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EDITORIAL

Mental patients in prisons:
punishment versus treatment?

AHMED OKASHA

President, World Psychiatric Association

One issue that has attracted the attention of
our profession for decades is the struggle against
political abuse of psychiatry, i.e. preserving
political opponents or people otherwise break-
ing the law from being kept in mental hospitals
under the pretext of mental illness. Investiga-
tions and efforts to monitor and prevent such
violation included visits to mental hospitals and
attempts to ensure that no person is being kept
there for reasons other than his or her suffering
from a mental disorder. The scope of such ini-
tiatives has been widely covered in the litera-
ture. The Hawaii and Madrid Declarations,
which set guidelines and regulations to prevent
abuse of our profession, have been a valuable
product of this concern.

The other side of the coin, i.e. the incarcera-
tion of mental patients or their neglect in pris-
ons, should not receive lesser attention and
concern. Despite efforts over the last 30 years to
promote diversion from jail for individuals with
serious mental illness who have engaged in
criminal behavior, few jail diversion programs
have been adequately implemented. A sobering
Guardian article on March 3, 2003 reports
300,000 mentally ill people to be held in US
prisons. The US Bureau of Justice reports that
an estimated 16% of the two million prisoners
in the US are mentally ill, “often because there
is nowhere else for them to go. So serious is the
problem that one jail in Los Angeles has
become in effect the biggest mental institution
in the country”. The situation has been exacer-
bated by the closure of many mental institu-
tions: between 1982 and 2001, the numbers of
public hospital beds available for the mentally
ill decreased by 69% in the US. According to
Oscar Morgan, a senior consultant at the
National Mental Health Association (NMHA)
and a former mental commissioner for the state
of Maryland, this was a major issue for the
prison service and “it is acknowledged now that
many people in the prison system could, with
proper treatment, be elsewhere”.

The high numbers reported from the US are
probably because of the transparency of the

subject and its coverage in the media. The same
phenomenon is to be expected in many other
countries: a recent report form India revealed
equally high figures of mental patients in pris-
ons. In several countries mental patients are in
prisons because they did not have the chance to
be examined before being convicted of a crime.
In many countries which adopted the deinstitu-
tionalization policy, the community care system
is not reliable and is lacking in both financial
and trained human resources to be able to pro-
vide the necessary service for mental patients,
which contributes to the increased number of
mental patients in prisons. It is also noteworthy
that many Ministries of Finance did not channel
the budgets of closed mental hospitals into
other forms of mental health care services.

One disorder that stands out in this respect is
substance abuse, which has been reported to
have a high association with violence. Illicit
drug abuse requires access to the black market;
from there the road of substance abusers fre-
quently leads into prison rather than into sub-
stance abuse rehabilitation centers (1). Other
symptoms/disorders showing various degrees of
association with criminal behavior include
delusions, organic brain disorder, major affec-
tive disorder and antisocial personality disorder.
Investigations of representative samples of US
prison inmates (2-5) and Canadian penitentiary
inmates (6) have revealed higher prevalence
rates of mental disorders, particularly of the
major mental disorders such as schizophrenia
and major affective disorders, within these facil-
ities than in the general population. Most of the
major mental disorders were present before the
current period of incarceration (7).

Offenders in prison experienced more social
maladjustment than offenders in drug addiction
treatment, they were less preoccupied by their
drug consumption and less motivated to change
(8). If anything, this should call for a treatment
environment that responds more to rehabilita-
tive needs than to punitive ones. Implications of
jail diversion services for mental health profes-
sionals include learning how to collaborate with
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law enforcement personnel, integrating mental health and
substance abuse services into the criminal justice system
despite segregated funding streams, and ensuring that
clients who are intensively monitored are also provided
with adequate treatment.

Some WPA member societies have expressed their con-
cern regarding the incarceration of mental patients in
prisons and especially in the US. The President of WPA
brought these concerns to the attention of the WPA/APA
leadership meeting in San Francisco in May 2003. Fur-
thermore the President referred the issue to the WPA
Review Committee, which promised a full report as how
to best address this problem.

The presence of mental patients in prisons does not
only deprive them of their right to proper treatment and
care, but also leads to possible maltreatment and stigmati-
zation. It is an ethical obligation to stop both. The UN
resolution 1991 on the human rights of mental patients
requires that they should be treated in adequate facilities,
preserving their dignity. The Madrid Declaration states
that mental patients should be treated by the least restric-
tive methods. Incarcerating mental patients is a violation
of both.

As long as the budget of mental health is treated as the
Cinderella of health services, mental patients will contin-
ue to be deprived of their right to be managed in mental

health premises rather than in prisons and other incarcer-
ating places.
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SPECIAL ARTICLE

Mental health: scarce resources need new paradigms

BENEDETTO SARACENO

Department of Mental Health and Substance Dependence, World Health Organization, Geneva

Mental disorders represent a major challenge to global development worldwide. Effective (and in some cases cost-effective) interventions
are available for almost all of them. However, these interventions are often not implemented. Unknown variables, quite similar among
themselves across the world, can have a strong influence in increasing the service quality in spite of the differences in resources and tech-
nologies. These unknown variables often result from the adoption of paradigms which are relatively independent from resources and

technologies. We examine here four such paradigms.

Key words: Mental disorders, effective interventions, resources, service quality, paradigms

There is a rapid rise in the incidence of mental disor-
ders. They represent a major challenge to global develop-
ment. The rise in this burden will be relatively higher in
developing countries, which have the least resources to
respond. 450 million people are affected at any given time.
Put in another way, one in four families has at least one
member with a mental disorder. No group is immune to
mental disorders, but the risk is higher among the poor,
children and adolescents, abused women, the unem-
ployed, persons with low education, the neglected elderly,
victims of violence, migrants and refugees.

Effective (and in some cases cost-effective) interven-
tions are available for almost all mental disorders. Often
interventions do not cure the disorders but substantially
improve symptoms or decrease relapses or lead to social
(not clinical) recovery or improve quality of life.

Nevertheless, cost-effective interventions are often not
implemented and there is a huge gap between treated and
untreated. Indeed, several barriers prevent people from
receiving appropriate treatment. These barriers are of dif-
ferent natures.

Stigma. Around the world, many people with mental
disorders are victimized for their illness and become the
targets of unfair discrimination. Access to housing,
employment, and other normal societal roles are often
compromised.

Discrimination in coverage for mental disorders. In
many countries, mental disorders are not covered by health
insurance schemes, and many people cannot afford treat-
ment. One-quarter of all countries do not provide disability
benefits to patients with mental disorders. One-third of the
world’s population - 2 billion people - live in countries that
spend less than 1% of their health budgets on mental health.

Lack of drugs. Though 85% of countries have an essen-
tial drugs list that countries use as a basis for procuring
therapeutic drugs, almost 20% of countries do not have at
least one common antidepressant, one antipsychotic, and
one antiepileptic in primary care.

Wrong priorities. Too many countries (mostly devel-
oped countries) still spend most of their resources on a
few large mental asylums, which not only focus on a small
fraction of those who need treatment but provide poor
quality and often inhumane care.

Lack of skills at the primary health care level. Too
few doctors and nurses know how to recognize and prop-
erly treat mental disorders. Forty-one per cent of coun-
tries do not have any mental health training programme
for primary health care professionals.

Lack of rational and comprehensive mental health
policies and legislation. Worldwide, 40% of countries do
not have a mental health policy; 25% of countries do not
have mental health legislation; 30% of countries do not
have a national mental health programme.

Closing this gap is a clear obligation; otherwise no dis-
course around new classifications, concern about more
sophisticated diagnosis, or development of innovative
psychopharmacological research can be credible.

LESSONS LEARNED

As a conclusion of World Health Organization (WHO)’s
global activities over the last two years, we can say that our
key words are: more resources and more technologies and
knowledge. However, reality seems more complex.

We have learned interesting lessons when providing
policy assistance to countries like Brazil, Russia, Mexico,
Mozambique, Israel, Fiji, Mongolia, Sri Lanka etc., and
these lessons give us the sense of a more complex picture.

Lesson one. The quantity of resources available for psy-
chiatric services provision is not in proportion to the qual-
ity of the system (there is of course a minimum critical
mass of resources below which quality is simply impossi-
ble but, above this, quality is not granted by quantity).

Lesson two. Technologies available to the service pro-
vision system (diagnostic and therapeutic skills, special-
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ization of services, professional diversification) are not
proportionate to the system’s quality (again, as before,
there is of course a minimum critical mass of resources
below which quality is simply impossible but, above this,
quality is not granted by quantity). In other words, the
equation R (resources) plus T (technologies) to be equal to
Q (quality) requires one or more unknown variables.

In the Patagonian province of Rio Negro, the psychi-
atric hospital has been replaced by home visits, vocation-
al rehabilitation, general hospital interventions, communi-
ty care relying on an extended network of effective infor-
mal agents: the community is used as a resource.

In the Brazilian city of Santos, the psychiatric hospital
is provided through a rich and articulated network of pro-
fessionals who enjoy a rather unique popularity among
the population. They use as additional resources patients
themselves! The “cost” becomes the resource.

In the Indian Southern state of Tamil Nadu, the lack of
solid public mental health service is replaced by a strong
network of non-governmental organizations of profes-
sionals working in close collaboration with family mem-
bers: the informal provider becomes a formal partner.

These three examples show informal resources and
informal technologies working as the unknown variables
resulting in quality.

Lesson three. Differences in systems are much less than
one would expect. In spite of obvious huge differences in
the availability of technologies and resources, problems
and solutions (including bad solutions) remain rather sim-
ilar even if nations, cultures and economies are diverse.

Following the lessons learned, we can say that
unknown variables, quite similar among themselves
across the world, can have a strong influence in increasing
or decreasing the service quality in spite of the difference
in resources and technologies.

These unknown variables often result from the adop-
tion of paradigms which are relatively independent from
resources and technologies. These paradigms are core
assumptions, which affect the implementation of cost-
effective interventions for mental disorders, making
resources useless or powerful. Core assumptions essen-
tially reflect “values”.

Let us examine four paradigms we have identified as
factors reducing or enhancing quality.

PARADIGMS

Exclusion versus inclusion

The “exclusion approach” is not focused on patient’s
experience/need but rather on environment’s perception
and need. This approach results in an overemphasis on
security issues, including an overestimate of dangerousness.

We have noticed that systems where security preoccu-
pations prevail are generally of worse quality than those
where patients’ understanding is prevailing.
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When social organizations are extremely vertical (State
is prevailing through a closed system of values), they tend
to invest in control rather than in inclusion. Usually these
social organizations identify exclusion with large institu-
tions. On the other hand, when social organizations are
very horizontal and the State is almost absent, they tend
to organize exclusion in “diffuse institutions” where asy-
lums’ logic and rules remain in spite of the absence of vis-
ible walls: homelessness or abandonment to a wild private
system of care with no quality control.

On the contrary, when a social organization starts
addressing a patient’s needs and looking at his/her pathol-
ogy without denying the patient’s enjoyment of full citi-
zenship, the necessity of exclusion decreases. Shifting the
paradigm from exclusion to inclusion has obviously enor-
mous consequences in terms of investment in hospitals
and beds.

Deinstitutionalization is therefore much more than sim-
ple de-hospitalization. It has to do with a radical assump-
tion of the meaning of the patient’s experience.

It is interesting how the notion of bed is still prevailing
in mental health service planning language. It is interest-
ing to notice how in the world there are either too many
beds or, when there are too few, the only innovative idea
is generally the one of creating new beds. Beds are not the
solution but rather the illusion of responding in a simple
(simplistic) way to a complex demand, namely better care,
effective rehabilitation, more enjoyment of full citizen-
ship.

Short-term care versus long-term care

A radical shifting of the care paradigm is required.
Health systems are conceived and organized to respond to
acute cases (hospital model). After the acute phase is
resolved, the patient enters a limbo of infrastructures,
human resources, skills, responsibilities. At that point the
primary health care system appears as the deus ex machi-
na that in ancient Greek tragedies used to solve every-
thing. The key question, instead, is “how the entire health
system can serve the needs of the patient when he/she
requires long-term care (keeping the enjoyment of his/her
full citizenship)?”. And this is not just for mental disor-
ders, but for many chronic conditions requiring long-term
care (HIV/AIDS or tuberculosis, for example). Indeed,
asylum temptation is there as the simplest and most dev-
astating answer!

In other words, we need a radical shifting from a model
centred on space location of the prowvider (hospitals,
ambulatory, clinic and so on) to one centred on a time
dimension of the client. Acute and chronic are condi-
tions, not places, and we can conceive managing acute as
well as chronic conditions at a community level more than
at the hospital level.

Health systems tend to put resources and competencies
in the short-term care (namely, hospitals) and to ignore or
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delegate long-term care. As a consequence of that, a par-
allel system is created, which is characterized by poor
resources and competencies. Instead, long-term care
should imply means and strategies much beyond those
associated with a medical model: diversity in people, com-
petencies, places, social actors becomes a necessity. Com-
prehensiveness becomes the key word. Taking long-term
seriously and avoiding shortcomings (institutionalisation,
abandonment) requires a serious analysis of the real natu-
ral and social history of severe mental disorders.

Biopsychosocial approach versus biomedical approach

The social dimension of mental illness should be an
intrinsic component of intervention and not just a con-
cession in etiological modelling. The social dimension of
mental illness requires a social dimension of treatment;
neurosciences have provided an extraordinary contribu-
tion to understanding the brain but very few practical
solutions. This statement has dramatic implications,
because the emphasis of intervention should be moved
from symptoms to functioning and disability.

Here the issue is the relationship between medical and
social as two aspects of the same comprehensive approach
or as two independent dimensions. Indeed, where health
and social care are run by different political or adminis-
trative systems, there is a risk of failure: in fact, patients
may be shunted from one service to another with obvious
negative consequences on the continuity of care. In some
cases the health sector is left just with the medical com-
ponent of treatment. The result of this approach is a men-
tal health service reduced to bio-medical treatment in hos-
pitals for short period of time, on the one hand, and, on
the other, a miserable rehabilitation service left in an iso-
lated basket of generic and usually miserable welfare inter-
ventions. Or, similarly, where there are rigid boundaries
between primary, secondary and tertiary care or between
parts of the service, patients are either shunted around or
simply drop out of the services.

The lack of the social dimension leads to inappropriate
long-term care provision: entertainment instead of reha-
bilitation. Psychosocial rehabilitation is not entertainment
for patients organized by second class staff or by special-
ists in the most bizarre techniques (painting, acting, play-
ing, singing, sculpturing, etc.); it is re-construction of citi-
zenship through everyday life skills. Indeed, rehabilita-
tion can be a most sophisticated care provision for the
severely mentally ill, but it requires interdisciplinary and
intersectoral strategies and alliances.

The need for a much more radical permeability of disci-
plines takes us to our last paradigm: morbidity versus co-
morbidity.

Morbid versus co-morbid

The distance between a DSM/ICD diagnosis and a real
clinical case is huge. The “noise” disturbing the clean case
is simply reality and psychiatrists often have the tendency
of looking at reality as a dangerous noise making their lab-
oratory so chaotic. However, real patients are more com-
plex than pure diagnosis. For example, real patients have
co-morbid diseases. Co-morbidity can occur within psy-
chiatry or across different medical disciplines: e.g., cardi-
ology and oncology. Co-morbidity can be also inter-
human; namely, within a microenvironment like a family
(alcohol abuse - domestic violence - depression - enuresis)
or even in a macroenvironment (post-conflict, refugees,
severely underprivileged urban settings).

Shifting the paradigm from vertical/mono-morbid
interventions to co-morbidity approaches enhances effec-
tiveness and adherence; furthermore, a matrix approach
can avoid the under-utilization or mis-utilization of
human resources. A mono-morbid paradigm will lead to
vertical programmes where effectiveness is dispersed and
expenditure is increased. A co-morbidity approach will
instead facilitate the links between treatment of mental
disorders and consequent enhancing of compliance and
adherence to treatments for co-morbid physical diseases.

CONCLUSION

In 2001, the WHO made an exception to its usual polit-
ically correct language, saying “Stop Exclusion, Dare to
Care”.

The WHO recognizes exclusion of people with mental
disorders as a universal phenomenon to be fought. Fight-
ing exclusion is a pre-condition (stop comes before dare)
for care. No credible care can be framed within exclusion.
Care should be dared (therefore, care exists), but why to
dare? We need a courageous connection between scientif-
ic, empirical and ethical knowledge, if we want to offer
answers which are humane, ethically acceptable, cultural-
ly adapted and cost-effective.

To do so, we need to build up networks of knowledge,
people and institutions, otherwise we will offer simplistic
answers to complex questions.

Human suffering is not linear, why should the response
be linear?



SPECIAL ARTICLE

Functional neuroimaging in mental disorders

PHiLIP K. MCGUIRE, KAZUNORI MATSUMOTO

Section of Neuroimaging, Division of Psychological Medicine, Institute of Psychiatry and King’s College School of Medicine, De Crespigny Park, London SE5

8AF, UK

Recent advances in functional neuroimaging allow us to map neural activity in the living human brain with precise spatial and tempo-
ral resolution and provide an unprecedented opportunity to examine the neurocognitive components of mental disorders. In this article
we aim to summarize the main functional neuroimaging findings in the major psychiatric disorders and the different methodological
approaches that have been used to study them. We will discuss studies of the resting state and of activation during the performance of
cognitive tasks, and studies focused on specific psychiatric symptoms. We will also review work on functional connectivity, discuss
future directions in the field and consider how functional neuroimaging may contribute to clinical practice.

Key words: Functional neuroimaging, functional magnetic resonance imaging (fMRI), positron emission tomography (PET), mental disorders

Functional neuroimaging techniques — such as single
photon emission computed tomography (SPECT),
positron emission tomography (PET), functional magnetic
resonance imaging (fMRI) - allow mapping of the physi-
ology of the brain by measurement of blood flow, metabo-
lism, and receptor-ligand binding. Research applying these
techniques to mental illness has grown rapidly over the
last two decades and has improved our understanding of
the mechanisms underlying psychiatric disorders. In this
article, we review functional neuroimaging studies of
blood flow and glucose metabolism in mental illness. Neu-
rochemical imaging and spectroscopy studies are not
included.

RESTING STATE STUDIES

Early functional neuroimaging studies investigated
brain activity in patients who were in the ‘resting state’.
The most robust finding in studies of resting cerebral
blood flow (CBF) or metabolism in schizophrenia was
decreased activity in frontal cortex (termed ‘hypofrontali-
ty’) relative to controls. However, some studies did not
find differences between patients and controls in resting
frontal activity, and others reported ‘hyperfrontality’ (1,2).
Analogous findings have been described in depressive dis-
order, with several studies reporting decreased frontal
activity, particularly in the dorsolateral prefrontal and
anterior cingulate cortex, although again these results
have not been consistent. Discrepant findings across rest-
ing state studies may be attributable to clinical hetero-
geneity: patients may differ in symptom profile, symptom
severity, the duration of illness, and medication status.
Another potential factor is that ‘rest’ may comprise a
diversity of emotional and cognitive states in different sub-
jects and across different studies.

One way of addressing the issue of the heterogeneous
character of the resting state is to examine the correlation
between regional CBF (rCBF) and symptom dimensions.
Liddle et al (3) reported that each of three symptom
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dimensions in schizophrenia (negative symptoms; formal
thought disorder; delusions and hallucinations) was asso-
ciated with a specific pattern of rCBE Bench et al (4)
employed the same approach with three symptom factors
in depressive disorder (anxiety; psychomotor retardation;
cognitive performance) and found that each was associat-
ed with a particular pattern of resting blood flow. While
this approach has proved useful, activity measured during
scanning is related to clinical ratings made outside the
scanner. There is no means of controlling or measuring
cognitive or emotional processes during the scan itself.

COGNITIVE ACTIVATION STUDIES

If subjects carry out a cognitive task during scanning,
the cognitive and emotional processes that are active dur-
ing the scan in different subjects are more likely to be sim-
ilar than if subjects are scanned at ‘rest’. Moreover, by
selecting tasks which engage specific cognitive or emo-
tional processes, the investigator can focus on functions
that are thought to be particularly relevant to a given dis-
order. Thus, tasks involving ‘executive’ functions have
been extensively examined in schizophrenia. As in resting
state studies, many of these investigations have detected
abnormal prefrontal responses in patients relative to con-
trols. While ‘hypofrontal’ activation has often been report-
ed, recent work has indicated that the nature of the acti-
vation can depend on which cognitive task is used, the
level of task difficulty, and whether patients perform it as
well as controls (5). Thus, using fMRI, Curtis et al (6,7)
found that while patients with schizophrenia showed less
prefrontal activation than controls during verbal fluency,
activation in the same groups did not differ when they per-
formed a semantic decision task. Using a graded memory
task, Fletcher et al (5) demonstrated that patients with
schizophrenia showed normal prefrontal activation until
the demands on working memory were high and their per-
formance deteriorated. There is also evidence that pre-
frontal activation can vary with the mental state of the
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patient at the time of scanning: Fu et al (8) found that the
degree to which prefrontal activation was reduced in
patients with schizophrenia was related to the severity of
positive symptoms of psychosis. Some authors have thus
concluded that the term ‘hypofrontality’ is of limited utili-
ty (9).

Measuring brain activity while subjects perform cogni-
tive tasks has also been used to investigate the biological
bases of specific symptoms (as opposed to a disorder). For
example, Kircher et al (10) employed a sentence comple-
tion task in conjunction with fMRI to examine semantic
processing in patients with schizophrenia who exhibited
formal thought disorder. They found that the activation in
right temporal cortex, that was normally evident in con-
trols and in non thought-disordered patients, was signifi-
cantly attenuated in patients with thought disorder. Using
joystick movement tasks during PET scanning, Spence et
al (11) examined motor processing in schizophrenic
patients with passivity phenomena. The latter engaged the
right inferior parietal cortex more than patients with no
passivity phenomena, and failed to show this when they
were scanned again after remission. The same approach
has been used to examine patients who have a trait vul-
nerability for a specific symptom but are not expressing
this at the time of scanning. Using PET, McGuire et al (12)
studied schizophrenic patients with and without history of
auditory hallucinations while they were performing a task
that engaged the monitoring of inner speech. Although the
patients were asymptomatic at the time of study, those
with a strong history of auditory hallucinations showed
reduced activation in areas implicated in inner speech
monitoring compared with patients with no history of hal-
lucinations and controls. These findings have since been
replicated and extended using fMRI (13).

STUDIES MEASURING SYMPTOMS ON-LINE

A relatively direct way of exploring the relationship
between psychopathology and brain activity is to scan
patients while they are actually experiencing a given symp-
tom. In schizophrenia, this approach has been used in
several studies of auditory hallucinations. Studies using
SPECT (14), PET (15,16) and fMRI (17,18) have tried to
capture the pattern of brain activity while patients were
perceiving auditory hallucinations. While initial studies
highlighted the involvement of different areas, such as the
left inferior frontal cortex (14), the anterior cingulate gyrus
(15), the lateral temporal cortex (17), and subcortical
nuclei (16), recent work suggests that auditory hallucina-
tions are mediated by a distributed network of areas that
includes all of these regions (18). Because fMRI permits
the acquisition of large numbers of images in a single
patient, it is possible to study two different symptoms
occurring at different times in the same individual. Thus
Shergill et al (19) studied a patient with schizophrenia
who was experiencing both auditory and tactile hallucina-

tions and showed that the former were associated with
activity in the lateral temporal cortex whereas the latter
were correlated with activation in the somatosensory and
posterior parietal cortex (Figure 1).

While the above studies examined patients with ‘spon-
taneous’ hallucinations, symptoms can also be studied fol-
lowing their experimental provocation. This approach has
been often applied in studies of anxiety disorders. Thus,
obsessive-compulsive symptoms have been provoked in
the scanner by presenting patients with obsessive-compul-
sive disorder (OCD) with potential contaminants (that
elicit handwashing), and have been associated with acti-
vation in orbitofrontal and cingulate cortex, and in the
striatum (20-22). Words, pictures, and sounds redolent of
traumatic events have been employed to provoke symp-
toms in patients with post-traumatic stress disorder
(PTSD) (23-25), which have been associated with
decreased medial prefrontal and inferior frontal activa-
tion. Rauch et al (26) analyzed pooled PET data from
symptom provocation paradigms in OCD, simple phobia
and PTSD, and suggested that activation in inferior frontal
and orbitofrontal cortices, insula, basal ganglia and brain
stem were common across different anxiety disorders.

Symptom provocation has also been used in depres-
sion. Liotti et al (27) studied transient sadness, provoked
by autobiographical memory script, in remitted depressive
patients and actively depressed patients, using PET. They
found that mood challenge in the remitted patients pro-
duced rCBF decrease in medial orbitofrontal cortex,
which was also evident in active depressive patients but
not in the healthy controls, consistent with a trait marker
of depression. In schizophrenia, formal thought disorder

Figure 1 - Brain areas active during different types of hallucination in
a patient with schizophrenia. Black voxels in row (a) indicate foci of
activation associated with somatic hallucinations (A to H). Those in
row (b) correspond to auditory hallucinations (I). The left side of the
brain is shown on the right side of each image. The axial level (z coor-
dinate in Talairach and Tournoux space) is shown below each slice.
Adapted from Shergill et al (19).



has been induced by asking patients to interpret ambigu-
ous pictures. Both McGuire et al (28), using PET, and
Kircher et al (29), using fMRI, found that the severity of
formal thought disorder was inversely correlated with
activity in the left superior temporal cortex (Figure 2).

TREATMENT STUDIES

Functional imaging provides an opportunity to assess
the effects of clinical treatments on brain function.
Patients can be scanned before and after treatment, and
changes in brain activity pattern may be related to
improvements in symptoms and/or cognitive function
within the same subjects.

Using a variety of interventions - including antidepres-
sant drugs, electroconvulsive therapy, transcranial mag-
netic stimulation, sleep deprivation, and psychotherapy —
functional imaging studies have examined activity before
and after the treatment of major depressive disorder
(MDD). The most robust finding is a normalization of
resting frontal hypometabolism after treatment, while
findings in other regions are inconsistent. However, recent
studies suggest that various factors — including medication
type (30), duration of treatment (31), symptom profile
(32), treatment modality (medication vs. psychological
treatment) (33,34), and the placebo effect (35) — can affect
the pattern of brain activity change in MDD.

Changes in resting activity have also been reported after
treatment with selective serotonin reuptake inhibitors
(SSRIs) and cognitive behavioral therapy (CBT) in OCD.
Successful treatment of OCD with SSRIs was associated
with a decrease in caudate metabolism (36,37), as was suc-
cessful CBT (36,38). Recently, Saxena et al (39) reported
that the regional metabolic response to treatment with
SSRIs was different in OCD to that in MDD. In OCD,
symptomatic improvement was associated with decreased

Figure 2 - Neural correlates of formal thought disorder in schizophre-
nia. When patients were talking there was an inverse correlation
between the severity of thought disorder and activity in the left supe-
rior temporal gyrus (white voxels). The left side of the brain is shown
on the right side of each image. The axial level (z coordinate in
Talairach and Tournoux space) is shown below each slice. Adapted
from Kircher et al (10).
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metabolism in right caudate, right putamen, right ventro-
lateral prefrontal cortex, bilateral orbitofrontal cortex, and
thalamus, but these changes were not evident in MDD. It
should be noted, however, that treatment study findings in
OCD have not been entirely consistent (40).

In schizophrenia, the effects of treatment with typical
and atypical antipsychotics on neural activity have been
compared. A PET study found that haloperidol treatment
was associated with decreased resting CBF in frontal
regions but increased CBF in the basal ganglia compared
to risperidone, whereas risperidone treatment was associ-
ated with decreased rCBF in cerebellar regions compared
to haloperidol (41). Using fMRI, Honey et al (42) found
that after substitution of risperidone for typical antipsy-
chotics, schizophrenic patients showed increased activa-
tion during a working memory task in the right prefrontal
cortex, supplementary motor area, and posterior parietal
cortex. The effects of psychological interventions in schiz-
ophrenia, such as CBT, remain largely uninvestigated.

FUNCTIONAL CONNECTIVITY

Theoretical models suggest that psychiatric disorders
involve a disruption of the normal integration of different
cognitive processes and activity in different brain regions.
Functional connectivity refers to the temporal relationship
between activity (as measured using functional imaging)
in topographically distinct areas. Using PET data, Friston
and Frith (43) found that healthy subjects, when perform-
ing a verbal fluency task, showed an inverse correlation
between activity in prefrontal and superior temporal cor-
tex. This correlation was absent in patients with schizo-
phrenia. A similar difference in fronto-temporal correla-
tions during verbal fluency task was described by Fletcher
et al (44). Using the same task, Spence et al (45) found dis-
turbed correlation between activity in left prefrontal and
cingulate cortex in patients with schizophrenia, while
Shergill et al (46) reported differences in the correlation
between frontal and temporal activity in an fMRI study of
covert verbal generation. These studies indicate that the
correlation between activity in different regions in schizo-
phrenia is perturbed, but cannot show whether there is a
causal relationship between them. Path analysis can pro-
vide further information about the direction of the puta-
tive interactions between regions. Jennings et al (47) used
this approach to examine PET data from a semantic pro-
cessing task and found that schizophrenic patients
showed a negative connection from left inferior frontal to
left temporal cortex, which was positive in the controls,
and a positive connection from the right frontal pole to
the anterior cingulated cortex, which was negative in the
controls (Figure 3). While these studies have yielded
promising results, some studies have failed to detect dif-
ferences in functional connectivity between patients and
controls (48), and because this approach is relatively new,
further research is required to develop the methodology.
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Figure 3 - Functional networks as defined by path analysis of func-
tional imaging data from patients with schizophrenia and controls.
The width of the arrow indicates the strength of the connection
between each pair of areas. Positive path coefficients are represented
as solid black arrows, and negative as dashed arrows. This particular
analysis suggests that there are differences in functional connectivity
between patients and controls. Adapted from Jennings et al (47).

Most of these studies have been carried out in schizo-
phrenia, but there has been analogous work on other dis-
orders. For example, Shaw et al (49) recently applied
another analytic method (canonical variates analysis) to
PET data from a working memory task in PTSD patients.

FUTURE DIRECTIONS
Integration of functional imaging and other data

To date, most neuroimaging studies in psychiatric dis-
orders have involved a single type of scan: thus functional
and structural imaging studies have usually been carried
out separately. More recently, particularly with the
increasing availability of MRI (which permits the acquisi-
tion of functional, volumetric and spectroscopic data with
the same camera), investigators have been collecting dif-
ferent types of imaging data from the same subjects. Part-
ly because the methodological problems in integrating
data from distinct imaging modalities are not trivial, few
such studies have been completed, but these are likely to
emerge in the near future. Integrating the findings from
functional imaging in psychiatric disorders with those
from structural imaging would significantly advance our
understanding of their pathophysiology. For example,
some functional imaging studies suggest that there is a dis-
ruption of functional connectivity in schizophrenia. How-
ever it is unclear whether this reflects an underlying
abnormality of the anatomical connections between corti-
cal areas. This issue can be addressed using diffusion ten-
sor imaging (DTI), an MRI technique which permits
assessment of the integrity of white matter tracts. Initial
applications of DTI in schizophrenia indicate that there
may be abnormalities in cortico-cortical connections (50),

and it would be particularly interesting to examine how
such changes are related to disturbances in functional
connectivity in the same patients.

It may also be useful to integrate functional imaging
data with information from non-imaging techniques.
Transcranial magnetic stimulation (TMS) is a newly devel-
oped technology that can be used to noninvasively stimu-
late or inhibit selected regions of cerebral cortex. Combin-
ing TMS with functional neuroimaging makes it possible
to examine the effects of modulating activity in a given
region on the activity in other areas, particularly those it is
connected to (51). One limitation of fMRI/PET tech-
niques is their relatively low temporal resolution. Electro-
encephalography (EEG)/magneto-encephalography (MEG)
signals have a higher temporal resolution but poorer spa-
tial resolution. Integration of information from fMRI/PET
and EEG/MEG has the potential to combine their respec-
tive advantages and provide data with high spatial and
temporal resolution. Although collecting both types of
data in the scanner is technically difficult, such studies are
beginning to be done. For example, Mathiak et al recently
carried out simultaneous recording of fMRI and MEG
data while subjects were performing a mismatch paradigm
(52). Applying such combined paradigms in patients
(as opposed to volunteers) will present an additional
challenge.

Clinical applications

While there has been a great deal of research using func-
tional imaging in mental disorders, to date there has been
relatively little use of functional imaging for purely clinical
purposes. At present, diagnosis and assessment of progno-
sis and effectiveness of treatments are largely dependent
on the clinical history and current psychopathology. Neu-
roimaging has yet to play a significant role in these areas,
but there are signs that this is a possibility. For example,
there is some evidence that the treatment of OCD and
depression can normalize increased regional brain metab-
olism. Moreover, the severity of pretreatment abnormali-
ties in these disorders can help to predict which patients
will respond to treatment (30,53,54). In schizophrenia
there is evidence that the severity of volumetric abnormal-
ities (gray matter volume) in first episode patients are asso-
ciated with a relatively poor prognosis (55). Other work
with structural MRI suggests that subjects with prodromal
signs of psychosis who later develop psychosis differ from
subjects who do not, in having reduced gray matter vol-
ume in the prefrontal, cingulate, and medial temporal cor-
tex (56). Since perturbations of regional brain function
may be evident before macroscopic loss of gray matter,
functional imaging may be a more powerful means of
detecting differences of these types than structural imag-
ing. However, to date there have been few studies of this
type and further work is needed to explore this.

A key issue with all of the above is that the functional
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imaging differences are quantitative rather than qualita-
tive, and evident at the group level rather than the indi-
vidual level. A key challenge for future work is to develop
means of using data form a single patient to inform clini-
cal assessment and management.
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SPECIAL ARTICLE

Body dysmorphic disorder:
recognizing and treating imagined ugliness

KATHARINE A. PHILLIPS

Brown Medical School and Butler Hospital, 345 Blackstone Blvd., Providence, Rhode Island 02906, USA

Body dysmorphic disorder (BDD), also known as dysmorphophobia, is a severe psychiatric disorder that occurs around the world. How-
ever, the diagnosis is usually missed in clinical settings. It is important to recognize and diagnose BDD, because this disorder is rela-
tively common and causes significant distress and impairment in functioning. It is also associated with markedly poor quality of life.
Although research on effective treatment is still limited, serotonin reuptake inhibitors (SRIs) are currently considered the medication
treatment of choice. For symptoms to improve, a relatively high SRI dose and at least 12 weeks of treatment is often needed. The psy-
chosocial treatment of choice is cognitive behavioral therapy, consisting of elements such as exposure, response prevention, behavioral
experiments, and cognitive restructuring. Although knowledge of BDD is rapidly increasing, further research is needed on all aspects of

this disorder, including treatment studies, epidemiology studies, and investigation of its cross-cultural features and pathogenesis.

Key words: Body dysmorphic disorder, dysmorphophobia, delusional disorder, somatoform disorders

Body dysmorphic disorder (BDD), also known as dys-
morphophobia, is an underrecognized yet relatively com-
mon and severe mental disorder that occurs around the
world. Patients with BDD believe they look ugly or
deformed (thinking, for example, that they have a large
and ‘repulsive’ nose, or severely scarred skin), when in
reality they look normal. As a result of their appearance
concerns, they may stop working and socializing, become
housebound, and even commit suicide (1,2).

Enrico Morselli, a psychiatrist in Italy, first described
BDD more than 100 years ago (3), noting that “The dys-
morphophobic, indeed, is a veritably unhappy individual,
who in the midst of his daily affairs, in conversations,
while reading, at table, in fact anywhere and at any hour
of the day, is suddenly overcome by the fear of some defor-
mity ... (which) may reach a very painful intensity, even to
the point of weeping and desperation”. Other authors,
including Kraepelin (4) and Janet (5), have described
BDD over the past century, referring to it with terms such
as ‘dermatologic hypochondriasis’, Schonheitshypochon-
drie (‘beauty hypochondria’), and Hésslichkeitskiimmerer
(‘one who is worried about being ugly’) (1).

DSM-IV classifies BDD as a separate disorder, defin-
ing it as a preoccupation with an imagined defect in
appearance; if a slight physical anomaly is present, the
person’s concern is markedly excessive (6). The preoccu-
pation causes clinically significant distress or impair-
ment in social, occupational, or other important areas of
functioning, and it cannot be better accounted for by
another mental disorder, such as anorexia nervosa.
DSM-IV classifies BDD as a somatoform disorder, but
classifies its delusional variant as a psychotic disorder (a
type of delusional disorder, somatic type). (However,
delusional patients may be diagnosed with both BDD
and delusional disorder, reflecting clinical impressions
and empirical evidence that delusional and nondelusion-
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al BDD are probably the same disorder, which spans a
spectrum of insight [7].) ICD-10 also groups BDD with
the somatoform disorders, but unlike DSM-IV classifies
BDD as a type of hypochondriasis (8); it classifies delu-
sional BDD as a type of ‘other persistent delusional dis-
orders’.

CLINICAL FEATURES

Individuals with BDD obsess that there is something
wrong with how they look, even though the perceived
appearance flaw is actually minimal or nonexistent
(1,2,9-14). They may describe themselves as looking
unattractive or deformed, or even hideous or like a mon-
ster. Concerns most often focus on the face or head (e.g.,
acne or skin color, balding, or head size) but can include
any body area or the entire body, and concern with mul-
tiple body areas is typical. The appearance preoccupa-
tions are difficult to resist or control, and on average
consume 3 to 8 hours a day. They are often associated
with fears of rejection and feelings of low self-esteem,
shame, embarrassment, unworthiness, and being unlov-
able. Insight is usually poor, and nearly half of patients
are delusional (i.e., completely certain that they look
abnormal and that their view of the ‘defect’ is accurate)
(2,7). In addition, a majority have ideas or delusions of
reference, thinking that others take special notice of the
‘defect’, perhaps staring at it, talking about it, or mock-
ing it.

Most patients perform repetitive, compulsive behaviors
aimed at examining, improving, or hiding the ‘defect’
(1,2,9-14). Common behaviors include mirror checking,
comparing with others, excessive grooming (e.g., applying
makeup, hair styling), camouflaging (e.g., with a hat,
clothes, or makeup), frequent clothes changing, reassur-
ance seeking, skin picking, and eating a restricted diet.
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These behaviors typically occur for many hours a day and
are difficult to resist or control.

Some studies report an approximately equal gender
ratio (15), whereas others report a preponderance of men
(11) or women (12,16) (although referral biases are evi-
dent in some reports). A majority of patients have never
been married, and a relatively high proportion are unem-
ployed (7,13). The disorder’s clinical features appear gen-
erally similar in women and men, although several differ-
ences are apparent (15,17).

BDD usually begins during early adolescence and can
occur in childhood. Although there is a dearth of research
in this age group, BDD’s clinical features in children and
adolescents appear similar to those in adults (18).
Prospective studies of BDD are lacking, but available data
indicate that the disorder is typically chronic, often with
waxing and waning symptoms (10).

Most BDD patients seen in psychiatric settings have
other mental disorders. Most studies have found that
major depression is the most common comorbid disorder,
with the largest study (n=293) reporting a current rate of
58% and a lifetime rate of 76% (19). In this study, onset of
major depression most often occurred after onset of BDD,
consistent with clinical impressions that depression is
often (although not always) secondary to BDD. Substance
use disorders, social phobia, obsessive compulsive disor-
der (OCD), and personality disorders (most often,
avoidant) also commonly co-occur with BDD (10,19).

IMPAIRMENT IN FUNCTIONING, DISTRESS, AND
QUALITY OF LIFE

Although level of functioning varies, BDD nearly
always causes impaired functioning - often to a marked
degree - as well as other complications (1,2,7,9,13,18).
Social impairment is nearly universal. Individuals with
BDD may have few or no friends, and may avoid dating
and other social interactions. Most patients also have
impaired academic, occupational, or role functioning.
BDD obsessions, behaviors, or self-consciousness about
being seen often diminish concentration and productivity.
Patients not uncommonly drop out of school or stop
working. In one series, nearly 30% had been completely
housebound for at least one week, more than half had
been psychiatrically hospitalized, more than two thirds
had experienced suicidal ideation due to BDD, and near-
ly 30% had attempted suicide (7). A study of dermatology
patients who committed suicide reported that most had
acne or BDD (20).

BDD patients experience unusually high levels of per-
ceived stress (21) and markedly poor quality of life. In a
study that assessed health-related quality of life with the
Short Form Health Survey (SF-36), outpatients with BDD
(n=62) scored notably worse in all mental health domains
than norms for the general US population and for patients
with depression, type II diabetes, or a recent myocardial

infarction (22). More severe BDD symptoms were associ-
ated with poorer mental health-related quality of life.

CULTURAL ASPECTS OF BDD

BDD has been reported in numerous countries and
continents around the world - not only the US, Canada,
Australia, and many countries in Fastern and Western
Europe, but also China, Japan, the former Soviet Union,
South America, Africa, and others (e.g., 1, 23-27). How-
ever, the largest systematic phenomenology studies of
BDD, to my knowledge, are from the US (n=293 [20] and
n=50 [11]), Italy (n=58) (13), and England (n=50) (12).
Thus, reports from these countries have shaped much of
our knowledge of BDD’s clinical features.

Only one cross-cultural study has been done, which
compared BDD’s prevalence in nonclinical samples of
American (n=101) and German (n=133) students, finding
similar rates in the two groups (4.0% of Americans and
5.3% of Germans) (28). No cross-cultural studies have
compared BDD’s clinical features in community or clini-
cal samples. Nonetheless, published case reports and
series from around the world suggest that BDD’s clinical
features are generally similar across cultures, but that cul-
ture may produce nuances and accents on an apparently
invariant, or universal, expression of BDD. For example,
case series from Japan suggest that BDD’s clinical features
in that country are generally similar to those in other
countries; however, concern with the eyelids and with
causing others displeasure (by appearing unattractive)
may be more common than in Western cultures.

Questions have been raised as to whether koro is relat-
ed to BDD. Koro, a culture-related syndrome occurring
primarily in Southeast Asia, is characterized by a preoccu-
pation that the penis (labia, nipples, or breasts in women)
is shrinking or retracting and will disappear into the
abdomen, resulting in death (29). While koro has similar-
ities to BDD, it differs in its usually brief duration, differ-
ent associated features (usually fear of death), response to
reassurance, and occasional occurrence as an epidemic.

PREVALENCE

Although large epidemiologic surveys of BDD’s preva-
lence have not been done, studies to date indicate that
BDD is relatively common in both nonclinical and clini-
cal settings (14). Studies in community samples have
reported current rates of 0.7% and 1.1%, and studies in
nonclinical student samples have reported rates of 2.2%,
4%, and 13% (14). A study in a general inpatient setting
found that 13% of patients had BDD (30). Studies in out-
patient settings have reported rates of 8%-37% in patients
with OCD, 11%-13% in social phobia, 26% in trichotillo-
mania, 8% in major depression, and 14%-42% in atypical
major depression (14). In one study of atypical depression,
BDD was more than twice as common as OCD (31), and
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in another (32) it was more common than many other dis-
orders, including OCD, social phobia, simple phobia,
generalized anxiety disorder, bulimia nervosa, and sub-
stance abuse or dependence. In a dermatology setting,
12% of patients screened positive for BDD, and in cos-
metic surgery settings, rates of 6%-15% have been report-
ed (14).

BDD is underdiagnosed, however. Two studies of inpa-
tients (2,30), as well as studies in general outpatients (33)
and depressed outpatients (31), systematically assessed a
series of patients for the presence of BDD and then deter-
mined whether clinicians had made the diagnosis in the
clinical record. All four studies found that BDD was
missed by the clinician in every case in which it was pres-
ent. Thus, underdiagnosis of BDD appears very common.

DIAGNOSING BDD

BDD may be difficult to diagnose because many
patients are too ashamed to reveal their symptoms, fearing
that their concerns will be trivialized or considered vain
(9). Unless BDD is specifically asked about, the diagnosis
is easily missed. Not diagnosing BDD is problematic
because treatment may be unsuccessful, and the patient
may feel misunderstood and inadequately informed about
the diagnosis and treatment options. BDD can be diag-
nosed using the following questions (9), which reflect its
DSM-IV criteria:

1) Are you very worried about your appearance in any
way? (OR: Are you unhappy with how you look?) If yes:
what is your concern?

2) Does this concern preoccupy you? That is, do you
think about it a lot and wish you could worry about it
less? How much time do you spend thinking about (fill in
body areas of concern)?

3) What effect has this preoccupation with your appear-
ance had on your life? Has it:

e Significantly interfered with your social life, school
work, job, other activities, or other aspects of your life?

e Caused you a lot of distress?

o Affected your family or friends?

BDD is diagnosed in people who are 1) concerned
about a minimal or nonexistent appearance flaw, 2) pre-
occupied with the perceived flaw (think about it for at
least an hour a day), and 3) experience clinically signifi-
cant distress or impaired functioning as a result of their
concern.

BDD should be inquired about when patients have ref-
erential thinking, are housebound, have unnecessary sur-
gery or dermatologic treatment, or present with social anx-
iety, depression or suicidal ideation.

To diagnose BDD, ICD-10 and certain diagnostic
instruments require that patients refuse to accept the
advice and reassurance of one or more doctors. This
requirement will result in underdiagnosis of BDD,
because many patients, despite having severe symptoms,
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do not seek medical help or reveal their symptoms
because of shame, limited access to health care, or other
reasons. Furthermore, screening measures for the somato-
form disorders that are based on the presence of physical
symptoms are also likely to underdiagnose BDD, because
BDD only rarely presents with physical symptoms typical
of other somatoform disorders. In fact, preliminary data
suggest that BDD patients do not have elevated levels of
somatization (31).

Patients may present to clinicians revealing only anxi-
ety, depression, or suicidal ideation (9). Consequently,
BDD may be misdiagnosed as social phobia or agorapho-
bia (due to secondary social anxiety and isolation) or as
panic disorder (because situational panic attacks may
occur, for example, when looking in the mirror). Often,
BDD is missed in depressed patients, in whom only
depression is diagnosed. BDD is commonly misdiagnosed
as OCD (because both disorders are characterized by
obsessions and compulsive behaviors) and may also be
misdiagnosed as trichotillomania (in patients who cut or
pluck their hair to improve their appearance). Delusional
BDD is sometimes misdiagnosed as schizophrenia or psy-
chotic depression.

TREATMENT

Although treatment research is still limited, serotonin
reuptake inhibitors (SRIs) and cognitive-behavioral thera-
py (CBT) are currently the treatments of choice (34,35).
Available data indicate that SRIs, but not other medica-
tions or electroconvulsive therapy, are often efficacious for
BDD, even for delusional patients (34). Following reports
of cases that responded to SRIs (36), a largely retrospec-
tive study of 30 patients found that 58% responded to
SRIs compared to only 5% for other medications (2); an
expansion of this study (n=130) yielded similar findings
(34). Another retrospective study (n=50) similarly found
that SRIs were more effective than non-SRI tricyclics (37).
Two prospective open-label studies of the SRI fluvoxam-
ine found that two thirds of patients responded (38,39). In
a prospective study of the SRI citalopram, 11 of 15
patients responded; functioning and quality of life, as well
as BDD symptoms, significantly improved (40).

Only two controlled pharmacotherapy studies have
been done; additional controlled studies are needed. In a
double-blind cross-over trial (n=29 randomized patients),
the SRI clomipramine was more effective than the non-
SRI antidepressant desipramine (41). In the only placebo-
controlled study (n=67 randomized patients), the SRI flu-
oxetine was more effective than placebo (42). Of note,
available data consistently indicate that SRIs are effective
even for delusional BDD (7,39,41,42), whereas delusional
BDD does not appear to respond to antipsychotics alone
(34).

Although dose-finding studies are lacking, BDD
appears to often require higher doses than typically used
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for depression. In a chart-review study (n=90), the mean
SRI doses were 66.7 + 23.5 mg/day of fluoxetine, 308.3 +
49.2 mg/day of fluvoxamine, 55.0 + 12.9 mg/day of parox-
etine, 202.1 + 45.8 mg/day of sertraline, and 203.3 + 52.5
mg/day of clomipramine (43). Some patients respond only
to doses higher than the maximum recommended dose
(e.g., 80-100 mg/day of citalopram or paroxetine). In most
studies, which used fairly rapid dose titration, the average
time required for BDD to respond was 6-9 weeks, with
some patients requiring 12 or even 14 weeks (34). It is
therefore recommended that patients receive an SRI for at
least 12 weeks before switching to another SRI, and that
the highest SRI dose recommended by the manufacturer
(if tolerated) be reached if lower doses are ineffective.
Long-term treatment appears often necessary (34).

There are only limited data on SRI augmentation strate-
gies (34). Adding buspirone (40-90 mg/day) or combining
clomipramine with an SSRI may be helpful (although
clomipramine levels must be monitored). Adding an
antipsychotic to an SRI is worth considering for delusion-
al patients, although this strategy has received limited
investigation. Agitated or highly anxious patients often
benefit from a benzodiazepine in addition to an SRI.
Patients who fail one adequate SRI trial may respond to
another SRI or venlafaxine. If none of these strategies is
effective, an MAO inhibitor may be worth trying.

Although psychotherapy research is also limited, CBT
appears to often be effective (35). Most studies have com-
bined cognitive components (e.g., cognitive restructuring
aimed at challenging faulty appearance-related beliefs)
with behavioral components, consisting mainly of expo-
sure and response prevention (ERP) to reduce social
avoidance and repetitive behaviors (such as mirror check-
ing and excessive grooming). Early case reports indicated
a successful outcome with exposure therapy (44) and cog-
nitive plus behavioral techniques (45). In a subsequent
series of 17 patients who received 4 weeks of daily indi-
vidual 90-minute CBT sessions (20 total sessions), BDD
symptom severity significantly decreased (46). In an open
series of 13 patients treated with group CBT, BDD signifi-
cantly improved in twelve 90-minute group sessions (47).
In a study of 10 participants who received thirty 90-
minute individual ERP sessions without a cognitive com-
ponent, plus 6 months of relapse prevention, improve-
ment was maintained at up to 2 years (48).

Two wait-list controlled studies have been published. In
a randomized pilot study of 19 patients, those who
received 12 weekly sessions of 60-minute individual CBT
improved significantly more than those in a no-treatment
wait-list control condition (49). In another study (n=54),
women randomized to cognitive therapy plus ERP (pro-
vided in 8 weekly 2-hour group sessions) improved more
than those randomized to a no-treatment wait-list control
condition (16) (However, patients appeared to have rela-
tively mild BDD, and most had body weight and shape
concerns, making it difficult to determine the applicabili-

ty of the results to more severely ill patients with more typ-
ical BDD symptoms.)

The above findings are very promising, but more rigor-
ously controlled studies are needed. Also requiring inves-
tigation are the optimal number, duration, and frequency
of sessions as well as the relative efficacy of group versus
individual treatment. It is not known whether behavioral
treatment (ERP) alone is usually effective or whether cog-
nitive restructuring and behavioral experiments are a nec-
essary treatment component because of the poor insight
and depression so often characteristic of BDD. A broadly
applicable treatment manual is not available and is need-
ed. It is also not known whether SRIs or CBT is more
effective, or whether their combination is more effective
than either treatment alone. However, for patients with
severe BDD, especially very depressed or suicidal patients,
an SRI is recommended, as partial response may make
CBT more tolerable and enable patients to participate in
CBT treatment.

Before instituting an SRI and/or CBT, it is important to
provide psychoeducation on BDD. Many patients appreci-
ate referrals to books or websites (e.g., 9,50). For patients
who are reluctant to accept the diagnosis and treatment
(e.g., delusional patients), it can be helpful to emphasize
that treatment is likely to decrease their suffering and
improve functioning.

Research on insight-oriented and supportive psy-
chotherapy is extremely limited but suggests that BDD
symptoms - especially severe symptoms - are unlikely to
significantly improve with these treatments alone (2).
However, they can be helpful for other problems the
patient may have and may be a useful adjunct to CBT
and/or an SRI.

A majority of patients with BDD seek and receive sur-
gery or nonpsychiatric medical (e.g., dermatologic) treat-
ment. Some, in desperation, even do their own surgery -
for example, attempting a facelift with a staple gun or try-
ing to replace their nose cartilage with chicken cartilage in
the desired shape (9,51). Although prospective studies are
lacking, such treatments appear to usually be ineffective.
In the largest study (n=250 adults from a psychiatric set-
ting), only 7% of all nonpsychiatric treatments led to
improvement in both concern with the treated body area
and BDD more generally (52). Systematic treatment out-
come studies of patients who clearly have BDD have not
been done in nonpsychiatric settings, but observations in
the dermatology and surgery literature generally indicate
that the outcome of such treatments tends to be poor
(53,54). Occasional dissatisfied patients commit suicide or
are violent toward the treating physician (1).

CONCLUSIONS

BDD is a severe and relatively common psychiatric dis-
order that occurs around the world. However, it usually
goes undiagnosed in clinical settings. It is important to
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diagnose BDD, as it causes significant impairment in func-
tioning and is associated with markedly poor quality of
life. SRIs and CBT are currently considered the treatments
of choice. However, studies of all aspects of BDD are
needed - in particular, treatment studies, epidemiology
studies (in which BDD symptoms are specifically inquired
about and differentiated from other disorders such as
hypochondriasis and OCD), cross-cultural studies, and
investigation of BDD-related disability and the disorder’s
cost and burden to society. Research is also needed on
whether BDD may be more closely related to social pho-
bia, OCD, or depression than to most of the other somato-
form disorders with which it is classified. Research on
BDD’s pathogenesis, including its underlying neurobiolo-
gy, has just begun; such work may ultimately lead to more
effective treatments and prevention of this severe mental
disorder.
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FORUM: THE CHALLENGE OF PSYCHIATRIC COMORBIDITY

Psychiatric comorbidity: is more less?
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With each successive revision of the DSM and ICD, psychiatric comorbidity has become more prevalent. The ‘atheoretical’ approaches
of the DSM and ICD explicitly encourage multiple diagnoses with few exclusionary hierarchies, in the hope that all clinically relevant
information will be captured. Howeuver, the current strategy of diagnosing ‘maximal’ comorbidity may not reflect ‘optimal’ comorbidity.
Many clinicians and health information systems, particularly those in developing countries, have a limited capacity for capturing this
diagnostic information, and fail to characterize additional diagnoses that are present. This article will address the evolution of our cur-
rent diagnostic system as a way of understanding the emergence of comorbid psychiatric diagnoses. Alternative diagnostic approaches
(a dimensional system, diagnostic hierarchies, and mixed diagnostic categories) that could be used to address the emergence of comor-
bid psychiatric diagnoses are considered. Future challenges for the next evolution of DSM and ICD are presented.
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Since the revision of the DSM-III,
there has been an apparent significant
increase in the prevalence of comor-
bid psychiatric diagnoses. In the liter-
ature, much attention has been given
to the co-occurrence of mood and
anxiety disorders, psychosis and sub-
stance use disorders, as well as among
the Axis II diagnoses, to name a few.

This article will examine the evolu-
tion of our current diagnostic system
as a way of understanding the emer-
gence of comorbid psychiatric diag-
noses. Using clinical examples, we
will explore several alternate strate-
gies for reducing psychiatric comor-
bidity that could be implemented in
place of the current one, and consid-
er strengths and weaknesses of each.

The concept of comorbidity cer-
tainly is not unique to psychiatry.
Feinstein (1) coined the term comor-
bidity as ‘any distinct additional clini-
cal entity that has existed or that may
occur during the clinical course of a
patient who has the index disease
under study’. A simple example
would be a patient with chronic
obstructive pulmonary disease and
diabetes mellitus.

In psychiatry, when distinct symp-
toms like anxiety and depression co-
occur, whether they indicate the pres-
ence of two distinct clinical entities or
whether they are two components of a
single disorder is mostly a matter of
speculation, as we know little about
the etiology and pathophysiologic
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interrelationship of mental illnesses.
For example, does the patient who
binges and purges and also abused
alcohol really have two distinct mental
illnesses (what we might view as ‘true
comorbidity’, as defined by Feinstein),
or are they both the manifestations of
a primary disorder of impulse control?

In recognition of this lack of
knowledge, the diagnostic systems
that are in current use (DSM-IV and
ICD-10) are broad, descriptive, and
have relatively few exclusionary hier-
archies (whereby one disorder is
assumed to be responsible for, and
therefore supercedes the diagnosis of,
another).

The DSM-IV employs the basic
strategy that, given the absence of
knowledge about the underlying
nature of psychiatric disorders, clini-
cians should convey the maximum
amount of descriptive information
possible. According to the DSM-1V, a
patient who drinks heavily, has severe
and recurrent depressive episodes,
binges and purges, and has panic
attacks, would be assigned four sepa-
rate Axis I diagnoses (as opposed to a
single, all-encompassing diagnosis
like “severe neurotic disorder” that
might incorporate all of these symp-
toms). In the above case, giving four
diagnoses might emphasize that each
of these problems needs to be
addressed in the treatment plan. This
fact might be obscured if a single less
descriptive diagnosis was imposed.

At its best, our current diagnostic
system has the potential to communi-
cate large amounts of detailed clinical
information about patients with com-
plex problems, allowing for targeted
treatments and more precisely defined
study populations. At its worst, it can
be overwhelming to clinicians and
health information systems, and
obscure the focus of our treatments by
‘losing the forest for the trees’.

HISTORICAL CONTEXT

With each successive revision from
DSM-1 to DSM-IV, psychiatric
comorbidity has become more preva-
lent. The reason lies in the design of
the diagnostic system itself: the DSM-
IV is a descriptive, categorical system
that splits psychiatric behaviors and
symptoms into numerous distinct
diagnoses, and employs few exclu-
sionary hierarchies to eliminate multi-
ple diagnoses.

The original version of the DSM
was a descriptive system that incorpo-
rated many of the concepts and the
structure of Emil Kraepelin’s classifi-
cations of mental disorders. Compared
to subsequent revisions, the DSM-I
and DSM-II followed a “one disease-
one diagnosis” model in which the cli-
nician strived to assign a single all-
encompassing diagnosis, using quali-
fying phrases (such as: “with neurotic
reaction” and “with psychotic reac-
tion”) to describe complex cases.
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Qualifying phrases from other cate-
gories could be applied to any of the
major diagnoses to ‘lump’ symptoms
into fewer, broader categories. For
example, ‘schizophrenic reaction,
hebephrenic type, with neurotic reac-
tion’ might be used to describe a
patient with a primary diagnosis of
schizophrenia who also shows clini-
cally significant depressive symptoms.
In another example from DSM-I, a
patient with different types of anxiety
symptoms is given a single diagnosis
of ‘phobic reaction, manifested by
claustrophobia, with obsessive-com-
pulsive symptoms, counting and
recurring thoughts’.

The DSM-III, however, took a dif-
ferent approach of cutting the diag-
nostic pie into small slices, adding a
large number of relatively narrowly
defined psychiatric diagnoses, and
supplied operationalized diagnostic
criteria for each. For example, the
DSM-III split the single DSM-II cate-
gory ‘phobic neurosis’ into five DSM-
I1I categories: agoraphobia with panic,
agoraphobia without panic, social
phobia, simple phobia, and separation
anxiety disorder. Not surprisingly, the
number of distinct psychiatric diag-
noses described in the DSM-IV is
nearly double that of the DSM-II.

Because of the potential for spuri-
ous comorbidity that might result
from the increase in the overall num-
ber of categories, exclusionary criteria
were sometimes added to reduce
comorbidity in those cases where it
was believed that a symptom presen-
tation that met criteria for one disor-
der was really ‘due to’ another disor-
der. For example, the criteria for ago-
raphobia indicate that the diagnosis
should not be given if the characteris-
tic avoidant behavior is really due to
obsessive-compulsive disorder and a
diagnosis of panic disorder is not
given if the panic attacks are really
due to major depression. However,
the use of the phrase ‘due to’ in these
exclusion criteria forced the clinician
to determine when a symptom was
attributable to one disorder versus
another, a decision based on assump-
tions about causality that are not

empirically-based. Resulting partly
from research conducted by Boyd (2)
in the 1970s and 1980s, many of the
underlying assumptions about the
relationship between mood and anxi-
ety symptoms came into question. In
subsequent revisions of the DSM,
starting with the DSM-III-R, an
increasing recognition that the exist-
ing diagnostic hierarchies were not
based on empirical data led to the
removal of many (though not all)
exclusion criteria.

The ultimate result of this combina-
tion of widespread diagnostic splitting
and the spare use of diagnostic hierar-
chies is the common occurrence that
patients qualify for multiple diag-
noses. In a study involving 500 sub-
jects presenting for intake in a general
psychiatric clinic, Zimmerman and
Mattia (3), using semi-structured clin-
ical interviews, noted that more than a
third of the patients qualified for three
or more Axis I disorders.

Psychiatric comorbidity is, in fact,
explicitly encouraged in the DSM-1V.
According to the ‘Use of the Manual’
section of the DSM-IV, ‘the general
convention in DSM-IV is to allow
multiple diagnoses to be assigned for
those presentations that meet criteria
for more than one DSM-IV disorder’.
The strategy is to encourage the clini-
cian to record the maximum amount
of diagnostic information, as a way of
characterizing the complexity of clin-
ical presentations.

Unfortunately, many clinicians and
health information systems have a lim-
ited capacity for actually capturing this
diagnostic information, and instead
fail to characterize additional diag-
noses that are present (4). Further-
more, recording 5 or 6 diagnoses on a
patient’s chart may obscure the intend-
ed focus of treatment. Many health
information systems, particularly those
in developing countries, only allow for
coding a single diagnosis, with the
result that any comorbid diagnoses are
ignored. Analysis of diagnostic data
collected from such systems may lead
to erroneous assumptions being made
(e.g., about treatment utilization). For
example, consider three patients carry-

ing a primary diagnosis of severe,
recurrent, major depressive disorder,
each of whom has a different comor-
bid diagnosis (e.g., obsessive-compul-
sive disorder; alcohol dependence;
gender identity disorder). A system
that allows for the recording of only
major depression would imply that
these three patients were diagnostical-
ly homogeneous, when in fact their
disparate comorbid diagnoses suggest
otherwise.

APPRAISAL OF DSM

Since the ICD-10 diagnostic criteria
for research were largely modeled on
the DSM-III-R system, with a few key
exceptions (i.e., the inclusion of sever-
al mixed diagnostic categories like
hyperkinetic conduct disorder), the
ICD-10 follows the DSM convention
regarding psychiatric comorbidity.

The DSM-IV/ICD-10 approach to
diagnostic comorbidity has several
advantages from a clinical utility per-
spective. It maximizes the communi-
cation of diagnostic information and
helps insure that all clinically impor-
tant aspects of the patient’s presenta-
tion are addressed. For example,
when a patient has symptoms that
meet criteria for “major depressive
disorder, recurrent, moderate”, we
can consider specific, evidence-based
interventions such as selective sero-
tonin reuptake inhibitor (SSRI) thera-
py, perhaps combined with individual
or group psychotherapy. The specifier
“moderate” suggests that the impair-
ment is likely not so severe as to war-
rant inpatient treatment. If the patient
also has symptoms that meet criteria
for panic disorder, we might also con-
sider use of a short course of a benzo-
diazepine until the SSRI takes effect.
Going further, if the patient’s pattern
of substance use also meets criteria
for alcohol abuse or dependence, this
may give us pause in the use of ben-
zodiazepines to treat her anxiety, as
well as cause us to question how
much of her depression may be relat-
ed to her drinking. Lastly, if our
assessment reveals that this patient’s
longstanding pattern of relating to
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other people is characteristic of bor-
derline personality disorder, this may
help the clinician to form a better
sense of long-term prognosis, symp-
tom chronicity, or suggest specific
psychotherapies (such as dialectical
behavioral therapy).

This clinical example demonstrates
how each facet of the diagnostic for-
mulation (reflected in its inclusion in
the list of comorbid diagnoses) theo-
retically can provide a more complete
appreciation of the complexity of the
patient’s clinical presentation, which
has the potential to result in more
appropriate treatment planning and
prognosis.

There is evidence, however, to sug-
gest that much of this diagnostic com-
plexity is not being adequately cap-
tured in clinical practice. Zimmer-
man and Mattia (4) have summarized
how several US studies demonstrated
that clinicians routinely under-detect
psychiatric comorbidity as compared
to research assessments using struc-
tured diagnostic interviews. One such
study found that five times as many
comorbid diagnoses were made when
using semi-structured interviews as
opposed to the clinicians’ assess-
ments alone (5). The reasons underly-
ing this discrepancy are probably
complex and multifactorial. Many
have speculated that, with shrinking
reimbursement and more rapid
patient flow, psychiatrists lack suffi-
cient time to perform complete diag-
nostic assessments. It is worth noting
that, in Basco’s study, the added diag-
nostic information provided by semi-
structured interviews led to a change
in patient care in approximately one
half of the patients at one month fol-
low-up. This suggests that the comor-
bid diagnoses were clinically relevant
enough to justify a change in the
treatment plan.

While it makes intuitive sense that
more comprehensive diagnostic infor-
mation would result in improved
patient outcomes, we do not have
studies that have investigated this
issue. It is likely that psychiatrists in
clinical practice are simply choosing
not to make certain diagnoses
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because they do not consider them to
be a clinically relevant focus of treat-
ment. For example, the Epidemiolog-
ical Catchment Area Study, which
used a structured interview for its
diagnostic assessments, indicated that
specific phobia is the most common
psychiatric disorder occurring in the
US general population (6). Although
using structured diagnostic interviews
would increase the detection of spe-
cific phobia in patients as a comorbid
diagnosis, this added information is
not likely to be clinically relevant
since this is typically not the reason
patients seek psychiatric care (4).

Unfortunately, due to our field’s
limited grasp of how mental disorders
interrelate and affect each other’s
emergence, treatment, and prognosis,
we have very little evidence to guide
clinicians in how to prioritize multi-
ple co-occurring diagnoses, other
than to direct clinicians to use their
judgment. For example, DSM-IV pro-
vides the following statement: “When
(as is often the case) an individual’s
pattern of behavior meets criteria for
more than one Personality Disorder,
the clinician should list all relevant
Personality Disorder diagnoses in
order of importance”. But where is
the data to guide clinicians in deter-
mining which diagnoses are relevant,
or which ones are most important?
Without such guidance, clinicians
must prioritize diagnoses on a case-
by-case basis subject to their own
clinical judgment. In effect, clinicians
apply their own (potentially idiosyn-
cratic) hierarchical rules, resulting in
a potential loss of diagnostic reliabili-
ty and validity.

CLINICAL EXAMPLE: PERSONALITY
DISORDERS

A prominent example of excessive
comorbidity in the DSM-IV resulting
in widespread dissatisfaction among
clinicians is in the area of personality
disorders (7,8). Using personality dis-
order diagnosis as a focus, we will
describe three alternative approaches
to dealing with the problem of comor-
bidity.

There are 10 distinct personality
disorders described in the DSM, with
no hierarchical system provided to
reduce comorbidity. According to this
system, when an individual’s pattern
of behavior meets criteria for more
than one personality disorder, all diag-
noses should be listed in order of clin-
ical significance. Widiger (8) has
pointed out that certain psychiatric
inpatients can be found to meet crite-
ria for 3 to 5, and in some cases up to
7 personality disorders. Using pooled
data consisting of 1116 inpatients and
outpatients at multiple sites, Stuart et
al (9) found that, among those sub-
jects that met criteria for at least one
personality disorder, the average num-
ber of personality disorder diagnoses
was 2.7 (with nearly 10% of subjects
meeting criteria for 4 or more). In a
study using two separate semi-struc-
tured interviews on 100 patients in
long-term inpatient treatment, fewer
than 15% had only a single personali-
ty disorder diagnosis (10).

Despite this, clinicians tend to
diagnose personality disorders reduc-
tively, even when the patient has suf-
ficient criteria to qualify for two or
more specific diagnoses. In a study in
which psychiatrists were given case
histories on 46 patients that met crite-
ria for 4 personality disorders (for
example: borderline, narcissistic,
histrionic, and antisocial), two-thirds
diagnosed only one, a quarter diag-
nosed two, and no psychiatrist diag-
nosed all four (11).

Dimensional approach

An alternative approach to the
DSM-IV/ICD-10 categorical method
for diagnosing personality disorders is
to adopt a dimensional model that
depicts the patient’s psychopathology
as points on a series of fundamental
dimensions of psychopathology. The
five factor model (FFM) of personali-
ty is one externally validated dimen-
sional system that has been proposed
as an alternative to the DSM-IV cate-
gorical system (12,13). Rather than
applying distinct criteria to distin-
guish ‘case’ from ‘non-case’ in each of
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a series of personality diagnoses, the
clinicians using the FFM rate patients
on five major dimensions: neuroti-
cism, extraversion, openness to expe-
rience, agreeableness, and conscien-
tiousness. Within each dimension,
there are six ‘facets” on which a
patient can be rated from ‘very high’
to ‘low’. By using the dimensional
model, the FFM system is able to
characterize patients in complex
ways, without applying multiple
labels that imply distinct disorders,
each with their own presumed etiolo-
gy, pathophysiology, and clinical
course.

For example, a patient with psy-
chopathology suggestive of borderline,
antisocial, and narcissistic personality
disorders in the DSM-IV system
would instead be characterized as high
in ‘neuroticism’ (with corresponding
subscales reflecting propensity for
anger, irritability, stress-tolerance,
etc.), low in ‘agreeableness’ (antago-
nistic), and high in ‘openness to expe-
rience’ (exaggerated mood states, pre-
occupation with fantasy). Unlike the
DSM-IV categorical system that
would assign three personality disor-
der diagnoses to this patient, the FFM
method avoids such comorbidity by
providing instead a profile indicating
patient’s place on the continuum of
the FFM dimensions.

Furthermore, in contrast to the
DSM categorical approach which can
suffer from poor diagnostic reliability,
especially in cases where patient’s
personality disorder item count strad-
dles the boundary between case and
non-case (e.g., 4 or 5 out of 9 for bor-
derline personality disorder), a per-
sonality formulation using the FFM is
likely to be more reliable. However,
the lack of discrete categories does
not lend itself to the study of (ostensi-
bly) distinct clinical populations, and
also does not provide a straightfor-
ward answer to the question ‘does
this patient have a personality disor-
der?’. Providing such a categorical
answer to this question is important
both for treatment planning (which
often requires a categorical judgment
of whether or not to treat the patient),

and for practical concerns such as
determining eligibility for disability.
Moreover, most health information
systems (e.g. for clinical information
or insurance) are not equipped to
incorporate dimensional approaches.

Diagnostic hierarchies

Another diagnostic strategy that
would reduce comorbidity, alluded to
earlier in this article, is to impose
additional diagnostic hierarchies. For
example, consider the situation where
a patient’s symptoms meet criteria for
both disorder A and disorder B. In
the DSM-1V, the patient would receive
two diagnoses, A and B. However, if
disorder B contained an exclusionary
criterion that states it cannot be diag-
nosed if criteria are also met for dis-
order A, then only disorder A would
be diagnosed. Exclusionary hierar-
chies are based upon the concept that
a single pre-eminent disorder takes
precedence over one or more subordi-
nate diagnoses. The underlying
assumption is that the symptoms of
the subordinate diagnosis are associ-
ated features of the primary disorder
and thus do not warrant an addition-
al psychiatric diagnosis.

For example, a patient who has suf-
fered from six months of auditory hal-
lucinations combined with persecuto-
ry delusions in the absence of mood
symptoms is assigned a diagnosis of
schizophrenia. The six-month period
of non-bizarre delusions also fits the
pattern of delusional disorder. How-
ever, a diagnostic hierarchy that has
schizophrenia take precedence over a
diagnosis of delusional disorder pre-
vents a comorbid diagnosis of delu-
sional disorder from also being given.
While this hierarchy has not been dis-
puted, others have drawn more criti-
cism, particularly with regard to the
relationship between mood and anxi-
ety disorders. Given the dissatisfac-
tion with the excessive comorbidity of
personality disorder diagnoses in the
DSM, some have recommended that
some axis II diagnoses, such as bor-
derline personality disorder, take
precedence over other subordinate

diagnoses, like dependent or histrion-
ic personality disorder (14).

The problem with imposing diag-
nostic hierarchies is that they imply
certain knowledge of symptom attri-
bution that is at odds with the
descriptive approach that is the cor-
nerstone of the DSM. Even some of
the remaining hierarchies, such as the
exclusion of generalized anxiety dis-
order in the setting of comorbid major
depressive disorder, have continued
to draw criticism (15). While expand-
ing the number of diagnostic hierar-
chies in DSM in order to eliminate all
(or virtually all) co-occurring diag-
noses would certainly reduce comor-
bidity, such steps would only be valid
if we had an understanding of the eti-
ologies of mental illnesses. Further-
more, such a radical reduction in the
number of reported diagnoses risks
losing clinically relevant distinctions
in complex cases.

Mixed diagnostic categories

Another strategy that has been
employed to address comorbidity has
been the development of ‘mixed’ diag-
nostic categories, which lump togeth-
er categories that have been separated
in the DSM. Research has attempted
to identify cases in which apparently
co-occurring disorders (by our current
diagnostic strategy) may actually
reflect a single distinct diagnostic enti-
ty, with its own pathogenesis, treat-
ment strategy, and prognosis (16,17).
For example, Taylor et al (18) present-
ed data on children referred to a clin-
ic for disruptive or antisocial behavior.
They identified that a subset that
might otherwise have been character-
ized as having hyperkinetic syndrome
and conduct disorder (by ICD-9 crite-
ria) actually had distinct symptom
onset, IQ ratings, neurological exam,
and medication responsiveness when
compared to the remaining clusters of
patients. They used these findings to
propose a new diagnosis of ‘hyperki-
netic conduct disorder’ which would
be added along with the existing con-
duct disorder and hyperkinetic cate-
gories. Another example includes the

21



suggestion to combine major depres-
sive disorder and generalized anxiety
disorder into a single category, called
mixed anxiety/depression (19). One
drawback of combining single cate-
gories into combined categories based
on known co-occurring syndromes is
that the number of possible combina-
tions and permutations of categories
(in a mathematical sense at least)
could easily reach into the thousands.

Another way of combining sepa-
rate categories that reduces diagnostic
comorbidity is to lump categories
together into higher order constructs.
One example of a ‘lumping’ diagnos-
tic strategy already in use in the DSM-
IV is the combining of the 10 specific
personality disorders into three per-
sonality disorder ‘clusters’ based on
presumed common characteristics.
Clinicians commonly incorporate
these clusters into diagnostic formula-
tions, such as ‘personality disorder
not otherwise specified, with cluster
B traits’, and researchers have used
these mixed categories to delineate
patient populations in studies of Axis
I comorbidity, treatment responsive-
ness, and prognosis (20).

The co-occurrence of personality
disorders within each cluster is gener-
ally higher than between-cluster
comorbidity. For example, Stuart et al
(9), using data collected in multiple
sites on 1116 subjects, found that 73%
of patients diagnosed with narcissistic
personality disorder also met criteria
for histrionic personality disorder, and
many met criteria for a third and
fourth diagnosis. Under the cluster
system, comorbidity of personality
disorders is reduced because instead
of noting one, two, or three specific
personality disorders from cluster B,
the clinician would simply note ‘clus-
ter B personality disorder’ regardless
of the number of specific disorders
actually present. However, currently,
there is insufficient research to justify
lumping the personality disorders into
clusters for all diagnostic purposes.
Furthermore, the widespread intro-
duction of mixed categories whenever
certain comorbid combinations are
common is unwieldy, given the poten-
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tially large number of combined cate-
gories that might result.

CONCLUSIONS

More research is needed into the
etiology and interrelationship of psy-
chiatric syndromes if we are to under-
stand the full clinical significance of
psychiatric comorbidity. In a seminal
paper, Robins and Guze (21) posited
that diagnostic validity could be
improved through increasingly pre-
cise clinical description, delineation
of syndromes, demographic and bio-
logical correlates, and treatment
response profiles. Central to this con-
cept was the assertion that empirical
evidence would become the mainstay
of psychiatric diagnosis. More than
three decades later, however, our
understanding of the etiology and
pathogenesis of mental illness is still
very limited. The research that will
fully illuminate our understandings of
mental illness is still several decades
down the road.

As a field, we in psychiatry need to
address the implications of our lack of
understanding about pathophysiology
on the use of our current diagnostic
system. The ‘atheoretical’ approach of
the DSM and ICD explicitly acknowl-
edges our incomplete understanding
and encourages multiple diagnoses
with few exclusionary hierarchies in
the hope that all clinically relevant
information will be captured.

Unfortunately, this feature also
makes the current system quite cum-
bersome to use as it was intended.
Clinicians and health information
systems intrinsically place certain
information at a higher order of
importance than other. Many infor-
mation systems (especially in devel-
oping countries) do not have the
capacity for incorporating all comor-
bidities. Individuals use clinical judg-
ment to prioritize diagnoses, and may
fail to account for diagnostic com-
plexity where it exists. However, there
is not much guidance for how clini-
cians make such determinations. As a
result, the application of these sys-
tems in the real world has veered

away from consistency toward more
idiosyncratic use. More research is
needed if we as a field aspire to accu-
racy and uniformity in diagnosis. The
ultimate goal is to increase the clinical
utility of the DSM and ICD in provid-
ing better case-conceptualization,
communication, and accuracy in
prognosis (22).

In another strategy to limit comor-
bidity, the next editions of the DSM
and ICD might add a provision that
only those diagnoses that are clinical-
ly relevant and that are included as
target symptoms in the current treat-
ment plan (or which are useful with
respect to prognosis, education, and
treatment) should be listed. Again,
how to make such differentiations in a
consistent manner is not immediately
clear and requires future investigation.

In summary, the current strategy of
diagnosing ‘maximal’ comorbidity
may not result in ‘optimal’ comorbidi-
ty in terms of best clinical practice.
The practice of listing multiple diag-
noses has the power to both enhance
and obfuscate important clinical infor-
mation. The next evolution of the
DSM needs to balance the current
‘rule-based’ system with diagnostic
strategies that depend on clinical judg-
ment. As the DSM-V and ICD-11 are
developed, opportunities for reducing
comorbidity by ‘lumping’ diagnoses
(e.g., replacing the 8 specific paraphil-
ias with a single paraphilic disorder
with subtypes to indicate specificity,
e.g., ‘paraphilia, pedophilic and sadis-
tic type’) or formalizing a convention
for omitting diagnoses from the diag-
nostic list that are not clinically rele-
vant, should be explored. However, as
we move forward in addressing these
challenges, we will need to provide
explicit decision rules based on sys-
tematic assessment of the best data
available, or risk reverting to the sub-
jective and impressionistic formula-
tions that were the state of the art fifty
years ago with the DSM-1.
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COMMENTARIES

Disorders are different

from diseases

JOHN COOPER

Meadow Cottage, 25 Ireton Grove, Attenborough,
Nottingham NG9 6B], UK

Pincus et al correctly point out that
what is often called “the co-morbidity
problem” is unavoidable, because it
is simply a fact of life in clinical psy-
chiatry. They provide a useful discus-
sion of the topic, but the very use of
the conventional term ‘co-morbidity’
serves to hide the real nature of the
problem. This is because ‘morbid’
means disease, and to have a disease is
conceptually very different from suffer-
ing from a disorder. Strictly speaking,
the terms ‘diagnosis’ and ‘disease’ are
both best avoided in psychiatric dis-
course unless they are completely jus-
tified. Clinical psychiatrists make few
diagnoses in the sense of identifying
known abnormalities which underlie
the presenting symptoms. Instead, for
most patients they have to make do
with identifying disorders by assessing
the number and severity of individual-
ly non-diagnostic symptoms from an
agreed list. Most currently recognised
disorders are no more than symptom
clusters, and there is no particular rea-
son why most patients should be
expected to have only one of these.
Viewed in this way, it is clear that it
would be more honest for psychiatrists
to use other terms, such as ‘co-existing
disorders’ or ‘multiple disorders’.

On the basis of the points just
made, it is natural to wonder why the
inappropriate term ‘co-morbidity’ has
become accepted usage. Probably it is
a hang-over effect from the vitally
important general medical training
that all psychiatrists undergo, during
which it is easy to develop the expec-
tation that most patients have only
one diagnosable disease. But things
are different in psychiatry, and surely
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it is best to use more realistic terms
that are a constant reminder that our
knowledge of the nature of psychi-
atric illnesses is rather superficial.

Two other associated issues are:
first, the frequent lack of clarity in
clinical work about the purposes for
which the information is being
recorded, and second, the special
needs of researchers.

In the patient’s clinical case record,
good practice requires that as many
disorders should be recorded as are
needed to describe the complete state of
the patient, and this instruction is com-
mon to both ICD-10 and DSM-IV. In
addition, clinicians should be encour-
aged always to give an order of priority
for the disorders present, the reasons
for this order, and the actions required
by each disorder. If for some reason
only one disorder can be recorded, it is
up to those requiring the information to
make clear the main purpose for which
it will be used. Recording systems are
now far more powerful than they were
even a few years ago, and the old
administrator’s plea of ‘no room on the
form’ has become a weak excuse.

The needs of researchers are often
different from those of clinicians, since
most types of research involve the
restrictive selection of groups of indi-
viduals whose symptoms and other
characteristics resemble each other in
clearly stated ways. Whether or not it
is appropriate to include patients with
more than one disorder will be deter-
mined by the type and purposes of the
study, and so a more flexible approach
to exclusion criteria is needed in
research than is the case for ordinary
clinical recording. This is why, for
ICD-10, the Diagnostic Criteria for
Research (1) are published separately
from the Clinical Descriptions and
Diagnostic Guidelines. While on this

topic of criteria for research, it needs to
be pointed out that the comment of
Pincus et al that “the ICD-10 diagnos-
tic criteria for research were largely
modelled on the DSM-III system” is a
somewhat approximate précis of a
long and complicated process. The
many similarities between ICD-10 and
DSM-IV in both general style and
detailed content is the purposeful end
result of an initiative started as long
ago as 1980 by Gerald Klerman and
Norman Sartorius, in the form of a
‘Joint Project’. The final manifestation
of this was a series of meetings around
1990 between World Health Organi-
zation (WHO) advisors and the Chair-
persons of the Task Forces for DSM-
IV at which many harmonising
changes were agreed to the drafts of
both the classifications.

As a thought for the future, new
ways of recording multiple disorders
should be tried out as new versions of
the classifications are developed,
rather than leaving the process of
recording as an afterthought to be
worked out only when the classifica-
tions have been finished.
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an antidote to
spurious
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Pincus et al identify correctly the
proliferation of comorbid diagnoses
in psychiatry as a by-product of the
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current classification systems, espe-
cially since the abandonment of the
hierarchical rules which had been
introduced in DSM-III. If we adhere
to the original definition of comorbid-
ity as co-occurrence of clinically inde-
pendent conditions, the reported
prevalence of multiple comorbid psy-
chiatric disorders - over a third of all
cases in the population (1) - strains
credibility and reflects adversely on
the conceptual basis of the current
classifications. FEither the nature of
psychiatric illnesses is such that they
always tend to occur in clusters, or
the diagnostic classification fails to
discriminate between spurious comor-
bidity (mistaking facets of the same
clinical entity for independent disor-
ders) and true comorbidity.

The problem seems to be unique to
psychiatry among the medical disci-
plines. An individual can, of course,
harbour two or more diseases and,
consequently, be a member of two or
more categories in medical classifica-
tions, but such multiple membership
can only be based on distinct and
independent sets of characteristics.
Current psychiatric classifications
allow multiple category membership
on the basis of the same set of data
since their categories are not mutual-
ly exclusive. For example, an individ-
ual can meet the diagnostic criteria of
both dysthymia and major depressive
disorder on the basis of essentially the
same symptoms, depending on their
intensity, duration and sequence.

Part of the problem stems from the
fact that DSM-IV and ICD-10 evade
the difficult problem of defining the
nature of the entities that are being
classified, and instead adopt as the
currency unit in psychiatric classifica-
tion the term ‘disorder’ (first intro-
duced in DSM-I in 1952), which has
no clear correspondence with either
the concept of disease or the concept
of syndrome in medical classifications
(2). The ambiguous status of the classi-
ficatory unit of ‘disorder’ has two
corollaries which create conceptual
confusion and hinder the advance-
ment of knowledge: a) the ‘reification
fallacy’ - the tendency to view the

DSM-IV and ICD-10 ‘disorders’ as
quasi-disease entities; and b) the frag-
mentation of psychopathology into a
large number of ‘disorders’, of which
many are merely symptoms. This blurs
the distinction between true and spuri-
ous comorbidity, and masks the pres-
ence of complex but essentially unitary
syndromes, such as Bonhoeffer’s
“exogenous reaction types” (3) or the
recently revived “general neurotic syn-
drome” (4). It is not surprising, there-
fore, that ‘disorders’, as defined in the
current versions of DSM and ICD,
have a strong tendency to co-occur,
which suggests that “fundamental
assumptions of the dominant diagnos-
tic schemata may be incorrect” (5).

In contrast, syndromes are basic
concepts for most clinicians, and
much of their clinical knowledge is
cognitively stored in this format.
These are good reasons for reinstating

State-of-the-art

the syndrome, as a “real-world corre-
lational structure” in psychopatholo-
gy (6), to its rightful place as the basic
Axis I unit in future classifications.
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A major challenge for those revising
the DSM-IV and ICD-10 will be to
assess the feasibility of using patho-
physiology, genetic vulnerability, and
environmental exposure variables as
components of diagnostic criteria. Our
current use of clearly defined descrip-
tive syndromes represented a major
scientific advance in 1980, when the
DSM-III was adopted as a national
standard in the US, and subsequently
was utilized as a model for the ICD-10,
which was internationally adopted in
1992. Introducing explicit descriptive
criteria, which could be reliably repli-
cated by multiple clinicians, DSM-III
replaced previous nosologies that
relied on unproven theoretical formu-
lations promulgated by leading psychi-

atrists in various countries or in psy-
choanalytic ‘schools of psychiatry’.
This seemingly modest advance in
classification was supported by the
demonstration that previous wide dis-
crepancies in cross-national diagnostic
practice could be readily reduced if
common diagnostic criteria and
assessment interviews were used (1).
Given the absence of any etiological,
anatomical, or pathophysiological cri-
teria in DSM-III through DSM-IV
over the past 25 years, the advances in
research and clinical practice made
possible simply by reliable criteria,
independent of any validity indicators,
are truly remarkable (2). A cumulative
research field has developed on the
basis that scientists and -clinicians
around the world use a common set of
criteria and the same diagnostic lan-
guage to describe the mental disorders
they are studying and treating.

The current descriptive approach
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affords great precision in differentiat-
ing specific syndromes (as symptoms
that cluster together in patients seen in
clinical practice or research settings).
One consequence of this advantage,
however, is an expansion in the num-
ber of diagnoses, some of which may
be only slightly different expressions of
common but currently unknown
underlying pathological processes.
Various critics of the current diagnos-
tic system have characterized the
expansion of diagnostic categories as a
‘guild’ attempt to justify payment for
any condition that a psychiatrist might
see in practice, or as fabrications of the
pharmaceutical industry to justify the
sale of their products (3,4). While one
should never discount the power of
financial incentives for driving human
behavior, it would be difficult to
demonstrate that such incentives were
the driving force for the international
adoption of the ICD-10 - a decision
that required many countries to aban-
don disorders or classification systems
that often were closely tied to strongly
held nationalistic traditions (5).
Rather, in the absence of clear etiolog-
ical factors, anatomical abnormalities,
or demonstrable pathophysiology, the
advance from symptoms to syndromes
to disorder or disease states is the sci-
entific course that classification has
taken in all fields of medicine (6).

As the scientific basis for psychiatric
diagnosis and practice continues to
expand, we should expect to find some
of the multiple syndromes now defined
as separate diagnoses to be linked to
more parsimonious common underly-
ing processes. Until the discovery of
the spirochete, the multiple dermato-
logical, peripheral nervous system, and
central nervous system manifestations
of syphilis confounded physicians rely-
ing on symptom-based syndrome diag-
noses. However, when it was found
that the multiple (co-morbid) syn-
dromes of syphilis all responded to the
same antibiotic treatment, the ‘syn-
dromes’ were understood to be mani-
festations of different organ systems
rather than discrete diseases. In psy-
chiatry, we already have generated
some preliminary evidence that the fre-
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quently ‘co-morbid’ syndromes of gen-
eralized anxiety disorder and major
depression appear to share a common
genetic basis, with differences in
expression possibly due to variations
in environmental exposures (7). The
finding that both disorders appear to
respond to selective serotonin reup-
take inhibitors (SSRIs) may eventually
lead us to an understanding of com-
mon processes in an underlying genet-
ically directed pathophysiology.

As we consider the possibility that
the next revisions of the DSM and ICD
might be able to combine a descriptive
syndrome approach with information
regarding genetic and environmental
risk factors, a temporary increase in
the number of diagnoses and co-mor-
bidity rates is distinctly possible. This
is illustrated most dramatically by the
recent findings of Caspi et al (8), who
demonstrated that seemingly minor
differences in the serotonin transporter
gene alleles were correlated with
markedly different resilience or vulner-
abilities to major depression, when
exposed to equivalent stresses over a
lifetime. Since major depression
occurred in both genetic types, one
could now make a case for further sub-
dividing major depression into sero-
tonin transporter short-arm and long-
arm allele forms of the disorder.

As psychiatry’s science base pro-
gresses to a better understanding of
pathophysiology and etiology, we can
expect greater predictive validity for
our diagnoses and greater specificity
for our treatments. We may well move
from the aspirin-equivalent treatment
for fever syndromes to the antibiotic-
equivalent treatment for specific causal
agents. However, as the neurosciences
mature and our understanding of the
interactions between brain and envi-
ronment expands, we likely will find
additional areas where malfunctions
and pathophysiology in the brain are
possible. One need only look at the
infectious diseases, where new condi-
tions such as severe acute respiratory
syndrome (SARS) continue to emerge
despite the maturity of microbiological
science. Clearly, the development of a
better classification system for all men-

tal disorders will be an uneven and
iterative scientific process, in which
etiological and pathophysiological
hypotheses are tested before they
replace the more conservative and
atheoretical descriptive criteria that
represent the current state-of-the-art.
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As Pincus et al observe, comorbid-
ity among psychiatric conditions is
rampant. This fact has led many
authors to propose solutions for limit-
ing the extent of comorbidity. Never-
theless, most of these solutions, such
as the hierarchical exclusion rules
enshrined in recent editions of the
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DSM, are based more on ‘common
sense’ or clinical lore regarding the
presumed etiological relations among
comorbid conditions than on data.

Most proposals for decreasing
comorbidity place the cart before the
horse. We still do not know which, if
any, of the more than 300 conditions
in the DSM-IV are dimensional as
opposed to taxonic. By a taxon, we
mean a category that exists in nature
rather than solely in the minds of clini-
cians (1). Although some DSM-IV cat-
egories, such as schizophrenia (2), may
be underpinned by genuine categories,
others, like anorexia and bulimia ner-
vosa (3), may merely represent the
product of scientifically arbitrary cut-
ting points on one or more continu-
ously distributed personality traits
(e.g., neuroticism, introversion) (4).

The concept of comorbidity may be
meaningful only when discussing tax-
onic conditions (5). As Pincus et al
note, Feinstein (6) defined a comorbid
condition as a ‘distinct additional clin-
ical entity’ that coexists with another
condition. If comorbid conditions
merely represent the confluence of
extreme scores on one or more dimen-
sions, they would be neither distinct
nor qualitatively different from normal
functioning. Moreover, the extent of
comorbidity among dimensional con-
ditions would be driven by scientifi-
cally arbitrary decisions, such as the
cut-off points for demarcating pathol-
ogy from normality.

Psychologists and statisticians have
developed a number of useful meth-
ods for detecting and/or validating
taxa underlying psychological disor-
ders. These methods include the taxo-
metric techniques developed by
Meehl and his colleagues (7), admix-
ture models (8), molecular genetic
studies (9), and multivariate behavior
genetic studies (10). Although none
of these methods by itself can provide
definitive confirmation of taxa, con-
sistent findings of taxonicity across
multiple methods offer converging
evidence that a psychiatric condition
is categorical at a latent level (11).

Most proposals for constraining
comorbidity may serve only to mask a

fundamental problem with the DSM,
namely the possibility that many of its
categories reflect not true taxa but the
intersection of high scores on contin-
uous traits. Rather than impose hier-
archical exclusion rules in the
absence of compelling research evi-
dence and thereby impose a prema-
ture ‘band-aid’ solution to widespread
comorbidity, it may be preferable to,
in Mao Tse Tung’s words, “let a thou-
sand flowers bloom” - that is, freely
permit comorbidity to exist unless or
until there is some strong empirically
driven reason not to. Such an
approach, although perhaps more
confusing for clinicians, is consistent
with the splitting preference embod-
ied in recent editions of the DSM
(12). In an early stage of scientific
development, splitting is generally
preferable to lumping given that the
relation between splitting and lump-
ing is asymmetrical. One can always
split first and lump later if the etiolog-
ical data indicate that two or more
comorbid conditions should be
housed under the same diagnostic
roof; but once one has lumped it
can be extremely difficult to split lat-
er. By minimizing comorbidity in
the absence of data, we may never
discover whether two conditions
believed to be either isomorphic or
closely related are actually “distinct”,
to use Feinstein’s term.

Pincus et al note that dimensional
models may meet with resistance from
many clinicians. In part, this is proba-
bly because of ‘categorical thinking’:
the pronounced tendency of humans
to conceptualize the natural world in
terms of categories even when such
categories do not exist (13). The great
American psychologist Gordon All-
port observed that “the human mind
must think with the aid of cate-
gories...We cannot possibly avoid this
process. Orderly living depends on it”
(14). Categorical thinking is typically
adaptive, as Allport pointed out, but it
often leads us to oversimplify the
world. If studies demonstrate that
most conditions in the DSM are
dimensional rather than taxonic at an
underlying level, we should revise our

psychiatric classification system to
mirror that fact even if clinicians find
it difficult to think in dimensional
terms. The DSM should reflect the
state of nature, not merely how clini-
cians think about the state of nature.
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Different reasons for comorbidity
require different solutions
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Pincus et al have provided a
thoughtful discussion of the challenges
posed by the high rates of psychiatric
comorbidity observed using the current
diagnostic classification system. In this
commentary, I will elaborate on their
discussion of alternative approaches to
dealing with comorbidity: mixed diag-
nostic categories, diagnostic hierar-
chies, and dimensional systems.

Comorbidity can occur for a vari-
ety of reasons. It may be a chance
occurrence or be due to the conjunc-
tion of independent risk factors; or it
may develop because two disorders
have shared or overlapping risk fac-
tors, or because one disorder causes
the other; or the comorbid condition
may be a multiform expression of one
of the pure disorders, or a third inde-
pendent disorder (1). It follows that
the best approach for dealing with
comorbidity depends on why a given
pair of disorders tends to co-occur.

Mixed diagnostic categories are
most appropriate when the comorbid
condition is a third independent con-
dition that is distinct from each of the
two pure disorders. Otherwise, mixed
categories may not be helpful. For
example, if major depressive disorder
and generalized anxiety have the
same or highly overlapping etiologies,
it would be more appropriate to com-
bine them into a single higher order
category than to add a third “mixed
depression and anxiety” category to a
system that already includes both of
the pure categories.

More generally, lumping is the best
approach when lower-order cate-
gories have shared or highly overlap-
ping etiologies. However, it may be
difficult to determine exactly how
much overlap is necessary to warrant
a lumping strategy. For example, it
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appears that most common forms of
psychopathology can be placed under
the higher order rubrics of internaliz-
ing and externalizing disorders (2).
Moreover, it is likely that the various
internalizing disorders all have some
etiological processes in common, as
do the various externalizing disorders.
However, the internalizing-externaliz-
ing distinction may be too coarse to
guide treatment. Pincus et al’s notion
of clinical utility is relevant here. The
question of whether to lump or to split
must be based on whether the infor-
mation lost by lumping is useful for
prognosis, treatment, or understand-
ing etiology.

A hierarchical approach is useful if
the comorbid condition is a multi-
form expression of one of the pure
disorders. For example, major depres-
sive episodes are almost invariably a
complication of dysthymia (3). Thus,
there may not be any advantages to
diagnosing a comorbid major depres-
sive disorder in patients with dys-
thymia. Hierarchies may be also use-
ful if one disorder causes the other,
unless the second disorder has addi-
tional clinical implications after it
develops.

Finally, although dimensional ap-
proaches have many useful properties
(4), they generally complicate, rather
than simplify, classification systems,
unless the number of dimensions is
very small. Rather than assigning one
or more diagnoses to the patient, each
patient receives a score on every
dimension in the classification sys-
tem. Even if scores of zero are
ignored, patients will invariably
receive more scores than they would
receive diagnoses in a categorical sys-
tem. While having more information
is often useful, it increases, rather
than reduces, complexity. As a result,
many dimensional systems (e.g., the
Minnesota Multiphasic Personality
Inventory, MMPI) routinely impose
categorical cutoffs on their dimen-

sions, bringing us back full circle to
the problem of comorbidity.

The problems raised by psychiatric
comorbidity cannot be resolved on
an a priori basis. They require data
on the nature of comorbidity between
specific sets of disorders. As a result,
there is no single solution to the
problem of comorbidity. Rather, dif-
ferent solutions will be required for
different combinations of disorders.
As the nature of comorbidity is eluci-
dated, it will undoubtedly lead to sig-
nificant revisions in the categories
and boundaries in the psychiatric
nomenclature.
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Psychiatric
comorbidity
presents special
challenges

in developing
countries

R. SRINIVASA MURTHY
National Institute of Mental Health and
Neurosciences, Bangalore, India

The developments in the field of
psychiatric diagnosis over the last 50
years have been significant, but the
current phase has both advantages
and disadvantages.
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I was trained in the early 1970s,
when the ICD-8 and the DSM-II
were the operating diagnostic sys-
tems. Since then, we have moved to a
more criteria based diagnosis. The
advantages that I have seen with this
change are the greater ease for shar-
ing of information and teaching of
postgraduates in psychiatry, and the
increased number of diagnostic cate-
gories. However, there is a big loss in
this shift, as most professionals, espe-
cially young psychiatrists, tend to use
the diagnostic criteria with greater
degree of confidence than is appro-
priate for the current level of knowl-
edge, in spite of the ICD-10 clearly
stating “No classification is ever per-
fect: further improvements and sim-
plifications should become possible
with increases in our knowledge and
as experience with the classification
accumulates”(1). The whole issue of
validity and utility of classification is
a subject of intense debate (2).

The question of comorbidity is
linked to the current phase of evolu-
tion of diagnostic systems. Since the
presence of a certain number of symp-
toms/signs forms the basis for the
diagnosis, more than one diagnosis
becomes possible in the same patient.
The article by Pincus et al explores
the complexity of the situation very
well. I would like to comment on two
issues: the needs of developing coun-
tries and the difficulties of classifying
psychiatric comorbidity in primary
health care.

The availability of mental health
services in developing countries is
very limited. In general, they are avail-
able in the range of 1/50 to 1/1000 of
what is available in well developed
countries. Consequently, the type of
patients seen, the duration of contact
and the service needs are different.
There is greater use of services by peo-
ple suffering from severe mental disor-
ders, as illustrated by the very low fre-
quency of the diagnosis of personality
disorders in psychiatric centers of
developing countries. Further, the
contact is often cross-sectional for a
particular episode of illness or during
the acute phase of the illness. The

intervention provided is largely phar-
macological, except in some centers
where a wide variety of psychosocial
treatments are used. These factors lead
to the use of the most simple and obvi-
ous diagnostic categories. As a result,
the identification of comorbidity gets
low priority. Clinicians usually diag-
nose those conditions that can be
effectively addressed at the level of
available facilities. This situation will
change as more and more facilities are
created, especially as mental health
care reaches the community.

Stimulated and supported by the
World Health Organization (WHO),
the integration of mental health care
with primary health care is now
occurring in several developing coun-
tries (3,4). In developed countries, the
move to primary health care is a way
of extending the reach of mental
health services, while in developing
countries it is the primary and often
the only method of providing mental
health care. The importance of this
approach was reflected in the World
Health Report 2001, whose first rec-
ommendation was “provide treatment
in primary care” (5). This approach to
organizing mental health care as part
of primary health care has relevance
to the discussion of comorbidity. It is
well documented that comorbidity of
mental disorders (especially of depres-
sion and anxiety disorders) is frequent
in primary health care (6).

The ICD-10 primary health care
version is a very simplified system
that is considered suitable for primary
care personnel. The twenty categories
look simple compared to the full clas-
sification. However, experience in
developing countries has shown that
even this system of classification is
difficult to use. The addition of
comorbidity, however desirable, is not
feasible with the current level of pri-
mary health care personnel (7). More-
over, psychiatrists in developing
countries are currently making
attempts to include psychiatric condi-
tions into the general information sys-
tem of primary health care. Due to the
competing demands on the general
information system, only a small

number, usually four to six, condi-
tions can be accommodated. Here
again the classification of comorbid
conditions would not be feasible. If
we insist for such a coding, the gener-
al health information system at the
level of primary health care may
exclude psychiatric conditions. Such
an exclusion would be a big loss.

A different problem of greater rele-
vance is the comorbidity of physical
conditions with mental disorders.
This is a frequent occurrence in devel-
oping countries (6,8). The usual prac-
tice of the primary care is to give
greater importance to physical disor-
ders. A major educational effort has
to be directed to sensitize and provide
skills to general physicians to identify
the comorbid mental conditions.

In conclusion, the proliferation of
diagnostic categories to meet the grow-
ing numbers seeking help for a wider
variety of mental health problems is a
valuable addition to the development
of psychiatric classification. However,
this desire to describe and categorise
everything should not come in the way
of integrating mental health care in
general health services. The classifica-
tory needs of the professionals work-
ing in developing countries should be
considered before universalizing an
exhaustive system of coding all comor-
bid conditions (9). Professionals who
will be caring for the mentally ill need
simpler diagnostic systems, which are
easy to use and relevant to care rather
than academic needs. In that context,
the emphasis on coding all comorbid
conditions may be premature. The
desire for the best should not come in
the way of common good.
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the African perspective

FRANK NJENGA

Kenya Institute of Stress Management, PO Box
73749, City Square, Nairobi 00200, Kenya

Comorbidity in the developing
world is a poorly researched harsh
daily reality that compounds diagnos-
tic problems at many levels. Allan
German (1) described a group of peo-
ple in Uganda as being in a state of
subclinical malnutrition. In this group
any insult, either physical or psycho-
logical, led to very severe forms of
affliction. It is upon subjects of this
level of weakness that a variety of
mental disorders are superimposed.
In rural Africa, over and above the
AIDS pandemic, the people have to
struggle with traditional infections,
including typhoid fever and tubercu-
losis. Indeed, in many parts of Africa,
psychosis is called ‘the big malaria’, a
term that recognises the link between
fever and psychosis. Epilepsy due to
trauma at birth and head injury in lat-
er life is common in Africa. Child-
hood infections, including measles,
are other common causes of epilepsy,
a condition that is comorbid with
mental illness in some cases.

Pincus captures the dilemma of the
developing world most graphically
when he states “Many information
systems (especially in developing
countries) do not have the capacity
for incorporating all comorbidities.
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Individuals use clinical judgment to
prioritize diagnoses, and may fail to
account for diagnostic complexity
where it exists”.

The pressure becomes intense
where the ratio of doctors to the pop-
ulation is 1:20,000, whereas that of the
influential traditional healer is 1:25. In
Tanzania, with a population of 30 mil-
lion, there are only ten psychiatrists,
four of whom work in the capital city
(2). In these circumstances, the pur-
pose and utility of remaining faithful
to classification systems that have no
bearing on the available interventions
becomes the subject of legitimate
debate. After all, goes the argument,
classification systems exist, at least in
part, to inform treatment. With the
currently available numbers of mental
health workers (psychiatrists and
nurses), it seems futile to engage in
detailed systems of classification.

Recent correspondence in the
British Journal of Psychiatry (3) acts
to fuel the sense of hopelessness expe-
rienced by lonely African scholars,
who live without the luxury of intel-
lectual communion with their peers.
When Tyrer (3) proposes a trial mar-
riage between depression and anxiety
rather than a life of indefinite noso-
logical sin, the African is left wonder-
ing how interesting the debate would
have been in real life! It however
remains clear, at the end of the debate,

that nothing is clear beyond the fact
that a system of classification, howev-
er imperfect, must remain in place.

Many questions arise from this
conclusion, including that of the
complicating role played by social
cultural factors in the causation and
perpetuation of common psychiatric
disorders - poverty, internal and
external displacement of people,
refugee status, malnutrition and
anaemia are but a few common con-
ditions that could influence the way
disease/health might be defined and
classified. These considerations com-
pound any attempt at clarifying the
question of comorbidity.

As though to complicate things fur-
ther, the majority of sub-Saharan
countries do not have a mental health
policy. A chicken and egg situation.
In the absence of mental health poli-
cies, African governments do not see
mental health as a priority issue wor-
thy of funding. Kenya and Tanzania
are good examples of countries in
sub-Saharan Africa currently engaged
in the development of mental health
policy after the successful completion
of baseline surveys of psychiatric
morbidity in rural areas (4). During
this process, it has become clear that
comorbidity is a matter of concern at
two levels. Firstly, the primary health
care workers do not have the skills of
identifying different psychiatric disor-
ders. For this reason, the guidelines
developed for the health information
systems at primary care can only con-
sist of a few disorders (eleven in
Kenya), if a meaningful information
system is to be planted in the country,
in the hope that in time it could devel-
op to the full ICD-10/DSM-1V level
of complexity. In this way, Kenya
recognises the importance of making
the first step in this long journey
towards harmony in classification sys-
tems.

Legitimate questions then arise
from this decision. If there are only a
few conditions recognised in this
(most modern) African system, what
is the scientific value of communica-
tion arising from Africa? Is research
data from Africa to be respected/
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trusted? Are Africans in fact talking
the same language with the rest of the
world when they discuss the chal-
lenges of comorbidity? Within the
body of this questions lies the answer.
Even as the Africans struggle to
develop mental health policies, and
even as they seem to be developing a
parallel system, this is the reason for
greater collaboration with the rest of
the world.

The mental health policy support
project in Kenya and Tanzania is
funded by the British government
through the Institute of Psychiatry in
London, and with it have come many
lessons and challenges. The project
has exposed a critical mass of African

scientists to the discipline of research,
and the need to remain faithful to
international systems of classification,
while at the same time remaining
grounded on the harsh reality of poor
resources at their disposal, a fact that
must drive their creativity.

Another challenge to the Africans
considering comorbidity is the ques-
tion of the prevalence of some psychi-
atric disorders common in the West,
rare in Africa. These include anorexia
nervosa and obsessive-compulsive
disorder. Do they exist in a different
form? Are they comorbid with other
disorders? The issues raised by Pin-
cus demand greater collaboration
between the developing world and

those responsible for harmonising
classification systems.
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To date, every published study of the antisaccade task has replicated the finding that schizophrenia patients make an increased number
of errors. This finding has been interpreted as support for frontal and/or basal ganglia dysfunction in schizophrenia, primarily because
neurological patients with pathology in these brain regions also make large numbers of errors on the antisaccade task. Here, we com-
pared the performance of schizophrenia patients and nonpsychiatric controls on an antisaccade task and on two neuropsychological
tests, the Wisconsin Card Sorting Test, which is assumed to tap frontal lobe functioning, and the interference condition of the Stroop Test,
which is thought to tap dorsolateral prefrontal cortex/anterior cingulate functioning. We examined the pattern of intercorrelations
among these tasks. Schizophrenia patients made significantly more errors on the antisaccade task, made more perseverative errors and
achieved fewer categories on the Wisconsin Card Sorting Test, and were significantly slower during the interference condition of the
Stroop Test than were nonpsychiatric controls. Antisaccade errors were significantly correlated with interference performance on the
Stroop in schizophrenia patients and in controls, but were not significantly correlated with the measures of Wisconsin Card Sorting Test
performance in either group. The pattern of intercorrelation suggests that these tasks should not be thought of as representing a unitary
variable of “frontal cortical integrity”. Although aspects of these tasks tap the ability to inhibit prepotent responses, each task is also
behaviorally complex. The multifaceted nature of these tasks makes it difficult to isolate which brain regions are part of the network
underlying the specific act of inhibiting a prepotent response (for example, the reflexive saccade toward the novel peripheral target) and
which regions participate in aspects of task performance that are related to non-inhibitory components (for example, executing an anti-
saccade). A broadly distributed network is undoubtedly involved in both processes. Parsing the various components of cognitively com-
plex tasks may help to clarify both the specific behaviors that are anomalous and their underlying neural substrates. We also address
the complexity of inferring localized brain dysfunction in schizophrenia patients based on seemingly analogous behavioral deficits in

neurological populations.

Key words: Antisaccades, schizophrenia, frontal cortex, neuropsychological tests, response inhibition

Every study of antisaccade (AS) performance in schizo-
phrenia (SZ) patients has replicated the finding that they
make an increased number of errors on the AS task (1-35).
The consistency of this finding has led investigators to
pursue its significance by studying clinically unaffected
relatives of SZ patients (36) and to explore the neural cor-
relates of poor performance.

In the AS task (37), the subject fixates a central target. A
novel visual stimulus appears unpredictably in the left or
right periphery, and the task is to inhibit a reflexive saccade
toward the target and then to make a voluntary saccade to
the opposite periphery. Failure to inhibit a reflexive sac-
cade toward the peripheral target is considered an error.

The poor performance of SZ patients on the AS task
has been interpreted as support for frontal or basal ganglia
dysfunction, or both, because patients with lesions involv-
ing the dorsolateral-mesial frontal lobes (38) as well as
patients with lesions of the dorsolateral prefrontal cortex
(DLPFC) (4,39), Huntington’s disease (40-42), progressive
supranuclear palsy (43,44), and Parkinson’s disease (45-
48; but see 4, 49, 50) also make an increased number of
errors on the AS task. In addition, broadly disseminated
brain disease, including Alzheimer’s disease (51,52), amy-
otrophic lateral sclerosis (53), and AIDS dementia
(54,55), is associated with impaired AS performance.
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The possibility that the poor performance of SZ
patients on the AS task reflects prefrontal cortical dys-
function has led investigators to examine the relation
between performance on this task and other tasks that are
thought to tap the functional integrity of the prefrontal
cortex. Significant correlations between measures of per-
formance on the various tasks have been interpreted as
converging support for varying degrees of “frontal lobe
dysfunction” in SZ patients. Rosse et al (6) found that AS
errors were significantly correlated with perseverative
errors and number of categories achieved on the Wiscon-
sin Card Sorting Test (WCST) in chronic SZ patients.
Among nonpsychiatric controls, performance on the two
tasks was not significantly correlated. Crawford et al (9)
reported that the number of perseverative errors on the
WCST was a significant predictor of AS errors in SZ and
bipolar patients. Tien et al (14) found a trend for perse-
verative errors on the WCST to be significantly related to
AS errors in SZ patients. In another study (17), AS errors
were significantly correlated with perseverative errors on
the WCST in controls and with categories achieved in SZ
patients. Performance on both parts of the Trail Making
Test was significantly correlated with AS errors in SZ
patients, but not in controls. Two other tests of frontal
lobe functioning, finger tapping and the Rey Auditory Ver-
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bal Learning Test, were not significantly associated with
AS performance in either group. Karoumi et al (20) found
that WCST errors were significantly correlated with AS
errors in SZ patients but not in nonpsychiatric controls.
In contrast, performance on the Stroop was not correlat-
ed with AS errors in either group.

In a study by Snitz et al (27), categories achieved on the
WCST and errors on a spatial working memory task were
significantly correlated in SZ patients and controls, but per-
severative errors on the WCST and spatial working memory
were correlated with each other only in the controls. AS
errors were not correlated with spatial working memory per-
formance in either group (no results were presented for the
relation between AS errors and performance on the WCST).
The authors noted that the subgroup of SZ patients who per-
formed poorly on the AS and spatial working memory tasks
also had worse smooth pursuit and tended to achieve fewer
categories on the WCST than other SZ patients in the sam-
ple. Nieman et al (29) reported that AS errors were signifi-
cantly correlated with poor working memory, poor spatial
working memory, and attentional disturbance in SZ
patients. AS errors were significantly correlated with per-
formance on the Stroop and the Trail Making Test in SZ
patients treated with olanzapine, but not in patients treated
with risperidone. Gooding and Tallent (33) found a signifi-
cant correlation between AS errors and performance on a
test of spatial working memory in SZ outpatients (and in the
total sample of SZ and bipolar patients and controls).
Manoach et al (34) found that AS errors were not signifi-
cantly correlated with perseverative errors on the WCST.

As the summary above indicates, there is no consistent
pattern to the relationship between performance on the
AS task and various neuropsychological tests of frontal
lobe functioning. The purposes of the present study were:
a) to study independent samples of patients and controls,
both of whom were tested on the AS task and on neu-
ropsychological measures of frontal cortical integrity, and
b) to address issues raised by inferring localized brain dys-
function in SZ patients on the basis of deficits seen in
patients with neurological disorders.

METHODS
Subjects

The two subject groups included 23 individuals who
met DSM-IV criteria for a diagnosis of schizophrenia or
schizoaffective disorder (SZ) and 21 nonpsychiatric con-
trol (NC) subjects.These groups are subsets of larger sam-
ples of SZ patients and NC whose AS data were previous-
ly published (35). SZ participated an average of 9.6
(SD=2.7) months after their most recent psychiatric hos-
pitalization. Their average duration of illness was 14.4
years (SD=7.4) and their average score on the Brief
Psychiatric Rating Scale was 43.2 (SD=13.2), indicating
symptoms of moderate severity at the time of testing. Two
SZ patients were receiving no psychotropic medications.

One patient was taking antianxiety medication only, two
were receiving mood stabilizers only, and 18 were taking
antipsychotic drugs. All but two of these eighteen patients
were also receiving antianxiety, antidepressant and/or
mood stabilizing medication. The average daily dose of
antipsychotic medication in chlorpromazine equivalents
was 423 mg (SD=312.4). Nonpsychiatric control subjects
were recruited through the Department of Internal Medi-
cine at a local medical center. Written informed consent
was obtained after a complete description of the study.

General inclusion criteria that applied to all subjects
included: a) age between 18 and 55; b) no diagnosed cen-
tral nervous system disease; c) no current or past sub-
stance abuse or dependence within one year; d) estimated
verbal IQ > 80 based on the vocabulary subtest of the
Wechsler Adult Intelligence Scale - Revised; e) fluency in
English; f) no tardive dyskinesia.

All subjects received the Structured Clinical Interview
for DSM-1V, Patient Edition (56), which was administered
by one of four trained interviewers. Nonpsychiatric con-
trols also received the Structured Interview for Schizotyp-
al Symptoms (57). Axis I syndromes and Axis II schizo-
phrenia spectrum personality disorders meeting DSM-IV
criteria were assigned based on a consensus of four clini-
cians who reviewed the interview material as well as a nar-
rative summarizing the interview and records of previous
psychiatric hospitalizations. Interviews and the diagnostic
assessments were performed without knowledge of group
membership or the experimental findings.

NC were excluded if they met DSM-IV criteria for a
diagnosis of any psychotic disorder (lifetime), bipolar dis-
order without psychotic features, or schizoid, schizotypal,
or paranoid personality disorder, or if they had a family
history of psychosis as determined from a Family Infor-
mant Schedule and Criteria interview (58). Six NC were
diagnosed as having had a past major depression and one
received a diagnosis of panic disorder without agorapho-
bia. Although the NC group was not free of Axis I disor-
ders, none had a psychotic or schizophrenia-related con-
dition or was a relative of a psychotic individual. We
therefore consider the controls to be “clinically unaffect-
ed” (i.e., not to have a schizophrenia-related condition),
but not to be a “purified” control group (36, 59-62).

The SZ group had a significantly smaller proportion of
females than did the NC group (43% vs. 81%, chi square
=5.02,df = 1, p = 0.025). The two groups did not differ in
age (36.5 + 7.3 vs. 37.5 £ 11.5 years) or estimated verbal
IQ (104.3 £ 11.9 vs. 106.0 + 12.7).

Procedures

Antisaccade task

Horizontal eye movements were recorded in a dark-
ened room using infrared reflectometry. Signals from
photo-detectors were digitized at 1 KHz. The sensors and
miniature infrared light emitting diods, which were mount-
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ed on spectacle frames, were aligned for each subject.
Head movement was minimized by a custom bite-bar of
each subject’s dental impression. Eye position was cali-
brated in 3° intervals to +/- 12°. A vertical signal detected
blinks. Calibrations were performed at the beginning of a
testing session and again after any interruption in which
the subject removed his/her mouth from the bite-bar.
Stimuli were presented on a color monitor positioned 22
inches in front of the subject. Data were collected and
analyzed using customized software.

The target was a pink filled circle subtending a visual
angle of 1.5°. One cycle consisted of the target positioned
at the center of the screen for 2000 msec, followed by its
abrupt disappearance and the simultaneous appearance of
the target at 8° left or right of center for 2000 msec, fol-
lowed by a return to center, signaling the beginning of the
next cycle. The target moved to the left or right quasi-ran-
domly and each direction was presented an equal number
of times. Subjects received two practice trials of four
cycles each, and two test trials of eight cycles each. Each
set of eight trials lasted 32 seconds, separated by a short
break. The first trial of each set was discarded, yielding 14
trials that were included in the analyses. Subjects were
instructed to look at the target when it appeared at the
center of the screen, and then to look as quickly as possi-
ble, approximately the same distance from center, in the
direction opposite to that of the target movement. Thus,
when the target moved to the right, subjects were to look
the same distance to the left of center. When the target
returned to center, subjects were instructed to follow it
back to the center. The following three dependent meas-
ures were used: a) the percent (%) error score, calculated
as the number of errors/number of valid cycles (an error
was counted if the subject looked toward the target
instead of to the opposite periphery); b) the symmetry of
% error scores (the difference between AS errors to targets
appearing on the left and right); c) the % corrected error
score, calculated as the number of corrected errors/total
number of errors. An error was considered corrected if a
saccade toward the peripheral target was followed by an
AS to the correct location before the target returned to
center. A cycle was considered invalid and eliminated
from analysis if a saccade was made just before the target
moved (an anticipatory eye movement) or if a blink
occurred just before or just after the target moved.

Neuropsychological tests

Two tasks that are commonly thought to be sensitive to
the integrity of the frontal cortex (63-65) were administered:
the WCST and the Stroop Color-Word Interference Test.

The WCST (66) was administered according to the
method proposed by Milner (63). Subjects were presented
with a deck of 64 cards and asked to match each test card
to one of four stimulus cards. A second deck of 64 cards
was administered after the sorting principles were clarified
to ensure that sorting errors were not a function of a fail-
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ure to comprehend the task (65). The two dependent vari-
ables were number of perseverative errors and number of
sorting categories achieved on the second deck.

The Stroop Test (67,68) is designed to establish com-
peting response tendencies and to assess ability to sup-
press interfering stimuli. The task has three parts: a) Color
Naming (reporting the color of randomly sequenced color
rectangles, each rectangle printed in one of four different
colors: red, blue, green, or yellow), b) Word Reading
(reading randomly ordered color words printed in black
ink), and c) Interference, INTF (reporting the ink color of
color words that are printed in an incongruous color, e.g.,
the word blue printed in red ink). The Color Naming con-
ditions the tendency to respond to color and the Word
Reading conditions the tendency to read words. The INTF
condition requires that the subject inhibit the overlearned
and competing response set to read the color word, and
instead, to name the color in which the word is printed.
The effect of the INTF condition is the time difference
between the color naming and INTF conditions.

Statistical methods

Since none of the dependent measures was normally
distributed, group comparisons were based on the Wilcox-
on Rank Sum Test (WZ). Symmetry of % error scores
within groups was tested using the Wilcoxon Signed Rank
Test (WT).

RESULTS

Antisaccade task

SZ made significantly more errors than did NC (WZ = -
2.0, p = 0.04). Neither group showed significant asymme-
try in % error score (NC: WT = 25, p > 0.33; SZ: WT= -9,
p > 0.71) and there was no group difference in symmetry of
errors (WZ = -0.80, p > 0.40). All subjects corrected virtu-
ally all errors and there was no group difference in this
respect (WZ = 1.36, p = 0.2). Error correction averaged
94.6% in SZ and 100% in NC. Descriptive statistics per-
taining to the dependent measures can be found in Table 1.

Neuropsychological tests

SZ achieved significantly fewer categories (WZ = 2.82, p
= 0.005) and had a significantly higher number of persever-
ations (WZ = -3.1, p = 0.002) on the WCST than did NC.
The Stroop INTF condition had a significantly greater effect
in the SZ patients than in the NC (WZ = -2.4, p = 0.02).

Relationship between performance on the antisaccade
task and neuropsychological tests

In both SZ patients (Spearman rho = 0.45, p=0.04, n =
21) and NC (Spearman rho = 0.49, p = 0.03, n = 20), AS
errors were significantly correlated with the Stroop INTF
score. In contrast, AS errors were not significantly corre-
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Table 1 Antisaccade task and neuropsychological test results in patients with schizophrenia and nonpsychiatric controls

Antisaccade Perseverative errors Categories achieved Stroop
% error score* (WCST)** (WCST)*** Interference score
(sec) sfe e sle sk
Patients (N=23) 45.1 +30.2 [50.0] 6.6 + 6.8 [4] 3.7 + 1.4 [4] 75.7 + 43.6 [61]
R: 46.6 + 34.6 [50] (N=22) (N=22) (N=21)
L: 42.8 +30.3 [33.3]
Controls (N=21) 25.7 +21.3 [21.4] 25+3.9[1.5] 4.8 +0.56 [5] 50.6 + 13.8 [49.5]
R:23.7 £ 21.6 [12.5] (N=20) (N=20) (N=20)

L: 28.6 + 27.0 [16.7]

Results are expressed as mean + SD [median]

WCST - Wisconsin Card Sorting Test; R — Targets appearing to the right of center; L — Targets appearing to the left of center

* Significantly more errors in patients than controls (WZ = -2.0, p = 0.04)

** Significantly higher number of perseverations in patients than controls (WZ = -3.1, p = 0.002)
= Significantly fewer categories achieved by patients compared to controls (WZ = 2.82, p = 0.005)
###% Significantly greater effect of the Interference condition in patients than controls (WZ =-2.4, p = 0.02)

lated with categories achieved (SZ: Spearman rho =-0.14,
p = 0.54, n = 22; NC: Spearman rho = 0.17, p = 0.47, n =
20) or perseverative errors on the WCST (SZ: Spearman
rho = 0.10, p = 0.65, n = 22; NC: Spearman rho = 0.19, p =
0.43, n = 20) in either group. The same pattern of results
was found when all subjects were considered together: AS
errors were significantly correlated with the INTF condi-
tion of the Stroop (Spearman rho = 0.53, p = 0.0003, n =
41), but not with categories achieved (Spearman rho = -
0.11, p = 0.48, n = 42) or perseverative errors (Spearman
rho = 0.27, p = 0.08, n = 42). In each group and in the
combined groups perseverative errors were significantly
correlated with categories achieved on the WCST (SZ:
Spearman rho = -0.70, p = 0.0003, n = 22; NC: Spearman
rho = -0.57, p = 0.009, n = 20; combined: Spearman rho =
-0.71, p = 0.001, n = 42). The only other significant corre-
lations were between the Stroop INTF condition and both
categories achieved (Spearman rho = -0.61, p = 0.003, n =
21) and perseverative errors (Spearman rho = 0.52, p =
0.01, n = 21) in the SZ group and in the combined sample
(Spearman rho = -0.52, p = 0.0006, n = 40; Spearman rho
= 0.54, p = 0.003, n = 40, respectively).

DISCUSSION

There are two noteworthy findings in the present study.
The first pertains to the replications of the AS, WCST, and
Stroop findings in SZ. The second concerns the relation of
AS errors to performance on the two neuropsychological
tests. In the discussion that follows we address each of these
findings and the nature of the deficit represented by poor AS
performance in SZ patients, and we compare the character-
istics of the poor performance of SZ patients with those of
patients with frontal pathology of neurological origin.

Schizophrenia, antisaccade errors, and
neuropsychological test performance

We found that SZ patients made significantly more
errors (45.1%) on an AS task than did NC (25.7%), repli-

cating all other reports in the literature (see introduction).
SZ patients and NC corrected 94% and 100%, respective-
ly, of errors. All of these results on the AS task are consis-
tent with those reported for the larger sample from which
these subgroups were drawn (35). No asymmetry in the
error score was noted within either group and the groups
did not differ in magnitude of asymmetry. The larger sam-
ples of SZ patients (n = 50) and NC (n = 49) from which
these subgroups were drawn also showed no significant
asymmetry (SZ: 1.7 £ 29.0; NC: 5.3 + 22.5; WZ = 0.54, p >
0.59). Nor was significant asymmetry found in 98 first-
degree relatives of SZ patients (-1.7 + 24). Of the 11 stud-
ies of SZ patients that examined asymmetry in error rate
(1,2,4,7-9,13,15,16,20; the present study), asymmetry in
error rate in SZ patients was reported in only two (8,13).

The neuropsychological test results in the present study
are also consistent with an extensive literature document-
ing poorer performance in SZ patients than in controls.
Specifically, on the WCST, SZ patients made more perse-
verative errors and/or achieved fewer categories than con-
trols (34,69-73). On the Stroop, the INTF condition had a
significantly larger effect in SZ patients than in controls
(74-78). Of interest here, however, is the interrelationship
among these measures. The two measures of the WCST
were highly correlated with each other (rho = 0.71) as well
as with the Stroop INTF (rho = -0.52 for categories
achieved; rho = 0.54 for perseverative errors) in the com-
bined groups. Neither of the WCST measures, however,
was significantly correlated with the AS error score in
either group, even though each measure individually
showed dysfunctional performance in the SZ group. The
INTF score of the Stroop, on the other hand, was signifi-
cantly correlated with the AS score (rho = 0.53) account-
ing for 28% of the variance.

Relation between antisaccade task and
neuropsychological test performance

If the INTF condition of the Stroop, perseverative
errors and categories achieved on the WCST, and inhibi-
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tion of reflexive saccades on the AS task all reflect a com-
mon process related to frontal cortical dysfunction, one
would expect to find a pattern of significant intercorrela-
tions among all these variables. This outcome was not
obtained in this sample, which is consistent with some of
the other findings in the literature but not with others (see
introduction).

Phenomenologically, one might infer that the common
process reflected in the significant association between the
% error score and the INTF effect is inhibition of prepotent
responses. However, the inconsistent pattern of associa-
tions between performance on the AS task and the various
neuropsychological test measures of prefrontal cortical
integrity suggests that neither the phenomenology of these
tasks nor the concept of ‘frontal cortical integrity’ reflects a
unitary process. For example, the perseverative error score
would also seem to reflect the ability to inhibit prepotent
responses and, although it was correlated with the INTF
effect, it was not correlated with % errors in SZ or in the
entire sample. The number of categories achieved on the
WCST is a secondary consequence of inhibiting competing
response tendencies (i.e., not perseverating) and it, too,
was correlated with the INTF effect, but not with % errors
in patients or in the combined sample.

What is reflected by poor antisaccade task performance?

One factor that may contribute to the unsystematic pat-
tern of intercorrelations among these tasks (both in this
study and in others in the literature) is that they are all
cognitively complex. Each task requires that the partici-
pant follow a complex rule, which mandates that a
sequence of behaviors be performed correctly. The ability
to inhibit prepotent responses is only one of several
behaviors required to perform each task correctly. Consid-
er the AS task as an example. At a minimum, it requires
the ability to fixate a target, to inhibit a reflexive saccade
toward the novel target, to generate a voluntary eye move-
ment (the antisaccade) to the opposite periphery, to per-
form all three behaviors in a sequence, to sustain atten-
tion, to remember the task requirements, to maintain task
set, and to do all of these behaviors repeatedly. This com-
plexity is mirrored in the results from magnetic resonance
imaging and electrophysiological studies in human and
non-human primates, where networks that involve many
brain regions are implicated in the global performance of
the AS task; these include significant activation of frontal
eye fields, supplementary eye fields, supplementary motor
area, posterior and superior parietal cortex, anterior cin-
gulate, DLPFC, insula, basal ganglia, thalamus, and supe-
rior colliculus (79-92). Which brain regions are critically
involved in any specific feature of performing the AS task,
and of performing these actions sequentially, and repeat-
edly, however, is not currently well understood. For exam-
ple, although the DLPFC has been implicated in saccade
inhibition in studies of clinical populations and in studies
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of lesioned non-human primates (38, 39, 93), imaging
studies have not consistently confirmed changes in activa-
tion in this region while performing the AS task (see
above). Similar inconsistencies have been reported for the
frontal eye fields and supplementary eye fields, both in
studies of clinical populations and in functional imaging
studies (38,39,81,83,94-97). Moreover, the anterior cingu-
late cortex has been implicated in inhibiting prepotent
responses in several behavioral domains (96,98). It is
instructive here to consider that in two tasks as simple as
lifting the finger that is touched compared with lifting a
specified finger other than the one that is touched, the
regions of brain activation differ: the latter activates the
anterior cingulate and the DLPFC but the former does not
(99). 1t is therefore not unexpected that the much more
cognitively complex AS, Stroop INTF, and WCST tasks
would reflect complex activation patterns in the brain.

The antisaccade task: frontal localization revisited

In the discussion that follows, we revisit the interpreta-
tion that the AS task indexes frontal dysfunction. Similar
considerations could undoubtedly be raised about the
WCST and the Stroop task as well as any behaviorally
complex tasks, but here we focus on the AS task. There
are two particularly influential reports on AS performance
in neurological populations, the studies by Guitton et al
(38) and Pierrot-Deseilligny et al (39), both of which pro-
vide unusually rich sources of information about the ocu-
lomotor and clinical behavior in their respective patient
populations. It is useful to examine the extent to which the
patterns of abnormal AS performance described in those
two reports resemble the poor performance of SZ patients
on the AS task, because the similarity in performance
deficits between neurological patients with frontal pathol-
ogy and SZ patients has been the basis for inferring local-
ized brain dysfunction in SZ.

Guitton and colleagues administered the AS task to ten
patients two weeks after tissue had been removed unilat-
erally from parts of the patients’ dorsolateral-mesial
frontal cortex for relief of intractable epilepsy (seven addi-
tional frontal patients were tested 1-23 years post-opera-
tively). These ten acutely post-operative “frontal” patients
were compared with seven patients who had had “discrete
temporal lobe removals” two weeks previously, also for
intractable seizure relief, and with nine neurologically
healthy controls. Only the patients with probable lesion
sites involving the frontal cortex performed abnormally on
the AS task. The authors described “specific and non-spe-
cific effects of frontal lesions”. They attributed the ability
to inhibit reflexive saccades - the AS error - to the integri-
ty of dorsolateral and mesial frontal areas, and they attrib-
uted the ability to make a correct AS to the integrity of the
frontal eye fields and supplementary motor area.

Guitton et al (38) described three patterns of poor AS
performance. The first pattern was found in four patients
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with probable lesions involving the frontal eye fields
and/or supplementary motor area and involved strong
bilateral deficits. Error rates ranged from about 66 to
100% regardless of whether the cue was presented ipsilat-
eral or contralateral to the side of the lesion. The principal
aspects of this pattern were: a) profoundly impaired abili-
ty to inhibit reflexive saccades to the target, b) rare cor-
rection of reflexive saccade errors, ¢) hypometric AS - on
the isolated occasions when patients made an AS, it
stopped at the midline instead of at the mirror image loca-
tion in the opposite periphery, and d) when patients did
look at the correct location for the AS, it was always after
that location had been illuminated; that is, they made a
visually-guided saccade, not a voluntary saccade. It is
noteworthy that not all patients with extensive prefrontal
involvement (including the DLPFC) showed an increase
in reflexive glances toward the target. For example, one
patient who was tested 23 years after “almost total
removal of a prefrontal lobe” could suppress reflexive
glances “better than normal”, but could not make an AS.

The pattern of impaired performance described above
differs from that found in SZ (and other psychiatric)
patients. When SZ patients perform poorly, they make
more reflexive errors and/or are slower to make a correct
AS than a comparison group. The error rates are not typi-
cally of the magnitude reported by Guitton et al (38).
Moreover, SZ patients spontaneously correct errors, which
is commonly used to support the inference that patients
understood the task demands. Furthermore, neither cor-
rect AS nor corrected AS errors are hypometric or visually
induced. Thus, the first pattern of compromised AS per-
formance in the frontal patients tested by Guitton et al (38)
does not match the findings in SZ patients.

The second pattern involves asymmetries in error rate
(more errors when the cue was presented contralateral to
the side of the lesion). Strong asymmetries occurred in
two patients, involving error rates of about 60-80% for
cues presented contralateral to the lesion. Weak asymme-
tries also occurred in two patients; Guitton et al consid-
ered the performance of these patients to be “essentially
normal”. Asymmetries in error rate are also not character-
istic of the performance of SZ patients on the AS task, as
noted above.

The third pattern, which occurred in two of Guitton’s
patients, was weak bilateral increases in reflexive saccade
errors. This is the single compelling similarity between the
findings reported by Guitton et al and reports on SZ
patients, their relatives, and other psychiatric populations.

Pierrot-Deseilligny et al (39) compared patients with
unilateral infarctions in the posterior parietal cortex
(n=10) or in one of three frontal regions, the supplemen-
tary motor area (n=9), frontal eye fields (n=10), DLPFC
(n=16), with 20 neurologically healthy controls. The
patients were tested 17 days after the infarction occurred.
Only patients with infarctions of the DLPFC showed a sig-
nificantly higher error rate than controls. The specificity of

a high error rate to infarctions of the DLPFC is widely
believed to support two inferences - first, that this region
controls the ability to inhibit reflexive saccades, and sec-
ond, that a dysfunction involving the DLPFC underlies
the high AS error rate in SZ patients.

The data on the patients with DLPFC infarctions reveal
that two patterns of poor performance characterized all
DLPFC patients: a) very marked bilateral increases in
error rate (about 50% to near 100%) or b) very marked
asymmetries in error rate. As noted above, neither pattern
is characteristic of SZ patients. On the basis of these com-
parisons, we conclude that the evidence for similar deficits
in SZ patients and in these groups of neurological patients
with frontal and prefrontal pathology is not strong. What
is much more striking is the lack of regional brain speci-
ficity for high error rates in a wide range of clinical condi-
tions. After reviewing the clinical, imaging, and basic stud-
ies on the AS task, Everling and Fischer (100) concluded
that thereisa “... lack of certainty as to which brain struc-
tures are involved in the performance of antisaccades...
Despite a high sensitivity of the antisaccade task, its speci-
ficity for a disease or the location of the involved brain
structure may be low... While many authors tend to inter-
pret failures in the antisaccade task as indications of
frontal or prefrontal deficits, review of the different com-
ponents that must be intact for a successful performance
of the antisaccade task shows that such a conclusion may
be premature or even wrong”.

We turn now to a comparison of the results reported by
Guitton et al (38) and Pierrot-Deseilligny et al (39). In the
Guitton et al study, the most profound impairments on the
AS task occurred in the patients with frontal eye fields and
supplementary motor area lesions. In contrast, in the Pier-
rot-Deseilligny et al study, patients with infarctions in
these regions did not differ in error rate from controls or
show the patterns of strong or weak bilateral deficits
described by Guitton et al Nor did Pierrot-Deseilligny et al
describe a failure to correct errors or inability to generate
an AS. Moreover, in our reading of their data, the most
prominent feature of the AS performance of the patients
with supplementary motor area, frontal eye fields and pos-
terior parietal cortex infarctions was mild to moderate
asymmetry in error rate. These findings thus indicate that
central nervous system pathology involving a variety of
different brain regions is associated with AS error rate
asymmetry and with bilateral increases in error rate.

It is difficult to account for the differences between the
findings of the Guitton et al and Pierrot-Deseilligny et al
studies. Methodological differences may be one factor.
Clinical differences between the patients in the two stud-
ies may also explain why Guitton et al found much more
profound deficits in AS performance than Pierrot-Deseil-
ligny et al did.

It is useful to note that small sample sizes limit statisti-
cal power to detect significant between-group differences
unless the effect size is very large, as was clearly the case
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for the DLPFC patients in the Pierrot-Deseilligny et al
study. One cannot rule out the possibility that patients
with infarctions in the supplementary motor area, frontal
eye fields and posterior parietal cortex did not differ from
controls in error rate because of the low power of very
small samples (4-6 per group).

Having examined the seminal studies of AS in neuro-
logical patients, we conclude that the AS performance of
SZ patients is, for the most part, not like that of the neu-
rological groups studied by Guitton et al and Pierrot-
Deseilligny et al. Indeed, SZ patients show a pattern
described in the results section of this paper: a moderate
number of AS errors, almost all of which are sponta-
neously corrected, with no significant lateral asymmetry.

In summary, the AS task and each of the neuropsycho-
logical tests tap complex psychological functions and
behavior. Phenomenologically, each task requires that the
person inhibit a prepotent response, although obviously
this is not the only behavior involved in the successful per-
formance of these tasks. The poor performance of SZ
patients on each of these tasks points to a compromised
ability to inhibit a prepotent response. In the case of AS,
it is the failure to inhibit the tendency to make a visually
guided saccade. In the case of the Stroop INTF score it is
the failure to inhibit the more practiced tendency to read
the color word rather than to name the color in which the
word is printed. It is noteworthy, moreover, that SZ
patients are able to generate a correct AS and to correct
their Stroop errors. The imperfect and inconsistent pattern
of intercorrelations among these tasks indicates that they
do not involve one unitary function. The complexity of
these tasks requires that they be parsed into their simpler
components in order to penetrate to the functional
impairments they tap in SZ (22,101,102). In this report,
we have called attention to differences in the pattern of
error performance on the AS task in SZ patients and in
patients with verified central nervous system pathology.
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The published literature on eating disorders in white
South Africans dates back to the 1970s (1,2). In a South
African study on treatment outcome for hospitalised
anorexics and bulimics (3), it was mentioned that no
blacks had been referred for treatment of either condition.
In January 1993, one of the authors (CPS) first diagnosed
an eating disorder in an adolescent black female, leading
ultimately to the first published series of such cases in
South Africa (4). Subsequently there has been an increase
in the number of black eating disordered patients hospi-
talised for the treatment of their illness (5). The question
arose as to whether the initial cases described were fore-
runners of further cases, in greater numbers, signalling a
shift in the demographic profile of eating disorders (4).

The 1990s were a time of increasing racial integration at
various levels of South African society, despite the exis-
tence of apartheid. One specific area of racial integration
was at privately funded schools. Such schools seemed
appropriate for the exploration of eating attitudes. Under-
lying this approach was the theory of socio-cultural fac-
tors impacting on the occurrence of eating disorders,
whereby the ideals of Western society are specifically
implicated (6). In this regard, private schools were viewed
as institutions dominated by Western values. Given the
existing literature on the link between acculturation and
eating disorders (7,8), it was hypothesized that black
females (constituting a minority group in an alien cultural
milieu) in such a setting may demonstrate an inclination
towards the development of eating disorders.

This was explored through the measurement of eating
attitudes at a private, all-girl, secondary school in the
greater Johannesburg area (i.e. an urban setting). Using
the Eating Attitudes Test (EAT-26) (9), a suprising number
of black respondents (37.5%) demonstrated potentially
pathological eating attitudes (10). This finding suggested
that the initial cases described were indeed part of an
emerging phenomenon (5). The current study was under-
taken to provide further support for this through a larger
sample, attending state funded schools, in an urban loca-
tion.

In essence, the hypothesis of the current study is that
black adolescents in an urban setting will demonstrate
eating attitudes similar to their white counterparts. The
ultimate aim of the study is to demonstrate that setting,
and not race or ethnic group, has an important influence
on eating attitudes. Within the South African context such
data is important in terms of dispelling notions of racial
exclusivity regarding the risk for the development of eat-
ing disorders, i.e. that only whites and not blacks are at
risk, which may have implications for resource allocation.

METHODS

The study was conducted on separate days during 1996
at three secondary schools, which were in an urban area
(Johannesburg: Gauteng province). The schools were sin-
gle sex (i.e. all girls) and were racially diverse in composi-
tion. The decision to use three schools in the urban sam-
ple was influenced by the required sample size, which was
calculated from a pilot study (10).

Prior to commencing the study, extensive liaison took
place between the various school principals and the
researcher in terms of establishing the acceptability and
viability of conducting research at their respective schools.
The study was approved by the Committee for Research
on Human Subjects at the University of the Witwater-
srand.

The completion of questionnaires at each school took
place on a designated day at a specific time such that an
entire school was simultaneously involved in the process.
The process was monitored and supervised by teachers
and the researcher. In general the procedure was complet-
ed within one hour. During the time of questionnaire com-
pletion, no discussion was permitted between respon-
dents. Participation in the study was voluntary and each
girl who participated provided written informed consent.
Parental permission to participate was also required.
Anonymity was guaranteed.

A demographic questionnaire and the EAT-26 were
employed. The demographic questionnaire sought to col-
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lect information on age, school standard, race, home lan-
guage, current height, current weight. The last two param-
eters were directly measured and the value was given to
the respondent to fill in on the questionnaire. In addition,
the respondent was required to specify paternal/maternal
occupation, which was for the purpose of establishing
socio-economic status. The EAT-26 (9) is a self report
questionnaire comprising questions dealing with attitudes,
concerns and behaviours related to food, weight and body
shape. A total score of 20 or more represents the cut-off
for the existence of disturbed eating attitudes and behav-
iours.

Prior to conducting the study, the EAT-26 was discussed
with each school principal with regard to the terminology
used. The wording of the questionnaire was altered in cer-
tain instances, based on recommendations from the vari-
ous schools, e.g. the word “impulse” was replaced by the
word “urge”. Within the South African context, the EAT-
26 has previously been employed in several studies. The
study by Szabo and Hollands (10) established, but did not
report, Cronbach’s alpha values of 0.75 for black respon-
dents and 0.79 for white respondents, whereas the study
by Senekal et al (11), involving black university students,
established a value of 0.62.

RESULTS

The total sample consisted of 1353 female respondents.
The total enrolment of pupils at the three schools was
1579, giving a response rate of 86%. Of the 226 non-
responders, 46 had been absent on the day of the study.
The racial composition was as follows: black 43%
(n=578), white 37% (n=506), other 20% (n=269). Only
the data derived from the black and white respondents are
reported.

White respondents were significantly taller (t = -9.82, df
=961, p<0.0001) but had a significantly lower body mass
index (t = 4.73, df = 936, p < 0.0001) than black respon-
dents. No significant difference was found for either age (t
=0.95, df = 1079, p = 0.34) or weight (t = 1.32, df = 1004,
p = 0.18). The socio-economic status of the white sample
was significantly higher (p = 0.001).

Within the black sample, 18.7% (108/578) scored 20 or
above. The mean score for the entire sample (n=578) was
12.48 (SD = 8.94). The scores for the various subscales
were as follows: Dieting = 7.68 (6.75), Bulimic = 1.61
(2.38), Oral control = 3.17 (3.04). For those scoring 20 or
above (n=108) on the EAT-26, the mean score was 27.19
(SD = 7.19). Mean scores for the subscales were as fol-
lows: Dieting = 18.04 (5.98), Bulimic = 3.84 (3.3), Oral
control = 5.3 (3.73). For those scoring below 20 (n=470)
on the EAT-26, the mean score was 9.1 (5.02). Mean
scores for the various subscales were as follows: Dieting =
5.3 (4.19), Bulimic = 1.1(1.76), Oral control = 2.68 (2.63).
Cronbach’s alpha was 0.74.

A principal component factor analysis with varimax
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rotation revealed that 31% of the variance could be
explained by three factors, with factor 1 accounting for
16.6% of the total variance. The first three factors (corre-
sponding to the subscales as follows: Factor 1 = Dieting,
Factor 2 = Bulimia, Factor 3 = Oral control) had eigen
values of 4.32, 1.95 and 1.78 respectively. Using an orthog-
onal transformation matrix demonstrated 8/13, 3/6 and
3/7 items for factors 1,2 and 3 respectively with a loading
of >0.4.

Within the white sample, 18.6% (94/506) scored 20 or
above. The mean score on the EAT-26 for the entire sam-
ple (n=506) was 12.27 (SD = 10.21). The scores on the
subscales for the entire sample (n=506) were as follows:
Dieting = 8.47 (7.88), Bulimic = 1.29 (2.55), Oral control
= 2.5 (2.71). For those scoring 20 or above (n=94), the
mean total score was 29.65 (8.53), with scores on the sub-
scales as follows: Dieting = 21.44 (5.84), Bulimic = 4.43
(4.08), Oral control = 3.77(3.58). For those scoring below
20 (n= 412), the mean total score was 8.30 (5.18), with
scores on the subscales as follows: Dieting = 5.5(4.62),
Bulimic = 0.5(1.21), Oral control = 2.21(2.38). Cronbach’s
alpha was 0.85.

A principal component factor analysis with varimax
rotation revealed that 44% of the variance could be
explained by three factors, with factor 1 accounting for
28% of the total variance. The eigen values of the first
three factors were 7.38, 2.27 and 1.8 respectively. Using
an orthogonal transformation matrix demonstrated 11/13,
5/6 and 6/7 items for factors 1,2 and 3 respectively with a
factor loading >0.4.

The samples did not differ significantly (using a two
sample t-test) for either total EAT-26 score (t = 0.36, df =
1082, p = 0.71) or the Dieting subscale (t = 1.75, df = 1082,
p = 0.07). However, black respondents scored significant-
ly higher on both the Bulimia subscale (t = 2.15, df = 1082,
p =0.03) and the Oral control subscale (t = 3.81, df = 1082,
p = 0.001). Amongst those respondents who scored 20 or
above, white respondents had a significantly higher total
score than black respondents, utilising two sample t-tests
(t =-2.22, df = 200, p = 0.02). This was also observed for
the Dieting subscale (t = -4.07, df = 200, p = 0.0001). Black
respondents scored significantly higher on the Oral con-
trol subscale (t = 2.95, df = 200, p = 0.0035). There was no
significant difference for the Bulimia subscale (t = -1.14, df
=200, p = 0.255).

DISCUSSION

The EAT-26 provides information on the possible risk
for developing an eating disorder by virtue of the total
score obtained, as well as a profile of eating attitudes in
terms of the subscale scores obtained. The total EAT-26
scores for the black (12.48) and white (12.27) samples
were not significantly different, which concurs with an
earlier South African study using the EAT-26 in a racially
mixed urban, adolescent sample (10).
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Recent studies carried out in South Africa using the
EAT-26 found a mean total score of 12.1 in a black,
female, university sample with a mean age of 20 (11), and
total scores of 11.7 and 12.5 in black and white, respec-
tively, adolescent schoolgirls with mean ages of 16.3 and
16.5 (12). These findings demonstrate a remarkable simi-
larity with the findings of the current study, despite differ-
ent mean ages between the samples as well different loca-
tions for the studies.

It has been proposed that EAT-26 scores be categorised
in terms of potential risk for the development of an eating
disorder: a score of less than 10 would denote no risk, a
score of 10-19 would denote a low risk and a score of 20
or above a high risk (13). From this, 43.4% of our black
sample and 50.6% of our white sample would have been
categorised as having no risk, compared to 77.5% of the
Swiss adolescent sample studied by Buddeburg-Fisher et
al (13). It should be borne in mind that scores on the EAT-
26 do vary over time in adolescents (14) and thus the sig-
nificance of a given score at a particular point in time
should not be overestimated.

In our study, the percentage of those scoring above the
EAT-26 cut-off score of 20 was almost identical for black
and white (18.6% versus 18.7%). These findings are com-
parable to recent South African data which established
prevalence rates of 17.9% for black female adolescents
and 21.2% for white female adolescents scoring 20 or
above (12). Beyond comparisons with South African
data, there are studies from the African continent that
provide a broader context. The closest study to the cur-
rent one was conducted in Nigeria, where, utilising the
EAT-26, a prevalence figure for abnormal eating attitudes
of 18.6% was established (15). Their sample was black
and urban in location, comprising secondary school
pupils and university students. An Egyptian study (16),
conducted at a secondary school in Cairo, established a
prevalence rate for abnormal eating attitudes of 11.4%
using the EAT-40 (17). It has been noted within the South
African setting that utilisation of the EAT-40 was associ-
ated with lower prevalence figures for abnormal eating
attitudes. A study conducted amongst white adolescents
in Cape Town, utilising the EAT-40, revealed the preva-
lence of abnormal eating attitudes to be 15% amongst the
female respondents (18).

From an international perspective, the findings of the
current study are generally closer to those in North Amer-
ica than Europe. The application of the EAT-26 and EAT-
40 to North American samples of adolescents has general-
ly yielded higher prevalence figures, e.g. 17.5% (19) and
22% (20) , whereas in the United Kingdom prevalence fig-
ures have been somewhat lower, e.g. 6.9% (21) and 9.3%
(14). However, a recent British study conducted on 11-16
year old females established that 18.6% of this population
have attitudes and concerns regarding weight and shape
which place them at risk for the development of eating
disorders (22). In general it would seem that the findings

of the current study, regarding the prevalence of abnormal
eating attitudes using the EAT-26, are within the spectrum
of findings from around the world.

South Africa is a country in transition (23). Transfor-
mation of all aspects of societal functioning is evident and
reflective of this transition. Cultures that previously coex-
isted as almost mutually exclusive entities are now engag-
ing. As a consequence, beliefs and value systems are
potentially changing and evolving in the direction of
homogeneity within specific settings. The school system
provides a possible model for the exploration of this phe-
nomenon given the fluidity of identity within the age
group of school attending children and adolescents. Ado-
lescence is a time of significant self awareness and critical
self evaluation (24). It is generally during this develop-
mental period that, amongst females predominantly, body
dissatisfaction and subsequent efforts to address this
through dieting occur (25). Against this background,
which involves more than aesthetic concerns (26), condi-
tions such as eating disorders emerge. Western culture
appears to have a powerful impact on the development of
such conditions (27). Whilst clinical experience has con-
tributed to the understanding that these conditions affect
predominantly white females (28), the emergence of
black sufferers in urban settings in both the Western (29)
and non-Western world (4) suggests culture relates to
milieu and value system rather than race, and by implica-
tion, is a more powerful mediator of illness expression
than race. With the advent of and the means for mass
communication, Western culture is becoming increasing-
ly pervasive. With a seductive emphasis on consumerism
(30), it is indeed a powerful culture. Assimilation of the
associated Western value system, where physical appear-
ance and self worth are seemingly synonymous (31),
seems inevitable.

Contemporary South African society provides an
opportunity for exploring the impact of this phenomenon.
Rural dwellers with so-called traditional beliefs (32) are
migrating into the cities, interfacing with urban dwellers of
all races who, with the advent of desegregation, are in turn
being more vigorously exposed to one another’s cultures.
In this instance, adolescent eating attitudes and their
putative relationship with eating disorders provide a per-
spective for exploration of this phenomenon. On one level
this study may be viewed as a measure of the prevalence
of abnormal eating attitudes, which may have implications
for the future epidemiology of eating disorders, within var-
ious groups of South African adolescents. However,
beyond the concrete measures and data, there would
appear to be implications for an urbanizing, female
African population within the broader context of identity.
Within the South African setting it has been proposed that
black, female emancipation at both a political and socio-
economic level has occurred rapidly and without either
historical precedent or meaningful mentorship, thus creat-
ing circumstances that may increase vulnerability to iden-
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tity seeking through weight and shape preoccupations
leading potentially to abnormal eating attitudes and the
possible development of eating disorders (33).
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The data from nine centres in Europe which had used the Geriatric Mental Scale (GMS) AGECAT were analysed to compare prevalence
of diagnoses in subjects aged 65 years and over living in the community. Levels of depressive illness were: Iceland 8.8 %, Liverpool 10.0%;
Zaragoza 10.7%; Dublin 11.9%; Amsterdam 12.0%; Berlin 16.5%; London 17.3%; Verona 18.3% and Munich 23.6%. Taking all levels
of depression, five high (Amsterdam, Berlin, Munich, London and Verona) and four low (Dublin, Iceland, Liverpool, Zaragoza) scor-
ing centres were identified. Meta-analysis of all 13,808 subjects yielded a mean level of depression of 12.3% (95% CI 11.8-12.9), 14.1%
for women (95% CI 13.5-14.8) and 8.6% for men (95% CI 7.9-9.3). Symptom levels varied between centres: 40% of the total study pop-
ulation in Amsterdam reported depressive mood against only 26% in Zaragoza. To incorporate studies from other centres using other
methods for depression identification, the EURO-D scale was developed from 12 items of the GMS and validated against other scales
and expert diagnosis. A two factor solution emerged, an ‘affective suffering factor’ and a ‘motivation factor’. The EURO-D scale was
applied to 14 population based surveys. Depression score tended to increase with age unlike levels of prevalence of depression. Large
between centre differences were evident in levels of depression unexplained by age, gender or marital status. These data show that depres-
sive illness defined as suitable for intervention is common among older people in Europe. Opportunities for effective treatment are
almost certainly being lost. Levels of depressive symptoms vary significantly between high and low scoring centres, prompting the next
phase of this study, an examination of risk factors in Europe.

Key words: EURODEP, depression, old age, GMS-AGECAT, EURO-D

The EURODEP consortium consists of a number of
independent community based studies of depression
among older people, conducted in centres in Europe
which have been brought together to form a Concerted
Action Programme under the European Community BIO-
MED I initiative. In the first studies, EURODEP is trying
to answer the questions: how much depression exists
among older people in Europe? Does its level vary from
place to place? Does the clinical picture differ between
populations? Is the level of depression consistent with
suicide levels? Is it treated and what are its risk factors?

The increasing proportions of older people in the pop-
ulations of Europe lent urgency to the need to know their
levels of mental illness, of which one of the most prevalent
is depression. First, a systematic review of the world liter-
ature on community-based studies of the prevalence of
depression in later life (aged 55+) was undertaken (1).
Thirty-four studies were eligible for inclusion, with a range
of prevalence rates for depression of 0.4-35%. They
revealed a weighted average for major depression of 1.8%
and for minor depression of 9.8%, while all depressive
syndromes considered clinically relevant reached 13.5%.
A higher rate of prevalence of depression was a consistent
finding for women and among older people in poor socio-

economic circumstances. Because of the diversity of meas-
ures used, it was not possible in such a survey to make
comparisons between individual studies in order to iden-
tify areas of high and low depression prevalence. The need
for a uniform standardised method was clear.

The aims of the first studies were: a) to study the varia-
tion in the prevalence of diagnosable depression among
people aged 65 and over living in the community in dif-
ferent centres in Europe using a standardised method; b)
to examine core symptoms and clinical profiles across
centres: how do they differ? c) to interpret them in rela-
tion to existing socio-economic and risk factor variables;
and d) the harmonisation of scales of depression to allow
other centres to join the consortium for comparing levels
of depressed mood by scale score.

METHOD
Formation of the consortium

The original members of the consortium (Study 1) had
used the Geriatric Mental State (GMS) AGECAT as the
principal case finding and diagnostic instrument for their
studies: Amsterdam (2); Berlin (3); Dublin (4); Iceland
(5); Liverpool (6); London (7); Munich (8); Verona, Italy
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(9); Zaragoza, Spain (10). The centres decided to come
together and form a Concerted Action, pool their data and
thus give added strength to their analyses of risk factors
and generate new hypotheses for further studies.

To the original nine GMS AGECAT centres, another
centre was added with expertise in the technique of ‘Expe-
rience Sampling’ (Maastricht). Five further centres (Study
2) applied to join - Gothenburg, Sweden (11); Antwerp,
Belgium (12); Bordeaux, France (13); Oulu, Finland (14);
and Amsterdam (15) - which had used other measures. It
was decided to try to harmonise their measures of depres-
sion with those of the other centres. Under the European
Community PECO initiative, an East European centre was
added: Tirana, Albania (not reported here).

Characteristics of the centres

Details on the individual centres for Study 1 are report-
ed elsewhere (16). All the centres took random communi-
ty samples collected between 1990 and 1996, except for
Iceland which had a total population birth cohort born
1895-1897 and interviewed in 1983, and Dublin which
used a general practitioner complete register. The age
range was from 65 upwards for most samples, except Ams-
terdam (65-84), Berlin (70+), Munich (85+) and Iceland
(88-89). Only one centre excluded nursing homes entirely
(Verona). Most samples were urban, except Iceland which
was mixed rural/urban. Their size varied between 202 in
Verona and 5222 in Liverpool. The two samples in Italy
and Spain were predominantly catholic. The samples in
the UK (London and Liverpool), in Germany (Berlin and
Munich), in the Netherlands and in Iceland were predom-
inantly protestant, while the sample in Dublin was
catholic.

Measures

The studies were undertaken using the GMS (17,18)
community version in approved translation. AGECAT
(19,20) is a computerised diagnostic algorithm which uses
scores on GMS items in stage one for each subject to pro-
duce a level of confidence of diagnosis on a scale of 0-4 or
0-5 for each of eight diagnostic syndrome clusters: organ-
ic brain syndrome, schizophrenia, mania, depression (psy-
chotic and neurotic), and obsessional, hypochondriacal,
phobic and anxiety neuroses. Stage 2 reaches a final dif-
ferential diagnosis by comparing level for level, recorded
as either a diagnostic subcase (confidence levels 1 and 2)
or a diagnostic case (confidence levels 3,4 and 5). Thus it
allows the identification of comorbid states. Level 3 and
above on any diagnostic cluster accords with what psychi-
atrists would usually recognise as a case for treatment or
intervention, if available. Good agreement has been
shown between AGECAT cases of depression and DSM-
IIT major depressive episode and dysthymia taken togeth-
er (21,22). In addition to the GMS, most centres collected

46

risk factor information and seven undertook follow-up of
their samples.

Data analysis for the pooled data took place in Liver-
pool. The Liverpool and Berlin samples were gender and
age stratified. The overall prevalence figures for these cen-
tres are therefore adjusted using the appropriate weights
to take this into account.

STUDY 1A: PREVALENCE OF DEPRESSION
IN EUROPEAN CENTRES

Results

Substantial differences in the prevalence of depression
were found, with Iceland having the lowest level at 8.8%,
followed by Liverpool 10.0%; Zaragoza 10.7%; Dublin
11.9%; Amsterdam 12.0%; Berlin 16.5%; London 17.3%;
Verona 18.3% and Munich 23.6%. When all five AGE-
CAT depression levels, including both subcases of depres-
sion and cases, were added together, five high scoring cen-
tres emerged (Amsterdam, Berlin, Munich, London and
Verona) with a prevalence of all levels of depression of
30.4 to 37.9%, and four low scoring centres (Dublin, Ice-
land, Liverpool, Zaragoza) with prevalence levels between
17.7 to 21.4%. Women almost invariably dominated over
men. The examination of the proportions of subcases to
cases, and psychotic to neurotic depression, although
revealing some striking differences between centres, pro-
vided no obvious explanation for the difference in preva-
lence (see also 16).

Although age-specific prevalence rates varied between
centres, there was no constant association between preva-
lence and age.

The meta-analysis of the pooled data on the nine Euro-
pean centres yielded 13,808 subjects, with an overall
prevalence of depression of 12.3% (95% CI 11.8-12.9);
14.1% for women (95% CI 13.5-14.8) and 8.6% for men
(95% CI 7.9-9.3).

Discussion

It was concluded that considerable variation existed in
the levels of depression across Europe, although the
cause was not immediately obvious. Cases and subcases
taken together showed even greater variability, particular-
ly for women, suggesting that it was not simply a matter
of variation in case/subcase criteria, which were in any
event standardised by computer. It is possible that risk
factors for well/subcase and subcase/case transitions in
both directions vary, although this was not true for Liver-
pool (23), where subcases shared similar risk factors to
cases. Although there were substantial levels of depres-
sion in all centres, it can also be said that between 62 and
82 percent of older persons had no depressive level on
the AGECAT system. It was finally concluded that sub-
stantial opportunities for treatment existed. Not all stud-
ies assessed treatment. Those that did, e.g. Liverpool,
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found around 10 % of case level depression received anti-
depressant medication.

STUDY 1B: PRESENTATION OF DEPRESSION
AND DEPRESSIVE SYMPTOMS IN EUROPE

Results

The proportions of depressive symptoms were found to
vary between centres. In Amsterdam, for example, 40% of the
general population of older people reported depressive mood
compared to 26% in Zaragoza. Symptoms such as ‘future
bleak’, ‘hopelessness’, ‘wish to be dead’ were generally rare,
but the last reached higher levels in Berlin, Munich and
Verona. Sleep disturbance was admitted by only 15% of the
population in Dublin, but 54% and 60% in Munich and
Berlin. Large differences for some symptoms were found with-
in the very old populations in Iceland, Berlin and Munich: in
men aged 85 and over, the prevalence of ‘depressed mood’,
‘crying’, ‘cannot cry’, ‘life not worth living’ and ‘wish to be
dead’ was 9%, 3%, 4%, 2% and 3%, respectively, in Iceland,
whereas it was 50%, 33%, 26%, 30% and 29% in Munich,
and 41%, 21%, 15%, 16% and 25% in Berlin, whereas there
was no difference for ‘guilt’ and ‘energy loss’. These differ-
ences were also evident for women (see also 24).

As expected from the prevalence levels of depression,
many symptoms were more common among women. Cen-
tres where the prevalence of depression was low tended to
have fewer symptoms among the well (i.e., those with no
depressive level), but there were inconsistencies, so that a
low level of symptoms in the ‘well’ did not necessarily pre-
dict a lower level in the depressed.

Discussion

We conclude that surprising variations in prevalence of
depressive symptoms occurred between centres, and were
not always consistent with levels of depressive illness. The
high level of serious symptoms of depression in populations
aged 85 and over in the German centres compared to others,
and particularly to Iceland, may have been due to the linger-
ing aftermath of the Second World War in this generation.

Less variation with age occurred than expected and was
inconsistent between centres. There was no consistent
relationship between proportions of symptoms in well
persons and cases for all centres. In all, it can be said that
the levels of depressive symptoms among over 60% of the
older general population of Europe were low, so that pejo-
rative stereotypes of old age in Europe as naturally
depressed were not upheld.

STUDY 2A: HARMONISATION OF MEASURES
OF DEPRESSION IN OLDER PEOPLE

Method

Because new centres had entered the consortium,
which had not used the GMS AGECAT, attempts were

made to harmonise the depression measures which they
had used with the GMS items, so that a common scale
could be derived (the EURO-D, 25). Most of the non-
GMS AGECAT centres had used the Short Care, the
Center for Epidemiological Studies - Depressive Scale
(CES-D), the Comprehensive Psychopathological Rating
Scale (CPRS) and the Zung Self Rating Depression Scale
(ZSDS). Common items were identified by scrutiny of
these instruments, and algorithms for fitting items from
other instruments to the GMS were derived. This was
undertaken by direct observation of item correspon-
dence or by expert opinion. The resulting twelve item
scale was checked in each centre for internal consisten-
cy, criterion validity and uniformity of factor and analyt-
ic profiles.

Results

It was concluded that the EURO-D Scale, from whichev-
er scale it had been derived, was entirely consistent and
seemed to capture the essence of its parent instrument. It
was also judged to have a comparable factor structure what-
ever its origin, but a two factor solution was optimal.
‘Depression’, ‘tearfulness’, and ‘wishing to die’ loaded on
the first factor, which we called ‘affective suffering’, while
‘loss of interest’, ‘poor concentration’ and ‘lack of enjoy-
ment’ loaded on the second, called the ‘motivation factor’.
It was concluded that the diverse depression measures cov-
ered common conceptual domains, and often had similarly
worded items. Even differences in modes of administration
(for example, self report versus semi-structured clinical
interview) did not seem to prevent the extraction of broad-
ly comparable data with common scaling properties.

STUDY 2B: APPLICATION OF THE EURO-D SCALE
Method

Subjects from the 14 population based surveys were
used to test the EURO-D with respect to the main inter-
active effects of centre, age, gender and marital status (see
also 26). Between centre variance was partitioned accord-
ing to centre sub-characteristics, geographical region,
prominent religion and survey instrument used.

Results

It was noted that EURO-D scores tended to increase
with increasing age, unlike the levels of prevalence of
depression. Women had generally higher scores than men,
and widowed and separated subjects higher scores than
those who were currently or never married.

Discussion

The EURO-D Scale, it appeared, could be reduced to
two well characterised factors, ‘motivation’ and ‘affective
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suffering’. The motivation factor seemed to account for
the positive association with age, while the affective suf-
fering factor was responsible for the gender difference.
The gender difference was modified by marital status,
being negligible among those who had never married,
and equally evident among the currently married, the
widowed and the separated. There was no evidence for a
continuation of the gender difference with increasing
age. The effects of age, gender and marital status
accounted for less than 1% of the variance in the EURO-
D Scale.

It was concluded that there were large between centre
differences, which could be explained neither by the age,
gender or marital status characteristics of the population,
nor by the instruments used to survey them.

Reasonably consistent, but small effects of age, gender
and marital status on depression symptoms have been
observed across the 14 European centres. It is concluded
that while symptoms of depression increase with age,
depression may be over-diagnosed in older persons
because of an increase in complaints of lack of interest
and motivation which may be affectively neutral and pos-
sibly related to cognitive decline.

STUDY 3: RELIGIOUS BEHAVIOUR AND DEPRESSIVE
SYMPTOMS IN EUROPE

Method

We examined the influence of religion on the level of
both depressive symptoms and illness across the Euro-
pean centres. The EURO-D Scale was used in this analy-
sis to allow all the centres, original and additional, to
participate. The influence of religion is of interest to the
collaboration because of the split between North and
South Europe and between protestant and roman
catholic groups, with some catholic centres (Ireland, Bel-
gium, and in part Liverpool) being in the more northerly
parts of the continent, and Spain, Italy and France in the
more southerly. The addition of Albania had the advan-
tage of introducing a largely Muslim religious group (see
also 27).

The protective effects of being a religious person were
examined using data from 13 community based studies in
11 centres.

Results

Fewer depressive symptoms were found in those
catholic countries with high rates of regular church
attendance, while in protestant countries high levels of
depressive symptoms were associated with lower levels
of attendance. It was concluded that religious practice,
especially when it is embedded within a traditional
value-orientation, may facilitate coping with adversity in
later life.

Interactive effects showed the results to be more pro-
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nounced among older women. It was concluded that older
Europeans appear to benefit from religious practice.

CONCLUSIONS

However interpreted, these results make it plain that
depression as an illness is common among older people in
Europe. Although it was not possible to assess the size of
the population receiving treatment, it is known that in the
London and Liverpool centres it falls often well below
15% of depressed persons judged as likely to benefit.
There is no reason to suppose these figures are better in
other European countries. Opportunities for effective
treatment are almost certainly being lost.

THE FUTURE

The consortium is now addressing the risk factors for
depression in this age group, and prognosis. We shall
also be examining comorbidity with organic states, espe-
cially dementia. Issues such as daily life, handicap and
depression, the validity of social measures of depression
and the concept of handicap and the daily life of older
people in Europe are being explored by the use of the
Experience Sampling Method developed at the Maas-
tricht Centre.

The consortium looks to extend its work into ran-
domised controlled treatment trials of depression between
centres and to study better methods for service delivery.

The EURODEP consortium gave rise to the ASTADEP
consortium, consisting of nine similar centres distributed
in Asian countries (Japan, China, South Korea, Taiwan,
Singapore, Malaysia and India) which will shortly be
reporting their results.
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Traumatic grief in Kenyan bereaved parents following
the Kyanguli School fire tragedy
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Following the death of 67 boys in a fire tragedy at Kyanguli School in rural Kenya, the level of traumatic grief was assessed in a sample
of 164 parents and guardians whose sons died in the fire. The study was cross-sectional. Counseling services were offered to all the
bereaved parents soon after the tragedy. The subjects were interviewed using the Traumatic Grief Scale. A group of 92 parents/guardians
was interviewed 2 months after the event, while the other group of 72 was assessed 7 days later. The second group of bereaved parents
also completed the Self Rating Questionnaire (SRQ) and the Ndetei-Othieno-Kathuku scale (NOK). Over 90% of parents from both
groups had a yearning for the departed and found themselves searching for him quite often. There was no much difference in terms of
symptoms profile or intensity between the two groups. It appears that the counseling offered had minimal impact on the levels of dis-

tress.

Key words: Kyanguli School Fire, traumatic grief, post-traumatic stress disorder, counseling

On the night between March 25 and 26, 2001, alleged
arsonists started a fire at Kyanguli High School. The fire
consumed one of the dormitories in which students were
sleeping. Sixty-seven of the students were burnt to death
and others sustained various physical injuries. It was not
possible to identify 58 of the students who died in the fire,
as the bodies were burnt beyond recognition. The parents
therefore opted to have a mass burial within the school
compound. Soon after the event several interventions
were put in place. Counselling was offered starting from
the first week after the fire.

In other similar tragedies, a strong similarity between
grief in the relatives of the victims and post-traumatic
stress disorder (PTSD) has been noted (1). However, a
number of differences have been also reported. Symptoms
of re-experiencing and preoccupation are not always
upsetting and can be consoling (2). Traumatic grief people
report avoidance of situations and activities that evoke
loneliness and reminders of the loss and not of those that
precipitate fear and anxiety (3). Hyperactivity and hyper-
vigilance have been found only in a small proportion of
cases (4) and relate to scanning of the environment for
cues of the deceased (5) rather than to fear of the unwant-
ed experience.

Amichai (6) and Archer (7) reported grief as being
heavier with increasing age and consistent with the value
of the offspring lost. Previous exposure to traumatic events
and the presence of other psychiatric morbidity have been
noted to worsen the grief reaction (8). Most previous stud-
ies of traumatic grief have largely depended on convenient
sampling of individuals presenting for psychiatric and
medical help, and have been conducted in Western set-
tings with some samples having less than 40 subjects. The
present study reports on traumatic grief in parents and
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guardians of the victims of the Kyanguli School fire
tragedy.

METHODS

This was a cross-sectional descriptive study. The study
subjects included parents and guardians of the deceased
students of Kyanguli High School. The subjects were
interviewed in two groups of 92 and 72 parents/guardians
(referred to as group I and II), the former two months after
the event and the latter one week later. Informed consent
was obtained from the subjects prior to the interviews.
Clearance from the local administration had earlier been
obtained. Sociodemographic data were recorded using a
questionnaire that had earlier been specifically developed
for the purpose and was appropriate for the community
that was being studied. Traumatic grief was assessed using
the Traumatic Grief Scale developed by Prigerson et al (9).
Appropriate translation and back translation from English
to the local language had earlier been done. The symp-
toms of traumatic distress assessed by the Traumatic Grief
Scale are grouped in four subcategories that measure both
frequency and intensity of occurrence: preoccupation,
avoidance, re-experiencing and hyperactivity.

In addition to the Traumatic Grief Scale, the second
group of parents/guardians was assessed using the Self
Rating Questionnaire (SRQ) (10) and the Ndetei-Oth-
ieno-Kathuku scale (NOK) (11). SRQ and NOK are symp-
toms checklists. The NOK is a culture sensitive instrument
developed to pick up anxiety and depression symptoms
most commonly complained of by Kenyans but also suit-
able for other populations with similar social-cultural
backgrounds. After the assessment using the structured
instruments, the parents/guardians were asked to offer any
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additional information that they felt had not been ade-
quately covered in the questionnaires. Data analysis was
done using the computer programme Statistical Package
for Social Sciences (SPSS) - version 10.0.

RESULTS
Sociodemographic variables

In group I, 47.8% were male and 52.2% female, while
in group II there were 60.6% males and 39.4% females
respectively. The mean age for both groups was 45 years
(range 27-67 years). The living arrangements at home had
a similar pattern, the majority (81% and 60% respective-
ly) staying together (when schools were in vacation) with
both children and spouse. Only 25% in both groups were
in formal employment, with an average monthly income
of KSh 5,000.00 (US$ 60). All the parents, except two, had
other remaining children, with only 9.8% and 10.7%
respectively having no other remaining male child. All the
students who died in the fire were male. Of the deceased
children, 60% and 66% fell between the 1st and 3rd posi-
tion in birth order.

Traumatic grief

Table 1 reports the mean scores on the preoccupation,
avoidance, re-experiencing and hyperactivity subscales of
the Traumatic Grief Scale. The percentage of positive rat-
ings on the individual items of the scale are summarized in
Table 2. Although the two groups were interviewed one
week apart, their symptom profiles and intensity were sim-
ilar. On the preoccupation dimension, the scores for both
groups were similar.

The intensity of avoidance was negatively related to the
number of surviving children (Pearson coefficient = -
0.319; p = 0.008). Hyperactivity was also negatively relat-
ed to the number of surviving children, but not signifi-
cantly (Pearson coefficient = - 0.231; p = 0.058). A similar
relationship was demonstrated with the symptom of re-

Table 1 Mean scores on the subscales of the Traumatic Grief Scale
among the bereaved parents (the maximum score for each subscale
is shown in brackets)

Subscale Group I Group II
(N=92) (N=72)
Preoccupation
frequency (12) 10.22 10.56
intensity (12) 9.71 10.43
Avoidance
frequency (32) 2591 28.12
intensity (32) 24.93 27.61
Re-experiencing
frequency (4) 2.36 3.71
intensity (4) 2.27 3.60
Hyperactivity
frequency (20) 16.25 14.32
intensity (20) 15.46 17.17

experiencing, but again this was not significant. There was
no relation between the intensity of avoidance and the
gender of the bereaved. The symptoms of re-experiencing
were more common among females compared to males,
but the difference was not significant.

Other symptoms of stress

The summary for SRQ scores for group II are summa-
rized in Table 3. On the NOK scale, out of a possible max-
imum score of 132, a mean score of 74.68 (median 77,
mode 132, range 1-32) was obtained. The average score on
each of the NOK items was 2.26.

Qualitative data

Typical case vignettes for the various symptoms and
dysfunctions are summarized in Appendix I. The subjects
freely offered these after completion of the formal ques-
tionnaires.

DISCUSSION

The symptoms of traumatic distress as assessed by the
Traumatic Grief Scale are similar to those reported among
the bereaved following the Oklahoma disaster (12). Over
90% of parents/guardians from both groups had a yearn-
ing for the departed and found themselves searching for
him quite often. Despite having other children and family
members, they felt lonely following the bereavement.
There were feelings of detachment and a strong sense of
disbelief — 94% for both groups. 73.8% and 90.7% in
group I and II felt a strong sense of futility about the
future, having difficulties imagining a fulfilling life without
the deceased and feeling insecure as a result of the loss.

Although the intensity of re-experiencing was more com-
mon among the females than males, the differences were
not statistically significant. The explanation for this obser-
vation is not clear, though it could indicate the stronger
bonding that exists between the mothers and their children.

The symptom profiles in this study and other similar
ones suggest a relationship between traumatic grief and
PTSD. Other authors (1) have reported low diagnostic
agreement between traumatic grief and PTSD. In that
study, up to 63% of the respondents with traumatic grief
did not meet the diagnostic criteria of PTSD. The nature
of the relationship needs to be clarified in further studies.

Although the two groups were interviewed one week
apart, there was not much difference in terms of the symp-
tom profile or intensity. Prigerson et al (9) noted that trau-
matic grief symptoms resolve quadratically with time. Ini-
tially there is a steep decline followed by flattening. Since
the present study was done two months after the tragedy,
this could explain the minimal differences noted between
the two groups of parents.

The high levels of trauma found in this study could be
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Table 2 Percentage of positive ratings on the individual items of the Traumatic Grief Scale among the bereaved parents

Item Positive ratings (%)
Group I Group II
(N=92) (N=72)
1 Do you yearn or long for the deceased? 98.6 97.3
2 Do you find yourself searching for the deceased? 88.4 94.7
3 Do you feel lonely as a result of the death? 97.1 100
4 Was the loss traumatic for you? 97.1 100
5 Do you feel numb or detached from people? 83.1 89.3
6 Do you feel stunned, dazed or shocked about the death? 97.1 98.8
7 Do you feel disbelief over the death? 94.0 94.7
8 Do you actively avoid reminders of the deceased? 87.0 93.3
9 Do you feel a sense of futility about the future? 73.8 90.7
10 Do you feel that life is empty or meaningless? 71.8 86.7
11 Do you have difficulty imagining a fulfilling life without the deceased? 95.7 96.0
12 Do you feel that a part of yourself has died? 94.2 98.8
13 Have you experienced symptoms or recognized harmful behaviour in yourself that are similar to those of the deceased? 95.6 96.0
14 Do you feel a lost sense of security as a result of the loss? 95.6 96.0
15 Do you feel a lost sense of control as a result of the loss? 82.6 94.7
16 Do you feel mistrustful of others as a result of the loss? 90.1 92.0
17 Do you feel angry or bitter as a result of the loss? 94.3 98.7
18 Do you feel on edge or anxious? 914 97.3

Table 3 Mean scores on the Self-Rating Questionnaire (SRQ)
scores among the bereaved parents (the maximum score for each
dimension is shown in brackets)

SRQ Dimension Mean
Anxiety/depression (20) 14.76
Psychotic (4) 1.24
Organic (1) 0.05
Alcohol (5) 0.28

understood in various ways. Firstly, these children embod-
ied the hopes and future not only of their parents but also
of their entire families. They were regarded as important
factors in the future economic and emotional well being of
their families. Although there is no data on the education
status of the other siblings, it is possible that the other
children may not have been offered the same privileges.
Secondly, the parents felt that they contributed to the
death of their own children by having placed them in that
particular school. Thirdly, the horrific nature of the event,
including failure to identify the bodies of the deceased,
may have contributed to the high level of psychotrauma.
Bereaved families often like to bury their relatives accord-
ing to their customs and beliefs. Lastly, the deliberate
action by some of the students leading to the deaths was
quite painful.

Other forms of psychopathology were assessed by the
NOK and the SRQ. The NOK scores of the group II par-
ents showed high levels of stress. The SRQ scores were
also high. The instruments recorded high levels of anxiety
and depression. Psychotic symptoms were generally low
among the parents. Alcohol use to relieve the stress among
those affected was not reported by the majority of the par-
ents interviewed.

All the parents interviewed had received some form of
counseling and debriefing sessions prior to the study.
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Their reactions to these sessions were varied, but the
majority reported that they were not helped by the experi-
ence. This is reflected in the results, which show high
scores on the Traumatic Grief symptoms.

CONCLUSIONS

From the findings of this study it seems that the symp-
toms of traumatic grief overlap with those of PTSD. The
nature of the relationship is currently unclear. Further
investigations, such as a follow-up of the parents in this
study, would provide an insight into this. It appears that
the counseling offered had minimal impact since the lev-
els of distress were still high 2 months after the event. It is
therefore debatable whether in dealing with bereaved per-
sons the grief process should be left to take its natural
course. Further studies are needed to confirm this.

Acknowledgements

The authors would like to thank the parents of the
deceased students for agreeing to participate in the study;
the staff and students of Kyanguli High School; the Nairo-
bi Psychotherapy Services and Institute (NPSI) for pro-
viding the physical facilities and personnel for the
research; Dr. Griffin (Director, Starehe Boys’ Centre) and
his deputy, Mr. Okono; the diploma in computer studies
students from Starehe Boys’ Centre.

APPENDIX 1
Examples of responses given by the bereaved parents

Hyperarousal and avoidance

It (the thought) makes me tremble at times, when it
comes. At times shaking can develop, though I always try
to avoid it.
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It is difficult for me to talk about this child. He was the
only hope for the family. The father died a long time ago.

Irritability, loss of appetite and numbness
The death of my son has affected me emotionally and in
my relations with other people. I have become short-tem-
pered, I have lost appetite and most of the times I feel numb.
It has brought sensitivity to my legs, from my toes upwards
and walking has become a problem due to the sensitivity.

Intrusive thoughts
These disturbances have made all my daily routines dif-
ficult. When I attend classes I always remember my son.
The feelings of grief keep increasing day by day, more
especially when I am alone, because I keep thinking about
the deceased and the kind of painful death he underwent.

Sleep disturbances and loss of memory

I spend sleepless nights.

I have constant nightmares.

There have been times when it has not been possible to
sleep or concentrate on my activities. A typical example is
when I am in class teaching. The thought of the death of
my son makes me lose trail of the topic I was teaching and
I end up writing the wrong spelling.

Denial and fear

In our family, I started grieving earlier than any other per-
son since I was the first one in my family to hear the news
from the radio. My wife and other children could not believe
it and kept thinking that he would come back even weeks
after the burial. As a result of the death, I feel that I should
reschedule my future plans for the family including relocating
my home because I feel insecure where we are now living.

Impaired function and social isolation

Since the tragedy occurred people have been coming to
my home to console my family, but most of the times I feel
that if it were not for the Akamba custom during grieving, 1
would chase them away. I have difficulties accepting the real-
ity of the death. I keep wishing that it were just a bad dream.

I could not attain my work targets and I was warned
twice in one month. I could not concentrate on my work.
In many social and church functions, I feel that I should
be left alone to “reason” quietly. I do not even want to see
people enjoying.

Substance abuse

Since this thing happened, I began to drink alcohol
heavily for quite some time.

I tend to like alcohol. It helps me to forget.

Reduced libido
I have no more feelings for my wife.

Amenorrhoea and menorrhagia
My monthly periods have stopped.
I have an increased monthly flow.

Depression and anhedonia

I do not have any interest in anything, and nothing is
important to me. I have developed an “I don’t care atti-
tude”. Death is nothing to me.

Startle response

Ever since the child died, the doctor says I am suffering
from “too much acid”. I am easily startled and my head
feels cold.

Paranoia and suspiciousness

My life has changed since I do not go to work. Every
time I see neighbors, I think they are laughing at me
because I am always sorrowful.

I have a feeling that people try to avoid me and some-
times I also try to avoid people. I want to be left alone.
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The World Federation for Mental Health (WFMH) is an international, multi-professional non-governmental organization (NGO),
including citizen volunteers and former patients. It was founded in 1948 in the same era as the United Nations (UN) and the World
Health Organization (WHO). For many years, led mainly by psychiatrists focused on social, peace-related and human rights issues, it
was the only international mental health NGO consulting with UN agencies. Since the late 1990s, as a global alliance of national men-
tal health associations focused mainly on traditional mental health issues and on prevention and promotion, it has continued its long-
time collaboration with WHO. Its policy concerns and those of international professional associations such as the WPA could be mutu-
ally advanced through partnerships aimed at achieving common goals.
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In a recent article in World Psychiatry (1), Wolfgang Rutz
of the World Health Organization (WHO) Regional Office
for Europe made a plea for policy based on the revival of
“social psychiatry and social mental health approaches”.
He observed that “mental health and peace in a society are
strongly linked to each other”, that “mental health impact
assessments and consequent analysis of political decisions
should become a routine”, and that mental health policy
requires a major focus on destigmatization and counteract-
ing discrimination, understood in part as “a reconciliation
process” with the mentally ill. Finally, he noted that modern
psychiatry cannot abdicate responsibility for “promotional
and prevention aspects of mental health”.

Translating this perspective into action has already been
enhanced through partnerships between WHO and interna-
tional non-governmental organizations (NGOs), including
both professional associations, such as the WPA, and the
World Federation for Mental Health (WFMH), which is a
voluntary citizen’s organization including a broad spectrum
of professions. To the degree that NGOs are free from obli-
gations to governmental, inter-governmental or corporate
entities, their formulation and defense of advocacy positions
in response to political decisions may be facilitated. This was
given concrete form by Morris Carstairs, WFMH President
from 1967 to 1972, in his belief that the only justification for
an international NGO was for it to take positions in defense
of what it considered just and right.

The purpose of this note is to call the attention of WPA
members to the evolving status, current positions, and pos-
sible partnerships with WFMH, which shares some of the
WPA policy concerns, as well as those of WHO. A detailed
account of WFMH history from its founding in 1948 until
1997 may be found elsewhere (2).

THE ORIGINS OF THE WFMH

WFMH has twin roots. One was expressed in its prede-
cessor organization, the International Committee for Men-
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tal Hygiene (ICMH), which was first organized in 1919 by
Clifford Beers - a former mental hospital patient (3,4) who
planned an international network of national mental health
associations devoted to “the protection of the insane”- and
then reorganized in 1930 with the First International Con-
gress of Mental Hygiene, which brought an estimated 4000
people (psychiatrists, psychologists, health planners and
others) to Washington.

The second and more immediate root of the WFMH lay
in the post-World War II hope for peace through interna-
tional collaboration. It culminated in 1948 in the founding
of the United Nations (UN) and its associated WHO. The
WHO and the United Nations Educational, Cultural and
Scientific Organization (UNESCO), founded earlier, were
key sponsors of the Third International Congress of Men-
tal Hygiene in London (1948) at which ICMH was trans-
formed into WFMH. This Congress was an opportunity
for national mental health associations to resume their
international contact interrupted by the war. But the actu-
al impetus for a new international mental health entity
came from psychiatrists, who conceived it both as an
advocacy agency for world peace and a bridging organiza-
tion between the UN and the world’s voluntary mental
health associations. The concept of a new NGO, and its
name, were first suggested by G. Brock Chisholm, the
Canadian psychiatrist and former Major General who, in
1948, became the first Director General of WHO. His sug-
gestion came in November 1946 at a small gathering of
psychiatrists in New York City in the office of George
Stevenson, Medical Director of the US national mental
health association, convened by Britain’s John R. Rees, a
pioneer in social psychiatry, who had founded the Tavis-
tock Clinic and fostered the use of group methods in the
British army.

The WFMH founding document, “Mental Health and
World Citizenship”, understood “world citizenship” in
terms of a “common humanity” respecting individual and
cultural differences, and declared that “the ultimate goal
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of mental health is to help [people] live with their fellows
in one world”. The document was produced at a special
meeting in August 1948, and a key contributor was the
psychiatrist Harry Stack Sullivan, an ardent proponent of
“world mindedness”, who arrived just after participating
in UNESCO’s first conference on reducing the “tensions
which cause war”. Along with Chisholm, he hoped that a
kind of “world loyalty” might replace primary allegiance
to a nation or ethnic group. In 1945 he had invited
Chisholm to lecture at the William Alanson White Foun-
dation on “The Psychiatry of Enduring Peace and Social
Progress”. Chisholm’s challenge to his fellow psychiatrists
was unequivocal: “With the other human sciences psychi-
atry must now decide what is to be the immediate future
of the human race. No one else can” (5). Sullivan pub-
lished it in the pages of the journal Psychiatry, with an edi-
torial calling for a “cultural revolution to end war” to be
led by psychotherapists and social scientists (6).

WFMH POLICY

At its very outset, therefore, the WFMH was concerned
with educating both the public and influential profession-
als, and with human relations, with a view both to the
health of individuals and that of groups and nations. This
fitted the interests of Rees, who agreed to become the first
President and then, a year later, Director of the WFMH,
remaining in that position through 1961. In 1949 he guid-
ed WFMH’s first recommendation to WHO (then directed
by Chisholm) for the establishment of a mental health sec-
tion. In the next several years, he wrote, the joint work of
the two organizations “did a great deal to ... help change
the climate of opinion about mental illness and mental
health in many countries” (7). This WFMH emphasis has
expanded with education and advocacy carried on since
1992 through an annual World Mental Health Day, cele-
brated internationally. It has become a vehicle for trans-
mitting information to local mental health associations
and agencies about a variety of relevant issues.

As the family of UN affiliated agencies grew, WFMH
consulted closely with many of them in a broad and
diverse range of projects. However, without UN collabo-
ration, it was able, with the freedom of an NGO, to take
independent stands on some issues. Thus, in 1971, it
became the world’s first mental health organization to
take a public stand against the totalitarian exploitation of
psychiatry. In the early 1990s it voiced its formal opposi-
tion to a UN endorsement of state mechanisms of social
control.

Among concerns shared with UN agencies were the
mental health casualties of migrants and refugees, children
in armed conflict, human rights in relation to biomedical
technologies, women'’s rights, and the rights of oppressed
minorities. In 1981-83 WFMH was among the most active
NGOs promoting the formation of a UN working group,
culminating in the 1991 General Assembly’s recognition of

the human rights of psychiatric patients. It worked with
the Pan-American Health Organization (PAHO) on the
1990 Declaration of Caracas, dealing with patients’ rights
and standards of care. In the mid-1990s, the WFMH had
a major role in developing the NGO Committee on Men-
tal Health at UN, today a key platform for work with units
of the Economic and Social Council (ECOSOC). The Fed-
eration’s emphasis on promotion and prevention has led
to two recent international conferences, with WHO repre-
sentation, focusing on these issues.

Its past and current concerns with destigmatization and
the welfare of persons diagnosed as mentally ill are reflect-
ed in the representation of psychiatric hospitalization sur-
vivors in its programs, membership, and Board of Direc-
tors, and its adoption in 1989 of a Declaration of Mental
Health and Human Rights. However, it has not become
primarily a patient advocate organization and psychia-
trists and other professionals continue to be influential in
determining its policy positions. Twenty-three of its 32
presidents between 1948 and 1997 were psychiatrists. In
its first fifty years the leaders who held the post of Secre-
tary General or an equivalent designation were all psychi-
atrists.

PARTNERSHIPS

For many years after its founding, the WFMH was the
only NGO of its kind with a close working relationship
with UN agencies, particularly the WHO. In recent
decades, though, a number of international mental health
organizations, often limited to members of particular pro-
fessions, have developed. In varying degree they have filled
needs formerly addressed mainly by WFMH. The WPA, in
particular, has become a powerful global force. In 1983, for
example, it began to deal with issues surrounding the total-
itarian abuse of psychiatry. Now, destigmatization is part of
its agenda. Rutz’ article in this journal suggests areas in
which fruitful partnerships between the WFMH, the WPA
and their component members, including national mental
health associations, might be considered.
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The 5-year experience of the Canadian Psychiatric Association’s practice research network (PRN) in providing a window on physician prac-
tices in typical clinical settings is reviewed. The strenghts of the PRN reside in the active participation of clinicians in self-monitoring as
well as in the instrument adaptability and flexibility in addressing current issues of national relevance, including identification of educa-
tional needs. The PRN limitations are in the fact that the responders in general have limited research experience and the instrument can
provide broad-based answers only. The creation of a national PRN is however an effective strategy in narrowing the gap between practice

and research.
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A practice research network (PRN) provides a window
on patient care and physician practices that are typical of
a clinical setting (1). PRNs were developed from the 1960s
to the 1980s in the fields of pediatrics and family practice
(2). In psychiatry, the American Psychiatric Association
was prompted to develop its PRN to address the problem
of translation of evidence-based guidelines to practice set-
tings (1). As the Canadian Psychiatric Association (CPA)
completed a 5-year experience with its PRN, a review of
the benefits and limitations of the methodology involved
is timely.

Developing the network for Canadian psychiatry
involved a long gestation as we grappled with intertwined
issues of focus and funding. An earlier attempt to establish
the network as an instrument to conduct industry spon-
sored clinical trials ended, due to lack of support from
industry and physicians alike. Refocussing the main thrust
of the network to become an annual audit of the practice
of Canadian psychiatrists was positively perceived as
responding to an unmet need to track and assess the
impact of a range of real world psychiatric practices on
patient care in Canada. In these days, where the social val-
ues of accountability and transparency are highly upheld,
a self-regulating medical specialty like psychiatry needs to
live up to rigorous internal standards. In 1997, under the
aegis of the Association, we began recruiting a network of
volunteers, who had to be psychiatrists, members of the
Association, actively practicing in Canada and spending a
minimum of 15 hours per week providing patient care. Ini-
tially, upon volunteering, each member completed a ques-
tionnaire with demographic, training and practice data.
The data were compared with a recent national profile of
psychiatrists to assess the network’s representativeness. In
subsequent years, the PRN group was compared to a ran-
domized comparison sample of Association members
stratified by region of practice. Additionally, each psychi-
atrist joining the PRN committed to adhere to the method-
ological rigor required and to provide feedback to improve
the network’s performance.

Topics for the annual survey were selected from among
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the top issues addressed by the Association at the time.
Each year, experts for the designated issues formed a
Steering Committee to draft the questions, which were
then collated and edited by the PRN coordinators, authors
of this paper. The survey questionnaire was reviewed by
the Association’s Executive Committee. Staffing was
drawn from the Association’s office and a limited fund set
up to cover mailing and analysis expenses.

The PRN expanded from 129 volunteers in 1998 to 291
in 2001. The validity of the process was reinforced by the
consistent finding across three surveys showing that the
characteristics and responses of our PRN volunteers were
very similar to those of the comparison groups of practic-
ing psychiatrists stratified by region of practice. The
responders from the latter group contributed to the PRN
core membership in the next survey. Confidentiality was
assured by the investigators being blind to the responder’s
names.

SURVEYS CONDUCTED
BY THE PRACTICE RESEARCH NETWORK

To date, the three surveys conducted have covered a
broad range of topics of interest to the profession. As men-
tioned, every year a group of topics was selected from
among the main tasks promoted by the Association. With
subsequent surveys, a maximum of four topics added to a
standard practitioner profile was considered optimal.
Resisting the tendency to develop lengthy questionnaires,
a maximum of ten pages to be filled in approximately 30-
45 minutes was adopted to avoid responder fatigue.

The three surveys conducted so far have linked with the
following initiatives of importance to the profession.

Monitoring of practice profiles

The training and maintenance of human resources
available to meet our patients’ needs is critical. The PRN
provides a cost-effective method to monitor our profes-
sion’s demographic characteristics, location and hours of
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practice, the number of patients seen as well as the range
of activities (3,5,9). While more intensive surveys of our
activities are still required from time to time, the PRN pro-
vides a yearly snapshot sensitive to abrupt changes.

Appraising the access to services

The issue of access to our services has become a matter
of public concern. The PRN records the perceptions of
practitioners about the timeliness of this access. Our sur-
vey confirmed however that access did not seem to be
solely related to the regional ratio of psychiatrists to pop-
ulation density but depended more on practice styles and
service organization. This matter therefore remains a chal-
lenge for our profession (7).

Evaluation of Clinical Practice Guidelines (CPGs)

The development of CPGs arose out of an attempt to
bridge research findings with everyday practice and has
been another major endeavor of our profession. While their
proliferation and diverse recommendations resulted in some
concern on the part of practitioners, CPGs must be viewed
as a further step in the journey towards identification of best
practices. Evaluating the concordance of current practices
with the guidelines and the impact of guideline dissemina-
tion on practice is a major contribution of the PRN.

The CPA has so far produced three major sets of CPGs
related to mood disorders, schizophrenia and psychother-
apy and the PRN was involved in the evaluation of each
set (3,6,13).

A wide range of suggestions arose from each of our
CPG survey activities. Recommendations from practition-
ers included the need for simplified and more user friend-
ly algorithms, the need to account for prevailing comor-
bidities (4) as well as areas of under-use either in medica-
tion or psychosocial approaches (6). Gender differences in
practice were highlighted as one of the findings in our psy-
chotherapy survey (13).

A PRN not only evaluates established CPGs, but
informs us about the practice areas in need of such guide-
lines. For example, in our surveys, the need for CPGs was
identified for anxiety disorders, where the relative merits
of various strategies continue to be an area of controversy
(3). The same need was identified for guidelines regarding
the assessment and management of the suicidal patient as
well as the violent patient (4,12). A gripping finding was
the toll exacted by a suicide or an act of violence not only
understandably on the patient and his or her family but on
the therapist as well.

An important recent development has also been the
promotion of a shared care program of delivery for mental
health/illness services with our colleagues in family prac-
tice settings. The PRN helped identify perceptions by psy-
chiatrists as to the opportunities and challenges offered by
the partnership with family practice. It is hoped that a

comparison of these perceptions with those of family
practitioners will be the topic of a future survey.

Opinion polls guiding our relationship with industry

The CPA guidelines on the ethical conduct of clinical
trials were tested on our membership. Of concern at the
time, one half of the PRN group and an even lower pro-
portion of the control group acknowledged awareness of
these guidelines (4).

The process of developing practice guidelines depended
on the availability of external funding mainly from indus-
try. This funding was largely at arm’s length from industry
and the evaluation of such guidelines by an independent
body like the PRN enhanced the credibility of the process.

Matters related to physician health and well-being

The motto of ‘physician heal thyself’ appears regularly
in the press and the PRN proved to be a good barometer
for issues troubling the well-being of our colleagues. Their
subjective responses were also compared to the data aris-
ing from a national survey of professionals (11).

A cornerstone of Maintenance of Competence
(MOCOMP)

The major MOCOMP effort guiding the medical pro-
fession into the 21st century is based on regular evaluation
of professional education needs and the PRN can become
a national cornerstone for these evaluations. Analysis of
the responses to the issues addressed as well as direct
questions about continuing education needs and preferred
approaches can provide the needs assessment critical to
successful educational endeavors (4). MOCOMP credits
for psychiatrists’ participation in the process are an
appropriate incentive.

LIMITATIONS
‘Broad brush’ answers

Inherent in the PRN methodology is the fact that the
cross-sectional survey is limited to be a ‘listening post’ on
our practice. While practitioners’ perceptions about the rel-
ative value of an assessment or treatment strategy versus
another can be gathered, the method does not lend itself to
a rigorous testing of these perceptions. The gold standard
for that expectation remains the clinical trial, but the PRN
provides the gold standard for an overview of a ‘real world’
practice outside of the controlled academic research set-
tings. This dimension has been largely ignored up till now.

The quality of responses from untrained responders

The PRN methodology targeting clinicians, some with
limited research experience and very busy practices, raises
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the questions of validity and reliability of the responses.
Confidence is raised by the general concordance of
responses between the PRN and comparison groups over
three surveys.

While the PRN respondents reported being involved in
more research hours weekly, their perceptions of the
amount of time spent in clinical practice did not differ
from the comparison group. This concordance in practice
seems to be a remarkable characteristic in Canadian psy-
chiatry. On the other hand, the responses of ‘real world’
clinicians to ‘real world’ clinical issues have traditionally
been under-reported and the PRN provides some remedy
to this deficiency.

Tailoring the questions to the target populations

Our experience over three surveys led us to become
weary of certain types of questions. In our surveys, Likert-
type questions often appeared to elicit non-discriminating
responses clustered around the mid-point. An impression
of social desirability response could not be avoided. As
with public opinion polls, the better questions were those
eliciting as clear a choice as possible.

The gathering of qualitative information

Our experience with commentary responses to the PRN
suggested that the use of qualitative or evaluative respons-
es be stringently limited to only the essential questions. A
disproportionate amount of coding time (over 85%) went
into the preparation of this information, which typically
far outweighed its usefulness. A major culprit was the
‘other’ category, which was often tacked onto too many
multiple response questions. Participants’ responses to
open-ended items were often more informative, but
required a higher level of experience with qualitative cod-
ing and linguistics, eventually requiring the engagement of
the services of a Ph.D. in literature!

Again this type of information is costly to collect and
should be limited to only the very essential. It should how-
ever also be recognized that this approach was crucial in
defining the various facets of response to a patient’s sui-
cide (6).

Survey fatigue

Busy practitioners are weary of irrelevant question-
naires distracting them from their clinical tasks. The issue
of responder fatigue from frequent or lengthy question-
naires was a major consideration. Timing the mailing of
the questionnaire away from other Association demands
was important. As already noted, the length of the ques-
tionnaire and time required to fill it influenced response
rate and we learned to simplify the questions and limit the
forms to 10 pages. A once yearly frequency for our Asso-
ciation has been striven for and our enrolment of the

58

responders as the PRN group for the next survey also
helped reduce fatigue by ensuring a rotation among the
membership surveyed.

CONCLUSION

As we pass the PRN torch to another team, it is our
view that pursuing this effort is an essential element in
furthering the clinical practice and integrity of our pro-
fession. Our experience with the PRN so far provides a
foundation to be built upon. Other countries, such as the
United States, the United Kingdom and Australia, have
established an Office of Psychiatric Research Net-
work/Peer Review with independent funding from gov-
ernment and other sources. Our PRN project relies on
limited funding from our Association and as such may
provide an affordable strategy for countries with more
limited resources.

With newly created partnership between professional
associations and consumer groups, this activity should be
advocated as a funding priority not only to monitor the
practices of psychiatrists but of allied psychiatric health
professionals as well (14). The PRN offers practicing clini-
cians an opportunity not only to participate in research
activities but also set a research agenda for psychiatry. Psy-
chiatric practices vary markedly around the world and
‘real world’ practices differ from textbook recommenda-
tions. The PRN is a timely strategy to assess the relevance
of current knowledge and narrow the gap between prac-
tice and research.
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Women’s mental health in Pakistan

UNAIZA NIAZ'?

IWPA Section on Women’s Mental Health
2Psychiatric Clinic and Stress Research Center, Karachi, Pakistan 75500

In Pakistan, societal attitudes and norms, as well as cultural practices (Karo Kari, exchange marriages, dowry, etc.), play a vital role in
women’s mental health. The religious and ethnic conflicts, along with the dehumanizing attitudes towards women, the extended family
system, role of in-laws in daily lives of women, represent major issues and stressors. Such practices in Pakistan have created the extreme
marginalisation of women in numerous spheres of life, which has had an adverse psychological impact. Violence against women has
become one of the acceptable means whereby men exercise their culturally constructed right to control women. Still, compared to other
South Asian countries, Pakistani women are relatively better off than their counterparts.

Key words: Pakistan, women’s mental health, cultural practices, honor-killing, stove-burns, violence

The women’s movement in Pakistan in the last 50 years
has been largely class bound. Its front line marchers
voiced their concerns about issues mainly related to the
urban-middle class woman. It is only in the last few years
that rural women’s issues like ‘Karo Kari’ (honour
killing) and rape have been brought to light. Feudal/trib-
al laws of disinheritance, forced marriages and violence
against women (acid-throwing, stove-burning homicide
and nose-cutting) in the name of honour are being con-
demned by non-governmental organizations and human
rights activists in the cities. Still a vast majority of the
women in the rural areas and urban slums are unaware of
the development debates.

The urban Pakistani women in many aspects are
almost at par with the women of developed countries. In
the rural scenario, the picture is entirely different. It is
archaic, brutal and clearly oppressive. These trends often
seep into the urban lives of women through migratory
movements of rural population, which has yet to adjust to
urban ways.

At the societal level, restricted mobility for women
affects their education and work/job opportunities. This
adds to the already fewer educational facilities for women.
Sexual harassment at home, at work and in the society has
reached its peak. Lack of awareness or denial of its exis-
tence adds to further confine women to the sanctity of
their homes. Violence against women further adds to
restriction of mobility and pursuance of education and
job, thereby lowering prospects of women’s empowerment
in society.

At the family level, birth of a baby boy is rejoiced and
celebrated, while a baby girl is mourned and is a source of
guilt and despair in many families. Boys are given priority
over girls for better food, care and education. Subservient
behaviour is promoted in females. Early marriage (child-
brides), Watta Satta (exchange marriages), dowry and
Walwar (bride price) are common. Divorcees and widows
are isolated and considered ‘bad omens’, being victims of
both male and female rejection especially in villages. Mar-
riage quite often leads to wife-battering, conflict with
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spouse, conflict with in-laws, dowry deaths, stove burns,
suicide/homicide and acid burns to disfigure a woman in
revenge.

VIOLENCE AGAINST WOMEN

In Pakistan, there are cultural institutions, beliefs and
practices that undermine women’s autonomy and con-
tribute to gender-based violence. Marriage practices can
disadvantage women, especially when customs such as
dowry and bride’s price, Watta Satta and marriage to the
Quran (a custom in Sindh where girls remain unmarried
like nuns to retain family property in the family) exist. In
recent years dowry has become the expected part of mar-
riage. This increasing demand for dowry, both before and
after marriage, can escalate into harassment, physical vio-
lence and emotional abuse. In extreme cases homicide or
“stove-burns” and suicides can provide husbands an
opportunity to pursue another marriage and consequently
more dowry.

Women are confined to abusive relationships and lack
the ability to escape their captors due to social and cul-
tural pressures. Parents do not encourage their daughters
to return home for fear of being stigmatized as a divorcee,
which tantamount to being a social pariah. Moreover, if a
woman leaves her husband, her parents have to repay him
to compensate his loss. Cultural attitudes towards female
chastity and male honour serve to justify violence against
women.

Violence against women is very common in Pakistan.
The violation of women’s rights, the discrimination and
injustice are obvious in many cases. A United Nations
research study (1) found that 50% of the women in Pak-
istan are physically battered and 90% are mentally and
verbally abused by their men. A study by Women’s Divi-
sion on “Battered Housewives in Pakistan” (2) reveals
that domestic violence takes place in approximately 80%
of the households. More recently the Human Rights Com-
mission report (3) states that 400 cases of domestic vio-
lence are reported each year and half of the victims die.
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In Balochistan and Sindh provinces, Karo Kari is prac-
ticed openly. A woman suspected of immorality is
declared a Kari while the Karo is a man declared to be her
lover. A woman suspected of adultery or infidelity is liable
to face the death penalty at the hands of her husband or
in-laws. Usually the Kkiller goes scot-free as he is regarded
to have committed the crime in order to retrieve the lost
family honour, which a woman is expected to uphold at all
costs.

Watta Satta is also a tradition in many families in Pun-
jab and Sindh, whereby a girl is married off to her sister-
in-law’s brother. Such an arrangement often leads to a
complicated situation, since a woman ends up becoming a
mere object of revenge in the instance that her brother
mistreats or physically abuses his wife.

Sadistic urges may be satisfied by a man by totally
humiliating as well as disfiguring his wife. Women who are
victims of this particular form of violence are usually
young and attractive.

Hundreds of women are disfigured or die of stove-burns
every year. The victims are usually young married women
and the aggressors include husbands and in-laws. The
motive behind stove burning is to get rid of the woman
and remarry for more dowries or have an heir for the fam-
ily.

Battering or “domestic violence” or intimate partner
abuse is generally part of the patterns of abusive behaviour
and control rather than an isolated act of physical aggres-
sion. Partner abuse can take a variety of forms, including
physical violence, assault such as slaps, kicks, hits and
beatings, psychological abuse, constant belittling, intimi-
dation, humiliation and coercive sex. It frequently can
include controlling behavior such as isolating women
from family and friends, monitoring her movements and
restricting her access to resources. Physical violence in
intimate relationship is almost always accompanied by
psychological abuse and in one-third to one-half of cases
by sexual abuse.

A woman’s response to abuse is often limited by the
options available to her. Women constantly cite reasons to
remain in abusive relationship: fear of retribution, lack of
other means of economic support, concern for the chil-
dren, emotional dependence, lack of support from family
and friends and the abiding hope that the husband may
change one day. In Pakistan divorce continues to be a
taboo and the fear of social stigma prevents women from
reaching out for help. About 70% of abused women have
never told anyone about the abuse.

The psychological consequences of abuse are more
severe than its physical effects. The experience of abuse
erodes women’s self-esteem and puts them at a greater risk
for a number of mental disorders like depression, post-
traumatic stress disorder, suicide, alcohol and drug abuse.

Children who witness marital violence face increased
risk for emotional and behavioural problems, including
anxiety, depression, poor school performance, low self-

esteem, nightmares and disobedience. Boys turn to drugs
and girls become severely depressed and sometimes total-
ly refuse to get married. Children under 12 years have
learning, emotional and behavioural problems almost 6-7
times more compared to children of non-abusive parents.

Health care providers can play a key role. They must
recognize victims of violence and help them by referring to
legal aid, counsellors and non-governmental organiza-
tions. They can prevent serious conditions and fatal reper-
cussions. However, many doctors/nurses do not ask
women about the experience with violence and are not
prepared to respond to the needs of the victims.

A variety of norms and beliefs are particularly powerful
perpetrators of violence against women. These include the
notions that men are inherently superior to women, that it
is appropriate for men to discipline women, and that
women’s sexual behaviour is linked to male honour.
Nobody is expected to intervene on behalf of the victim as
such issues are considered private matters to be resolved
by the immediate parties themselves.

Programs designed to change these beliefs must encour-
age people to discuss rather than antagonize or alienate
them by appearing to ‘demonize’ men. A good tool is to
encourage people to develop new norms by using tech-
niques such as plays on TV and theatre.

PSYCHIATRIC ILLNESS IN PAKISTANI WOMEN

A large study at Jinnah Post Graduate Medical Center,
Karachi back in early 1990s (4) showed that twice as many
women as men sought psychiatric care and that most of
these women were between 20s and mid 40s.

Another 5-year survey (1992-1996) at the University
Psychiatry Department in Karachi (Agha Khan Universi-
ty/Hospital) (5) showed that out of 212 patients receiving
psychotherapy, 65% were women, 72% being married.
The consultation stimuli were conflict with spouse and in-
laws. Interestingly, 50% of these women had no psychi-
atric diagnosis and were labeled as ‘distressed women’.
28% of women suffered from depression or anxiety, 5-7%
had personality or adjustment disorders and 17% had
other disorders.

The ‘distressed women’ were aged between 20 to 45.
Most of them had a bachelor’s degree and had arranged
marriage relationships for 4-25 years with 2-3 kids, and
the majority worked outside home (running small busi-
ness, teaching or unpaid charitable community work or
involved in voluntary work). Their symptoms were palpi-
tations, headaches, choking feelings, sinking heart, hear-
ing weakness and numb feet.

A study on stress and psychological disorders in Hin-
dukush mountains of North West Frontier Province of
Pakistan (6) showed a prevalence of depression and anxi-
ety of 46% in women compared to 15% in men.

A study on suicidal patients (7) showed that the major-
ity of the patients were married women. The major source
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of suffer was conflict with husband (80%) and conflict
with in-laws (43%).

A study of parasuicide in Pakistan (8) shows that most
of the subjects were young adults (mean age 27-29 years).
The sample showed predominance of females (185) com-
pared to males (129), and the proportion of married
women (33%) was higher than males (18%). Housewives
(55%) and students (32%) represented the two largest
groups among females. Most female subjects (80%) admit-
ted problems with spouse.

A four-year survey of psychiatric outpatients at a private
clinic in Karachi (9) found that two thirds of the patients
were females and 60% of these females had a mood disor-
der. 70% of them were victims of violence (domestic vio-
lence, assault, sexual harassment and rape) and 80% had
marital or family conflicts.

CONCLUSIONS

Pakistani women are relatively better off than their
counterparts in other developing countries of South Asia.
However, fundamental changes are required to improve
their quality of life. It is imperative that constructive steps
be taken to implement women friendly laws and opportu-
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nity be provided for cross-cultural learning. Strategies
should be devised to enhance the status of women as use-
ful members of the society. This should go a long way to
improving the lives and mental health of these, hitherto
“children of a lesser God”.
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WPA NEWS

September 2005: Cairo

PeDrRO Ruiz
WPA Secretary for Meetings

Following in the footsteps of the
12th World Congress of Psychiatry,
organized by the WPA and held in
Yokohama, Japan, in August 2002,
the 13th World Congress of Psychia-
try, also organized by the WPA, will
be held in Cairo, Egypt, on September
10-15, 2005. This World Congress of
Psychiatry is the first ever held in the
African continent. It additionally
seems to be the most memorable
World Congress of Psychiatry ever
held by the WPA. Never before had a
World Congress of Psychiatry been
held at the four crossroads of the
world, that is, where East meets West
and South meets North. Also, in the
most ancient and historic cornerstone
of civilization of our planet. The fact
that close to 2000 psychiatrists and
mental health professionals from all
over the world positively responded
to our first announcement of this
Congress is very significant with
respect to the enthusiasm shown by
the profession and field vis-a-vis this
Congress.

Currently, all pertinent structures
of the organization of this Congress
are already in place and actively
working towards making this Con-
gress the most unforgettable one in
the history of the WPA. For instance,
the Organizing, Supervisory and Sci-
entific Committees, as well as those
for Finance, Partnership, Evaluation,
Continuing Medical Education
(CME), Publications, Artistic and
Cultural Activities, Review of Scien-
tific Submissions and Program Coor-
dination, Fellowships and Young Par-
ticipants, Coordination with WPA
Scientific Sections, Public Relations
and Social Events, and the Local
Organizing and Advisory Commit-
tees, are all already fully operational.
Additionally, an International Advi-
sory Committee has been selected
and appointed, with representation
from all key scientific areas of the pro-

fession and field. The theme of the
Congress, selected by the WPA Presi-
dent, Ahmed Okasha, with wide
input from all relevant sectors of the
WPA, beautifully represents the sig-
nificance and unique message of this
Congress: “5000 Years of Science and
Care: Building the Future of Psychia-
try”.

The second announcement was
recently send out to the field, calling
for submissions of scientific propos-
als, and providing key and relevant
information about the venue of the
Congress and also about accommo-
dations as well as socially-related
activities. Given the reputation of the
city and country selected for this
Congress, the time of the year, and
the popularity of this scientific event,
it is not too early to start making final
plans to attend and participate in this
very unique and significant scientific
meeting. Two outstanding organiza-
tions have been contracted to assist
in all pertinent issues related to this
Congress. One is Tilesa, which pro-

vides scientific and technical secre-
tariat services for the Congress, and
the other is Emeco Travel, which
offers accommodation and tourist
services. Both can be accessed via
the Congress website (www.wpa-
cairo2005.com).

As WPA Secretary for Meetings
and as Chairperson of the Organizing
Committee for the Cairo Congress, I
feel both very privileged and enthusi-
astic for the opportunity to actively
participate and assist in making the
13th World Congress of Psychiatry
one of the best ever scientific events
in the history of the WPA. The unique
opportunity to serve both the WPA
and the Egyptian Psychiatric Associa-
tion in this very relevant and impor-
tant scientific event for the profession
and field at a worldwide level, makes
me very proud and happy. Additional-
ly, this Congress is taking place in
Africa, in the Middle-East, in an Arab
country, and in the Mediterranean
Region of the world. What else can
we ask for and expect as psychiatrists
and mental health professionals. I
look forward to seeing all of you in
Cairo in September 2005.

WPA finance forecast 2004

Sam TyaNnoO
WPA Secretary for Finance

The financial policy of a world
organization changes according to
circumstances, to the general world
economic situation, to the needs of its
members, to the general policy decid-
ed by its executive committee and to
the hierarchy of priorities decided by
its general assembly.

The main role of the WPA Secre-
tary for Finance is to propose new
resources to fund the activities of the
Association, applying the policy dic-
tated by the Executive Committee,
following the advice provided by the
Board, and taking into account the
needs of the Member Societies, the
WPA Committees, the Secretariat

and the Executive Committee mem-
bers.

The regular sources of income of
the WPA budget are the membership
dues, the World Congresses, other
international and regional congresses,
royalties from publications, and the
15% overhead taken from each edu-
cational program budget.

The standard expenses of the WPA
are those related to the Secretariat
(including salaries and office expenses),
those related to the Executive Com-
mittee (meetings and assignments),
the support to Zonal Representatives
and Standing and Operational Com-
mittees, the maintenance of the Edu-
cational Coordination Center, and the
expenses for public relation materials.

The first portion of the income is
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represented by the membership dues.
The WPA policy has been to adjust
dues according to the economic situ-
ation of each country. Although it is
apparent that certain Member Soci-
eties can afford to pay more, while
others struggle to pay the current fee,
the problem of equity is difficult to
resolve. In addition, there is a shift in
worldwide economic situation every
2-3 years. The total amount of fees, as
of today, constitutes 25% of the
income and barely covers the salaries
of the Secretariat staff.

The most constant and steady
income of the WPA is that represented
by royalties from publications. Due to
the very intensive and significant activ-
ity of the Secretary for Publications,
the number of books published by the
WPA is increasing every year. Many
members of the WPA worldwide also
receive World Psychiatry, the official
journal of the Association, directly to
their postal addresses, free of charge.

Another extremely significant
source of income during the past
eight years has been the overhead of
each educational program. According
to the Finance Committee decision,
approved by the General Assembly,
this overhead recently increased to
15%. However, the number of pro-
grams has decreased during the past
few years and the only remaining one
is the Global Child Mental Health
Program. Therefore, the charges from
the educational programs, used to
cover various expenses, are sorely
lacking.

One of the main resources of any

64

international association is obviously
represented by meetings, conferences
and congresses. The last two World
Congresses did not meet financial
expectations based on technical
grounds. Here is one of the primary
vital confrontations between substan-
tial needs and ideological and politi-
cal considerations. In essence, it is
very easy to attract numerous people
to participate at inviting tourist sites
throughout the world. Alternatively, it
should be of top priority to bring WPA
activities to all corners of the world,
allowing each Member Society to
meet with WPA scientific, educational
and policy makers, while simultane-
ously exposing its own viewpoints,
presenting its country’s mental health
infrastructure and demonstrating the
way the specific culture has integrated
modern mental health concepts while
conserving its basic beliefs, roots and
cultural institutions.

The discussion on where future
congresses and conferences should be
held is open and continuing. The des-
tination must be attractive and secure
enough for people, inviting to the
pharmaceutical industry and, simulta-
neously, maintain equity from a finan-
cial perspective. This resource is
imperative and the utmost must be
done to maintain its flow. One way of
doing so, that is already being imple-
mented, is the Corporate Supporters
Sponsorship Program. The basic con-
cept, which is the essence of the proj-
ect, is to obtain enough cash flow
between two World Congresses to
maintain WPA activities and, in addi-

tion, to assure that the WPA will
receive its own portion from the
World Congress budget. The host of
the World Congress also benefits, as
the amount of money paid by the
industry is given enough time in
advance to ensure the necessary
preparations for the event.

One of our major concerns is of
course to establish the priorities of our
Association, which should be reflect-
ed by the policy of distributing the
resources. Each topic seems important
and each activity has its priority in the
eyes of the one who proposes it, but
this priority is not necessarily agreed
upon by other people. This discrepan-
cy creates sometimes some involun-
tary misunderstandings.

Finances are not the factor which
determines the values which will be
defended by our Association, but cer-
tainly play a role in the determination
of the quality and the amount of
investment in each activity. I invite all
Member Societies to take part in this
discussion. All their comments will be
brought and discussed in the Finance
Committee and presented to the
Executive Committee. My role is just
to implement the Executive Commit-
tee financial decisions and to try to
accommodate them to the financial
situation of the Association. I hope
that in the future we will be able to
find more resources, in order to
enlarge the educational, scientific and
training programs, side by side with
being able to offer the well-known
feeling of getting back at least as
much as we have invested.
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