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EDITORIAL

Conduct Disorder: A Challenge to Child Psychiatry

he 2 papersin this section review the etiology and treat-

ment of conduct disorder (CD), one of the most common
disorders in child psychiatry with an incidence of between
5.5% and 6.9% (1). Even with the best-known treatment, the
successrate on follow-up does not exceed 74% (2). Thefail-
ure in treatment often results in the adolescent becoming an
adult with antisocial personality disorder (APD) and acrimi-
nal record. Y ouths with this disorder cause immense suffer-
ing to society because of their antisocial behaviour and the
enormous costs associated with treatment, court procedures,
probation, detention, and incarceration.

Asinmost disorders, weneed totake 2 stepsto reducethe suf-
fering caused by thedisorder. Thefirst isto prevent the disor-
der’ sdevelopment. If thisisnot possible, asinthe case of CD,
then it is important to identify the disorder at an early
stage—when the interventions have a better chance of suc-
cess—thus preventing it from becoming more pernicious and
difficult to treat, with poorer prognosis. The second step is
taken when thedisorder has devel oped andisaproblemto the
individual, the family, and society. At this stage, it isimpor-
tant to use effective treatments that have been proven to cure
or reduce the likelihood of recurrence.

Early intervention makes a great deal of sense in the case of
CD. The disorder is generaly classified in 2 types. early-
onset, which if not treated has poor prognosis and late-onset,
which has comparatively better prognosis (3). It has been
shown that aggressive behaviour in kindergarten, if not
treated, can continue into adolescence with greater severity
(4). A study by Robins (5) showed that, if aggressiveand anti-
social behaviour appearsbeforethe age of 6 years, the chance
of the child devel oping CD in adol escence and APD in adult-
hood is3.2%. If theaggressive and antisocial behaviour starts
after theage of 12 years, however, the chances of thechild de-
veloping APD arereduced to 0.9%. Therefore, it makes sense
to identify children in kindergarten and grade 1 who are ex-
hibiting persistent and severe aggressive and noncompliant
behaviour and provide help to the child, the parents, and the
teacher. The early-intervention programs aim at parent train-
ing, home visiting, teaching socia skills to children, aca-
demic tutoring, and training teachers in classroom
interventions.

Many such programs, which provide help to young children
at risk, have reported good results (6-8). It does not make
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sense to wait for these children to grow up and develop full-
blown CD in adolescence. Early intervention is effective; it
costs less and can prevent the suffering of the child, the fam-
ily, and society. In fact, few disorders are as preventable as
CD.InCD, wehaveadisorder wherein preventionispossible
at asmall cost. Conversely, treatment of the fully developed
disorder isexpensive, and theresultsarefar from satisfactory.
There has been remarkable improvement in the results ob-
tained in the treatment of CD in the last 20 years. Evaluating
many treatments practised in the past 2 decadesindicatesthat
most were no more effective than no treatment; in fact, on
follow-up, some had worse results than no treatment (9,10).
These treatments included casework, individual psychother-
apy, group counselling, milieu therapy, and therapeutic com-
munity. The failure of these treatments was due to 2 factors:
1) alack of understanding of the factorsthat contributeto the
disorder’ sdevel opment and 2) atendency tofocusonasingle
approach for all youths with CD. At present, there are many
treatmentsthat, asdescribed by Dr Frick, do takeinto consid-
eration the many factors leading to the disorder’s develop-
ment and do individualize treatment. The results of these
treatments are better than no treatment but still not asgood as
one would wish.

It hasto be recognized that many youthswith CD are not han-
dledinthecommunity: many arecharged for breakingthelaw
and placed in some custodial setting where they receive very
different treatment from those in mental health settings. Al-
though they may have the same disorder, many are never di-
agnosed, and seldom in their sentencing is an effort made to
choose apunishment provento reducetherateof recidivism.

The problem of youth violence can be dealt with more effec-
tively, first, by identifying young children with persistent an-
tisocial behaviour and modifying their behaviour by working
with the children, their families, and their teachers; and sec-
ond, by handling youth with CD who have been charged and
found guilty of breaking thelaw, aswell asthose not charged,
with approaches that have been proven on follow-up to be
successful.
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IN MEMORIAM

r JDM (Jack) Griffin died in hospital on July 12, 2001,

whilerecovering from surgery for afractured femur. His
funeral, on July 15, was attended by his sons, Peter and Tony,
hiscompani on, Barbara Chipman, extended family members,
and many friends. The handful of professional colleagues
present remembered with great affection Jack Griffin's pro-
found influence on their lives.

As a medical student at the University of Toronto, Jack
played piano in avarsity dance band. His experience as a pi-
anist and performer served him well throughout his career.
Although basically shy and reserved, Jack was an outstanding
communicator. In addition to lecturing to various audiences,
Jack usedradio, film, and | ater, television, with great success.
His CBC Radio series, /0!I Search of Ourselves '\yhjch drama-
tized common mental health prob-

A few weeks earlier, Jack’'s family,
friends, and colleagues young and old
gathered to celebrate his 95th birthday.
Except for his diminished vision and
hearing, Jack looked extremely well
and happy. He was elegantly dressed,
with the Order of Canada proudly
pinned to his lapel. Much later, after
most of the guests had departed, Jack
entertained us with sentimental songs
played on agrand piano—aperfect end-
ing to a memorable evening.

Dr Griffin's career as a colonel in the
Canadian Army, under the legendary
Major General Brock Chisholm, is
modestly documented in his book, In
Search of Sanity—A Chronicle of the
Canadian Mental Health Association,
published in 1989. It includes an ac-
count of the war work of the Canadian
National Committee for Mental Hy-
giene—now the Canadian Mental
Health Association (CMHA)—from
1939 to 1945. Working with luminaries
such asClarence Hincks, William Line,
John Seeley, and William Blatz, Colo-
nel Griffin devoted himself to devel op-
ing psychiatric rehabilitation programs for ex-service men
and women throughout Canada.

In those days, very few provincial mental hospitals were ca-
pable of helping the returning veterans. New forms of inter-
disciplinary, community-based mental health programs had
toberapidly devel oped. With Dr Jack astheir mentor, acadre
of young psychiatristsplayed aprominent part in establishing
mental health clinics and in transforming the old mental hos-
pitals into active treatment centres. Prominent among them
were Don Atcheson, DE Cameron, Rhodes Chalke, Bob
Jones, Ab Miller, Sam Lawson, Burdett McNeel, Charlie
Roberts, and Jim Tyhurst. Jack Griffin served as General Di-
rector of the CMHA from 1951 to 1971. Speaking about him
at this time, Dr Hincks grumbled: “Nothing succeeds like
One’ s successor.”
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lems of children and adults, was
prized throughout the English-
speaking world.

A master inthe art of spotting talent
before anyone else, Jack recruited
energetic people with leadership
skills and put them to work on vari-
ous CMHA committees and task
forces. An enthusiastic sailor and
skipper, he also had an uncanny
ability to sniff the winds of change
and use them to support social and
political action on mental health.
Thus, during the 1950s and 1960s,
CMHA briefs were presented to
various Royal Commissions, in-
cluding those on broadcasting, in-
dustrial and economic
development, forensic services and
the law relating to mental illness,
and health insurance.

Whileall these CMHA reportswere
influential, only 2 of them can be
mentioned here. More for the Mind,
also known as the Tyhurst Report,
was published in 1963. Its key rec-
ommendation, which revolutionized psychiatric services in
Canada, was that “mental illness should be dealt with in the
same organizational, administrative, and professional frame-
work as physical illness.”

Dr Griffin, who did postgraduate work in child psychiatry at
the Hospital for Sick Children, continued to be passionately
interested in the well-being of children and families. He be-
lieved that effectiveintervention at an early age wasthe most
cost-effective means of reducing the incidence of mental ill-
ness. Thisiswhy Jack was so very proud of One Million Chil-
dren, the report of the Commission on Emotional and
Learning Disorders in Children (CELDIC), published in
1970. The Commission was chaired by Dr Denis Lazure and
Dr CA Roberts, with Mgjorie King as executive secretary.
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Their work was premised on the finding that Canadalacked a
comprehensive system for treating children with mental ill-
ness or severe maladjustments. They were also perplexed to
discover that provisionsin Canadafor training child psychia-
trists, psychologists, and social workers were equally
primitive.

In this brief tribute, it is impossible to do justice to Dr JD
Griffin’ sinternational work with the Fifth International Con-
gresson Mental Health, heldin Toronto in 1954, and with the
World Federation for Mental Health (WFMH). He did, how-
ever, maintain contact with the WFMH long after his

Jack Griffin's death will evoke little reaction among today’s
psychiatrists. Few, if any, will know that with his death the
last of a remarkable group of men has gone. Together with
Jack Griffin, the outstanding oneswere Bob Jones, thefound-
ing president of Canadian Psychiatric Association (1951 to
1952), Rhodes Chalke, and Bill Hawke. They had all special-
izedinthe1930sand played an activepartinWorldWar I1. 1n
the postwar years, thisgroup that moved Canadian psychiatry
forward by serving with dedication, diligence, and modesty.
They were intellectuals, scholars, pragmatists, and close
friends who loved life and lived it to the full.

Until afew months before hisdeath, Jack regularly played pi-
anofor Shellback, aclubfor landlocked mariners. But hisma:
jor contribution was bringing together psychiatrists from
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retirement in 1972. Jack Griffin was the recipient of many
awards, but none pleased him morethan the Order of Canada,
bestowed in 1996.

For about 25 years, | had the great pleasure of working with
Jack Griffin on the history of Canadian psychiatry. Our work
resulted intheformation of the ArchivesontheHistory of Ca-
nadian Psychiatry and the Museum of Mental Health Services
(Toronto) Inc, both of which are based at the Centre for Ad-
diction and Mental Health in Toronto. The continuation of
this work is, perhaps, the best possible memorial to the life
and work of Dr JDM Griffin.

Cyril Greenland, MSc, PhD

coast to coast. He was responsible for starting many mental
health clinics and for bringing psychiatry into general
hospitals.

To the end, Jack was concerned about the future of Canadian
psychiatry. Earlier thisspring, at our last dinner, we discussed
developments in medicine, neurosciences, psychodynamics,
psychotherapy, and psychopharmacology and wondered
whether these specialties would continue to fragment or coa
lesce to form anew whole.

| knew Jack for 47 years. He was the most generous, warm-
hearted, loyal, modest, and supportivefriend and colleague. |
thank you, Jack, and mourn you.

Ruth Kajander, MD, FRCPC



IN REVIEW

Effective Interventions for Children and Adolescents With
Conduct Disorder

Paul J Frick, PhD!

Many different types of interventions have been used to treat children and adolescents with conduct disorder (CD). Unfortu-
nately, most have had very limited effectiveness and, in some cases, have even shown iatrogenic effects. A primary reason for this
limited effectiveness has been the failure of most treatments to directly address the causal mechanisms implicated in the develop-
ment of CD. A few exceptions that have based interventions on the available research and that have proven to have some efficacy
in reducing the conduct problems in youths with CD are reviewed. More important, a model for intervention is presented. This
model emphasizes that interventions for youths with CD need to be comprehensive. That is, they need to take into account the myr-
iad factors both within the child and within his or her social context that can cause and maintain CD symptoms. Further, interven-
tions need to be individualized; they need to take into account the different pathways along which children may develop CD. Two
intervention approaches that are consistent with these principles are reviewed, as are important directions for advancing treat-
ment technology for youths with this disorder.

(Can J Psychiatry 2001;46:597-608)

Key Words: conduct disorder, antisocial behaviour, treatment, prevention

onduct disorder (CD) refersto achronic pattern of anti- experienced by thosevictimswhoserightshave been violated

social and aggressive behaviour in which either the by childrenwith CD and by otherslivingin high-crimeneigh-
rights of others or major societal norms, or both, are violated bourhoods (4). Thereisno better exampleof thiscostlinessto
(1). Although the severity of behavioural disturbance can society than the effects of violence committed by juveniles.
vary greatly among children with CD (2), many such children Most juvenileswho commit violent acts show ahistory of an-
show significant psychosocial impairments. These include tisocial behaviour consistent with adiagnosisof CD (5). Asa
impaired educational achievement, poor social relationships, result, understanding and effectively treating children with
significant conflict with parents and teachers, involvement CD isacritical component of any plan to reducejuvenilevio-
with thelegal system, and high rates of emotional distress, to lence.

name just afew areas documented by clinical research (3). In
addition to these personal costs, CD isalso avery costly form
of psychopathology for society. The costs are both monetary
and socia. Monetary costs include those associated with in-
carceration to prevent further offending by those children
with CD who commit serious delinquent acts; they also in-
clude the costs of repairing schools damaged by vandalism.
Social costsinclude theinadequate and unsafe learning envi-
ronments created in schools by the behaviours of many chil-
drenwith CD. Aswell, they includethereduced quality of life

Given its great societal implications, it is not surprising that
the treatment of CD has been the focus of alarge number of
controlled treatment-outcome studies. For example, arecent
review of published treatment-outcome studiesfocusing only
on psychosocial treatmentsfor children and adolescents with
conduct problems documented 82 studies involving over
5272 children (6). The extent of this literature far surpasses
the published research on the treatment of most other child-
hood disorders. Unfortunately, it ispossibleto conclude from
this extensive effort that the vast majority of treatment ap-
proaches have proven to be largely ineffective (7). Of even
greater concern is the evidence that some types of interven-

Manuscript received and accepted June 2001. tion, particularly those that involve antisocia peer group in-
!Professor and Director of Applied Developmental Psychology Program, teractions, can have iatrogenic effects on the children being
Department of Psychology, University of New Orleans, New Orleans, L ou- treated: they actually increasethelevel and severity of antiso-
Address for Correspondence: Dr PIFrick, Department of Psychology, Uni- cial behaviour, aswell as the risk for negative life outcomes
versity of New Orleans, 2001 Geology and Psychology Building, New Or- as adults (8). Therefore, uninformed and ill-conceived treat-

leans, LA 70148

emal:pirick@uno.edu ments can actually do more harm than good.
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One reason for the ineffectiveness of many interventions is
that they have often been based on broad theories of interven-
tion developed for treating adults or on political and philo-
sophical pressuresto appear “tough on crime” (9). They have
not been based on our most current knowledge of the factors
that can lead to the development of CD, and they have not
considered important developmental issues relevant for
working with disturbed youths (10,11). For example, many
interventions have ignored the powerful influences of a
child’s psychosocial context (for example, family, peer, and
neighbourhood). Unless these contexts are modified, it is
very difficult to bring about or to sustain changes in the
child’ sbehaviour over time. Thisisnot to say that individual
predispositions in a child do not contribute to the develop-
ment of CD (3) or that these predispositions may not be ac-
tively involved in shaping a child’s psychosocial context
(12). The critical issue is the need to recognize the transac-
tional nature of the processes that may lead to CD, and most
other forms of psychopathology: it is important aways to
consider the child' s context when designing and implement-
ing treatments.

Although this overview of treatment effectiveness is some-
what pessimistic, 4 treatments have proven to be effectivein
controlled outcome studies. Given theimportance of achild’s
social context, itisnot surprising that 3 of the 4 effectivetreat-
mentscomefrom the cognitive-behavioural tradition that em-
phasizes the role of socia learning. The one nonbehavioural
treatment that has proven effective is the use of stimulant
medication to reduce the impulsivity that can lead to aggres-
siveand antisocial behaviour in some children with CD. Irre-
spective of their theoretical underpinnings, one commonality
of these 4 treatment approaches is that they target processes
implicated by research in the development of CD. Table 1
provides a summary of these treatment approaches and the
theoretical basis for their use.

An Overview of Effective Treatment Approaches

Contingency Management Programs

The first intervention listed in Table 1 is the use of contin-
gency management programs. The theoretical rationale for
this treatment approach has typically focused on the conten-
tionthat many childrenwith CD comefrom familiesinwhich
they have not been exposed to aconsistent and contingent en-
vironment—a poor socialization experience that playsama
jor rolein their deficient ability to modulate behaviour (for
example, to delay gratification or to conform to parental and
societal expectations) (13). A structured behaviour-
management system is designed to overcome these deficien-
ciesintheir socialization. Another rationale that is also con-
sistent with existing research is that some children with CD
have atemperamental vulnerability which makesthem more
susceptible to a noncontingent environment: they may, for
example, be over-focused on the potential positive

Vol 46, No 7

conseguences of their behaviour (such as obtaining a stereo)
to the extent that they do not consider potential negative con-
seguences (for example, being arrested for stealing, or affect-
ing the livelihood of the store owner) (14).

The basic structure of contingency management programsis
deceptively simple. These programs al involve 1) establish-
ing clear behavioural goalsthat gradually shape a child’s be-
haviour in areas of specific concern, 2) developing a system
to monitor whether thechildisreaching thesegoal s, 3) having
asystemto reinforce appropriate stepstoward reaching these
goals, and 4) providing consequences for inappropriate be-
haviour. These programs have proven to bring about behav-
ioural changes for children with CD at home (15), at school
(16), and in residential treatment centres (17).

Althoughthey appear quite simple and straightforward, many
behavioural management programs are not used effectively.
For example, these programs need to be individualized in
terms of selecting both appropriate goalsfor the child and the
reinforcers and punishments that will motivate each child. In
addition, many programs do not define goalsin away that al-
lows for systematic monitoring of whether the child is meet-
ing them. Further, many of these systems are typically used
solely for behavioural control. Negative consequencesfor in-
appropriate behaviour are provided (for example, points are
lost for misbehaviour, and fighting results in forced isola
tion), but there is no mechanism to systematically encourage
positive behavioural changes (for example, pointsare gained
for appropriate expression of anger, increased prosocial inter-
actionswith peers, or respectful commentsto adults). Finally,
it hasbeen very difficult to find methods to extend the behav-
ioural changes brought about by the contingency manage-
ment programs to situations in which the consistent and
structured contingencies are not operating.

Parent Management Training

The second treatment that has proven to be effectivefor many
children with CD is Parent Management Training (PMT). A
critical focusof PMT programsisto teach parents how to de-
velop and implement very structured contingency manage-
ment programs in the home. PMT programs, however, also
focuson 1) improving the quality of parent—child interactions
(for example, having parents more involved in their chil-
dren’s activities, improving parent—child communication,
and increasing parental warmth and responsiveness); 2)
changing antecedents to behaviour to enhance the likelihood
that positive prosocial behaviours will be displayed by chil-
dren (for example, learning how to time and present requests
or provide clear and explicit rules and expectations); 3) im-
proving parents’ ability to monitor and supervise their chil-
dren; and 4) teaching parents more effective discipline
strategies (for example, more consistent discipline and vari-
ous approaches to discipline). Deficits in these specific as-
pects of parenting have been consistently linked to child CD
inalarge body of research (3,18); of al interventions used to
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treat children with CD, the effectiveness of thistype of tech-
nigue has been the most consistently documented (7).

Many very explicit treatment manuals have been devel oped
for implementing PMT for various age groups (for example,
preschool [19], school-age[20], and adolescent [21]) and for
children with specific needs—for example, children with
attention-deficit hyperactivity disorder (ADHD) (22). As a
result, readily available sources of guidance exist for theim-
plementation of these programs. Further, these techniques
have been provided in many different modalities—with indi-
vidual parents, with groups of parents, and even through
videotaped instruction (23). The level of intensity and
method of implementation can be adapted to the needs of the
individual family, and these programs can beimplemented in
awide variety of settings.

Key limitations of thesetreatment approaches, however, have
been the large number of parents who do not complete the
parenting programs and their lack of effectiveness for the
most dysfunctional families(7,24). Asaresult, toincreasethe
effectivenessof theseinterventions, itisimportant tofocuson
ways to engage families in the intervention and to consider
the broader family context. Thiscontext may include factors
that could prevent parentsfrom using thetechniquestaught in
PMT programs, such as parental depression or parental sub-
stance use, high rates of marital conflict, or lack of social sup-
port for the parents (24). A useful guide for enhancing
parental engagement and determining how parenting issues
are embedded in the broader family context is an approach
called Functional Family Therapy (25). This approach has
been shown to be effectivein treating ol der children and ado-
lescentswith CD in severely distressed familiesfrom diverse
ethnic and socioeconomic backgrounds (26,27).

Cognitive-Behavioural Skills Training (CBST)

The third type of intervention that has proven effectiveis a
cognitive-behavioura approach designed to overcome the
deficitsin socia cognition and in social problem-solving ex-
perienced by many children and adolescents with CD. Re-
search on children who are aggressive or who have CD has
consistently documented deficitsin the way they process so-
cial information, including the way they encode social cues,
interpret these cues, develop social goals, develop appropri-
ate responses, decide on appropriate responses, and enact ap-
propriate responses (28). For example, some severely
aggressive children tend to attribute hostile intent to ambigu-
ous provocation situations with peers, making them more
likely to act aggressively toward peers (29,30). Other aggres-
sive children tend to associate more positive outcomes for
their aggressive behaviour, making them morelikely to select
aggressive aternatives to solving peer conflict (30).

Most CBST programsinclude some method of having achild
inhibit impulsive or angry responding. This allows the child
to go through aseries of problem-solving steps (for example,
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how to recognize problems, how to consider alternative re-
sponses, and how to sel ect the most adaptive oneto deal more
effectively with problems encountered in peer interactions).
Despite many commonalities, the various programs do have
somewhat different emphases. For example, the Self-
Instructional Training Program (31) focuses more on inhibit-
ingimpulsiveresponding, the Anger Coping Program (32,33)
focuses more on changing perceptual biasesin regard to peer
intent by using perspective-taking task exercises, and the Pro-
moting Alternative Thinking Strategies Curriculum
(PATHS; 34,35) focusesmoreon hel ping thechildto devel op
social skills and gain better emotional awareness.

Each cognitive-behavioural program described above is an
explicitly skills-building approach to intervention. Thethera-
pist playsavery active role in these programs, modelling the
skills being taught, role-playing socia situations with the
child, prompting the use of the skills being taught, and deliv-
ering feedback and praise for appropriate skills use. Most of
the programs are designed for a group format. Given the po-
tential dangers in having antisocial individuals interact in
groups(8), however, thegroupsarekept very small, thegroup
interactions are very structured in content, and contingency
management programs are typically used to promote the use
of the skills and limit inappropriate behaviours. Key limita-
tionsto the effectiveness of most cognitive-behavioural pro-
grams are the difficulties encountered in getting children to
use the skills learned in the program outside the therapeutic
setting (36) and to maintain the skills over extended periods
of time after theintervention hasended (32). To enhance gen-
eralization, several programs have been designed for imple-
mentation outside the typical mental health delivery setting
(for example in schools [35]), so that the skills are taught in
the environment in which they will be used. Also, to promote
generalization, most programs include practising skills in
various settings. Most important, however, al the programs
involve people present in the child’s natural environment,
such as parents and teachers, to prompt and encourage use of
these skills outside the therapeutic context.

Stimulant Medication

The only treatment approach included in Table 1 that is not
cognitive or behavioural in nature is the use of stimulant
medication. A large proportion (between 60% and 90%) of
clinic-referred children with CD also have ADHD (37). The
impulsivity associated with ADHD may |ead directly to some
of the aggressive and other poorly regulated behaviours of
children with CD (2,38). In addition, the presence of ADHD
may contribute indirectly to the development of conduct
problems through its effect on children’'s interactions with
peers and significant others (for example, parents and teach-
ers), or through its effect on the parents’ ability to use effec-
tive socialization strategies, or through its effect on achild's
ability to perform academically (3). Therefore, reducing
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ADHD symptoms is an important treatment goal for many
children and adolescents with CD.

The use of stimulant medicationisone of the more successful
treatments for ADHD (39). Their effectiveness for reducing
conduct problems in children with both ADHD and CD has
been shown in several controlled medication trials (40-42).
For example, in a very structured classroom setting, meth-
ylphenidate (Ritalin) significantly decreased the rate of dis-
ruptive classroom behaviours, including verbal and physical
aggression, teasing, destruction of property, and cheating
(42). In fact, medication was somewhat more effectivein re-
ducingthelevel of these conduct problemsthanwasavery in-
tensive contingency management system. In addition to
reducing the conduct problems themselves, stimulant medi-
cation has proven to reduce many of the secondary problems
often associated with CD effectively, improving peer rela-
tions (43) and reducing conflict with parents (44) and teach-
ers (45).

There are severa important considerations in the use of
stimulant medication to treat CD. Specifically, thereislittle
evidence to date that stimulants reduce conduct problemsin
children without a comorbid diagnosis of ADHD. Also, the
effects of stimulant medication can be variable across chil-
dren, requiring avery acarefully monitored medication trial
to determine optimal dosagefor anindividual child (39). Fur-
ther, optimal behavioural effects are often obtained once the
medicationistitrated up to ahigher dose, but thisisal so asso-
ciated with agreater number of side effects (40). And finaly,
in most studies of children with conduct problems, stimulant
medication wasrarely given inisolation from other interven-
tions, and the medication’ s primary effect may beto enhance
the child’ s responsiveness to other interventions (for exam-
ple, it may make the child more responsive to a contingency
management program) (39).

Limitations in Existing Treatment Approaches

Although each of the 4 interventions summarized in Table 1
hasprovento effectively reduce the conduct problemsassoci-
atedwith adiagnosisof CD, eventheseefficacioustreatments
have several substantia limitations (7). First, a significant
proportion of children with CD do not show a significant re-
sponse to these interventions, and, for those that do respond,
behaviour problems are often not reduced to a normative
level. Second, the greatest degree of improvement seemsto
occur in younger children (prior to age 8 years) with less se-
vere behavioural disturbances. Although this finding high-
lights the need to focus on preventing CD in young children
who are beginning to show problematic behaviours, it aso
suggeststhat thereis aneed for better interventions for older
children and adolescentswith more severe conduct problems.
Third, with somenotabl e exceptions (46), the generalizability
of treatment effects across settings tends to be poor. That is,
treatments that effectively change a child’ s behaviour in one
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setting (for example, in mental health clinics) often do not
bring about changesin the child’ sbehaviour in other settings
(for example, in schools). Fourth, and also with some notable
exceptions (47), improvements brought about in the behav-
iour of children with CD are often difficult to maintain over
time. Thisseemsto be particularly true of older children with
severe conduct problems (32) and for childrenfrom very dys-
functional family environments (7,48).

Given these rather substantial limitations in the technology
for treating CD, there has been an increasing focus on com-
paring how well these existing treatments match what we
know about how CD devel ops and using thisresearch baseto
guide the development of innovative treatment approaches
(3,10). Each of the 4 treatments described in Table 1 targets
basi c processesthat research has shownto beimportant inthe
development of conduct problems. These treatments have,
however, ignored 2 important additional characteristics of
children with CD that have been the focus of much recent
research.

First, research clearly suggests that CD is multidetermined:
for most children and adolescents who develop CD, it isthe
end result of a complex interaction among many different
types of causal mechanisms, including individual vulner-
abilities (for example, poor impulse control or low intelli-
gence), problemsin their rearing environment (for example,
poor parental discipline or psychopathology in parents), and
stressorsin their larger social ecology (for example, livingin
poor, high-crime neighborhoods or having poor educational
opportunities) (3). Further, as mentioned previously, these
causal mechanisms do not operate independently of each
other but typically operatein atransactional and mutually de-
pendent manner (49). For example, an impulsive child may
be much more difficult to parent effectively than a child who
has better emotional and behavioural regulation, yet the need
for more effective parenting to prevent the development of
severe conduct problems is likely greater for the impulsive
child (50). Interventions that target only asingle type of pro-
cesswill only target one of amyriad potential causal factors;
the process being targeted for change is likely to be influ-
enced by other factors that are not part of the intervention.
This contention is supported by research showing that treat-
ment trials which employ more than one intervention ap-
proach, such as combined PMT and CBST interventions,
typically are more effective than trials using either interven-
tion alone (51,52).

Second, research suggests that children and adol escents with
CD represent avery heterogeneous group with respect to the
causesof their behaviour problems(2). There seemto be mul-
tiple causal pathwaysalong which children develop CD, each
with multiple causal factors involved and each with unique
mechanisms playing critical roles in the development of the
child’s antisocial and aggressive behaviour. As aresult, any
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Table 1. Four individual treatments for conduct disorders that have proven success

Treatment Theoretical Overview Key references
Contingency Management  These programs overcome inadequate socializing These programs establish clear behavioural goals and (15,16,17)
Programs environments in which optimal contingencies for gradually shape behaviour by using avery structured

behaviour were not provided to the child (13). They are  system of monitoring and applying appropriate

needed due to atemperamental vulnerability that makesa contingencies to motivate behavioural changes.

child more susceptible to less-then-optimal contingencies

(14).
Parent Management Inadequate socialization practices are one of the most This training has parents develop contingency (19,20,21,22)
Training (PMT) consistent correlates to CD (3,18). Deficient practices management programs at home, improves parent—child

may be aprimary causal factor in the development of CD  interactions, and enhances other parenting skills (for

(13). CD development may also be due to the added example, parent—child communication, monitoring and

importance of appropriate socialization in children with supervision, and consistent discipline).

certain temperaments (50).
Cognitive-Behavioural Many children with CD show deficitsin the way they This training teaches children in a group format to (33,35,36)
Skills Training (CBST) process social information and in how they use this inhibit angry and impulsive responding, to overcome

information to respond to problematic social interactions,  deficitsin social cognition, to use more appropriate

which makes them susceptible to acting aggressively in social problem-solving skills, and to develop more

social contexts (28). appropriate socia skills.
Stimulant medication The antisocial and aggressive behaviour of many Provide a carefully controlled trial of stimulant (39,40)

children with CD results from a tendency to act
impulsively, without thinking about the potential
consegquences of their behaviour to themselves or others.

medication for children with CD who have a comorbid
diagnosis of ADHD.

Source (3,73)

Table 2. Developmental pathways to conduct disorder and potential implications for intervention

Characteristics of children in the various
pathways

Developmental pathways to conduct
disorder

Potential causal mechanisms Hypothesized implications for treatment

Adolescent-onset Rebellious, reject traditional status
hierarchies, and associate with deviant

peers (54,55).

Childhood-onset, primarily impulsive
type

High rates of ADHD (49), high levels of
emotional reactivity (57), low verbal
intelligence (62), and high levels of
family dysfunction (61).

Childhood-onset, callous-unemotional Preference for thrill- and adventure-

Exaggeration of the normative
developmental process of identity
development that leads to increase in
authority conflicts in adolescence.

Multiple causal pathways leading to
deficitsin response inhibition and
susceptability to angry arousal that make
achild more likely to act without
thinking of the consequences, often in the
context of high emotional arousal.

Temperament characterized by low

Use interventions to promote more
adaptive means of developing identity as
an autonomous self and interventions that
promote contact with prosocial peers and
mentors.

Use interventions that reduce impulsive
behaviour and promote anger control,
that teach coping skills to compensate for
these propensities (for example,
problem-solving techniques), and that
focus on improving parental sociaization
practices to encourage skill development
and help to maintain it.

Intervene early to promote empathy

type seeking activities (for example, low behavioural inhibition that can interfere development and internalization of
fearfulness) (57), less sensitive to with the development of affective values, and use motivational strategies
punishment cues relative to cues for components of conscience and the that capitalize on reward-oriented
reward (14,58), and less reactive to internalization of parental and societal response style and appeal to self-interest.
negative emotional stimuli (59). norms.
Source (3,38)

single intervention, even if it targets multiple causal pro-
cesses, is not likely to be effective for all children with CD.

Developmental Pathways to CD

Research has begun to define these various developmental
pathways more clearly, and this research could be critical for
improving our treatment technology. For example, research
has fairly consistently documented 2 distinct devel opmental
trajectories along which children develop CD—trajectories
that differ in the timing at which the symptoms begin to
emerge, the correlates associated with the disorder, and the
long-term outcome of the disorder (13,49,53). Children with
a"“childhood-onset pattern” begin showing severe antisocial

behaviour prior to adolescence, show several enduring psy-
chosocial vulnerabilities (for example, neuropsychological
impairments, and family dysfunction), and areat highrisk for
continuing to show a severe pattern of violent and antisocial
behaviour into adulthood. Children in the * adol escent-onset”
pattern tend to show a more abrupt onset of severe conduct
problems coinciding with the onset of adolescence. They also
tend to have less dysfunctional family backgrounds, are less
likely to have cognitive impairments, are less likely to have
problems of impulsivity and overactivity, show a greater de-
sireand ability to maintain social relationships, and show bet-
ter adult adjustment than their childhood-onset counterparts
(54,55).



602

The Canadian Journal of Psychiatry

Vol 46, No 7

Table 3. Focus of needs assessment used to individual fast track intervention

Assessment domain

Examples of specific risk factors

Examples of specific protective factors

Identity development and personal adjustment

Family functioning and adult involvement

Academic achievement and orientation

Peer relations

Display of antisocial attitudes that glorify violence
Presence of deviant role models

Highly reactive and impulsive behaviour in social situations
Affinity for high-stimulation or high-risk activities

Family shows high rate of conflict

Problems are evident in parental monitoring of youth
activities and setting of appropriate limits

Evidence of failing grades at school
Reports of frequent school suspensions or expulsions
Poor school attendance and negative attitudes toward school

High level of exposure to deviant peers
Alienation from normative peer groups

Shows positive sense of self, ethnic identity, and future
orientation

Exhibits capacity for interpersonal sensitivity, especialy
empathy and concern for others

Demonstrate interests and motivations to support vocational
development

Presence of family members or other adults who are
prosocial sources of support

Existence of opportunities for supervised leisure time activity
at school or in the community

Evidence of academic competence

Evidence of parental involvement and support for child's
academic success

Receipt of specia services or support at school

Shows interest or involvement in positive peer activities
Shows quality friendships with nondeviant peers

Source (74)

These dramatic differences between children in the 2 devel-
opmental trajectories have led to theoretical modelsthat pro-
pose very different causal mechanisms operating in the
development of CD across these groups. For example, Mof-
fitt (49) proposed that children in the childhood-onset group
develop CD through atransactional process wherein a diffi-
cult and vulnerable child who often also experiences an in-
adequate rearing environment (see also 13 and 53). This
dysfunctional transactional process|eadsto enduring vulner-
abilitiesin these children that negatively influence their psy-
chosocial adjustment throughout their lives. In contrast,
children in the adol escent-onset pathway are not viewed as
having enduring vulnerabilities underlying their CD. Rather,
their antisocial behaviour is seen as an exaggeration of the
normative developmental process of identity formation that
takes place in adolescence. Their engagement in antisocial
behavioursisconceptualized asamisguided attempt to obtain
asubjective sense of maturity and adult statusin away thatis
encouraged by an antisocial peer group.

While this distinction has gained fairly widespread accep-
tance, as evidenced by itsinclusion in the diagnostic criteria
for CD in the most recent version of the DSM (1), research
also suggeststhat afurther distinct pathway can bedesignated
within the childhood-onset group (see 2,3,38 for reviews of
this research). Specifically, callous and unemotiona traits
may designate a subgroup within the childhood-onset group
whose behaviour is more strongly related to a temperament
defined by low behavioural inhibition. Low behavioural inhi-
bition is characterized physiologically by underreactivity in
the autonomic nervous system and behaviourally by low fear-
fulnessin novel or threatening situations as well as poor re-
sponse to punishment cues (56). This is consistent with
research showing that youthswith CD who score high on cal-
lous and unemotional traits show a preference for thrill- and

adventure-seeking activities (that is, low fearfulness) (57),
are less sensitive to punishment cues than to cues for reward
(14,58), and are generally less reactive to certain negative
emotional stimuli (59) than are other children with CD. This
temperament can berel ated to the devel opment of callousand
unemotional traitsin several ways(60). For example, it could
placeachildat risk for missing someof theearly precursorsto
empathetic concern, which involves emotional arousal
evoked by the misfortuneand distress of others; it couldlead a
child to berelatively insensitive to the prohibitions and sanc-
tions of parentsand other socializing agents; and it could cre-
ate an interpersonal style in which the child becomes so
focused on the potential rewards of using aggression to solve
conflictual encounters that he or she ignores the potentially
harmful effects of this behaviour on others.

In contrast, children with childhood-onset CD who do not
show highratesof callousand unemotional traits may instead
display poor behavioural and emotional regulation that is
characterized by very impulsive behaviour and high level s of
emotional reactivity. Such poor emotional regulation can re-
sult from several interacting causal factors, such as inade-
guate socialization in their rearing environments (61),
deficits in their verbal intelligence that make it difficult for
them to delay gratification and anticipate consequences (62),
or temperamental problems in response inhibition and emo-
tional regulation (63). Problemsin emotional regulation can
lead to very impulsive and unplanned aggressive and antiso-
cial actsfor which the child may beremorseful afterwardsbut
which the child has difficulty controlling. Such problemscan
also makeachild particularly susceptibleto anger dueto per-
ceived provocations from peers, leading to violent and ag-
gressive acts within the context of high emotional arousal.
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Implications for Treatment

Basic Principles

The developmental pathway model for conceptualizing CD
has several important implications for designing and imple-
menting new and innovative interventions. The overarching
implication is that there is not likely to be any single “best”
treatment for CD. Instead, interventions must be tailored to
the individual needs of children with CD—needs that will
likely differ, depending on the specific mechanisms underly-
ing the child’'s behavioural disturbance. To illustrate thisin
relation to the devel opmental pathway model outlined above,
Table 2 summarizesthe 3 pathways, their differential charac-
teristics, the different mechanisms theorized to underlie the
behavioura disturbance of children in each pathway, and
some potential treatment implications for each subgroup. As
can be seen from Table 2, most of the previously summarized
interventions with proven effectiveness mainly target the
mechanisms that seem most important for those children
within the childhood-onset group who show the primarily im-
pulsive subtype. As aresult, the effectiveness of these inter-
ventionsfor thisparticular subgroup may beeven greater than
issuggested by thetreatment-outcomestudies. In contrast, in-
terventions targeting the mechanismsinvolved in the other 2
developmental pathways, especially those involved in the
callous-unemotional subtype, have not been systematically
developed and tested.

Apart from these specific implications, several general prin-
ciples for designing and implementing interventions follow
from this way of conceptualizing CD (3). First, to select the
most efficacious set of interventionsfor achild or adolescent
with CD, one must understand the multiple causal processes
that can be involved in its development. For example, if the
developmental progressions that often characterize children
and adol escentswith CD arerecognized, interventionscan be
implemented as early as possible in the developmental se-
guence. In addition, this knowledge base can help to deter-
mine which processes need to be assessed to develop an
understanding of the mechanisms which may beinvolved in
the development of CD for a particular child and, subse-
guently, can guide decisions as to the most important inter-
vention targets.

Second, thisflexible approach to treatment requiresthat there
beaclear, comprehensive, and individualized case conceptu-
alization to guide the design of afocused and integrated treat-
ment approach. A case conceptualization is a “theory” asto
what arethemost likely factorsthat areinvolvedinthe devel -
opment, exacerbation, and maintenance of conduct problems
for an individual child or adolescent. It uses the research on
the devel opmental pathwaysto CD and attemptsto apply it to
anindividual child with CD. The case conceptualization also
specifiesany other problemsthat may beimportant targetsfor
intervention, such as secondary problemsthat are caused by a
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child’ s behaviour (for example, peer rejection) or comorbid
psychological disorders. Given the myriad of factorsthat can
contribute to the development of CD and the pervasive effect
that CD can have on children’s psychosocial adjustment, an
adequate conceptualization often requires a comprehensive
psychological evaluation (3).

Third, successful intervention for children and adolescents
with CD typically involves multiple professionals and multi-
ple community agencies all working together to provide a
comprehensive and integrated intervention. Professionals
must beableto recognize when the needs of childrenand their
families go beyond their area of expertise and be willing and
able to make appropriate referrals for intervention. Further,
comprehensive and multidisciplinary treatment approaches
require strong case coordination over extended periods of
timeto ensurethat the varioustreatment components are pro-
videdinanintensive, integrated, and complementary fashion,
rather than in aweak, fragmented, and competing manner.

Thiscomprehensive and individualized approachtointerven-
tion outlined here and el sewhere (3) has not been subjected to
controlled outcome eval uations. Two approachesto interven-
tion that have been used in the treatment of children with CD
are, however, consistent with many of the principles outlined
above and have data on their effectiveness. Although not di-
rectly based on thedevelopmental model of CD, their flexible
and individualized treatment approaches can easily integrate
and incorporate these principles.

Families and Schools Together (FAST Track)

The FAST Track Program was developed by the Conduct
Problems Prevention Research Group (64) to be along term,
multicomponent, and multisite intervention early in chil-
dren’s development of conduct problems. The program was
designed to target children who were showing severe conduct
problems at the time of school entry and to intervene inten-
sively and continuously to prevent these problemsfromwors-
ening over development. The basic structure of the FAST
Track intervention involved a very intensive intervention
during the kindergarten year that integrated several interven-
tion componentsdesigned to promote competencein thefam-
ily, child, and school in acoordinated and integrated fashion.
All theseinterventionswere community-based, primarily be-
ing provided at participating schools. After thisinitial inten-
sive intervention, children and their families were followed
continuously, with periodic assessments; additional interven-
tionstailored to the specific needs of theindividual child and
family were provided as needed.

Theinitial intensive intervention involved several treatment
components. First, a22-session PM T programwasconducted
in a group format. In addition to the previously described
typical components of most PMT programs, the FAST Track
parenting intervention also included componentsto help par-
ents foster their children’s learning, to promote positive
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family—school relations, and to help parents develop better
anger-control and problem-solving strategies for themselves
(65). Second, the FAST Track Program included a CBST in-
tervention that focused on helping the child develop anger-
coping and social problem-solving skills and promoted
social-skill development (35). These skills were taught in a
small group setting and included weekly 30-minute guided
play sessions with a classroom peer, during which the child
could practisethe skillstaught in the group, to promote gener-
alization of skill use. Third, the FAST Track Program in-
cluded an academic tutoring component designed to improve
academic skills, especially beginning reading skills, and to
encourage parental involvement in their child's academic
progress. Fourth, the FAST Track Program included a case-
management component in which a case manager visited a
family’s home biweekly to help the parents implement im-
provementsin family functioning targeted by the PMT inter-
vention. This component also helped families deal with
practical problems, encouraged the development of commu-
nity and neighborhood supports, and generally promoted
family organization and stability.

Thisinitial intensive intervention program has several of the
components that fit with the previously described interven-
tion model for children with CD. It intervenesearly initsde-
velopment and targets processes that research indicates are
important in the development of severe conduct problems.
The intervention is community-based (that is, based in the
schooals), which promotes child and parent engagement inthe
intervention and allowsthe intervention to foster community
supports that will maintain any changes brought about in the
child’ s behaviour during the intervention. Most important, it
recognizes the multidetermined nature of CD by providing a
comprehensive intervention that targets many different po-
tential causal processeswhich may beleading to or maintain-
ing achild’s antisocial and aggressive behaviour.

Inonearea, theinitial FAST Track intervention did not reflect
the principles outlined above: for the most part, theinitial in-
tervention was not individualized for each child and family.
The notable exceptions were the case-management and
school-tutoring components, which did include some flexi-
bility sothat they could betailored to the needs of theindivid-
ual case. Thisindividualization, however, was reflected to a
much larger extentinthelater stagesof theFAST Track inter-
vention. After the initial intensive phase, a case manager
maintained regular periodic contacts with the child and fam-
ily and 3 times each year assessed the child and the family’s
needs in 4 areas. identity development and persona adjust-
ment, family functioning and adult involvement, academic
achievement and orientation, and peer relations. Table 3 pro-
vides a summary of these areas of need and a description of
items used in this assessment. The most appropriate intensity
level and intervention type for each child and family was de-
termined based on this needs assessment, and the family was
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provided with the needed servicesor referred to professional s
who could provide them.

The data on the long-term effectiveness of the full FAST
Track Program are not yet avail able. The program was, how-
ever, designed with a strong treatment-evaluation compo-
nent, which included randomly assigning schools to
treatment and control conditions and systematically collect-
ing both outcome and treatment process measures throughout
theintervention. Also, information on the effectivenessof the
initial intensive intervention is available (66). Specifically,
after thefirst year of the FAST Track intervention, childrenin
thetreatment group, compared with control children, showed
evidence of better social-coping skills and more advanced
word-attack skills. In addition, theseimproved skillswerere-
flected in more positive peer relations and better grades at
school. Parents in the intervention group showed more
warmth and positive involvement with their children; used
less harsh, and more appropriate and consistent, discipline;
and showed more positive school involvement; than did par-
entsinthecontrol condition. On thecritical outcomesof child
aggressive and disruptive behaviours, assessed by 10 differ-
ent outcome measures (which included parent and teacher re-
port, peer nominations, and behavioural observations), the
intervention groups showed significantly better scoreson 4 of
the 10 measures, with an average effect size of 0.21 (range
0.02 to 0.53). These changes on conduct problem outcome
measures may not be as strong and consistent aswould be ex-
pected from the intensity of the intervention; however, it is
quite possible that the changesin family, child, and peer pro-
cesses brought about by the intervention had not yet been
translated into behavioural changes at this initial 1-year
evaluation.

Multi-Systemic Therapy (MST)

MST wasoriginally developed asageneral approachtointer-
vention for psychopathological conditions (67), but it has
been applied extensively to treat severe antisocial behaviour
in children and adolescents (68). MST is an expansion of a
systems orientation to family therapy. In systemic family
therapy, problems in children’s adjustment, such as CD, are
viewed as being embedded within the larger family context.
MST expands this notion to include other contexts, such as
the child’'s peer, school, and neighborhood contexts. Al-
though M ST isnot explicitly developmental in orientation, as
reflected by its lack of emphasis on the individual child’s
characteristicsthat may contribute to the devel opment of CD
and that may play a role in shaping these contexts. It does,
however, emphasize acomprehensive and individualized ap-
proach to intervention that is consistent with the principles
outlined above for intervening with children who have CD.

MST involvesaninitial comprehensive assessment that seeks
to understand the level and severity of the child's or adoles-
cent’ s presenting problems aswell asthe systemic context of
these problems. Theinformation gained from the assessment
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is used to outline an individualized treatment plan based on
the specific needs of the child and his or her family. Toillus-
tratethisindividualized approach, and the comprehensive na-
ture of MST, Henggeler and Borduin (67) reported on the
treatment of 156 juvenile offenders (mean age 15.1 years), all
with multiple arrests (mean, 4.2). Eighty-eight offenders and
their families underwent MST ranging in length from 5 to 54
hours (mean, 23 hours). In addition to thisvariation in inten-
sity, the way in which these hours were used varied, depend-
ing on the needs of the clients. Eighty-three percent of the
MST group participated in family therapy, and 60% partici-
pated in someform of school intervention, whichincludedfa-
cilitation of parent—teacher communication, academic
remediation, or help in classroom behaviour management. In
57% of the cases, there was some form of peer intervention,
which included coaching and emotional support for integra-
tion into prosocial peer groups (for example, scouts and ath-
letic teams) and direct intervention with peers. In 28% of the
cases, the adolescent had individual therapy that typically in-
volved some form of CBST intervention. Finaly, in 26% of
the cases, the adol escent’ sparentsbecameinvolvedin marital

therapy.

Unliketheindividual interventions described in Table 1, and
evento some degreethe FAST Track Program, MST doesnot
emphasize the use of specific techniques. Instead, it empha-
sizes several principlesthat follow from its orientation to in-
tervention. These principles include the following: 1) the
identified problems in the child are understood within their
broader systemic context; 2) therapeutic contacts emphasize
positive (strength-oriented) levers for change; 3) interven-
tions promote responsible behaviour among family mem-
bers; 4) interventions are present-focused and
action-oriented, targeting specific and well defined prob-
lems; 5) interventions target sequences of behaviour within
and among multiple systems; 6) interventions must be devel-
opmentally appropriate; 7) interventions are designed to re-
quire daily or weekly effort by family members; 8)
intervention effectiveness must be evaluated continuously
from multiple perspectives; and 9) interventions are designed
to promote maintenance of therapeutic change by empower-
ing caregivers (68). MST involves a strong system of inten-
sive supervision by the therapists implementing the
treatment. They must determine how these principles should
be implemented to meet the needs of each individual case,
and they must ensurethat the principlesarefoll owed through-
out the intervention. Also, unlike the FAST Track Program,
MST isdesignedto beatime-limitedintervention, usually be-
tween 3 and 5 months, depending on the family (68). Itsgoal
isto establish sources of support in the child’s and family’s
natural context that will hel p to maintain any changesbrought
about by theintervention over longer periodsof time. Consis-
tent with the FAST Track Program, however, MST is de-
signed to be community based, with services being provided,
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asmuch as possible, in the family’ s natural environment (for
example, at home, in schoal, or in the neighborhood).

Oneimportant contribution of M ST to thetreatment-outcome
literatureisitsability to demonstratethat theseindividualized
and community-based interventions can berigorously evalu-
ated through controlled treatment-outcome studies. The ini-
tial findings from the studies on MST’s effectiveness for
reducing antisocial and aggressive behaviour in evenvery se-
verely disturbed children have been quite promising. For ex-
ample, in a controlled treatment-outcome study undertaken
by doctoral students at a university-based outpatient clinic,
88 adolescent repeat offenders underwent MST. Their out-
comes were compared with a control group of 68 offenders
who received traditional outpatient services, typically focus-
ing on individual psychotherapy (69). At a4-year follow-up,
only 26% of theyouthswho underwent M ST wererearrested,
compared with 71% of the control-group adolescents. In a
second outcome study of M ST, intervention was provided by
master’ slevel therapistsat acommunity mental health centre
(70). The sample included adol escents who had been adjudi-
cated as delinquent and had multiple arrests. These adoles-
cents were randomly assigned to receive either MST or the
standard services provided by the juvenile justice system.
The group receiving MST showed one-half as many arrests
and spent an average of 73 fewer days incarcerated than did
adolescents who received standard services. These 2 studies
illustratethe very promising nature of MST for treating here-
tofore very difficult-to-treat persons with CD, namely, ado-
lescent juvenile offenders with multiple arrests. Henggeler
and others provide examples of several additional ongoing
outcome studies of MST (68).

The Future of Interventions for Children and
Adolescents with CD

This review illustrates that the traditional view of mental
health treatment, in which the optimal treatment for persons
with a disorder is uncovered through treatment-outcome re-
search and then applied to all personswith the disorder, isnot
consistent with our most current understanding of the devel-
opment of CD. Not surprisingly, treatments based on this
view have proven to bewoefully inadequate. Instead, thereis
emerging evidence that, to be effective, treatment must be
comprehensive, taking into account the myriad factorswithin
the child and within his or her social context that can cause
and maintain CD symptoms. M oreover, treatment must bein-
dividualized, taking into account the different pathways
along which children may develop CD. The FAST Track Pro-
gram and M ST are examples of 2 different modelsfor imple-
menting this type of intervention. The development and use
of this approach to intervention is till, however, in a very
early stage; there are several important elements that could
increasetheir effectiveness and lead to their morewidespread
use.
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First, akey aspect of theinterventionsthat have proven even
minimally effectivein treating CD isthat they were based on
our understanding of the causal and maintaining factorsfor its
symptoms; there is a clear dependence between advancesin
research on the causes of CD and the devel opment of more ef-
fective interventions. As the various pathways along which
children and adol escents develop CD become more fully un-
derstood, our ability to design interventions specifically tai-
lored to alter these processes, or to modify their
conseguences, is also likely to be enhanced. For example, in
the previously outlined devel opmental model of CD, distinc-
tions have only recently been made between those children
with callous-unemotional traits and those without such traits.
Therefore, studies of the unique processesinvolved inthe de-
velopment of CD for children in the 2 groups are equally re-
cent. As a consequence, most of the developed and tested
interventions do not address the processes that may be most
important for children with callous and unemotional traits.
Therefore, support for basicresearchinto the causal pathways
that lead to CD needs to be considered a priority, and future
interventions need to be responsive to advances in this
research.

Second, service delivery models to implement comprehen-
sive and individualized treatment approaches are only begin-
ning to be tested, and much more needs to be done to
determine how they can be designed in the most effectiveand
cost-efficient manner. Critical componentsof program devel-
opment are knowing what processesto consider in designing
an intervention plan, knowing how to design a system to as-
sess these processes, and knowing how to use the assessment
results to meaningfully inform treatment decisions. Unfortu-
nately, the assessment and diagnosis technology has not al-
way's been responsive either to advances in basic research or
to the need to make assessment results relevant to practice
(71). Similarly, the training and the variations in organiza-
tional structure required to establish asystem for implement-
ing effective, cost-efficient, comprehensive, and
individualized interventions need to be systematically stud-
ied (68). Finally, there is emerging evidence that these inter-
ventions are most effective when they are community-based
and provided outside traditional mental health service-
delivery settings. This implies that mental health practitio-
ners need to become better trained and more knowledgeable
about establishing community linkagesfor serviceprovision.

Third, dissemination of knowledge about effective treat-
mentsis critical, asis provision of supportive servicesin the
design of care systemsthat reflect thisknowledge. Thistreat-
ment approach does not fit with many political philosophies
regarding the treatment of antisocial youths, and it differsin
many respects from the way many mental health profession-
alsweretrainedtodeliver services. Asaresult, aconcerted ef-
fort is needed to inform both the professional and lay
community about the current status of intervention for CD.
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Clinical Implications

- Interventions for children and adolescents with conduct disorder
(CD) must be implemented cautiously because many treatment ap-
proaches have proven ineffective, and some have even proven to
have harmful effects.

- Designing interventionsfor youthswith CD must be guided by basic
research; most successful treatments have focused on processes that
research has shown to be important in the development or mainte-
nance of the disorder’s symptoms.

- Successful interventions need to be comprehensive, addressing the
many different factorsthat can lead achild to develop CD, they also
need to beindividualized, addressing the different causal trajectories
that can lead to this disorder.

-+ Multi-Systemic Therapy and the FAST Track Program are 2 models
of an individualized and comprehensive approach to intervention
that can be used to guide current practice.

Limitations

- Moreresearch is heeded to understand the various causal pathways
involved in the development of CD to guideindividualized interven-
tions.

- Moreresearch is needed to design service delivery modelsthat are
both effective and cost-efficient.

- Greater effort to disseminate model treatment programs is needed,
given that effective interventions use atreatment approach in which
many mental health professional swerenot trained and given that po-
litical values may influence the selection of alternative treatment
methods in some settings.

Supporting efforts to use thisinformation in designing inter-
ventions are also needed. An example of such an effort isthe
Blueprints for Violence Prevention program, which identi-
fied 10 violence-prevention programs that met very rigorous
scientific standards of program effectiveness and 20 promis-
ing programs with evidence of effectiveness, but which re-
quire further support (72). The Blueprints provide practical
descriptions that allow states, communities, and agencies to
evaluate aprogram’ seffectiveness, estimate theimplementa-
tion cost, assesstheir organizational capacity toimplement it,
and assess potential barriers to implementation. The Blue-
prints also list references for the necessary contacts for each
program (72).

In recent years, there have been many advancesin our under-
standing of what causes of severe antisocial and aggressive
behaviour and in our development of effective treatmentsfor
youths with such behaviours, many of whom are diagnosed
with CD. Theseinterventions, however, require models than
the ones in which many mental health professionals were
trained. In addition, the goals of these interventions may be
different from the goals of interventions based on political
ideol ogies of how aggressive and antisocial behaviour should
be treated. Given the severe and impairing nature of CD, and
the social coststhat result from the behaviours of youthswith
this disorder, it is imperative that mental health professions
promoteinterventionsthat reflect these advancesand contrib-
ute to the development of further advances in both research
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and service delivery. The conclusion that many children with
CD areuntreatableisnot supported by the avail able evidence;
instead, it seemsthat thosein thefield are only now beginning
to understand how best to treat them. Granted, the docu-
mented evidence for treatment success is still minimal, and
this optimism may prove to be unfounded. Nevertheless,
there clearly is a definite framework within which mental
health professionals can design intervention programs, and
this fact alone provides great cause for optimism.
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Résumé— Interventions efficaces aupres d’enfants et d’adolescents souffrant des troubles
de conduite

De nombreux types différents d’interventions ont été utilisés pour traiter les enfants et les adolescents souffrant des troubles de
conduite (TC). Malheureusement, la plupart se sont révélés d 'une efficacité limitée et, dans certains cas, ont méme provoqué des
effets iatrogenes. Cette efficacité limitée est principalement attribuable a ['incapacité de la plupart des traitements d’aborder
directement les mécanismes causals du développement des TC. Nous avons examiné quelques exceptions qui ont fondé les
interventions sur la recherche disponible et qui se sont révélées d 'une certaine efficacité pour réduire les problémes de conduite
chez les jeunes souffrant de TC. Et surtout, un modeéle d’intervention est présenté. Ce modeéle souligne que les interventions aupres
des jeunes souffrant de TC doivent étre completes, ¢ est-a-dire qu’elles doivent prendre en compte la foule de facteurs, a la fois
chez ’enfant et dans son milieu social, qui peuvent causer et maintenir les symptomes de TC. En outre, les interventions doivent
étre individualisées; elles doivent tenir compte des difféerents mécanismes par lesquels les enfants peuvent développer les TC.
Deux approches d’intervention conformes a ces principes sont étudié¢es, comme le sont les grandes orientations de I ’évolution de
la technologie des traitements pour les jeunes souffrant de ces troubles.
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Conduct Disorder: A Biopsychosocial Review

Lindley Bassarath MD, FRCPC!

Objective: To review published works on the epidemiology, risk factors, protective factors, typologies, and genetic aspects of con-
duct disorder (CD).

Method: Findings from refereed journal articles and current texts in the field are briefly summarized.

Results: CD is commonly encountered in clinical practice. Factors strongly predictive of future delinquency include past of-
fenses, antisocial peers, impoverished social ties, early substance use, male sex, and antisocial parents. Factors that moderately
predict recidivism include early aggression, low socioeconomic status (SES), psychological variables such as risk taking and im-
pulsivity, poor parent—child relationships, poor academic performance, early medical insult, and neuropsychological variables
such as poor verbal 1Q. Mildly predictive variables include other family characteristics such as large family size, family stress,
discord, broken home, and abusive parenting, particularly neglect. Protective factors include individual factors such as skill
competence (in social and other arenas), adult relationships, prosocial and proeducational values, and strong social programs
and supports.

Conclusions: We know a great deal about psychosocial risk factors for CD. Some research into protective factors and genetic
contributions exists but is in its early stages. Future work will increase our knowledge about subtypes, developmental pathways,
and CD treatment.

(Can J Psychiatry 2001;46:609-616)
Key words: conduct disorder, delinquency, risk factors, protective factors, genetics, subtypes
For our discussion is on no trifling matter, but on the Definitions

right way to conduct our lives.
8 ! CD is1 of 3disruptive behaviour disorders (4), the others be-

Plato, The Republic ing oppositional defiant disorder (ODD) and attention-deficit

hyperactivity disorder (ADHD). AsindicatedintheDSM-1V,

his article summarizes relevant findings on epidemiol- CD connotes asevere externalizing disorder comprising seri-
ogy, environmental contributions, subtypes, and genetic ous aggressive and antisocial behaviours such as fighting,
aspects of CD. Other important aspects, such as assessment, bullying, cruelty, robbery, forcing sexual activity, firesetting,
comorbidities, neuropsychiatric vulnerabilities, and treat- theft, conning, truancy, and other rule violations. Antisocial
ment have been recently well-reviewed (1-3). This paper up- behaviour describes actions contrary to the rights of others
dates the reader on current thinking about psychosocial risk and rules of society. Adolescent antisocial behaviour that
and protective factors and hints at emerging biological risk breaks the law (and gets caught) may result in contact with
factors, such as genetics. We consulted original articles and police and the courts; the terms “delinquent” and “young of-
reviewsin both Medlineand Psycinfo, particularly those pub- fender48 would then apply. Thus, CD represents a constella-
lished over the last 15 years. For further information, please tion of antisocial behaviours; a subgroup of youths with
consult the original referenced works. Clinical and public severe CD will be delinquents (5). Wewill also usetheterms
health implications are indicated, where appropriate. “aggression” and “violence” in this overview. Aggression is

defined asoutward destructive behaviour that resultsfromthe
confluence of longer-term factors (for example, biological,
psychological and personality, family, peer, school, and com-

Manuscript received and accepted June 2001, munity), short-terminfluences(for example, internal statesof
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Epidemiology

CD isthe most common reason for psychiatric eval uation of
children or adolescents (6). Between 30% and 50% of all
child psychiatry referralstend toinvolve CD (7). The Ontario
Child Health Study indicated that for ages4to 16 years, 5.5%
suffered from this condition (8).

Not all youths with CD have a criminal record, and not all
youthswithacriminal record have CD. Crimestatisticsthere-
fore can be informative but extremely controversial. Inflated
statistics could result from population growth, police report-
ing practices, or growth of police forces. Equally possible,
underreporting may occur. This could be dueto the existence
of specia youth crime units and more community-based po-
licing, along with conflict resolution strategies rather than
formal prosecution. In any event, Statistics Canadadataindi-
cate that youth offences increased steadily until 1991 but
have declined since. In 1986, therewere 136 787 chargeslaid
against youth in Canada; in 1991, there were 171 673; by
1994, these had declined to 143 337. By 1998-1999, courts
heard 106 665 adolescent casesin Canada. Whilethisdecline
in overall numbersis comforting, another disturbing trend is
occurring. The proportion of youth charged with violent of-
fences seems to be increasing. In 1986, 408 youths per 100
000 were charged with aviolent crime (that is, homicide, at-
tempted murder, assault, sexual offences, abduction, and rob-
bery). In 1995, the rate was up to 938, representing a growth
rate of 13% per annum. Weexpect a31% increaseinthejuve-
nile population over the next 2 decades (9). Accordingly, CD
is and will continue to be a fairly significant public health
problem, warranting much attention from both the mental
health community and the juvenile justice system.

Several researchers have explored CD subtypesand develop-
mental pathwaysto antisocial or violent behaviour. One such
example is life-course persistent (LCP) offending versus
adolescence-limited antisocial behaviour (10). The LCP
pathway involves early onset, active and diverse delin-
guency, increasingly serious crime, and continuation into
adulthood. It accounts for about 5% to 8% of the offender
popul ation, but most offenses. The behaviourstowatch for in
children and youth are as follows: biting and hitting at age 4
years, shoplifting and truancy at age 10 years; selling drugs
and stealing cars at age 16 years; robbery and rape by age 22
years, fraud and child abuse by age 30 years; addictions, un-
deremployment, drunk driving, violent assault, domestic vio-
lence, child neglect and abandonment; and psychiatricillness
past age40years. Adolescence-limited offenderstend to have
less preadolescence history of conduct problems. They can
offend with peersbut may behavewell in school and at home.
Only 25% of these late starters continue their delinquent ca-
reersin adulthood. Similarly, arecent Canadian study found
that 4% of kindergarten boys continued through adolescence
tohaveahigh rateof aggression and that the 2 most predictive
variables were teenage pregnancy and low educational
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achievement in the mother (11). Thus, more and earlier psy-
chosocial intervention—especially with the early-onset ag-
gressive and antisocial children and their high-risk
parents—would hopefully save the child, family, and society
much emotional, physical, and financial damage.

Psychosocial Risk Factors

Risk factors are those individual, familial, or environmental
factorsthat have been showninresearchtoincreaseachild's
risk of future conduct problems. While 20% to 30% of adoles-
centscommit aviolent act, only 5% to 8% of malesand 3% to
6% of females are responsible for most such acts (12).
Knowledge of these youths characteristics—especially if
used to inform effective interventions—could be quite thera
peutic and preventive in reducing their suffering and associ-
ated social damage.

A huge body of longitudinal research that discusses risk fac-
torsexists (for example, 13-16). There are, however, agreat
variety of methodologies, samples, measurements, and out-
comevariables. Accordingly, metaanalyses of these prospec-
tive studies also exist (17,18). Clinical implications will be
discussed where relevant.

Strongly Predictive Risk Factors

Prior Antisocial Behaviour. Prior antisocial behaviour (for
example, stealing, property destruction, early sexua inter-
course, and drug selling) isprobably the strongest predi ctor of
future offending for males, but not necessarily for females
(19). Early onset of delinquent behaviour has consistently
predicted more chronic and seriousviolence and offending in
many studies (20).

At any age of childhood, past charges, aggression, and vio-
lenceraiseone’ sclinical suspicion of futuredelinquency risk.
In one study, 50% of boys convicted for a violent crime be-
tween age 10 and 16 years were convicted again of violence
by age 24 years, compared with 8% of those not convicted as
youths (21). Also, discipline problems at ages 8 to 10 years,
self-reported conduct problems by 14 years, regular cigarette
smoking by 14 years, and sexual intercourse by 14 years pre-
dicted later violencein males (22). An early history of prob-
lematic behaviours and delinquency should therefore be
taken fairly seriously, because these high-risk children and
youths tend not to grow out of these behaviours and may re-
quire more intensive and sustained intervention.

Antisocial Peers. By adolescence, delinquent peers contrib-
ute greatly to the overall spread of antisocial behaviour and
delinquency. Y outhswith CD tend to have problematic fami-
liesinthefirst place, and they are also rejected frequently by
prosocial peers. Asthey separate, they can become attached
to delinquents' mutual friends or to other youths with longer
criminal histories(23). Further, gangsarealsoresponsiblefor
asignificant proportion of serious and violent offenses (24);
gang involvement appears to add an additional risk level
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above and beyond delinquent peers and groups. Clinicaly, it
may be easier to steer children toward prosocial peersand ac-
tivities before adolescence.

Social Ties. This category includes low popularity and few
social activities, especially in adolescence. Children who suf-
fer from early peer rejectionaremorelikely to bebullied, dis-
ruptive in class, and socially aggressive in interactions (25).
These children often already have higher levels of aggressive
and externalizing behaviours; thus, peer rejection likely in-
creases their risk for future conduct difficulties (26). The
clinical implications are several. Getting a sense of the
youth' sextracurricular hobbies, interests, and activitiesisim-
portant and will help build atherapeutic aliance. In addition,
exploring personality traits, such as neuroticism or extraver-
sion, could berelevant, asin the Five Factor Model of person-
ality (27). The presence of cluster A personality
traits—particularly paranoid or schizoid—should be ascer-
tained. Caution, however, should be used in diagnosing per-
sonality disorder in children and youth.

Substance Use. Early cigarette smoking and alcohol or other
substance use, particularly before age 12 years, confersinde-
pendently a greater risk of future antisociaity. This may be
due to any of 3 interrelated types of associations between
drugs and crime: psychopharmacologic, economic compul-
sive, and systemic (28). Psychopharmacologic mechanisms
increase violent outcomes more directly, either through in-
toxication or withdrawal. Economic-compulsive associa-
tionsrefer to situationsinwhich children (or adults) commita
crimeto obtain money to purchase drugs. Systemic issuesre-
late to involvement in the drug trade (for example, dealers

disputes, problems with informers, and punishment for adul-
terated drugs or unpaid debts). The 3 mechanisms outlined
above support the notion that substance useleadsto antisocial

behaviour. There are, however, many other postulated expla-
nations: youthswith CD may self-medicate with marijuanaif
they have ADHD; situational factors such as bars or raves
may increasethe propensity for aggressive behavioursinvul-
nerable youths. No single model hasyet been found to neatly
explain the relation between substances and conduct prob-
lems, and welikely need to devel op morecomplex interactive
models, because the rate of comorbidity between substance
abuse and CD is as high as 91% (29).

Male Sex. In studies and statistics, being male has consis-
tently been shown to confer much higher risk of CD (theratio
of boystogirlsis5:1). Why the sex difference? Psychol ogical
explanations include differences in socialization and ad-
vanced adaptive development in girls. There are, however,
likely hormonal, anthropological, and evolutionary aspects,
as well. Even so, so-called indirect aggression or relational
aggression likely applies more to girls (30). This involves
such acts as spreading rumours, shunning or ostracizing
peers, and conscripting others to “get even” physically.
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Criminology dataindicatethat malesaremorelikely to be ar-
rested for violent crimes, and females for “ status offenses”
(for example, truancy, prostitution, running away, underage
drinking, or purchasing tobacco). When aggressive, girlsare
more likely to fight with a parent or sibling than with strang-
ers—34% vs 9% for boys (31). Consequently, a clinical
search for interpersonal or covert antisocial behavioursin fe-
males may yield additional information.

Antisocial Parents. Having aconvicted mother, father, or sib-
ling significantly predicts boys convictions. Further, this
finding holdsboth for self-report and official criminal records
(32). Onestudy that used the Danish National Register found
that men aged 18 to 23 years whose fathers had at least 2
criminal convictions were more likely to commit violent
criminal acts (33). Whether this reflects genetic or social
learning mechanisms, or both, is being debated (34).

Moderately Predictive Risk Factors

Early Aggression. Many have noted stability and continuity
inearly-onset aggressive behavioursinmales(35). Having an
aggressive style of behaviour and interaction may, however,
have earlier precursors. Persistent attention-seeking at age 12
months has been found to relate to noncompliance at age 18
months, which then correlates with aggression at age 24
months. Thishas been related to maternal reports of external -
izing problems at age 36 months (36).

Interestingly, in one study, two-thirds of 10- and 13-year-old
boyswith high teacher-rated aggression scoreshad, by age 26
years, acriminal record of violence. This correlation did not
hold up for girls (37). Some researchers have opined that by
age 8 years, children have an idiosyncratic aggression level
that isfairly stable over time (38). The opposite end of thede-
bateis, however, that aggressionisnot astabletrait andisen-
tirely influenced by situational and contextual factors (39).
Clinically, a careful history of the developmental course of
various oppositional, aggressive, and conduct behaviours
may suggest an L CPtrajectory and itsimplied need for inten-
sive treatment and resources.

Low Family Socioeconomic Status (SES). SO many studies
have found correlations between poverty and crime that it is
considered by some to be a given that poor families and
neighbourhoods are associated with delinquency. This is
highly contextual and not necessarily causal, however. Inthe
US, wefound adifference between poor familiesininner-city
neighbourhoods and “other urban poor” neighbourhoods,
with inner-city communities having delinquency rates over
2.5timesthe national average (40). Further, families charac-
terized by socia isolation, broken homes, sparse networks,
weak social supports, and poverty are much more likely to
physically abuse children, increasing their risk of aggression
(42).
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From apublic health perspective, it has been found that good
parenting, stable family environment, and good early health
and devel opment can mitigate against the effects of impover-
ishment and unemployment; thus, the perceived association
of poverty with crime may be justified only if there are bio-
logical and psychosocial vulnerabilities operating together
(42).

Psychological Characteristics. Theseinclude a high activity
level, risk taking, impulsiveness, and a short attention span.
Together, these features were associated in a Swedish study
of boys at age 13 years with a much higher rate of arrest for
violence by age 26 years than was found for boys without
these characteristics (43). A relevant finding in the adult lit-
eratureisthat antisocial personality disorder (APD) isassoci-
ated with traits such as high novelty seeking (with impulsive
and tempestuous behaviour), low harm avoidance (for exam-
ple, fearless and daring), and low reward dependence (that is,
aloof and independent) (44).

Prospective and retrospective studieshave linked hyperactiv-
ity and impulsivity to later violent behaviour (45,46). In fact,
several studiessuggest that youthswith comorbid ADHD and
CD in childhood are at high risk for chronic and persistent
conduct and attention problems (47,48). This comorbidity
therefore should be detected and aggressively treated in an at-
tempt to reduce future risk.

Parent—Child Relationships. These include discipline prac-
tices (for example, mixed, inconsistent, or punitive), minimal
involvement, poor supervision, low emotional warmth, and a
negative attitude toward the child. Numerous studies have
shown that these parenting practices are consistently linked
with later delinquency and substance abuse (49). Similarly,
low involvement and interaction—particularly between sons
andfathersat age 8 years—wasalsofoundto predict later vio-
lence(22). Inanother study, ahigh degree of “negativefamily
labelling” of the youth (a measurement of family bonding)
was found to be associated with sexual aggression in later
teenage years from ages 13 to 19 (50). A positive parenting
style has been found to improve the outcome when environ-
mental risk factors such as poverty exist (51). Clinically,
family-focused treatments, such as Functional Family Ther-
apy, Parent Management Training, or Multisystemic Therapy
are among the most promising to reduce recidivism (1).

School Attitude and Performance. This category includes a
low interest in education, dropping out, low school achieve-
ment, and truancy. Poor academi c achievement in elementary
school, and particularly in high school, has been related con-
sistently to later conduct difficulties (52).

There has been a specific linkage demonstrated between at-
tention deficits and underachievement (53). Thus, ruling out
comorbid subtypes of ADHD at any age is imperative. Re-
viewing school records is time-consuming but invaluable.
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We recommend intelligence and achievement testing (54). If
possible, neuropsychol ogical testing for verbal and executive
function deficits, among other developmental delays, is also
indicated.

Medical and Physical Conditions. These include pertinent
findings in developmental history, medical conditions, and
physical development. Prenatal and delivery complications
somewhat predict, in particular, later violent offending (55).
In a study to test biosocial interactions, birth complications
(for example, forceps extraction, breech delivery, umbilical
cord prolapse, preeclampsia, and long birth duration) greatly
increased therisk of violent offending in adulthood, but only
when associated with early child rejection (for example, un-
wanted pregnancy, attempted abortion, and institutional care
for at least the first 4 months of life) (56). This has profound
medical and public health implications. In similar interac-
tional style, large body height and weight at age 3 years, cou-
pled with fearlessness and novelty-seeking traits, were found
to predict aggression at age 11 years (57). Other medical and
psychiatric conditions worth ruling out include minor physi-
cal anomalies, head injuries, neurological conditions, bipolar
disorder, dissociative disorders, and paranoid disorders
(1,2,86).

10. Most studies have found that 1Q scores of children with
CD are onaverage 8 points|ower than those of nondelinquent
children, even when other variables such as SES, ethnicity,
academic achievement, and motivation are controlled. An-
other consistent finding isthat performance | Q isgreater than
verbal 1Q (58). Thisstrongly suggests specificlanguage diffi-
culties and possible neuropsychiatric dysfunctionin children
and youthswith CD. Actually, when the subset of early-onset
delinquentswas examined, they werefound to have | Q scores
17 points lower on average than those of nondelinquent sub-
jects, a finding also observed in children with early brain
damage (59,60). Thustesting, where available, could aid as-
sessment and i nform usabout needed educational resources.

Mildly Predictive Risk Factors

Other Family Characteristics. These refer to factors such as
high family stress, large family size, and marital discord. An
early finding was that boys raised in high-conflict families
weremorelikely to be convicted later of aviolent crime (61).
Morespecifically, being exposed to violence between parents
increasestherisk of later violencein the children when adults
(62). This, however, has not alwaysbeen found: in the Seattle
Social Development Study, family conflict at age 10 years
was not correlated with violence, according to self-reports, at
age 18 years (63).

Broken Home. Thiscategory includesboth family breakdown
(for example, divorce) and separation from parents for other
reasons. The relation between broken homes and child or
youth aggression is complex, because families separate for
many reasons. Notwithstanding this, parent—child separation



September 2001

before age 10 years has been found in more than 1 study to
predict convictionsfor violencein later adolescenceand upto
age 21 years (64).

Abusive Parents. This includes al categories such as emo-
tional, physical, and sexual abuse, as well as maltreatment
and neglect. It has been consistently found that, compared
with thosewithout an abuse history, adultswho were sexually
abused as children were less likely to commit violent crimes
than were control subjects. Adults who were physicaly
abused were dlightly more likely, while those neglected as
childrenwerethemost likely, to be arrested for violence (65).
Thus, neglect—the most common and highest-risk form of
abuse—should be seen as a serious public health issue with
implications for violence prevention.

Risk Factors: Synthesis

No single factor accurately predicts later conduct problems.
Factors aggregate to produce increased vulnerability in these
children. An excellent example is the Cambridge Study in
Delinquent Development (66), in which 411 boys in
working-classL ondon, England, werefollowed fromage 8to
40years. Vulnerability scoreswere cal culated based on 5 risk
factors: low family incomeat age 8 years, largefamily sizeby
age 10years(4 or morebiological siblings), low nonverbal 1Q
at age 8to 10 years, and poor parenting (harsh or inconsistent
disciplineand parent conflict) at age8years. For thosewithno
risk factors, convictions for violence were increased by only
3%, compared with control subjects. Having 4 to 5 factors
present, however, increased on€e’' srisk by 31%. Thus, thein-
teraction between individual and environmental risk factors
really determinesthe overall variancein the outcome of these
youths.

Protective Factors

Protective factors are not simply the absence or opposite of
risk factors, although this is sometimes the case. In fact, de-
spite exposure to multiple known risk factors, many children
avoid seriousantisocial behaviour (67). Protectivefactorsare
best defined as those variables that offset the effects of risk
factors. Research, however, haslargely ignored these factors
in favour of elucidating risk. It is quite likely that more em-
phasis on these variables could significantly influence prac-
tice and policy.

Individual Protective Factors (13,68)

Female Sex. Being female may be protective via different
parenting or socialization patterns; also, girls generally ma-
ture and acquire skills more quickly.

High Intelligence. Thisisasmeasured by standard 1 Q testing.
Such testing, however, has been criticized astoo limited with
respect to types of intelligence and cultural diversity.
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Positive Social Orientation. Thiswould likely include the ab-
sence of antisocial attitudes and cognitive biases, such asin-
terpreting social cues as necessarily hostile or threatening.

Resilient Temperament. Thisusually means possessing good
coping skills and the ability to endure stress, hardship, or
trauma without mental decompensation.

Competence at a Skill. Attaining at least 1 areaof good ability
at askill, hobby, or interest has been noted to be protective,
perhapsleading to other prosocial activitiesand interactions.

Anxiety. According to some research, having anxiety, worry,
and guilt tends to protect against the devel opment of antiso-
cial behaviour.

Social Factors (67,69,70)

Warm, Supportive Relationships with Adults. Positive inter-
actions, warmth, or mentorship from adults hasbeen found to
be greatly beneficial in influencing away from CD.

Individual and Family Commitment to Social Values Such As
Prosocial Norms or Academic Achievement. ASpiring to uni-
versal values such as positive social interactions with others
and school success helps children decrease their risk of con-
duct problems and increases their achievements and
opportunities.

Recognition for Involvement in Positive Extracurricular Ac-
tivities. Not just being involved in prosocial activities but ac-
tually being acknowledged, and even rewarded, helps
perpetuate such positive behaviour.

Societal Factors (71,72)

Increased Economic Equality and National Social Program
Support. Developed countries with larger social-program
spending tend to have lower homicide rates.

Social Organization. Strong and stable community institu-
tions (for example, church, neighborhood organizations, and
extended families), as opposed to disorganized, chaotic, and
crumbling communities, tend to be protective.

Genetic Contributions

Itiswell known that psychiatric disorders often run in fami-
lies. Simple mendelian inheritance, however, is not found
with such complex conditions. Given the diagnostic hetero-
geneity of CD, amore appropriate phenotype, such asaggres-
sivity or violence, is used in research. Genetic studies can be
broadly categorized into 2 types: those using twin, adoption,
or familial methods, and those using molecul ar biology meth-
ods. Discussing the science behind these is beyond the scope
of thisarticle. Oneexcellent representative twin study |ooked
at the relation between child behaviour checklist (CBCL)
syndromes such as mood and anxiety disorders, attention
deficits, antisocial behaviour, and aggressive behaviour (73)
and temperament ratings using the Emotionality, Activity,
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Sociability Temperament Survey (74,75). The study |ooked
at heritability (therel ativeimpact of genesasopposed to envi-
ronment) and operated under the assumption that tempera-
ment consists of stable and largely genetically determined
traits. Emotionality in boys and high activity scores—par-
ticularly in younger children—were found to predict aggres-
sive behaviour. Further, aggressive behaviour, but not
genera antisociality, was found to have significant associa-
tionwith temperamental traitsand higher heritability. Among
the drawbacks of such studies, however, are reporting biases
and environmental influences on gene expression.

Some of these problems are addressed by molecular ap-
proaches such as association studies, candidate gene studies,
and linkage analysis (76). This discussion will focus on the
search for candidate genes, which entails educated guesses
about known genes that may be related to the study of
aggression.

There have, for example, been 2 reports finding an associa-
tion between novelty seeking (characterized by qualitiessuch
asbeing impulsive, quick tempered, and seeking stimul ation)
and the dopamine receptor gene DRD4 (77,78). Unfortu-
nately, this association was not replicated in another study
(79).

A later study looked at catechol-O-methyltransferase
(COMT) (80). Thisenzymeisinvolved in the breakdown of
the neurotransmitters norepinephrine, epinephrine, and dopa-
mine. Strous found that having 2 copies (homozygosity) of
thelow-activity allele of the COMT genewas associated with
medium-to-high risk of dangerous behaviour in subjectswith
schizophrenia. Monoamine oxidase (MAQ) activity is also
genetically controlled by agene on the X chromosome. Low
MAO activity hasbeen associated with violent of fenders (81)
and, in alarge family, with several male subjects displaying
mental retardation and aggression (82).

Finally, the gene for tryptophan hydroxlyase (the rate-
[imiting enzyme in serotonin production) has also been stud-
ied. Manuck and others found that people who had at least 1
copy of the TPH*U allele had higher anger and aggression
scores (83). This genotype has also been associated with im-
pulsive aggressionin male patientswith personality disorders
(84) and in violent suicide attempters (85).

There are some tantalizing early findingsin this field; how-
ever, more work is needed. We are progressing on genetic
markers, aswell as on specific phenotypes: inthefuture, itis
likely that specific geneswill be linked with, and providein-
formation about, risk factors for aggressive and violent be-
haviours. Early identification can then lead to more
successful prevention.
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Clinical Implications

- Conduct disorder will continue to occupy much energy and interest
from the public and the profession.

- Knowledge of known risk and protective factors can guide assess-
ment and treatment recommendations.

- Emerging research, particularly neurobiological research, will
greatly influence our future thinking and practice regarding antiso-
cia behaviour in children and youths.

Limitations

- Studies cited have differed in methodologies. Thus, caution isindi-
cated when extrapolating directly to clinical populations.

- Inpractice, youthsand familiesusually exhibit variouscombinations
of risk and protective factors and must be conceptualized in more
complex terms than actuarial analysis of unidimensional factors.

- Biological risk factors were not addressed. These include structural
or functional neuroimaging findings (for example, prefrontal corti-
cal deficits), neurophysiological variables (such as neurotransmitter
roles), and psychophysiological variables(such aslow heart rateand
underarousal).

Summary

Evidence from clinical and criminological sources indicates
an increasing trend of aggressive and violent behaviours
among youths within an overall pattern of declining offend-
ing. Most of the children and youths who commit antisocial
acts come into our offices daily. Knowledge of risk and pro-
tective factors helps assessment, recommendations, and
treatment. Incarcerated youths and those with CD who are
treated in mental health settings are quite similar (86). They
suffer from neurological, psychiatric, and cognitive difficul-
ties; they also have similar ages of behavioral problem onset
and similar family backgrounds. Analysis of risk and protec-
tive factors can guide early prevention initiatives and inter-
ventions. Caution regarding overinterpretation of the
literature is warranted, however: statistical correlation in
studies does not equal causation. Many life experiences also
intervene to mediate between immutable risk factors (for ex-
ample, male sex) and risk. Lastly, our understanding is till
evolving inthisarea, and cliniciansmay expect further devel-
opments from the biological, psychological, sociological,
criminological, anthropological, and philosophical disci-
plines. In particular, studies from genetics, neuroimaging,
and other biological sciences, when coupled with psychoso-
cial research, will addimmensely tothefield. All of thesewill
be necessary as our society debates prevention, treatment,
and punishment for children, youths, and adults with antiso-
cial behaviours.
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Résumé— Trouble des conduites : une étude biopsychosociale

Objectif : Examiner les travaux publiés sur I ’épidémiologie, les facteurs de risque, les facteurs de défense, les typologies et les as-

pects genétiques des troubles de conduite (TC).

Méthode : Les résultats des articles de revues examinés et des textes courants du domaine sont briévement résumes.

Résultats : Les TC se rencontrent souvent dans la pratique clinique. Les facteurs fortement prédicteurs de délinquance future in-
cluent les infractions passées, les camarades antisociaux, des liens sociaux médiocres, la consommation précoce de substances,
le sexe masculin et des parents antisociaux. Parmi les facteurs qui prédisent modérément la récidive, on trouve les agressions
précoces, le faible statut socio-économique (SSE), les variables psychologiques comme la prise de risques et I'impulsivité, les
mauvaises relations parent-enfant, un faible rendement scolaire, une blessure médicale précoce, et les variables neuropsycholo-
giques comme un pietre quotient intellectuel verbal. Les variables peu prédictives comprennent d’autres caractéristiques
familiales comme une grande famille, le stress familial, la discorde, la famille désunie et la violence des parents, en particulier, la
neégligence. Les facteurs de défense incluent des facteurs individuels comme les compétences (dans le domaine social et autres),
les relations adultes, les valeurs prosociales et proéducatives ainsi que de bons programmes et soutiens sociaux.

Conclusions : Nous en savons beaucoup sur les facteurs de risque psychosociaux des TC. Il existe quelques études sur les fac-
teurs de défense et la contribution génétique, mais elles en sont aux premiers stades. Les travaux futurs accroitront nos connais-
sances sur les sous-types, les mécanismes de développement et le traitement des TC.
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Physical and Sexual Abuse Issues Among Youths With
Substance Use Problems

Bruce C Ballon, MD !, Christine MA Courbasson, PhD, C Psych?2, Patrick D Smith, PhD?

Objectives: To evaluate the prevalence of reported physical and sexual abuse among youths with substance use problems, to ex-
plore whether youths report relying on substances to cope with the abuse, and to examine whether individual factors related to
substance use were associated with the outcome measures of reported physical abuse, sexual abuse, and using substances to
cope.

Method: We assessed 287 male and female youths (age 14 to 24 years) who presented for help for substance use problems, using a
semistructured interview that focused on substance use, history of previous sexual and physical abuse, and coping strategies.

Results: One-half of the female youth substance abusers reported having been sexually abused (50.0%), while male youth sub-
stance users reported a significantly lower rate (10.4%,). Similarly, one-half of the female youths had a history of physical abuse
(50.5%), and males again had a lower rate (26.0%,). Of those who endorsed a history of abuse, more females (64.7%) than males
(37.9%) reported using substances to cope with the trauma. Specific associations between the outcome measures and substance
use variables were found for youths in both sexes.

Conclusion: These findings underscore the importance of why clinicians should explore abuse issues with substance-using youth
of both sexes. Identifying concurrent factors will help provide better intervention strategies. Suggestions for assessing sexual and
physical abuse in youths with substance use disorders are provided.

(Can J Psychiatry 2001;46:617—621)

Key Words: youth, addictions, sexual abuse, physical abuse, substance abuse

bstance use problems (SUP), when combined with other is 15% among males and 25% among females. The preva
Ssychiatric disorders, are often complex and difficult to lenceof sexual abuseis5%for malesand 25%for females(2).
treat. These problem combinationsaretherulerather thanthe
exception with substance-using youths. One areathat has not
been adequately explored is that of youths with SUP who
have had previous physical and sexua abuse.

The sequelae of physical and sexual abuse can have long-
lasting negative consequences for the victim. Both abuse
types have been associated with a myriad of problems, in-

Physical and sexual abuse are major public health issues. In- cluding anxiety, aggressive behaviour, anger-management
cidenceratesreportedintheliteraturevary (1,2). In Canadian problems, interpersonal difficulties, posttraumatic stress dis-

high school youths, the prevalence of reported physical abuse orders, depression, suicidal behaviour, attention-deficit hy-
peractivity disorder, conduct disorder, and the vulnerability
for developing other psychiatric disorders (3-8). Short- and
long-term effects of abuse are related to many variables,
among which sex isimportant (9,10).
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issues required to address future research and implement ef-
fective treatments.

We hypothesized that

1. Theincidence of both sexual and physical abuse would
behigher inyouthswith SUPthanin the general popula-
tion.

2. Y outhswith SUP and reported histories of physical and
sexual abusewould report using substancesto copewith
its sequelae.

3. Variables typically related to substance use would be
differentially associated in individuals who reported
physical abuse, sexual abuse, and using substances to
cope with the abuse.

Method

Participants

The sample consisted of 287 individuals (204 males and 88
females) aged 14 to 24 years, who sought treatment for SUP
in a large metropolitan addiction treatment centre over a 1-
year period. The mean age was 19.82 (SD 2.67) years for
male patients and 20.15 years for female patients (SD 2.52).
Inthissample, themost frequently used substanceswere can-
nabis, alcohol, and cocaine. There were no demographic dif-
ferences between those who reported physical or sexua
abuse and those who did not. There were no reliable data on
ethnicity differencesin theinitial intake data.

Procedure

After giving informed consent, the participants underwent a
1.5-hour, face-to-face, semistructured interview with aclini-
cian who inquired about their demographics, history of drug
use, past and present drug-use consequences, and treatments,
including addiction and psychiatric therapies.

Data Analyses

A series of frequency distributions was conducted to identify
the prevalence of reported sexual and physical abuse and the
use of substances to cope with the sequel ae of the trauma.

To compare the youths who endorsed physical and sexual
abuse with those who did not, chi-square analyses were per-
formed on demographics, family history, negative drug-use
conseguences, anger management, previous treatment, and
previous psychiatric diagnosis. Chi-sgquare analysis was also
conducted to comparethosethat endorsed using substancesto
cope with sequelae of trauma with those who did not.

Results

Frequency distributions suggested high rates of physical and
sexual abusein both sexes, almost doublethoseinthegeneral
population (Table 1). Although females reported using sub-
stances for coping more than did males, both sexes had high
frequencies (Table 2).
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Chi-sguare analyses showed a significant association be-
tween age and reported sexual abusein males. Thosewho en-
dorsed this abuse were 1.4 years ol der than those who did not
report it (P = 0.025).

Further chi-square analyses were conducted to determine
whether reported physical abuse, sexual abuse, and substance
use for coping were associated with the following variables:
negative consequences of substance use, family history of
substance use, previous psychological treatment, and anger
management. The sample datawerefirst analyzed asawhole
and then separated by sex (Table 3):

Variables Associated With Reported Sexual Abuse

Male and Female Combined. Materna and paternal sub-
stance use; health, cognitive, and vocational impairment; le-
gal and financial problems; previous psychiatric diagnosis;
and previous psychological treatment.

Male. Maternal substance use; cognitive, interpersonal rela
tionship, and vocational impairment (trends: paternal sub-
stance use, physical and verba abuse behaviour, legal
problems, and anger-management problems).

Female. Family history of substance use, previous psychiat-
ric diagnosis, and previous psychological treatment (trends:
paternal substance use, cognitive impairment, and financial
problems).

Variables Associated With Reported Physical Abuse

Male and Female Combined. Materna and paternal sub-
stance use; health, cognitive, and affect impairment; financial
problems; anger-management problems.

Male. Family history of substance use; maternal and paternal
substance use; health, cognitive, and interpersonal relation-
ship impairments; anger-management problems (trends:
physical and verbal abuse behaviour).

Female. Family history of substance use and maternal sub-
stance use, financial problems.

Variables Associated With Reported Substance Use for
Coping

Male and Female Combined. Anger-management
problems.

Male. Anger-management problems.

Female. Family history of substance use, anger-management
problems (trends: paternal substance use).

Discussion

The prevalence of reported physical and sexual abusein this
sampleis amost doubled for males and over doubled for fe-
males when compared with the incidences reported in the
general population (1,2). Thisunderscores the importance of
assessing for previous trauma in substance-abusing youth,
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Table 1. Frequency of reported physical and sexual abuse

Reported physical abuse

Reported sexual abuse

Sex Yes No Yes No
Male
n=204 53 151 21 181
% 26 74 104 89.6
Female
n=82 48 34 41 41
% 58.5 415 50 50

Table 2. Frequency of reported use of substances to cope

Sex Yes No
Male
n="58 22 36
% 37.9 62.1
female
n =52 33 18
% 64.7 35.3

because its occurrence can have important clinical implica
tions. As previously noted, numerous concurrent issues can
arise from traumatic abuse.

Both sexes reported using substances at high rates to cope
with previous physical or sexual abuse. Although using sub-
stancesfor coping and self-medi cating psychiatric symptoms
is a contentious issue in the addiction field, clients' self-
reports on motivations to use substances have implications
for treatment planning (that is, addressing their attitudinal
factors for better alliance-building for the therapeutic work)
(11,12).

The present results suggest that there are different associated
variables for substance-abusing youths who report physical
and sexual abuse, compared with thosewho do not. Thereare
also significant sex differences. Thisindicatesthat further re-
search may differentiate specific profiles to distinguish
youths with substance abuse problems who report physical
and sexual abusefromthosewho do not. Noteworthy findings
of our study include the following:

- Among youthswho reported sexual abuse, femaleshad sig-
nificant histories of acquiring previous treatment for psy-
chological or emotional issues, while males did not.
Perhapsthismay rel ateto expectancy hel p-seeking barriers
for males (13-15).

- Interestingly, reported sexual abuse in males was signifi-
cantly associated with maternal, but not paternal, substance
use. This finding needs further research to understand the
association.

- Reported physical abuse was associated with paternal sub-
stance usein males and maternal substance usein females.
This may be due to sex-role permissibility to inflict physi-
cal punishment on the same sex, but further exploration of
thisfinding is necessary. The results, however, are consis-
tent with the existing literature (16-18).

- Among youths who reported using substances to cope,
there were significant associations for anger-management
problemsacrosstheentire sampleand by sex. Thissuggests
that substances may be used to cope with labile moods,
such as anger, or conversely, that the substances them-
selvesallow suppressed impulsesto manifest. Understand-
ing the motivation would help tailor treatment to these
individuals.

- Among youths who reported using substances to cope,
there were significant associations for a past suicide at-
tempt acrossthe entire sampleand by sex. Thisunderscores
the importance of screening for self-harm behaviours as
part of the physical- and sexual -abuse assessment. Thesig-
nificant associations of previous abuse and suicidal behav-
iour complement existing literature (3,7,10).

Severa limitations of the present study need acknowledg-

ment. First, thisisacorrelative study that doesnot necessarily

imply causation. Although youths reported using substances
for coping, other factors may also be operating (for example,
withdrawal symptoms). Second, the nature of the assessment,
which coversmany issuesand servesasafirst contact andini-
tial alliance-building session for youths seeking help with
their substance use, limited the depth of inquiry about trauma
and other issues (for example, age, frequency, and context of
trauma; using to cope with emotions or flashbacks). We did
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Table 3. Associated variables

Vol 46, No 7

Variables Reported Sexual Abuse Reported Physical Abuse Reported Use of Substances to Cope
c? Male Female c? Mae Female c? Male Female
Age NS 0.025 NS NS NS NS NS NS NS
Family history substance use NS NS 0.001 NS 0.001 0.022 NS NS NS
Maternal substance use 0.001 0.050 NS 0.009 0.011 NS NS NS NS
Paternal substance use 0.001 0.070 0.069 0.001 0.001 0.014 NS NS 0.61
Negative consequence of drug use
Health impairment 0.022 NS NS 0.027 0.016 NS NS NS NS
Cognitive impairment 0.001 0.024 0.060 0.014 0.001 NS NS NS 0.73
Affect impairment NS NS NS 0.018 NS NS NS NS NS
Relationship impairment NS 0.010 NS NS NS NS NS NS NS
Physical and verbal abuse NS 0.086 NS NS 0.092 NS NS NS NS
Vocational impairment 0.046 0.005 NS NS NS NS NS NS NS
Legal problems 0.005 0.080 NS NS NS NS NS NS NS
Financial problems 0.001 NS 0.080 0.007 NS 0.015 NS NS NS
Previous psychiatric diagnosis 0.010 NS 0.051 NS NS NS NS NS NS
Previous therapy for emotional 0.001 NS 0.006 NS NS NS NS NS NS
and psychological issues
Past suicide attempts 0.001 0.001 0.001 0.001 0.001 0.006 0.001 NS 0.009
Anger-management problem NS 0.089 NS 0.002 0.002 NS 0.002 0.016 0.014

NS = Not significant

not report ethnicity because many participants identified
themselves differently according to their cultural heritage,
race, or both. Despite these limitations, the results suggest
highlevelsof abuseamong youths, aswell asthetendency for
them to use substances to cope with the sequelae of such
trauma. Future research should address these factors.

Conclusion

The findings indicate the need for routine and systematic
evaluation for past trauma and its sequelae. If youths arein-
fluenced by their belief that they use substancesto cope with
trauma, it can be used as atool to engage them in therapy.

There are significant differential associations for those who
report past physical and sexua abuse and those who do not.
Thisisfurther differentiated by sex. Further understanding of
the associated variables will alow clinicians to tailor treat-
ment to such individuals.

Although moreresearch isneeded to further the characteriza-
tion of physical and sexual abuseinthispopulation, clinicians
should alwaysask about trauma hi stories, ensuring the proper
level of detail for each client.

Due to the number of sequelae—such as suicidal behav-
iours—that can manifest from past trauma, thetreatment plan
may be complex.

Future research should include prospective studies that fur-
ther explore the character of the reported trauma and its

Clinical Implications

Y ouths with substance use problems (SUP) should be screened rou-
tinely for past traumaand its sequelae.

Most youths who endorse physical or sexual abuse assert the use of
substances as a coping technique for the trauma.

Due to the number of sequelae, such as suicidal behavioursthat can
manifest from past trauma, the treatment plan requires a concurrent
approach to the substance abuse and previous abuse treatment.

Limitations

This sample consists of youths seeking help at atertiary addiction-
treatment centre and may not be applicable to other youth popula-
tions.

The results are based on self-report and may be biased in certain ar-
eas (for example, not reporting the full extent of negative conse-
quences of substance use).

Theinitial assessment data analyzed were problematic in that they
did not adequately cover certain areasthat would better characterize
the population (for example, ethnicity) nor did they cover thefactors
of physical abuse, sexual abuse, and coping strategies, which might
have allowed better correlation to substance-use patterns.
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impact on the individual, along with its relation to substance
use. This would include specific psychiatric diagnoses that
may significantly associate with this population.
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Résumé— La violence physique et sexuelle chez les jeunes ayant des problemes de

consommation

Objectifs : Evaluer la prévalence de la violence physique et sexuelle déclarée chez les jeunes ayant des problémes de consomma-
tion d’alcool et de drogues, chercher si les jeunes déclarent consommer pour composer avec la violence, et examiner si les fac-
teurs individuels liés a la consommation sont associés aux mesures des résultats de la violence physique ou sexuelle déclarée, et
de la consommation d’alcool et de drogues pour y faire face.

Meéthode : Nous avons évalué 287 jeunes hommes et femmes (de 14 a 24 ans) qui ont demandeé de [’aide pour des problemes de
consommation d’alcool et de drogues, a l’aide d’une entrevue semi-structurée qui portait sur la consommation, les antécédents
de violence sexuelle et physique, et les stratégies de réaction au stress.

Résultats : La moitié des jeunes femmes toxicomanes déclaraient avoir été victimes d’agression sexuelle (50,0 %), tandis que les
Jeunes hommes toxicomanes déclaraient un taux significativement plus faible (10,4 %). De méme, la moitié des jeunes femmes
avaient des antécédents de violence physique (50,5 %), et une fois de plus, les jeunes hommes affichaient un taux plus faible
(26,0 %). Parmi ceux qui déclaraient des antécédents de violence, plus de femmes (64,7 %) que d "hommes (37,9 %) déclaraient
avoir recours aux substances pour faire face au traumatisme. Des associations spécifiques entre les mesures des résultats et les
variables de consommation ont été constatées chez les jeunes des deux sexes.

Conclusion : Ces résultats soulignent l'importance pour les cliniciens de sonder les cas de violence chez les jeunes toxicomanes
des deux sexes. L’identification de facteurs concurrents contribuera a fournir de meilleures stratégies d’intervention. Des sug-
gestions pour évaluer la violence physique et sexuelle chez les jeunes toxicomanes sont offertes.
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Supportive-Expressive Group Psychotherapy for Persons With
Inflammatory Bowel Disease
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Objective: Supportive-expressive (SE) group psychotherapy is designed to be applicable to medically ill populations. In this open
trial, SE therapy was adapted for use in treating inflammatory bowel disease (IBD).

Method: Thirty subjects with Crohn’s disease (CD) or ulcerative colitis (UC) were enrolled in 4 psychotherapy groups. Each
group met weekly for 20 weeks to discuss emotional and interpersonal issues associated with illness. Physical and psychological
variables were measured at the onset and at the finish of the group sessions.

Results: There was no mean group change in quality of life (OL), anxiety, or depression over the course of treatment, although
there was a mean group reduction in maladaptive coping.

Conclusion: Although the trial was uncontrolled and the sample size small, which limits interpretation, the results are consistent
with an ineffective intervention. Because a null result would be consistent with previously reported psychotherapeutic trials in
cases of IBD, and because SE therapy has been effective in treating other medically ill populations, we discuss characteristics of
IBD that may account for a relative resistance to psychotherapeutic support.

(Can J Psychiatry 2001;46:622—626)

Key Words: supportive-expressive therapy, group psychotherapy, inflammatory bowel disease, Crohn’s disease, ulcerative
colitis, quality of life

I nflammatory bowel disease (IBD) is the common name Psychosocial interventions have been used previously in the
given to ulcerative colitis (UC) and Crohn’ s disease (CD), treatment of IBD (3), often focused on stress reduction (4)
2 recurrent idiopathic inflammatory conditions of the gut that and relaxation (5). The concernsreported by peoplewith IBD
intheir most severeformscan bechronically debilitating. De- who seek counselling suggest that more intensive psycho-
spite effective treatment, IBD has significant personal costs therapy may be beneficial. Two controlled trials using
due to the effects of systemic symptoms, surgery, and medi- cognitive-behavioural or interpersonally focused psycho-
cation. The most frequent concerns of people with IBD are therapy for IBD have, however, found psychotherapy to be
lack of energy, medication effects, and the uncertainty of the ineffective (6,7).

disease course (1). People with IBD who seek psychological
counselling have relatively greater concerns in regard to Supportive-expressive (SE) group psychotherapy, devel oped
physical suffering and financial difficulties. They alsohavea  forwomenwith metastatic breast cancer (8) and subsequently
range of interpersonal concerns that include being a burden adapted to other groups (9,10), focusesexplicitly on concerns
and feeling out of control, alone, and dirty. Further, they are and feelingsrelated to illness (11). The existential origins of
concerned that they will be treated as different, and they are SE therapy appear to provide agood match for theIBD popu-
concerned about sexual performance (2). lation whose core concernsinclude ongoing suffering, uncer-
tainty, and lost potential (3), but SE therapy has not
previously been adapted for usein treating 1BD.

Supportive-Expressive Group Psychotherapy for IBD

Manuscript received May 2001, revised, and accepted June 2001.
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associated with many forms of group therapy, such asimpart-
ing information, instilling hope, and experiencing the univer-
sality of individual concerns (12). This latter benefit is
expected to be of particular valueto peoplewith IBD who ex-
perience their symptoms as embarrassing or stigmatizing,
and themselves as “ different.” The group is intended to pro-
videasupportive context for discussion of interpersonal diffi-
cultiesthat may interferewith members’ obtaining supportin
important rel ationships outside the group, including relation-
shipswith family, friends, and health care providers. SE ther-
apy also includes introductory training in relaxation
techniques (13).

The purposes of thisopen trial were 1) to adapt SE therapy to
patients with IBD, 2) to determine the illness-related con-
cernsthat need to be addressed in patientswith |BD who seek
SE therapy, 3) toinvestigatethe potential of SE therapy toim-
prove IBD-related quality of life and enhance coping with
IBD, and 4) to assessqualitatively thefeasibility and utility of
alarger-scale randomized controlled trial.

Methods

The Human Subjects Review Committee of the University of
Toronto approved this prospective, uncontrolled open trial.

Subjects

Subjects were self-referred, having obtained information
about the study from gastroenterologists or psychiatrists at
Mount Sinai Hospital or through public awareness informa-
tion published by the Crohn’ sand Colitis Foundation of Can-
ada or other community agencies. Inclusion criteria were as
follows: a confirmed diagnosis of UC or CD; age over 18
years, informed consent; availability and commitment for 20
weeks; proficiency in English; and self-identified concerns
about I1BD, its treatment, or its complications. Exclusion cri-
teria were untreated severe psychiatric illness or personality
disorder, colectomy (in UC), or concurrent treatment in an-
other psychotherapy group.

Therapy sessions

Four groups were conducted, each facilitated by 2 experi-
enced group leaders. Leaderswerefamiliar withthetreatment
manual for SE therapy in cases of recurrent breast cancer (13)
and with the psychosocial treatment of gastrointestinal disor-
ders. Group sessions were 90 minutes long and occurred
weekly for 20 weeks.

In determining focustopicsfor discussion, leadersbalanced 2
imperatives. Ononehand, to elicit i ssues spontaneously, they
used unstructured enquiry and encouraged participantstodis-
cuss emotion-evoking issues. Onthe other hand, they used di-
rected efforts to facilitate discussion, especially for topics
that were expected to beimportant but that might be withheld
without direct enquiry—such asissues related to self-image,
stigma, and conflict with health care professionals. Clinical
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judgement was required to bal ance these sometimes conflict-
ing methods of enquiry. Co-leaders met before and after each
session to review individual and group themes and therapy
decisions. Supervision with an experienced colleague was
used intermittently.

Measurement Instruments

We characterized participants based on self-reported demo-
graphic information, disease history, and current prescription
medication. IBD-related concerns were quantified by the
Rating Form of IBD Patient Concerns (RFIPC) (14).

Self-report measures were obtained at the start and end of
therapy. The main outcome variable was |BD-related quality
of life (QL), measured by the Inflammatory Bowel Disease
Questionnaire (IBDQ) (15). A gastroenterologist gave the
participants a physical examination and assessed disease ac-
tivity at both the start and finish of SE therapy. Aninsufficient
number, however, attended the physical exam at both the start
and end of treatment to analyze disease activity data. Asan al-
ternative, disease activity was estimated by the summed score
of 3 symptoms (abdominal pain, frequency of diarrhea, and
general well-being), each self-reported on a 4-point Likert
scale. This method has previously shown a high correlation
with the Crohn’s Disease Activity Index (CDAI) in a mixed
IBD sample (16).

Current symptoms of depression and anxiety were measured
by the Hospital Anxiety and Depression Scale (HAD) (17).
Coping behaviour was measured with the Ways of Copingin-
ventory (WOC) (18). Maladaptive coping was calculated as
the summed total of 3 traits (self-control, accepting responsi-
bility, and escape-avoidance) expressed as a fraction of total
coping behaviour (the sum of the 8 subscales of the WOC).
Mal adaptive coping wasmeasured because previouswork in-
dicated a correlation between it and poor QL outcome after
treatment for IBD (19) and because improving coping style
was atherapy target.

Data Analysis

Description of most prominent IBD concerns was done by
rank ordering the concern items for which mean values were
greater than the overall mean RFIPC item score.

In subjects who completed therapy, changesin QL and other
outcomevariablesfrom start to end of therapy weretested us-
ing ¢-testsfor paired samples. All group meansarereported as
mean, standard deviation (mean, SD).

Results

Participant Characteristics

Thirty subjects were enrolled in the pilot study. Twenty-four
completed the trial, giving a dropout rate of 20%. Of the 30
participants, 24 (80%) were women, 25 (83.3%) were white,
and 21 (70%) had CD. Theagerange of participantswas20to
52 years (mean 34.9, SD 7.8). Disease duration ranged from
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Table 1. Most intense inflammatory bowel disease (IBD) concerns” in 30 group-therapy participants

Mean Standard Deviation
I1Iness uncertainty 77.0 233
Loss of potential 77.0 255
Medication effects 75.8 27.7
Lack of energy 75.4 236
Financial concerns 68.1 318
Availability of quality medical care 67.7 317
Pain and suffering 66.2 28.4
Being aburden 66.0 338
Loss of bowel control 63.3 349
Having surgery 62.9 327
Feelings about body 62.5 31.0

61.3 28.0

Feeling out of control

Table 2. Therapy completers’ change in psychological and physical dimensions over the
course of 20-week therapy ( n =19)

Dimension Start of therapy End of therapy Change P2 95%Cl
Mean (SD) Mean (SD) Mean (SD)

IBD Symptoms 11.0(6.5) 9.2(4.7) -1.8(4.9 0.14 421006

Quality of life (IBDQ) 1455 (39.0) 151.3(37.3) +5.6 (26.0) 0.35 -6.8t018.3

Depression (HAD) 5.3(3.6) 6.6 (5.0) +1.4(4.3) 0.18 -0.7t0 34

Anxiety (HAD) 9.0 (4.6) 9.0 (4.6) 0.0 (5.0) 0.97 231024

Maladaptive Coping (% of total 48.2(24.3) 35.5(24.9) —12.7 (26.0) 0.05 -25.2t0-0.2

WOC)

HAD = Hospital Anxiety and Depression Scale; IBDQ = Inflammatory Bowel Disease Questionnaire; WOC = Ways of Coping Inventory.

Significance of ¢-test for paired samples.

28yearstolessthan 1 year (mean 8.2 years, SD 6.9). Thirteen
subjects with CD had a history of surgery. Thirteen partici-
pants (43.3%) were taking prednisone (dosage range 5 to 75
mg daily, mean dosage 21.2 mg.).

The mean HAD depression score was 6.3 (SD 3.5). Ten sub-
jects (33%) were above the clinical cut-off (HAD depression
score?® 8). The mean HAD anxiety score was 10.6 (SD 4.9).
Twenty-one subjects (70%) were above the clinical cut-off
(HAD anxiety score ® 8). Seven participants (23.3%) were
regularly taking an antidepressant, 4 (13.3%) a benzodi-
azepine.

With respect to IBD-related concerns, the mean RFIPC score
for the 30 participants was 60.4. Table 1 lists the 11 IBD-
related concerns reported at greater intensity than this mean
(out of 25 surveyed by the RFIPC).

Of the 24 subjects who completed the trial, 5 did not submit
the IBDQ at the end of the sessions. For the remaining 19

subjects, change in QL over therapy ranged from a decrease
of 60 1BDQ pointstoanimprovement of 431BDQ points. Ten
subjectsreported improved QL fromthe start to the end of the
therapy, 5wereunchanged, and 4 wereworse. With respect to
the group as a whole, there was no overall change in IBD-
related QL over the course of the trial (Table 2). Nor were
there total group differences in depression, anxiety, or IBD
symptoms over the course of therapy. Maladaptive coping as
aproportion of total coping behaviour was reduced between
the start and end of therapy (Table 2).

Itisnoteworthy that among subjectswhose corticosteroid use
changed over the course of treatment, all 3 subjectswho were
on corticosteroids at the start of treatment, but not at the end,
reported improved QL over the course of SE for IBD. The
only subject who started corticosteroids during treatment had
unchanged QL.
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Dropouts’ Characteristics

All 6 dropouts were women. Four had CD, and 2 had UC.
Contact could be made with 4 dropouts: 2 had expected a
more structured “ classroom” approach, 1 wastooill to attend,
and 1 felt that she did not fit in. The difference in anxiety at
treatment onset between dropouts (HAD-anxiety 14.3, SD
2.0) and all other subjects (HAD-anxiety 8.8, SD 4.7) was
large and statistically significant (P = 0.001).

Discussion

In this pilot study, we found that demand for asupportivein-
tervention was strong enough that recruitment was not diffi-
cult and did not require active marketing. The group therapy
was provided in abusy tertiary care IBD serviceof alargeur-
ban centre (population 2.5 million). The intervention was
generally well received by participants, several of whom
maintained supportive relationships with one another after
the project’ stermination. The dropout rate of 20% compares
favourably with dropout rates of 17% to 57% reported in
other psychiatric therapy groups (12).

Thetop IBD concerns reported were amix of those common
toall IBD sufferers(for example, illnessuncertainty, medica-
tion effects, and lack of energy [20]) and those which are
more common among IBD patients who seek psychological
support (that is, feared loss of potential and control, financial
concerns, fear of being aburden, and pain and suffering [2]),
suggesting that participants were representative of the group
of IBD patients who seek some form of psychological inter-
vention.

The predicted changesin coping behaviour occurred over the
course of the therapy. There was areduction in the frequency
with which escape-avoidance (denial), self-control (suppres-
sion), and assuming responsibility (self-blame) were used.
Thisisinkeeping with thegoalsof an expressivetherapy and,
as previous work suggests, would be associated with im-
proved QL (19).

With regard to QL outcome, the small sample size and open
design limits our conclusions. The main outcome measure,
QL, improvedin 10 of 19 subjects, and declinedin only 4, but
therewas no changein mean QL inthegroup asawhole. The
lack of acontrol group prevents us from drawing conclusions
about the reasonsfor changed QL in 14 of 19 subjects. Given
the costs involved in the randomized controlled trial that
would be required to answer this question, however, some
cautious interpretation is warranted. The null hypothesis is
that observed changesare unrelated to treatment—in particu-
lar, that subjectswho enter with lower QL improve, and those
who enter with higher QL decline, in an overall regression to
the mean.

The study was not designed to test the null hypothesis, but a
study design that could test it may be deemed unpromising,
based on these results. If thisis the case, it is important to
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Clinical Implications
- Interpersonally focused psychotherapy can be adapted for people
with inflammatory bowel disease (IBD).

- Theclinical demand for thisintervention is sufficient to allow rela-
tively easy recruitment of subjectsin alarge urban centre.

- Supportive-expressive (SE) group psychotherapy for IBD isnot as-
sociated with asignificant improvement in disease-rel ated quality of
life.

Limitations

- The study design was open and uncontrolled.
- The sample size was small.

- The participants were heterogeneous for disease type and length of
illness.

attempt to explain these negative results—both because peo-
plewith IBD want effective supportive interventions and be-
cause the SE model has been effective in other populations.
Four general explanations are possible. The first is that the
lack of apparent efficacy was due to deficits in group-leader
competence and adherence to the SE model, although we do
not believethisto bethe case. The second isthat thelack of ef-
ficacy isdueto changesin the SE therapy format in this adap-
tation. These changes include the introduction of mixed sex
groupsand the changeto atime-limited format. Mixing sexes
clearly changes dynamics within the groups and may inhibit
discussion of some sexual and interpersonal themes. Itisnot
the group leaders’ impression, however, that the groupswere
greatly inhibited in this regard. Time-limited groups are not
part of theoriginal SE model but have been effectively usedin
subsequent adaptations (9,10,21).

Third, theintervention may have been less effective because
the groups were heterogeneous for such disease factors as
timesincediagnosis, UC or CD diagnosis, and disease sever-
ity. This may have resulted in group members being at very
different stages of persona challenge and coping, which
would have reduced group cohesion.

Thefourth potential explanation for the lack of efficacy, and
one which may be important to others adapting psychothera-
peutic interventionsto IBD, isthat personswith IBD and the
original target population (persons with breast cancer) differ
in key aspects. One difference is that IBD, although associ-
ated with QL challenges, functional limitation, andlossof po-
tential, is not generally associated with impending mortality.
Another key differencerelatesto the social and interpersonal
stigmathat accompaniesbowel diseases. It may bethat the at-
mosphere of mutual understanding found within a treatment
group is valued but that this intragroup understanding does
not adequately translate into improvements in the conflicts
and alienation experienced at home or at work.
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Résumé— La thérapie de soutien par 'expression en groupe pour la maladie intestinale

inflammatoire

Objectif : La thérapie de soutien par [ ’expression (SE) en groupe peut s ‘appliquer a des populations souffrant de maladies soma-
tiques. Dans cet essai ouvert, la thérapie de SE a été adaptée au traitement de la maladie intestinale inflammatoire (MII).

Meéthode : Trente sujets souffrant de la maladie de Crohn (MC) ou de colite ulcéreuse (CU) se sont inscrits dans 4 groupes de psy-
chothérapie. Chaque groupe s’est réuni chaque semaine pendant 20 semaines pour discuter des questions émotionnelles et in-
terpersonnelles liées a la maladie. Les variables physiques et psychologiques ont été mesurées au début et a la fin des séances de
groupe.

Résultats : 1l n’y avait pas de moyenne dans le groupe concernant le changement de qualité de vie (QV), d’anxiété ou de dépres-
sion en cours de traitement, mais il y avait une réduction moyenne des mécanismes d’adaptation mésadaptés.

Conclusion : Méme s’il s agit d 'un essai non contrélé et d 'un petit échantillon, ce qui limite [’interprétation, les résultats sont
conformes a une intervention inefficace. Etant donné qu’un résultat nul serait conforme aux essais psychothérapeutiques déja
rapportés dans des cas de MII, et que la thérapie de SE a traité efficacement d’autres populations souffrant de maladies soma-
tiques, nous présentons les caracteristiques de la MII auxquelles on peut attribuer une résistance relative au soutien thérapeu-
tique.
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Attachment Disorganization and Dissociative Symptoms in
Clinically Treated Adolescents

Malcolm West, PhD!, Kenneth Adam, MD?, Sheila Spreng, MSc?, Sarah Rose, PhD*

Objective: To examine the association of unresolved and unclassifiable attachment with dissociative symptomotology in a sample
of 133 adolescents in psychiatric treatment.

Method: The study compared 69 adolescents who were unresolved and unclassifiable with 64 adolescents who were not unre-
solved and unclassifiable. Attachment organization was assessed using the Adult Attachment Interview (AAI). Dissociative symp-
tomotology was assessed using a scale derived from the Youth Self Report (YSR) behaviour checklist.

Results: A continuing unresolved and unclassifiable response to attachment-related trauma was correlated with dissociative
symptomotology for both male and female adolescents.

Conclusions: Cognitive disorganization may be an important variable mediating between the effects of earlier traumatic care-
giving experiences and later dissociative symptoms.

(Can J Psychiatry 2001,;46:627-631)

Key Words: trauma, unresolved attachment, dissociative symptoms

I n theorizing the relation of disorganized attachment to the velopment of multiple and unintegrated working models is
risk of psychopathology, Liotti (1,2) and Main and Morgan necessarily inevitable. Such incompatible models, in which
(3) have advanced the hypothesisthat early attachment disor- relatively completeformsof defensive exclusion operate, are
ganization may render the individual vulnerable to the later liable to interfere with the disorganized child’s ability to es-
development of dissociative psychopathology. The line of tablish a coherent sense of self, thereby leaving him or her
reasoning isasfollows. Based on aphenotypic similarity be- vulnerable to the development of dissociative symptomotol -
tween some behaviour patterns in disorganized infants (for ogy in the face of traumatic circumstancesin later life.

example, stilling or dazed expressions) and trancelike states, _ _ _
Liotti proposed that frightening or frightened behaviour on Evidence for the linkage hypothesis between early attach-

the part of the primary caregiver islikely tolead to afailure of ment disorganization and |ater dissociative symptomotol ogy
the integrative functions of memory and the emergence of comesfrom 2recent studies. In 1 study, infantsat ages 12 and
multiple and incompatible working models of self and the at- 18 months were assessed for attachment using the Strange

tachment figure. According to Liotti, when caregiver—child Situation Procedure (4) and then evaluated for later adjust-
interactions are markedly contradictory (that is, encompass ment through to age 17.5 years (5). An infant history of at-

experiences of fear or aggression, aswell ascomfort), the de- tachment disorganization was significantly correlated with
adolescents' self-report of dissociative episodes, as assessed

by a scale representing dissociative symptoms derived from
the teacher version of the Child Behavior Checklist (CBCL)
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classified as disorganized during infancy who had been ex-
posed to trauma scored significantly higher on the DES.

This study determines whether a continuing unresolved dis-
organized response to attachment-related trauma concur-
rently relates to dissociative symptoms in adolescents in
psychiatric treatment.

Method

Participants

We consecutively recruited 145 adol escentsto the study upon
their admission to 1 of 5 participating treatment centresin 3
Canadian cities, following such severe family disruptions as
unwanted or forced separations, loss of parent by death, and
abuse by parent. The sites included inpatient and outpatient
programs, longer-term residential settings, and day pro-
grams. All participantswere adol escentsbetween ages 12 and
19years. We obtai ned i nformed written consent to participate
from each adolescent, and for participantsunder age 18 years,
we obtained written consent from their parent or guardian.
Exclusion criteria included presence of active psychosis or
organic brain or central nervous system disorder. We elimi-
nated 12 of the 145 participants from the study (3 who failed
to appear for the attachment interview, 5 who gave incom-
plete interviews, and 4 whose interviews were not recorded
for technical reasons), yielding a 92% participation rate. The
complete sample comprised 59 females and 74 males who
were predominantly white (86.5%); of the sample, 58.3%
were age 15 years or under and 41.7% were older than 15
years. Atthetimeof thestudy, 53% of the participantswerein
residential treatment. There were no significant differences
between malesand femalesinage(c®=0.17, df 1, P=0.67) or
residential treatment status (c?= 1.05, df 1, P = 0.31).

Instruments

All participants completed a brief demographic question-
naire, the Youth Self-Report (YSR) and the Adult Attach-
ment Interview (AAI; 9) with minor modifications for
adol escent participants.

The AAl isasemistructured interview that focuses on attach-
ment rel ationships and eventsin early childhood. The coding
of the AAl isacomplex task, requiring several stepsbased on
verbatim transcripts of the audiotaped interviews. Each tran-
script israted on fourteen 9-point scales. Each subject isthen
coded for presence or absence of unresolved and disorgan-
ized loss or trauma (Uq rating), and for 1 of 3 primary organ-
ized attachment patterns: autonomous-secure (F rating),
dismissing (Ds rating), or preoccupied-enmeshed (E rating)
(10). These classifications parallél the fourfold infant—care-
giver strange situation classifications of insecure-
disorganized, secure, insecure-avoidant, and insecure-
ambivalent, respectively. Transcriptsthat do not appear to fit
one of the primary F, Ds, or E categories, or show a striking
mixture of organizations are coded “cannot classify” (CC).
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Three trained coders, who did not conduct the interviews,
coded thetranscriptsindependently. The coderswereblind to
al other information about the participants until all tran-
scripts had been coded. One coder scored all transcripts; the
other 2 coders scored overlapping subsets of the transcripts.
All transcripts were coded by at least 2 coders.

Several studieshave established the validity and reliability of
the AAL. High concordancesbetween parental AAI andinfant
strange situation classifications have been reported retro-
spectively (11,12), aswell as prospectively (13,14). Test—re-
test reliabilities of 78% (kappa 0.63), and 90% (kappa 0.79)
have been reported by Bukermans-Kranenburg and van
| Jzendoorn (15) and Benoit and Parker (13), respectively.

Inananalysisof interrater reliability for the AAl inthisstudy,
the mean concordancerate acrossall AAI classifications (U,
F, Ds, E, and CC) for al pairsof raterswas 78.6%. The mean
kappafor primary classifications (F, D, E, CC) is0.71.

The Youth Self-Report (YSR) is part of a family of instru-
ments, including the CBCL and the Teacher Rating Form
(TRF), developed and refined by Thomas Achenbach to as-
sess competenciesand problemsof individuals 11 to 18 years
(6). Seventeen items comprise 3 competence scales: activi-
ties, social, and total competence. Principal components
analysisof 103 itemswas used to delineate 8 problem scales:
somatic complaints, anxious or depressed, social problems,
thought problems, attention problems, self-destructive and
identity problems (males only), delinquent behaviour, and
aggressive behaviour. Somatic complaintsand anxious or de-
pressed scales are combined to yield the superordinate inter-
nalizing scale; delinquent behaviour plus aggressive
behaviour scales yield the superordinate externalizing scale.
The Y SR’s validity and reliability have been tested in large
samples (n > 1000) of both community-treated youths and
youthsreferred for psychological and psychiatric treatments.
All scales of the Y SR have demonstrated strong content va-
lidity, criterion-related validity, and discriminant validity, as
well as high internal reliability and test—retest reliability.
Only the activities scale (a = 0.38) and the total competence
scale (a = 0.46) had Cronbach coefficients less than 0.55;
Pearson r coefficients of 1-week test—retest reliability ranged
from 0.47 (thought problems) to 0.81 (anxious or depressed
and externalizing).

We constructed a scal e to assess the presence of dissociative
symptomotology from the YSR similar to that derived by
Carlson (5) from the TRF. Based on DSM-IV criteria and
moderate-to-high item total score correlations, Carlson con-
structed a5-item dissociative scal efor the high school assess-
ment period in her study. Of the 5 TRF items, 3 had
corresponding itemsontheY SR (confused or seemstobeina
fog, strange behaviour, and deliberately harms self or at-
tempts suicide). For the 2 remaining items (daydreams and
screams a lot), selection was based on thematic similarity
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Table 1. Linear regression model predicting dissociative scores

Variable Estimate Standard Error Significance
Constant 2.29 0.32 <0.001
Unresolved classification 0.97 0.40 0.015
Sex (female) 1.34 0.40 0.001

Table 2. Means and 95%CIs for the dissociative scale by unresolved and unclassifiable classification
stratified by sex

Unresolved Classification

Nonunresolved classification

Female subjects

n

Predicted value 4.60

95%Cl 4.21t04.99
Male subjects

n

Predicted value 3.26

95%Cl 2.871t03.65

25
3.63
3.24t04.02

39
2.29
1.90t02.68

with the TRF items (stares blankly, explosive and unpredict-
able behaviour) and high item total score correlations. Each
item is rated on a 3-point scale from O (not true) to 2 (often
true). Summation scores for the Y SR-derived dissociative
scale are produced (scores ranging from 0 to 10), with higher
scoresindicating more problems. Cronbach’ salphawas0.64,
indicating acceptable structural coherence of the scale, com-
parable with Carlson’s TRF-derived dissociative scale
(0.63).

Results

Weassigned participantsto 1 of 2 groups: unresolved and un-
classifiable (n = 69) and not unresolved and unclassifiable (n
=64), based ontheir responsestothe AAI. Thecreation of the
U4/CC category warrants comment. As discussed above, in-
dividualsareplacedinthe CC category when D, E, or F cate-
gories cannot be assigned. Because disorganized and
disoriented attachment status has been clearly linked to CC
attachment status, and because CC statusisrare, most investi-
gations include CC individuas within the Uy attachment
category.

We used multiple linear regression analysis to examine the
effect of unresolved and unclassifiable classification and sex
on dissociative symptomotology. The dependent variable in
the model was the dissociative score, and the independent
variables were unresolved and unclassifiable classification
and sex, each coded as an indicator variable. The significant
difference in residential status between the 2 groups war-
ranted its inclusion in the model to assess its possible con-
founding effect. All possible 2-way interactions among these
3 variables were examined.

Therewas asignificant effect of both unresolved and unclas-
sifiable classification (P < 0.015) and sex (P < 0.001) on dis-
sociative scores in the multiple regression analysis. There
was no evidencethat residential status had a confounding ef-
fect or of any significant 2-way interactions. Table 1 presents
theregression model. Theresultsindicatethat for adolescents
in psychiatric treatment, an unresolved and disorganized re-
sponseto attachment-rel ated traumais associated with higher
dissociative scoresin both sexes.

Independent of this, females generally report more dissocia-
tive symptoms than do males, as evidenced by their higher
mean scores on the dissociative scale, regardless of unre-
solved status. Table 2 illustrates the significant sex effect on
dissociative scores, the predicted values (with 95%CIs) from
the regression equation, including both unresolved and un-
classifiable classification and sex.

Discussion

This study examined the association between unresolved and
disorganized attachment status (as assessed by the AAI) and
dissociative symptoms (based on a 5-item dissociative scal€)
within aclinical sample of adolescents. We found that an un-
resolved and unclassifiable response to attachment-related
trauma was related to dissociative symptoms. Specifically,
unresolved adolescents had significantly elevated scores on
the dissociation scale, even after controlling for residential
treatment status. Thisfinding, together with the study results
of Carlson (5) and Ogawa and others (7), provides empirical
support for Liotti’ s(1,2) argument that the di sorganization at-
tachment construct offers a specific, theoretically grounded
way to understand dissociative psychopathology.
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Whereas the unresolved and unclassifiable combination re-
sultsin higher dissociative-symptom scoresin both sexes, fe-
males have higher scores independent of the presence of
unresolved and unclassifiable attachment. Among the 133
adolescents, females were significantly more likely than
males to be preoccupied (10% vs 3%; likelihood ratio =
3.763). Individuals classified as preoccupied on the AAI ap-
pear confused or entangled and enmeshed in past relation-
ships. We may also note that 1 subcategory (Es) of the
preoccupied group is preoccupied with frightening, often
traumatic, attachment-related experiences. The finding that
both unresolved and preoccupied attachment in females was
related to dissociative symptoms suggests an underlying link
at thelevel of mental processes between preoccupied and un-
resolved mental states, particularly in the case of the E; or
traumatic preoccupation subgroup. It isimportant to note that
the preoccupied classificationisfrequently assigned astheal -
ternative classification in individuals who have been judged
unresolved on the AAI (16).

According to Bowlby, complete defensive exclusion is the
action taken in response to conditions of severe threat to at-
tachment (17). Through this process, trauma-related attach-
ment, memories, and feelings are encoded in a separate
representational model that is segregated from conscious-
ness. Debarred from consciousness, this model is closed to
new information about attachment and is therefore likely to
interfere with the individual’ s ability to comprehend and as-
sess subsequent experience. Liotti proposed that | ater experi-
ences that are appraised as threatening acquire dissociative
potential because these experiences reactivate the previously
segregated (dissociated) model of the past in the present,
thereby creating arepresentational identity between these ex-
periences (1,2).

Unlike Carlson’s (5) and Ogawa and others' (7) studies, our
datado not permit theidentification of attachment disorgani-
zation as a precursor to dissociative symptoms. Taken to-
gether, however, the results from these studies provide first
empirical evidenceof alink between attachment disorgani za-
tion and dissociative symptomotology. How can we make
sense of thislink? In linewith Liotti’ smodel outlined above,
thefinding that |apsesin the metacognitive monitoring of rea-
soning and discourse are related to dissociative symptoms
suggeststhat attachment disorgani zation may beanimportant
variable mediating between the effects of earlier traumatic
caregiving experiences and later dissociative experiences.
Main and Goldwyn (10) propose that such lapsesin the AAI
when discussing traumatic attachment experiences indicate
that attention, working memory, and consciousnessare being
overwhelmed. Following Liotti, unresolved adol escents may
be especially prone to disorganized responses in circum-
stancesthat they perceive asrepetitions of previoustraumatic
experiences. It is in these circumstances, when the adoles-
cent’s attachment system is intensely activated, that acute
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Clinical Implications
- Thisstudy examined dissociative symptomsfrom an attachment per-
spective.

- Dissociative symptomsin clinically treated adolescents are strongly
associated with disorganized attachment.

- Current interpersonal crises (for example, loss and rejection) that
draw attention to earlier traumatic experiences may trigger disorgan-
ized responses.

Limitations

-+ The cross-sectional design precludes identification of disorganized
attachment as a precursor to dissociative symptoms.

- A sdf-report instrument measured dissociative symptoms.

- Thefindings cannot be generalized to nonclinically treated adoles-
cents.

cognitive disorgani zation may be unleashed, thereby contrib-
uting to the emergence of dissociative symptoms.

We need to make an important caveat. We used a self-report
assessment as the index of dissociative symptoms. As are-
sult, we do not know whether the presence of dissociative
symptoms would meet the criterion of psychiatric caseness
for dissociative disorder. For this reason, future studies that
examine the link between attachment disorganization and
dissociation should use a DSM-1V—based structured inter-
view for the categorical determination of the presence or ab-
sence of dissociative disorder.

Despitethislimitation in assessment, the findings underscore
the need to consider not only the dimensions of security and
patterns of insecurity, but also the dimension of disorganiza-
tion of the attachment system. Research in the last decade
now indicates that it is disorganized attachment, rather than
the organized insecure groups, that is most closely linked to
psychopathological outcomes (5,18).
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Résumé— Désorganisation de 'attachement et symptomes dissociatifs chez les adolescents
en clinique

Objectif : Examiner [’association entre [ ’attachement non résolu et inclassifiable, et la symptomatologie dissociative aupreés d 'un
échantillon de 133 adolescents en traitement psychiatrique.

Meéthode : L étude a comparé 69 adolescents qui étaient non résolus et inclassifiables avec 64 adolescents qui ne [’étaient pas.
L’ organisation de [’attachement a été évaluée a l’aide de I’entrevue sur I’attachement adulte (AAl). La symptomatologie disso-
ciative a été évaluée par une échelle tirée de la liste de vérification du comportement de I’auto-évaluation des jeunes (YSR).

Résultats : Une réponse non résolue et inclassifiable constante au traumatisme lié a l’attachement a été corrélée avec la sympto-
matologie dissociative chez les adolescents, filles et garcons.

Conclusions : La désorganisation cognitive peut étre une variable importante intermédiaire entre les effets d’expériences ante-
rieures de soins traumatiques et de symptomes dissociatifs ultérieurs.
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Alcohol Consumption and Major Depression: Findings
From a Follow-Up Study

JianLi Wang, PhD!, Scott B Patten MD, FRCPC, PhD 2

Objective: To investigate whether alcohol consumption predicts major depressive disorder episodes (MDEs) in the general
population.

Method: The respondents without depression (n= 12 290) in the longitudinal cohort of the Canadian National Population Health
Survey (NPHS) were classified into cohorts based on any drinking, frequency of drinking, maximum number of drinks on a maxi-
mal drinking occasion, and average daily alcohol consumption, based on data collected in the 1994—1995 survey. Major depres-
sion frequency 2 years later, in 1996—1997, was evaluated and compared across drinking categories.

Results: The respondents who reported any drinking, drinking daily, having more than 5 drinks on a maximal drinking occasion,
and having more than 1 drink daily on average, did not have an elevated risk of major depression. A trend in the data suggested
that women who reported having more than 5 drinks on a maximal drinking occasion might be at a higher risk of major depres-
sion. No evidence of confounding or effect modification by demographic, psychological, and clinical variables was found.

Conclusion: In a general population sample, alcohol consumption levels were not associated with major depression. Having
more than 5 drinks on a maximal drinking occasion, however, may be associated with an increased risk of major depression
among women. Extreme patterns of alcohol consumption, which tend to characterize clinical samples, are associated with de-
pression. These patterns of drinking, however, are relatively uncommon in the general population, and the current analysis may
have lacked power to detect these associations.

(Can J Psychiatry 2001;46:632—638)

Key Words: alcohol consumption, major depression

Crossrsectional studies using community samples have 1358 household subjects from 1986 to 1993 (6). They exam-

provided evidence that heavy alcohol use is associated ined whether the initial alcohol problems predict depressive
with an elevated risk of depressive symptoms(1,2) and major symptoms. The subjects were considered to have alcohol
depression (3-5). It remains unclear whether alcohol con- problemsif they met DSM-III criteriafor alcohol abuseor de-
sumptionisacausal factor for major depression. Relevant in- pendencein the previous year or reported having 5 drinks or
formation has significant public health and clinical more daily, at least 1 to 2 times weekly in the previous year.
implications in terms of formulating prevention strategies Depressive symptoms were evaluated using the Center for
and managing depressive disorders. Yet, few prospective Epidemiological Studies-Depression Scale (CES-D). Alco-
studies using community-based samples have evaluated the hol problemswere not found to predict depressive symptoms.
relation between alcohol consumption and depression. In another study, Lipton classified subjectsinto groups of ab-

stainers, light drinkers, light-moderate drinkers, moderate
drinkers, and heavy drinkers (7). One year later, the subjects
were evaluated using the CES-D, and it was found that the
mean CES-D scoresdid not differ significantly between light
or no drinking and heavy drinking groups. Similarly, arecent
metaanalysisstudy (8) failed tofind evidencethat initial alco-

The existing follow-up studies that use community samples
failed to find an association between acohol consumption
and depressive symptoms(6,7). Moscato and othersfollowed
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others conducted a 12-month follow-up study to measure the
incidence of major depression by DSM-I11-R criteriaamong
239 alcoholic men in an inpatient setting (9). In their study,
they failed to find a significant difference between the inci-
dence of major depression during heavy drinking and thein-
cidence of major depression independent of heavy drinking.
Similarly, Hodgins and others found no evidence that heavy
drinking could reliably predict later occurrence of major de-
pression, using a clinical sample (10). Data from clinical
populations, however, may not apply in the general popula
tion and may not be asuitable basisfor forming public health
policy.

The Canadian National Population Health Survey (NPHS)
provides a unique opportunity to examine the relation be-
tween alcohol consumption and major depression in a pro-
spective perspective. The NPHS target population included
household residents in al provinces, with the exclusion of
residents of Indian reserves, Canadian Forces bases, and
some remote areas (11). The NPHS contains a longitudinal
cohort which was reinterviewed in the 1996-1997 survey, 2
years after theinitial interview. Major depression was evalu-
ated using the Composite International Diagnostic Inter-
view—Short Form (CIDI-SF) inthe NPHS, whichwasderived
from the World Health Organization’s CIDI (12). The CIDI-
SF was developed and validated at the University of Michi-
gan (13,14) asamajor depression predictor for usein survey
research. Major depression, as defined in the NPHS, repre-
sents a purported 90% predictive cut-point for the CIDI-SF.
This cut-point correspondsto reporting 5 of 9 DSM-IV diag-
nostic criteria for major depression—the number of symp-
toms required to make the diagnosis—at least 1 of which
must be depressed mood or loss of interest. Therefore, this
choiceof acut-point can bejustified by itsfacevalidity for the
DSM-IV criteria(15). The same cut-point has been chosenin
previous studies (5,16,17). The NPHS also collected the in-
formation regarding alcohol consumption, such as any alco-
hol use, maximum amount of drinks on a single occasion,
frequency of drinkinginthe past 12 monthsprior to theinter-
view, and the average daily alcohol consumption in the week
before the interview (11).

This study investigates the relation between alcohol con-
sumption and major depression by comparing the incidence
of major depression among the cohorts classified by various
alcohol consumption variables.

Method

The members of the NPHS longitudinal cohort who did not
have major depression at the baseline (1994-1995 survey)
were included in this analysis. The longitudina cohort in-
cluded 15 670 respondentsfrom the baseline survey. Of those
who were eligible (over the age of 12 years, nonproxy inter-
view) and provided valid information (» = 13 071) at the
baseline, 12 290 respondents (94.0%) did not have major
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depression. These respondents were classified into cohorts
based on alcohol consumption statusin 1994-1995 and were
linked to the follow-up data collected in the 1996-1997 sur-
vey. Theproportion of these subjectswith amajor depressive
episode (MDE) identified in the follow-up interview was re-
garded as an incidence proportion in this analysis. Thus, the
incidence, as opposed to prevalence, of major depression in
various categories of drinkers, was evaluated.

Four separate analyses were conducted. In the first analysis,
subjects were classified into 2 cohorts by their drinking
status: drinking and no drinking. In the second analysis, sub-
jects were reclassified in terms of frequency of drinking at 2
levels: drinking every day and drinking less frequently than
every day. Inthethird part of theanalysis, subjectswere clas-
sified into 2 groups according to the maximum number of
drinks on a single occasion: having more than 5 drinks on at
least 1 occasion and having 5 drinks or lesson 1 occasion. In
the fourth part of the analysis, average daily alcohol con-
sumption was used to categorize the subjectsat 2 levels: hav-
ing more than 1 drink daily on average and having 1 drink or
less daily on average.

For each analysis, theincidence of major depression wascal-
culated in each group. Stratified analyses by sex, age, marital
status, employment status, income adequacy, long-term
medical conditions, antidepressant use, and perceived social
support were performed to detect possible effect modification
and confounding effects. In thisanalysis, 95% Clswere used
to judge whether the estimates of incidence were different
from each other. Although exploring more extreme patterns
of acohol consumption would have been interesting, the
sample size did not permit such analyses due to the small
numbers in the relevant groups in the general population.

In 3 of the 4 analyses, the nondrinkers were included in the
groups of drinking lessfrequently than daily, having 5 drinks
or lessonasingleoccasion, and having 1 drink or lessdaily on
average. Considering that the nondrinkers may have specific
characteristics, which may differ from the drinkers, analyses
2, 3, and 4 were repeated with the exclusion of the
nondrinkers.

Research personnel from Statistics Canada collected and
have maintained the NPHS data. Unlike the publicly avail-
able microdata files, the master file data were used for this
analysis. Theactua data(master files) arenot routinely avail-
able to the public because they are confidential. Statistics
Canada permits the use of “dummy files,” which have the
same data structure as the master files; however, the dataare
not meaningful. A remote access procedure was used to per-
formdataanalysis, after Statistics Canadaapproval. Thedata
analysis programswerewritten onalocal computer using the
dummy data and were submitted to Statistics Canada by E-
mail, as either SPSS syntax files or SAS command files. Sta
tistics Canadaran the programsusing the master files. For this
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Table 1. Description of the subjects in 1994-1995

Number (%)

Sex

Men 5547 (45.1)

Women 6743 (54.9)
Total 12 290 (100)
Ageinyears

12-24 2125 (17.3)

25-44 4670 (38.0)

45-64 3165 (25.8)

65+ 2330 (19.0)
Total 12 290 (100)
Marital status

Married or common law or partner 6710 (54.6)

Single 3244 (26.4)

Divorced or separated or widowed 2334(19.0)
Total 12 288 (100)
Employment

Currently working 6585 (56.1)

Currently not working 5160 (43.9)
Total 11 745 (100)

study, we used SPSS 9.0 (18) for the preliminary descriptive
analysis; we used the SAS (19) micros released by Statistics
Canada to calculate bootstrap variance estimates.

TheNPHSishased uponacomplex design, with stratification
and multiple stages of selection and unequal probabilities of
selection of respondents. Using data from such complex sur-
veyspresentsproblems, becausethe survey design and the se-
lection probabilities affect the estimation and variance
cal culation proceduresthat should be used. To account for the
effect of multistage sample selection, Statistics Canada de-
veloped bootstrap weightsfor thevariablesinthe NPHS data-
base and coefficient of variance tables (CV tables). Statistics
Canada suggests that investigators using the NPHS data
should apply either the bootstrap weightsor CV tables, sothat
parameter estimatesand their standard errorsarevalid. All in-
cidence rates and corresponding 95%ClIs reported in this
study were calculated using the bootstrap weights.

Toreleasetheresultsbased onthe NPHS data, Statistics Can-
ada set up release guidelines. Specifically, Statistics Canada
does not recommend the release of any estimates calculated
based on fewer than 30 sampled respondents. All the inci-
dence rates reported in this study meet this requirement. For
the weighted estimates based on sample sizes of 30 or more,
the sampling variability of the estimatesis determined by the
bootstrap coefficient of variancein this study. The estimates
marked in the tables with a superscript “b” indicate that the
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bootstrap coefficient of variance of the estimatesis between
16.6% and 33.3%. Thismeansthat high sampling variability
is associated with the estimates. Estimates were not reported
where the bootstrap coefficient of variance is greater than
33.3%.

Results

There were 12 290 respondents who did not have major de-
pression in 1994-1995. Table 1 presents the demographic
characteristics of these subjects. Of these subjects, 475 indi-
viduals (3.9%) did not provide valid responses for the major
depression predictor in 1996-1997. Respondents with miss-
ing dataweremorelikely to beage 65 yearsand over (62.5%),
to be unemployed (79.7%), and to have chronic illnesses
(77.1%). Compared with those without missing data, these
respondents were also more likely to be divorced, separated,
widowed (38.7%), and to have less social support (22.5%).
These respondents were not included in the analyses. Addi-
tionally, some subjects had valid information about major de-
pression in 1996-1997 but did not provide information
regarding alcohol consumption in 1994-1995. Where infor-
mation was missing for drinking status (n = 4), frequency of
drinking (» = 8), maximum amount of drinking onasingleoc-
casion (n = 103), and average daily al cohol consumption (n =
37), these subjects were not included in the analyses. Ulti-
mately, therewere 11 811 subjectsfor analysis1, 11 807 sub-
jectsfor analysis2, 11 712 subjectsfor analysis 3, and 11 778
subjects for analysis 4.

Table 2 presents the weighted estimates of incidence in each
group of the4 analyses. Asindicated by the 95% Cl's, the sub-
jectswho reported drinking inthe past 12 monthsdid not have
an elevated risk of major depression relative to those who re-
ported no drinking. The incidence of major depression in the
subjects who reported having more than 5 drinks on a maxi-
mal drinking occasion was not significantly different from
that in the subjects who reported having 5 drinks or lesson a
maximal drinking occasion. There was no evidence that the
subjectswho reported having morethan 1 drink daily on aver-
ageinthe past week prior to the 1994-1995 interview were at
a higher risk of major depression than those who reported
having 1 drink or lessin the past week. The incidence in the
daily drinking group was too imprecise to report because the
bootstrap coefficient of variance associated with thisestimate
isgreater than 33.3%. Theincidence of major depression was
3.5% (95% Cl, 3.1% to 4.0%) inthe group reporting nondaily
drinking.

Table 3 presents stratification by sex. Because of the high
sampling variability (bootstrap coefficient of variance
33.3%) associated with the incidence among the daily drink-
ersand those who reported having morethan 1 drink daily on
average, these specific estimates were not reported. The
stratified analyses showed no evidence that the lack of asso-
ciation was due to confounding effect by sex. The
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Table 2. Incidence of major depression in each group
Subjects with depression Total Incidence (%) 95% CI

Analysis1

Drinking 287 8976 33 29t03.8

Nondrinking 106 2835 4.3 3.3to54
Analysis 2

Daily drinking 1 484 Not reported® Not reported®

Nondaily drinking 382 11321 35 31t04.0
Analysis 3

> 5 drinks per occasion 112 3235 3.9 2.8t04.9

5 drinks or less 276 8477 35 3.0t03.9
Analysis4

> 1 drink daily 30 946 43 1.6106.9

1drink or lessdaily 362 10832 35 3.1t03.9

3Not reported because the bootstrap coefficient of variance is greater then 33.3%; °The bootstrap coefficient of this estimate is between 16.1 and 33.3%.

Table 3. Results of stratified analyses by sex

Incidence (95% CI)

Men Women

Anaysis 1

Drinking 25(1.8t03.1) 42(35t04.9)

Nondrinking 3.3(1.7 t05.0) 5.0(3.4t06.4)
Anaysis 2

Daily drinking Not reported® Not reported®

Nondaily drinking 25(19t03.1) 45(3.8t05.1)
Analysis3

> 5 drinks per occasion 29(17t04.2)° 6.4 (4.4108.3)

5 drinks or less 24(1.6t032) 41(3.5t04.8)
Anaysis4

> 1 drink daily Not reported® Not reported®

1drink or lessdaily 2.4(1.8t03.0) 4.4(38t05.1)

3Not reported because the bootstrap coefficient of variance is greater then 33.3%; "The bootstrap coefficient of this estimate is between 16.1% and 33.3%.

associations were stratified by the remaining demographic,
psychological, and clinical variables. There was no evidence
of confounding or effect modification by these variables.

Since acohol abstainers may differ from drinkers in risk of
major depression, analysis 2, analysis 3, and analysis 4 were
repeated with the exclusion of nondrinkers. Table 4 presents
the incidence of major depression in the 3 analyses groups.
Thefindings were consistent with the previous analyses. The
incidence of major depressioninthegroup having 5drinksor
lessonamaximal drinking occasionwas3.0% (95%Cl, 2.6%
to 3.5%) after the nondrinkers were excluded. This was not
significantly different from theincidencein the group having
more than 5 drinks on a maximal drinking occasion.

Table 5 contains the results of stratified analyses by sex with
the exclusion of nondrinkers. Because of the high sampling
variability (bootstrap coefficient of variance 33.3%), thein-
cidence among the daily drinkers and those who reported
having more than 1 drink daily on average was not reported.
There was atrend, however, suggesting that sex might be an
effect modifier in the relation between the maximum amount
of drinking on a single occasion and major depression. The
incidence among women who reported having more than 5
drinks on a maximal drinking occasion was 6.4% (95% Cl,
4.4% to 8.3%), and the incidence among women who re-
ported having 5 drinksor lesson amaximal drinking occasion
was 3.7% (95% Cl, 3.0% to 4.4%). Among men, the inci-
dencein respondentswho reported having morethan 5 drinks
on at least a single occasion was not significantly different
from that in those who reported having 5 drinks or lesson a
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Table 4. Incidence of major depression in each group with the exclusion of nondrinkers

Subjects with depression Total Incidence (%) 95% ClI

Analysis 2

Daily drinking 1 484 Not reported® Not reported®

Nondaily drinking 276 8488 33 2.8t03.7
Analysis 3

> 5 drinks per occasion 112 3235 3.9 28t04.9

5drinks or less 170 5642 3.0 2.6t035
Anaysis4

> 1 drink daily 30 946 43 1.6106.9

1 drink or lessdaily 250 7997 32 2.8t03.6

3N ot reported because the bootstrap coefficient of variance is greater then 33.3%; "The bootstrap coefficient of this estimate is between 16.1% and 33.3%.

Table 5. Results of stratified analyses by sex with the exclusion of nondrinkers

Incidence (95% ClI)
Women

Analysis 2

Daily drinking Not reported® Not reported®

Nondaily drinking 23(L7t028) 43(36105.0)
Analysis 3

> 5 drinks per occasion 29(1.7t04.2)° 6.4 (4.4108.3)

5 drinks or less 2.0(1.3t027) 3.7(3.0to4.49)
Analysis4

> 1 drink daily Not reported® Not reported®

1 drink or less daily 21(16t02.7) 4.2(35t04.9)

3Not reported because the bootstrap coefficient of variance is greater then 33.3%; The bootstrap coefficient of this estimate is between 16.1% and 33.3%.

single occasion. Additional stratified analysis found no evi-
dence that other variables confounded these associations.

Discussion

This study demonstrates that alcohol consumption at the lev-
elsevaluated wasgenerally not associated with major depres-
sion in the general population. There was no indication that
the null results were due to confounding by demographic,
psychological, and clinical variables. Thesefindingsare con-
sistent with previous community-based follow-up studiesin
the literature (6,7). Nevertheless, this analysis extended our
knowledge about the etiology of depressive disorders by
evaluating the impact of acohol consumption at various lev-
€els on the incidence of major depression rather than preva
lence or depressive symptoms.

This study’ sfindings apparently contradict those from cross-
sectional studies using community-based (1,2,5) and clinical
samples (20-23). These studies indicate a strong association
between alcohol consumption and major depression or de-
pressive symptoms. Itisunlikely that the nonsignificant asso-
ciations observed in this analysis were due to the thresholds

chosen for the alcohol-consumption indices. These cut-off
points were chosen in this analysis because a previous study
using these data showed that subjects who reported alcohol
consumption within these levels had a homogeneous risk of
major depression (24). Subjects who reported extreme drink-
ing patterns might have an elevated risk of major depression.
Our analysis, however, could not definitely confirm this be-
cause the estimates that were calculated based on subjects
with extreme drinking patternswere not precise. But apossi-
ble explanation about the nonsignificant associationisthat al -
cohol consumption at these exposure levels may not directly
cause magjor depression, although it may affect the prognosis
of major depression. More specifically, alcohol consumption
may prolong the duration of the MDE. Sinceprevalenceisap-
proximately proportional to the product of incidence and dis-
ease duration (25), apoor prognosis for major depression in
drinkers could explain the phenomenon of strong association
in cross-sectional studies but no association in incidence-
based follow-up studies. Another possible explanation could
bereversecausation. A past history of major depression could
lead to some proportion of the excessivedrinking observedin
1994-1995.
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Since the exposure variables used in this study were unidi-
mensional measurements of alcohol consumption, it is cer-
tain that the cohorts classified by these variables overlapped.
For instance, some frequent drinkers might consume a small
amount of acohol each time; whereas, some infrequent
drinkersmight drink alarge amount of alcohol onasingleoc-
casion—especially among young people (26). We performed
a series stratified analyses to eval uate the combined impacts
of frequent drinking, high daily average consumption, and
high maximum number of drinks on a single occasion. The
lack of association between alcohol consumption and major
depression persisted, despite alternative classification of the
cohorts.

This analysis suggested, but did not confirm, that sex might
be an effect modifier of the relation between maximum
amount of drinks on asingle occasion and major depression.
An effect of thisnatureis plausiblefrom abiological perspec-
tive. Men and women, on average, have different body mass
and body water volume (27). Hence, the samevolumeof alco-
hol consumption may have a greater biological impact on
women. The findings of this analysis suggest that women
may be more vulnerable to the depressive impact of alcohol
consumption than men. It isalso possiblethat womenwhore-
ported having more than 5 drinks on a single occasion may
haveahistory of major depression, wherein the episodeswere
not detected in the 1994-1995 survey because none had oc-
curred in the preceding year.

From a biological point of view, at low levels of aco-
hol—blood concentration, alcohol may act asacentral nervous
system stimulant. At higher levels of blood—al cohol concen-
tration, alcohol may act as a central nervous system depres-
sant (28). Increasing consumption levels may increase the
chance of depression (29), but we are more likely to encoun-
ter such high consumption levelsin clinical settings than in
thegeneral population. Therefore, the possibility that alcohol
consumption is part of a causal mechanism involving major
depression in some contexts should not be discounted based
on these findings. The results of studies conductedinclinical
settings cannot necessarily be generalized to the population
asawhole, and the reverseis also true.

There are some weaknesses in this analysis. First, since suc-
cessful follow up waslessthan 100%, bias may have resulted
from incompl ete follow-up data. We compared the 475 sub-
jectswho did not have valid information regarding major de-
pression status in 1996-1997 with those without missing
data. The 2 groupswere not substantially different interms of
alcohol consumption status. This does not exclude the possi-
bility of bias, but it provides some reassurance that the sub-
jects with incompl ete data resembled the remaining subjects
in terms of alcohol consumption. Second, CIDI-SF isabrief
predictor, which may introduce misclassification of major
depression relative to the full CIDI. Third, the term “inci-
dence” used in this analysis is not identical to the
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Clinical Implications
- Variousindices of alcohol consumption are not associated with ma
jor depression in a 1-year period, 2 years later.

- Womenwho reported having morethan 5 drinkson amaximal drink-
ing occasion displayed atrend toward an elevated risk of major de-
pression.

- Theanalysisdid not suggest that the findings were due to confound-
ing by demographic, psychological, and clinical variables.
Limitations

- The NPHS survey relied on self-report measures of acohol con-
sumption; data concerning diagnostic comorbidity were not evalu-
ated.

- TheNPHSdataset did not provide past historiesof major depression
and alcohol consumption.

- Duetoinfrequency within the general population, extreme drinking
patterns could not be explored.

conventionally used term. The CIDI-SF measures major de-
pression occurring in the past 12 months, and major depres-
sionwasevauated every 2 yearsinthe NPHS. Therefore, the
major depression status during the year following the
19941995 survey was unknown. Further, although this
analysis found that alcohol consumption did not predict ma-
jor depression during this follow-up period, this could not
rule out the possibility that alcohol consumption was associ-
ated with major depression beyond this2-year period. Fourth,
history of major depression was not controlled in this analy-
sis, duetolack of availableinformationintheNPHS dataset.

Thisanalysiswas one of thefew longitudinal studiesinvesti-
gating the relation between alcohol consumption and major
depression, using alarge and representative community sam-
ple. Wedid not find astrong associ ation between al cohol con-
sumption levels and major depression in this prospective
analysis. Women who reported having morethan 5 drinks on
a maximal drinking occasion may have an elevated risk of
major depression. Reversetemporal effectsin the case of the
possible association in women could not be entirely ex-
cluded, however.
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Résumé— Consommation d’alcool et dépression majeure : résultats d’une étude de suivi

Objectif : Déterminer si la consommation d’alcool prédit des épisodes de trouble dépressif majeur (TDM) dans la population gé-
nerale.

Meéthode : Les répondants sans dépression (n = 12 290) de la cohorte longitudinale de I’Enquéte nationale sur la santé de la
population (ENSP) ont été classés en cohortes selon la consommation d’alcool, la fréquence de la consommation, le nombre
maximum de verres en une occasion de consommation maximum et la consommation quotidienne moyenne, selon les données re-
cueillies dans ['enquéte de 1994-1995. La fréquence de la dépression majeure, ultérieurement en 1996-1997, a été évaluée et
comparée entre les catégories de buveurs.

Résultats : Les répondants qui ont déclaré consommer de [’alcool, consommer chaque jour, boire plus de 5 verres lors d 'une oc-
casion de consommation maximum, et boire plus d’un verre en moyenne chaque jour n’étaient pas a risque élevé de dépression
majeure. Une tendance des données indiquait que les femmes qui déclaraient boire plus de 5 verres lors d 'une occasion de con-
sommation maximum pouvaient étre a risque plus élevé de dépression majeure. Aucune preuve de facteur confusionnel ou de
modification de I’effet par des variables démographiques, psychologiques et cliniques n’a été établie.

Conclusion : Dans un échantillon de la population générale, les niveaux de consommation d’alcool n’ont pas été associés avec la
dépression majeure. Toutefois, boire plus de 5 verres lors d’une occasion de consommation maximum peut étre associé a un
risque accru de dépression majeure chez les femmes. Les modéles extrémes de consommation d’alcool, qui tendent a caractériser
les échantillons cliniques, sont associés a la dépression. Ces modeles de consommation sont toutefois relativement rares dans la
population générale, et la présente analyse manquait peut-étre de [’efficacité nécessaire pour détecter ces associations.



REVUE

Le concept francais d’athymhormie de 1922 a nos jours

Jean-Pierre Luauté, MDY, Olivier Saladini, MD?

Le concept psychiatrique d’athymhormie (perte de l’élan vital et de [’affectivité) a été créé au début du 20e siecle en France, ou
son usage était resté confiné jusqu’a ce qu il soit heureusement repris par des neurologues, essentiellement francophones. Pour
ses auteurs, M Dide et P Guiraud, il désignait une entité autonome, héritiere de la « démence précoce » dont ils n’acceptaient pas
le remplacement par une « schizophrénie » aux limites floues. Par la suite, ce terme désignera pour eux et, jusqu’a nos jours pour
la majorité des psychiatres frangais, le noyau fondamental des formes déficitaires de psychoses. Le terme d’athymhormie (ou
perte d’auto-activation psychique) est actuellement aussi utilisé en neurologie pour désigner les conséquences comportementa-
les et affectives de lésions acquises des noyaux gris et plus généralement d 'un circuit assimilé a la « boucle limbique ». Toutefois,
la question se pose de la réalité phénoménologique des troubles correspondants et de I'intérét d 'une méme appellation. Au terme
de cette revue, il est conclu que méme si les tableaux dans lesquels I’athymhormie s ’insére en clinique psychiatrique et neurolo-
gique sont bien différents, le choix d 'un méme terme se défend dans le cadre d 'une approche neuropsychiatrique renouvelée et
symptomatique. L objectif d une telle approche est de rechercher en quoi certains symptomes, communs ou similaires, pour-
raient représenter le déficit d’une fonction physiologique que I’on suppose ici étre celle de la motivation.

(Rev can psychiatric 2001 ; 46 : 639-646)

Mots clés: athymhormie, schizophrénie déficitaire, perte d’auto-activation psychique, neuropsychiatrie, motivation

e terme frangais « athymhormie » a été introduit dansla Historique

terminol ogie médicale pour décrire un aspect fondamen-
tal des psychoses déficitaires, et il reste toujours utilisé dans L e néologisme « athymhormie» (1) aétécrééen 1922 par les
ce sens par les psychiatres francais. Toutefois, I usage de ce psychiatres Maurice Dide et Paul Guiraud apartir du privatif
mot a été repris ces dernieres années en clinique neurolo- latin a et de deux mots grecs, I’ un thumos qui signifie I’ hu-
gique, surtout francophone, pour désigner un trouble majeur meur, |’ autre hormé dont le sens est moins connu. Le mot
du comportement et des affects observé le plus souvent ala hormé, formé apartir du verbe « or paw » qui veut direaller
suite de | ésions sous-corticales minimes. vers|’ avant ou se précipiter était dgjautilisé par les Stoiciens.

Sasignification est tresriche car il désignel’impulsion, mais
également I’ appétit, latendance (2). |1 est remarquable quece
terme ait été réutilisé presque au méme moment au début de
ce siecle par des auteurs qui ne se connaissaient pas : hon

Cette présentation de I’ athymhormie sera surtout historique
mais nous amenera a aborder, in fine, les deux questions
suivantes: 1) lestroublesainsi désignés, en neurologieet psy-

chiatrie, sont-ilsdemémenatureet ont-ilsalorsvaleur desyn- | Dideet Guiraud mai i par MacDouaall (3
drome? 2) si ce syndrome représente un déficit de la seulement par Dideet Guiraud maisauss par MacDougall (3)

motivation, des hypothéses testables peuvent-elles étre qui Fianssgtheonehorm[qL'JeIedeﬂmssatcommeun proces-
proposées? sus intentionnel propre al’homme, et par Von Monakow et

Mourgue (4) pour lesquelsil représentait la tendance primi-
tivepropulsivedel’ &revivant, la« matricedesinstincts». En
utilisant ce terme, tous ces auteurs se rattachaient a la tradi-
tion vitaliste et le mot hormé est ainsi proche du concept d «

Manuscrit regu en novembre 1999, rédigé, et acceptéaux finsde publication €élan vital » développé par Bergson (5).
en fevrier 2001. ]
Imédecin chef, Service de psychiatrie générale 26 G 02 Etablissement Pub-

lic de Sant€ 26102 Romans, France. .y La création par Dide et Guiraud du terme « athymhormie »
praticien hospitalier, Service de psychiatrie générale 26 G 01 Etablisse- . dait aplusi biectif . dui I e

ment Public de Santé 26241 Saint- Vallier, France. repondait ap u_s' eursp jectifs. Enintro _wsau it ! Expression «
Adresse pour tirés d part : D" JP Luauté, Service de psychiatrie générale 26 athymhormie juvénile » dés les premiéres lignes de leur

GO 2 Etablissement Public de Santé Romans, France chapitre sur la démence précoce (DP) de leur manuel de
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psychiatrie (1), Dide et Guiraud proposaient d' abord cette ex-
pression pour remplacer letermede DPintroduit par Kragpe-
lin (6), lequel leur paraissait « inadéquat ». Lacondamnation
du terme de DP n'était pas originale et Dide et Guiraud
suivaient en celala majorité des psychiatres de leur époque
qui estimaient que la maladie ainsi désignée n’ évoluait pas
vers une démence, au sens spécifique ou ce terme était em-
ployé et qui est celui que nous utilisons toujours (pour Krag-
pelin, la DP n’était en réalité qu’ une pseudo ou
para-démence).

Dide et Guiraud voulaient surtout empécher le remplacement
du termede DP par celui de schizophrénie, qui avait tendance
as'imposer. Ainsi ¢’ est contrelaschizophréniedeBleuler (7)
guel’ « athymhormiejuvénile » aété créée, car laschizophré-
nie de Bleuler d’ une part rassemblait, selon Dide et Guiraud,
une«fouled affectionsdisparates », et d’ autre part proposait
pour cette affection une conception psychogéeneinspiréedela
psychanalyse, ce qui paraissait « inadmissible » a Dide et
Guiraud.

Avec le terme d' « athymhormie juvénile », Dide et Guiraud
proposai ent une définition plus précise du trouble fondamen-
tal de la DP Leur description va en effet mettre I’ accent sur
son noyau méme: « |’ affection se caractérise par un fléchisse-
ment d’ emblée et précoce des sources instinctives de lavie
mentale...; I’ affaiblissement de I’ élan vital et de I’ affectivité
étant |I’éément nécessaire et suffisant pour caractériser la
maladie ». L’athymhormie constituait ainsi un « syndrome
minimum essentiel » comprenant, selon lesauteurs, une série
de symptdmes fondamentaux (désintérét, inertie, fléchisse-
ment des sentiments affectifs, ambivalence, sentiment péni-
ble d’étrangeté) auxquels s gjoutaient des symptdmes
secondairestelsquetroublesintellectuels, délires, troublesde
I activité motrice et troubl es physiques. Les symptdmes dela
DP, renommée « athymhormie juvénile », correspondaient a
une organisation hiérarchisée apartir d’ un déficit fondamen-
tal (I’athymhormie). On retrouve ici la fagon dont Bleuler
avait lui-méme ordonné les symptdmes de la DP, renommeée
par lui « groupe des schizophrénies », mais a partir d’ un tout
autre trouble fondamental : la Spaltung. Ce n’est donc pas
dans cette construction que réside I’ originalité de I' athym-
hormie mais dans son étio-pathogénie, car les auteurs at-
tribuaient ce trouble a « I'involution élective de groupes de
cellulesdu systeme sympathique situésau niveau delarégion
sous-optique et comprenant notamment le locus niger mais
aussi le putamen et le noyau caudé ». L’ atteinteintellectuelle
leur paraissait secondaire et liée al’ extension des Iésions au
cortex cérébral notamment frontal. Ils s opposaient de la
sorte ala conception, défendue par Klippel et Lhermitte (8),
d’ une atteinte corticale primitive au cours de la DP.
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Le concept d' athymhormie correspondait ainsi a un modéle
anatomo-clinique classique. |l s agissait pour ses auteurs
d' une maladie de I’ encéphale, et plus précisément du dien-
céphale, et I’ on comprend leur refus d’ abandonner laconcep-
tion d'une psychose déficitaire juvénile, d origine pour eux
organique (laDP), au profit d’ une schizophrénie psychogéne
et aux limites floues (les auteurs simplifiaient la pensée de
Bleuler qui n’éiminait nullement une origine organique ala
schizophrénie).

Lavolontéde sauvegarder lanotion d’ une maladiedéficitaire
juvénile ne serajamais abandonnée par les auteurs méme si
par la suite ce sera le terme d’ hébéphrénie (9) qu'ils utilis-
eront pour ladésigner. Quant au terme d’ « athymhormie », il
vatoujours désigner pour eux le déficit psychopathol ogique
fondamental caractérisant cette affection (I’ hébéphrénie).

Dide et Guiraud, comme d’ autres grands psychiatres de cette
époque, avaient une formation et une pratique de neurolo-
giste, d’ anatomiste et de neuropathologiste.

Dide avait décrit en 1902, avec Botcazo, un syndrome
d’amnésie occipitale qui porte leur nom (10) et reste connu
desneurologues. Sarencontreavec Guiraud fut décisiveence
qui concerne I’ athymhormie et surtout |’ affirmation que ce
syndrome clinique relevait de Iésions neuropathol ogiques
précises a localisation sous-corticale. Ma heureusement les
auteurs, en se montrant si affirmatifs, faisaient plus état de
leur conviction et de « travaux en cours » que de travaux pub-
liés et reproduits. Dide poursuivait depuis des années des re-
cherches de corrélations clinico-biologiques entre les signes
physiques végétatifs de laDP et des|ésions du systéme sym-
pathique (11). En 1920 il avait présenté avec Guiraud un
procédé de coloration électif des granulations lipoides cellu-
laires(12) graceauquel ilsavaient puaffirmer qu'il existait au
niveau des noyaux gris une dégénérescence granulo-
graisseuse, et que ce type de Iésion se retrouvait, mais de
facon secondaire, au niveau du cortex chez ces mal ades.

Dide continua ses recherches dans cette voie et en 1926 il
publia, dans la Revue Neurologique, une note préliminaire
sur ceslésionscellulaires du sympathique qui lui paraissaient
confirmer la théorie d’une « essence végétative de la DP,
maladie de I’ élan psycho-génétique » (13). Dans saderniere
publication en 1939, qui fait lasynthése detous sestravaux, il
continuait aaffirmer, apartir d’ une centaine de cas d’ athym-
hormie vérifiés, laréalité delésions cyto-dystrophiques neu-
rovégétatives diencéphaliques (14). Sur lavie et I’ euvre de
Dideon pourraconsulter I ouvragedeMangin-Lazarus(15).

Guiraud de son cbté sintéressait aux analogies entre les
manifestations neurologiques de certaines affections céré-
brales démontrées et certains symptdmes de laDP, et il avait
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€té attiré par le modéle représenté par |’ encéphalite Iéthar-
gique (16,17). La fréguence des états catatoniques que I’on
pouvait y observer lui paraissait confirmer I’ origine sous-
corticale des grands syndromes mentaux. Dans son opus
magnum, Psychiatrie générale (17), Guiraud développa
longuement sa conception d’un psychisme sous-cortical et
d'un « systeme hormothymique » ainsi que la notion dérivée
d’un « éprouvé vital continu » correspondant a un sentiment
d’ étre non conscient, par rapport aun constaté réflexif et con-
scient. Dans cet ouvrage et dans la derniére édition de son
traité en 1956 (18), il distinguait dans I"athymhormie trois
composantes : 1) I’ anhormie correspondant au fléchissement
du dynamisme vital instinctif, auquel il attribuait un réle di-
rect dans I’hébéphrénie ; 2) I'athymie qui correspondait a
I’ aspect subjectif du méme phénomene ; 3) une composante
effectrice dont le défaut expliquait I’ inertie de ces malades.

Malgréleseffortsde Dide et Guiraud, letermede schizophré-
nie va s imposer en France car il était défendu par de jeunes
psychiatres liés au mouvement de la psychiatrie dynamique
alors en plein essor (19). On soulignera ici I’influence
d Eugene Minkowski, éléve de Bleuler et de Bergson, qui
avait développé dans sa these (20) I'idée qu'il existait, au
cours de laschizophrénie, un trouble fondamental qu’il avait
pour sa part appelé « perte de contact vital avec la réalité »
mais qu'’il reconnaissait proche del’ athymhormie de Dide et
Guiraud. Privé del’ adjectif juvénile et ne désignant plus une
maladie mais un symptéme fondamental, le terme d' athym-
hormie va néanmoins rester vivace en France pour définir,
surtout au cours desformes hébéphréni ques delaschizophré-
nie, un noyau déficitaire fait de froideur émotionnelle, d'in-
différence et de dévitalisation, et il est ainsi décrit dans tous
les manuels francais actuels de psychiatrie (21-23).

Reprise du terme en neurologie

L’ intérét porté au concept d’ athymhormie a été renouveléen
1988 quand deux neurologues, Habib et Poncet (24), pub-
liérent danslaRevue Neurologiqueunarticleouilsutilisaient
ce terme pour désigner le tableau comportemental trés par-
ticulier réalisé par deslésionslacunairesdescorpsstriés, mais
également attribuable a des|ésions bi-pariétales et frontales.
L etableau comportait, selon les auteurs, lestrois aspects cor-
respondant a la définition de I’ athymhormie selon Guiraud
(1956), a savoir une composante anhormique faite d' une
perte spécifique de désir et d’intérét pour les préoccupations
et motivations antérieures, une composante athymique avec
perte du sentiment subjectif del’ « éprouvé » agréable ou dés-
agréable d’une situation, et une composante effectrice re-
sponsable d’ une perte de la spontanéité avec dépendance et
passivité. Un point essentiel était que ce trouble était isolé,
sans détérioration intellectuelle notable et sans dépression.
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Les auteurs estimaient que le fait que ce tableau clinique
puissesurvenir alasuitedelésionscérébralesdesiegesdivers
soutenait I"hypothése d’'un circuit fonctionnel unique, qui
d apres eux correspondait au systeme hormothymique de
Guiraud. Cecircuit fonctionnel était assimiléalabouclelim-
bique de Nauta (25), laquelle oppose le striatum dorsal (ou
moteur) aun striatum ventral (ou limbique) ici impliqué. La
boucle limbique correspond & un circuit reliant |’ aire cingu-
laire antérieure du cortex frontal alapartie ventrale du noyau
caudé, mais ce striatum ventral recoit aussi de nombreuses
afférences de divers ééments constitutifs du systéme lim-
bique et projette sur le pallidum ventral puis|e noyau médio-
dorsal du thalamus, mais également sur d’ autres structures :
noyau amygdalien, airetegmentale ventrale. Lesauteurs rap-
prochaient le comportement de leurs malades de celui de pa
tients atteints d’ hébéphrénie tout en soulignant, d’ une part,
que |’ apathie, le désintérét et |’ apragmatisme appartiennent
classiquement au syndrome frontal, qu’il soit acquis ou pro-
voqué, et d autre part, quedestroublesdel’ affectivitéet dela
motivation sont des caractéristiques des démences sous-
corticales. Habib et Poncet, en présentant leurs cas, avaient
signalé I'importance des travaux antérieurs de Laplane et
autres. (26,27) qui avaient décrit, dés 1981-1982, sous le
terme de perted’ auto-activation psychique (PAAP puisPAP)
un tableau similaire survenant lors de lésions bilatérales du
pallidum, mais aussi lors de lésions frontales. Avec ceterme
de PAP, Laplane tenait a souligner deux aspects comporte-
mentaux essentiel sde son syndrome, asavoir d’ unepartl’im-
possibilité d’ accomplir spontanément des actes qui étaient
par ailleurs parfaitement exécutés sur ordre, et d’ autre part le
fait que cesmaladesqui, lai ssésaeux-mémes, sont inertes dé-
crivent un état de vide mental. Ce syndrome pouvait aussi
comporter, selon Laplane et autres, des phénomenes obses-
sionnels parfois au premier plan.

De nombreux auteurs, surtout frangais (pour une revue voir
28), ont décrit les années suivantes des tableaux semblables
utilisant soit letermed’ athymhormie, soit celui de PAPtandis
gue Habib et Laplane et Dubois (29) poursuivaient une con-
troverse fructueuse sur I’ utilisation de ces deux termes. Lap-
lane (30) soulignait notamment laval eur heuristique duterme
dePAP, insistant sur laremarquableréversibilité destroubles
cognitifs mais également affectifs sous I’ effet d’ une hétéro-
activation. Dans sa conception des rapports cerveau-pensée
(32), il sousentend qu’ un systémede «|’ action et delapensée
», par ailleurs intact et probablement localisable aux parties
les plus nobles du cerveau (dont le lobe frontal) n’est plus
actif.

Habib, dans ses derniers travaux (28) et a partir, soulignons-
le, des mémes situations cliniques, a entrepris une étude
neuro-psychologique et neuro-anatomique de la motivation.
Il en conclut que I'origine du syndrome athymhormique
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serait unepertedelasignification affectivedesstimuli, ¢’ esta
dire delamotivation. Celle-ci dépendrait alafois de besoins
internes primaires, dont lesrenforcements positifs sont innés,

autant que des stimuli de I’environnement créant I'envie
d’agir (incentive stimuli des Anglo-Saxons). L’ auteur, en ac-
cord avec destravaux contemporains, fait une part essentielle
al’amygdale et a ses connexions avec le striatum limbique
tout en reconnaissant d’ une part le réle du mésencéphale en
tant qu’il est réservoir dedopamine (DA) et d’ autre part, cel ui

des neurones dopaminergiques qui ne modulent leur activité
que lorsque le stimulus a une signification (un intérét). Pour
lui, le syndrome athymhormique est ainsi un trouble spéci-
fique delacapacité dessujetsaconvertir leur affect en action,

et il souligne que « I' attribution a des Iésions cérébrales de
troubles spécifiques de lamotivation constitue une contribu-
tion récente de la neurologie clinique, principalement fran-
cophone, au domaine des neurosciences et ala connaissance
du substrat cérébral desfonctionsmentales» (28). Par rapport
ala conception de Laplane, M. Habib défend I'idée que les
structures critiques intervenant dans la pensée ne sont pas
corticales (récentes) mais sous-corticales (archaiques). On
voit lacontinuité avec |’ euvre de Guiraud (17).

Situation actuelle

Si nous voulons maintenant essayer de répondre aux ques-
tions que nous nous étions posés, il semble bien quele déficit
spécifique du comportement et des affects que I’ on observe
apres des |ésions circonscrites des noyaux gris constitue une
réalité phénoménologique indiscutable, et cela, quelle que
soit la fagon dont on le nomme : PAP, athymhormie, voire
méme aboulie ou apathie selon Habib (28). Tousles cas pub-
liés correspondent ades atteintes bilatéral es, maisqui ne sont
pas forcément symétriques ni de méme nature. Ces constata-
tions anatomiques s'intégreraient bien a I hypothése selon
laquelle le syndrome athymhormique serait lié al’interrup-
tion bilatérale, aun niveau quel conque, d un circuit qui serait
celui de la motivation (Habib) ou de la volonté (Laplane).
Toutefois, la question se pose du réle respectif de la partie
gauche ou droitedececircuit avec I hypothese selon laquelle
C'est I’ atteinte delapartie gauche qui serait responsable, chez
les droitiers, de |’ aspontanéité verbale (32,33).

Si nousrevenonsalapsychiatrie, I' « athymhormiejuvénile»
de Dide et Guiraud paraissait avoir complétement disparu,
englobée dans la schizophrénie et « vaincue » par elle. Il est
remarquabl e que des travaux contemporains, Nous pensons a
ceux de Carpenter et del’ école de Baltimore (34) réhabilitent
et défendent laréalité d’ une entité négative primaire (' est a
dire excluant le rdle de la dépression et de I’ effet des neuro-
leptiques), qu'ils incluent cependant a titre de sous groupe
danslaschizophrénie (35). Cetteforme négative primaire au-
rait, selon Ribeyre et autres (36), une base biochimique
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spécifique (hypoactivité dopaminergique) qui, si €elle était
confirmée, redonnerait du poids a une individuaisation de
cette forme, par rapport ala schizophrénie.

Mais la dopamine n’est probablement pas seule en cause.
Dans une étude menée auprés des psychotiques sur I’ activité
de I'enzyme de synthése de |’adrénaline, la
phényléthanolamine-N- méthyltransférase (PNMT), N Kopp
et autres (37) ont constatéil y aquel ques années une baisse de
I activité de synthese de cette enzyme, au niveau du nucleus
accumbens et de la substantia perforata posterior. N Kopp et
autres faisaient alors le rapprochement avec I’ étude de Dide
(13) qui découvrait avec les méthodes histologiques clas-
siques une perte de neurones dont la morphologie évoquait a
I"auteur une nature sympathique, dans la région interpédon-
culaire, qui correspond alasubstantia perforataposterior et a
Iaire A 10 (laquelle est le siége, on le sait maintenant, des
corps cellulaires dopaminergiques méso-limbiques). On sig-
naleraici que plusieurs constructions théoriques concernant
laschizophrénie ont impliqué les noyaux gris(38,39) ou |’ at-
teinte de circuits les impliquant (40,41). Si aucune ne S est
imposée, N’ est-ce pas parce que cestravaux concernaient non
pas une réalité clinique limitée, mais un ensemble bien trop
vaste et finalement douteux : la « schizophrénie »(42)?

Quant al’ « athymhormie», entant que noyau symptomatique
des formes déficitaires, on ne pourra pas s empécher de la
rapprocher des symptomes négatifs précédés également du
privatif a,isolés par Andreasen et autres (43) au sein des for-
mes déficitaires de la schizophrénie. Ces symptomes :
avolition-apathie, anhédonisme-associabilité, alogie et sur-
tout émoussement affectif ne font que reprendre de fagon
détaillée la notion d’ athymhormie. La différence, ¢’ est que
Dide et Guiraud avaient I’ambition de découvrir un trouble
fondamental, dont tous|es autres symptémes de laDP décou-
laient, et qu'ils proposaient pour ce trouble un site [ésionnel.
Les classifications en vigueur, DSM 1V et CIM 10, ont
adopté, on le sait, une position bien différente puisqu’elles
sont, en principe, athéoriques et quele diagnostic ne s appuie
plus sur un « maitre symptéme », mais sur un ensemble de
troubles, peu ou pas hiérarchisés. Ces classifications restent
imprégnées d'une conception anorganique des psychoses,
puisque leurs critéres devraient faire rejeter le diagnostic,
guand on découvre une atteinte cérébrale manifeste.

Un méme syndrome ?

Mais peut-on utiliser le méme mot, athymhormie, pour
désigner destroublespsychiatriqueset neurol ogiquesdont on
affirmerait ainsi I'identité, selon nous? Certes, |’athym-
hormie des psychiatres et celle des neurologues s'integrent
dans des tableaux cliniques bien différenciés qui correspon-
dent aladistinction classi que entre mal adies neurol ogiques et
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maladies psychiatriques (44). Toutefois, le schématisme de
cette distinction s estompe avec lamise en évidence ces der-
nieres années, au cours des psychoses, d’anomalies céré-
brales morphologiques mais surtout fonctionnelles (dont
I’ évolution n’ est pastoujoursréversible), ce qui pourrait con-
stituer aterme le support des aspects déficitaires stables que
I’on redécouvre. C'est surtout le renouveau d’'une pensée
neuropsychiatrique (mouvements de la neurologie des com-
portements, de laneuropsychiatrie cognitive) qui adémontré
tout I'intérét que représentent certains symptdémes (ou syn-
dromes) communs aux deux spécialités, car ils peuvent signi-
fier le déficit de capacités comportementales et
fonctionnelles physiologiques, et répondre ainsi aune méme
pathogénie. Parmi ces syndromes, |’ athymhormie occuperait
une place de choix, si €elle représente bien le déficit d’ une
fonction précise, qui est celle de lamativation. L’ hypothéese
selon laguelleil existerait, au cours d’ affections démontrées
del’ encéphal e et au coursde certaines psychoses, une atteinte
anatomique lésionnelle ou fonctionnelle d'un circuit neu-
ronal support de la motivation peut d§afaire |’ objet de tra-
vaux derecherche enimagerie cérébrale. Sur le plan clinique
et comportemental, des échelles d’ évaluation ont été propo-
sées (45,46) pour mesurer I'intensité des symptdmes de
I’athymhormie. Enfin, le déficit spécifique de certains neu-
romédiateurs (ou modul ateurs) qui a été suppose (47) ou con-
staté (35) mériterait d'étre vérifié, ce qui permettrait de
comprendre |’ effet favorable de certaines thérapeutiques et
d’en proposer de nouvelles.
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Abstract — The French Concept, “Athymhormie” from 1922 to the present

The psychiatric concept of athymhormie (loss of vital force “élanvital” and affectivity) was developed at the beginning of the 20th

century and used exclusively in France, until it was fortunately adopted by mostly French-speaking neurologists. The authors of
the concept, M Dide and P Guiraud, considered the term an independent entity, an heir to dementiapraecox, for which they did not

like to substitute a “schizophrenia’ with blurry boundaries. This term then came to mean to them, and to most French psychia-

trists to this day, the basic core of psychosis’ deficient forms. The word athymhormie (or loss of psychic self-activation) is now

also used in neurology for the behavioural and emotional consequences of lesions caused on basal nuclei and, more widely, of a

circuit associated with the limbic loop. However, the phenomenological reality of the associated disorders and the relevance of
the same name can be questioned. This review concludes that although the settings—in a psychiatric or a neurologic

clinic—where athymhormie takes place are very different, the choice of the same name is justified in a renewed and symptomatic

neuropsychiatric approach. The objective of this approach is to explore why some symptoms, common or similar, could represent
the lack of a physiological function, presumed here to be motivation.
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Treating Psychosis: Is There More to Early Intervention than
Intervening Early?

Ashok M Malla, MBBS, FRCPC, MRC Psych!, Ross MG Norman, PhD, C Psych?

While the possibility of early intervention following the initial onset of psychotic disorders such as schizophrenia is an exciting
development, a closer examination of the nature and content, as well as the timing, of treatment is required for this new approach
to be successful. Modification and integration of diverse treatments need to be empirically investigated for their potentially
greater effectiveness in patients who are, in general, much younger, naive to the mental health system, and possibly capable of full
integration into society. Reducing delay in treatment initiation may be complex, may involve adopting early identification strate-
gies, and may pose significant systemic and conceptual challenges. The 2 aspects of early intervention—integration of phase-
specific treatments and early case identification—need to go hand in hand to ensure that another opportunity will not be missed in
our efforts to improve the outcomes of these most serious of all mental disorders.

(Can J Psychiatry 2001; 46:645-648)
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ecent years have seen much enthusiasm about the possi-

ble benefits of early intervention in cases of psychosis
(1-3). Thisistheresult of evidence supporting an association
between delayed treatment and such aspects of short-term
outcome (at least) astherate, timing, and level of remission
(4), thelevel of subsequent negative symptoms, and some as-
pectsof quality of life (2). Inarecent review of theliterature,
Norman and Malla (5) concluded that, notwithstanding sev-
eral methodological issues and several studies reporting
negativeresults(6,7), thereisastrong relation between dura-
tion of untreated psychosis (DUP) and short-term outcome.
An early-intervention strategy is also likely to have been
spurred by recent advances in pharmacologic treatment (8),
an ever-increasing shift in the care of those with serious men-
tal illnessto the community, and an emphasis on disease pre-
vention in general (9).

There are, however, several issues that need close examina-
tion when clinicians attempt to incorporate early intervention
of psychosis into their practice. Essentially these issues
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revolve around the question, “Is early intervention anything
morethan providing treatment earlier than usual ?” Thisques-
tion forcesusto examine 2 issuescentral to early treatment of
psychosis, namely, its content and timing.

Nature and Content of Treatment

Studies that provide empirical evidence for integration of
drug and psychosocia interventions as the preferred ap-
proach to treating psychotic disorders (10,11) have been car-
ried out largely in patients who are in later, more chronic
stages of illness. It is likely that a combination of novel an-
tipsychotics, which have a significantly lower potentia for
motor and cognitive side effects, and phase-specific psycho-
social interventions (for example, family intervention, cogni-
tive therapy) will prove even more beneficia early in the
course of the illness. We now know that substantially lower
dosages of medication are needed for optimal efficacy and
safety in treating afirst episode of theillness (8,12,13). It is
also likely that the content of psychological treatments, in-
cluding family intervention (14), skillstraining (15), and cog-
nitive therapy (16) will require significant modifications to
address the specific needs of relatively younger patients and
their families.

Clinical experienceand evidence suggest that patients’ needs
during the early phases of the illness differ from those indi-
viduals with longer-standing illness (17,18). The former are
generaly young, living with their families, attempting to ne-
gotiate the normal developmental phases of late adol escence
and young adulthood, and using alcohol and drugs socialy or
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excessively. Moreover, they are often still dealing with the
initial personal trauma of psychosis, with strong hopes of re-
turning to anormal level of functioning, and are more likely
to reject a paternalistic approach to medical interventions.
The families of such patients are likely younger, with needs
and expectations related to the presence of other children of
varying ages, higher expectations of treatment benefits, and
possibly a higher level of knowledge about psychotic ill-
nesses and their treatment gained through new information
systems such as the Internet. If we do not consider these is-
sues when working with patients and their families, we may
not fully realize the potential benefits of early intervention.

The above considerations indicate the urgent need to design
interventions that address the needs and circumstances spe-
cifically associated with early intervention (18-21) and to
conduct effectiveness trials of such integrated treatments in
first-episode patients. It is essential that the content of such
interventions beinformed by careful assessment of needsand
empirical evidenceregarding effectiveness. Otherwise, clini-
ciansarelikely simply to employ traditional treatmentssome-
what earlier on, and we will have missed an important
opportunity to significantly alter the course of these serious
mental disorders.

Theremay also be aneed to substantially modify our philoso-
phy of treating individuals at early stages of psychoatic disor-
derswho are having their first contact with the mental health
system. The guarded (sometimes pessimistic) expectations of
very limited recovery (22,23), which often characterize ap-
proaches to the treatment of longer-term psychosis, must not
beallowed to become aself-fulfilling prophecy inearly inter-
vention. We may assume too quickly that persons with a
first-time diagnosis of a psychotic disorder need social and
vocational rehabilitation, thereby overlooking the possibility
that they may often be capable of resuming social and eco-
nomic roles earlier and more readily than we anticipate. We
may presume disability asthe natural consequence of the di-
agnosis of schizophrenia or a related disorder—either per-
petuated or even inadvertently encouraged by our
unnecessarily invoking formal supports or through a pater-
nalistic approach to care.

Timing of Treatment (Intervening Early)

Thesecond equally important objectiveisto reducetheinitial
delay in providing effective interventions. The causes of de-
lay ininitiating treatment for psychotic disorders are poorly
understood. They are likely complex and may include sys-
temic, individual, and family factors, aswell as general com-
munity attitudes toward mental illness (24,25).

Theneedto providetreatment early highlightstheimportance
of systemic changes. These include a shift away from a
strictly hospital-based emergency and referral-driven clinical
practice to assertive community assessment and integrated
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treatment designed to readily engage ill persons and their
familiesin treatment. Such engagement is more likely to oc-
cur if treatment is provided largely within an environment
agreeable to individuals and their families—typically using
inpatient beds only if and when necessary. Early intervention
requires clinicians to shift their conceptualization of psy-
chotic disordersto recognizethelimitationsof any diagnostic
system (26), and to confront the uncertainty inherent in gen-
erically diagnosing a psychotic syndrome at the time of the
initial assessment. It also requires a better understanding of
developmental issuesin adol escence and early adulthood and
agreater use of various psychotherapeutic interventions, es-
pecially cognitively oriented individual and group therapies
that incorporate a dynamic understanding of individuals and
their families (18,21). Such interventions may have been re-
garded traditionally asnot rel evant to schizophreniaand other
psychoses.

While caseidentification requiresan operational definition of
“caseness,” reaching agreement on such definitions and the
relevant symptom threshol dsmay be complex. Clinicians, for
example, aremorelikely to agree about apatient showing evi-
dence of psychotic symptoms (for example, delusions and
hallucinations) of moderate intensity present over a certain
defined duration (at least 1 week), compared with a patient
who showsonly thought disorder or bizarre behaviour or only
brief episodes of delusions and hallucinations.

Early identification of casesof psychosismay requiregeneric
community education campaigns regarding mental illness as
well as specific assertive case-detection programs for psy-
chosis. The former are likely to increase a community’s
knowledge about mental illness, while the latter are more
likely to lead to increased case identification (27). Effective
and safe case identification will require assertive approaches
that not only increase correct identification of early psychosis
(increasing the number of true positives and reducing the
number of false negatives) but also reduce the risk of incor-
rectly identifying individuals as suffering from a psychotic
disorder (reducing false positives and increasing true nega-
tives).

We must a so be cautious about treating individualsin a (pu-
tative) prodromal phase of psychosis. There are particular
concerns in this respect, given the low predictive validity of
putative prodromal symptoms (28-30). Greater utility is
likely to be found in the concept of the “at risk mental state,”
which comprises criteriaindicating functional declinewithin
thecontext of positivefamily history inafirst-degreerelative,
subthreshold psychotic symptoms, and episodic brief psy-
chotic symptoms lasting 1 or 2 days (31,32). Interventions
carried out during periods preceding a syndromal level of
psychosis must consider risk—benefit ratio of such treatment.
The role of psychological interventions may be even more
crucia during the prepsychotic phase and deserve controlled
investigationswith and without low-dose novel antipsychotic
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medications. Given the current state of knowledge, wewould
not adviseincorporating treatment of these prodromal or even
“at risk mental states” into everyday clinical practice until the
benefits of any such intervention have been well established
empirically.

With improved knowledge about psychosisfrom public edu-
cation, individuals in the community and their families are
more likely to seek professional guidance regarding the risk
and presence of a psychotic disorder and expect competent
assessment and treatment to be available quickly. Until there
aresubstantial systemic changesinthemental health delivery
system, the expectationsand hopesrai sed by community edu-
cation campaigns could be disappointed. While dissemina-
tion of current knowledge about psychosis and its early
identification should not be discouraged, such initiatives car-
ried out nationally or provincially must presume adequate
service availability in each jurisdiction. Although thisis far
from being achieved, it could signal the need to establish
phase-specific early-intervention assessment and treatment
programsasanational and provincial strategy. Several coun-
tries, such asAustralia, England and Wal es, and several of the
Scandinavian countries, have already embarked on such ini-
tiatives (33-36). We hope that similar strategies will be en-
dorsed in this country, with due attention to details for
integrated and phase-specific service, education, and evalua
tion. This would encourage individual initiatives in various
jurisdictions in Canada (37).

In conclusion, 2 essential aspects of early interven-
tion—namely, improved integration of phase-specific medi-
cal and psychol ogical treatment and reduced treatment delays
following the onset of psychosis (through early recogni-
tion)—must go hand in hand. In future, improving both con-
tent and timing will be crucia in bringing about better
outcomes for those who develop psychoatic illnesses. If em-
pirically driven modifications and integration of biological
and psychosocia treatments are not achieved as part of an
early-intervention strategy, the wholeideaislikely to be re-
jected asafailure, becauseimproving treatment timing alone
will bring limited, if any, improvement in outcome.
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Résumé— Traiter la psychose : I'intervention précoce se limite-t-elle a intervenir tot?

Méme si la possibilité d 'une intervention précoce suivant la premiére apparition de troubles psychotiques comme la schizophré-
nie est un développement tres intéressant, il faut un examen plus rigoureux de la nature, du contenu et de la durée du traitement,
pour faire de cette approche un succes. 1l faut examiner empiriquement la modification et I’intégration de différents traitements
envue de leur plus grande efficacité éventuelle chez les patients qui sont en général plus jeunes, novices du systéme de santé men-
tale et possiblement capables d 'une intégration compleéte dans la société. Réduire le délai du début du traitement peut étre com-
plexe, obliger a adopter des stratégies d’identification précoce, et présenter des défis systémiques et conceptuels de taille. Les 2
aspects de l'intervention précoce — I ’intégration de traitements liés a la phase et l'identification précoce d 'un cas — doivent aller
de pair pour ne pas rater une autre occasion d’améliorer les résultats de ces troubles mentaux parmi les plus graves.
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Peritraumatic Dissociation, Acute Stress, and Early
Posttraumatic Stress Disorder in Victims of General Crime
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Objective: To compare the relation between peritraumatic dissociation and acute stress and the early development of posttrau-
matic stress disorder (PTSD) in victims of general crime.

Method: A total of 48 subjects were assessed within 24 hours of the trauma, using the Peritraumatic Dissociative Experiences
Questionnaire Self-Report Version (PDEQ-SRV). They were followed longitudinally to assess acute stress (2 weeks after the as-
sault,) using the Standford Acute Stress Reaction Questionnaire (SASRQ), and posttraumatic stress (at 5 weeks), using the
Clinician-Administered PTSD Scale (CAPS) and the Impact of Event Scale (IES).

Results: Among PTSD subjects mean PDEQ scores were significantly higher (mean 3, SD 0.9) than in those without PTSD (mean
2.3,8D 0.7) (t=2.78, df 46, P = 0.007). Among PTSD subjects, mean SASRQ scores were significantly higher (mean 97.9, SD
29.2) than in those without PTSD (mean 54.8, SD 28.2) (t = 4.9, df 46, P = 0.00007).

Conclusions: High levels of peritraumatic dissociation and acute stress following violent assault are risk factors for early PTSD.
Identifying acute reexperiencing can help the clinician identify subjects at highest risk.

(Can J Psychiatry 2001;46:649-651)

Key Words: acute stress, peritraumatic dissociation, posttraumatic stress disorder, risk factors
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trauma: The Peritraumatic Dissociative Experiences Ques- Some studies have been limited by retrospective design. Pro-

spective and longitudinal assessments provide a powerful
methodology to study PTSD risk factors.

! Praticien Hospitalier, Service Universitaire de Psychiatrie et Psychologie Acutestressdisorder includes aset of symptoms experienced

Medicale, Hopital Purpan-Casselardit, Toulouse, France. in the first month following a traumatic event. The victim
Résident, Département des Urgences, Toulouse, France. . L.

3 Praticien Hospitalier, Réanimation, Hépital Purpan, Toulouse, France. must present 3 dissociative symptoms and at least 1 each of

4 Maéitre de Conférence des Universités-Praticien Hospitalier, Département the following symptoms: intrusion, avoidance, and hypera-

d Epidemiclogie, Hotel-Dieu, Toulouse, France. rousal (5). Recent studies show that acute stressdisorder after
Psychiatre, Kembs, France. . . . . .

6 Professeur des Universités-Praticien Hospitalier, Chef de Départemen, mass shootings, traffic accidents, and violent crimes strongly

Département des Urgences, Toulouse, France. predict later PTSD devel opment (6-8).

7 Professeur des Universités-Praticien Hospitalier, Chef de Service, Service

Universitaire de chiatrie et chologie Médicale, Hopital Purpan- . . . .

Casselardit, Toul OF:,ZY France. Peycholog P P In the current study, subjects were interviewed within 24

Address for correspondence: Dr PBirmes, Service UniversitairedePsychia- hours of an assault to assessthe presence of peritraumaticdis-

trieet Psychologie M édical e, Hopital Purpan-Casselardit/CHU de Toulouse, sociation. They werereinterviewed after 2 and 5 weeksto as-

place Baylac, F-31059 Toulouse, France .

e-mail:birmes p@chu-toul ouse:fr sess acute stress and posttraumatic stress. These results

compared the predi ctive powers of peritraumatic dissociation

Can ] Psychiatry, Vol 46, September 2001 649



650 The Canadian Journal of Psychiatry

and acute stress disorder (with its different clusters) for early
PTSD at 5 weeks.

Methods

During a 2-month period, violent assault victims were con-
secutively recruited in a general hospital emergency depart-
ment. Exclusion criteria included a head injury with
unconsciousness, misuseof a cohol or drugs, sufferingfroma
psychotic disease or from serious physical illness, or acurrent
life-threatening injury. Eligible subjects gave written in-
formed consent and were assessed in the emergency unit with
the PDEQ-10-SRV (3). We followed 48 subjects to assess
acute stress 2 weeks after the assault, using the Stanford
Acute Stress Reaction Questionnaire (SASRQ), and posttrau-
matic stress 5 weeks after, using the Clinician-Administered
PTSD Scale (CAPS) and the Impact of Event Scale (IES)
(9-12).

Senior medical doctors who were experienced with the
PDEQ-10-SRV provided instructions to each subject. For
each of the 10 items, the subject rated a 5-point Likert scale
(5 = extremely true, 4 = very true, 3 = somewhat true, 2 =
dightly true, 1 = not at all true) (2,3). The PDEQ-10-SRV
was scored as the mean item response across al items, and
scores ranged from 1.0 to 5.0. The coefficient alphafor these
datawas 0.79.

Subjects were given the SASRQ at 2 weeks; we used the
CAPS at 5 weeks; and we also gave subjects the IES at 5
weeks. The SASRQ was scored asthetotal sum of raw scores
for the scale (with scores ranging from 0.0 to 150.0) and for
the following subscales. dissociative (SASRQd); reexperi-
encing (SASRQr); avoidance (SASRQa); and hyperarousal
(SASRQh) (10). A symptom was scored as present if the re-
spondent marked it as occurring at least “ sometimes,” which
includesaresponse of 3 or higher. An acute stressdisorder di-
agnosis required the presence of at least 3 dissociative symp-
toms and 1 symptom of reexperiencing, avoidance, marked
arousal, and distress or impairment according to DSM-1V
(5,10). We used the CAPS to classify the subjects as either
having PTSD or non-PTSD status. Similarly, weused the [ES
to confirm this assessment, with a cut off score of 42. All
mean resultant scores are reported with standard deviation.
Analyses used #-tests to examine a possible association be-
tween the presence or absence of PTSD and continuous vari-
ables; they used Fischer's exact tests when looking for a
possible association between the presence or absence of
PTSD andbinary variables. Theitemlevelsof theLikert scale
were compared between the 2 groups, using the Ridit test spe-
cifically dedicated to gradient comparisons.

Results

A total of 48 subjects completed the protocol: 21 (43.8%)
were men, and most subjects were married (n = 30, 62.5%).

Vol 46, No 7

The mean age at the time of the assault was 38.2 years (SD
15.8).

All were victims of violent assault: 21 (43.8%) were shot,
stabbed, mugged, held up, or threatened with a weapon; and
27 (56.3%) were physically attacked or badly beaten up. All
were admitted to an emergency department, and 9 (18.8%)
were hospitalized in surgical units.

Diagnoses according to the CAPS and the IES at 5 weeksre-
vealed 16 subjects (33.3%) who met al criteria for PTSD
(mean IES scores 53.3, SD 8.2); and 32 (66.6%) did not
(mean |ES scores 24.8, SD 13.4) (+ = 7.77, df 46, P <
0.00001). Neither age nor marital statuswasrelated to PTSD
status.

The PTSD subjects reported more feeling the self acting on
“automaticpilot” (P =0.022), morefeeling of body distortion
(P = 0.006), and more disorientation (P = 0.012) than did
non-PTSD subjects. The PTSD subjects showed PDEQ-
10-SRV scores (mean 3, SD 0.9) which were higher than
those of subjectswithout PTSD (mean 2.3, SD 0.7) (1 = 2.78,
df = 46, P = 0.007). Of the 48 victims, 28 (58.3%) were diag-
nosed with an acute stressdisorder, without significant corre-
lation to PTSD status. The subjects with PTSD, however,
showed SARSQ scores (mean 97.9, SD 29.2) significantly
higher than of those subjects without PTSD (mean 54.8, SD
28.2) (t = 4.9, df 46, P = 0.00007). The quantification of the
different clusters of acute stress disorder showed equally sig-
nificant differences between subjects with, and without,
PTSD: SASRQ scores, PTSD (mean 26.3, SD 12), non-
PTSD (mean 15, SD 11.3) (¢ = 3.19, df = 46, P = 0.002);
SASRQr scores, PTSD (mean 21.9, SD 5.2), non-PTSD
(mean 12.4, SD 7.1) (¢ = 4.7, df 46, P = 0.0001); SASRQa
scores, PTSD (mean 20.5, SD 7.9), non-PTSD (mean 11.5,
SD 6.7) (r = 4.1, df 46, P =0.0003); SASRQh scores, PTSD
(mean 21.5, SD 5.7), non-PTSD (mean 13, SD 6.7) (¢ = 4.29,
df 46, P = 0.0002).

A logistic stepwise descending regression was used to ex-
plain the occurrence of early PTSD. The model started with
the 4 SA SRQ subscal e mean scores asindependent variables.
The SASRQr wasthe only independent variableremainingin
the process (¢ = 3.23, df 46, P = 0.002). Having established
that the SA SRQr wasthe best subscal e of SASRQ for predict-
ing an early PTSD, we tried to improve these findings by in-
troducing the PDEQ-10-SRV mean scores into the model.
There was, however, no change, even when we took into ac-
count an interaction between the 2 scales (SASRQr and
PDEQ-10-SRV).

Discussion

Prospectively assessing early devel opment of PTSD provides
a powerful methodology to study traumatized victims meet-
ing criteriain thefirst month after trauma. These results show
that a substantial proportion of traumatized subjects have
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reported symptoms of peritraumatic dissociation or acute
stressdisorder. Thisstudy isuseful inthat it isthe only one of
genera crime victims in which peritraumatic dissociation
was measured within 24 hours of the assault (1-4). Datafrom
PDEQ-10-SRV and SASRQ and its subscal es obtained after
2weeksindicatethat highlevelsof peritraumatic dissociation
and acute stress seem to be major contributorsto the devel op-
ment of PTSD 5 weeks after aviolent assault. SASRQr was
themost predictivesubscalefor early PTSD. Diagnosesserve
the crucial clinical objective of identifying individuals in
need of treatment. Inthe case of identifying risk factor criteria

Clinical Implications

This study is the only one of peritraumatic dissociation in general
crimevictims.

Themeasureof peritraumatic dissociation wasmadewithin 24 hours
of the assaullt.

This study provides a comparison of predictive powers of peritrau-
matic dissociation and acute stress for PTSD.
Limitations

The sample was small.
The delay between traumatic exposure and assessment of PTSD was

for devel oping alater mental disorder, psychometric quantifi- 5 weeks.
cation with reliable instruments might be more sensitive. This study did not use diagnostic criteriafor peritraumatic dissocia-
tion.

Other authors have indicated that symptoms of acute stress
disorder may simply reflect more severe PTSD, rather than a
separate predictive entity (12). Assessing and quantifying

acute reexperiencing, however, may help the clinician iden-
orders. 4th ed. Washington (DC):APA; 1994.
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Résumé— Dissociation péritraumatique, stress aigu et syndrome précoce de stress
post-traumatique chez les victimes de crime en général

Objectif: Comparer les relations entre la dissociation péritraumatique, le stress aigu et le développement précoce du syndrome
de stress post-traumatique (SSPT) chez les victimes de crime en général.

Meéthode : Un total de 48 sujets ont été évalués dans les 24 heures suivant le traumatisme, a l’aide de la version auto-évaluée du
questionnaire sur les expériences de dissociation péritraumatique (PDEQ-SRV). 1Is ont fait I ’objet d 'un suivi longitudinal afin
d’évaluer le stress aigu (2 semaines apres |’agression) au moyen du questionnaire de Standford sur les réactions au stress aigu
(SASRQ), et le stress post-traumatique (a 5 semaines) grdce a l’échelle du SSPT administrée par un clinicien (CAPS) et a I’é-
chelle d’incidence de I’événement (IES).

Résultats : Chez les sujets souffrant du SSPT, les scores moyens au PDEQ étaient significativement plus élevés (moyenne 3;
ecart-type 0,9) que chez ceux sans SSPT (moyenne 2,3; écart-type 0,7) (t=2,78; df =46, P=0,007). Chez les sujets souffrant du
SSPT, les scores moyens au SASRQ étaient significativement plus élevés (moyenne 97,9, écart-type 29,2) que chez ceux sans
SSPT (moyenne 54,8, écart-type 28,2) (t = 4,9; df = 46, P = 0,00007).

Conclusions : Les niveaux élevés de dissociation péritraumatique et de stress aigu qui suivent des agressions violentes sont des
facteurs de risque de SSPT précoce. L identification de | ’expérience revécue de facon aigué peut aider le clinicien a détecter les
sujets a risque éleve.
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Chemicals for the Mind: Psy-
chopharmacology and Human
Consciousness. Ernest Keen.
Westport (CT): Praeger Publish-
ers, 2000. 142 p. USD59.95.

Review by

Paul Grof, MD, FRCPC
Ottawa, Ontario

This book’s title easily generates inter-
est. In recent years, there have been sev-
eral intriguing multidisciplinary
symposia on the nature of conscious-
ness, and the connections with psycho-
pharmacology could bevery productive.
Thanksto Damasio and others, our grasp
of the nature of consciousness has
strengthened and is very relevant to the
current assumptions so fundamental for
psychiatry. Similarly, psychopharma-
cology has becomethe cutting-edge tool
for our discipline and profession in re-
cent decades.

It is easy to understand Keen's initial
concern. He is naturaly troubled be-
cause many physicians (mostly general
practitioners) label normal problems of
daily living as depression and prescribe
Prozac for them. He would like to see
these treated with insight-oriented psy-
chotherapy, presumably offered by psy-
chologists. Thereisno problemwiththis
view, but the issue could be easily de-
scribed in afew paragraphs. Keen, how-
ever, needs an entire book because he
quickly expands his theme from this
situation, particularly troublesomeinthe
US, to global statements about psycho-
pharmacology, morality, biological re-
ductionism, and dualism.

Keen'sidolsare Szasz and Breggin, and
all 3 use asimilar approach. They start
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with their ideology and then look for
facts that, taken out of context, support
their position. Thenthey generalizetheir
statements. Prozac becomes psycho-
pharmacology, and poor clinical skill is
trandated into an immoral, violent act
against the human being.

Keen arrivesat the conclusion that, from
the ethical point of view, using medica-
tionsaspart of a reductionistic approach
to therapy results in violence to the pa-
tient rather than in compassionate psy-
chotherapeutic care. He finds urgent
moral issuesin psychopharmacology. In
his view, we live in a psychopharmaco-
logically incontinent society, and he
feels that new drug therapy has “the
technological ahility to shape onesmind
and being” and that “technology morally
unchecked may always become vio-
lent.” He believes that “drugs that
change consciousness may impoverish
human experience.”

Togiveweight to hispoints, he explores
what he believes are the philosophical
roots of the problem and finds them in
the unresolved issues of dualism origi-
nating with Descartes. For him, biologi-
cal reductionism “isapsychiatrist’ sway
of avoiding coping with dualism.48 He
feels that this reduction then “opens the
door to a particular violation of human
integrity particular to psychiatry.”
Whereasalobotomy wasablatant viola-
tion, psychopharmacology is a subtle
one. Theword “consciousness’ appears
inthetitle of thebook because K een sees
the inappropriate use of psychopharma-
cology as an immoral and violent act
against “a person’s mental life.” In the
footsteps of Szasz and Breggin, he gen-
eralizes that “any experience that is un-
wanted can be seen as a symptom and it
frequently is so labeled.” Thus, when
“one chemically ablates a personal
struggle, one violates “the personal and
psychological integrity of the patient.”
As usual with antipsychiatry,
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inappropriate use of aparticular medica-
tion by some becomes a morally despi-
cable act by the whole discipline. Such
distortions mean that the original con-
cern, worth mentioning, about theexces-
sive use of Prozac has been lost in the
ideological struggle. Thus, the book is
not very useful to psychiatrists, evenif it
were to cost much less than it does.

Schizophrenia

Women and Schizophrenia.
David J Castle, John McGrath,
Jayashri Kulkarni, editors. New
Y ork: Cambridge University
Press; 2000. 151p. USD24.95.

Review by

JoAnn Corey, MD
Hamilton, Ontario

This concise, well-written book exam-
ines the biological, psychological, and
social differences between men and
women who suffer with schizophrenia.
Although each of the 9 chapters has a
different focus, information attended to
elsewhere is incorporated to provide a
holistic view. This demonstrates the ex-
pertise of the 11 contributors. The expe-
rience of theeditorsisalso obviousfrom
their introductory caveats concerning
the roles women play apart from that of
patient. These often-overlooked roles
include being the mothers, daughters,
wives, informal caregivers, and profes-
sional caregiversfor peoplewith schizo-
phrenia. Also of credit to the editors is
their warning regarding the application
of the book’s treatment recommenda-
tions, given the continually emerging
evidencein such arelatively new areaof

study.

Chapter 2, written clearly by David J
Castle, tackles some difficult biological
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concepts to explore the sex differences
in brain development, organization, and
degeneration. Thisisdone on atemplate
of the chronology of ahuman life. Both
strongly supported and less consistently
reported evidence of sexual dimor-
phismsin brain structures are discussed.
Thisincludesthefairly recent finding of
differences in right-eft brain asymme-
try, which is important in certain theo-
ries of psychosis. Interesting case
examples are used to illustrate the pro-
cess of sexual differentiation of the
brain, dependent on the hormonal mi-
lieu. Resulting neuropsychological dif-
ferences are then explored, as are
various theories of behavioural differ-
ences. The examination of the aging of
maleand female brainsleadsinto asum-
mative statement of the changesin dopa-
mine receptors over time. This lays the
biological foundation on which ensuing
chapters are built.

Inthethird chapter, Dr Castlefocuseson
debated findings in the epidemiol ogy of
schizophrenia. His critical appraisal of
the literature identifies the excess of
male patients in early-onset illness, a
female-preponderant middle-onset
peak, and avery late-onset peak that al-
most exclusively comprises women.
Confounding factors that may influence
this pattern, such as family history, de-
velopmental trajectory, birth complica-
tions, and marriage, are identified. The
discussiontendsto place heavier empha-
sis on Castle’s hypothesis for the
findings.

Chapter 4, by Mary V Seeman and Paul
Fitzgerald, discusses the differences be-
tween men and women intheclinical ex-
pression of schizophrenia. They
emphasize that women are generally
symptomatic longer before first diagno-
sis than are men. The impediments to
early detection that need to be overcome
are highlighted; they have important
treatment and prognostic consequences.
Theauthorsgiveathorough and detailed
description of symptomatic differences
that includes the course of illness, pat-
terns and themes of psychotic symp-
toms, substance abuse, and triggering
lifeevents. (Examplesof suchlifeevents
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might have been interesting.) Outcome
differences are also thoroughly re-
viewed and provide a biopsychosocial
view of theillness simpact. Once again,
the authors connect the chapter to the
rest of the book by noting biological and
social factors influencing clinical
presentation.

Dr Seeman and Dr Fitzgerald also co-
author the chapter on treatment implica-
tions. This chapter might have been
better-placed after Chapter 4, where it
would have followed a natural progres-
sion after the discussion of treatment
outcome. Again, their writing providesa
well-rounded approach to the treatment
of womenwith psychosis. It targetsvari-
ouspointsinawoman'’slifethat may re-
quire special consideration—
pregnancy, delivery, postpartum, and
menopause. They do not recommend
specific medications, but they differenti-
ate between traditional and atypical an-
tipsychotics, particularly inregardto the
impact of side effects at each of these
phases. Special mention ismade of hor-
monal treatment, which, asaroutine ad-
junct, isstill experimental. For example,
the authors note the consideration that
cyclical variations in estrogen may re-
quirecyclical alteration of antipsychotic
doses. They also stress the fact that im-
proved representation of women in drug
trialsis needed to better target responses
to treatment, dosing schedules, and
safety.

In Chapter 5, Jayashri Kulkarni and
George Fink discuss the role that hor-
mones may play in psychosis. They
comment on the lack of neuroendocrine
studies. A clearly worded explanation of
the recently proposed estrogen protec-
tion hypothesisis given, along with the
supporting evidencefrom epidemiologi-
cal, clinical, and biological studies. The
authors briefly mention the exciting fu-
ture possibility of selective estrogen re-
ceptor modulators as a treatment
adjunct.

Chapter 6, by Joanne Barkla and John
McGrath, isahighly effective review of
the needs of women with schizophrenia
in regard to family planning and
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antenatal care. It spans the areas of epi-
demiology, biology, and sociology to
impart the realities of pregnancy for
these women. The need for preconcep-
tual counselling and antenatal care as a
form of primary prevention is stressed.
Thisissomething that health profession-
als believe they are doing but that pa-
tients do not perceive them to be doing,
accordingto at least 1 study. Theauthors
bravely address possible reasons for
such avoidance—among which are the
ethical and legal issues, that may arise.
More exploration of this, though requir-
ing another chapter, would have further
enhanced the quality of the book.

McGrath and coauthor Jenny Hearle
then proceedtoillustratethestressthatis
added by having a serious mental illness
combined with parenting, including the
pressures stemming from societal atti-
tudes. Much of theevidence comesfrom
their own recent work, and it might have
been useful to corroborate thiswith data
from other sources. They do, however,
address issues such as fertility, preg-
nancy outcome, desire for children, and
childcare assistance, including perma-
nent adoption. Through case vignettes
they illustrate the impact of compart-
mentalized services on women, their
children, and their families.

The book concludes with a chapter by
Jill M Goldstein and Richard RJLewine
that summarizes the information pre-
sented in the rest of the book and links
the biology differences to the sympto-
matic differences gleaned from recent
evidence. It identifies questions regard-
ing sex differencesin schizophreniathat
require further study, as well as meth-
odological issues to consider in such
studies. Interestingly, and in contrast to
therest of thebook, thischapter doesnot
mention the need for improved aware-
ness of the illness's impact on people’'s
lives and the need for more integrated
treatment. These issues should also be
incorporated intofutureclinical studies.

Thebook is prefaced with astatement of
intent toincrease mental healthworkers
awareness of issues pertinent to women
with schizophrenia. | believe that the
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biopsychosocial overview provided in
this clearly written but concise text suc-
cessfully does this. | would recommend
it to any mental health worker.

Child Psychiatry

Diagnostic Assessment in
Child and Adolescent Psycho-
pathology. David Shaffer,
Christopher P Lucas, John E
Richters, editors. New Y ork:
Guilford Press; 1999. 398 p.
USDA45.00.

Review by

Zillah Parker, MB, BS, FRCPC
Victoria, British Columbia

“Thisvolumeis greatly to be welcomed
Thereisno better account of the*tool s of
thetrade’ that may be used in both clini-
cal research and clinical practice.”

These wordsfrom the Foreword by Pro-
fessor Sir Michael Rutter, are a fitting
tribute to this book, which will take a
rightful place on the shelf of both clini-
cian and researcher. Arranged in 4 parts,
thetext iswell laid out, with clear head-
ings and tables that summarize specific
sections. Each chapter is separately and
richly referenced. At the graduate level,
it could well serve as the core text for
psychology and related sciences in a
course teaching the fundamental basic
science and concepts needed for diag-
nostic instrument design and the meas-
urement of psychopathology. It explores
the particular advantages and disadvan-
tages of various approaches or testsand
lays the groundwork for understanding
measurable symptomatology and as-
sessing response to treatment. It will be
well used and more than repay its cost.

The book concentrates on the DSM-IV
categoriesthat formthebasisfor diagno-
sisin childhood and adolescence. It does
not moveintothelesswell-validated ter-
ritory and scales used to assess suicide
risk, self-esteem, and family relations.

The Canadian Journal of Psychiatry

Inpart 1, “Measures for Assessing Gen-
eral Psychopathology,” discussion of
respondent-based interviews centres
around the Diagnostic Interview Sched-
ule for Children (DISC) and its related
instruments, as well as its applications,
reliability, validity, and sensitivity.
Sources of error are described. Several
structured interviews for which psycho-
metric data are available can be used as
the basis for diagnosis when they are
consistently administered, when terms
are well-defined, and when the training
of interviewers is standardized. Ques-
tionsto be considered in selecting a par-
ticular interview schedule are outlined
and pitfalls described. Various general
behaviour rating scales are compared
and their applications summarized.
They cover awidevariety of behaviours,
personality characteristics, and areas of
competency, in contrast to the more spe-
cific symptom-related diagnoses.

Part 2, “Measuresfor Assessing Specific
Syndromes,” focuseson rating scalesfor
the main categories of diagnosisin chil-
dren and adolescents. The background
discussion of disruptive behaviour dis-
orders defines the field to some extent
and discusses the role of observation
and sources of bias and distortion. The
advantages and disadvantages of rating
scalesarelisted, andthebenefit of broad
vsnarrow scalesand the effect of ethnic-
ity and culture are outlined. The
strengths and limitations of specific
scales are reviewed, with helpful notes
and comments and asourcelist for addi-
tional information on the included
scales. Rating scales for anxiety and
mood disorders are discussed and the
challenge of identifying and quantifying
symptoms and variables taken further
than in previous chapters. Selected spe-
cific self-rating scales are described and
summarized and their role in treatment
response and assessment of related con-
structs evaluated. Pervasive develop-
mental disorders, autistic, and
nonautistic syndromes are included
among the communication disorders. In
clinical practice, a wide variety of skill
deficits are seen to have a major impact
on language, academic function,
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relationships, and behaviour; a corre-
sponding range of assessment tools can
be useful.

Part 3, “Specia Aspects of Assessing
Psychiatric Disorders,” a most interest-
ing section, covers other approaches to
assessing psychopathology and re-
search design. Functional impairment is
required for diagnosis with several
widely used scales. They al demand
some subjective assessment for label-
ling severity, but they are supported with
behavioural examples and strive to de-
fine those children and adolescents in
need of mental health services—to dis-
tinguish a“case” from a“non-case.” A
subject must have both symptom and
impairment to be counted. Family his-
tory can provide useful information in
retrospective studies or identify acohort
at risk. The application of family history
to research design can assist in case se-
lection and in developing control
groups. Collecting thisinformation with
reliability is influenced by the method,
by chance, by cohort, and by life experi-
ence. The limitations of retrospective
data, the role of memory, motivation for
giving or withholding information, and
the accuracy of recall arediscussed. The
last 2 chapters of this section discuss
adapting instruments for different eth-
nic groups and the influence of culture,
race, and socioeconomic status on
assessment.

The final section, “Biological Meas-
ures,” provides an up-to-date review of
neurophysiology and the basis for as-
sessment in the laboratory. It presents
some of the major advances in our
knowledge of control systems and neu-
rotransmittersand summarizesinforma:
tion for the reader. There are clear
figures illustrating both the control and
feedback loops in growth hormone se-
cretion (a model for other neuroendo-
crine systems) and also the platelet
model of 5-HT stimulation. Neurotrans-
mitters are listed and well referenced.
This foundation leads to a discussion of
application in assessment.

Inal, thistext comprehensively reviews
the best research on assessment tools
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and their application to research design
andclinical practice. Itiswell-organized
and written by expertsin the field. The
reference lists are exceptional .

General Psychiatry

Psychological Debriefing: The-
ory, Practice and Evidence
Beverley Raphael, John P Wil-
son, editors. Cambridge (UK):
Cambridge Press; 2000. 360 p.
USD59.95

Review by

Eleanor Stein, MD
Calgary, Alberta

As arelative lay person in the field of
psychological debriefing, on reading
this edited volume | learned that | had
been labouring under an apparently
common misapprehension—that psy-
chological debriefing is generally help-
ful after a wide range of potentially
traumatic incidents. Since its first use
among US World War |l military per-
sonnel, the philosophy that reviewing
potentially traumatic events proximal to
their occurrence and facilitating cogni-
tive restructuring, emotional release,
and peer support will promote postinci-
dent adaptation and functioning has
gained acceptance among participants
and practitioners alike. The strength of
thisbook isthat it challengesthis accep-
tance using research-based evidence.

The editors have gathered many of the
important researchers in the field to
present the evidence for and against the
utility of psychological debriefing in
various circumstances. Raphael is a
well-published researcher in many areas
of trauma and adaptation to trauma. She
and Wilson have collaborated in the
past, with Wilson bringing psychothera-
peutic perspective to the efforts.

By the end of the book, | felt well in-
formed about the controversies and
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debates in the field, but the knowledge
washot gained easily. Thebook isphysi-
cally well designed, with alarge, floppy,
soft cover that fallsopen easily and stays
at adesired page. Thefont, however, al-
though reasonably free of typographical
errors, istoo small to be read comforta-
bly. The 25 chapters are each authored
by different researchersin the field, and
it seems that they were not given clear
instructions regarding format or objec-
tives: thereisan annoying amount of re-
peated historical material and references
to various studies, while figures and ta-
bles are used inconsistently. The editors
have attempted to increase cohesiveness
by introducing each chapter with an edi-
torial. These editorials give valuable
perspective; without them the uneven-
ness and lack of continuity among the
chapterswoul d bedifficultto copewith.

The book is divided into 4 sections, but
the boundaries between sections are of -
ten unclear. The first section “ Concep-
tual Framework of Debriefing,” is
particularly weak. Whether adebriefing
neophyteor experiencedinthefield, one
isgenerally looking for clear definitions
of terms and scope at the beginning of a
book. The first 4 chapters review some
basi c concepts, such astypes of debrief-
ing, its historical development, and its
differentiation from related interven-
tions. Although the chaptersin this sec-
tion are well written, the authors
primarily review their own work at the
expense of thoroughnessand continuity.
Important questions are not presented
systematically. Much of what could be
considered critical introductory material
is gleaned piecemeal from later chap-
ters.

The second section’s title, “Debriefing
Models, Research and Practice,” implies
a summary of the different debriefing
models currently in use, and the initial
chapter, by Mitchell and Everly, suc-
cinctly summarizestheir popular model,
Critical Incident Stress Debriefing
(CISD). Other referred-to models, how-
ever (for example, those of Dyregrov
and Armstrong), are not given equal
space. Instead of systematically review-
ing the various debriefing models and
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the research evidence supporting or re-
futing each, the chapters are divided by
type of incident (for example, body re-
covery and road trauma), with varying
emphasis and quality.

Section 3, “Adaptations of Debriefing
Models,” is strong due to the authors
clearly apparent clinical sensitivity; they
understand the complexity of the human
responseto critical eventsand the neces-
sity of placing those responsesin atem-
poral and social context. It is, however,
unclear why some chapters (for exam-
ple, the chapter on debriefing after trau-
matic childbirth) are in this section,
whereas others with apparently similar
focus (for example, the chapter on de-
briefing after motor vehicle accidents)
arein section 2. The authors raise many
interesting questions about the useful-
ness of debriefing in situations other
than thoseincluding emergency services
personnel, for which setting it was origi-
nally designed.

In the final section, “Debriefing Over-
view and Future Directions,” the politi-
cal issues of the debriefing debate are
clarified, and thiscontext hel psto put the
disparate views of previous chaptersin
perspective. | found myself wishing that
some of the messages had been pre-
sented earlier in the book—for example,
Stuhlmiller and Dunning’ sassertionthat
psychological debriefing is improperly
founded in assumptions of pathology
rather than resilience and Silove's clari-
fication that debriefing isan inappropri-
ate response to disasters in developing
countries where the trauma is extended
and multiple.

In conclusion, this book is too short on
“practice” to be recommended to a
reader wanting to learn how to do de-
briefing. Giventhepalitical natureof the
content and the lack of well-designed re-
search upon which to comment, thisvol-
ume will quickly become dated. For
readersmotivated to understand the state
of the field and willing to wade through
theinconsistent and discontinuous chap-
ters, the price is unlikely to provide a
barrier.
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History of Psychiatry

The Father Of Canadian Psy-
chiatry, Joseph Workman.
Christine IM Johnston. Victoria
(BC): Ogden Press; 2000. 198 p.

Review by

Peter Faux, MD, FRCP
Brampton, Ontario

Christine Johnston has written the first,
and definitive, biography of Dr Joseph
Workman, a 19th-century alienist who
established psychiatry in Canada as a
medical professionwithinthe Provincial
Lunatic Asylum in Toronto (and also
identified typhoid in its basement sew-
age cesspool). IsWorkman the father of
Canadian Psychiatry, as Johnston has
proclaimed? After reading her history, |
would haveto agreethat it would be hard
to find his equal.

The Canadian Journal of Psychiatry

Johnston’s work conforms to the tenets
of Henry Ellenberger (1): her history of
Workman, his family, and his times is
notablefor itslack of editorializing, and,
like Ellenberger’s own writing, it will
stand asamodel for budding historians.

Thefilmnoir, Cause For Alarm (2), con-
tains the following line: “Men wrapped
up in themselves come in small pack-
ages.” That statement reflects every-
thing that Joseph Workman was not. As
described by Johnston, he was a Renais-
sanceman: an Irishimmigrant, he gradu-
ated in medicine in Upper Canada in
1837 and then proceeded to found asuc-
cessful hardware business in 1840. He
also helped to found the Unitarian Con-
gregation in Toronto and the Board of
Trade in 1845, the Canadian Medical
Association in 1867, and the Ontario
Medical Association in 1881. He was
thefirst chairman of the Board of Educa-
tion in Toronto in 1850, was appointed
to the Provincial Lunatic Asylumin To-
rontoin 1853, advocated and ensured the
completion of the Toronto Asylum in
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1870, and successfully battled George
Brown, editor of The Globe.

As a psychiatric humanitarian he re-
duced restraint, did away with cupping
and bleeding, and conceptualized men-
tal illness as somatic. Throughout his
life hemaintained an unblemished moral
code of the highest standard. He was a
moral psychiatrist and a moral human
being who achieved Ericksonian altru-
ism.

This biography is well worth reading
and isabargain to boot. Whether Work-
man is indeed the “father” of Canadian
psychiatry will be debated. What will
never be questioned is that his life was
exemplary and his example worth fol-
lowing to this day.
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LETTERS TO THE EDITOR

Moving From the Clinic to the
Community: The Alone Mothers
Together Program

Dear Editor:

Health promotion among lone-mother
families should be a priority because
they congtitute a large segment of the
population, experience extraordinarily
high poverty rates, and are at elevated
risk of depression and other mental
health problems. Moreover, their health
careuseissuboptimal. These considera-
tions stimulated our move from clinic-
based support and education groups for
lone mothers to community-based
groups. The pilot study of community-
based support and education groups for
poor lone mothers of preschoolers fo-
cused on identifying and enlisting lone
mothers, retaining them in the groups,
completing evaluations, and designing
acceptable evaluation tools.

In the planning period, weidentified the
need to collaborate with key community
agencies, to get broad community expo-
sure, and to provide a high-quality,
structured children’s program. More in-
tensive advertising (for example, flyers
and information sessions) was done in
areas where groups were organized. In-
terested mothersregistered by telephone
or in person at information sessions. En-
listment was aided by providing an On-
tario Works credit for participation, as
well as snacks, transportation, and a
clothing exchange. To sustain group in-
volvement, mothers received telephone
remindersand transportation assistance.

To facilitate evaluation, we provided
flexible times, sites, and compensation
for questionnaire completion. The
evaluations indicated that measures
were acceptable in terms of length and
language. Self-report (1-5) and
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observer-rated (6) measures assessed
maternal well-being and parenting.
Evaluationswere carried out both before
and after the group sessions. During the
pilot study, we organized 2 group inter-
ventions, each 8 weeks long.
Community-based support and educa-
tion groups run within subsidized hous-
ing projects met weekly for 1¥2 hoursin
sessions led by 2 experienced group
leaders. Recurrent discussion themesin-
cluded issues common to lone moth-
ers—the experiences of poverty and
socia isolation—and child-rearing is-
sues (for example, concerns about child
development and behaviour manage-
ment). A parallel children’s program fo-
cusing on social, language, and motor
skills was provided to the preschoolers.
Wedeveloped amanual for each group.

Advertising efforts attracted 20 lone
mothers who expressed interest, of
whom 10 agreed to participate in thein-
tervention. Eight of the 10 completed
more than one-half the group sessions,
and 6 of the 10 compl eted the postgroup
evaluation.

Wesuccessfully achieved our pilot goals
(that is, we identified and enlisted lone
mothers into the groups, we maintained
asatisfactory participation level, and we
developed acceptable evaluation toals).
Thisprovidedthebasisfor proceedingto
arandomized controlledtrial evaluating
the effectiveness of these groups in the
community. Despite strong expressed
community support, recruiting mothers
was an intensive process that attracted
only small numbers. Readiness to
change and to engage in treatment ac-
tivities appears to be much lower in the
community, compared with clinic set-
tings, where mothers have been mobi-
lized to ask for help with specific
problems. Accordingly, those devel op-
ing community-based programs must
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pay close attention to the tradeoffs be-
tween the intervention program’s ac-
ceptability and attractiveness and the
burden of participation defined by the
intervention’s intensity, duration, and
structure.
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Citalopram Overdose, Serotonin
Toxicity, or Neuroleptic Malignant
Syndrome?

Dear Editor

Wewould like to comment on the letter
“Neuroleptic Malignant Syndrome Due
to Citalopram Overdose” (1): we ques-
tiontheauthors' assertionthat they pres-
ent the first case of neuroleptic
malignant syndrome (NMS) dueto cita-
lopram use. Thereported casecontainsa
few features that are possibly consistent
withNMS, but it occurred after an over-
dose of an agent that ismuch morelikely
to cause serotonin toxicity. Serotonin
toxicity is far more likely to occur with
selective serotonin reuptake inhibitors
(SSRIs) than is NMS, and we believe
that thisis what has been described.
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The diagnostic criteriafor NM S usually
include 4 principal features: autonomic
[ability, hyperthermia (pyrexia) without
other cause, extrapyramidal syndrome
(commonly cog-wheel or lead pipe ri-
gidity), and encephalopathy (2). In the
patient described, there was no evidence
provided of autonomic lability—only
the initial heart rate and blood pressure
were reported. The patient had a low-
grade temperature on admission, but no
other temperature measurements were
reported. Only mild rigidity (of unclear
type) of thelimbsand abdominal muscu-
lature was described. Finally, the en-
cephalopathy of NMS cannot be
determined in a comatose patient (coma
of itself is very unusual in cases of
NMS). Thus, the patient had none of the
major features of NM S at thetime of the
diagnosis. A raised creatinekinase (CK)
isnot diagnostic of NMS (2) and, in this
patient, could have resulted from numer-
ousother causesthat werenot excluded.

The patient was described as regaining
consciousness 6 hours after bromo-
criptine administration. No details are
provided, however, concerning sedation
given or paralysis used while the patient
was ventilated. Regaining conscious-
ness was more likely to be part of the
clinical course or the result of any seda-
tion wearing off. Administering bromo-
criptine in cases of NMS will lead to
resolution of musclerigidity, autonomic
lability, and hyperthermia; it will not
particularly increase the level of con-
sciousness alone.

We believe that the condition described
in this case is more likely to have been
serotonin toxicity, whichisarecognised
complication of SSRI overdose (3).
Usually referred to as the serotonin syn-
drome, the condition is better described
as a spectrum of toxicity (4). Although
Sternbach’s criteria are the most com-
monly cited for diagnosis (5), serotonin
toxicity ismore clearly characterized by
a triad of clinical features: autonomic
features, neuromuscular changes, and
altered mental status (3).
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Although there are similaritiesto NMS,
serotonin toxicity isadistinct condition
(6,7). NMSiis an idiosyncratic reaction
to therapeutic dosages of neuroleptic
agents, while serotonin syndrome is a
toxic reaction due to overstimulation of
5-HT,, receptors in the central nervous
system (6,8). Distinguishing featuresin-
cludebradykinesiaand lead piperigidity
in NMS, compared with hyperkinesia
and clonus in serotonin toxicity, and
autonomic instability in NMS, com-
pared with presence of a serotonergic
agent in serotonin toxicity (6,7). In the
case described, thereisevidence of sero-
tonin toxicity; however, there are insuf-
ficient clinical details to confirm the
diagnosis.

Over thelast 2 years, there have been 46
citalopram overdose presentations to
our unit. There was moderate-to-severe
serotonin toxicity in 7 cases, and in 4 of
these, citalopram was the only drug in-
gested. All 7 met Sternbach’s criteria
(5). The dosage ingested by the 4 pa-
tients using citalopram alone ranged
from 280 mg to 3000 mg daily. There
were no cases of NMS. This suggests
that serotonin toxicity is not uncommon
with citalopram overdose. Thereis1re-
port in the literature of serotonin syn-
drome caused by aninfusion of 20 mg of
citalopram (9).

Because the described clinical features
did not satisfy the diagnostic features of
NMS (2), other differential diagnoses
should have been considered by the
authors—in particular serotonin toxic-
ity. It is our contention that the authors
need to make an unusually strong argu-
ment for the case of citalopram-induced
NMS: the patient they describe had a
citalopram overdose with very few fea-
tures of NMS. We believe thisis not a
case of NMS due to citalopram over-
dose; itismore likely to be the expected
serotonin toxicity.
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Reply: Citalopram Overdose,
Serotonin Toxicity, or Neuroleptic
Malignant Syndrome?

Dear Editor:

We are grateful to your correspondent
for opening the debate on our letter.

Neuroleptic malignant syndrome
(NMS)—Ilike the encephalopathy that
develops in association with the use of
antidepressants—indicates that both it
and serotonin syndrome are spectrum
disordersinduced by drugswith both an-
tidopaminergic and serotonergic effects
(1). Medications that affect brain dopa-
mine and serotonin levels are occasion-
ally associated with neurotoxic
behavioural and autonomic syndromes,
variously described as NMS and toxic
serotonin syndromes (TSS). Based on
the drugs' presumed brain mechanisms
of action, different corrective interven-
tions have been recommended. Moreo-
ver, Fink hasclaimedthat NMSand TSS
are not specific syndromes but, rather,
examples of a nonspecific generalized
neurotoxic syndrome and that they are
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subtypes of catatonia (2). For these rea-
sons, NMS and TSS may be con-
fused—or they may be presentations of
different aspects of the same etiologic
cause (dopamine-serotoninimbalance).

Although NMSis described as having 4
classic signs, no agreed-upon criteriaex-
ist for the diagnosis of the syndromein
termsof severity or combination of these
signs, and milder or incompletevarieties
have been detected and included with
the full-blown cases (3). In our patient,
there was no autonomic lability, but
there was coma, subfebrilefever, andri-
gidity on admission. In NMS, mental
status changes, coma, and catatonia are
common (4). Although creatine kinase
(CK) isnot aspecificindicator of NMS,
it may be important for the early detec-
tion of the syndrome (3). Muscle isoen-
zyme of CK may be raised by
intramuscular injections, hyperactivity,
and catatonia(5); it may alsoberaisedin
medically ill patients taking neurolep-
tics (6). In our case, there were no such
conditions.

No sedation or paralysis agents were
used while the patient was ventilated.
Therefore, consciousness was not re-
gained as the result of any sedation
wearing off. Otherwise, regaining of
consciousness was not the part of the
clinical course, it was a secondary event
to bromoacriptine administration. Weob-
served no change during a 7-day period
of supportive treatment, but the clinical
course improved completely within 24
hours of bromocriptine administration.
In one review, it has been stated that,
when compared with supportive meas-
ures alone, bromocriptine in particular
shortened the time to the resolution of
NMS symptoms (7). Since there was
neither hyperkinesia nor clonus in our
case, we did not suspect serotonin
toxicity.
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Lycanthropy: 2 Case Reports

Dear Editor:

According to Keck and others(3), lycan-
thropy can be diagnosed when a patient
reportsin alucid moment, or retrospec-
tively, feeling, or having felt, sensations
of being an animal. Similarly, it can be
diagnosed when a patient displays
animal-like behaviour (for example,
howling or crawling). It does not form a
separate syndrome but is a symptom of
different psychiatric diseases (2). Were-
port 2 cases of patients with schizophre-
nia who felt they had been transformed
into afrog and a bee, respectively.

Case Report 1

A 34-year old woman suffering from
schizophrenia came to the emergency
department. At first, she was mutistic;
|ater she seemed agitated and tense. Sud-
denly, she started moving like a frog,
jumping around, making frog-like
noises, and showing her tongue as
though intending to catch a fly. We
found out that she had taken part in a
workshop about fairy tales prior to be-
coming symptomatic. An organic cause
was excluded, and no drug intake was
found.

Case report 2

A 24-year-old woman suffering from
schizophreniareported a strange feeling
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that could not be properly described, to-
gether with the feeling that she was be-
coming a bee and getting smaller and
smaller. Sheasofelt aburning sensation
in her thighs. She attributed her meta-
morphosisto her being stung by beesasa
child and the “splashes of bee” that had
touched her. Inthiscaseg, it isinteresting
to note that she described herself as car-
ing for her mother like a*“working bee”
and that she could not really develop
autonomy. No organic causes could be
found, and drug screening tested
negative.

Discussion

To date, the metamorphosis into a frog
or a bee has not been described in the
medical literature. Both patients suf-
fered from schizophrenia, and thelycan-
thropy was accompanied by other
psychotic symptoms. Psychodynami-
cally, lycanthropy could bean attempt to
delegate affects to the animal. Lycan-
thropy in our cultural context seems bi-
zarre and strange, appears suddenly, and
does not seem to be understood ration-
ally. In his discussion of countertrans-
ference phenomena induced by
lycanthropy, Knoll points out that its
strangeand often threatening aspect may
lead therapists to neglect it (3). This
might explain why the phenomenon is
rarely described in psychiatricliterature.
Focusing on the patient’s subconscious
choice of animal species may hint at the
patient’s subconscious conflicts and
might be helpful in psychotherapy of the
mental disease.
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Re: Weight Change With
Antipsychotic Use

Dear Editor:

Weight increase with the use of antipsy-
chotics, especially novel antipsychotics,
has been of significant concern to pa-
tients suffering from psychotic disor-
ders. There are several psychosocial
issues associated with weight gain (for
example, issues of self-esteem, dis-
crimination, and medical morbidity).
Studies and clinical practice involving
antipsychotic use consistently indicate
weight gain as a potentially serious side
effect.

It has been stated that weight gain and
loss may not be dosage-related. In my
clinical observation on 2 different occa-
sions, however, dosage appeared to be
related to weight loss after initial weight
gain. | present here the cases of 2 pa-
tients who lost weight, following initial
gain.

Case Report 1

A 25-year-old man suffering from
schizophrenia was prescribed olanzap-
ine 20 mg daily (monotherapy). His
weight was recorded at 100 kg. He was
clinically stable. The dosage was re-
duced to 17.5 mg daily, and then to 15
mg daily, with no rebound increase in
psychosis. His recorded weight showed
a reduction of 7 kg, accompanied by
more self-confidence in the patient.
There was no other change in his medi-
cation regimen, diet, medical condition,
lab values, or daily routine.

Case Report 2

A 37-year-old lady suffering from schi-
zoaffectivedisorder with manic and psy-
chotic symptoms had a trial of several
mood stabilizers, typical antipsychaotics,
long-acting antipsychotics, and clozap-
ine, with multiple subsyndromal to
full-blown symptoms and frequent hos-
pitalisations. Shewastreated with 75mg
of topiramate and was started on olan-
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zapine with dose titration and final in-
creaseto 20 mg daily. She experienced a
weight gain of 11 kg in 3 months. This
combination of mood stabilizers and ol-
anzapineled to significant improvement
in her mental state. Initialy, it was a
daily struggle keeping her on olanzap-
ine, because she was extremely weight-
conscious. With improvement in her
clinical condition, olanzapine dosage
wasdecreasedto 17.5mg daily, and then
to 15 mg daily, with weight reduction of
3 kg. She was much more accepting of
olanzapine and was discharged.

Based on these observations, it is not
possible to determine the mechanism of
action leading to weight loss. Olanzap-
ine dosage reduction—wherever possi-
ble at the earliest opportunity—may,
however, be a useful strategy to reduce
weight following initial gain.

VK Dewan, MD, FRCPC
Port Coquitlam, British Columbia

Misleading Drug Advertising

Dear Editor:

It must be evident to all psychiatrists of
my vintage (over age 65 years) that phar-
maceutical company advertising has
changed remarkably in the last 40 years.
In the 1960s, battling the hegemony of
psychodynamically oriented psychiatry,
the drug companies timidly promoted
their products (sometimes, even the neu-
roleptics) as adjuncts to psychotherapy

).

Now, we seem to be in an era wherein
the aim of drug advertising isto devalue
a competitor’s product in the hope of
casting a favourable light on your own.
For example, we havethealtruisticfolks
at the Lilly Company informing usin a
2-page advertisement (2) of the dangers
of prolonging the QTcinterval, possibly
in anticipation of ziprasidone's intro-
duction by a competitor. We also have
the thoughtful people at Janssen telling
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us about the high incidence and dangers
of type 2 diabetes, an increased risk for
those treated with olanzapine (3).

There is nothing wrong with receiving
factual information. Every clinician
knows that the use of any drug for a par-
ticular patient requires the exercise of
sound judgement and a careful balanc-
ing of advantagesagainst disadvantages.
When drug companiestry to deceive us,
however, they lose credibility; unfortu-
nately, their spokespersons may also
lose credibility. The following 2 exam-
plesareillustrative.

The March 2001 issue of Physician Per-
spective, a newsletter sent through the
mail by Eli Lilly Canada Inc, contained
the “viewpoint” of Canadian physician,
Joel Raskin, entitled “The New Atypi-
cals and Abnormalities in Glucose Me-
tabolism: Real or Exaggerated Risk?’
Dr Raskin, who just happens to be the
vice-president of clinical research for
Lilly, states: “Risperidone and ziprasi-
done were designed to behave like ha-
loperidol, but without giving rise to
extrapyramidal symptoms.” Anyone
aware of the pattern of receptor blockade
of these 2 drugs, and that of hal operidol
(and others, for examplesee[4] and [5]),
will find this statement grossly mislead-
ing. A recent article by Kapur and See-
man (6) is also relevant.

A second example: A friend of minere-
cently picked up a pamphlet in her fam-
ily doctor’s office. Anxiety—It’s Not
Just In Your Head was authored by Mi-
chael Evans, MD, and Richard Swinson,
MD. Its publication was “supported by
an educational grant from Wyeth-Ayerst
Canada Inc,” the makers of Effexor
(venlafaxine). The pamphlet is struc-
tured as a series of questions the pro-
spective patient may have. Question 13
reads as follows: “Are the medications
addictive? Antidepressants are not ad-
dictiveinthe sameway that cigarettesor
benzodiazepines are.” To suggest that
the addictive potential of benzodi-
azepines is comparable with that of
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nicotine (cigarettes) is deceitful and
serves only to frighten unnecessarily
those patients who have been helped by
benzodiazepines.

Can drug companies not do better than
this? Psychiatrists are not stupid.

Letters to the Editor

References

1. Aventyl—a new dimension in the adjunctive treat-
ment of depression; Tofranil anaid to psychotherapy.
Canadian Psychiatric Association Journal
1965;10:XX. XXXii.

2. Am J Psychiatry 2001;158:A40-1.

3. J Clin Psychiatry 2001;62:unnumbered pages pre-
ceding page 147.

661

4. Mclntyre RS, Cortese L, Leitar LA. Isschizophrenia
treatment hampered by weight gain. Newsletter dis-
tributed by the CPA, page 4, figure 3.

5. Casey DE, Zorn SH. The pharmacology of weight
gain with antipsychotics. J Clin Psychiatry 2001;62
(Suppl 7):4-10.

6. Kapur S, Seeman P. Does fast dissociation from the
dopamine D2 receptor explain the reaction of atypi-
cal antipsychotics? A new hypothesis. Am JPsychia
try 2001;158:360-9.

PCS Hoaken, MD, FRCPC
Bath, Ontario



