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Abstract

In this review, a developmental traumatology model of child maltreatment and the risk for the intergenerational
cycle of abuse and neglect using a mental health or posttraumatic stress model was described. Published data were
reviewed that support the hypothesis that the psychobiological sequelae of child maltreatment may be regarded as an
environmentally induced complex developmental disorder. Data to support this view, including the descriptions of
both psychobiological and brain maturation studies in maltreatment research, emphasizing the similarities and
differences between children, adolescents, and adults, were reviewed. Many suggestions for important future
psychobiological and brain maturation research investigations as well as public policy ideas were offered.

Child maltreatment may be the single most
preventable and intervenable contributor to
child and adult mental illness in this country.
Adults with child maltreatment histories are
more likely to manifest multiple health risk
behaviors and serious medical illnesses (Fel-
itti, Anda, Nordenberg, Williamson, Spitz,
Edward, Koss, & Marks, 1998) and greater
rates of psychiatric and medical utilization
(Walker, Unutzer, Rutter, Gelfand, Saunders,
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VonKorff, Koss, & Katon, 1999) than adults
without maltreatment histories.

Multiple, densely interconnected neurobio-
logical systems are impacted by the acute and
chronic stressors associated with childhood
maltreatment. These neurobiological systems
significantly influence physical and cognitive
development and emotional and behavioral
regulation. Results from recent research sug-
gest that the overwhelming stress of maltreat-
ment experiences in childhood is associated
with alterations of biological stress systems
and with adverse influences on brain develop-
ment (De Bellis, Baum, Birmaher, Keshavan,
Eccard, Boring, Jenkins, & Ryan, 1999; De
Bellis, Keshavan, Clark, Casey, Giedd, Bor-
ing, Frustaci, & Ryan, 1999).

Developmental traumatology is the sys-
temic investigation of the psychiatric and psy-
chobiological impact of overwhelming and
chronic interpersonal violence (child maltreat-
ment) on the developing child. This is a rela-
tively new area of study in child psychiatry
that synthesizes knowledge from develop-
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mental psychopathology, developmental neu-
roscience, and stress and trauma research. The
development of the brain is regulated by
genes, which interact profoundly with life ex-
periences, particularly early childhood experi-
ences. Active areas of research investigate the
consequences of child maltreatment and re-
lated family and psychosocial stressors and
their effects on the development and regula-
tion of major biological stress response sys-
tems and their influence on childhood brain
development and function.

In developmental traumatology research,
abuse and neglect are seen as a most extreme
form of dysfunctional family and interper-
sonal functioning on a continuous spectrum of
adverse life circumstances and dysfunctional
interpersonal and family relationships. These
adverse life circumstances include socioeco-
nomic disadvantage, parental mental illness
(including alcohol and substance abuse), com-
munity violence, and a lack of adequate social
support and experience-expected environmen-
tal stimulation. The influence of maltreat-
ment, as well as these other factors on biolog-
ical stress systems regulation and brain
maturation, are complicated and very difficult
to disentangle. An important mission for the
field of developmental traumatology research
is to unravel the complex interaction between
an individual’s genetic constitution, unique
psychosocial environment, and proposed criti-
cal periods of vulnerability for and resilience
to maltreatment experiences, and how such
factors may influence changes in biological
stress systems, adverse brain development,
and known serious consequences associated
with child maltreatment. Developmental trau-
matology is the study of these complex inter-
actions.

The Basic Assumptions of Developmental
Traumatology Research

This review focuses on the psychobiological
development of maltreated children. A mental
health model, the diagnosis of posttraumatic
stress disorder (PTSD), is applied to ideas
arising from developmental psychopathology
and developmental neuroscience. It is hypoth-
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esized that the potential psychobiological se-
quelae of child maltreatment may be regarded
as an environmentally induced complex devel-
opmental disorder. Based on a synthesis of
the relevant literature, a number of assump-
tions are made in this review.

The first assumption is that while there are
an infinite number of stressors that can cause
a subjective sense of overwhelming stress and
distress in a child, there are finite ways that
the brain and the body (i.e., biological stress
systems) can respond to those stressors.
Therefore, our discussion of the consequences
of childhood maltreatment will purposely and
nonspecifically include a broad definition of
maltreatment (abuse and neglect), unless the
current data support different outcomes for
the various types of maltreatment. In accord
with this idea, it is noted that child abuse and
neglect are chronic conditions and that vari-
ous forms of abuse and neglect tend to coexist
(Cicchetti & Barnett, 1991). Therefore, in this
review the terms maltreatment and chronic
trauma are used interchangeably.

The second assumption, and the most im-
portant one in using the PTSD model in child
maltreatment, involves the nature of the stres-
sor, which is a dysfunctional and traumatized
interpersonal relationship. The trauma is not
only the act of maltreatment itself (e.g., physi-
cal abuse or sexual abuse) but also the rela-
tionship the victim has with the perpetrator of
the trauma. Therefore, clinical identification
of traumatic triggers may involve identifica-
tion of subtleties that can sometimes be diffi-
cult to clinically assess. Along these lines,
interpersonal stressors, such as child maltreat-
ment, are more likely to be chronic and more
severe than noninterpersonal traumas. An in-
terpersonal stressor likely involves the mal-
treated child losing faith and trust in a parent
or an authority figure. Thus, for the mal-
treated child the ability to form relationships
and attachments is intact (e.g., the hardwiring
is present) but traumatized (e.g., the software
is programmed to distrust and fear relation-
ships). Consequently, the maltreated child
will be more difficult to treat in psychother-
apy and have a harder time forming healthy
social relationships, because the establishment
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of a therapeutic alliance involves a process of
desensitizing the maltreated individual to dis-
trust and will take more time to progress.

The third assumption is that maltreatment
in childhood may be more detrimental than
trauma experienced in adulthood secondary to
interactions between trauma and psychological
and neurodevelopment. Hence, maltreatment in
childhood may cause delays in or deficits of
multisystem developmental achievements in
behavioral, cognitive, and emotional regula-
tion. The fourth assumption is that biological
stress system responses will be based on sev-
eral principles, including the nature of the
stressor, the frequency and chronicity of the
stressor, the individual differences (i.e., genetic
vulnerabilities) in biological stress systems
regulation and in their response to the stressor,
and the ability of biological stress systems to
either maintain homeostasis in the face of
chronic and severe stress or permanently
change in response to the stressor.

The fifth assumption is that PTSD symp-
toms are common responses to severe stres-
sors. The sixth assumption is these changes
in biological stress systems cause psychiatric
symptoms, particularly symptoms of PTSD.
Therefore, lack of PTSD symptoms after expe-
riencing a severe stressor will be associated
with little psychopathology. However, experi-
encing PTSD after a severe stressor in child-
hood will lead to an increase risk of suffering
from chronic PTSD, other psychopathology
(i.e., internalizing or emotional and externaliz-
ing or behavioral disorders), and other cogni-
tive and psychosocial consequences. The sev-
enth assumption is that when trauma occurs
during development, chronic PTSD symptoms
can be seen as the trajectory to more severe
comorbidity and compromised cognitive and
psychosocial functioning and this pathway in-
creases the intergenerational transmission of
abuse and neglect. (See Figure 1.)

Throughout this review, we will present
and review data to support these ideas and de-
scriptions of the state of research. The similar-
ities and differences between children, adoles-
cents, and adults, and the methodological
difficulties and controversies inherent in this
field of study, will be emphasized. Sugges-
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tions for future research opportunities, treat-
ment, and policy will be offered.

Is the PTSD Model Appropriate for
Studies of Maltreated Children?

The diagnosis of PTSD is made after a person
experiences one or more intense, overwhelm-
ing, traumatic event and reacts with fear or
disorganized behavior and with complaints of
three clusters of categorical symptoms for at
least 1 month (a) intrusive reexperiencing of
the trauma(s), (b) persistent avoidance of
stimuli associated with the trauma, and (c)
persistent symptoms of increased physiologi-
cal arousal (American Psychiatric Associa-
tion, 1994). The diagnostic picture of PTSD
in children and adolescents is similar to adults
(for review, see De Bellis, 1997; Pynoos &
Eth, 1985), with the exception of children less
than 4 years old, where more objective criteria
based on observable behaviors are warranted
(Scheeringa, Zeanah, Drell, & Larrieu, 1995).

A review of the longitudinal course of
PTSD suggested that PTSD symptoms are
common within the 1st month of a trauma and
that these symptoms may be a normal re-
sponse to severe stress, as these symptoms
usually fade within 3 months (Blank, 1993).
PTSD may be better conceptualized as a di-
mensional process rather than a categorical
all-or-none outcome, as complete and partial
PTSD responses are usually seen in many
forms of trauma including victims of child-
hood maltreatment (Armsworth & Holaday,
1993; Famularo, Fenton, & Kinscherff, 1994,
Hillary & Schare, 1993; Mannarino, Co-
hen, & Berman, 1994; Wolfe, Sas, & Wek-
erle, 1994; Wolfe & Charney, 1991). Chronic
PTSD symptoms may provide the mecha-
nisms for the pervasive psychopathology seen
in maltreated children. No complaints of
PTSD symptoms after experiencing a severe
stressor (i.e., lack of sleep disturbances, intru-
sive symptoms, or concentration impairments)
may be associated with little psychopathol-
ogy. Along these lines, children and adoles-
cents with PTSD secondary to maltreatment
may be one of the most seriously affected
groups of maltreated children. These ideas
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Figure 1. A developmental traumatology model for the intergenerational transmission of
maltreatment. In this model the intergenerational transmission of child abuse and neglect is
seen as transmitted through parental mental illness, and it is understood to be a result of (a)
the impact of childhood traumatic stress on later parental biopsychosocial development, (b)
consequent adverse parental brain development, (c) consequent parental mental illness,
which may lead to (d) adverse parenting skills. This model is best thought of as multideter-
mined (i.e., genetic and environment interactions leading to outcomes).

represent an understudied area and perhaps a
fruitful area for further research. However,
because of the lack of “dimensional” PTSD
data, the ideas presented in this review are
based on the results of clinical studies, which
defined PTSD as a categorical all-or-none
outcome.

In clinically referred samples, the reported
incidence rates of PTSD resulting from sexual
abuse range from 42 to 90% (Dubner &
Motta, 1999; Lipschitz, Winegar, Hartnick,
Foote, & Southwick, 1999; McLeer, Calla-
ghan, Henry, & Wallen, 1994), from witness-
ing domestic violence from 50 to 100% (for
domestic homicide; Pynoos & Nader, 1989),
and from physical abuse to as high as 50%

(Dubner & Motta, 1999; Green, 1985). Only
a few studies have focused on assessing
PTSD in nonclinically referred maltreated
children. Famularo et al. (1994) reported a
39% incidence rate of PTSD in a nonclini-
cally referred maltreated sample interviewed
within 8 weeks of abuse or neglect disclosure.
About a third of the PTSD subjects reexam-
ined from the original sample continued to
meet PTSD criteria at 2-year follow-up (Fa-
mularo, Fenton, Augustyn, & Zuckerman,
1996). Recently, (McLeer, Dixon, Henry,
Ruggiero, Esovitz, Niedda, & Scholle, 1998)
reported prevalence rates of PTSD of 36.3%
in nonclinically referred sexually abused chil-
dren 60 days immediately following sexual
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('H) spectrum mainly comprises of N-acetyl-
aspartate (NAA) and is considered to be a
marker of neural integrity. Decreased NAA
concentrations are associated with increased
metabolism and loss of neurons (for review,
see Prichard, 1996). We recently completed a
preliminary investigation suggesting that mal-
treated children and adolescents with PTSD
have lower NAA-to-creatine ratios that are
suggestive of neuronal loss in the anterior cin-
gulate region of the medial prefrontal cortex
compared to sociodemographically matched
controls (De Bellis, Keshavan, Spencer, &
Hall, 2000). These results were not specific
to gender. These findings may reflect global
neuronal loss in childhood PTSD, a possibil-
ity supported by our previous findings dis-
cussed above. Neuronal loss in the anterior
cingulate of pediatric PTSD patients agree
with the recent adult neuroimaging studies,
which provide evidence for anterior cingulate
dysfunction in adult PTSD. Thus, dysfunction
of the anterior cingulate cortex, which is in-
volved in the extinction of conditioned fear
responses, may be implicated in the patho-
physiology of both adult and child PTSD.
PTSD is an anxiety disorder and anxiety
disorders have been associated with dysregu-
lation of growth hormone secretion (Pine, Co-
hen, & Brook, 1996). Stress-related abnormal-
ities in growth hormone may affect brain and
body maturation (for review, see De Bellis &
Putnam, 1994). We undertook a pilot study
comparing measures of brain regions in non-
traumatized, nonmaltreated children and ado-
lescents with DSM-IV generalized anxiety
disorder with sociodemographically matched
controls. Right and total amygdala volumes
were significantly larger in subjects with gen-
eralized anxiety disorder compared to controls
(De Bellis, Casey, Dahl, Birmaher, William-
son, Thomas, Axelson, Frustaci, Boring,
Hall, & Ryan, 2000). Intracranial, cerebral,
cerebral gray and white matter, temporal lobe,
hippocampal and basal ganglia volumes, and
measures of the midsagittal area of the corpus
callosum did not differ between groups. The
amygdala and its related circuits are important
in fear-related behaviors (Davis, 1997; Le-
Doux, 1998). These results are consistent with
the idea that alterations in the amygdaloid
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structure and function, but not of global brain
measures, may be associated with pediatric
generalized anxiety disorder. Increased amyg-
dala volume may index some genetic trait
such as increased sensitivity to threat cues,
which could create a vulnerability for pediat-
ric generalized anxiety disorder. Unlike chil-
dren with pure anxiety disorders, maltreated
children and adolescents with PTSD showed
global adverse brain development and no ana-
tomical changes in limbic (hippocampal or
amygdala) structures (De Bellis, 1999). These
results provide indirect evidence that PTSD
in maltreated children may be regarded as a
complex environmentally induced develop-
mental disorder. This provides further evi-
dence for the need to study brain maturation
in traumatized children and carefully charac-
terize trauma histories when studying the psy-
chobiology of psychiatric disorders that share
symptoms in common with PTSD, throughout
the life span. The safety and availability of
MR methods make this an exciting time to dis-
entangle these challenges.

Our results of lack of hippocampal find-
ings are in contrast to the adult PTSD litera-
ture. We did not find the predicted decrease in
hippocampal volume. Subcortical gray matter
structures that include the limbic system (sep-
tal area, hippocampus, amygdala) actually
show an increase in volume during adoles-
cence (Jernigan & Sowell, 1997). This in-
crease may “mask” any effects of traumatic
stress in maltreated children with PTSD.
Since our subjects had less comorbid histories
of alcohol and substance abuse (four of 43
subjects), our maltreated PTSD subjects dif-
fered in the degree of psychiatric comorbidity
from the adult PTSD studies. High rates of
comorbid lifetime alcohol dependence were
seen in adult MRI studies of PTSD secondary
to combat exposure (Bremner et al., 1995;
Gurvits et al., 1996), adult PTSD secondary to
child abuse (Bremner et al., 1997), and female
adult survivors of childhood sexual abuse
(Stein et al., 1997). Although these investiga-
tors attempted to control for lifetime alcohol
consumption, these studies may not have con-
trolled for adolescent onset alcohol abuse. Re-
sults from animal studies show that the hippo-
campus is susceptible to the effects of chronic
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alcohol administration (Lescaudron, Jaffard,
& Verna, 1989). The additional negative im-
pact of excessive alcohol consumption on the
regulation of NMDA receptors (Breese,
Freedman, & Leonard, 1995) in persons with
trauma history may lead to more profound ex-
citotoxic neuronal damage in alcoholic adults
comorbid for PTSD.

Furthermore, maltreated children are at
increased risk for adolescent alcohol and
substance use disorders (Clark, Lesnick, &
Hegedus, 1997; Dembo, Williams, Wothke,
Schmeidler, & Brown, 1992; Deykin & Buka,
1997). In community adult samples, sexual
abuse histories have been found to be associ-
ated with increased alcohol consumption and
related problems (Widom, Ireland, & Glynn,
1995; Wilsnack, Vogeltanz, Klassen, & Har-
ris, 1997). Childhood abuse has been found
to moderate the relationship between parental
alcohol abuse or dependence and young adult-
hood offspring alcohol abuse or dependence
(Sher, Gershuny, Peterson, & Raskin, 1997).
Dysregulation of biological stress systems and
self-medication of chronic PTSD symptoms
may constitute the mechanisms for the associ-
ation between maltreatment and alcohol and
substance abuse and dependence disorders.
Maltreatment experiences in childhood and
adolescence may increase the likelihood of al-
coholism and substance abuse through at-
tempts to use alcohol and other drugs to re-
duce symptoms of PTSD and its common
comorbid symptoms of depression (Labouvie,
1986; Newcombe & Harlowe, 1986) and to
dampen the effects of dysregulated biological
stress systems (Higley, Hasert, Suomi, & Lin-
noila, 1991). On the other hand, adolescent on-
set alcohol and substance abuse and depen-
dence may cause further dysregulation of
biological stress systems (Groote Veldman &
Meinders, 1996; Rivier, 1996). (See Figure 1.)

Adolescent onset alcohol abuse and depen-
dence may be neurotoxic to the hippocampus.
MRI measures of hippocampal volumes were
significantly smaller in 12 subjects with ado-
lescent onset alcohol abuse or dependence
compared with 24 sociodemographically
matched controls (De Bellis, Clark, et al.,
2000). These findings were not explained by
comorbid PTSD in the adolescent onset alco-
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hol group. Global brain regions did not differ
between groups. Adolescent alcohol abuse
and dependence may be major confounds
when studying adults who were maltreated as
children. These issues need to be addressed in
future research designs involving maltreat-
ment studies.

Cognitive Functioning in Maltreated
Children and Adolescents

Adult studies reported cognitive changes in
individuals with PTSD (Wolfe & Charney,
1991), particularly concentration, learning, and
memory problems (Boulanger, 1985; Sutker,
Winstead, Galina, & Allain, 1990, 1991). One
study suggested that premorbid lower IQ may
increase the risk for combat-related PTSD
(Macklin, Metzger, Litz, McNally, Lasko,
Orr, & Pitman, 1998), but these subjects were
not screened for child abuse history. Child
abuse history is a risk factor for later onset
PTSD in combat veterans (Bremner, South-
wick, et al., 1993).

PTSD symptoms associated with child
maltreatment experiences may have broad de-
velopmental ramifications. While most stud-
ies report temporal stability of intelligence in
various pediatric populations including handi-
capped children (Atkinson, Bowman, Dick-
ens, Blackwell, Vasarhelyi, Szep, Dunleavy,
Maclntyre, & Bury, 1990; Elliot & Boeve,
1987), a literature review suggests that intel-
lectual ability, as reflected by 1Q score, may
be a consequence of child maltreatment. A va-
riety of intellectual and academic impair-
ments, with resultant poor school perfor-
mance (National Research Council, 1993;
Trickett, McBride—Chang, & Putnam, 1994),
have been consistently reported in abused
children not evaluated for PTSD (Augous-
tinos, 1987; Azar, Barnes, & Twentyman,
1988; Kolko, 1992). Carrey, Butter, Persinger,
and Bialik (1995) noted negative correlation
between Verbal IQ score and severity of
abuse. Perez and Widom (1994) reported
lower 1Q and reading ability in a large sample
of adult survivors of child maltreatment who
were followed in a long-term, well-controlled
prospective study of early onset abuse or ne-
glect (before age 11 years). Investigations re-
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ported changes in IQ in high-risk samples that
are related to the quantity of parent—child in-
teraction and home environment and to the
degree of maternal depression (Money, An-
necillo, & Kelly, 1983; Pianta, Egeland, & Er-
ickson, 1989). In one case control study
(Money et al., 1983), low and persistent im-
pairment of IQ were associated with abuse
disclosure, while IQ elevations were signifi-
cantly correlated with duration of “rescue” (in
years) from an abusive upbringing. There is a
positive relationship in adults between 1Q and
brain size (Andreasen, Flaum, Swayze,
O’Leary, Alliger, Cohen, Ehrhardt, & Yuh,
1993). In our MRI study, the known positive
correlations between 1Q scales and intracran-
ial volume were seen for Verbal (r = .24; p =
.01), Performance (r = .25; p < .01), and Full
Scale (r = .29; p < .003) IQ. However, Verbal
(r =-=.36; p <.0001), Performance (r = —.42;
p < .0001), and Full Scale (r = —.43; p <
.0001) IQ showed negative correlations with
abuse duration (in years) that led to PTSD (De
Bellis, Keshavan, et al., 1999). These findings
lead us to hypothesize that these smaller intra-
cranial volumes may be associated with per-
manent neuronal loss leading to lower 1Q. To
date, cognitive function, as indexed by perfor-
mance on standardized neuropsychological in-
struments, has not been evaluated in mal-
treated children with and without PTSD.
Given that maltreated children tend to do
poorly in school and our current lack of un-
derstanding of cognitive development in mal-
treated children, this is another extremely im-
portant area for future research.

Is There a Psychobiology of Hope?

In this review, data show that the effects of
traumatic stress on the developing brain may
be severe and persistent and may lead to ad-
verse brain development. However, neurobio-
logical development is regulated by the com-
plex interactions of genes and experiences.
Quality of childcare is associated with a buff-
ering of HPA axis to stress (Gunnar, 1998).
This buffering should lead to fewer psychoso-
cial impairments. Neuronal loss may not be
permanent. There is a capacity for primate
neurogenesis in the hippocampus and frontal
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cortex (Gould, Reeves, Graziano, & Gross,
1999; Gould, Tanapat, McEwen, Flugge, &
Fuchs, 1998). Environmental stress and adre-
nal steroids inhibit this neurogenesis (Gould,
McEwen, et al., 1997; Gould, Tanapat, &
Cameron, 1997; Tanapat et al., 1998). When
rescued from extremely neglectful and abu-
sive environments, some profoundly mal-
treated children are capable of accelerated
rates of catch-up growth, including remission
of severe psychopathology and normalization
of cognitive function (Koluchova, 1972,
1976; Money et al., 1983). Brain maturation
studies in maltreated children will help the

field begin to understand these processes in

humans. Yet, despite the clinical and recent
neurobiological data showing that there is
hope for maltreated individuals, clinical in-
tervention research for maltreated children
and their families is markedly underfunded.

A Psychobiological Model for the
Intergenerational Cycle of Maltreatment

Some of the factors that contribute to the dif-
ficulty in understanding the etiology of child
maltreatment are (a) the relatively low preva-
lence of child abuse and neglect, (b) the ex-
treme socially deviant nature of these parent-
ing behaviors, (c) the presence of other
confounding factors (i.e., poverty and family
violence), and (d) the changing political and
historical definitions of child abuse and ne-
glect (for review see National Research Coun-
cil, 1993).

There is an unequivocal relation between
parental poverty and child maltreatment
(Garbarino, 1982; Pelton, 1981; Russell &
Trainor, 1984). While poverty may expose
parents to more stressors and risk factors for
child abuse and neglect, it is clear that most
poor parents do not maltreat their children
(Besharov & Laumann, 1997). A ecological—
transactional model suggests that maltreat-
ment exists when multiple risk factors out-
weigh protective, compensatory, and buffering
factors (Cicchetti & Lynch, 1993; Cicchetti &
Rizley, 1981). Approximately one quarter to
one third of maltreated children grow up to
repeat the cycle of abuse and neglect (Kauf-
man & Zigler, 1987; Widom, 1989). How-
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ever, the majority of parents involved in a
child maltreatment disclosure had a personal
history of abuse or neglect (Kaufman &
Zigler, 1987).

It is proposed that child abuse and neglect
and the associated factors of substance abuse
and family violence may be the result of “un-
treated” psychopathological (signs and symp-
toms of PTSD) and developmental conse-
quences of growing up with traumatic stress.
It is further proposed that these negative de-
velopmental consequences are mediated by
PTSD symptoms and its trajectory to serious
and comorbid adult mental disorders (see Fig-
ure 1). Recent studies have found increased
rates of major depression, PTSD substance
abuse—dependence, and antisocial behaviors
in parents of maltreated children recruited
from child protective service samples (Famu-
laro, Kinscherff, & Fenton, 1992; Kaplan,
Pelkovit, Saltzinger, & Ganeles, 1983; Taylor,
Norman, Murphy, Jellinek, Quinn, Poitrast, &
Groshko, 1991) and from epidemiological
samples (Bland & Orn, 1986; Dinwiddie &
Bucholz, 1993; Egami, Ford, Greenfield, &
Crum, 1996). Furthermore, maltreatment in
families involves acts of commission (the
abuse or neglect) and omission (not protecting
the child from abuse and neglect). Certain
symptoms of untreated mood disorders (hope-
lessness, low self-worth) make these individu-
als more likely to commit these acts of omis-
sion, which put their child at risk for abuse
and neglect. Other symptoms of untreated
mood disorders (poor concentration, anhedo-
nia) make learning effective parenting skills
and enjoying one’s child a difficult task.
Mood, posttraumatic stress, substance abuse,
and personality disorders are treatable ill-
nesses. Persons with these disorders require
long-term clinical attention to alleviate their
suffering and to become “good enough” par-
ents. However, one must note that some seri-
ous mental disorders are less likely to be
amendable to conventional community outpa-
tient or inpatient clinical interventions (i.e.,
schizophrenia, severe substance abuse—depen-
dence, antisocial personality disorder, and vi-
olent and criminal behaviors) and that even
adequately treated individuals with these dis-
orders may never be able to adequately care
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for a child. Given that maltreating parents are
likely to have serious but treatable comorbid
mental disorders and our current lack of un-
derstanding of their treatment needs and men-
tal health resources for these individuals, this
is another extremely important area for future
prevention and intervention research.

Can a Psychobiological Model
for the Intergenerational Cycle of
Maltreatment Inform the Nation
About Maltreatment Policy?

This model described in Figure 1 suggests
several mechanisms for therapeutic interven-
tion to break the intergenerational cycle of
abuse and neglect. However, research on
childhood maltreatment is often viewed as ad-
dressing social rather than scientific public
health problems. Given how common PTSD
is in maltreated children, it is sad that there
is no U.S. national policy for mental health
screening of all parents and children involved
with child protection services. Furthermore,
the assessment and management of parents in-
volved in maltreatment and their maltreated
children will, more often than not, require
clinical skills in interviewing persons with
PTSD symptoms. Consequently, licensed
mental health professionals from multidisci-
plinary fields have much to offer our nation’s
child protective services. Public Law 104-
235, the Child Abuse Prevention and Treat-
ment Act Amendment of 1996, established
federal guidelines to execute and coordinate
various functions and activities aimed at the
prevention and treatment of child abuse and
neglect. Public Law 105-89, the Adoption and
Safe Families Act of 1997, clarified federal
guidelines for the establishment of reasonable
efforts to maintain a maltreated child in his
and her home and for a child’s reunification
with his and her family of origin. This law
also established safety requirements for foster
care and adoptive placements and guidelines
for the termination of parental rights. How-
ever, these laws do not comprehensively ad-
dress the complexities of the mental health is-
sues involved in child maltreatment. Since an
essential way to secure secondary prevention
of maltreatment and to break the intergenera-
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tional cycles of abuse and neglect in already
existing maltreating families is to identify and
treat PTSD and related comorbid psychiatric
diagnoses of caregivers involved in maltreat-
ment and their maltreated children, express
language concerning the mental health needs
of maltreating families would greatly strengthen
the existing laws and should help decrease fu-
ture incidences of child maltreatment. Re-
garding child abuse and neglect from a public
health perspective rather than a social prob-
lem would open up opportunities for treat-
ment research which would rationally inform
these important life decisions and is an essen-
tial way to break the intergeneration cycle of
abuse and neglect.

Summary

Child maltreatment has a traumatic impact on
biological development and is a negative life
altering experience for children. Data were re-
viewed that support that the psychobiological
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