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Abstract
The Diagnostic and Statistical Manual (3rd ed., rev.) (DSM-III-R) diagnosis of conduct disorder assumes that
all children who engage in three or more criterion antisocial behaviors for 6 months or more suffer from a
mental disorder. It resists all contextual information about a child’s developmental history, capacities,
strengths and circumstances, and assumes that the antisocial behavior necessarily stems from an underlying
disorder. In this review, we use Mark Twain’s narrative of the lives of Tom Sawyer and Huckleberry Finn as a
point of departure for questioning the reasonableness of this assumption, and for examining normal as well as
pathological pathways to antisocial behavior. We begin by reviewing the status of earlier controversies about
the mental disorder concept in the service of documenting the impressive progress of the field in
conceptualizing disorder. Next, we examine Wakefield’s (1992a, 1992b) recently introduced “harmful
dysfunction” concept of mental disorder and employ its criteria to evaluate the hypothesis that chronic
antisocial behavior in childhood as defined by DSM-III-R is caused by an underlying mental disorder. We also
examine some of the difficulties in discriminating between disorder- and nondisorder-based antisocial
behavior, and consider issues that warrant attention in future theoretical and empirical work. Finally, we
explore the pragmatic rather than scientific basis for DSM-III-R’s mental disorder claim and argue that
regardless of its status as a mental disorder, this most troubling and harmful behavior syndrome of childhood
deserves the intensive interest, concern, and resources of the scientific and public health communities.

It would have been news to Tom Sawyer
and Huckleberry Finn that they suffered
from a mental disorder. Yet, from the
opening scene of Mark Twain’s The Adven-
tures of Tom Sawyer (Twain, 187611950)
through the closing chapters of The Adven-
tures of Huckleberry Finn (Twain, 1947),
we read about a sustained pattern of antiso-
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he managed to depict Tom and Huck each
manifesting sufficient levels of antisocial
behavior, including lying, stealing, aggres-
sion, truancy, running away, and even cru-
elty to animals-to warrant the diagnosis.

But, Twain also managed unwittingly to
sow seeds of doubt about the CD diagnosis
by rendering a rich and sympathetic narra-
tive of the lives of Tom and Huck. We learn
that Tom is an orphan being raised by his
single aunt Polly, who is often bemused by
his antics and who admits of her less than
admirable disciplinary practices, “I ain’t
doin’ my duty by that boy.” Huck’s misbe-
havior seems at least as easy to understand
in context; his mother is deceased, and he
receives nothing in the way of supervision,
nurturance, or positive role modeling from
his abusive father, the town drunk, whom
he almost never sees. These biographical de-
tails would seem to offer a compelling ex-
planation for the behavior of Tom and
Huck as normal boys living and behaving
under very abnormal circumstances. Yet,
however compelling these details may seem,
they are ignored in the decision to assign a
diagnosis of CD. All children who engage in
at least 3 of 13 antisocial behaviors over a
&month  period, regardless of history and
circumstance, are diagnosed as suffering
from the disorder. Although its exact na-
ture and etiology are unspecified, the un-
derlying disorder is nonetheless assumed to
somehow cause the antisocial behavior
(American Psychiatric Association, 1987,
pp. xxii-xxiii).

The tension between Twain’s sympa-
thetic narrative and psychiatry’s claim that
Tom and Huck suffered from a mental
disorder highlights fundamental questions
concerning how we should define the
boundaries between normal and pathologi-
cal functioning in childhood. Questions
such as this have been debated periodically
throughout the history of medicine and sci-
ence, most recently during the 1960’s debate
over the existence of mental illness (e.g.,
Ausubel, 197 1; Laing, 1967; Sarbin, 1967;
Szasz, 1960). As we point out below, the
chief lesson from earlier debates is that
there are no fixed, immutable answers to

questions concerning the boundaries be-
tween disorder and nondisorder. They war-
rant revisiting periodically on the basis of
new experience, ideas, and data, much like
" . . .  clearing turbid solutions by pouring
them continually from one glass to the
other” (Zubin, 1978, p. 3).

The issue of the boundary between nor-
mal and abnormal functioning is especially
relevant to a developmental psychopathol-
ogy perspective (Cicchetti, 1984; Cicchetti
& Toth, 1991; Rutter, 1986),  which empha-
sizes knowledge of normal ontogenesis as
necessary to an understanding of deviations
or distortions from normality (Cicchetti &
Richters, 1993 [this issue]). Similarly, infor-
mation obtained from studying pathology
enhances understanding of normal develop-
ment (Cicchetti, 1990).

This is an especially important time to re-
examine the psychopathology issue with a
particular focus on CD for two related rea-
sons. First, since its introduction as a for-
mal DSM category in 1980, the diagnosis of
CD has gained considerable currency in re-
search concerning antisocial behavior in
childhood. This ascendancy will no doubt
continue as the mental disorders of child-
hood play an increasingly influential role in
organizing and interpreting mainstream re-
search into both normal and abnormal de-
velopment, and in establishing the funding
and services delivery priorities of govern-
ment agencies, professional organizations,
and treatment providers (Cicchetti, 1984;
Institute of Medicine, 1989; Richters & Cic-
chetti, 1993 [this issue]). Because the disor-
der concept and attendant uses of terms
such as diagnosis, symptom, treatment, and
illness course have consequences for the
ways we think and frame our questions
about antisocial behavior in childhood, as-
sumptions underlying the CD diagnosis
warrant careful scrutiny. Second, the past
two decades have given rise to a remarkably
rich body of data concerning the psycholog-
ical functioning of conduct-disordered chil-
dren, their families, their social environ-
ments, their peer relationships, and their
life-course trajectories. As a consequence,
we are in a position to ask more informed
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and penetrating questions about the distinc-
tion between normal and psychopathologi-
cal functioning than at any time in the past.

Several recent papers have examined
closely the definitional boundaries of CD
and its subtypes, as well as its relationship
to other childhood disorders (see Achen-
bath, 1993; Hinshaw, Lahey, and Hart,
1993; Quay, 1993 [all in this issue]). In the
discussion that follows we address the prior
question of whether or not and under what
circumstances it makes sense to conceptual-
ize antisocial behavior in childhood as being
caused by an underlying mental disorder.
We begin by considering the more general
concept of mental disorder, and the status
of Szasz’s earlier controversial thesis that
mental disorders do not exist. An assess-
ment of that thesis in light of present-day
thinking and data provides a useful index of
how far the field has progressed during the
intervening decades. Next, we examine
Wakefield’s (1992a,  1992b)  recently intro-
duced harmful dysfunction concept of men-
tal disorder, and employ its criteria to eval-
uate the hypothesis that chronic antisocial
behavior in childhood as defined by DSM-
III-R is caused by an underlying mental dis-
order. Finally, we examine some of the dif-
ficulties in discriminating between disorder-
and nondisorder-based antisocial behavior,
and consider issues that warrant attention
in future theoretical and empirical work in
this area.

The Concept of Mental Disorder

The publication of Szasz’s The Myth of
Mental Illness in 1960 marked a watershed
event in the history of psychiatry (Szasz,
1960, 1971). By arguing the extreme posi-
tion that mental disorders do not exist,
Szasz provoked the field of psychiatry into
struggling publicly with a poorly defined
and overinclusive concept of mental illness
that had plagued its past and threatened its
future. Szasz’s thesis was an admixture of
social, political, and philosophical claims
concerning psychiatry’s misuse of medicine
for social control. At its scientific core,
however, was the claim that all physical dis-

orders stem from identifiable physical le-
sions, defined as deviations or abnormali-
ties in anatomical physical structures at
either the microscopic (e.g., bacteria, can-
cer cells) or macroscopic (e.g., gross tu-
mors, broken limbs) level. Because lesions
had not been identified in connection with
the behavior/symptom patterns labeled as
mental illnesses, according to Szasz, there
was no physical evidence that these behav-
iors were caused by real disorders. Thus, for
Szasz, the presence of a physical lesion was
necessary and sufficient for defining medi-
cal disorders; it therefore constituted a stan-
dard for evaluating the legitimacy of the
mental disorder concept.

Critics noted important errors in this cor-
nerstone of Szasz’s position-errors based
largely on an overly rigid, outmoded con-
cept of medical illness (Kendell, 1975).
First, it is not true that all physical lesions
are considered disorders. Albinism, for
example, is caused by the absence of an en-
zyme required in the metabolism of tyro-
sine, yet the resulting condition is not con-
sidered an illness per se. Similarly, children
with fused second and third toes have a con-
genital defect similar to the one that causes
spina bifida, yet because the ill effect is triv-
ial it is not considered a disorder by conven-
tional standards (Kendell, 1975). Other con-
ditions, such as the sickle-cell trait, are
positively beneficial in certain environ-
ments (e.g., those in which it protects
against malaria) and are strictly harmful in
others (e.g., those that are physically stress-
ful). Second, there are numerous well-
established medical disorders for which le-
sions have not yet been identified, including
syndromes such as trigeminal neuralgia, se-
nile pruritus, and dystonia musculorum de-
formans (torsion dystonia). The identified-
lesion criterion would require ignoring these
as medical conditions until their underlying
pathologies are identified. Moreover, it
would have denied the physical illness status
to other commonly recognized disorders
such as epilepsy, Parkinson’s disease, and
pellagra, until their underlying pathologies
were discovered after the turn of the century
(Kendell, 1975). It also would have denied
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the disorder status to acquired immune de-
ficiency syndrome (AIDS) until relatively
recently. Finally, there are numerous dis-
eases such as hypertension and diabetes that
are not traceable to single, identifiable le-
sions in the traditional sense (Oldham,
Pickering, Fraser Roberts, & Sowry, 1960).
Instead, they appear to be an emergent
property of complex interactions among
processes that, individually, may reflect
only marginal, normal range deviance. Fur-
thermore, disorders such as hypertension
defy earlier notions of a qualitative distinc-
tion between health and illness and are more
consistent with a dimensional model of pa-
thology.

Kendell’s counterexamples compel a
more complex view of lesion-disorder link-
age and an even broader conceptualization
of the lesion concept than Szasz had as-
sumed. Thus, rather than providing a stan-
dard for evaluating the legitimacy of mental
disorders, it turns out that the medical ill-
ness concept itself is elusive. No simple defi-
nition of physical disorder is capable of en-
compassing all conditions recognized as
disorders while at the same time excluding
those that are not. The medical illness con-
cept itself is a social construction on the
boundary between biological facts and so-
cial values (Wakefield, 1992a,  1992b). Con-
sequently, discourse over the legitimacy of
mental disorders necessarily requires the de-
velopment of a viable working definition of
the more general concept of disorder.

Disorder as Harmful Dysfunction

The search for an adequate concept of dis-
order has led to a variety of definitional
proposals, the most notable of which have
differentially emphasized suboptimal func-
tioning (Klein, 1978),  statistical deviance
(Cohen, 1981),  unexpectable distress/dis-
ability (American Psychiatric Association
[APA], 1980),  and/or biological disadvan-
tage (Kendell, 1975). Each, however, pos-
sesses severe limitations in its ability to
accommodate noncontroversial disorders
while excluding conditions widely consid-
ered not to be disorders. On the basis of a

review and critique of these limitations,
Wakefield has proposed an overarching,
hybrid, harmful dysfunction concept of dis-
order, with an associated set of criteria for
distinguishing between disorder and non-
disorder in the domains of both physical
and mental functioning:

A condition is a disorder if and only if (a) the
condition causes some harm or deprivation of
benefit to the person as judged by the standards
of the person’s culture . . . , and (b) the condi-
tion results from the inability of some internal
mechanism to perform its natural function,
wherein a natural function is an effect that is
part of the evolutionary explanation of the exis-
tence and structure of the mechanism. (Wake-
field, 1992a, p. 384)

By preserving the strengths and discarding
the weaknesses of earlier proposals, the
harmful dysfunction concept holds several
advantages over its predecessors. First, by
focusing on a broadly defined concept of in-
ternal mechanisms, it adopts an evolution-
ary biology approach which acknowledges
the brain and its functions as legitimate
manifestations of biological mechanisms
developed through natural selection (Buss,
1984). Although it assumes axiomatically
that mental processes (e.g., cognition, emo-
tion, perception) are ultimately traceable to
underlying biological processes, it imposes
no requirement to assess those processes at
an anatomical or physiological level. There-
fore, the harmful dysfunction concept is
not yoked to the criterion of an identifiable
(or identified, as in Szasz’s requirement)
physical lesion or any other single referent.
Instead, it implicitly adopts a theoretical
construct approach wherein a disorder is
defined by the nomological network of laws
that describe it, and is indexed by multiple,
fallible indicators (Cronbach & Meehl,
1955). Those constructs may be postulated
in psychological or biological terms and
may be indexed through biological and/or
behavioral indicators at differing levels of
abstraction. Consequently, the model is ca-
pable of accommodating both medical and
mental disorders with equal ease.

Second, the harmful dysfunction con-
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cept emphasizes natural, evolved mecha-
nisms within the individual that have gone
awry. It therefore forces attention onto a
specification of or speculation about those
processes, and on the need to rule out alter-
native explanations in the form of nor-
mal functioning causal processes operating
within, and environmental factors outside,
the individual. It also minimizes the likeli-
hood that conditions which are merely un-
desirable by social or political standards
will be classified as disorders, as in the case
of notable psychodiagnostic errors of the
past such as drapetomania (the mental con-
dition attributed to runaway slaves; Cart-
wright, 1981/1851;  Szasz, 1971) and child-
hood masturbation disorder (Foucault,
1978). Finally, the harmful dysfunction
criterion places on a firm scientific basis the
distinction between disorder and other
forms of human misery, unhappiness, and
troubles.

It warrants underscoring that the con-
cept of harmful dysfunction only circum-
scribes the conceptual decisions that must
be made in discriminating disorders from
nondisorders. It does not specify how those
decisions are to be made. These decisions
necessarily require an admixture of com-
plex scientific and value judgments. The
identification of dysfunction, for example,
requires scientific knowledge or theory
about the natural mechanisms in question
and their functional significance, as well as
criteria for determining the dysfunctional
status of those mechanisms or processes.

Similarly, the harm requirement leaves
open important questions concerning how
to assess harmful effects and how to dis-
criminate between the inability of a mecha-
nism to perform its natural function and a
mere production deficit of an intact mecha-
nism. As Wakefield has noted, these deci-
sions tend to be straightforward in the case
of well-understood conditions and become
more controversial and subject to scientific
dispute to the extent that the underly-
ing mechanisms and processes are not yet
well understood (Wakefield, 1992a). This
should alert us to the fact that, in the do-
main of mental disorders, tasks such as de-

fining the domain of natural mechanisms,
understanding the difference between nor-
mal variability and dysfunction, linking
dysfunctions causally with harmful condi-
tions, and even defining those harmful con-
ditions, are likely to be matters of consider-
able scientific dispute. These questions,
however, are not weaknesses in the harmful
dysfunction concept itself. Rather, they are
burdens that must be shouldered within the
substantive domains of developmental psy-
chopathology, evolutionary biology, and
related disciplines (Buss, 1984; Cicchetti,
1984, 1989; Rutter, 1986).

Competing Models of Antisocial Behavior

The harmful dysfunction concept provides
a useful heuristic framework for beginning
to resolve the tension between Twain’s char-
acterization of Tom and Huck and the view
of DSM-III-R. It encourages us to consider
a range of alternatives in conceptualizing
the causes of antisocial behavior, including
factors within and outside the individual. In
the discussion that follows we use the harm-
ful dysfunction framework to consider the
plausibility of both disorder-based and
nondisorder-based models of antisocial be-
havior. First we focus on Wakefield’s con-
cept of harmful dysfunction, and employ its
criteria to examine the hypothesis that
chronic antisocial behavior in childhood is
attributable to an underlying mental disor-
der. Next, we consider the possibility that
the antisocial behavior of some children
may be caused mainly by adverse environ-
mental factors, unrelated to underlying dys-
functions within the child. Following this
we examine some ambiguities of the harm-
ful dysfunction concept and suggest how
developmental considerations might come
into play in resolving these issues.

Model I: Antisocial behavior attributable
to harmful dysfunctions

Evidence for harm and deprivation of bene-
fit. Although the DSM-III-R diagnosis of
CD is defined exclusively in terms of a
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child’s antisocial behavior, it is nonetheless
associated with a wide array of harmful/
negative conditions in the domains of so-
cial, behavioral, emotional, and cognitive
functioning. Moreover, to a striking degree
these problems tend to appear early in life
and continue across the life-span (Robins,
1966).

Childhood. Beginning as early as the
preschool years, children who later display
serious conduct problems have been shown
to manifest significantly higher levels of im-
pulsivity, irritability, and inattention than
their peers-characteristics associated with
negative interactions with parents, peers,
and teachers (e.g., Campbell, 1991; Camp-
bell, Breaux, Ewing, & Szumowski, 1986;
Patterson, Capaldi, & Bank, 1991). During
middle childhood, children with conduct
problems are more likely to be rejected by
their peers (Ladd, Price, & Hart, 1990),
develop poor relationships with their teach-
ers, engender less nurturance and support
within the school setting (Campbell, 1991),
and suffer from academic deficiencies (Mel-
tzer, Levine, Karniski, Palfreg, & Clarke,
1984). These factors, in turn, have been
shown to be associated with an increased
likelihood of deviant peer group affiliations
(Dishion, Patterson, & Skinner, 1989),
which itself has been implicated as a risk
factor for substance abuse (Dishion &
Loeber, 1985),  dropping out of school
(Cairns, Cairns, & Neckerman, 1989),  and
criminal behavior (Loeber & Dishion, 1983;
Loeber & Stouthamer-Loeber, 1987).

In the clinical domain, children diag-
nosed with CD have been found to suffer
from a range of emotional adjustment
problems. A significant proportion of chil-
dren diagnosed with CD, for example, also
warrant the diagnosis of attention-deficit
hyperactivity disorder (ADHD), with its
well-established functioning deficits in the
domains of impulse control, difficulty sus-
taining attention, engaging in dangerous ac-
tivities through apparent lack of foresight,
and the like (Hinshaw, 1987; Hinshaw, et
al., 1993 [this issue]; Loney, 1987). More-
over, children diagnosed with both CD and
ADHD tend to suffer significantly higher
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functioning deficits in nearly all of the
aforementioned domains than children with
only a CD diagnosis (Hinshaw et al., 1993
[this issue]).

The diagnosis of CD also has been shown
in epidemiological samples to be associated
with higher than average risk for anxiety
and depressive disorders (Zoccolillo, 1992).
Whether these diagnoses themselves meet
the harmful dysfunction criterion is less im-
portant in the present context than the fact
that they are both associated with signifi-
cant levels of personal distress and a range
of noncontroversial functioning impair-
ments. Finally, upwards of 90% of clinic-
referred children diagnosed with early-
onset CD also may meet criteria for
oppositional defiant disorder, a syndrome
(regardless of its diagnostic status) associ-
ated with deficits in affect and behavior reg-
ulation and strained relations with peers as
well as adults (Faraone, Biederman, Kee-
nan, & Tsuang, 1991; Loeber, 1988; Walker
et al., 1991).

Adulthood. Robins has shown that ap-
proximately 3 1% of those who warrant the
CD diagnosis as children remain suffi-
ciently antisocial through adulthood to
qualify for the diagnosis of antisocial per-
sonality disorder (ASP) after age 18. Their
functioning deficits, based on epidemiolog-
ical data, include significant levels of em-
ployment troubles (94%), violence (SSOro),
multiple moving traffic offenses (72%),
and severe marital difficulties (67%) (Rob-
ins, 1966). Moreover, a significant propor-
tion of the remaining 69% who do not war-
rant the ASP diagnosis may nonetheless
suffer from a wide range of social dysfunc-
tions in adult life. One recent study of
adults, who met the criteria for CD in child-
hood and were raised in group homes, re-
ported that only a minority (13%) went on
to show satisfactory social functioning in
adult life (Zoccolillo, Pickles, Quinton, &
Rutter, 1992).

Interpreting harmful conditions. Much
of what we know about the negative condi-
tions associated with CD and antisocial be-
havior needs to be qualified by two impor-
tant caveats. First, most findings have been
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based on samples of convenience, often in-
cluding clinic-referred children who had
been brought to the attention of therapists
precisely because they were suffering from
significant functioning impairments. Thus,
although it is clear that some conduct-
disordered children suffer from numerous
social and emotional problems, it is not
clear to what extent these conditions are
typical of the population of children diag-
nosable with CD. Related to this, some evi-
dence indicates that many problems associ-
ated with CD vary in prevalence and
intensity as a function of various proposed
subtypes, such as early onset CD (cf. Hin-
shaw et al., 1993 [this issue]; Moffitt,
1990) and undersocialized aggressive CD
(cf. Quay, 1993 [this issue]). Most studies of
children diagnosed with CD, however, have
been variable - rather than individual-
based in their research designs and data an-
alytic strategies. Consequently, results are
often reported in terms of correlations,
variance explained, and degrees of separa-
tion between distributions (a point to which
we return later). It is therefore often diffi-
cult to estimate from reported data what
proportion of children diagnosed with CD
suffer from the conditions described.

Nonetheless, the evidence for multiple
harmful conditions associated with some
forms of antisocial behavior and CD in
some individuals is compelling; on average,
children diagnosed with CD are much more
likely to experience more harm and depriva-
tion of benefit than children with any of the
other common syndromes and disorders of
childhood. It is not enough, however, to
demonstrate that harmful conditions are
merely correlated with antisocial behavior.
As we discuss in more detail later, the attri-
bution of disorder requires a postulate or
demonstration that the negative conditions
are direct or indirect consequences of dys-
functions of natural processes within the
child. A direct consequence might begin
with an underlying deficit in arousal modu-
lation that plays a causal role in producing
symptoms of depression and anxiety as well
as antisocial behavior; an indirect causal
pathway might begin with dysfunctional
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learning mechanisms that play a causal role
in producing antisocial behavior, the conse-
quences of which lead to depression and/or
anxiety. In both examples, the harmful con-
sequences would be traceable to an underly-
ing internal dysfunction, justifying the dis-
order attribution.

Evidence for dysfunctions in natural mech-
anisms. The concept of dysfunction within
Wakefield’s model of disorder refers specif-
ically to the natural functions of mecha-
nisms within the individual that have been
favored by natural selection because of
their adaptive significance in fostering re-
productive fitness and survival. Just as the
opposable thumb evolved as a consequence
of the survival advantages that accrued to
individuals who were better able to grasp
and manipulate objects, executive functions
of the nervous system were selected because
of their contributions to survival (Dawkins,
1976)-but there is an important differ-
ence. Human executive functions such as
the capacity for emotional expression and
recognition, cooperation, bonding, self-
awareness, learning from experience, antic-
ipating the future, recognizing and avoiding
danger, generating alternative strategies for
action and choosing among them, social
communication, and others do not have the
same concrete physical referents as thumbs,
hearts, and kidneys. Executive processes
are anchored ultimately in biological real-
ity. Metaphorically, however, they can be
conceptualized usefully as the software of
the nervous system. Stretching the meta-
phor somewhat, some basic executive pro-
cesses may function as characteristics of an
operating system (e.g., learning capacities),
with others more analogous to programs
(e.g., social cognitions).  And because these
systems do not exist in the same literal sense
as thumbs, their complexity and emergent
nature requires a different level of abstrac-
tion and discourse. The importance of this
lies in the fact that there are innumerable al-
ternative ways of conceptualizing the adap-
tive mechanisms of the nervous system and
their dysfunctions. Furthermore, it is often
difficult to know with any certainty whether
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or not a particular conceptualization truly
carves nature at its joints by identifying the
mechanisms most causally relevant to a
given observable condition. Thus, any con-
sideration of the nervous system’s natural
functions and their failures is necessarily
limited by this indeterminacy.

A variety of underlying mechanisms cen-
tral to the regulation of emotion, cognition,
and behavior have been proposed as playing
causal roles in the emergence and mainte-
nance of conduct-disordered behavior, typ-
ically through interactions with adverse
environmental conditions (see, e.g., Green-
berg, Speltz, & DeKlyen, 1993; Moffitt,
1993; Pennington & Bennetto, 1993; Quay,
1993 [all in this issue]). In the discussion
that follows, we review some of the empiri-
cal evidence for functioning deficits in each
of these domains that have been shown to
be associated with antisocial behavior. This
review is not intended to be exhaustive but
rather a sampling of the mechanisms in each
domain. Furthermore, some of the associ-
ated research into mechanisms has focused
on aggressive, antisocial, and delinquent
children, rather than those diagnosed with
CD per se. But findings in these areas none-
theless yield promising leads for more fo-
cused research on possible underlying dys-
functions of children diagnosed with CD.

Neuropsychological deficits. Numerous
studies have shown a broad spectrum of
neuropsychological deficits associated with
delinquent and aggressive behavior in child-
hood, including deficiencies in attention
modulation (Newman, 1987; Newman &
Howland,  1989),  self-control and impulsiv-
ity (White, Moffitt, Caspi, Needles, &
Stouthamer-Loeber, in press), verbal skills,
memory, IQ, and visual-motor integration
(Moffitt & Silva, 1988). Although neuro-
psychological differences between antiso-
cial and nonantisocial children are often rel-
atively mild, a study reported by Moffitt
and her colleagues suggests the possibility
that such deficits may be more striking for
children who match the CD profile. In a
representative sample of New Zealand
boys, the authors reported an overall mean
IQ difference between delinquents and non-

delinquents. Closer scrutiny, however, re-
vealed only a l-point IQ deficit for transient
delinquents, compared to a 17-point deficit
for those who had also been aggressive in
childhood (Moffitt, 1990a). There also was
suggestive evidence in the New Zealand
sample for an interaction between neuro-
psychological deficits and negative environ-
mental factors. The combination of neuro-
logical deficits and adverse family life was
associated with a fourfold increase in ag-
gression over that found for boys character-
ized by either factor alone (Moffitt, 1990b).

Collectively, these and related findings
reflect consistent yet mild evidence for neu-
ropsychological deficits in heterogeneous
groups of antisocial children, with evidence
for more striking deficits in chronically an-
tisocial children and among those living in
adverse environments. It is worth noting
that many of these deficits are unlikely to
play a straightforward, direct role in stimu-
lating or sustaining patterns of antisocial
behavior per se. They instead may play sig-
nificant roles farther back in the relevant
causal chains and therefore earlier in chil-
dren’s lives (Moffitt, 1993 (this issue)). At
present, the processes through which neuro-
psychological impairments exert their influ-
ences are largely a matter of informed spec-
ulation. As Moffitt has indicated, many of
these mechanisms also have been linked
to other aspects of cognitive, social, and
emotional functioning problems, such as
academic achievement (Rourke, 1985),
noncompliance with parents (Kaler &
Kopp, 1990), and insecure attachment (Wat-
ers, Vaughn, & Egeland, 1980) - processes
which themselves have been linked to anti-
social behavior (Greenberg et al., 1993;
Reid, 1993 [both in this issue]). These com-
plex interrelationships render difficult the
task ahead of identifying whether or not,
how, and to what extent neuropsychologi-
cal deficits contribute to the development of
antisocial behavior. But the fact that they
have been identified so reliably as correlates
of antisocial behavior warrants the hypoth-
esis that they reflect underlying dysfunc-
tions of natural mechanisms.

Psychobiological deficits. Similarly, with-
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in the related domain of psychobiology,
Quay (1993 [this issue]) has summarized the
growing body of data concerning possible
brain dysfunctions in children with under-
socialized aggressive CD (UACD) - a sub-
type characterized by unusual levels of
physical aggression, codified in DSM-III
but later discarded. Specifically, evidence
from biochemical, psychophysiological,
and experimental-behavioral studies of
UACD children points to possible effi-
ciency deficits in the brain’s noradrenergic
and serotonergic systems implicated in the
activation and inhibition (respectively) of
aggression. In the biochemical domain, for
example, Kruesi and his colleagues reported
significantly lower levels of the serotonin
metabolite 5hydroxyindolacetic  acid (CSF
5-HIAA)  in children and adolescents hospi-
talized for disruptive disorders (including
CD) compared to matched controls (Kruesi,
et al., 1990). Moreover, lower levels of CSF
5-HIAA  were strongly predictive of subse-
quent aggression at 2-year follow-up
(Kruesi et al., 1992). These results are gener-
ally consistent with reports of an associa-
tion between lower CSF 5-HIAA  and both
impulsivity and aggression in adults (e.g.,
Brown, Goodwin, Ballenger, Goyer, &
Major, 1979; Cocarro et al., 1989) and be-
tween CSF 5-HIAA  and aggression in free-
ranging rhesus monkeys living under natu-
ralistic conditions (Higley et al., 1992).
These findings also converge with evidence
showing that drugs used to reduce or in-
crease serotonin levels in nonhuman pri-
mates tend also to increase or decrease ag-
gression (respectively) (e.g., Chamberlain,
Ervin, Pihl, & Young, 1987; Raleigh, Bram-
mer, Ritvo, Geller, McGuire,  & Yuwiler,
1986). Finally, several studies reported that
electrodermal responses to external stimuli,
an index of sympathetic activity reflecting
processes related to anxiety and inhibition,
tend to be diminished in groups of aggres-
sive children and adolescents (e.g., Raine &
Venables, 1984; Raine, Venables, & Wil-
liams, 1990).

Although plausible models have been in-
troduced to explain how these processes
might play an important role in causing an-
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tisocial behavior, much less attention has
been devoted to the possibility that some in-
stead may reflect either the consequences of
antisocial behavior or bidirectional paths of
influence (Susman, 1993 [this issue]). None-
theless, the existing data render viable the
hypothesis that some forms of CD may be
influenced in important ways by underlying
brain dysfunctions.

In the behavioral realm, several experi-
mental studies reported by Quay and his
colleagues have shown that UACD children
are more likely than controls to perseverate
to their disadvantage with previously re-
warded behaviors in the face of punishment
(e.g., Daugherty & Quay, 1991; Shapiro,
Quay, Hogan, & Schwartz, 1988). These
data converge with similar findings based
on adult samples of incarcerated psycho-
paths, and with theoretical models of the
role played by passive avoidance learning
deficits in acquiring antisocial behavior pat-
terns (e.g., Newman & Kosson, 1986). De-
scriptively, these deficits are most parsimo-
niously interpreted as failures of learning in
the context of carefully controlled labora-
tory tasks. Establishing the case that they
reflect true dysfunctions in natural learning
mechanisms will require additional evi-
dence that they are temporally stable within
individuals and across relevant settings, and
instead do not reflect motivational deficits.
At present, however, they provide tentative
convergent support for the hypothesis of
underlying dysfunction, by highlighting a
specific form of learning deficit in at least
some hyperaggressive conduct-disordered
children.

Social cognition. In the domain of social
cognition, Dodge and his colleagues have
amassed a wealth of data demonstrating
that children with conduct problems are
more likely than their peers to be character-
ized by a wide variety of cognitive, percep-
tual, and attributional biases related to their
conduct problems (Dodge, Bates, & Pettit,
1990). Notable among these are social
cognition deficits (e.g., Dodge, Pettit,
McClaskey,  & Brown, 1986),  inaccurate in-
terpretations of peers’ intentions (e.g.,
Dodge, Murphy, & Buchsbaum, 1984),  bi-
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ases toward assuming hostile intent in oth-
ers (e.g., Lochman, 1987),  failures to attend
to relevant social cues (e.g., Dodge, Coie,
Pettit, & Price, 1990),  misjudging aggres-
sion as a means to positive outcomes
(Dodge et al., 1986),  and deficient problem-
solving skills and verbal-assertive strategies
(e.g., Asarnow & Callan, 1985). These are
not isolated findings but, rather, stem from
an intensive and systematic program of re-
search into the mechanisms and processes
underlying antisocial and aggressive behav-
ior. In the context of that research, plausi-
ble roles have been posited for each of these
processes in triggering and maintaining an-
tisocial behavior tendencies.

In considering the relevance of these bi-
ases to the harmful dysfunction concept,
however, it is useful to maintain a distinc-
tion between deficits inproduction and def-
icits in capacity. Although both may be of
equal causal relevance to the initiation of
antisocial behavior, the latter are more eas-
ily interpretable as underlying dysfunctions
in the sense implied by the harmful dysfunc-
tion concept. Production deficits, in con-
trast, may reflect functioning tendencies
that are engendered and/or rewarded by
characteristics of a child’s experiences and
environment, but which are capable of
functioning normally when those condi-
tions no longer prevail. Regardless of
whether or not they stem from underlying
dysfunctions or adverse environmental fac-
tors, cognitive and perceptual biases lead-
ing to aggression may be useful and neces-
sary targets for prevention and treatment
efforts. But unless a persuasive case can be
made that they reflect underlying dysfunc-
tions in natural processes, the disorder attri-
bution is unwarranted.

Another important consideration in
evaluating social cognition biases is the pos-
sibility that they may reflect the conse-
quences rather than the causes of antisocial
behavior. That is, they may reflect self-
justifications for a history of aggressive or
antisocial behavior. This hypothesis seems

- more plausible for some forms of cogni-
tive and perceptual bias than others, but
nonetheless warrants careful consideration

among the range of alternatives to the
harmful dysfunction hypothesis. Although
many questions remain concerning the
causal status of social cognition biases asso-
ciated with antisocial behavior and aggres-
sion, plausible roles have been postulated
for them in interpreting the social world and
in generating and acting on behavioral
strategies for negotiating that world.

Attachment. In the related domain of
social-emotional development, several the-
orists have posited central etiological roles
for children’s attachment relationships in
the development of disruptive behavior
(Greenberg et al., 1993 [this issue]; Kagan,
1984; Richters & Waters, 1991). These roles
have included the effects of the child’s inter-
nal representational models of attachment
relationships on the formation and mainte-
nance of their affective orientations to oth-
ers, and their responsivity to positive social-
ization pressures. When children have a
history of inadequate caregiving and inse-
cure attachment relationships, their repre-
sentational models of attachment figures
and of the self in relation to others are likely
to reflect their inadequate caregiving histor-
ies (Bretherton, 1985). Thus, rather than
approaching the world in an unencumbered
manner, these individuals may perceive
their environments so as to be consistent
with negative experiences (Crittenden,
1990). These expectations are likely to af-
fect adversely the ability to respond to po-
tentially positive situations or to enter into
adaptive relationships, resulting in the
emergence of negative social interactions
and behavior patterns (Cicchetti, 1991;
Lynch & Cicchetti, 1991).

Findings such as these reflect only a sam-
pling of the numerous deficiencies in inter-
nal processes and mechanisms that have
been identified as correlates of antisocial
behavior and/or conduct-disordered be-
havior. Moreover, each has been implicated
in theoretical models as playing a direct or
indirect role in the emergence and/or main-
tenance of at least some forms of the con-
duct-disordered behavior of some children.
As others have noted, the available data
suggest that clinically significant conduct
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problems are probably multiply determined
by interactions among processes that are, in
the case of child-parent attachment and
certain neuropsychological deficits, some-
times several steps removed from more
proximal causes of antisocial behavior
(Greenberg et al., 1993; Moffitt, 1993 [both
in this issue]). But this does not detract
from their plausibility as candidates for the
dysfunction hypothesis.

These data provide a compelling though
tentative counterargument to the skeptical
view that the classification of chronically
antisocial behavior as a disorder is, as
Blackburn characterized ASP, little more
than “. . . a moral judgment masquerading
as a clinical diagnosis” (Blackburn, 1988, p.
511). It is certainly true that most forms of
antisocial behavior are objectionable by
conventional social and moral standards,
and that parental concern over such behav-
ior is often the basis for clinical referral.
These reasons alone, however, do not war-
rant our assent to the hypothesis that
chronic antisocial behavior in childhood
reflects an underlying mental disorder.
Rather, the disorder hypothesis is justified
by the cumulative and accumulating evi-
dence that these behavior patterns are often
associated with, and may stem from, under-
lying dysfunctions of natural processes
within the individual. In the end, some of
these processes may turn out to be transient
consequences of adverse environments, and
others may be judged as artifacts of pro-
cesses that are themselves causally relevant.
At present, however, they warrant the sta-
tus of plausible candidates for the harmful
dysfunction criterion in at least some forms
of, and in certain individuals with, CD.

Model 2: Antisocial behavior attributable
to deviant environments

The qualifiers some forms and certain indi-
viduals are significant because they under-
score important limitations in our knowl-
edge about the extent to which dysfunctions
can account for the antisocial behavior of
children diagnosed with CD. Those limita-
tions include our incomplete knowledge of
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the most relevant underlying mechanisms,
the tentative, speculative nature of our
knowledge about the causal status of identi-
fied variables, and our limited ability to op-
erationalize and measure many of the con-
structs we believe to be most relevant.
Those limitations are also reflected in the
fact that many of the identified harmful
conditions and candidate mechanisms de-
scribed earlier appear to be relatively mild
correlates of conduct problems, with
stronger associations found among children
living in adverse environments. This sug-
gests that there is probably considerable
heterogeneity in the variety of causal fac-
tors and models operating within the popu-
lation of children diagnosable with CD. For
some children, these and related mecha-
nisms may be powerful determinants of an-
tisocial behavior; for other children they
may play secondary or tertiary roles; and
for yet other children they may play no role.
Not only is chronically antisocial behavior
likely to be the end product of complex mul-
tifactorial processes operating within and
outside a given individual, but the relevant
causal processes are likely also to differ
across individuals (Cicchetti & Richters,
1993 [this issue]).

Although the harmful dysfunction
framework focuses attention on underly-
ing natural mechanisms that might account
for antisocial behavior, it also invites our
consideration of the possibility that some
children might develop antisocial behavior
patterns in the absence of internal dysfunc-
tions; their conduct problems instead may
be caused entirely by extrinsic, environmen-
tal factors. An obvious example of this
might be children raised in criminogenic
neighborhoods and/or families and those
who engage in antisocial, even criminal, ac-
tions because those are the behaviors mod-
eled, expected, and/or rewarded by the
major influences in their environments (Mc-
Cord, this issue). This is a particularly sa-
lient model to consider in late 20th~century
America, where in many major cities the al-
lure of drug-related crime is ever present,
and where gangs virtually control the social
commerce and life of many neighborhoods.
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As scientists and clinicians, we know that
gang involvement places children at risk for
an unimaginable array of negative out-
comes. But from the perspective of many
children living in those neighborhoods, the
real risks lie in not joining a gang, a decision
that often can result in powerful social and
physical penalties.

Moreover, the short-term payoffs for
participating in criminal and/or gang activ-
ity can be exceedingly attractive, especially
to those who are disenfranchised, are sur-
rounded by violence and death, and see no
realistic chance of access to the opportu-
nity/payoff matrix available to those in
mainstream society. The seductiveness of
this type of allure was illustrated recently in
the biography of Henry Hill, a New York
gangster accepted into the Federal Witness
Protection Program. As a young child,
Hill’s family lived across the street from a
local mob hangout, providing him with a
vantage point afforded to few in the neigh-
borhood:

I was the luckiest kid in the world . . . I was fas-
cinated by the place. I used to watch them from
my window, and I dreamed of being like them.
At the age of twelve my ambition was to be a
gangster. To be a wiseguy.  To me being a wise-
guy was better than being president of the United
States. It meant power among people who had
no power. It meant perks in a working-class
neighborhood that had no privileges. To be a
wiseguy  was to own the world. I dreamed about
being a wiseguy the way other kids dreamed
about being doctors or movie stars or firemen or
ballplayers. (Pileggi, 1985, p. 13)

Hill’s lifelong pattern of antisocial and
criminal behavior was sufficiently pervasive
to warrant the diagnoses of CD in child-
hood and ASP as an adult. The question
raised by his circumstances and account,
however, is whether it is necessary, useful,
or justified to attribute his behavior to an
underlying mental disorder.’ There is con-

1. Although DSM-III-R recognizes Hill’s pattern of
antisocial behavior as group-type CD  (for which it
includes no diagnostic criteria), it nonetheless still
attributes the behavior to an underlying mental dis-
order.

J. E. Richters  and D. Cicchetti

siderable room here for reasonable specula-
tion about possible functioning deficits
within Hill (e.g., deficient learning mecha-
nisms, underactive inhibition system) that
may have accounted for why he was so at-
tracted to the criminal element. There also
is ample reason to be wary of Hill’s own ac-
count of his motivations (Farrington, 1993
[this issue]). But it is also easy to imagine
how a normally functioning child exposed
to those temptations - especially in con-
junction with poor parent monitoring, su-
pervision, and discipline - might be drawn
into an antisocial and/or criminal life-style
with mental processes intact, i.e., in the ab-
sence of an underlying dysfunction in the
sense defined by Wakefield (1992a). We
cannot know, of course, and we need not
know in Hill’s case. But the questions raised
by his account are provocative, and warrant
careful consideration in the case of tens of
thousands of children living in equally se-
ductive environments, often in conjunction
with poor parenting and other social risk
factors, whose antisocial and criminal be-
havior patterns are attributed by the DSM
to an underlying mental disorder.

The example of Henry Hill and others
like him highlights an important question
that invariably arises in discussions of
chronically antisocial children: Isn’t a pro-
longed pattern of inherently dangerous,
self-destructive behavior ipso facto evi-
dence that there is something fundamen-
tally wrong with a child? The answer de-
pends very much on what we mean by
“wrong.” If wrong means that we find the
behavior misguided, regrettable, morally
repugnant, and a source of our concern
about the child’s values and welfare, then
the term “wrong” certainly applies. But
harmful behavior by itself is too broad a cri-
terion for the attribution of an underlying
mental disorder (Wakefield, 1992a,  1992b).
There are numerous legal occupations that
also place individuals at much higher than
average risk for high levels of personal dis-
tress, physical harm, and even early death.
Police officers, firefighters, rescue workers,
soldiers, and missionaries are just a few no-
table examples of those who deliberately
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place themselves in harm’s way on a regular
basis. Yet we do not consider their behavior
to be evidence of an underlying mental dis-
order. The reason is that we understand
how the prevailing culture both values and
rewards what they do. But this is no less true
of the Henry Hills of the world. Main-
stream society resists the notion that they
can be fundamentally normally functioning
human beings seduced by circumstance into
deviant, antisocial life-styles. As Nicholas
Pileggi understood, however, the deviant
(from mainstream) values and reward struc-
tures of subcultures can be every bit as co-
herent and powerful in their effects as those
of the mainstream culture:

For Henry and his wiseguy friends the world
was golden. They lived in an environment awash
in crime, and those who did not partake were
simply viewed as prey. To live otherwise was
foolish. Anyone who stood waiting his turn on
the American pay line was beneath contempt.
Those who did- who followed the rules, were
stuck in low paying jobs, worried about their
bills, put tiny amounts away for rainy days, kept
their place, and crossed off workdays on their
calendars like prisoners waiting their release -
could only be considered fools. . . . Henry and
his pals had long ago dismissed the idea of secu-
rity and the relative tranquility that went with
obeying the law. They exulted in the pleasures
that came from breaking it. Life was lived without
a safety net. They wanted money, they wanted
power, and they were willing to do anything nec-
essary to achieve their ends. (Pileggi, 1985, p. 37)

We need not accept Hill’s outlook and
behavior to allow that these may be the
characteristics of a normally functioning in-
dividual who has adopted and adapted to a
different world view and set of values than
those endorsed by the main culture. To as-
sume axiomatically that antisocial behavior
must reflect an underlying mental disorder
is to confuse different universes of dis-
course and frames of reference. It blurs im-
portant distinctions between moral/social
deviance and psychopathology, evaluative
judgments of behavior and underlying
causes, issues of public health and science.
Moreover, a failure to maintain these dis-
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tinctions jeopardizes any opportunity for
constructing a meaningful concept of men-
tal disorder, and stands as an obstacle to de-
vising a coherent model of development and
psychopathology.

Discriminating Between Normal and
Dysfunctional Pathways

It would be equally wrong, however, to
assume that all antisocial children living
in such high-risk environments arrive at
their behavioral dispositions through nor-
mal processes. Indeed, as indicated earlier,
much of what we know about the predictors
and correlates of antisocial behavior sug-
gests that there are probably numerous
pathological pathways as well. In fact,
many of the neuropsychological, psychobi-
ological, and social-emotional functioning
deficits implicated earlier tend to cluster
in precisely the same environments that of-
fer inducements for antisocial behavior.
Hence, as a practical matter discriminating
between disorder- and nondisorder-based
antisocial behavior in those environments
may be a particularly challenging task.

Consider, for example, the early child-
hood profile of John Gotti, who as an adult
would reign as godfather (the TefZon Don)
of the largest, most powerful organized
crime family in the United States. Gotti,
currently in prison, has been known
throughout his adult life as an exceptionally
violent man even by organized crime stan-
dards. During his recent criminal trial in
New York, eyewitness accounts, court testi-
mony, and FBI wiretaps revealed a consis-
tent pattern of extreme temper outbursts
and vicious, brutal, uncontrolled violent be-
havior, often at the slightest provocation
and often directed at those closest to him. It
is less well known that Gotti’s penchant for
violence emerged very early in his elemen-
tary school years, which were marked by
frequent fighting, a volcanic temper, and,
according to his elementary school records,
frequent disciplinary problems.

Teachers who first encountered the young John
Gotti regarded his apparently uncontrollable
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temper as a severe handicap, for they saw an un-
usually bright boy (years later, his I.Q. would be
measured somewhere around 140) who neverthe-
less had no interest in any school subject. . . .
Even in his preteen years (he) . . . regarded ev-
eryone with a penetrating, baleful stare. . . .
The boy seemed to be in some kind of constant
rage, liable to erupt at the slightest provocation.
(Cummings & Volkman, 1992, pp. 18-19)

Even these scant biographical details about
Gotti’s childhood reveal a pattern of behav-
ior strikingly similar to the undersocialized
aggressive form of CD (Quay, 1993 [this is-
sue]). In contrast to Henry Hill, for whom
at least a plausible case can be made
for nondisorder-based antisocial behavior,
John Gotti’s early behavior pattern seems
less consistent with a normal pathway
explanation and much more consistent
with a dysfunction model along the lines
discussed by Lahey, Quay, and others (La-
hey, McBurnett,  Loeber, & Hart, in press;
Quay, 1993 [this issue]). Again, we cannot
know whether or not the different behavior
patterns of Hill and Gotti warrant the par-
ticular explanations suggested here. How-
ever, it does seem reasonable to view those
patterns as prototypical of children for
whom we may need to entertain very differ-
ent etiological models ranging from normal
to pathological.

Even beyond the specifics of John Gotti’s
case, the normal pathway model generally
seems less plausible for cases of childhood-
onset than for adolescent-onset CD. The
earliest manifestations of antisocial behav-
ior in early-onset children are often evident
as early as the preschool years, typically
in the form of significant levels of anger,
irritability, defiance, and oppositionality
(Greenberg et al., 1993; Hinshaw et al.,
1993 [both in this issue]). Obviously, these
behaviors do not necessarily signal an un-
derlying disorder, but neither are they ex-
plainable by reference to the reinforcing
values of a deviant subculture. They may,
however, be engendered or reinforced by in-
consistent or deviant parenting; they may
be the early manifestations of temperament
problems; or they may result from an inter-

action between these. But whatever the ma-
trix of causes, these behaviors are clear
evidence of adjustment problems (often di-
agnosable as oppositional defiant disorder),
and may for some children signal the exis-
tence or unfolding of an underlying dys-
function. The plausibility of this hypothesis
derives from evidence that children diag-
nosed with early-onset CD are more likely
to have a worse long-term prognosis (Rob-
ins, 1966),  commit more crimes (Moffitt, in
press), be more aggressive (Lahey et al.,
in press), and persist with antisocial be-
havior patterns into adulthood (Moffitt, in
press; Robins, 1966) than children with late-
onset CD.

Discriminating Between Causes and
Dysfunctions

Although we can be reasonably certain that
the disorder and nondisorder models each
account for some proportion of the popula-
tion of chronically antisocial children, there
is no basis in the current literature for esti-
mating their respective prevalences.  The
task, then, is to develop criteria for deter-
mining in individual cases whether or not
there is a reasonable basis for the attribu-
tion of underlying disorder. Within the
harmful dysfunction framework, the task
of discriminating disorder from nondis-
order hinges on an ability to identify the
relevant natural mechanisms and to dis-
criminate between normal variation and
dysfunction in those mechanisms. In our
earlier discussion, we described domains of
neuropsychological,  psychobiological, emo-
tional, and social-cognitive performance in
which deviations in functioning have been
found to covary  with antisocial behavior.
Although we described plausible causal
roles that have been postulated for these de-
viations in producing antisocial behavior,
the terms cause and dysfunction are not
synonymous within the harmful dysfunc-
tion framework.

Let us suppose, for example, the case of
a nondisordered child who has nonetheless
been drawn into a pattern of chronic antiso-
cial behavior, which results in experiences
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that alter basic functioning characteristics
of the child’s nervous system. We can imag-
ine that repeated exposure to aggression
and dangerous, anxiety-producing stimuli
might dampen the child’s baseline levels of
arousal and autonomic responses to fear
signals. Suppose further that these changes
or deviations in functioning actually facili-
tate the subsequent production of antisocial
behavior. Perhaps they reduce anticipatory
anxiety or fear when the child considers en-
gaging in antisocial acts, and therefore in-
crease the likelihood that those acts will be
executed. Moreover, the child may experi-
ence an enhancement of performance in
carrying out those acts, unencumbered by
handicapping levels of arousal. We can pre-
dict with reasonable accuracy that a succes-
sion of such acts, facilitated by these devia-
tions in functioning, will place the child at
much higher than average risk for a variety
of negative consequences. But is it reason-
able to conceptualize these functioning de-
viations as underlying dysfunctions? The
answer depends on how we define dysfunc-
tion. In one sense, they are adaptive in that
they facilitate the performance of behaviors
that an antisocial child was already dis-
posed to engage in. In another sense,
though, the changes can be seen as dysfunc-
tional because they promote dysfunctional
behaviors, that is, behaviors that place the
child at risk for negative outcomes.

Before concluding in favor of the dys-
function interpretation, it is useful to con-
sider Rotenberg’s concept of differential in-
sensitivities (Rotenberg, 1978). These are
changes in autonomic functioning that are
often naturally acquired through a process
of systematic desensitization following re-
peated exposure to initially anxiety-
producing stimuli. Normally, these are
viewed as adaptive changes in the nervous
system that facilitate performance in the
presence of those stimuli. Emergency medi-
cal workers, nurses, and physicians, for ex-
ample, undergo this process in the earliest
stages of their training when they are first
exposed to human cadavers, open wounds,
and various other forms of normally arous-
ing medical stimuli. They become desensi-

tized to those experiences and as a conse-
quence can perform their roles effectively in
the presence of stimuli that would engulf
the average layperson with debilitating lev-
els of autonomic arousal.

It might be argued that the adaptations
in medical personnel do not lead to harmful
conditions, whereas the adaptations of the
antisocial child do. This is true. But we can
imagine the same desensitization processes
taking place in the police recruits during
their first months and years on the job, re-
sulting in physiological functioning changes
that facilitate their performance on the job.
And when we consider that their duties
place them at higher than average risk for
personal distress, physical danger, calous-
ness and early death, we are faced again
with the same phenomenon with which we
started. The police officer and the antisocial
child each have experienced changes in their
autonomic arousal systems that facilitate
their performance of risk-taking behaviors.
It is therefore difficult to escape the conclu-
sion that the only functional difference be-
tween them (for present purposes) is our
evaluative judgment of their behaviors.

It should be clear from this exercise why
identifiable internal causes of antisocial be-
havior by themselves are an inadequate
basis for the attribution of an underlying
disorder. All behaviors, harmful and bene-
ficial, are reflected in underlying physiolog-
ical processes. It is therefore only a matter
of time before we will be able to identify the
physiological underpinnings of all manner
of behavior. Thus, to equate the internal
causes of harmful behavior with underlying
disorder is to attribute all harmful behav-
iors to underlying disorders. It is for this
reason that the harmful dysfunction con-
cept directs attention to dysfunctions of
natural mechanisms: the failure of natural
mechanisms to function in the capacities for
which they evolved, resulting in harm to the
individual.

The emergent nature of many of the con-
structs we postulate in trying to understand
behavior renders the identification of dys-
functions a challenging task. Not only are
many of our constructs themselves distil-
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lates of multiple underlying processes (e.g.,
intelligence, inhibition), but also their ef-
fects on behavior are usually determined
through interactions with other multiple-
process constructs (e.g., attachment, self-
esteem) in the context of complex combina-
tions of environmental factors. In extreme
cases, it may be possible to make a persua-
sive case that the functioning of a particular
process (e.g., very low intelligence, ex-
tremely poor arousal modulation) is truly
dysfunctional and that its failures can be
linked causally with observable harmful
consequences. In many other instances,
however, dysfunctions are likely to be lo-
cated in theoretical space at an intersection
of multiple interacting processes within and
outside the individual. Moreover, the dys-
function is likely to be a product of pro-
cesses that, individually, may function sub-
optimally but within the normal range.

entiation, articulation, and complexity, ef-
fectively organized into hierarchi-
cal systems and subsystems (Cicchetti &
Schneider-Rosen, 1986).

Given this view of development, it is
clear that normality may not be conceived
merely as conformity to the mean, because
we may no more expect that the mean de-
fines normal or healthy development than
we can expect that the mean among physio-
logical parameters defines health in organic
medicine. 2 Rather, normal development
must be seen in terms of structural changes
within and among the child’s biological and
behavioral systems that reflect the dynamic
interactions of changing biological, intra-
familial, social, and environmental vari-
ables, that given the absence of extraordi-
nary environmental conditions, allow the
child to attain competence.

An organizational perspective

These issues highlight the complexity inher-
ent in identifying natural functions, and in
conceptualizing failures in those functions
in the sense called for by the harmful dys-
function concept. They also underscore the
need for an integrative framework within
which individual functions and their fail-
ures can be conceptualized in the broader
context of development and functioning.
The organizational approach to develop-
ment provides a valuable heuristic for un-
dertaking these tasks (Cicchetti & Schnei-
der-Rosen, 1986; Sroufe & Rutter, 1984).

Just as the concept of dysfunction sharp-
ens thinking about issues surrounding the
conceptualization of disorder, the organiza-
tional perspective enhances an understand-
ing of the concept of harmful dysfunction.
Within an organizational perspective, de-
velopment is best understood as a series
of structural reorganizations within and
among the biological, affective, cognitive,
social, and representational systems (see
Cicchetti & Richters, 1993 [this issue]). The
difference between the relatively immature
person and a relatively mature one is the dif-
ference between a state of globality and lack
of articulation, and a state of greater differ-

In contrast, psychopathology is concep-
tualized as a lack of effective organization
within and among biological and behavioral
domains that leads to personal distress and/
or cognitive, affective, or social incompe-
tence. Lack of organization between sys-
tems may be manifest either as a failure to
achieve competence within one system, or
as the incomplete resolution of certain de-
velopmental tasks within a system (Cic-
chetti & Richters, 1993 [this issue]). When
psychopathology is conceptualized in this
manner, it is crucial to identify the specific
developmental arrests or the unsuccessfully
resolved developmental tasks implicated,
the environmental stressors involved, and
the biological and intrafamilial circum-
stances that may have interfered with the
resolution of the developmental issues. Fur-
thermore, it is essential to characterize each
pathological disorder in terms of specific
forms of nonintegration, in such a way as to
distinguish it from other forms of psycho-
pathology, each of which leaves its own fin-
gerprint of incompetence by leading to pe-
culiar patterns of maladaptation.

Note that this conceptualization of psy-

2. For example, even though dental caries and respira-
tory ailments are quite common in many human
populations, they are nonetheless considered patho-
logical (Wakefield, 1992a).
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chopathology acknowledges human devel-
opment and functioning in its complexity
and subtleness. In contrast to the dichoto-
mous world of disorder/nondisorder in psy-
chiatry, it recognizes that normality often
fades into abnormality, adaptive, and mal-
adaptive may take on differing definitions
depending on whether one’s time referent is
immediate circumstance or longer term de-
velopment, and that processes within the in-
dividual can be characterized as having
shades or degrees of psychopathology. In
short, the term psychopathology has had
very different meanings in the literatures of
psychiatry and developmental psychology,
and the conceptual algorithm necessary for
connecting the two remains an important
task for future research and theory.

other adults (e.g., teachers) and peers are
often problematic, suggesting that the
insecure attachment relationship may be
impacting adversely on other domains of
social-emotional functioning, relatedness,
and adaptation (Lynch & Cicchetti, 1991).
Thus, although there is nothing inherently
disordered about insecure attachment rela-
tionships, there may be conditions under
which the relevant underlying processes
would qualify as harmful dysfunctions in
the sense defined by Wakefield (Wakefield,
1992a). This remains an important question
that is best understood and addressed
within an organizational approach to devel-
opment (Cicchetti & Richters, 1993 [this
issue]).

The organizational perspective already
has proven useful in charting patterns of ad-
aptation and maladaptation in longitudinal
studies of high-risk (e.g., Down syndrome;
maltreated) and clinical (e.g., depressed; at-
tention deficit disorder) populations. For
example, demonstrations that maltreated
children fail to resolve successfully the
stage-salient developmental issues of child-
hood (Cicchetti, Ganiban, & Barnett,
1991),  and that the offspring of parents
with unipolar and bipolar mood disorders
likewise manifest difficulties negotiating
these tasks (Cicchetti, Toth, & Bush, 1988;
Radke-Yarrow & Zahn-Waxler, 1990), pro-
vide striking evidence for the notion that
these children are at high risk for a range of
functioning deficits. Determining which
forms of deficit under which conditions re-
flect underlying dysfunctions in the sense
defined by the harmful dysfunction frame-
work, however, remains an important task
for future research (Cicchetti & Richters,
1993 [this issue]).

The DSM-III-R and the Assumption of
Underlying Mental Disorder

The DSM-III-R assumption that mental dis-
order always underlies the behavior defined
by CD stands in stark contrast to the com-
plex, inherently developmental questions
raised by the harmful dysfunction concept.
This contrast begs the rather obvious ques-
tion of what evidence there is for the DSM-
III-R assumption in the case of CD. The
short answer, as a reasoned review of the lit-
erature reveals, is that there is no sound ba-
sis; it is merely an assertion. The longer an-
swer requires a brief consideration of what
the DSM system is, what it is not, what it
aspires to be, and what obstacles stand in
the way of that aspiration.

The DSM as an administrative document

Considerably more progress has been
made in understanding the processes and
mechanisms associated with insecure child-
parent attachment relationships. For exam-
ple, avoidant  and disorganized/disoriented
attachment relationships with maltreating
caregivers may be viewed as normal adapta-
tions to very abnormal circumstances and
patterns of care. At the same time, there is
evidence that these children’s relations with

First, it is useful to remind ourselves occa-
sionally that the DSM is fundamentally an
administrative classification system for the
human problems and conditions treated by
mental health professionals (Richters & Cic-
chetti, 1993 [this issue]). It provides a com-
mon language for communicating about
these conditions among those within the
mental health community and between that
community and federal, state, and local
public health agencies (but see Jampala,
Sierles, & Taylor, 1988; Morey & Ochoa,
1989; Taylor, 1989). It also is used as a
means for estimating the mental health
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needs of the nation, which in turn influ-
ences important decisions about the distri-
bution of federal block grant funds to the
states for services delivery.

Although surrounded by considerable
controversy, the introduction of DSM in
1952 was a revolutionary and successful
attempt by the APA to bring order and
standards to the mental health community’s
conceptualization, definition, treatment,
management, and communication about
the varied conditions which for more than
100  years had gradually come under its care
(Wilson, 1993). The desperate need for such
a document at that time is obvious in the
speed with which the DSM system was em-
braced by and became indispensable to the
mental health community following its in-
troduction. Although published criticisms
of the specifics of the DSM on philosophical,
theoretical, scientific, and even administra-
tive grounds would fill shelves of library
space, few would argue against the need for
a standard classification and language sys-
tem in the mental health community.

condition would qualify for third-party re-
imbursement, the scope of the manual
broadened considerably and each subse-
quent revision ushered in a seemingly end-
less list of new conditions. Consequently,
the present edition (DSM-III-R) includes
conditions that range from commonly ac-
cepted forms of mental disease (e.g.,
schizophrenia) to more controversial condi-
tions which, although legitimate sources of
distress, seem to defy any coherent concept
of mental disorder (e.g., developmental
arithmetic disorder, developmental expres-
sive writing disorder).

The DSM as a scientific document

Given the pragmatic nature of the DSM
system, it is no surprise that the conditions
included in its first edition tended to be
those with which clinicians were familiar in
their day-to-day professional experience.3
There was no logical test, no explicit inclu-
sion criteria born of a coherent concept of
mental disorder (Wakefield, 1992b). As
Spitzer and his colleagues would later admit
of the rather pragmatic inclusion process
for DSM-III:

If there is general agreement among clinicians,
who would be expected to encounter the condi-
tion, that there are a significant number of pa-
tients who have it and that its identification is
important in their clinical work it is included in
the classification. (Spitzer, Sheehy, & Endicott,
1977, p. 5)

As the DSM system quickly became the
legitimizing criterion for whether or not a

It would be inaccurate, however, to charac-
terize the DSM as only an administrative
classification system. Indeed, from the be-
ginning, its authors have aspired to develop
and maintain a classification system that
would also serve the research community.
But there are really two dimensions to that
aspiration that need to be evaluated sepa-
rately. The first is an aspiration to have the
DSM and its language system play a central
role in the research enterprise, maximizing
the likelihood that resulting findings can be
translated into refinements to the classifica-
tion system. This goal has been partly real-
ized in the sense that the DSM system now
plays a major, dominant organizing and
communication role in research concerning
virtually all so-called mental disorders.
Moreover, it has had a major impact on
changes to the mental disorders section of
the International Classification of Diseases,
helped justify and became the basis for the
largest scale epidemiological study of adult
psychiatric disorders ever undertaken, and
will soon serve the same purpose in the
study of disorders among children and
adolescents (National Institute of Mental
Health, 1993; Robins & Regier, 1991; Wil-
son, 1993).

3. The intriguing question of why these were defined
as mental disorders and not merely conduct prob-
lems or antisocial behavior is an even longer discus-
sion that is not considered here.

On the other hand, it has become clear
that research findings and scientific consen-
sus alone do not automatically translate
into changes in the DSM classification sys-
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tern. Proposed changes must also survive
the gauntlet of acceptability to clinicians,
ease of usage in the mental health commu-
nity, and at the same time not threaten the
potential for third-party reimbursements
for clinical services (Carson, 1991). These
conditions are understandable yet formida-
ble obstacles to the DSM’s  aspirations to be-
come a scientifically based taxonomy of
mental disorders. Ultimately, it may be ob-
ligated to too many constituencies with mu-
tually incompatible demands to achieve fi-
delity as a taxonomy of mental disorders.

The Boundary Between Science and Public
Health

The reimbursibility issue is particularly
problematic because federal and private
funding sourses for mental health treatment
and services often require that a condition
qualify as a mental disorder within the DSM
system to qualify for payment. This re-
quirement, in turn, creates an unnatural
and counterproductive tension between the
mental health, consumer advocate, and sci-
entific communities-a tension that is no-
where more palpable than in the case of
CD. In our earlier discussion, we demon-
strated that the antisocial behavioral syn-
drome defined by the DSM-III-R CD crite-
ria places children at high risk for a
disturbing array of harmful outcomes rang-
ing from tremendous personal distress and
social-emotional problems to physical dan-
ger, imprisonment, and even early death.
Moreover, these harms tend to radiate out-
ward and afflict all those who come into
contact with antisocial children - individu-
als, institutions, and society itself. These
outcomes alone should be sufficiently com-
pelling to warrant the attention and re-
sources of the broadly defined mental
health community. Within the current sys-
tem, however, they are not sufficient rea-
sons; the availability of resources often
hinges on the classification of a condition as
a mental disorder.

In light of the foregoing, it may seem sur-
prising that the status of CD as a mental dis-
order has not stirred much controversy
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within the scientific community. The reason
is fairly straightforward. Although the
mental disorder designation creates a ten-
sion on the boundary between the scientific
and public health communities, it typically
is not an issue of consequence within the sci-
entific community. The pattern of antiso-
cial behavior defined by CD is a compelling
focus of study not because of its status as a
mental disorder, but because of its substan-
tial deviation from normative development,
its range of harmful consequences, its sta-
bility, and its resistance to change in a sig-
nificant number of children. Thus, from a
scientific perspective the phenomenon is
equally interesting and worthy of study re-
gardless of whether its causes and maintain-
ing factors are due largely to hereditary
influences, biological insults, adverse envi-
ronments, or combinations of these.

Although this issue is seldom discussed in
the published literature, most scientists are
probably not committed to the assumption
that the behavioral syndrome defined by
CD is necessarily the product of an underly-
ing mental disorder, e.g., McCord  (this
issue). Instead, the currency value and
widespread usage of the diagnosis in most
research contexts derive from the dual ad-
vantages of (a) using a common language
and set of criteria for defining an important
behavioral syndrome and (b) ensuring that
research concerning the epidemiology, eti-
ology, stability, sequelae, prevention, and
treatment of chronic antisocial behavior
will be valued, influential, and perceived as
relevant to the public health, mental health,
and research funding communities.

Implications of the Mental Disorder
Assumption

Even though the value and significance of
research under the guise of conduct disor-
der is unaffected by whether or not children
manifesting the syndrome suffer from an
underlying mental disorder, the assumption
that they do nonetheless deserves careful
scrutiny for several related reasons. First, as
a matter of scientific principle, the mental
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disorder attribution is a strong epistemolog-
ical claim that warrants the same empirical
tests and challenges as any other claim to
knowledge. We may choose to remain sci-
entifically agnostic with respect to the men-
tal disorder assumption in our use of the di-
agnostic label, but that usage is widely
perceived to be tantamount to an endorse-
ment and perpetuation of the underlying as-
sumption. Moreover, it is a consequential
tacit endorsement that inadvertently may
serve to reinforce stereotyped views of the
causes of antisocial behavior that can re-
strict the range of intervention and preven-
tion options considered by treatment provid-
ers and policy agencies. It was only two
decades ago that a medical advisor to then
President Richard Nixon made a formal rec-
ommendation to the President to implement
a government-sponsored mass screening of
all 6- to 8-year-olds  in the nation to detect
“violent and homicidal tendencies,” fol-
lowed by unspecified corrective actions to be
implemented in camps (Hutschnecker, 1969;
Washington Post, 1970). Although Dr. Hut-
schnecker’s proposal was not implemented,
it is a reminder of how easily desperate solu-
tions can spring from false assumptions
about the causes of antisocial behavior.

Second, as an ethical issue, the mental
disorder attribution carries with it signifi-
cant, long-term negative social conse-
quences for those afflicted (or labeled). We
need only recall the political fate of U.S.
Senator Eagleton  several decades ago when
his bid for the Vice-Presidency of the
United States was derailed by evidence that
he had once sought treatment for an affec-
tive disorder (Garmezy, 1978). Unfortu-
nately, the stigmatization associated with
mental disorders continues to play a signifi-
cant role in the everyday lives of millions of
Americans who are affected by mental ill-
nesses. This potential for stigmatization, in
conjunction with increasingly open access
to information about the private lives of cit-
izens, should make us very wary about the
significant social costs of labeling a child as
mentally ill to justify the resources of the
mental health community.

Third, as a social issue, the mental disor-
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der attribution tends to focus attention on
problems within the individual and away
from pathological conditions in the envi-
ronment that may, for some children, be
largely responsible for their antisocial be-
havior. The United States is currently in the
midst of an epidemic of violent crime, plac-
ing millions of children and adolescents at
risk for its consequences (Cicchetti &
Lynch, 1993; Richters, 1993; Richters &
Martinez, 1993). Most major cities have
suffered significant increases in violent
crime in recent years, and the U.S. homicide
rate among males aged 15-24 years now
ranks it as the most violent country in the
industrialized world (Fingerhut & Klein-
man, 1990). This violence and crime is far
from random; most of it is committed by
young adults, adolescents, and children
who would easily meet the DSM criteria for
ASP and CD, respectively. To attribute
their behavior to an underlying mental dis-
order is to draw attention away from the
criminogenic and pathological conditions
that characterize their environments.

Fourth, the assumption of underlying
disorder tends to have a more subtle yet
powerful effect on constraining the ques-
tions that are asked and not asked by scien-
tists about antisocial behavior. Like all
assumptions, it has the chilling effect of
bringing premature closure to inquiry.

Conclusion

Our purpose has been to bring to the fore-
ground a long-neglected issue concerning
children who are diagnosed (or are diagnos-
able) with CD, namely, the DSM-III-R as-
sumption that all children who engage in the
criteria1 behaviors of CD necessarily suffer
from an underlying mental disorder (Amer-
ican Psychiatric Association, 1987, pp.
xxii-xxiii). A review of the relevant issues
and data leads to the reasonable conclusion
that the DSM-III-R’s strong assumption
neither stems from nor is it supported by re-
search findings. There is a compelling basis
in the extant literature to warrant the hy-
pothesis that some children diagnosed with
CD suffer from underlying dysfunctions
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and that those dysfunctions play an impor-
tant role in engendering and maintaining
their chronic antisocial behavior. For the
reasons outlined in this review, however, it
is unclear at present what proportion of
these children would meet the criteria for a
coherent concept of mental disorder.

There are plausible theoretical and em-
pirical reasons to postulate normal path-
ways to chronic antisocial behavior as well.
That is, there may be a substantial number
of chronically antisocial children raised
in seductive, counterculture environments
who pursue antisocial trajectories in the ab-
sence of an underlying disorder. As Meehl
pointed out over three decades ago, they
may be “. . . psychiatrically normal per-
son[s] who learned the wrong cultural val-
ues from [their] neighborhood[s]  and envi-
ronment[s]” (Meehl, 1973/1959,  p. 93).
Whether particular pathways to antisocial
behavior are normal or disordered, and
whether or not initially-normal pathways
translate into underlying disorder, remain
important and complex empirical questions
that have gone largely unexplored in the
study of CD and antisocial behavior. We
believe that Wakefield’s concept of harmful
dysfunction holds considerable potential
for clarifying the most important questions
in this pursuit (Wakefield, 1992a,  1992b)
and that the developmental psychopathol-
ogy framework yields a valuable heuristic
for resolving these questions (Cicchetti &
Richters, 1993 [this issue]).

Finally, we turn to the question with
which we began this discussion. Is it reason-
able to assume that Tom Sawyer and Huck-
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