mental problem’. Her mother is apprehensive and says, “we have to pay a
high cost in dowry for the tiger scar”.

Clinical Impression: PTESD

4.12. Case 12:
Mr. Sardar, a 32 years old man, was invited by his friend for a boat trip for TPS collection on
a February morning, nine years ago. He reluctantly accepted the invitation. Both men were
pulling the drag-net and collecting the juvenile prawns by washing the net in Ganral river
near Pirkhali jungle. He heard a sound but thought that probably the sound was from the
bank collapsing into the river. Then he saw a tiger standing about six feet away from him.
The tiger leapt on him and he tried to escape by jumping into the water albeit unsuccessful‐
ly. The tiger held him by his back and tried to carry him into the forest. Mr. Sardar held onto
a lodged log tenaciously and kept his head and body under water. While the tiger tried to
strongly pull him away, he could hear his ribs break but he did not give up. The other man
came along shouting and thrashing bamboos on water. Being unable to pursue the hunt un‐
der water, the tiger jumped back on the riverbank and disappeared. He swam to the boat
and to his safety. He had sustained a laceration on his back down to the right arm pit. He
was treated in the Gosaba BPHC. He developed lots of problems after this incident. He was
profusely distressed by the memories of the ‘accident’ and was always frightened and had
crying spells. In the early morning he would sit up on the bed and ask others to check the
room and outside whether any tiger is roaming there, frequently he shouted in the midst of
sleep “alert, alert, it is coming, I won’t allow” and then sat in the corner of the bed. He stop‐
ped going to the jungle, always felt weak with back pain and could not do any work. He
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often expressed utter hopelessness and helplessness regarding maintaining his health and
his family. His elder son added: “We did not receive any financial help from the forest de‐
partment, though he had a Pass and registry (insurance). He is still having some brain prob‐
lem- very often he holds his head and his eyes turn red. He cannot work and cannot bear to
think of entering the forest to make a living. We experienced some bad signs in the previous
night – my mother’s vermilion pot fell from her hand. She also broke a Kalsi (an earthen pot
to collect water). Sometimes he urged us to move from this riverbank to some other village
away from forest, but how can we do that? We are too poor, we have no land, and we de‐
pend on jungle and the river for livelihood”. Mr. Sardar never ventured into the forest or
undertook any forest activity after this incident.
Clinical Impression: Chronic PTESD with somatization

4.13. Case 13:
Mr. Mridha, 16 years of age (at the time), accompanied his mother on a crab collection trip in
Gomor river, six years ago. At about 9 am he was on the bank and his mother was in waistdeep water. Suddenly his mother shouted, “save me- something is pulling me down”. He
jumped into water and caught hold of her. He then saw a crocodile’s tail splashing on the
water and lost his balance and grip on his mother. He then saw his mother being pulled un‐
der water. People rushed to the spot and saw the woman’s body surfacing and submerging
into the river. They chased the crocodile in a boat but it escaped under water along with its
prey. Despite these attempts, Mr. Mridha’s mother could not be saved. He was terribly up‐
set that he could not save his mother. Since the body was not found, the relatives made a
Nara (effigy with hay) and burnt it on the riverbank. On the same evening, the body was
found floating in the river. Both legs were missing. The relatives left the body in the river
(only after they took away the gold ear rings) as the mortuary ritual was already performed.
Mr. Mridha struggled for over six months following this terrible incident. He was severely
anxious and depressed, stopped going to school, was seen self-absorbed and avoided the
river completely. When he saw a banana tree branches or anything floating in the river, he
became extremely fearful and pointed to these objects as crocodile and threw bricks at them
shouting “kill it, kill it”. These ‘accidents’ are almost a regular event in Jamespur-Lahiripur
area and with any such news he became very upset and returned to the cottage and sat qui‐
etly in the room. In the night he shouted in the midst of sleep “Mother! Mother! I am here”
and woke up with lots of anxiety and crying. He lamented a lot and cursed himself for not
being able to rescue his mother. Then a Gunin was consulted who performed a ritual and
gave some herbal roots and leaves. Mr. Mridha then seemed somewhat settled but contin‐
ued to remain very low in mood and energy and never went back to school.
He had two brothers and one sister. His father remarried. Family had extreme financial
stress and he had to continue fishing trips. Four years from the incident, he was on a fishing
trip (with his father) in Sarak Khalir jungle and was killed by a tiger. The above history was
collected from his brother.
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Clinical Impression: PTESD with depression (with survivor guilt).

5. Discussion
It was a unique opportunity to study people who survived dangerous wild animal attacks
during their livelihood measures. Virtually all of them have had near death experience. The
detailed situation analysis in each case have shown that how terrible and life-threatening
was the experience of these animal attacks. There are some reports of domestic animal like
dog attacks to children and PTSD [62, 42] and one report of ASD and PTSD after being
mauled by wild bears [35] but no reports available on PTSD following tiger, shark and croc‐
odile attacks in the literature. This is the first comprehensive report of PTSD after wild ani‐
mal attacks, viz., tiger, crocodile and shark.
All cases here met the criteria of PTSD according to DSM IV [3], viz., all have experienced an
actual threat of death and serious bodily injury with a response of intense fear, helplessness,
or horror’ (Criteria A1, 2) ), all of them reexperienced traumatic event either by ‘recurrent
and intrusive distressing recollections of the event, including images, thoughts, or percep‐
tions’ or flashbacks (Criteria B1) or ‘recurrent distressing dreams of the event ‘(B2) or ‘acting
or feeling as if the traumatic event were recurring’ through illusion of tiger perception in the
vicinity, hallucinatory hearing of tiger’s howling or dissociative flashback episode as if tiger
is going to attack them and acted in response (B3), ‘intense psychological distress‘ with relat‐
ed external cues- feeling extremely fearful and anxious while hearing any similar events in
the locality (B4). All the cases have ‘Persistent avoidance of stimuli associated with the trau‐
ma’- by avoiding trauma related conversations (C1), all have avoided activities related to
trauma (abandoning their livelihood measures and places where trauma occurred, i.e., Sun‐
darban Reserve forest or rivers) (C2). Most of them have shown ‘Persistent symptoms of in‐
creased arousal’ like difficulty falling or staying asleep (D1), or hypervigilance (D4) or
startle response (D5). In all cases the onset of symptoms occurred within a month of the in‐
sult and persisted for more than one month (E) and the disturbances caused significant dis‐
tress and impairment in familial, social and occupational functioning (F). In view of
persistence of symptoms more than six months, all cases have had chronic PTESD course. It
has to be remembered that there were no therapeutic interventions for their symptoms ex‐
cept some traditional attempts. Some of them had associated symptoms of depression (Case
2, 3, 5, 13), somatic dysfunction (Case 1, 10, 12) and survivor guilt (Case 5, 13). Two cases (3,
7) had an Acute Stress Disorder (DSM IV -TR code 308.3, [4]) immediately after the trauma
and three cases (Cases 1, 3, 4) had psychotic symptoms.
In addition to the classical PTSD symptoms (including flashbacks, affective dysregulation
and some with dissociative reaction), all the cases here also presented some culture-specific
features as well. Some of the interesting features are discussed below. Nightmares are quite
common, of the “re-experiencing” symptoms of PTSD, seen in approximately 60% of indi‐
viduals with PTSD [47]. The cultural interpretation of nightmares influence attitude and
help seeking behavior. Some cultures view nightmares as mental health problems, others
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view them as related to supernatural or spiritual phenomena [38]. In three tiger attack cases
(4, 8, 11) and one crocodile attack case (13) here, the nightmares and dream-related behav‐
iours were regarded as mental symptoms and thus traditional healing from Gunin was
called for. Post-traumatic dream is an important clinical symptom in PTSD. About 50% of
post-traumatic dreams comprise replications of the traumatic events [79]. In the present case
series all cases, except one (Case 9) had dreams of the animal attacks that disturb their sleep
and arouse them with acting-out odd behaviours.
The present PTESD cases shed some interesting light on the situation analysis of trauma in
respect to local socio-cultural perspective. It has to be remembered that these are not isolat‐
ed incidents but rather human-animal conflicts which are ongoing events in SRF [70]. These
people are extremely marginal and poor, without any land or wealth for living and all were
attacked during their livelihood activities. In that sense these human-animal conflicts may
be seen as an occupational hazard due to eco-specificity of SRF area. In fact, among the 13
cases the attack took place while 8 (61.5%) were involved in TPS collection in the river inside
SRF; 2 (15.4%) during Crab collection and 2 (15.4%) while wood cutting in the SRF. One was
an in-house attack by a straying tiger. Let us discuss the psycho-dynamics of PTESD accord‐
ing to the categories of trauma-causing animals.
Tiger attacks: Tiger and Sundarban Forest are almost synonymous [56]. Fear of tiger attack in
the communities around fringe area of SRF and also during forest exploration is a constant
threat [17, 60]. Most of the illegal forest intruders are poor and have dual fears during tres‐
passing the forest, i.e., fear of the tiger and fear of the forest guards. Irony of the matter is
that after such a life-threatening incident (or death) the whole matter arouses extreme fear of
being detected and caught by the forest officials with consequent litigation and penalty. So
to keep the attack and related injury secret is another stress to the victims. It not only adds
another quantum of anxiety and suspiciousness to their PTESD symptomatology but pre‐
vents the inflow of social or community support. This is the reason why most of the cases
here took treatment from private medical practitioners and are mostly reluctant to discuss
their traumatic episodes publicly. It is also noted that none of the tiger victims here received
any financial help, which was so crucial for their treatment and economic support at that
point of crisis.
Living on the forest resources is a unique socio-economic dimension of Sundarban region.
This enduring life struggle with different adversities including fatal tiger attack raised the
status of the tiger to that of God. Counteracting this potential danger, the cult of Bonobibi as
a protector, has become deeply ingrained into the belief system of these people. This reli‐
giosity is expressed in their day-to-day life pattern like in worshipping Bonobibi before en‐
tering the forest or having a strong faith and conviction that Bonobibi will certainly protect
them during their in-forest activities. So any such attacks tend to shake their religious devo‐
tion and faith because the attack itself is the sign that The Goddess is displeased with the
victim and therefore refused to protect them from the tigers. This generates a sense of guilt
and sinfulness which impact on their post-trauma psychology immensely. So, some become
more devotional to make up their spiritual deficiency by offering puja or vows to Bonobibi,
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while some become frankly disrespectful towards the Goddess. This bidirectional religious
trend is also noted among the post-traumatic people after disasters [33, 39].
Post-traumatic grief may be an important psychodynamic contributor to PTSD symptoms
[5], which is quite evident in the tiger-widow case (Case 5) here. The trauma scenario she
described is horrific, devastating and had a significant impact on her grief and bereavement
process. Grief is a healthy process by which an adjustment to loss of loved ones is balanced.
Traumatic grief or complicated mourning is a situation where both trauma and grief coin‐
cide [67]. Traumatic grief occur when the circumstances of death is sudden and horrific and
disrupt the normal mental functioning of the survivor. Grief intensity is related to the sud‐
denness of the trauma and associated feelings of helplessness, powerlessness, threat to one’s
life, confrontation with shocking deaths and mutilations, and survivor guilt [7, 68]. Pro‐
longed grief among traumatically bereaved relatives after natural disaster (Tsunami) is also
reported [43]. The elaborate mortuary rituals act as a supportive social mechanism to chan‐
nel out the grief reaction. But unfortunately the tiger widows in Sundarban are prohibited
from this ritualistic way out (cathartic) process for cultural inhibitions. Most of the bodies of
tiger victims are missing and for the recovered dead bodies the usual mortuary rituals are
forbidden (as they are unnatural death) thereby hindering productive grieving. Crying, of‐
ten loudly among solicitous relatives or neighbour is a cultural way of expression of grief in
local culture but in case of illegal forest entry, the widows could not cry loudly to avoid the
attention of forest guards and risk arrest or fine. For the same reason, the widows have to
continue to behave like married women, wearing coloured apparels (widows are supposed
to wear white saree) with bangles in both hands. This is a severe form of psychological tor‐
ture and aggravates the traumatic stress manifold. Moreover, tiger widows are looked down
in the community, because they are seen as a bad omen and blamed for their husband’s
death. They are stigmatized as those that brought misfortune. They are disrespected, and
shunned by their in-laws as well as the community. Tiger widows are forced to live in dire
poverty, with exclusion from the main stream community as outcasts and always cursed by
all. In fact, in some of the forest blocks of Sundarban there are segregated hamlets in each
village called Bidhoba Palli (Widow Hamlet). The widow has to take the responsibility of
running the family with the kids. If the tiger-widow is of younger age group, the misery and
hardship is more. In the present case, all these issues were proactively present and intensi‐
fied her post-traumatic stress with depression. Cultural superstition, stigma and discrimina‐
tion related to the nature of trauma intensify the stress and thereby cause the clinical course,
chronic and more disabling. This is the usual story of other tiger-widows of Indian [6, 10]
and Bangladeshi Sundarban [46, 1]. The increasing number of tiger-widows [63] is a serious
psycho-social concern in this regard.
Cultural interpretation of trauma is a significant factor in the development of PTSD [64]. The
cultural meaning of the trauma experience is crucial to understand PTSD symptoms. One
related example may be the trauma of rape, since sexual assault carries elements of social
shame and negative social attitude, its burden is more than the burden of a flood or a bomb
blast. The myth and social stigma attached with tiger attack (e.g., unholy sign, displeased
Bonobibi, cursed family, potential for mental or physical diseases, social isolation etc.) adds
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further stress to the victims. Two symptoms here, tiger fear and the conviction of reattack
need some clarification from eco-specificity and cultural context. Though tiger fear consti‐
tutes a core symptom of PTESD here, from ecological perspective this is not unrealistic alto‐
gether. Appearance of tiger suddenly within the domestic premises is an ecological reality
because very often tigers stray inside the villages (Fig. 8), even into the kitchen or cattle-shed
[53, 29, 72, 74, 50]. So this fear is not entirely imaginary but rather has pathological intensifi‐
cation as a part of their PTSD anxiety.

Figure 8. Tiger-straying incidents in Sundarban villages adjacent to SRF (adopted from [50]).

Conviction of reattack has a strong cultural connection with Tiger Cult [59] and folklore
myth [41]. It is believed that the tiger always haunts it’s missed prey like snakes and ele‐
phants and there are many popular anecdotal accounts circulating in the community. The
acting out behavior to fight a potential intruding tiger is a symptom which has two compo‐
nents again. Firstly it implies an encroachment on a psychotic domain because inspite of ex‐
planation and support by the family member the victim believes that the tiger has come and
secondly, it may be a transitory state of heightened anxiety as a part of PTESD flashback. In
either component, there is loss of reality testing. Hearing a tiger’s roar, hearing tiger’s move‐
ment or smelling of tiger’s odor during flashback – all are indicative of psychotic elements
of PTESD. Positive symptoms like delusion and hallucination are not uncommon in PTSD
cases [11, 34]. The strong and popular cultural belief that a missed prey will be taken by the
tiger again is reported by all the cases here and that this cultural belief triggered lot of anxi‐
ety and abnormal behavior to ward off this alleged risk of further attack (by the same tiger).
Hence, proper delineation of symptom pattern from the cultural perspective and eco specif‐
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icity of the local universe [27] is important and will help to understand the PTESD psycho‐
pathology and their management.
Cultural experience and interpretation shape various responses to trauma [51], like meaning
and implications of the trauma (tiger attack is not just an animal attack but it also reflects a
spiritual dimension, i.e., that the Goddess Bonobibi and Tiger God Dakshin Ray, are angry
or displeased and further misfortune may ensue), role of belief in ‘fate’, which increases
hopelessness (other family members may fall prey to tiger’s rage) and social vulnerability to
trauma (stigma and discrimination of tiger attack in the community- hindering marriage
prospects because of having a ‘tiger mark’ or ‘Kamote mark’ on the body or alleged poten‐
tial to develop mental health problem after a tiger attack, or people avoid seeing a face with
tiger scar etc). Mental symptoms after animal attacks here were considered in terms of su‐
pernatural context like possession or displeased God or Goddess in the community and thus
called for traditional healing. Non-availability of modern treatment facility in these remote
islands coupled with their strong faith on supernatural causation of these ‘accidents’
prompted them to receive folk treatment from the local HCPs and apparently this has bene‐
fitted the victims. So, the understanding of cultural perspective of the local eco-social uni‐
verse is helpful for the emic-insight and may help in planning therapeutic intervention [76].
Crocodile and Shark attacks: Mauling by crocodile and shark are quite frequent in Sundarban
rivers and cause significant mortality and morbidity [65, 61]. A survey in 2006 showed that
30 people had been killed by crocodiles in a span of three months in Patharpratima block of
Sundarban [73]. Interestingly, one report showed that a crocodile devours a tiger [69]. Croc‐
odiles and Gharials (Ghavialis gangeticus- a type of fish-eating crocodile), like tigers, is also
straying frequently in the villages and takes shelter in sweet water ponds or inside swampy
bushes. Usually the crocodile attacks are severe and since the prey is pulled down under the
water, the survival rate is very low, even if rescued immediately. The incidents usually take
place in front of many people who are on the river bed and many witness the horrific croco‐
dile-human bloody struggle. Some who are directly involved in attempting to rescue the vic‐
tim are prone to develop PTESD, as the posthumous case in this study. Some cases survived
after losing some body parts, usually the legs. The muddy waters along the river banks are
also infested with dog sharks (Kamots) and usually they don’t kill the victim, but bite off
chunks of flesh with their sharp teeth within a second. Often victims don’t realise until the
water around them turns red and some may bleed to death or lose their body parts (foot or
hand or fingers). The author (ANC) has evidenced that after seeing a crocodile, which looks
very terrifying and scary in the river of Patharpratima (Fig.9), people become so fearful that
they avoid the river for weeks together. The world’s largest captive crocodile breeding farm
is at Bhagatpur, near Namkhana block of Sundarban. There are more than 300 estuarine
crocodiles in the Sundarban National Park. Similar human-crocodile conflicts have been re‐
ported from the fringe area of Bhitarakanika wildlife sanctuary, Orissa state, India, where
over fifty lives have been lost during the past ten years from saltwater crocodile attacks [54].
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Figure 9. Crocodile in Ramganga river, Patharpratima Block, Sundarban.

The present study, comprising situation analysis of the wild animal attacks during liveli‐
hood activities of marginal people and consequent mental health morbidity in the context of
Sundarban’s unique eco-landscape, offers a new insight into the scope and extent of com‐
munity mental health programme in the region. The clinical presentation of PTSD in all the
cases here manifest a unique cultural component (reattack fear, flashbacks and acting out
behaviours) to such an extent that it represent like a culture-bound PTSD syndrome. The
therapeutic planning thus goes beyond the usual treatment methods with medications and
calls for a multi-level comprehensive psycho-social and eco-cultural approach.

6. Conclusion
Human-animal conflicts are increasing worldwide [31] but there are limited reports regard‐
ing their impact on mental health. Ecopsychiatriy tends to unravel ecological influence on
mental health. Ecospecificity of the region differs from place to place and thus has different
impacts on local people [52]. Ecospecificity of Sundarban region is operative at the back‐
ground of the morbidities discussed here. Ecological character of the region also influences
people’s behaviour. One such good example is the alarming rise of Deliberate Self-Harm
(DSH), both fatal and nonfatal, by pesticide ingestion [19, 22] in Sundarban region. Ecostress impacts agriculture in this delta region immensely by frequent storm, cyclone, flood,
embankment rupture and tidal inundation of paddy fields, salinity of soil and thus makes
agriculture a hard and risk-prone task. To compensate these, poor and illiterate farmers use
or overuse pesticides, which are easily available in every grocery shop of each village [25].
This easy availability of pesticides acts as a potential catalyst to enhance the self-harm be‐
haviour among the vulnerable subjects [21]. Similarly, forest-based living is the only availa‐
ble option for the poor and marginal people in the fringe area and during their eco-resource
exploration they fall prey to animal attacks. Therefore social and economic development
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and alternative livelihood opportunities [28] in planning will aid the prevention of these cas‐
ualties. Direct and indirect ecological influence plays a dynamic role behind human distress.
The ecological change, for example climate change and sea-level rise [49] disturb the tiger
habitat, thus causing more tiger straying into the villages, thereby increasing the potential
for more human-tiger conflicts [9]. Excessive ecoresource, both riverine and forest, exploita‐
tion disturbs the food chain web and thus crocodile and sharks are haunting rivers close to
human habitat more. The author (ANC) met a group of young students (Class five-six
standards) in a Jharkhali village in Basanti block after Cyclone Aila (25 May 2009) who be‐
came terrified by at the sight of gathering black clouds in the sky (which reminded them of
the devastating Cyclone) and left the school enmass to take secured shelter at home. So un‐
derstanding of the local ecological landscape is very important eco-clinical task and may
help in therapeutic planning and this is the reason that we propose the diagnosis of these
cases as Post Traumatic Eco-stress Disorder. Management also needs to address the local
cultural and ecological features contributing to the pathology [48, 30]. Cross-cultural re‐
search has shown evidently that culture shapes belief systems and thus influences the per‐
ception of traumatic events and their meaning, attribution and coping behaviours [76].
Given the importance of cultural context of traumatic experience, the use of DSM-IV Cultur‐
al Formulation has been in recent use for diagnostic formulation of patients of PTSD [36].
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The Association Between Tinnitus and Mental Illnesses
Adeyi A. Adoga and Taiwo J. Obindo
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/52755

1. Introduction
Tinnitus is defined as a perception of sound which is unrelated to an external acoustic
source (Kompis et al., 2004). Some sufferers usually describe the noise as “ringing” but oth‐
ers describe it with various hyperboles such as grinding, whistling, humming, roaring,
chirping, howling, buzzing or clicking. It is a symptom of unknown patho-physiology with
few therapeutic measures (Tan et al., 1999). Even as there are many available potential treat‐
ment modalities, there has never been a single intervention which has been identified to
consistently eliminate this symptom. It has become a source of increasing health concern af‐
fecting all strata of the public manifesting with comorbid psychological stresses which ne‐
cessitate psychiatric treatment (Halford& Anderson, 1991; Schaaf et al., 2003).
It impinges on the quality of life of affected individuals to varying degrees occurring as a
minor irritation to some and in extreme cases result in the intentional or ambivalent self de‐
structive act of suicide (Simpson & Davies, 1999). Tinnitus sufferers often give reports of as‐
sociated co-morbidities. They may complain of impairment in lifestyle, emotional
difficulties, sleep deprivation, hindrance with work and social life and a general decrease in
health status (Folmer & Griest, 2000; Folmer et al., 1999; Tyler & Baker, 1983). Patients with
tinnitus have been known to have an increased risk for depression, anxiety and insomnia
although the causative relationships are rare (Folmer & Griest, 2000; Crocetti et al., 2009;
Schleuning, 1991).

2. History of tinnitus
Famous people who had suffered tinnitus are often mentioned in its history. These include
Joan of Arc (1412-31), Ludwig van Beethoven (1770-1827), Bedrich Smetana, a great music
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composer of his time who described his tinnitus as a “high E”. Others were Charles Darwin
(1809-82) who recorded the amplitude and frequency of his tinnitus daily. Michelangelo and
his fellow Italian rival Leonardo da Vinci were other famous people who suffered tinnitus.
The work on tinnitus was of modest scope in the past, not until the development of modern
electroacoustic equipments. In the past, the description of tinnitus was highly dependent on
cultural factors. For example in ancient oriental mysticism, tinnitus was regarded as sensi‐
tivity to the divine. Old Egyptians believed that tinnitus occurred from a bewitched ear and
instilled oils or herbs into the external auditory canal as a form of treatment. This practice
continued through the middle Ages. In the 400 century BC, Hippocrates and Aristotle intro‐
duced the masking of tinnitus suggesting the probability of a greater sound driving out the
lesser sound of tinnitus.
In the Babylonian Talmud, tinnitus was referred to as the “curse of Titus”. It was described
as a buzzing sound in the brain which responded to sound therapy and habituation. In re‐
cent times, sound therapy is commonly used in treating tinnitus. It was first administered in
high levels to mask tinnitus (Feldmann, 1971; Vernon, 1977) and subsequently replaced by
low-dose white band noise generators (Jastreboff & Hazel, 1993).
As far back as during the Roman times, tinnitus was regarded as being associated with de‐
pression and seizure disorders. These three disorders were thought to have a common path‐
ophysiology. However, these days the pathways are explained in a completely different way
(Holgers et al., 2005).
Due to the heterogeneity of tinnitus patients from the stand point of symptoms and etiologi‐
cal factors, understanding of tinnitus requires a multivariate approach that were not availa‐
ble in the past until the advent of modern methods for assessment and treatment. The
overall goal is to develop better methods for treatment and prevention.

3. Epidemiology
Tinnitus is a widespread distressing symptom affecting 30-40% of the adult population
with 0.5-2.5% of affected individuals experiencing significant distress from it, interfering
with their quality of life (Krog et al., 2010; Nondahl et al., 2011; Shargorodsky et al.,
2010a; Sindhusaki et al., 2003). An estimated 16 (50 million) percent of Americans experi‐
ence tinnitus with about 16 million of these seeking medical help and 2 million unable to
lead normal enjoyable lives because of distressing tinnitus (American Tinnitus Associa‐
tion, 2012). The prevalence reported from Nigeria is 15.1% (Adoga et al., 2008). It is esti‐
mated that at least one third of the population experience tinnitus once in their lifetime
and about 1-5% experience serious psychosocial complications (Martinez et al., 2010). The
overall prevalence of depression and anxiety in a population based study in Nigeria re‐
veals 17.4% and 22.8% respectively (Adoga et al., 2008). Twenty percent of individuals are
said to endure the distress they experience (Robinson et al., 2003). The prevalence is high‐
er in men (Hoffman & Reed, 2004). Tinnitus frequency is lower in women but its charac‐
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teristics are more complex in men who are reported to present at a younger age and have
a greater hearing loss.Adults and children experience tinnitus but its development is said
to increase with age and with exposure to loud sounds (Hoffman & Reed, 2004) especial‐
ly in young adults (Bulbul et al., 2009) presumed to be from exposure to high volume
music from portable or mini devices (Shargorodsky et al., 2010b). However the rate in
children has been reported to be as high as 13%.

4. Pathophysiology and risk factors
It is important to note that tinnitus is a symptom and not a disease therefore reflecting one
or more underlying abnormalities. These abnormalities range from impaction of wax in the
external auditory canal to acoustic tumours which will require medical or surgical attention.
A number of risk factors have been associated with tinnitus and they include increasing age,
hearing loss and exposure to loud noise (Axelsson & Ringdahl, 1989; Nondahl et al., 2002).
Exposure to noise is the largest attributed aetiological factor in tinnitus (American Tinnitus
Association, 2011). People can develop hearing loss and tinnitus when exposed to loud mili‐
tary, industrial and recreational noise. Military personnel are commonly exposed to high
levels of sound. Tinnitus is the most common military service related disability amongst vet‐
erans of the United States of America returning from Iraq and Afghanistan (American Tinni‐
tus Association, 2012). These events can be classed under Post Traumatic Stress Disorders
(PTSD) in which tinnitus in these individuals may serve as a constant reminder of a trau‐
matic event such as exposure to a blast.
Environmental sound is of importance for the awareness of tinnitus with 94 percent of indi‐
viduals experiencing transient tinnitus in completely silent surroundings (Heller & Berg‐
man, 1953). Tinnitus has been suggested to be an early symptom of hearing loss particularly
noise induced hearing loss (Griest & Bishop, 1998) but then there are studies to dispute this
statement (Rubak et al., 2008). However, tinnitus is not always secondary to hearing loss.
There are individuals with normal hearing who experience tinnitus.
Tinnitus shares similar risk factors with hearing loss. In addition to those mentioned
above, these risk factors are exposure to toxins and otologic diseases such as cerumen au‐
ris, ear infections, acoustic neuromas, Meniere’s disease. Others are dizziness, head in‐
jury, poor socioeconomic and general health status of individuals and ototoxic drugs e.g.
aspirin, quinine, aminoglycosides and cancer chemotherapeutics especially cisplatin. The
effects of these drugs may be temporary or permanent. The relationship between tinnitus
and these risk factors are however unclear but there may be a bidirectional relationship
between them (Guitton,2006).
The patho-physiology of tinnitus is unknown; however, central nervous system mechanisms
are believed to play a role in its patho-physiology (Saunders, 2007). Therefore, risk factors
related to homeostatic neural plasticity may be of importance. Neural plasticity is an ongo‐
ing dynamic process and it describes the ability of the brain to adapt its nerve cell, synapses
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or even the whole brain and its organisation to modified biological requirements. There are
two types of neural plasticity;
1.

Cortical plasticity describes the activity dependent changes in size, connectivity or the ac‐
tivation patterns in the cortical networks of the brain.

2.

Synaptic plasticity describes the activity dependent changes in the strength of transmis‐
sion of impulses across the synapse which can affect both the morphology and physiol‐
ogy of the synapse. From the standpoint of molecular biology, this type of neural
plasticity is said to be important for the development and persistence of tinnitus. Stimu‐
lation of afferent nerve fibres causes long term changes in synaptic transmission, a proc‐
ess called long-term potentiation or long-term depression. An imbalance between these
two processes which results from damage to the hair cells and vestibulocochlear nerve
leads to changes in gene expression and involves changes in neurotransmission, in the
expression of receptors, ion channels, regulatory enzymes and direct changes on the
synapses. These events increase the level of cellular activity leading to hyperactivity in
the dorsal cochlear nucleus, inferior colliculus and in the auditory cortex causing
changes in cortical plasticity leading to tinnitus (Mazureck et al., 2010).

It has also been suggested that tinnitus results from an abnormally synchronised action po‐
tential pattern of the spontaneous activity within the central auditory pathways due to inner
ear damage (Lenarz et al., 1993). This hypothesis however neither explains why some pa‐
tients with sensorineural deafness due to damage to hair cells perceive tinnitus while others
do not, nor does it explain the suffering experienced from tinnitus. Not all individuals who
have tinnitus complain of comorbid debilitating conditions.
Whether tinnitus results from the amplification of contrasts between neighboured frequen‐
cies with differences in the input has been a subject of debate for many years. Findings from
animal models however clearly suggest that it is the homeostatic mechanisms which are re‐
sponsible for tinnitus generation. This is an important step forward in the understanding of
tinnitus especially since the molecular mechanisms that are involved have been identified
(Mazureck et al., 2010; Knipper et al., 2012). This generally believed mechanism of the gener‐
ation of tinnitus also conforms to the clinical observation that in most cases the tinnitus fre‐
quency is in the same frequency area like the hearing loss. For example a patient with noise
induced hearing loss around 4 kHz also perceives the tinnitus at 4 kHz. However tinnitus is
not a disease of the auditory system alone.
It is postulated that the difficulty to ignore tinnitus, the annoyance patients experience
from tinnitus, the anxiety that tinnitus becomes worse, the experience of irritability and
concentration difficulties are related to functional changes in non-auditory brain systems
(Jastreboff, 1990). Neuro-imaging studies such as electroencephalography (EEG), function‐
al magnetic resonance imaging (fMRI) and positron emission tomography (PET) in tinni‐
tus patients have helped to identify the structures in the central nervous system believed
to be responsible for the patho-physiology of tinnitus (De Ridder et al., 2011; Scheckl‐
mann et al., 2011; Van de Heyning et al., 2008) demonstrating in the auditory cortex of
patients suffering from tinnitus a reduction of alpha wave activity and an increase in the
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delta and gamma wave activities. Therefore, altered activity in the central auditory path‐
ways is not sufficient for the perception of tinnitus. This explains that many patients
with hearing loss (and consequent increased activity in the central auditory pathways)
do not perceive tinnitus. It is only when the auditory activity is connected to activity in
the “attentional network” that the tinnitus is consciously perceived (De Ridder et al.,
2011).
The complex nature of changes associated with tinnitus in the central nervous system may
very well explain its treatment difficulty.

5. Classification and aetiology
The noise of tinnitus can present in different forms but it is classified into two major types
and these are;
1.

Objective tinnitus- also described as pulsatile is a type of tinnitus that is perceptible to
the patient and other people. It is rare, affecting 3percent of patients. It is mostly caused
by myoclonic contractions of the tensor tympani muscle or blood vessels, eustachian
tube dysfunction and tumours of the middle ear. Its presence signifies a serious under‐
lying disease such as hypertension, vascular aneurysms, otitis media, brain tumours
and glomusjugulare tumours. Diagnosis and appropriate treatment of these conditions
makes the tinnitus to cease.

2.

Subjective tinnitus- also described as idiopathic is a type of tinnitus that is perceptible
only to the patient. It is the most common type and causes the most nuisances to pa‐
tients. The causes of subjective tinnitus are prolonged exposure to loud sounds, ototox‐
icity, otosclerosis, head injuries, meningitis and brain tumours. It is the type mostly
associated with psychosocial comorbidities.

As a result of the rarity of objective tinnitus, it is argued that all tinnitus is subjective
and should be classified based on origin either as somatic or neurophysiologic. By this
classification, somatic tinnitus (somatosounds) is described as tinnitus that has an under‐
lying medical condition which creates internal acoustic mechanical sounds i.e. this type
is of a vascular, muscular, respiratory and temporomandibular joint origin (Henry et al.,
2010). The sounds produced in this type of tinnitus is commonly described as pulsatile
and can be heard when an examiner uses a stethoscope or a microphone. The treatment
therefore for this type of tinnitus is finding the underlying cause and treating it. Neuro‐
physiologic (subjective idiopathic) tinnitus is the commonest type, non-pulsatile, mostly
bilateral and difficult to evaluate. Matching the loudness and pitch of this type of tinni‐
tus to external sounds with known acoustical parameters is helpful in the management
of patients.
The causes of tinnitus are shown in Table 1.
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TYPE OF

CAUSES

TINNITUS
Subjective
tinnitus
Otologic

Noise-induced hearing loss, presbycusis, otosclerosis, otitis, impacted cerumen sudden deafness,
Meniere's disease, and other causes of hearing loss

Neurologic

Head injury, whiplash injury, multiple sclerosis, vestibular schwannoma (acoustic neuromas) or

Infectious

Otitis media and sequelae of Lame disease, meningitis, syphilis, and other infectious or

other cerebellopontine-angle tumours
inflammatory processes that affect hearing
Drug-related

Common side effect of many drugs, such as salicylates, nonsteroidal anti-inflammatory drugs,
aminoglycosides antibiotics. Loop diuretics and cancer chemotherapeutics (e.g. , cisplatin and
vincristine)

Others

Temporomandibular-joint dysfunction and other dental disorders

Objective
tinnitus
Pulsatile

Carotid stenosis, arteriovenous malformations, other vascular anomalies, vascular tumours (e.g., the
glomusjugulare), valvular heart disease (usually aortic stenosis), states of high cardiac output
(anaemia and drug-induced high output) , and other conditions causing turbulent blood flow

Muscular or

Palatal myoclonus, spasm (of stapedius or tensor tympani muscle, patulousEustachian tube

anatomical
Spontaneous

Spontaneous otoacoustic emissions

Table 1. Causes of subjective and objective tinnitus (Adapted with the permission of Matthews RJ).

6. Comorbidities and severity
Several studies have demonstrated the close association between tinnitus and comorbid psy‐
chological disorders (Adoga et al, 2008; Harter et al., 2004; Reynolds et al., 2004; Londero et
al., 2006) showing that tinnitus causes distresses leading to deterioration in psychological
well being and hampering the daily life enjoyment of affected individuals. There could also
be a reversal in this relationship with increase in tinnitus severity during periods of poor
psychological well being (Rauschecker et al., 2010). Therefore this association can be said to
be dual. A population study has reported that emotional exhaustion is a strong predictor of
tinnitus severity which indicates the degree to which an affected individual is worried, both‐
ered or angry about the tinnitus (Hebert et al., 2012) with the severity of tinnitus depending
on these comorbid psychological disorders.
Some researchers group tinnitus severity into the following; help-seekers, non-help-seekers;
complainers and non-complainers (Attias et al., 1995; Hallberg et al., 1993). Others classify
tinnitus severity into three subgroups based on the predictive factors for incapacitating tin‐
nitus and these are: audiological tinnitus, somatic tinnitus and depression and anxiety relat‐
ed tinnitus with the latter group being the largest subgroup (Holgers et al., 2000).
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The neurophysiologic model explains the severity of tinnitus to be a conditioned response
focusing on the network of neural activity in the auditory system, the sympathetic and para‐
sympathetic autonomic nervous systems and the limbic system (Jastreboff & Hazel, 1993).
Some of the psychological disorders associated with tinnitus are anxiety, depressive disor‐
ders, hysteria, insomnia, anger, fear and despair. Researchers have found associations be‐
tween tinnitus and anxiety disorders (Shargorodsky et al., 2010) and depression (Krog et al.,
2010). However, patients with tinnitus and depression may not meet the clinical criteria for
the diagnosis of major depressive disorder (Shargorodsky et al., 2010). Patients with tinnitus
and comorbid anxiety and depressive disorder often present with exaggerated symptoms or
non-tolerance of tinnitus. The clinical manifestations which may be seen in these patients are
highlighted in Table 2 and 3.

Type of symptom

Manifestations

Increased arousal

Restlessness, increased startle response, disturbance with sleep

Mood

Fearfulness, apprehension, worries, irritability

Thoughts

Unrealistic appraisal of danger, belief in inability to cope, fear of impending death or a
sinister background illness for the tinnitus

Behaviour

Constriction of purposeful activities, avoidance

Overactivity of autonomic

Tachycardia, hot and cold flushes, dry mouth, diarrhoea, urinary frequency, sweating

nervous system
Somatization

Sense of retrosternal constriction, hyperventilation, faintness, muscular tension,
fatigue, pain, tremor

Table 2. Manifestations of anxiety disorder

Type of symptom

Manifestations

Loss of interest

Inescapable sadness, loss of capacity for enjoyment or interest in previously
pleasurable activities

Loss of energy

Staying indoors and avoidance of social interactions, inactivity with degeneration in
physique, strength and physical well being

Biologic symptoms

Change in appetite and weight, disturbance of sleep and loss of libido

Disorders of thought content

Feeling of guilt, worthlessness, hopelessness

Psychomotor agitation

Incoherent conversation, expansive gesturing, pacing and hair twirling

Psychomotor retardation

Slow speech, coordination and impaired articulation

Others

delusions, depersonalization, derealization, obsessive-compulsive phenomena

Table 3. Manifestations of depressive disorders
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Researchers have also found out a strong association between hearing loss (which is a strong
predictor of tinnitus) and mental illnesses (Hebert et al., 2012; Dalton et al., 2003). Hearing
loss reduces an individual’s ability to communicate with people and this can worsen a men‐
tal health disorder like anxiety and depression. Tinnitus severity ratings also strongly corre‐
late with levels of psychological distress indicating that tinnitus may worsen mental
illnesses (Fagelson, 2007; Henry et al., 2007; Mrena et al., 2002). Anxiety and depression of‐
ten increase in patients with tinnitus suggesting that tinnitus and these mental illnesses may
affect similar neuronal mechanisms in the central nervous system which affect attention,
emotions and perception (Fagelson, 2007; Henry et al., 2007).

7. Clinical assessment
One of the most criticized points in the clinical studies of tinnitus is the lack of consensus
about the methods available for assessment of patients (Figueiredo et al., 2010). The aim of
clinical assessment is to determine the underlying etiological factor that had led to tinnitus.
As a result of the large number of differential diagnoses of tinnitus this assessment is diffi‐
cult. However, the diagnosis is largely dependent on a thorough clinical history, physical
examination and indicated laboratory investigations. All of these require attention to detail
in picking the exact risk and etiological factors responsible for the symptoms and the ab‐
sence or presence of comorbid psychological distresses for the effective treatment of pa‐
tients. Many patients with associated psychological distresses will require various
psychological evaluation techniques to assist in their management.
The time taken to listen to patients in obtaining a history is not a wasted venture although
many details may be obscured by the number of factors that have taken place since the onset
of the tinnitus. Since tinnitus is mostly subjective in type, a systematic approach to the histo‐
ry and physical examination should be geared towards differentiating subjective from objec‐
tive tinnitus (Figure 1), identifying those conditions that are treatable, protect the patient’s
hearing and treat comorbid psychological distresses. Questions to patients should largely at‐
tempt to determine the presence, development, time course and the severity of any hearing
loss as most cases of tinnitus are associated with hearing loss.
It is vital to get a description of the type of sound the patient hears and this can be ascer‐
tained by asking if the sound is constant or episodic; unilateral or bilateral; sudden or grad‐
ual in onset; the circumstances of onset; the duration of the tinnitus; the pitch and loudness
of the sound- audiological protocols can be used to match the loudness and pitch of tinnitus
experienced by patients to external sounds with known acoustical parameters (Holgers,
2003). Subjective tinnitus can be measured using numeric rating scales which provide a high
measurement resolution and are easy to score (Stouffer & Tyler, 1990; Meikle et al., 2008).
Other questions to be asked are the presence of vertigo, otalgia, otorrhea or temporoman‐
dibular joint disorder; exposure to loud sounds, history of head injuries, otologic surgeries
or the ingestion of ototoxic drugs. It is also important to elicit the presence of psychiatric ill‐
nesses by assessing the mental status- ask how the tinnitus affects the patient’s daily life and
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the ability to function. These related distresses are measured using various psychometrically
validated questionnaires (Robinson et al., 2003).Questionnaires can be used for diagnosis,
treatment and for follow up of patients to measure the level of progress.

Figure 1. Algorithm for evaluation of tinnitus patients (Adapted with the permission of Matthews RJ).
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Physical examination of patients should focus on the ears and the entire head and neck
region.
The ears should be examined for cerumen impaction, otitis media with effusion or the
presence of suppuration in the external auditory canal indicating otologic infection. Oto‐
microscopy may reveal a bluish tint on the tympanic membrane indicating an uncovered
jugular vein, a bluish red mass in the tympanum which blanches on positive pressure
with pneumatic otoscopy indicating the presence of a glomusjugulare tumour or a red
hue suggesting otosclerosis. Auscultation of the periauricular region to listen for tinnitus
is also helpful. The stethoscope can also be used to listen to the carotid vessels in the neck
for bruits and venous hums, the cranium to check for arteriovenous malformations as
well as listening to the heart.
Understanding that tinnitus is as much a medical condition as it is psychological gives room
for a thorough psychological assessment of patients with a view to instituting appropriate
treatment, the aim of which is to reduce the impact of tinnitus on the quality of life of pa‐
tients. Psychological assessment is achieved via interviews of patients, use of questionnaires,
tinnitus severity ratings etc. Dairies may have to be employed to document the characteris‐
tics of the tinnitus experienced.
In psychological assessment of patients, perceptual, emotional, attentional and behavioural
parameters are considered. In doing this the following are sought; the characteristics of the
tinnitus i.e. loudness, localization and the pitch, onset, duration, intensity, aggravating and
relieving factors of the tinnitus. The visual analogue scale can be used for this analysis indi‐
cating a position along a continuous line between two endpoints (Figueiredo et al., 2009).
Tinnitus questionnaires contain a series of questions from which patients select a response
from the given choices which is usually recorded as a graded scale. In this way the severity
of the tinnitus is graded. However, some questionnaires were not designed to measure the
effectiveness also called responsiveness of tinnitus interventions (Kamalski et al., 2010). This
effectiveness emphasizes effect sizes, content validity and response scaling which enables
the detection of changes in condition of the patients during treatment (Kazdin, 2003; Lipsey,
1990). The Tinnitus Functional Index (TFI) is a new self-report type of questionnaire devel‐
oped to scale the severity and negative impact of tinnitus and used for measuring changes
during treatment (Meikle et al., 2012).
Cognitive evaluation of these patients is also vital finding out if they feel anger, sadness,
helpless or have suicidal tendencies as a result of the tinnitus. Evaluate for psychological or
mental comorbid disorders such as anxiety depression and sleep disorders which may have
an impact on the general life quality of the patient. Assessing tinnitus also involves finding
out what the patient perceives of his/her condition. Some considerations have to be given to
the peculiar characteristics of an affected individual and not just the features of the tinnitus
related psychological distress because individuals vary in the manner they can cope to these
tinnitus related distresses. This will categorise individuals who simply experience tinnitus
from those who have incapacitating psychological or mental disorders from tinnitus and
therefore require psychological treatment (Sweetow, 1986).
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Following history and physical examination of patients, some investigations are vital in
helping to arrive at a diagnosis;
A complete audiogram with speech discrimination score and tympanometry is mandatory
for all patients with tinnitus. An audiogram is done even though the patient does not make
a complaint of hearing loss. The audiologist in this process can complete the subjective tinni‐
tus matching evaluation to have a better understanding of the patient’s condition. The pitch
and loudness matching should be assessed remembering that 90 percent of tinnitus patients
match their tinnitus at 20dB or less and 84 percent match theirs at 9dB or less. Other impor‐
tant audiological evaluations are the minimum tinnitus masking level and residual inhibi‐
tion. The minimum masking level measures the degree to which tinnitus can be masked by
external acoustic sources. This test employs a band of noise extending from 2000Hz to
12000Hz as the masking sound which is applied to the affected ear using earphones. The
masking sound is gradually increased until it is detected by the patient. The pitch of the
sound is increased until the patient no longer hears the tinnitus. In most people the mini‐
mum masking level is 8dB or less. Residual inhibition records the time the tinnitus is re‐
duced or eliminated following a masking period. This is achieved by masking the tinnitus at
a minimum level plus 10dB for 60 seconds and the length of time it takes the tinnitus to im‐
prove is determined.
Poor speech test performance indicates pathology in the central nervous system (Brechtels‐
bauer, 1990). Tympanometry identifies a previously undetected middle ear effusion, tym‐
panic membrane stiffness from a patulous eustachian tube or stapedial and palatal muscle
myoclonus (Meyerhoff & Cooper, 1991).
If suggested by the presence of a medical comorbidity, a full blood count, thyroid function
tests, autoimmune tests e.g. rheumatoid factor, lipid profile may be done.
A computed tomography (CT) scan of the temporal bone can delineate a sigmoid sinus or a
bony defect over the jugular bulb. Magnetic resonance imaging (MRI) with or without mag‐
netic resonance angiography can pick up a glomusjugulare tumour, an arteriovenous and
other vascular malformations.

8. Treatment
The development of therapeutic measures for tinnitus has been made difficult as a result of
the complex relationship between tinnitus and its comorbid mental illnesses. However, a
range of treatment modalities are available with varying degrees of statistical reliability.
These comorbidities may modulate the experience of tinnitus and treatment of these condi‐
tions will alleviate patients’ conditions. It is argued that psychological treatment should be
employed before the consideration of drugs of which there is no single agent or groups of
agents specifically recommended for this treatment.
There are no clear cut clinical standards or practice guidelines for the management of tinni‐
tus, however, an evidence based review and tinnitus triage guide (Henry et al., 2010) has
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been developed to help family physicians who may be the first contact point for these pa‐
tients (Table 4).
If patient

Refer to

Status/Considerations

Has neural deficits such as facialweakness,

Otolaryngology or ED

Emergency

head trauma, orother urgent medical
condition
Has unexplained suddenhearing loss

Expresses suicidal ideation ormanifests

Audiology and

Emergency; must seeaudiologist prior

otolaryngology

tootolaryngologist on same day

Mental health or ED

May be emergency;report suicide ideation;

obvious mental illness

provideescort, if necessary

Has any of the following:

Otolaryngology and

Urgent; scheduleotolaryngology exam as

• symptoms suggestive ofsomatic origin of

audiology

soonas possible

Has symptoms that suggesta

Audiology and

Nonurgent; schedule audiologyexam before

neurophysiologic origin oftinnituswithout:

otolaryngology

patient seesotolaryngologist

tinnitus(eg, tinnitus that pulses
withheartbeat)
• persistent otalgia or otorrhea
• vestibular symptoms (eg,dizziness/vertigo)

• ear pain, drainage, ormalodor
• vestibular symptoms
• sudden hearing loss
• facial weakness or paralysis
Table 4. Tinnitus Triage Guide (Henry et al., 2010)

Treatment depends on the cause and in a host of patients; the cause is inner ear damage. In
these patients, reassurance of the benign nature of their condition usually suffices.
The treatment for tinnitus is classified into medical, otopsychiatric, sound modulation and
surgical.
Medical treatment- Is further subdivided into pharmacological treatment, electrical stimula‐
tion, psychological counselling and homeopathic therapy.
Pharmacological treatment: There is no single pharmacological agent approved for the treat‐
ment of tinnitus. Most medications available are used in the modulation of tinnitus related
comorbidities especially psychological conditions hence the use of anxiolytics, antidepres‐
sants, vasodilators and even intravenous anaesthetic agents like lidocaine have been used
(Noble, 2008; Johnson et al., 1993; Agrawal & Pothier, 2009; Kalcioglu et al., 2005). Newer
medications are being investigated with promising results which attempt to modulate the
central auditory pathways and reducing tinnitus. Examples are Pramipexole and Acampro‐
sate (Sziklai et al., 2011; Azevedo & Figueiredo, 2005; Sharma et al., 2012).
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Drugs presently in use are tricyclic antidepressants (Amytryptiline 50 to 100mg daily at bed‐
time; Nortryptiline 50mg given at bedtime). Beneficial effects are noticed in about three to
four weeks of treatment. Selective serotonin reuptake inhibitors have also been used such as
Sertraline (50mg daily) and Paroxetine (10mg at bedtime). Alprazolam has been found to
improve the visual analogue scales in patients who did not have anxiety or depression (Jala‐
li et al., 2009). Others are Gabapectin, prostaglandin E1 and botulinium toxin A.
Electrical stimulation: The mechanism by which this works is still largely unknown but stim‐
ulation of the auditory system has been found to relieve tinnitus. There are many types of
electrical stimulation which have been attempted, cutaneous, transcranial, promontory etc.
Reports suggest relieve of tinnitus in 80 percent of patients but the effects are only transient.
Psychological counselling: Many patients consider tinnitus to be a very severe condition,
afraid that it will worsen with deafness setting in over time. Therefore, patients need to be
thought about tinnitus especially the relationship between selective attention on tinnitus
and its cognitive emotional and behavioural effects. Educating the patients that they are able
to cope with their tinnitus usually suffices.
Homeopathic therapy: The use of alternative medical therapies for tinnitus has been on the in‐
crease over the years. This is because for some patients modern medical therapies may not
provide relief from this symptom. Though there seem to be a strong suggestion of a placebo
effect with some of these therapies indicating that the belief of the patient and the provider
of the therapy are strong factors in treatment success. The therapies used include gingko bi‐
loba extracts, niacin, acupuncture and hyperbaric oxygen. Others which are largely available
to individuals especially as information on the internet are diet modification e.g. avoidance
of caffeine, nicotine, refined sugar, chocolate, saturated and unsaturated fats e.t.c. and a
combination of vitamins and supplements.
The extract of the gingko biloba tree is an antioxidant which increases blood flow to the
brain and small blood vessels, inhibits platelet activating factor, alter neuron metabolism
and prevent free radicals from damaging cell membranes. Bleeding time should be checked
if treatment is to last longer than 4 weeks since it inhibits platelet aggregation.
About half the patients on niacin express successful treatment reporting that it reduces the
severity and intensity of the tinnitus. Niacin provides smooth muscle relaxation especially
of tiny blood vessels hence increasing blood flow to the inner ear. Skin blushes are the draw‐
back of its use.
Acupuncture as treatment for tinnitus originated in Asia with the belief that the discomfort
from tinnitus is reduced when needles are applied to the hand and face on the affected side
(Park et al., 2000). However, there are doubts in this form of therapy as controlled studies
indicate a strong component of faith by the patients in the physician or the treatment.
Hyperbaric oxygen which is used for the treatment of certain medical conditions such as
carbon monoxide poisoning, necrotising fasciitis, gas gangrene etc has been reported to re‐
lieve tinnitus associated with sensorineural hearing loss by increasing the blood hence oxy‐
gen supply to the inner ear (Bennett et al., 2005).
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Otopsychiatric treatment- Psychological comorbidities are often times neglected with the
physician giving medications for tinnitus alone and when improvement is not noticeable by
the patients they tend to go doctor shopping and the eventual result will be disappointment
and frustration. Seeking the help of a psychologist and psychotherapist early is quite vital.
The other spectrum is the referral of these patients to the psychologist and/ or psychothera‐
pist without full medical and audiological assessment. Therefore, the close collaboration of
the physician, audiologist, psychologist and psychotherapist is important in the effective
management of these patients.
The ultimate objective of otopsychiatric treatment is to help patients direct their attention
away from the tinnitus and putting negative cognitive processes under control.
Cognitive behavioural therapy: Psychological assessment/treatment should be an integral part
of the tinnitus management protocol and not just based on the presence of a mental illness.
Referral to the psychologist and psychotherapist which has to be carefully planned is essen‐
tial to assessing associated comorbid mental disorders because tinnitus patients may be psy‐
chologically vulnerable (Langguth et al., 2001). This type of therapy will help improve
patients’ quality of life by restructuring thought patterns and habituating these patterns
when the patient reacts to tinnitus (Martinez et al., 2010). Habituation or adaptation takes
place when an originally new stimulus becomes well known and has no relevance for the
patient taking any actions. It fails when it leads to the development of comorbid psychologi‐
cal distresses and impairment in the quality of life. It is explained that tinnitus occurs when
habituation fails. Research has shown that tinnitus can be equated to any other auditory
stimulus to which a patient may or may not attend and the normal response is adaptation to
this stimulus (Hallam, 1987). Three variables or factors are influential in the process of habit‐
uation and are;
1.

Sensory factors- The characteristics i.e. intensity and quality of the stimulus. It is as‐
sumed that noises which are more irregular in pattern are more require a longer period
of adaptation or habituation.

2.

Perceptual factors- Environmental conditions such as the intensity of other stimuli and
the competing demands on attention. Natural sounds will mask tinnitus in some pa‐
tients. Different daily activities and various competing sensory perceptions should help
distract a patient’s attention from tinnitus.

3.

Psychological factors- The more meaningful or threatening a stimulus is the more a pa‐
tient pays attention to it creating a positive feedback loop i.e. the more attention is paid
to tinnitus the more the patient develops negative cognitive emotional processing re‐
sulting in various comorbidities.

Biofeedback, Education and relaxation therapies: First described for the successful treatment of
pain and other stress related disorders, biofeedback in combination with educating patients
about their tinnitus and relaxation therapies aim to teach the patients to focus on adapting
to the tinnitus and subsequent comorbid psychological stresses (Dobie, 1999). This method
of treatment does not eliminate tinnitus but helps improve the patient’s quality of life. It in‐
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volves listening to audio signal produced electromyography (EMG) of the frontalis muscle.
This helps to reduce the tinnitus and muscle tension.
8.1. Sound modulation therapy
Hearing aids: Especially useful for patients with associated hearing loss. For such patients
hearing aids with sound generators are used (Henry et al., 2008). Hearing aids can increase
the level of ambient sound delivered to the patient which achieves all the objectives targeted
for sound therapy.Studies have shown a benefit of hearing aids in patients enrolled in com‐
prehensive tinnitus management programs (Foliner & Carroll, 2006). However, a success
rate of 50 percent is recorded.
Cochlear implants: These work by masking tinnitus or by electric stimulation of the auditory
nerve as mentioned above but are only beneficial in patients who have bilateral profound
sensorineural hearing loss.
Tinnitus maskers: Create and deliver constant low level wideband sounds to the patient’s ear.
This helps to give relieve from tinnitus and its attendant psychological stresses. Bedside
clocks or radios can be used for those experiencing tinnitus at bedtime. These fill the ambi‐
ent silence with low level noise which masks the tinnitus.
Neuromonics: This is a combination of acoustic stimulation with a structured program of
counselling and support given by a clinician trained specifically in tinnitus rehabilitation
(Davis et al., 2008).
Tinnitus feedback retraining: This method of therapy involves generation of a background
sound to make the tinnitus less noticeable. It is based on the neurophysiologic model (Jas‐
treboff & Hazel, 1993) helping patients to understand that tinnitus sounds are actually
meaningless. This should also lead to habituation. Another important component of this
type of treatment is counselling of patients.
When treatment is finished, the audiologist must assess to determine if the patient needs
further psychological counselling. If further counselling is required, the audiologist
should consider if there are patient conditions beyond his/her scope of management and
refer appropriately. The treatment options may include any combination of biofeedback,
imagery training and muscle relaxation. If counselling is unnecessary, the audiologist
should measure outcomes and recommend an appropriate patient follow up schedule
(Steiger & Hamill, 2004).
Surgical treatment- Tinnitus which results from surgical lesions in and around the ears is
treated surgically. These lesions as mentioned earlier include acoustic tumours which when
excised relieves tinnitus in 50 percent of cases; Meniere’s syndrome for which auditory
nerve section, endolymphatic shunt, labyrinthectomy and ototoxic antibiotic injections gives
relief in 40 to 80 percent of patients themechanism of which is unknown; temporomandibu‐
lar joint diseases for which dental orthotics suffice.
Others are glomusjugulare tumours, sigmoid sinus diverticulum and arteriovenous mal‐
formation.
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9. Prevention
A large number of the aetiological factors implicated in tinnitus are unpreventable. Howev‐
er, some precautions can help to prevent tinnitus. These are avoidance of over exposure to
noise at social events or gatherings, at work or at home. Turning down the volume of musi‐
cal appliances will be of help and at work when exposed to loud machinery, using ear pro‐
tectors or ear muffs are helpful.
Other helpful measures are regular exercises and eating right to prevent cardiovascular dis‐
eases that cause tinnitus.

10. Conclusion
The treatment of tinnitus is as multifaceted as its aetiology.
Its close association with comorbid psychological distresses requires thorough clinical as‐
sessment by an audiologist, psychologist/psychotherapist and neuro-otologist to establish
the presence of these comorbidities in order to institute adequate treatment.
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Chapter 16

Attention – Deficit Hyperactivity Disorder (ADHD) in
Psychiatry and Psychoanalysis
Crístia Rosineiri Gonçalves Lopes Corrêa
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/52880

1. Introduction
In this article, we will be talking about the symptoms of lack of attention and hyperactivity,
mainly on the fields of learning process
1.1. Attention – Deficit Hyperactivity Disorder (ADHD) in psychiatry
It is possible to find attention - deficit hyperactivity disorder (ADHD) in reference [1], a psy‐
chiatric manual which points out its identification based in a group of symptoms referred to
carelessness, hyperactivity and also referred to impulsivity. Regarding carelessness, it can be
identified by a frequent hard time on paying attention on details; on making mistakes on
simple school written activities; on having problems on paying attention on playful activi‐
ties; on permanent refusal to follow instructions and on finishing school works; do not ac‐
cept house keeping or professional duties; they have a large difficulty to organize tasks and
activities, avoiding or showing aversion and reluctance on getting involved on tasks that re‐
quire constant mental effort such as: school tasks or home work; frequent loss of their school
objects need to perform the same tasks and exercises, it all connect to the fact that they are
distracted by any stimulus not concerned with their daily activities.
Hyperactivity, thus, shows a permanent state of “high speed”, or as if the person was al‐
ways on “full battery charge”; the frequently speak non stopping; they keep on moving their
feet and hands or are always moving around when are sat still. When they are in the class‐
room they keep on leaving their desks and do the same in some other situations when they
are expected to seat and being easy; they are frequently running around even when they are
not supposed to do so; do not stop to play or get quietly involved on playing activities.
There are also the impulsivity symptoms that are marked by precipitate answers given even
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before the question are fully done; they show a very hard time to wait for their turn to do
things; and always interrupt or get involved on issues that are not of their business.
It is very important to say that [1] point out as a min item for a ADHD diagnosis just if there
is a persistence for, “at least, 6 months, on bad adaptive degree and being inconsistent with
the development levels” (p.71)1, if six or more of the listed symptoms related to attention
deficit or, yet, if six or more of the already mentioned symptoms of hyperactivity are shown.
However, despite of the mentioned psychiatric catalog on ADHD, a certain polemic debate
referred as to it be or not a mental disturbance, takes place nowadays. [2] well known re‐
searchers on the ADHD theme, argue that critics concerning the validity of ADHD as a men‐
tal disturbance come from a large variety of academic areas, such as: social critics which
turns the question to the teachers and parents intolerance with exuberant children [2], small‐
er political-religious groups and some non specialized professionals that state out the agree‐
ment between the mental health care community and the pharmacy industry [3]. Even
though there are variations on the place where the problem would really lay on, under those
critics point of view, we can see that the core of this criticism is the belief that ADHD is not
more than a myth. These critics look forward to bring up to the surface their claims to state
the argument that normal children, full of energy, have been designated as “mentally distur‐
bed” because they end up being under a hyperactivity or ADHD diagnosis – based on an
academic logic in which teachers, moored on this supposed disturbance get rid off their re‐
sponsibility regarding their intolerant and deficient practices, also putting aside the anxiety
related to the education levels expected to these children.
But, according to [2] there are, actually, in these critics, not just one, but two arguments that
can apparently state the same thing, as known, that ADHD is a myth and that it is not a
mental disturbance, in a sense that the problem can be real and not necessarily be character‐
ized as a valid mental disturbance. As concerning its feasibility, regarding these researchers,
as an evidence, in the opposite way of calling this concept a myth, among other things, we
can point out easily found “important cognitive, behavioral or social differences among chil‐
dren with or without ADHD designations” (p. 1052). Besides that, it is possible to show “nu‐
merous differences among children with or without ADHD designations” (p. 1053). But as it
was already said, its validity, concerning the construction or not of a mental disturbance is
not automatically done by its feasibility. In accordance to the referred authors it is ultimate
to ask about the criteria used to define what a mental disturbance is in order to determine,
with these criteria, the ADHD validity as a category as such.
Regarding these criteria, it is possible to underline a lecture under this pretense suffering
way of these children in school moored on an “organicist” position by stating the ignited
configuration by the symptoms presented as shown on the ADHD characteristics in a bio‐
logical dimension – requiring, thus, in hard way the use of medication to the shown prob‐
lems in school for those “hyperactive” children. It is seen on the technical literature, on this
1 Translated from the Portuguese edition.
2 Translated from the Portuguese.
3 Translated from the Portuguese.
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particular issue, that such biological dimension has two paths. The first one establishes, as
the etiology of this “disturbance”, a specific neurological damage that creates a correlation,
not scientifically proved yet, to the pre frontal functions of the Central Neural System.
On the other hand [2] do not state the validity of this configuration as a legitimate psychiatric
syndrome based on a supposed bad brain work. The contribution taken by [2]. to this determi‐
nation comes from [5]. [5] developed the Boorsian4, approach [6–8] providing a biological ac‐
count on the concept of disorder based on an evolutionary theory. Wakefield promotes
natural function as a scientific concept that can not be reduced to values. Dysfunction is con‐
sidered a demarcation criterion to separate natural processes once called disorder from those
known as not. According to Wakefield, the former condition disrupts a natural function.
For Wakefield, a specific condition only constitutes disorder if it involves functional break‐
down of an internal mechanism. Both physical and mental disorder must be accounted
within the biological sciences, which provides scientific basis to the physical medicine as
well as to psychological medicine. Wakefield classifies accounts of disorders on evolution‐
ary fields in three types:
1.

[11]5, [12]6, and [6-8] defined the criteria to establish disease conditions as: lowered sur‐
vival or lowered reproductive fitness.

2.

Organism disorder takes place when some mental mechanism (such as perception) does
not perform as it is expected to (e.g. to convey information about the environment, it
was designed to perform by evolution).

4 References [6-8] established the distinction between illness and disease. According to Boorse’s argument whereas dis‐
ease is defined in factual terms and refers to theoretical concepts in technical contexts, illness is a value-term derived from
disease used in non-technical contexts. For Boorse, illness is a value-term, which refers to most serious diseases, namely
those who have incapacitating effects [6]. “A disease is an illness only if it is serious enough to be incapacitating and there‐
fore it is (i) undesirable for its bearers; (ii) a title to special treatment; and (iii) a valid excuse for normally “criticisable” be‐
havior” ([6], p.61). Health and disease are purely descriptive terms, which refer to organism function. The central
functions of this disease account are survival and reproduction. Therefore, Boorse understands the concept of disease in
terms of functionalism, which is a theory in which disease is described in terms of specific functions that are typically
found in members of a given species [9]. Thus, Boorse endorses the account given by [10] on normality, which is defined
as a function in accordance with its design, claiming that the main idea of this statement is that “normal” means “natu‐
ral”. Boorse assumes the idea of a natural design and claims that the crucial element in it is the notion of a natural func‐
tion. He defines disease in terms of dysfunction and it turns to be defined as the disturbance physical (in case of physical
disease) and mental (in case of mental disease) functions of the species. Disease is defined as a deviation from the natural
functional organization of the species. The core of Boorse argument is that health within medical theory is value-free, that
it is descriptively definable. Consequentially disease also is descriptively definable – disease is value-free. Illness in oppo‐
site comprises negatively evaluated connotations derived from disease diagnosis. One of the main implications of it is
that one may have a disease (Boorse gives homosexuality as an example) without being said to be ill. Wakefield, in the
other hand, attempts to escape from the charge of an abusive classification regarding homosexuality, advocating the ad‐
dition of a harm requirement to the failure of the reproductive function. According to Wakefield, the equation between
lowered fertility and longevity with harm fails to account for cases in which reduced fertility does not cause real harm and
cases constituted by many harmful conditions that are clear cases of disorder without implying reduced fertility or lon‐
gevity for the person affected by the disorder.
5 [11] reviews the notion of disease defined only from abnormality (defining characteristic) and argues that the pres‐
ence of disturbance per si cannot be regarded as disease. Rather, in physical terms, disease refers to the quantitative
rather than qualitative aspect of the disturbance. Disease is characterized by the former. Scadding suggests that it is
crucial to observe whether or not the investigated abnormality placed the individual at a ‘biological disadvantage’ to
establish disease diagnosis. However, Scadding does not provide a clear definition of ‘biological disadvantage’, what
exactly it means.
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3.

The account claimed by him as correct, consists in combining the second account with a
value component. As a result, one is only said to be disordered when some mechanism
fails to perform the specific function it was designed to and when the failure of the
mechanism causes real harm for the person affected.

Then, dysfunction is conceptualized as the failure of the physical and mental mechanisms to
perform their natural functions – what they were designed to perform. Phobia for example
consists in the failure of the fear response function, which exists to help a person to avoid
danger ([5], p. 383). Phobia therefore constitutes a disorder on this field.
Starting by [2] approach, it is possible to state that, although these researchers do not claim
the existence of a specific neural damage that can justify the ADHD under a fundamentalist
biological base, they place an argument that constitutes the second path of the already men‐
tioned biological matrix, keeping the medication dimension to the problems shown by “Hy‐
peractive” children in school. The question could be solved regarding ADHD’s biological
basis if it would not be possible to verify in a study done by MTA Cooperative Group, taken
off the “Archivos Generales de Psiquiatria” from 1999, number 56 2.10831086 that was also
published by the American Academy of Pediatrics (AAP) – specifically by a sub committee
set to investigate attention deficit and hyperactivity, that researchers have shown that in
38% of the cases drugs were not effective (apud [13]).
But, right at this point, analyzing statistic numbers, once it is possible to see a considerable
percentage of people that have used medication with no efficient results, it brings up the
need of a new question: “regarding this particular disturbance, what can other fields, which
do not regard the biological basis of ADHD, bring as a contribution to the pertinent treat‐
ment for this complaint”? It is once more ultimate to say that regarding the large number of
alternatives, the present article target means to analyze the possible contributions of the psy‐
choanalysis field related to the subject in place.
To start, as argued by [14], studies on attention - deficit hyperactivity disorder (ADHD)
“have been showing that children with this syndrome present an increased risk to develop
other psychiatric disturbances during childhood, or in their adolescence or even at adult
age” (p. 77). Thus, Psychoanalysis literature does not question the legitimacy of the real con‐
figurations on diagnosis about attention deficit/hyperactivity frames treated on clinics that
actually show the real and serious difficulty of these children regarding attention and soon
difficulties involving memory, acknowledgement, and, because of that, also with intelli‐
gence. “Phenomenology is real: there are children with memory, attention, learning, lan‐
guage and psychomotor problems” ([13], p.58). Regarding attention, and, consequently
6 [12] concerned with the validity of mental illnesss argues that Scadding defines illness not aetiologically - in causal
terms - but by its consequences since that ‘biological disadvantage’ is the effect rather than the cause of the abnormali‐
ty. Then Kendell endorses the concept of ‘biological disadvantage’ of Scadding and argues that although Scadding
avoided elaborating on what he meant by biological disadvantage, presumably it applied to mental illness, it must em‐
brace both increased mortality and reduced fertility. Kendell claims it on the grounds that fertility is very important
biologically speaking and death is the most important consequence of the disease. And supported by great number of
researches whose findings suggest that reduction in the fertility and an increased risk of death are features shared by
at least some of the conditions commonly thought of as mental illnesses, including for example schizophrenia
7 Translated from the Portuguese.
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memory: children who “forget” too much, who are extremely distracted, unorganized, with
unstable thinking, impatient, who do not stand a question with no answer and neither can
shortly support a question made to them. Children who are insistent, but this insistence is
deeply articulated with the great difficulty they have on being annoyed, because regarding
persistence, it does not take place on children who come to the specialized professional with
a attention disorder and hyperactivity diagnosis. Those are children who are too aggressive,
who heat their classmates, kick chairs and tables, and have a very hard time to follow the
rules and stand the established limits of the school polices they are in, precluding their liv‐
ing in this particular situation because of their lack of social interaction.
In terms of “knowledge” and, consequently, “intelligence”, it is not deniable how often chil‐
dren under hyperactivity diagnosis show up facing ups and downs, a real suffering time be‐
cause of “organization and practices issues as well as because of their lack of learning at
school or even because of their miss comprehension on how to deal or set their interpersonal
relation with people and objects” ([13], p.49). Even though, as stated by [13], it is possible to
argue against the extreme and exclusive rational-logic dimension that modernity has placed
on “intelligence”, and claim the psychoanalytic version “that intelligence includes logic
without being reduced to it” ([13], p.410), it is not deniable the ups and downs as well as the
suffering that these ADHD diagnosis children who come to the professionals face during
their learning activities. These children experience such ups and downs and suffering in re‐
lation to the competences moored on the rational-logic operations and thoughts, presenting,
thus, a deep difficulty on learning language and math.
But, if in one hand, psychoanalysis does not deny this sad reality, on the other one, we will
to underline, in this article, that in accordance to what was stated by [13], we can find the
phenomenology described above in “children who ‘supposedly’ fit to what researchers call
‘lack of social interaction’” (p.511). Along with this author, we want to place the following
question: “would it be the lack of social interaction a consequence of the syndrome itself or
would this lack of social interaction just a signal of the main point in this etiology that hap‐
pened to these children?” (p.512).

2. What can psychoanalysis say and contribute on the symptoms of
inattention and hyperactivity approach?
Aiming to answer the question brought up in the end of the last section: “would it be the
lack of social interaction a consequence of the syndrome itself or would this lack of social
interaction just a signal of the main point in this etiology that happened to these children?”
8 Translated from the Portuguese.
9 Translated from the Portuguese.
10 Translated from the Portuguese.
11 Translated from the Portuguese.
12 Translated from the Portuguese.
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([13], p.513), we argument that, even though the phenomenology concerning this frame of di‐
agnosis on Attention - Deficit Hyperactivity Disorder is true, as mentioned a while ago, is
true, it is possible to find, in the psychoanalytic theory, a good contribution to the theme, in
the sense that such theory puts its mark on the cause and not on the manifestations of the
phenomenon placed on the symptom’s dimension, in our case, on the area of symptoms re‐
garding inattention and hyperactivity, not antedating, and not being allow to antedate this
last dimension (a symptomatic dimension regarding phenomenology).
But, another question resulting directly from the one before, becomes relevant: the question,
based on a psychoanalytic point of view, about the mentioned cause, regarding Attention Deficit Hyperactivity Disorder. To answer such a question, the path chosen starts at the sign
of a aforesaid requirement, done by Freud, on privileging the etiology and not the sympto‐
matology to construct a diagnosis, and, thereafter, the direction of the treatment. It was also
a lacanian request: “impel the diagnosis effort away beyond the phenomenon classification
of a symptomatology” ([15], p.64), moving the question about symptomatic manifestation
towards, according to the individual’s position in his or hers fantasies. Why pointing it
here? It is relevant to say that to psychoanalysis, fantasy comes, structurally, to rediscover
the puzzle of the desire of the “Other ”14, the point that is missing on this Other, that touches
the inconsistency of his knowledge which the child has to face in order to be grabbed out of
the endless and evil circuit of a demand between the individual and the maternal Other,
where the Other is raised in a place of omnipotence.
However, such meeting always traumatic15, but structural, and, therefore, necessary, be‐
tween the child and the aforesaid puzzle of the desire of the Other which intervenes, by the
operational entre of the father, in the relation between mother and offspring, put on the
place of the imaginary phallus, can fail. It can fail even in a non radical way, as in cases like
psychotic structures, but in the sense of cases, as for example, cases which configure ADHD,
of the mentioned phantasmatic coverage of the enigmatic character show by the desire of
the Other, causing in this palming operation of the hiatus in his knowledge, an excessive
idealization of such knowledge.
Palming takes place once the traumatic alluded meeting between child and the inconsistent
Other, even though, is structural and necessary, it is also unbearable and, as said, a source of
extreme anguish. Taking this direction, the axiomatic consistency of fantasy by covering the
unbearable “unknown”, presents itself as a safe place, even being source of mistake and,
paradoxically, of suffering. And the dimension of an excessively idealized father, which
paradigm is the father of Hamlet, in Shakespeare’s tragedy: a father “all love and compre‐
hension”, who, even though, does not know “everything”, because “everything” is structur‐
ally impossible, knows a lot, introduces consequences inside the dimension of the desirable
act of the infant, which includes the act of learning, that, somehow, requires attention, mem‐
13 Translated from the Portuguese.
14 Other: a symbolic place to which the subject directly drives its questions and where he/she search answers and
guarantees. The notion of Other will be brought up in details, and, because of that, more explicit information will be
given along the text.
15 Just as a fast comment, this is the meaning of trauma in Freud’s Psychoanalysis with Lacan.
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ory, discipline and other categories shown along the present article. In these configurations,
it is frequently seen, an unstopping curiosity, although, paradoxically, it does not occur, in
the learning process.
In acoordance with [16] and [17], such excessive and insistent child’s questions look forward
to argue about the issue on the desire of the Other which, even though, it lays on a structural
place filled by the mother, the father, the teacher, the psychiatrist, the psychoanalyst, etc., it
is the Other of the language: “He tells me this, but what is it that he wants?” ([16], p.203).
The aforesaid paradox of the unstopping curiosity happens exactly because does not exist,
in these frames, the break that slows down this curiosity, whose the first matrix is the curios‐
ity that takes the place early in early childhood. It happens during the endless “why’s” time,
when the sexual themes are highlighted, even if such curiosities are not restricted to it. [18]
underlined the importance of the structural sexual inhibition in terms of a break to slow
down the unstopping infant sexual curiosity in order to access cognitive development, in the
sense of turning these sexual interests, that in early ages are in the top of the list, into the
interest to learn. From this point on, when it happens in a “normal” way, it was not out of
the blue that reading and writing start at the incidences of latency period, in which a certain
“calm” captures the place of the unstopping sexual curiosity. By reading Freud, it is visible
that such breaks over the intense sexual curiosity, expressed by endless “Why’s” from in‐
fants, is caused by the crash between the child and the structural impossible “knowledge”
introduced by the enigma’s dimension, during the infant investigations.
But if Freud talks about “Why’s”, restricting them to the dimension of sexual curiosity, [16]
says that the endless “Why’s” regards to a curiosity that touches the incomprehensible, so,
the inconsistency on the Other’s knowledge, which sex and death, but not just these two, by
excellence, are witnesses. Based on Freud and Lacan psychoanalytic approach, it is the ques‐
tion of the puzzle of the desire of the Other, introduced by the traumatic meeting with the
point that is missing on his knowledge, that can be seen in children’s unstopping sexual cu‐
riosity that Freud discusses. Thus, according to a psychoanalytic literature, the child, facing
the impossible knowledge that touches the incomprehensible, therefore, the real16of the cas‐
tration, does not goes on with his/hers endless “why’s”. Children’s efforts end up in a cer‐
tain retreat when they face their investigations that, at this point, are, mainly, sexual. Such
retreating is necessary to canalize the individual’s interests to other things and give them ac‐
cess to the cognitive development.
According to [19], the impossible of the knowledge regarding the missing point on the
knowledge of the Other introduces the inconsistency on the Other: the Other does not know
everything. This inconsistency is introduced by sustaining the puzzle, by keeping the ques‐
tions instead of supplying the answers to the child’s “why’s”. Such approach, which has a
16 Real, in Freud’s and Lacan’s psychoanalysis means a distinct notion of reality. Real points toward to what makes no
sense; toward what resists and escapes to all and any attempt of symbolization, toward the inconsistency (in the logical
sense of the term: here the reference is the Gödel theorem) on the Other’s knowledge, to the missing object between the
significant and the significance, to the puzzle of the desire of the Other, that the subject veils with fantasy. This puzzle
of the desire of the Other happens by the incidence of the father function: the incidence of the father operating a dis‐
tance between the mother and the offspring. Enlightened by psychoanalysis, it is possible to state that to face the di‐
mension of real is the way out to the act of desire. It must be included in this dimension: the act of learning.
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Freudian matrix, which introduces the fundamental dimensions of the inconsistency on the
Other’s knowledge, in the access to learning, suggests to us the need of a precision over the
knowledge of the Other, given that on the one hand, it is notorious and largely accepted that
the transference, namely the supposition of the knowledge in the Other, it is a condition to
the learning process to take place.
According to [19], [20], in one side, institutes the Other as a place of supposition of knowl‐
edge. But, in the other side, he places the missing point of the knowledge of the Other, a point
that touches the impossible of the real and once supported at the act, opens possibilities, in‐
cluded the possibility of learning, the main interests of this discussion. So, it is possible to fig‐
ure that the Other is structurally the place of supposition of knowledge, based on the
paradigm of supposition of knowledge in Socrates by Alcibiades in the Plato’s Banquet [21].
But the knowledge is not all, because the Other of knowledge is castrated. The Other does not
know everything. The Other's castration concerns to an opaque spot in his knowledge. The
missing point on the knowledge of the Other introduces the subject's always traumatic meet‐
ing with the puzzle of desire of the Other that launches the separation operation which is one
of the two operations of the subject's constitution in the fields of the Other [16] and [17]. But
such approach overpasses the limit of the current article. The missing point found in the Oth‐
er appears in gaps, inside blanks on the Other’s discourse. Those blanks are resistant to the
glue effect: what would be the reason that the adult Other tells me that? [16]. The desire of the Oth‐
er is beyond or above what the Other says just as what the child understands as a meaning.
At this point, it is important to say that, according to [22], the question does not consists on
not supplying the child with the explanations that he/she is investigating and that is re‐
quired by the unstopping curiosity. The problem is that the educator’s trammel ends up in
some positions that obstruct the invention of a missing knowledge coming from the redial
"not-known". Such positions move from one extreme to the other, or totally denying any ex‐
planation to the child, somehow, treating the sexual issue as a taboo, leaving the child in a
complete state of emptiness, or giving excessive explanations, leaving to the child the chance
to get to know too much, without the possibility of keeping the missing point of knowledge
which would stimulate a kind of “going ahead” that, regarding the cognitive level, mani‐
fests itself in the act of learning. In this idealizing educating position regarding to want to
explain “everything”, it is not considered that, as already said, even when there is a real
wish for this “everything”, it is structurally impossible, once no exposition will be clarifying
enough. But, even though, as already pointed out as well, the “knowing too much” does not
ends up unpunished.
[19] argues that although knowledge and knowing are not the same thing. so, here, what
really matters is to privilege that there is no any possibility to get out of the excess of embar‐
rassment got from the demand of material to be learn if there is an excess of embarrassment
caused by the missing point on the knowledge of the Other regarding to the truth that the
educator Other does not know everything. It is important to say that the knowledge Lacan
talks about, is an unconscious one. So, the possibility of appeasing the excess of embarrass‐
ment felt by the infant that faces the puzzle of the desire of the Other - a puzzle quite fre‐

Attention – Deficit Hyperactivity Disorder (ADHD) in Psychiatry and Psychoanalysis
http://dx.doi.org/10.5772/52880

quently found on the frames of ADHD - and the following possibility of the learning act and
of the joy feeling that comes from the learning process, only takes place by the missing meet‐
ing with the inconsistency on the Other [20] which is introduced by his enigmatic desire.
Still, moored at [19], it is a good time to point out something that was already mentioned,
namely, the aforesaid structural inhibition of the sexual curiosity on children can be read on
the always traumatic meeting between the child and the hiatus on the knowledge of the
Other. As a corollary, it is found as a legitimate possibility of this approach: the possibility
to read the relation of structural sexual inhibition and the access to the cognitive develop‐
ment based on the relation between the missing meeting with the inconsistent knowledge in
the Other and the learning act. Such approach is a legitimate possibility, in the sense that the
sustainability, before the hiding of the missing point on the knowledge of the Other17, causes
the repositioning of the subject facing the Ideal. Ideal that, according to [23] and [24], as al‐
ready said, hides the hiatus on the knowledge of the Other. Such repositioning of the child
facing the Other extremely idealized, holds a subversive relation of child and knowledge on
the learning process. Such subversion provides an open space to the learning process avoid‐
ing the individual's tiring of modeling regarding to an idealizing dimension that can be
found on the educational fields, giving the possibility to the subject to put something of his/
hers own, inside what they have gotten from the Other.
After this analysis, it is possible to go back to the question based on a psychoanalytic view,
regarding the cause of Attention - Deficit Hyperactivity Disorder, and to argue that the
cause of these symptoms (inattention and hyperactivity) is paradoxically the cause of the de‐
sire of the Other18 hided, imaginatively covered because the extreme anguish launched by
the object of desire of the Other. About this point, the following sentence: “He tells me that,
but what is it that he wants?”, is paradigmatic. This is just one more way of saying that in
regard to the cause of the symptoms of inattention and hyperactivity which obstructs the act
of learning and the joy feeling that comes from the learning process, we can, frequently, ver‐
ify an excessive embarrassment of the subject that suffers from these symptoms with the
opacity point on the knowledge of the Other closely connected to his enigmatic desire.
So, the question: “would it be the lack of social interaction a consequence of the syndrome
itself or would this lack of social interaction just a signal of the main point in this etiology
that happened to these children?” ([13], p.519), that is taken as a starting point to present
what psychoanalysis could say and contribute to the approaches on symptoms on inatten‐
tion and hyperactivity, gives the possibility to argue against the organicit literature that
ends up unaware of the possibilities, proof by psychoanalytic treatment on children, that the
symptoms on these same children20, “can represent the truth of the family couple” ([25], p.
36921). Somehow, Lacan, once placing this statement, means that “what can be seen as symp‐
17 The hiding operation of the hiatus of knowledge of the Other, is what we can see, frequently, on ADHD frames.
18 It is important to point out that the mentioned cause of the enigmatic desire of the Other comes from an object that
is missing, as an specific object. So, it is unbearable and a source of extreme anguish, and, because of that, this cause
regards to the register of real, a register of the impossible of knowing. In addition, this cause is hided and imaginative‐
ly covered. In other words, the subject, in its fantasy, gives an imaginary consistency to this object.
19 Translated from the Portuguese.
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tomatic in these children depends on questions that devastate the couple or the mother.
These are unconscious questions, which refer to what they do not know about themselves”
([26]22). But, even if the symptoms are kept this way, the children do not receive peacefully
the difficulties of the family couple. Actually, children have their own fault in the symp‐
toms, in a sense that the symptoms take place by “the way they capture what was transmit‐
ted and how they invest on their own symptoms, all the gains they get from it and it will
constitute the resistance in which they will grab on their illness” ([27] apud [26]23).
Regarding the investments a subject does on the symptom and the gains that he/she gets
from this symptomatic dimension, we can say that this point reaches the question referred
to the subject's responsibility over the symptom which he/she suffers and complains about.
And, according to this point, even though the present section is concerned with the psycho‐
analytic view of symptoms on inattention and hyperactivity, regarding a logical rhythm
which is privileged in this article and not a chronological one, again, it is impossible to stay
away from doing an insertion in the psychiatric scenario to present a psychoanalytic coun‐
terpoint, aiming to walk forward on this theme.
Inside psychiatry, [28-31], determined to demonstrate the legitimacy of the medical concept
of mental illness and to find a criteria of diagnosis, effective enough to avoid mean practices
and abusive mistakes on the psychiatric practices that anti-psychiatrists had the merit of de‐
nouncing, introduces an approach of mental illness in which the demarcation criterion to
distinguish the latter from other conditions is based in a medical and philosophic interface.
Fulford argues that the mentioned demarcation criterion is the failure of intentions and ac‐
tions, and, because of that, a breakdown of rationality is seen. “He claims that one who is
mentally ill fails to act harmoniously with his intention and suffers from that” ([32], p.397):
“I did not want to have done it, I do not know why I did it”.
Fulford’s arguments, that have found large acceptance on the british psychiatric and philo‐
sophical fields, extracts direct consequences from delicate and polemic questions that belong
to mental health, as for example, the exemption of the responsibility over the mental illness
which reaches what we are talking about. According to his argument, exemption of respon‐
sibility is a logical consequence and an ethical practice on the mental illness once the subject
that suffers from mental illness presents a disturbance on the harmony between intention
and action. After Fulford, the debate about exemption of responsibility by psychiatry and
philosophy got fresh air, because he got the ward of introducing an intermediate approach
inside the rusted and foreseeable debate between orthodox psychiatrists and anti-psychia‐
trists, welcoming the criticisms from the anti-psychiatrists, but sustaining the legitimacy of
the medical concept of mental illness. The question would be answered if we agree with the
approach developed by Fulford on intention restricted by the imaginary dimension, that is
20 In accordance to psychoanalytic approach on ADD, lack of attention and hyperactivity are symptoms presented by
the children.
21 Translated from the Portuguese.
22 Translated from the Portuguese.
23 Translated from the Portuguese.
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conscious, apprehensible, cognitive and transparent in itself. However, the question gets
even more complicated, once psychoanalysis has a lot more to say about the intentional acts
and the responsibility.
Freud’s literature left us a great legacy about intention. [33], [34] and [35] are texts in which
Freud, in a rigorous and beautiful way, shows the core of the intention in the unconscious
registers. Not in the registers of a transparent knowledge to itself which is the conscious
knowledge, but of an unconscious knowledge that does not aware of itself. Even though it is
not aware of itself, the subject suffers from its effects. Since the beginning of his clinical ex‐
periences, Freud sustained an ethical position regarding unconscious intention and respon‐
sibility of his hysterical patients' psychopathologies. Freud strongly remarks this point when
he says, for example, at the end of Elizabeth’s case [36] that the psychopathology depends
much less on personal and volunteer factors than we could think of. With the Freud’s sub‐
versive cuts on all and any of literature about an alleged rationality of actions based on a
conscious intention, and, because of that, about a psychopathology based on a breakdown of
racionality, and, consequently, on a failure of this intention [32], “we can effectively call the
argument given by Fulford, namely, the failure of intention in mental illness, into question
since Freud’s argument implies the presence of an unconscious intention” ([32], p.401).
Freud’s ethical position regarding this issue becomes radical when he tells that the ego is no
longer the master in its own house.
However, it is important to restrict the elements of intention and responsibility in this dis‐
cussion, to the symptoms of inattention and hyperactivity. In this sense, it is a good time to
say that, based on Psychoanalysis, a possibility is opened to the “inattentive”, “hyperactive”
and, consequently, “failed” subject, regarding the categories involved with the act of learn‐
ing and the joy of the learning process by the time when these subjects are taken to a psy‐
choanalytic treatment and can be heard. Being heard does not mean been taken as a
“victim”, because it is also part of Freud’s legacy, the ethical warning of not exempting the
subject who claims suffering of any kind from his personal responsibility. Listening to the
“inattentive”, “hyperactive” subject means put him/her to work, in the sense that they must
question themselves by the jouissance24 dimension related to this “failure”. Questioning the
“failed” subject about his/hers responsibility over their complains about things that do not
work out well, even if the “failed” subject claims that the causes of symptoms on inattention
and hyperactivity show something that is beyond his intention, a fail of the conscious inten‐
tion which ends up pointing toward, even if implicitly, a pure psychic determinism, as sug‐
gested by Fulford’s approach.
According to [37], something new on Psychoanalysis was, actually, indicating that at the ex‐
act point in which the individual seems tight to a certain determinism, being forced to act by
a natural force, it is recognizable the dimension of an agreement that points toward the
range of the subject's responsibility over the complains and his/hers wish to place them‐
selves as the “victim”. By the “failure”, jouissance is put into question, moving the individu‐
24 Jouissance: psychoanalytic notion closely articulated to the problematic satisfactions as, for example, satisfaction on
an act that would cause contempt (being a “failed” at school), or still feel nausea for an act that would bring pleasure)
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al towards an extraction of satisfaction in this dissatisfaction. And, actually, because of that,
“different from a real determination, in which the individual cannot be blamed by its acts,
the jouissance is what allows the talk about a responsible individual” ([37], p.3725).
Thus, questioning the range of “inattentive” and “hyperactive” subject’s responsibility, even
though there can be the claim possibility related to objective conditions which would ex‐
empt him from his personal responsibility, it means questioning the satisfaction issue ex‐
tracted by this subject in the referred position of “inattentive”, “hyperactive” and,
consequently, “failed” and “victim”. Talking about the subject's range of responsibility over
the “failure”, it means that the cause of the “failure”, differently from the cause in place at
the game played at the fields of natural sciences, is a cause under an agreement [37]. Even if
the psychoanalytic approach does not eliminate the psychic determinism dimension on the
structural submission of the subject's desire to the desire of the Other [16] and[17], there is a
possibility of questioning, in a certain level, this submission, in a sense that there can be a
range of freedom introduced by the desire in its separating function, and not just a pure psy‐
chic determinism ([16] and [17]).
Such range of freedom introduced by the desire in its separating function gives the possibili‐
ty to the subject to put something of his/hers own, inside what they have gotten from the
Other. As in Goethe: “what you have inherited from your parents, conquer it, to make it
yours”, this idea is just possible by making holes in the axiomatic consistency of the fantasy
and the trimming of the Ideal, once they are structural and, thus, can not the eliminated.
Thus, questioning the subject's range of responsibility on its symptoms of inattention and
hyperactivity means working over their position by facing the hiatus of knowledge in the
Other, walking towards changing the subject’s position when facing the opacity point in the
knowledge of the Other, in a way that the subject is not deceived by fantasy and can ques‐
tion this Ideal dimension, when excessive, submitting to it minimally and sustaining his/
hers differences.
Also, this article aims to say that to privilege during the treatment of inattention and hyper‐
activity symptoms the subject’s position does not imply, in any ways, by psychoanalysis, the
disregards of the ethical accomplishment of people, places and entities able to occupy the
Ideal’s place. If it would be the case, once the subject under psychoanalytic treatment, inevi‐
tably, puts the psychoanalyst in this place, for the psychoanalyst it would not be any interest
to not respond from this place of the Ideal, assuming that what really matters is the subject’s
position facing the Ideal. The psychoanalyst would believes that he or she have nothing to
do with it. Actually, it’s the opposite, the psychoanalyst must not respond from this place of
the Ideal. He must hear the subject inside its difference, sustaining the questioning about
what he or she desires, instead of guide a kind of orthopedic and modeling practice, sup‐
ported by a “a priori” knowledge that assesses and says what is the “best” for the patient.
The psychoanalyst must question about the range of responsibility over what the subject ap‐
parently does not have: “I did not want to be inattentive, but there is something stronger
that goes beyond my intention and makes me failed”. He must support a non totalizing di‐
25 Translated from the Portuguese.
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mension of knowledge in the Other facing the demand of an knowledge that was idealized
in this psychoanalyst, by the subject.

3. Final considerations
After placing this short psychoanalytic approach on symptoms in general terms, we will ar‐
gue that in relation to the symptoms of lack of attention and hyperactivity, it is possible to see,
quite often, on these frames, a regular fail on the father function that operates a necessary dis‐
tance between mother and offspring. According to [38] apud [26]26), the agitation comes to be
put in the spot of this missing distance, on these frames, between the offspring and the moth‐
er. “Such distance searchs a way to refuse the maternal demands that are made to them” ([38]
apud [26]27). As soon as this distance is missed, the puzzle of the desire of the maternal “Oth‐
er” can be the source of the extrem anguish, introducing symptomatic effects in many differ‐
ent dimensions, including in attention, which is the main interest of this article.
Taking this direction, it is important to say that, as stated by [13], “this syndrome enlight‐
ened by neurosis is not a mystery, not even a recent discovery” (p. 628). It suggests the prob‐
lematic dimension given by the “new symptoms”, because when these called “new
symptoms” are analyzed closely, they do not look as new. Such problematic dimension
seems based in a logical thought that intends to privilege the reference given by Frege in his
text: On the sense and the reference.
[39] in this classic article, states the need of the construction of a relation, in equal terms, be‐
tween two names that refer to the same thing – even if they have a different sense, it means,
different presentation ways. To picture it, the famous example given by Frege: “Morning
Star” and “Evening Star” would be names which would place an equal relation, in the sense
that even being a different sign with a different sense, they refer to the same thing, as be
pointed out, Venus. Thus, equality concerns to reference. So, even if Frege is stuck in this ar‐
ticle with the logical equality, it shows the difference concerned with the dimension of
“something else” in the place of the “same thing”. This logical indication of the difference as
concerning not to a difference in the sense, but to the reference, is actually what seems to be
in place in the logic of the natural sciences, which have the intension to be always launching
a “something else” to be called a radical new precept that seems to be moored on the refer‐
ence empire.
This logical writing about difference also interests psychoanalysis. However, as argues [40],
[41] gives more contributions to this logical reference issue. He goes one step ahead in this
particular question saying that the reference is always phallic29, once this dimension of “the
same thing” or “the something else” assigned by Frege veils another dimension, namely the
26 Translated from the Portuguese.
27 Translated from the Portuguese.
28 Translated from the Portuguese.
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dimension of real30 of the structure. Therefore, as by this new step given by Lacan, it became
possible to think that the “other thing” regarding the logical approach by Frege is a mask of
the real, an apparent difference, even if this same difference, that can be veiled, points to‐
ward to the real, in the sense that the phallus is the “presence of the missing real object”
([42], p.4531). Therefore, from this precise and rigorous contribution of Lacan, it is legitimate
to question this new radical precept on contemporary symptoms, such as, our object of anal‐
yses in this article: Attention Deficit Disorder / Hyperactivity.
That is exactly why, in psychoanalysis, Attention - Deficit Hyperactivity Disorder (ADHD),
cannot be taken as a diagnosis. However, it does not exclude, as argued, the psychoanalysis
contribution on this symptomatic configuration, but not restricted to the new presentation
ways assumed by this question, but facing the real of the structure veiled and pointing at the
same time by the reference, namely, the excessive idealization of the father’s knowledge in
the place of the Other, and, because of that, a fail in the incidence of the father function that
operates a necessary distance between the mother and the offspring.
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Quality in Delivery of Mental Health Services
Mary Ditton
Additional information is available at the end of the chapter
http://dx.doi.org/10.5772/52295

1. Introduction
Quality in health care is an important contemporary topic because of rising consumer ex‐
pectations of health care amidst constrained health care budgets. Historically mental health
services have been the poor cousin of health care services generally, and acute health care
services specifically. At this time when quality in health care is occupying more space in the
health care literature, it is opportune to review what inroads have been made as far as quali‐
ty in delivery of mental health services.
This chapter will examine the movement towards quality management in health care and
explore the divide between quality in general health care and quality in mental health care.
After this, what is considered quality in delivery of mental health services is discussed and
finally the challenges to quality in delivery of mental health services and methods to over‐
come these challenges are analysed.

2. The significance of mental illness and the costs of mental health
services
The Australian national survey of mental health and wellbeing [1] estimated that 45% of
Australians aged between 16-85 years, that is, approximately seven million people, experi‐
enced a mental disorder over the course of their lifetimes, while 20% experienced symptoms
of a mental disorder over the the twelve months prior to the survey. Anxiety, affective and
substance disorders were experienced by fourteen per cent, six per cent and five per cent of
the population respectively [2].
Mental disorders are ranked third after cancer and cardiovascular in the major morbility
and mortality disease burden groupings and mental disorders account for thirteen per cent
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of the total disease burden in Australia [3]. Generally the disease burden for mental illness is
non-fatal with only 718 deaths in 2008, excluding suicide and dementia, due to mental ill‐
ness as a result of substance abuse involving alcohol and heroin [4]. The most mental illness
burden is attributable to anxiety, depression, alcohol abuse and personality disorders.
Mental health services are complex and the Australian government has divided them into
groupings based on point of contact for treatment [5]. Mental health services consist of men‐
tal health-related care in general practice, in emergency departments, community mental
health-related care and hospital outpatient services, ambulatory equivalent mental healthrelated admitted patient care, Medicare–subsidised psychiatrist and allied health services,
admitted patient mental health-related care, residential mental health care, mental health-re‐
lated supported accommodation assitance program services, support services for people
with a psychiatric disability, and specialised mental health care facilities. These groupings
are arranged from simple to more highly specialised treatment and accommodation ar‐
rangements and usually reflect the increasing seriousness of the impact of the mental healthrelated problem on the individual, family and society.
Australia spent $5.8 billion on mental health-related services during 2008-2009 [6] and this
equated to an avergae annual increase of 4.8% on expenditures over the previous four years.
The total health care expenditure in the same peiod was $112.8 billion with health taking up
9.0% of Australia’s Gross Domestic Product (GDP). If mental disease accounts for thirteen
per cent of the burden of disease [3], then it is clear that mental health services are not get‐
ting a proportional allocation of Australian government health funds.
The United States spends far more proportionally on health care than most Western coun‐
tries, spending 16 % of GDP in 2008-2009 amounting to $2.5 trillion [7]. Mental health care
costs contribute to about 100million in 2003 which amounted to 6.2% to these health care
costs [8]. Apart from these direct costs the indirect costs of mental illness are incurred
through reduced labour supply, public income support payments, reduced educational at‐
tainment and costs associated with other consequences such as incarceration or homeless‐
ness. In fact serious mental illness is associated with the annual loss of earnings totally
$193.2 billion [9].
In 2007-2009, an average annual 3.2 million or 8.6% of young adults aged 18-26years had
some health ecpenses for mental disorders. Direct medical spending to treat mental health
disorders in young adults totally $6.5 billion as a average annual cost [10]. According to the
latest US Agency for Healthcare Research and Quality [11] treating America’s youth for
mental disorders is the most expensive children’s medical condition, costing almost 9 billion
dollars in 2006.
Mental ill health is the largest single cause of disability in the UK accounting for 23% of the
overal burden of disease, compared to 16% each for cancer and cardiovascular disease [12].
In 2010-2011, The United Kingdom spent £118.58billion on health care which was approxi‐
mately 8.7% of GDP [13], whereas the cost to the NHS for mental health problems and social
care costs was over £21 billion a year. The economic and social costs of mental health prob‐
lems is estimated at £102.5 billion in 2009-2010 [12]. However the majority of the impact of
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mental illness falls on patients and their families and amounts to costing about £53.6 billion
a year. Mental health conditions tend to affect people early in life with 50% of cases occuring
before 14 years.

3. Movement towards quality management in health care
Much of the work on quality in health services rests on the influential framework of Dona‐
bedian [14] which focused on three components: the structure of the services, the process of
provider-client intervention, and the outcomes of the care. This is a comprehensive frame‐
work including public services and resources, providers, and consumers. However the
movement towards quality management in health care only got traction some time after Do‐
nabedian’s framework because of the public concern about the apalling low level of quality
of health care.
Patient safety started in 1999, when the Institute of Medicine, an agency of the US Govern‐
ment, issued the report, called To Err is Human, [15] which stated the following:
• Between 44,000 and 98,000 Americans die each year from preventable medical errors in
hospitals alone. That does not account for those who die from medical errors outside the
hospital.
• It is the equivalent to the number of people who would die if a jumbo jet crashed every
day, and all its passengers died.
• Medical errors cause more deaths than motor vehicle accidents, breast cancer or AIDS.
The report highlighted the reasons the reported deaths happened, calling for a shift from
placing blame, to finding the reasons and fixing them. It further outlined a series of proac‐
tive recommendations for doing just that. The recommendations [15] from To Err is human
were:
1.

Establishing a national focus to create leadership research tools and protocols to en‐
hance the knowledge base about safety.

2.

Identifying and learning from errors through immediate and strong mandatory report‐
ing efforts as well as the encouragement of voluntary efforts both with the aims of mak‐
ing sure the system continues to be made safer for patients

3.

Raising standards and expectations for improvements in safety through the action of
oversight organisations group purchasers and professional groups.

4.

Creating safety systems inside health care organisations through the implementation of
safe practices at the delivery level. This level is the ultimate target of all recommenda‐
tions.

The health care system is complex and Australia has developed a National Health Perform‐
ance Framework that has been modified since its inception in 1999. The safety of the health
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care system has been defined by the National Health Performance Framework as the avoid‐
ance or reduction to acceptable limits of actual or potential harm from health care manage‐
ment or the environment in which health care is delivered. Similar definitions are in wide
use in Australia. For instance, the former Australian Council for Safety and Quality in
Health Care, replaced by the Australian Commission for Safety and Quality in Health Care,
defined safety as the degree to which potential risk and unintended results are avoided or
minimised. The WHO [16] developed a Conceptual Framework for the International Classi‐
fication of Patient Safety in 2009 so that all health systems are talking the same language
about patient safety.
Quality is a multi-faceted concept which can be defined in different ways. At a broad level,
quality reflects the extent to which health care service or product produces a desired out‐
come [17]. At a more detailed level, the National Health Performance Framework views
quality as a guiding principle in assessing how well the health system is performing in its
mission to improve the health of Australians. The Framework's dimensions for the assess‐
ment of health system performance include effective, responsive, continuous, sustainable,
efficiency, accessible and safety, all considered relevant to the quality of health care services.
In its report Charting the Safety and Quality of Healthcare in Australia [18], the former Aus‐
tralian Council for Safety and Quality in Health Care presented information relating to the
dimensions of effectiveness, appropriateness, accessibility and responsiveness as relevant to
the quality of health care in Australia. Complementing the information on those dimensions
was information on safety, and also on equity, or the degree to which all Australians could
benefit equally from health care service provision.
Improvements in quality and safety in health care are important because of rising cost of
health care and an increasing concern of poor value for money. In spite of the money and
effort spent on health care, poor quality and variations in practice, medical errors, injuries
and lack of accountability abound [19]. It is a dilemma to know where to begin because per‐
formance of health systems and quality of health care are often used interchangeably al‐
though there are differences. Nolte [20] differentiates between quality and performance by
referring to the definition of ‘quality’ proposed by the US Institute of Medicine which is the
‘degree to which health services for individuals and populations increase the likelihood of
desired health outcomes and are consistent with current professional knowledge’ (1992) and
definition of ‘performance’ suggested by Girard and Minvielle [21] as a broader, multidi‐
mensional concept that also includes dimensions of equity and efficiency.
In Australia there are National Standards for Mental Health Services [22] designed for im‐
plementation in public, private and NGO mental health services. The Australian Council of
Healthcare Standards [23] is an independent not-for profit organisation. The Council re‐
views health care organisations and mental health services for perfomance, assessment and
accreditation. It aims to provide a framework through the Evaluation and Quality Improve‐
ment Program (EQuIP) to deliver consumer centered services focussing on the continuum of
care by providing systematic external peer review. The Council reviews mental health serv‐
ices against the National Standards for Mental Health Services and EQuIP.
The Standards within the National Standards for Mental Health Services [22] are:
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1.

Rights and Responsibilities

2.

Safety

3.

Consumer and Carer participation

4.

Diversity Responsiveness

5.

Promotion and Prevention

6.

Consumers

7.

Carers

8.

Governance Leaderships and Management

9.

Integration

10. Delivery of Care
Accreditation by meeting standards is a minimum requirement for mental healath services
and healthcare generally. Accreditation is a static achievement that needs to be renewed ev‐
ery few years. In Australia 93% of public (that is 637 hospitals) and private hospitals (that is,
543 hospitals) are accreditated with either the Australian Council of Healthcare Standards,
Business Excellence Australia, Quality Improvement Council or the certification of the Inter‐
national Organisaiton for Standardisation’s 9000 quality family [24]. Funding sources de‐
mand that health care facilities are accreditated. Being an accrediated hospital has not
stopped significant problems in patient care.
The drive towards improvements in health care is faced with many challenges, such as
countless providers and patients, institutions and communities, and incremental policies
driven by experience and evidence rather than theory and ideology. Health system perform‐
ance measurement and reporting are part of a global move for accountability and transpar‐
ency in health services and consumer engagement and contribute to the continuous quality
improvement cycle [25]. Quality improvements can occur without measurements, for exam‐
ple clinical guidelines, peer review, videoing consultations, and patient interviews, howev‐
er, measurement is important to quality improvement.
Kohn, Corrigan, and Donaldson [26] consider health care to be a highly complex and tightly
coupled system which are the types of systems that are more prone to accidents. In complex
systems one component of the system may interact with multiple of the components of the sys‐
tem in sometimes unexpected and invisible ways. Complex systems are both specialised and
interdependent. Coupling is a dynamic term that means there is no slack or buffer between two
items. Large systems that are tightly coupled have more time dependent processes and sequen‐
ces that are more fixed. Tight coupling contributes to more accidents because things unravel
quickly and prevent errors from being intercepted or prevent speedy recovery from an event.
Latent errors or system failures, according to [26] pose the greatest threat to safety in a com‐
plex system because they lead to operator errors. They are failures built into the system and
present long before the active error. Latent errors are difficult for people working in the sys‐
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tem to see because they may be hidden in computers or layers of management and people
become accustomed to working around the problems.
Such is the difficulty of getting health care right, [17] regard health care as characterised by
islands of excellence in a sea of mediocrity. So there has been a steady increase in emphasis
on continuous improvement of health care rather than leaving safety and quality to a static
achievement of accreditation once every three or four years.
The approach to improvement in quality has been systemic and systematic, with the con‐
sumer perspective. Runciman, Merry, and Walton [17] have seven dimensions of quality in
health care that involve:
1.

Access

2.

Efficacy and effectiveness

3.

Efficiency

4.

Safety

5.

Timeliness

6.

Acceptability

7.

Appropriateness

These 7 dimensions operate at world international; state/national; organisational; team;
clinicians; and patient levels.
Within health care there has been changes about safety and quality and managing problems
that arise. Vincent [27] summarised these in a table:.
Past

Future

Fear of reprisal common

Generally blame free reporting

Individual scapegoat

Individuals held to account where justified

Disparate Adverse Errors databases

All database coordinated

Staff do not always hear the outcome of investigation

Regular feedback to frontline staff

Individual training dominant

Team based training more common

Attention focuses on individual error

Systems approach to hazards and prevention

Short term Fixing of problems

Emphasis on sustained risk management

Many Adverse Drug Events (ADE) regarded as one offs

Potential for replication of similar ADE recognised

Lessons from adverse events seen as primarily for the team Recognition that lessons may be relevant to others
concerned
Individual learning

Team based learning and developing of non-technical skills

Table 1. Changes in Approach to Safety and Quality in Healthcare
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Indicators are explicitly defined and measurable items referrring to structures processes and
outcomes of care [28]. Developing and applying quality indicators is not easy. There are
three types of indicators. Activity indicators measure how frequently an event happens.
Quality indicators infer a judgement about the quality of care provided. Performance indica‐
tors are statistical devices for monitoring performance without any necessary inference
about quality. Indicators do not provide answers but they are indicative of problems or may
indicate good quality care.
Continuous improvement is a planned way of improving care for patients and carers step
by step over time. The reflective cycle for continuous improvement follows the Plan-DoStudy-Act model of improvement of Langley, Nolan and Nolan [29]. Ferlie and Shortell [30]
in discussing quality improvement in healthcare in the UK and the US, said that there are
four essential core properties that must operate at individual, group/team, organisational
and larger system level. These four essential core properties are: 1) leadership at all levels; 2)
a pervasive culture that supports learning throughout the care process; 3) an emphasis on
effective teams; and 4) greater use of information technologies for both continuous improve‐
ment work and external accountability.
3.1. Consumers and health care
Consumers‘ expectations of health care are certainly different from those of health care pro‐
viders. As far as quality in health care is concerned [31] study found that consumers descri‐
bed quality in health care in terms of access to care, having competent and skilled providers,
and recieving the proper treatment. From nurses consumers in the same study wanted car‐
ing behaviour, competence and skill, good communication and discussion about their condi‐
tion.
Engagement with consumers in health care can occur at three levels [32]. Informed choice is
the role that is most actively promoted for consumers and within that sphere shared deci‐
sion making is promoted to a lesser extent. The two other levels of engagement are less often
encouraged and supported. These levels deal with consumers as active participants in their
care (co-producer role) and consumers evaluating the care they recieve (evaluator role).
Although speaking of health care reform in the United States, [33] take the importance of
consumer engagement further and state that ‘engaging consumers is an essential component
to health care reform‘. Consumers of higher education, higher incomes, no health insurance
and good self reported health have higher levels of engagement with their health care. Inter‐
estingly, people with depression have lower levels of consumer engagement in thie health
care. Hibbard and Cunningham’s research shows that consumers that are more involved in
their health care have lower levels of unmet needs and recieve greater support from health
care providers.
The value of consumers to the drive for quality in health care is part of incorporating the
end user into the design and delivery of health services. Health services however are not
like industrial complexes. [34] compares the quality improvement strategies in reshaping
Toyota with quality attempts in health care. The problems for health care lie in providers
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not being able to anticipate that quality improvements will result in higher prices, increased
volume or decreased costs.
[35] take the point about consumer involvement in quality in health care further and delin‐
eate five principles to improve the effectiveness and impact of public reporting in health
care quality. These principles are:
1.

Consumers must be convinced that health care quality problems are real that they have
serious consequences and that quality can and should be improved.

2.

Quality reporting must be standardised and universal

3.

Consumers are given quality information that is relevnt and easy to use

4.

Dissemination of quality information is improved

5.

Purchasers reward quality improvements and providers create the information and or‐
ganisational infrastructure to achieve them

Certainly, [36] were cautious about consumer led quality improvements in health care.
These authors stressed that greater clarity has to be obtained about what consumer satisfac‐
tion with the health system (not just health treatments) is all about.
The UK has moved forward with consumer engagment in healthcare with the Care Quality
Commission forming in 2009 as the independent regulator of health and adult social care in
England. It replaced the Healthcare Commission, Commission of Social Care and the Mental
Health Act Commission. Every year the Commission conducts patient surveys on the NHS
Trusts throughout England. The survey is based on the Picker Patient Experience Question‐
naire that has been validated across five countries in, Germany, Sweden, Switzerland and,
Germany as well as the UK [37]. The dimensions of patients‘ experience in the Picker adult
in-patient questionnaire are:
• Information and education
• Coordination of care
• Physical comfort
• Emotional support
• Respect fro patient preference
• Involvement of family and friends
• Continuity and transition
• Overall impression
The commission‘s patients survey compares the responses with previous years results and
these reports are given back to the specific Trusts with comparison data from other Trusts.
Trusts are expected to improve their performace because the Commission is the regulator
and has a Judgement Framework and an Enforcement Policy.
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Consumer input to improving mental health services has been recognised in the US with the
development of the Consumer-Orientated Mental Health Report Card which is organised
around prevention, access, appropriateness, and outcomes with consumer satisfaction in‐
cluded under each area and each of these areas is associated with indicators. The Mental
Health Statistics Improvement Program [38] has taken the Consumer Orientated Mental
Health Report Card and it has been adapted for use with inpatients, youths and families and
translated into French and Spanish.
In an era when there is sustained political rhetoric in favour of consumers involvement in
health care [39] the media’s interest in critical contributions is limited, preferring to sensa‐
tionalise issues as part of the production of news [40]. However the media does have a legit‐
imate role to play in health policy and health services within democratic societies.
The media is significant in the relationship between health decision makers and patients,
providing a communication channel influencing the demand and supply of medical treat‐
ments sometimes reagardless of evidence of effectivenss, providing a voice for whistleblow‐
ers and a platform for patient safety disasters to be exposed. In reporting medical errors the
media often takes the simple approach of blaming those doctors who fail to live up to some
imaged medical paragon [41], and missing the failures of the poorly developed and man‐
aged health systems that allow these mistakes to occur.
There have been situations in which the media has been involved in the ongoing exposure
of major health system failures such as Dr Jayant Patel in Queensland [42], Sydney Morning
Herald‘s coverage of the Cambelltown and Camden hospitals problems in 2004 [43], and
The Guardian‘s report of Professor Bolsin’s account of events at the Bristol Royal Infirmary
in the 1990s [44]. Even the power of the press however, finds it hard to make much of an
impression against the medical fraternity which is backed by the government. Most system
failures take years to pass through the process of breakdown in patient safety, whistleblow‐
er, public exposure with the press, public inquiry and recommendations, to implementation
of changes within the health system and system improvements to prevent the same prob‐
lems occuring again. Not only does this process take years there are many casualities on the
way as patients suffer and whistleblowers lose their jobs and their reputation‘s suffer as was
the case with Professor Bolsin.
In 2002 the World Health Assembly urged the WHO and Member states to pay the closest
possible attention to patient safety and in 2004 launched the WHO patient safety program
with Sir Liam Donaldson as the WHO envoy for patient safety. The WHO definition of pa‐
tient safety is simply: the absence of preventable harm to a patient during the process of
healthcare. WHO patient safety has initiated two patient safety campaigns involving hand
washing and a safety checklist to improve compliance with surgey standards and decrese
complications.
One initiative of the WHO Patient Safety is Patients For Patient Safety (PFPS) [45]. Patient
For Patient Safety (PFPS) is a collective voice of patients and consumers concerned about pa‐
tient safety issues. This active process involves patients and consumers as partners in health‐
care and operates in countries and globally.
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4. The global burden of mental disorders
The global burden of mental disorders is considerable. The [46] reports that as many as 450
million people suffer from a mental or behavioural disorder, nearly 1 million people commit
suicide every year, four of the six leading causes of years lived with disability are due to
neuropsychiatric disorders (depression, alcohol-use disorders, schizophrenia,and bipolar
disorder) and those suffering from a mental illness are also victims of human rights viola‐
tions, stigma and discrimination both inside and outside public institutions. The gap be‐
tween the need for treatment for mental disorders and resources available is greater in
developing countries than in developed countries. In developed countries between 44% and
70% of patients with mental disorders do not recieve treatment, whereas in developing
countries the treatment gap is close to 90%.
Disadvantages are accumulative in health and mental functioning is fundamentally connect‐
ed to physical and social functioning and health outcomes. Depression is often associated
with chronic physical illness and requires comprehensive treatment to achieve the best
physical outcomes. The family bears the burden of a family member with mental illness but
the extent of this burden is hard to quantify. Sometimes the stigma associated with mental
illness extends to the family and causes isolation and discrimination.
Reputable sources such as the [46] report situations of mental patients being chained as a
form of treatment. The New York Times in 2009 reported examples of abuse during psychat‐
ric treatment in Kings County Hospital [47]. The political abuse of psychiatry which is the
misuse of psychiatric diagnoses and treatment to obstruct the human rights of individuals is
well documented in a recent review by [48].
The huge treatment gap in mental health in developing countries requires innovative think‐
ing rather than repeating the clinic or hospital based patient management by specialist men‐
tal health professionals as occurs in Western countries. Vikram Patel [49], a psychiatrist from
the London School of Hygiene and Tropical Medicine, said that mental health care in devel‐
oping countries needs to shift treatment to appropriately trained and supervised lay people.
The precise model of care for mental health in developing countries depends greatly on the
local health system factors and in particular the state of the general health system and the
political commitment to public health [50]. A great deal has to be done about mental health
advocacy and raising the priority of mental health with donor agencies.
There is a complex interaction between poverty and mental disorders. Mental disoders are
costly in terms of treatment and loss of productivity. Other factors such as low educational
levels, poor housing and malnutrition contribute to common mental disorders. Povery con‐
tributes to mental disoders and mental disorders contribute to poverty. Similarly, work edu‐
cation, violence and trauma are linked in a vicious cycle to mental disorders [46].
Traditionally underserved groups include those who are geographically remote, those of
disadvantaged socioeconomically minorities, people with disabilities, women and indige‐
nous people, lesbian gay and bisexual people and the aged. Developing mental health serv‐
ices to meet the needs of these diverse and underserved groups has recieved increasing
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attention both globally with the Nations for Mental Health [51] final report (2002) and na‐
tionally.
The important issue about meeting the mental health needs of traditionally underserved
groups is that no one approach is going to satisfy the needs of these widely diverse popula‐
tions. However as research is acculmulating about health needs for these populations then
strategies can be developed to promote mental health, prevent mental illness and provide
treatments for early recovery and prevention of long term disability.

5. Quality in delivery of mental health services
Health services that deal with mental illness have not be subjected to the same scrutiny as
have health services that deal with physical illness. There are many reasons for this, not the
least of which is the social stigma associated with mental illness. Patients in general health
services who experience poor care have avenues to complain and have their complaints
dealt with so that services can be improved. Patients in mental hospitals have the burden of
social stigma to negotiate before complaining about poor care. Also, many general health
services struggle to provide culturally competent services. For sufferers of mental illness the
cultural differences between providers and mental health consumers can be a barrier to
treatment and recovery.
In 2002 President Bush in the United States set up the New Freedom Commission on Mental
Health because the health system should treat people with mental illness with the same ur‐
gecny as a physical illness. Bush identified three barriers to excelelnt care for those with
mental illness: the stigma attached to mental illness, unfair limits that stems from inade‐
quate health insurance, and a fragmented system for delivering services. The Commission
[52] produced its report and tied its 19 recommendations to six goals: building greater un‐
derstanding among Americans that mental health is essential to overall health; mental
health care is consumer and family driven; eliminating disparities in the delivery of mental
health services; early mental health screening assessment and referral to services is common
practice; excellent mental health care is delivered and research is accellerated; and technolo‐
gy is used to access mental helth care and information.
Goal 1
Building greater understanding among Americans that mental health is essential to overall
health;
Recommendations
1.

Advance and implement a national campaign to reduce the stigma of seeking care and
a national strategy for suicide prevention

2.

Address mental heatlh with the same urgency as physical health
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Goal 2
Mental health care is consumer and family driven;
Recommendations
1.

Develop an individualised plan of care for every adult with the sersious mental illness
and for every child with a serious emotional disturbance

2.

Involve consumers and families fully in orienting the mental health system towards re‐
covery

3.

Align relevant federal programs to improve access and accountability for mental health
services

4.

Create a comprehensive state mental health plan

5.

Protect and enhance the rights of people with mental illnesses

Goal 3
Eliminating disparities in the delivery of mental health services;
Recommendations
1.

Improve access to high-quality care that is culturally competent

2.

Imporve access to high-quality care in rural and geographically remote areas

Goal 4
Early mental health screening assessment and referral to sesrvices is common practice;
Recommendations
1.

Promote the mental health of young children

2.

Improve and expand school mental health programs

3.

Screen for co-existing mental and substance use disorders and link with integrated
treatment strategies

4.

Screen for mental disorders in primary health care, across the life span, and connect to
treatment and supports

Goal 5
Excellent mental health care is delivered and research is accellerated;
Recommendations
1.

Accelerate research to promote recovery and resilience and ultimately to cure and pre‐
vent mental illness

2.

Advance evidence based practices using dissemination and demonstration projects and
create public-private partnerships to guide implementation
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3.

Improve and expand the workforce providing evidence-based mental health services

4.

Develop the knowledge base in four understudied areas: disparities in mental health
care; long term effects of medication, trauma and acute care

Goal 6
Technology is used to access mental helth care and information
Recommendations
1.

Use health and information technology to improve access to and coordination of mental
health care, especially in remote areas and underserved populations

2.

Develop and implement integrated electronic health record and personal health infor‐
mation systems

The recommendations of the Commision may not have been fully implemented [53]. It has
been, however, a line drawn in the sand stating that the system to provide services to treat
mental illness was a shambles and that the mental health maze had to be transformed starting
from community perceptions of mental health and eradicating stigma associated with mental
illness treatment. The stigma of mental illness is pervasive. It limits people seeking care, influ‐
ences the provider-client realtionship and impacts public funding of mental heatlh services.
Simpson and House [54] conducted a systematic review about involving users in the deliv‐
ery and evaluation of mental health services. They found that the few comparative studies
of users' involvement that have been published indicate that involving users as employees,
trainers, or researchers has no negative effect on services and may be of benefit.
The priority towards a limited biomedical model of medical training rather than an expand‐
ed bio-psycho-social model greatly impedes recognition of mental illness in primary health
care. The biomedical model of medical education is reflective of the philosophy of medicine
[55] and is reflective also of the dominance of physical acute health care in public funding of
health services and health research.
In spite of the dominance of acute physical health care there have been some inroads made
with mental health services as an area of academic interest. Although there are many jour‐
nals that deal with mental health issues a smaller number deal specifically with mental
health services. In 2006 the journal Mental Health Services Research combined with the jour‐
nal of Administration and Policy in Mental Health under the editorship of Leonard Bickman
to form Springer‘s Administration and Policy in Mental Health and Mental Health Services
Research journal. Another Springer journal dealing with mental health services is the Jour‐
nal of Behavioural Health Services and Research (JBHS&R).

6. Challenges to quality in delivery of mental health services and
methods to overcome them
There is an argument that the escalating cost of mental health services reflects the need for
these services. There is also the argument that the cost of mental health services reflects an

401

402

Mental Disorders - Theoretical and Empirical Perspectives

imbalance in budgetary allocation between treatment services and mental health promotion
and mental illlness prevention programmes. Knapp McDaid and Parsonage [56] presented
an imposing economic argument for mental health prevention programs having a beneficial
impact on the economic burden of mental illness over the long term. Fifteen interventions
were modelled. These were a range of health interventions across the life span that had evi‐
dence of their effectiveness. Some of these interventions were: health visiting to reduce post
natal depression, school based interventions to reduce bullying, school based social and
emotional programmes to prevent conduct problems in childhood, early detection of psy‐
chosis, workplace screening for depression, population-level suicide awareness training and
intervention, and tackling medically unexplained symptoms. The estimated economic payoffs per £ of expenditure from each of the models varied, with the sector involved such as
the NHS, other public sector bodies and non- public sector impacts and the timeline consid‐
ered such as short term (in the first year) through to long term (year 6 and beyond). Early
intervention for conduct disorders had a 7.89 return on inventment per £1 expenditure, sui‐
cide training course provided to all GPs had a 43.99 return and workplace health promotion
programmes had a 9.69 return on investment.
Preventive mental health strategies targeting families, schools, and workplaces could be de‐
veloped to promote healthy child development, resilience, personal achievement, healthy re‐
lationships, career satisfaction, work-life balance and healthy ageing. Secondary specialist
care in mental health services is urban and needs to be expanded to meet the needs of tradi‐
tionally underserviced consumers.
The major challenge to quality in delivery of mental health services is the adequate diagno‐
sis and treatment of mental illness in the primary care sector of health care services. After
analysing the results of the US National Comorbidity Survey Replication study, [57] found
that most people with mental disorders in the United States remained either untreated or
poorly treated. They recommended that interventions were needed that enhanced treatment
initiation and quality.
The internet as a menal health intervention and prevention tool is being explored more as
adults and youth integrate the internet into their daily lives. Obviously the use of the inter‐
net can eliminate the stigma associated with accessing a real world facility and therapist.
Emental health service is defined as including ’all forms of electronic mental health services
delivered over the internet, ranging from informational and educational products to direct
services offered by professionals’ [58].
Ybarra and Easton [59] provide an assessment of internet-based mental health interventions
and were generally cautious but positive about their effectiveness. Transferring face to face
mental health interventions to the internet presents challenges that have to be addressed.
The health literacy level of the traditionally underserved populations which is usually lower
than advantaged populations is an important issue that needs consideration, the marketing
and presentation of mental health interventions will be in competition with the glitz of
abundant websites, and the training of mental health professionals will have to change to
encompass a different skill base that will be necessary for operating on the internet.
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7. Conclusion
Mental health services lag behind general health services as far as seeking to develop a qual‐
ity management approach to the delivery of mental health services. The global burden of
mental illness on individuals, families, communities and the public purse is enormous and
is beginning to be recognised. Funding for mental health services is not proportional to the
impact of mental illness. The disconnenct between the need for mental health services and
the services available is related to the prioritisation of physical acute health over mental
health. This prioritisation relfects cultural attitudes towards mental illness which generally
encompass various forms of stigmatisation of mental illness and ostrasizing the people and
sometimes the families of those who suffer mental illness.
There are some signs globally and nationally that reducing the stigma of mental illness will
lessen the burden of mental illness. As part of a social justice approach, there are movements
to be more inclusive towards the mental health needs of the traditionally underserved popu‐
lations. Prevention programs may have a beneficial impact on the economic burden of men‐
tal illness. The integration of the internet into the lives of so many people means that it may
provide an opportunity for greater accessibility of more people to innovative mental health
interventions.
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