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ABUSE, CHILD PHYSICAL

A 1962 article by Kempe and his colleagues
(Kempe, Silverman, Steele, Droegemueller, &
Silver, 1962) called attention to the clinical con-
dition of child physical abuse in its title “The
Battered Child Syndrome” and propelled the
problem of child abuse into national attention.
In 1974, the first U.S. federal statute (Pub. L.
93-247) was passed outlining the responsibili-
ties of the states to develop standards for defin-
ing abuse, to establish mandatory reporting of
suspicions of maltreatment, and to identify state
agencies responsible for investigating abuse alle-
gations (Child Abuse Prevention and Treatment
Act of 1974 [CAPTA]). Most recent statistics
from the Administration on Children, Youth, and
Families indicate that an estimated 3.6 million
children in the United States were investigated
and 899,000 determined to be victims of abuse or
neglect in 2005 (U.S. Department of Health and
Human Services, Administration on Children,
Youth, and Families, 2007). Physical child abuse
accounted for 16.6% of these cases and almost
a quarter (24.1%) of fatalities associated with
child maltreatment in 2005.

Definition of Physical Child Abuse

Physical abuse of children is generally defined
as an act or acts of commission by a parent,
guardian, or caretaker resulting in actual or
potential harm or injury. The Federal Child
Abuse Prevention and Treatment Act (CAPTA;
42 USCA §5106g), as amended by the Keeping
Children and Families Safe Act of 2003, pro-
vides a foundation for states by identifying a
minimum set of acts or behaviors that define
child abuse. CAPTA does not provide definitions
for specific types of child abuse. Legal definitions

of child physical abuse vary by state, but gener-
ally include physical injury (ranging from minor
bruises to severe fractures or death) as a result
of punching, beating, kicking, biting, shak-
ing, throwing, stabbing, choking, hitting (with
a hand, stick, strap, or other object), burning,
or otherwise harming a child. Injurious conse-
quences can range from red marks that persist
for a matter of hours to bruises, other soft tissue
injuries, or fractures. A “child” under this defini-
tion generally means a person who is under the
age of 18 or who is not an emancipated minor.
For research purposes, operational definitions
of physical abuse vary, reflecting local statutes,
regulations, or policies and/or methodological or
theoretical positions of researchers; there is no
gold standard against which definitions of phys-
ical abuse can be judged.

Short- and Long-Term Consequences

Immediate consequences may involve physi-
cal injuries that can have lasting effects on
the subsequent development of the child. For
example, some forms of physical abuse (e.g.,
battering) may lead to developmental retarda-
tion that, in turn, may affect school perform-
ance and behaviors. A child does not need to
be struck on the head to sustain brain inju-
ries, since infants may be shaken so forcefully
that they suffer intracranial and intraocular
bleeding with no signs of external trauma.
Furthermore, the emotional and developmental
scars that physically abused children receive
may persist into adolescence and adulthood.
Physical abuse may affect multiple domains
of functioning. Neurological and medical conse-
quences range from minor physical injuries to
severe brain damage and even death. Studies
with physically abused children have documented
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significant  neuropsychological  handicaps,
including growth retardation, central nervous
system damage, mental retardation, learn-
ing and speech disorders, and poor school per-
formance. Deficiencies in reading ability and
academic performance have been documented
in physically abused children followed up into
adolescence and young adulthood. Physically
abused children also manifest behavioral and
social problems, including reports of being phys-
ically assaultive toward peers and aggressive
in school settings at young ages and at risk for
conduct disorder, school problems, delinquency,
crime, and violence in adolescence and young
adulthood. Psychologically and emotionally,
physical abuse takes a toll on the development
of children. Physically abused children are at
increased risk for posttraumatic stress disorder
(PTSD; Widom, 1999) and major depressive dis-
order (Widom, DuMont, & Czaja, 2007) as well
as self-destructive behaviors (suicide attempts
and self-mutilation) and revictimization.

Consequences of Physical Abuse

A variety of theories have been offered to
explain consequences associated with childhood
physical abuse, although most have focused
on the externalizing or aggressive and violent
behavioral consequences. From a social learn-
ing perspective, physical aggression between
family members provides a likely model for the
learning of aggressive behavior as well as for
the appropriateness of such behavior within
the family (Bandura, 1973). Children learn
behavior, at least in part, by imitating someone
else’s behavior, and this modeling of behavior
is particularly potent when the model observed
is someone of high status (such as a parent).
Bowlby’s (1951) attachment theory (see:
Attachment) has also influenced explanations
of the developmental outcomes of abused chil-
dren. The assumption is that infants develop
an “internal working model” of the world that
functions as a framework for further interac-
tion with the interpersonal environment and
involves expectations about the way the world
functions. Abusive parenting is thought to lead to
the development of an insecure-avoidant child,

likely to interpret neutral or even friendly
behavior as hostile, and to show inappropriate
aggressive behavior.

Other writers have speculated that physi-
cal abuse may alter a child’s self-concept, atti-
tudes, or attributional styles, which, in turn,
may influence his or her response to later
situations. Experiences of childhood physical
abuse may lead to physiological changes in the
child that, in turn, relate to the development of
antisocial and aggressive behaviors. For exam-
ple, as a result of being beaten continually, or
as a result of the severe stress associated with
intermittent physical abuse, a child might become
“desensitized” to future painful or anxiety-
provoking experiences. Such desensitization
might result in a diminished physiological
response to the needs of others and manifest
traits such as callousness, lack of empathy, and
lack of remorse or guilt. Relatedly, physical
abuse may cause stress that, if occurring dur-
ing critical periods in development, may alter
normal brain chemistry leading to aggressive
or withdrawn behaviors. Increasingly schol-
ars are conducting research with nonhuman
infants (rats or monkeys) using laboratory
analogs to assess the effects of physical abuse
on development. It is also possible that vio-
lent behavior is a genetic predisposition that
is passed on from generation to generation
(DiLalla & Gottesman, 1991).

Physically abused children may adopt mal-
adaptive styles of coping. For example, char-
acteristics such as a lack of realistic long-term
goals, being conniving or manipulative, patho-
logical lying, or glibness or superficial charm
might begin as a means of coping with an
abusive home environment. They may also
withdraw or disengage from activities and
relationships as a means of coping with anxi-
ety, shame, or grief. Adaptations or coping
styles that may be functional at one point in
development (e.g., running away, avoiding an
abusive parent, fighting to protect oneself or
one’s friends or family, using alcohol or drugs,
or desensitizing oneself against feelings), may
later compromise the person’s ability to draw
on and respond to the environment in an adap-
tive and flexible way.



ABUSE, CHILD SEXUAL 3

Critical Questions

Important questions remain that challenge
investigators and clinicians in the field:

What are the mechanisms whereby physical
child abuse leads to short and long-term
consequences?

What might account for the fact that not all
physically abused children manifest nega-
tive consequences and, according to some
studies, appear rather resilient?

To what extent does physical child abuse
reflect a traumatic experience?

Or to what extent does physical abuse rep-
resent the extreme end of a continuum of
physical discipline?

How do subcultural differences in normative
standards of physical child abuse affect
consequences for children?

Given that much research and clinical prac-
tice is based on a person’s (client’s) report
of his or her childhood experiences, to what
extent does the person’s cognitive appraisal
of the child’s experience or experience with
the events influence outcomes?

To what extent does the long-term impact of
childhood physical abuse depend on char-
acteristics of the community or practices
of the community and justice and social
service systems in which the child lived at
the time of the abuse?

All of these questions require answers and
those answers will inform interventions with
parents to prevent child abuse from occurring
and direct the treatment of child victims.

REFERENCES

Bandura, A. (1973). Aggression: A social learning
analysis. Englewood Cliffs, NJ: Prentice-Hall.

Bowlby, dJ. (1951). Maternal care and mental

health. Geneva, Switzerland: World Health
Organization.

Child Abuse Prevention and Treatment Act of
1974, Pub. L. No. 93-247, § 88, Stat 4, codified as
amended by Keeping Children and Families Safe
Act of 2003, Pub. L. No. 108-36, § 1(a), 117 Stat
800 (2003).

DiLalla, L. F., & Gottesman, 1. I. (1991). Biological
and genetic contributors to violence: Widom’s
untold tale. Psychological Bulletin, 109, 125-129.

Kempe, C. H., Silverman, F. N., Steele, B. F.,
Droegemueller, W., & Silver, H. K. (1962).
The battered-child syndrome. Journal of the
American Medical Association, 181, 17-24.

U.S. Department of Health and Human Services,
Administration on Children, Youth, and Families.
(2007). Child maltreatment 2005. Washington,
DC: U.S. Government Printing Office.

Widom, C. S. (1999). Posttraumatic stress disor-
der in abused and neglected children grown up.
American Journal of Psychiatry, 156, 1223—-1229.

Widom, C. S., DuMont, K. A., & Czaja, S. J. (2007).
A prospective investigation of major depres-
sion disorder and comorbidity in abused and

neglected children grown up. Archives of General
Psychiatry, 64, 49-56.

RECOMMENDED READINGS

Belsky, J. (1993). Etiology of child maltreatment: A
developmental-ecological analysis. Psychological
Bulletin, 114, 415-434.

Widom, C. S. (2000). Understanding the conse-
quences of child abuse and neglect. In R. M. Reece
(Ed.), Treatment of child abuse (pp. 339-361).
Baltimore: Johns Hopkins University Press.

CartHY Spatz WiDOM
City University of New York

See also: Abuse, Child Sexual; Child Maltreatment

ABUSE, CHILD SEXUAL

Child sexual abuse (CSA) is a particularly
repugnant and pernicious form of child mal-
treatment and can result in multiple types of
psychological and social harm, including psy-
chological trauma. Once considered to be rare,
the scope of the problem is now understood to
be vast, with global estimates of 150 million
girls and 73 million boys under the age of 18
being forced into sexual intercourse or other
forms of sexual exploitation (World Health
Organization, 2006). Varying degrees of aware-
ness and acknowledgment of CSA and its
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ramifications in terms of psychological trauma,
both within and between nations, have made
the assessment of its international public
health importance and the response to its clini-
cally pertinent consequences particularly diffi-
cult to mobilize and coordinate.

Clinical and Legal Frameworks

Although the task of defining CSA has some-
times proven elusive and controversial, there
is reasonable consensus among clinicians
and researchers that CSA can be thought of
as having two distinct components that may
potentially overlap. Those are “(a) forced or
coerced sexual behavior imposed on a child,
and (b) sexual activity between a child and
a much older person, whether or not obvious
coercion is involved” (Browne & Finkelhor,
1986, p. 66). A commonly used standard in
the United States for defining “much older”
is an age difference of 5 or more years, imply-
ing that the perpetrator may be an adult or an
older child. Types of sexual activity involved
can range from exposure and display (e.g.,
child pornography, lewd exposure by the per-
petrator) to various forms of sexualized bodily
contact, which might include genital or anal
penetration.

Clinicians have found it useful to ana-
lyze the phenomenon of sexual abuse within
a framework that differentiates the degrees
to which sexual actions are abusive. Such a
framework identifies differences between the
offender to the victim, in terms of three fac-
tors: (1) a power differential (i.e., the extent to
which the offender controls/or has more power
than the victim); (2) a knowledge differen-
tial (i.e., the extent to which the offender has
a more sophisticated understanding of the act
or is developmentally more advanced than the
victim); and (3) a gratification differential (i.e.,
the extent to which the primary purpose is sex-
ual gratification of the offender versus mutual
gratification of both persons). The severity of
sexual abuse increases as the extent to which
the potentially abusive sexual acts involve the
offender having greater power, knowledge, and
gratification than the victim (Faller, 1993).

In addition to clinical frameworks, an
equally relevant but distinguishable and
informative perspective is the legal frame-
work for defining CSA that has been developed
in some countries. While the age of consent
for sexual involvement may vary with and
between countries, sexual relations with a
child below the age of consent are illegal in
the United States and in most of the Western
industrialized nations. Most, if not all, nations
and cultures set limits on sexual contact with
children, though these may not always take
the form of clearly defined legal statutes. In the
United States, legal principles for determin-
ing the legality of sexual activity with children
can be found in both civil and criminal law,
namely the legal statutes that define the con-
ditions required for child protection or welfare,
and the legal statutes that prohibit criminal
behavior, respectively. Violation of these laws
can result in substantial penalties, depending
on the age of child, the level of physical force
or harm involved in sexually abusive acts, the
relationship between victim and offender, and
the type of sexual act (Faller, 1993).

CSA and Psychological Trauma

Psychological trauma by definition repre-
sents the overwhelming or flooding of an indi-
vidual’s capacity to cope with the emotions,
thoughts, and somatic experiences associated
with a event(s) that involve either the threat
of death or a violation of the person’s bodily
integrity (American Psychiatric Association,
2000), can be particularly debilitating dur-
ing childhood because this is a developmental
period in which psychological and physiological
defenses are rapidly developing and relatively
immature. Given the dynamic and sensitive
nature of child development, a combination of
intrinsic (e.g., individual child characteristics)
and extrinsic (e.g., different types of stressful
events; social support) factors influence the
extent to which a particular event or circum-
stance is experienced by the child as psycholog-
ically traumatic. The severity of psychological
trauma caused by CSA therefore depends on
factors such as the power and knowledge
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differentials described above, but also on other
factors including (Cicchetti, 2004):

* Whether the CSA involved a single sexual
act or series of sexual acts or encounters

* The child’s age (with younger children
generally more vulnerable than older chil-
dren; although this is a matter of degree,
and sexual acts or encounters that involve
a power, knowledge, and gratification dif-
ferential almost invariably are considered
to be psychologically traumatic for chil-
dren of all ages)

¢ The presence of an attachment relationship
between the child and the perpetrator (most
notably in the case of incest by a parent or
primary guardian) that therefore compro-
mises the child’s ability to develop a secure
sense of attachment and trust in caring
relationships (see: Attachment; Betrayal
Trauma; Complex Posttraumatic Stress
Disorder)

* The frequency and chronicity (length of
time over which they occurred) of the abu-
sive acts, with greater frequency and chro-
nicity usually more traumatic

* The severity of bodily violation

The psychological impact of CSA can include
symptoms that are generally associated
with posttraumatic stress disorder (PTSD).
However, CSA also may lead to a wide range
of other behavioral and emotional problems
or symptoms that have been described as the
result of the “traumagenic dynamics” of CSA.
These problems include excessively sexual-
ized behavior, a profound sense of powerless-
ness and stigma that can cause or exacerbate
affective or anxiety disorders, and a sense of
betrayal that can compromise the child’s abil-
ity to develop safe and trusting relationships
(Finkelhor, 1990). Some experts contend that
CSA is not so much an event as it is a chronic
situation, referring to the observation that
CSA is often a recurring process subsumed in
a familiar relationship with a caregiver or fam-
ily member or responsible adult (Finkelhor,
1990). Particular to CSA, the notion of complex

PTSD (see: Complex Posttraumatic Stress
Disorder) has been put forth to more fully
capture the nature of CSA-associated problems
of emotional arousal and regulation, somatiza-
tion (i.e., stress-related breakdowns in bodily
health and functioning), changes in perception
of self (such as viewing oneself as permanently
damaged), changes in relationship patterns
(such as avoidance or excessive seeking of inti-
macy, and extreme degrees of conflict), and
a loss of sustaining beliefs or spiritual faith
(Herman, 1997).

Various dimensions of psychological trauma
associated with CSA have been conceptual-
ized and highlighted over the past 2 decades,
beginning with Finkelhor and Browne’s trau-
magenic dynamics model (1985). This model
continues to be one of the widely used frame-
works for describing the harmful effects of
CSA, and has fueled multiple programs of
research and clinical applications (Banyard
et al., 2001). The model outlines four core
dimensions of trauma experienced by the CSA
victim, namely (1) traumatic sexualization, (2)
betrayal, (3) stigmatization, and (4) powerless-
ness. Traumatic sexualization associated with
CSA has been found to impact a child’s sexual-
ity either through hypersexual behaviors (i.e.,
an extremely early age of onset and excessive
involvement in sexual behavior) or through
avoidance and negative sexual encounters
(Meston, Rellini, & Heiman, 2006). Betrayal
trauma may have a profound traumatic effect
because it signifies a breakdown of trust in
caretaking relationships and has been shown
to be linked to anger and acting out behaviors,
and significant difficulties in relationships
(see: Betrayal Trauma). Stigmatization, also
referred in the literature as “damaged goods
syndrome” (Jennings, 2003), is manifested in
feelings of guilt and beliefs centered on self-
blame or the assumption that other persons
would blame the victim for the abuse and for
the consequences of disclosure (such as for
legal charges being brought against a perpe-
trator of CSA, or shame and embarrassment
experienced by the family, or for the child her-
or himself or siblings being taken from the
family by child protective services agencies).
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These beliefs and feelings related to betrayal
and stigma may be expressed or coped with
through behaviors that are self-destructive or
risk-taking, such as self-mutilation, suicidal
attempts, substance abuse, and other provoca-
tive behaviors that elicit punishment.

The fourth traumagenic dynamic, namely
powerlessness, is characterized by feelings
of vulnerability and helplessness, balanced
against aggressive impulses to gain control of
the situation. Feelings of acute helplessness,
as a result of the belief that one is powerless
to stop powerful other persons from inflicting
violation and harm, can lead to avoidant and
dissociative behaviors, such as phobias, eat-
ing disorders, and revictimization. A sense of
powerlessness also can lead the CSA survivor
to develop a pervasive desire to control oth-
ers and to prevail in any event or experience
that is perceived as a personal threat or chal-
lenge, which can lead to identification with
the aggressor (i.e., admiring or attempting to
model oneself after the perpetrator of abuse
or other supposedly powerful persons), and in
some cases to engaging in acts that involve the
exploitation of others. Although some perpe-
trators of CSA have themselves been victims
of CSA in their childhoods, most CSA survi-
vors do not ever become perpetrators of CSA.
They may however struggle emotionally with
thoughts and feelings that involve a wish to
be able to turn the tables and be the “power-
ful” person in control in relationships, which
can lead to many conflicts and difficulties in
important relationships such as marriage or
parenting.

Another approach to examining the rela-
tionship between psychological trauma and
CSA has been to focus on various aspects of
the CSA experience. Examples of these aspects
of the abuse include the type of abusive act,
circumstances surrounding the abuse, the
duration of the abusive pattern, the age of the
child when the abuse began (onset) and when
it ended (offset), characteristics of the perpe-
trator (e.g., age, relationship to the victim, the
number of perpetrators), and characteristics
of the victim (e.g., age while abuse was occur-
ring, gender, education level and intellectual

abilities, extent and type of social support
during and after the abuse), and to relate
these dimensions to various trauma-related
outcomes (Manly, Kim, Rogosch, & Cicchetti,
2001). Such models have sought to explain
how the characteristics of the abuse, the per-
petrator, and the victim together influence
the type, magnitude, and persistence or pat-
terns of traumatic stress problems in the time
since the abuse began. In general, rather than
any one dimension standing out in predicting
traumatic impact, research suggests that CSA
may best be viewed as a multidimensional
construct. Depending on the specific nature of
the abuse and the characteristics and relation-
ships of the perpetrator(s) and victim, CSA can
have a range of differential effects on the vic-
tim’s emotional and behavioral functioning and
on developmental outcomes such as the child’s
ability to achieve expectable physical, psycho-
logical, educational, and social milestones (see:
Adolescence; Child Development).

Aftereffects of CSA during Childhood

Great strides have been made in our under-
standing of CSA since the 1970s, when
acknowledgment and awareness of the issue
in the United States and a few other Western
industrialized nations began to fuel research
and clinical knowledge in this domain. The
first 2 decades largely involved retrospective
studies of adults abused as children, culmi-
nating in the landmark report of the Adverse
Childhood Experiences Study (ACES; Felitti
et al., 1998) in which more than 20,000 adults
in a U.S. health-care organization were sur-
veyed concerning their stressful and trau-
matic childhood experiences and their current
psychological and medical health. Exposure
to adversity in childhood, including CSA, was
found to be associated with as much as a 20-
fold increase in the risk of serious psychological
and medical disorders.

More recent research in the past decade has
included prospective longitudinal studies (see:
Research Methodology) of sexually abused
children who were surveyed over the course of
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their childhoods into adolescence and adulthood
(Putnam, 2003). These and other recent stud-
ies have focused on children at different ages
and their ecological contexts, thus enabling a
developmental lens to be applied to the issue
(Murthi & Espelage, 2005). The recent devel-
opmental focus has shed light on the initial
or short-term effects in the aftermath of CSA,
typically defined as within 2 years of the ter-
mination of the abuse. These effects can take
the form of internalizing or externalizing prob-
lems. Internalizing problems include sleep dis-
turbances, eating disorders, severe anxiety and
phobias, depression and suicidality, dissocia-
tive disorders, guilt, and shame. Externalizing
problems include extreme degrees of, or diffi-
culty in managing, anger, hostility, impulsive-
ness, risk-taking, and distractibility, which
may take the form of oppositional defiant dis-
order, conduct disorder, substance use disor-
ders, or serious problems with the law, social
isolation, educational and work failure, and
residential instability and homelessness. CSA
is not clearly the cause of these problems, but
has been shown to contribute to the person’s
risk of developing these significant difficulties
and the severity of the symptoms or problems.
Research has shown that some sequelae
(i.e., aftereffects) of CSA are more prevalent
at certain ages than others. Of note, internal-
izing symptoms are particularly stark for pre-
schoolers, which may be explained in part by
the concept of imminent justice, whereby very
young children may be particularly likely to
view CSA as the negative outcome of their
own misbehavior (Quas, Goodman, & dJones,
2003). Other internalizing problems commonly
associated with CSA among preschoolers have
been anxiety, nightmares, and inappropriate
sexual behaviors (Kendall-Tackett, Williams, &
Finkelhor, 1993). Although young children who
are victims of CSA may show problems with
anger, aggression, difficulties with attention and
impulsivity, these externalizing problems are
particularly likely to occur among school-age
children, problems of hyperactivity, regres-
sive behaviors, and learning difficulties often
are observed in the wake of CSA (Bromberg &
Johnson, 2001). Social stigmatization associated

with CSA can result in withdrawal, aggression,
and negative self-perceptions. Adolescents who
have experienced CSA are at risk for develop-
ing PTSD, depression, suicidal or self-injurious
behaviors, substance abuse, running away,
school problems, and legal problems (Putnam,
2003).

Aftereffects of CSA during Adulthood

For a variety of reasons, including that CSA
often goes undetected and undisclosed dur-
ing childhood, retrospective studies of adults
who were abused as children are far more
common than prospective studies that begin
in childhood. Long-term sequelae of CSA in
adulthood include developmental disabilities,
depression, alexithymia, PTSD, sexual dys-
function, eating disorders, substance abuse,
homelessness, problems in interpersonal rela-
tionships, promiscuity, and avoidance of phys-
ical intimacy (Kendler et al., 2000; Murthi &
Espelage, 2005). In addition, there has been
recent interest on the phenomenon of rev-
ictimization among adult survivors of CSA
(Messman-Moore, Long, & Siegfried, 2000). It
has been found that childhood psychological
trauma, especially CSA, may make the adult
survivor particularly vulnerable for further
victimization, setting off traumatic “chain
reactions” across the life span (Banyard et al.,
2001). Results from empirical studies point to
the importance of understanding the intercon-
nectedness between these multiple victimiza-
tions in assessing the overall impact of CSA
on adult survivors. Thus, when children who
have been victimized by sexual abuse encoun-
ter other psychological traumas in childhood,
adolescence, or adulthood, this revictimiza-
tion appears to have a “cumulative” adverse
effect in terms of making them more likely to
experience a wide range of more severe and
persistent psychological and medical prob-
lems than other persons who experienced no
additional psychological trauma beyond CSA
or who did not suffer CSA but have experi-
enced other psychological traumas (Ford,
Stockton, Kaltman, & Green, 2006) (see:
Retraumatization).
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There is no definitive answer to the ques-
tion of why CSA victims are at risk for further
psychological trauma, but the research does
not support the idea that CSA victims “cause”
or “seek” additional traumatic experiences.
Instead, it seems more likely that the adversi-
ties that often (but not always) co-occur with
CSA, including family problems, social isola-
tion, and living with limited socioeconomic
resources, may lead to the increased likelihood
of retraumatization rather than any character-
istic of the CSA victim per se or of the experi-
ence of being victimized by CSA. It should also
be noted that, while CSA is associated with
an array of psychopathological consequences,
a considerable proportion of sexually abused
children demonstrate adaptive outcomes as
they mature, albeit with potentially different
affective-cognitive configurations or psycholog-
ical adaptations than nonabused children.

Treatment Considerations

While treatment goals vary in accordance
with the client’s clinical presentation and the
treatment modality being employed, there
are certain therapeutic goals that are consist-
ently acknowledged as salient to the successful
treatment of the aftereffects of CSA. In the
immediate aftermath of CSA, short-term goals
for the sexually abused child include providing
safety and containment within the therapeutic
relationship, along with helping the child to
distinguish between healthy and destructive
coping mechanisms (see: Child Abuse, Cognitive
Behavior Therapy). Another often cited goal
is to clearly identify for the victim that the per-
petrator is responsible for the sexual abuse, in
order to help the child understand that she or
he is not to blame and to begin to therapeuti-
cally address the “traumagenic” beliefs that
may result from CSA (Finkelhor, 1990).
Effectiveness of treatments for children who
were victimized by CSA, above and beyond
therapist characteristics and competencies, has
been shown to hinge on the therapist helping
the child to develop a solid grasp of how and
why sexual abuse occurred, accompanied by a
thorough assessment of the potential mediating

or moderating roles played by individual,
environmental, and CSA-event related factors
(Hetzel-Riggin, Brausch, & Montgomery, 2007).
Additionally, the heterogeneity of internalizing
and externalizing problems associated with
CSA complicate treatment selection and out-
come measurement. Controversies surround-
ing treatment referrals, such as whether it is
appropriate to therapeutically treat apparently
asymptomatic children, can be partly attrib-
uted to the nature of child sexual abuse, which
is an experience rather than a syndrome or a
disorder, and partly due to a noticeable dearth
of CSA studies involving the systematic iden-
tification of what constitute clinically signifi-
cant symptoms, and the empirical validation of
treatment methods. Current best practice is to
provide thorough ongoing screening or assess-
ment of the asymptomatic child and family’s
functioning, and education for the child and
family about the expectable aftereffects of CSA
in a manner that provides them with hope
for a positive recovery but awareness of signs
of problems that might warrant therapeutic
treatment (Ford & Cloitre, in press).

During adulthood, CSA victims may strug-
gle with difficulties in intimate relationships.
It has been found that sexually abused adult
patients in therapy are several times more
likely than nonabused patients to refuse sex-
ual activity at one extreme, or to show promis-
cuity at the other (Linden & Zehner, 2007). An
important therapeutic goal is to help the adult
CSA survivor reestablish appropriate inter-
personal boundaries, including the clarifica-
tion and adherence to therapeutic boundaries
between the client and the therapist. Another
central goal in adult therapy for CSA survivors
is for the individual to recognize herself or him-
self as a survivor (rather than only a victim)
of abuse, and to overcome negative and poten-
tially self-destructive behaviors. This is critical
given empirical data from meta-analytic stud-
ies that adults who have been CSA survivors
display a threefold increase in attempted sui-
cidal behavior, citing reasons of despair, guilt,
and self-blame (Linden & Zehner, 2007). The
presence of other potential long-term seque-
lae of CSA, such as substance abuse, eating
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disorders, and revictimization, make it neces-
sary to design treatments and evaluate the effi-
cacy of treatments for adult CSA survivors with
careful consideration of the full range of poten-
tial problems that may need to be addressed in
order to help the individual recover fully.

In addition to formal psychotherapy (and
medication therapy for PTSD, depression,
and other associated problems; see: Pharma-
cotherapy, Child), there are other options
that have been used to combat the enduring
negative consequences of CSA. Many adult
survivors turn to self-help books, manualized
programs, and support or educational groups
aimed at cultivating self-validating behaviors
and healthy coping skills. With the rise of the
Internet, virtual communities comprised of
adult survivors of sexual abuse have become
increasingly popular as they foster the shar-
ing of individual stories while still retaining
the anonymity of the individual members.
Spiritual healing is yet another manner in
which adult survivors have sought to rebuild
shattered trust through the power of faith and
communal support. No matter what the modal-
ity, relief from the negative repercussions of
CSA has typically involved a delicate balance
between disclosure and expression of the hor-
rific experience(s) with the maintenance of
the emotional distance from those troubling
memories that is needed in order to reestab-
lish a sense of personal safety, to rebuild trust
through positive relationship experiences, and
to engage in self-affirming behaviors (Harvey,
1996).

Prevalence, Culture, and Attitudes

In several communities around the world, cul-
ture and attitudes have been found to play a
key role in the extent to which CSA is under-
stood, acknowledged, and addressed. In the
United States during 2005, 9% of the 899,000
substantiated cases of child maltreatment were
cases of child sexual abuse. Many researchers
have argued that these statistics are subject
to underreporting, given that CSA cases are
often well-hidden within the family context due
to shame, stigmatization, fear of prosecution,

fear of loss of close relationships, and victims’
unfounded but common beliefs implicating
themselves as having been at least partially
responsible for their own abuse. Global esti-
mates of sexual violence against children point
to the perpetrator as typically a member of the
child’s family circle. Similarly, in the United
States, a majority of perpetrators in substanti-
ated CSA cases are parents or other relatives.
Nevertheless, CSA also may be perpetrated
by other trusted adults (e.g., religious leaders,
teachers, coaches, members of the extended
family) or by strangers.

Accepted cultural practices may serve to
increase the risk of CSA in many countries. To
uncover these cultural nuances and to more
fully comprehend the extent of violence against
children, the United Nations recently commis-
sioned an overarching study that involved the
participation of 133 governments, several hun-
dred organizations, and the unprecedented
and substantive participation of children
around the world expressing their views on
violence as experienced by them (Pinheiro,
2006). The study found that the absence of
legally established minimum ages for sexual
consent and marriage practices can expose
children to substantial partner violence, while
harmful traditional practices such as female
genital mutilation, violent initiation rites,
and dowry-related violence in many cultures
may affect children disproportionately, due to
their dependent and powerless status. These
practices, even if not considered sexual abuse
within specific cultural contexts, are likely to
be psychologically traumatic. Thus, while the
definition of CSA must take into account not
only a scientific/clinical perspective but also
the beliefs and practices of specific cultures, the
traumatic impact of sexual harm to children is
a universal clinically/scientifically documented
phenomenon.

Many communities around the world cur-
rently find themselves battling with the spi-
raling societal consequences of denial or
inadequate attention to the problem of CSA.
Results from a participatory action research
project conducted by a leading child service
agency in Northern Tanzania found linkages
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between rampant sexual abuse and primary
school dropouts, truancy, and migration to the
streets (Mkombozi Center for Street Children,
2006). In the latter study, perpetrators of
CSA included older students, parents, and
local community members. Further, the study
pointed to widespread denial of the issue
among government officials, school authorities,
and parents. Despite considerable school-based
efforts in some regions of the world, cultural
sensitivity on the part of the child’s family
can greatly hinder the appropriate design and
effectiveness of psychoeducational services.
In a study conducted across seven elementary
schools in China, nearly half of all parents
surveyed expressed concern that CSA preven-
tive education might result in their children
knowing “too much about sex” (Chen, Dunne,
& Han, 2007). Moreover, many parents them-
selves were found to lack knowledge about
CSA, especially about the psychological conse-
quences of CSA, the possibility of sexual abuse
of boys, and about perpetrator characteristics.
Hence, there is considerable variability in CSA
knowledge worldwide, due to differing contex-
tual and cultural factors that can substantially
influence reporting, prevention, and interven-
tion efforts.

Conclusion

The sexual abuse of children is a well-established
risk factor that is associated with a host of psy-
chosocial problems, including symptoms asso-
ciated with psychological trauma and PTSD.
While some children are remarkably resilient
to this form of exploitation, most are likely
to suffer substantial distress and some will
develop clinically significant symptoms of psy-
chiatric disorders. The ways in which children
adapt to experiencing sexual abuse in child-
hood may include interruptions and derailing
of normal development that negatively affect
their sense of personal identity and their rela-
tionships. Because there are culturally diverse
perspectives on the sexual roles that are or
are not permissible for children and concern-
ing what is acceptable with regard to educat-
ing children and families about sexuality and

its place in normal social development, there is
also disagreement on what constitutes sexual
abuse in distinction to local variations in sex-
ual customs and familial practices. Prevention
of sexual abuse is the most ideal form of inter-
vention, but because of the privacy and inti-
macy of human sexuality, inappropriate and
illegal sexual relationships can be readily hid-
den, especially if those involved in the sexual
conduct are motivated to prevent disclosure
due to shame, guilt, self-reproach, or the threat
of prosecution or violence.

Relief from the enduring negative conse-
quences of sexual abuse can take many forms,
including personally resilient adaptation, spir-
itual forms of healing, self-help groups, and
psychotherapy. There are a variety of models
for therapeutic treatment of children who have
been sexually abused, and the effectiveness of
these treatments is greatly influenced by the
extent to which due consideration is given to
the heterogeneity of the secondary problems
associated with CSA as well as the potential
mediating and moderating roles played by the
unique risk and protective factors associated
with a particular child.

Many people who were sexually abused in
childhood do not seek treatment until some-
time in adulthood, and there are also vari-
ous approaches to providing therapy for this
population. The effectiveness of therapy in
adulthood for the aftereffects of CSA may be
complicated by the presence of other long-
term problems (see: Complex Posttraumatic
Stress Disorder). It is also noteworthy that
a considerable number of adult survivors of
CSA demonstrate strongly positive psycho-
logical adaptations. Thus, it appears that
more research is needed to clarify the het-
erogeneity of presentations, identification of
clinically significant symptoms, the effective-
ness of various treatment elements and the
differential outcomes associated with CSA.
What is clear is that without a move toward
more widespread public awareness, acknowl-
edgment, and psychoeducation regarding the
issue worldwide, CSA will remain a clandes-
tine issue that negatively impacts millions of
children worldwide.
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ACCEPTANCE AND COMMITMENT
TREATMENTS

See: Meditation

ACCIDENT TRAUMA

See: Motor Vehicle Collisions

ACUTE STRESS DISORDER

Acute stress disorder (ASD) is a relatively recent
diagnosis that was introduced in DSM-1V in 1994
(American Psychiatric Association, 1994). This
diagnosis was introduced to describe posttrau-
matic stress reactions that occur in the initial
month after a traumatic event (for a review, see
Bryant & Harvey, 2000). It was also intended to
identify people shortly after the trauma who are

likely to subsequently develop chronic posttrau-
matic stress disorder (PTSD). The disorder is
present when a person has a fearful response to
experiencing or witnessing a threatening event,
displays at least three dissociative symptoms, one
reexperiencing symptom, marked avoidance,
marked anxiety or increased arousal, has signifi-
cant distress or impairment, and lasts for at least
2 days and a maximum of 4 weeks, after which
time a diagnosis of PT'SD may be considered.
Aside from ASD’s shorter symptom dura-
tion, the major difference between the ASD
and PTSD criteria is the former’s emphasis
on acute dissociation. Specifically, the ASD
diagnosis requires that people display at least
three of the following dissociative symptoms:
(a) a subjective sense of numbing or detach-
ment, (b) reduced awareness of their surround-
ings, (c) derealization, (d) depersonalization, or
(e) dissociative amnesia. This requirement was
introduced because of a theoretical model that
proposes that acute dissociation results in frag-
mented memories and affect being encoded at
the time of trauma, and that these responses
impede subsequent processing of traumatic
memories and adaptation of traumatic stress.

Does Acute Stress Disorder Predict
Posttraumatic Stress Disorder?

There is overwhelming evidence that whereas
the majority of trauma survivors will be dis-
tressed in the initial weeks after trauma expo-
sure, the majority of people will adapt in the
following 3 to 6 months. This pattern poses a
challenge for the ASD diagnosis because it
intends to discern between those trauma sur-
vivors who are experiencing a transient stress
reaction from those who will develop PTSD.
Since the introduction of the ASD diagnosis,
there has been a series of prospective studies
that have assessed ASD in adults and chil-
dren in the initial month after trauma, and
subsequently assessed participants for PTSD
at increased variable time periods after the
trauma. A significant proportion of studies
indicate that approximately three-quarters
of trauma survivors who display ASD subse-
quently develop PTSD. Although this pattern
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appears to show promising predictive power
of the ASD diagnosis, there is a less encourag-
ing pattern in terms of the people who develop
PTSD and who do not initially meet ASD cri-
teria. In terms of people who eventually devel-
oped PTSD, approximately half of those met
criteria for ASD in the initial month.

This convergence across studies suggests
that whereas the majority of people who
develop ASD are at high risk for developing
subsequent PTSD, there are also many other
people who will develop PTSD who do not ini-
tially meet ASD criteria. It seems that the
major reason for people who are high risk for
PTSD not meeting ASD criteria is the require-
ment that dissociative symptoms be displayed.
It is possible that there are multiple path-
ways for developing PTSD, and that the initial
course may not involve dissociative responses.

Treatment of Acute Stress Disorder

The psychological treatment of choice for ASD
is cognitive behavior therapy (CBT), and typi-
cally comprises psychoeducation, anxiety man-
agement, cognitive restructuring, imaginal
and in vivo exposure, and relapse prevention.
Psychoeducation provides information about
common symptoms following a traumatic
event, legitimizes the trauma reactions, and
establishes a rationale for treatment. Anxiety
management techniques provide individuals
with coping skills to assist them to gain a sense
of mastery over their fear, to reduce arousal
levels, and to assist the individual when engag-
ing in exposure to the traumatic memories.
Anxiety management approaches often include
breathing retraining, relaxation skills, and
positive self-talk. Prolonged imaginal expo-
sure requires the individual to vividly imagine
the trauma for prolonged periods—typically
occurring for at least 50 minutes—and is usu-
ally supplemented by daily homework exer-
cises. Most exposure treatments supplement
imaginal exposure with in vivo exposure that
involves live graded exposure to the feared
trauma-related stimuli (e.g., gradually con-
fronting the feared stimuli associated with
the trauma, such as returning to a physical

scene similar to where the trauma occurred).
Cognitive restructuring, which is based on the
premise that maladaptive appraisals under-
pinning the maintenance of PTSD involves
teaching patients to identify and evaluate the
evidence for negative automatic thoughts,
as well as helping patients to evaluate their
beliefs about the trauma, the self, the world,
and the future in an evidence-based manner.
The duration of CBT for ASD is typically five
sessions. There are numerous controlled trials
that attest to the efficacy of CBT for treating
PTSD, and approximately 80% of people who
complete treatment do not develop PTSD.

Future of Acute Stress Disorder

It is likely that ASD will not survive in the
publication of DSM-V. The diagnosis can be
criticized because (a) the primary role of the
ASD diagnosis is to predict another diagnosis,
(b) distinguishing between two diagnoses that
have similar symptoms primarily on the basis
of the duration of the symptoms is not justi-
fied, and (c¢) there is insufficient evidence to
support its role as a reliable predictor of sub-
sequent PTSD. More accurate prediction of
PTSD will come from a broader range of acute
reactions, including biological and cognitive
responses, rather than a diagnostic category.
Despite the limitations of the ASD diagnosis,
the introduction of a diagnostic category has
stimulated much research and increased our
understanding of acute stress reactions. Most
importantly, it has raised the possibility of sec-
ondary prevention of PTSD by providing early
interventions to those who are at high risk for
developing PTSD. Through more rigorous pro-
spective study of acute and chronic reactions to
trauma, improved formulae can be developed
to identify those people who are most likely to
need early intervention after trauma.
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ADJUSTMENT DISORDERS

An adjustment disorder (AdjD) is a maladap-
tive reaction to identifiable stressors or to
changes in life circumstances and is thus simi-
lar in some respects to posttraumatic stress
disorder (PTSD), which is also a reaction to
stressful life experiences. The symptoms of
AdjD emerge within 3 months of the stres-
sor’s onset, and should not persist for more
than an additional 6 months. Symptoms may
include a wide variety of impairments in social
or occupational functioning, as well as mala-
daptive extremes of anxiety and depression,
and impulse control problems. If the symp-
toms would also satisfy the diagnostic criteria
for another clinical (Axis I) disorder, then the
other diagnosis should supersede that of AdjD
and AdjD should not be diagnosed. There are
various subtypes of AdjD, including types with
depressed mood, disturbance of conduct, mixed
disturbance of emotions and conduct, and an
unspecified subtype.

Diagnosing AdjD has been controversial
because it is loosely defined, has inadequate
support for its validity, and has been neglected
by academic scholars and researchers, with only
little attention in psychiatry textbooks and very
few empirical studies (Strain & Diefenbacher,
2008). However, the AdjD diagnosis is retained
because of its usefulness as a clinical concept.
In the general population, roughly 1 out of 200
people (0.5%) would qualify for a diagnosis of
AdjD, whereas 12% to 20% of patients in medi-
cal settings receive this diagnosis.

Researchers proposed grouping AdjD into the
(new) category of “Reactions to Severe Stress”
that also includes acute stress disorder, post-
traumatic stress disorder, and prolonged grief
disorder (Maercker, Einsle, & Kollner, 2007).
Based on this categorization, AdjD is a conse-
quence of a stressful life event that differs from
a traumatic event by its extent of threat to life
or physical integrity. Individual predisposi-
tion or vulnerability seem to play an important
role in the risk of occurrence and manifestation
although systematic research is still lacking.

Primary treatment goals for AdjD are to
relieve symptoms and re-achieve a level of
adaptation by a broad range of psychological
(i.e., crisis intervention) or psychosocial (i.e.,
workload reduction or restructuring) interven-
tions. Treatments include individual psycho-
therapy and short-term medication led by best
practice standards due to the lack of formal
treatment guidelines.
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ADOLESCENCE

Adolescence, the age period approximately
from 12 to 18 years old, is a time of rapid
change and growth biologically, psychologically,
and socially for children. Adolescence often is
a time of physical and emotional turmoil, yet
is also a period in which critical accomplish-
ments that can shape the individual’s adult
life can either occur or be thwarted, including:
personality development, identity consolida-
tion, peer group formation and social role def-
inition, emergence of sexuality in the form of
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interest and exploratory activities, and consoli-
dation of knowledge, skills, and goals in edu-
cation, work, and avocational/recreational life
pursuits. If psychological trauma has occurred
earlier in an adolescent’s life and has left the
imprint of problems with traumatic stress
reactions (such as posttraumatic stress dis-
order or PTSD, or symptoms of other anxiety
disorders, depression, or dissociative conduct,
eating, or substance use disorders), the nor-
mal adolescent emotional/relational turmoil
is greatly amplified and those crucial develop-
mental attainments may be hindered, inter-
rupted, altered, or blocked. If psychological
trauma occurs during adolescence, the youth is
likely to experience stress reactions that also
may interfere with the complicated psychoso-
cial, educational/vocational, and self-identity
development tasks of adolescence. Following
a brief overview of the biological and psycho-
social changes that occur normally in adoles-
cence, this entry describes how psychological
trauma impacts adolescents.

Adolescent Biological and Psychosocial
Development

Although brain development occurs most inten-
sively and rapidly prenatally and in early
childhood, the central nervous system (CNS)
continues to grow and reshape itself through-
out childhood, with a second peak of growth
and reorganization in late childhood and early
adolescence (Anderson, 2003). CNS areas grow
and change at different rates (Anderson, 2003),
with deeper (e.g., brainstem, hippocampus)
more posterior (e.g., occipital cortex) structures
maturing earliest, and the outer front-most
area, the prefrontal portion of the frontal cor-
tex (PFC), peaking in growth in early adoles-
cence (Giedd et al., 1999; Kanemura, Aihara,
Aoki, Araki, & Nakazawa, 2003). From child-
hood into adolescence, areas of the brain cortex
that are responsible for sensory and perceptual
processes appear to shrink and become more
efficient (Sowell, Thompson, Tessner, & Toga,
2001), while the brain cortex areas activated by
rewarding experiences (particularly the mid-
dle and lower portions of the PFC, the medial

and orbital PFC; May et al., 2004) appear to
grow in size and complexity (Giedd et al., 1999;
Kanemura et al., 2003). These brain changes
are consistent with the shift from early to later
childhood away from impulsiveness and self-
protectiveness toward ego control or inhibition
control (Eisenberg et al., 1995). Specific areas
in the medial PFC that are required for such
mature self-control include the anterior portion
of the cingulate cortex, which appears to moni-
tor potential problems with positive or negative
outcomes (e.g., conflict, errors) and to signal
the upper and side areas of the PFC (dorsola-
teral PFC) to become engaged when a discrep-
ancy between intended and actual outcomes
requires conscious evaluation and effortful cor-
rection of behavior (Eisenberger, Lieberman, &
Williams, 2003, p. 291). Neural pathways from
the orbital PFC reduce reactivity by inhibiting
neural activation in the locus coeruleus, amyg-
dala, and hippocampus. The dorsolateral PFC
seems to exert preemptive control (i.e., resulting
in reactive responding; Matsumoto, Suzuki, &
Tanaka, 2004), while the orbital PFC appears
to give rise to self-awareness of meaningful and
adaptively useful connections between emo-
tions, goals, and behavioral options.

In these areas of the brain’s cortex and lim-
bic system, another transitional period occurs
late in preadolescence and early in adolescence,
in which neuronal growth and shaping in these
areas of the brain accompanied by an increase
in the creation of the protective covering for neu-
ral connections (the myelin sheath) is put into
place rapidly in brain areas that are involved
in higher-order symbolic thought and memory
(e.g., hippocampus; Benes, Turtle, Khan, &
Farol, 1994). This “paving over” of the formerly
rudimentary pathways connecting crucial areas
within and across the cortical and limbic centers
of the brain is consistent with the fact that ado-
lescence is a developmental period that is asso-
ciated with rigidity and inflexibility (e.g., moral
and intellectual egocentrism and entitlement)
as well as with psychosocial chaos and fluc-
tuation (e.g., emotional and spiritual question-
ing and confusion). As these areas of the brain
become progressively more complex and reliably
interconnected (e.g., the myelination process),
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the adolescent is increasingly able to not only
think in more complex and abstract terms with
an expanded base of knowledge, but moreover to
think before (re)acting.

Adolescence also tends to involve a shift in
relational focus away from bonding and affili-
ation with family and caregivers and toward
peer relationships, which require greater inde-
pendence of thought and action. Yet, as adoles-
cents acquire increased autonomy, consistent
ongoing primary (family) relationships con-
tinue to be essential (El-Sheikh, 2001) for sus-
taining sufficient emotional security to permit
the youth to venture into the world of events
and ideas and develop increasingly autono-
mous ways of living. In addition, a stable rela-
tional base helps the adolescent to cope with
the rapid changes in brain development that
occur during this transitional developmen-
tal period. With this stability, adolescents are
more likely to succeed in coping effectively
with the turmoil in their lives, which occurs
because “behaviors become unmoored from
their entrenched habits, [and] a variety of new
forms proliferate for a while” (Lewis, 2005,
p- 255). When adolescents are able to success-
fully handle these transitional challenges, a
“subset of these [behavioral patterns] stabi-
lizes, providing new habits for the next stage
of development” (p. 256).

Impact of Psychological Trauma on
Adolescent Development and Functioning

In adolescence, the aftereffects of psychological
traumas experienced earlier in childhood may
include problems in the very areas of biopsy-
chosocial functioning that are most crucially
and rapidly developing during this transi-
tional period between childhood and adulthood.
Adolescents who experienced abuse or domes-
tic violence earlier in childhood are at risk for
PTSD and problems with regulating their emo-
tions (e.g., internalizing disorders such as major
depressive disorder or dysthymic disorder,
agoraphobia/panic or social anxiety disorders,
phobias, dissociative disorders) and behavior
(e.g., sleep disorders; Noll, Trickett, Susman,
& Putnam, 2006); externalizing disorders, such

as oppositional defiant or conduct disorder,
attentional or impulse control disorders, or
substance use disorders, as well as eating and
sexual and gender identity disorders (Cook et
al., 2005). Impaired regulation of emotions and
behavioral impulses in adolescence may take
the form of exacerbated forms of these psychi-
atric disorders as well as traits that, if contin-
ued in adulthood, could constitute personality
disorders.

Adolescents who experienced physical abuse
before age 5 were more likely to be arrested for
violent, nonviolent, and status offenses. Those
who had been physically abused also less often
graduated from high school and more often
were fired from a job, were a teen parent, or
had been pregnant or impregnated someone
while being unmarried (Lansford et al., 2007).
Childhood abuse or domestic violence also is
associated with problems among adolescents
involved in the juvenile justice system, includ-
ing truancy, teen pregnancy, gang involvement,
and suicidality (Ford, Hartman, Hawke, &
Chapman, 2008).

Although neuroimaging studies have not
been reported with adolescents who are diag-
nosed with PTSD (except in mixed samples
that include children and adolescents), children
with psychiatric disorders or a family history of
addiction have been found to have greater dif-
ficulties in focusing attention as they traverse
adolescence, consistent with findings of reduced
volumes of the area in the brain’s limbic sys-
tem that is associated with fear and anxiety, the
amygdala (primarily in the brain’s right hemi-
sphere; Hill & Shen, 2002). Adolescents who
experienced psychological trauma in childhood
and were depressed showed less evidence of
problems with autobiographical memory (“over
general memory retrieval”) than depressed ado-
lescents with no reported psychological trauma
(Kuyken, Howell, & Dalgleish, 2006). PTSD has
a stronger relationship to problems with autobi-
ographical memory in adulthood than exposure
to psychological trauma per se, but PTSD was
not reported as a potential factor in this study.
However, the study’s findings suggest that
psychological trauma may increase depressed
adolescents’ focus on self-relevant memories
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(compared to the reduction in this which occurs
among depressed adolescents generally), and
therefore treatments that help depressed adoles-
cents restore or develop autobiographical mem-
ory capacities may be more readily undertaken
if the adolescent has had traumatic past experi-
ences. Whether adolescents who are depressed
and have experienced psychological trauma
are good candidates for either trauma memory-
focused therapies such as trauma-focused cog-
nitive behavior therapy or personal narrative
memory reconstruction therapies (e.g., Cloitre
et al., 2006), remains to be tested in psychother-
apy research with traumatized adolescents.

When psychological trauma occurs during
adolescence, the youth is at risk for PTSD and
anxiety, mood, and substance use disorders
and problems with risky sexual behavior, suicidal
thoughts, and aggression that may persist into
adulthood or emerge for the first time later in
adulthood (Green et al., 2005). Even a single
incident of interpersonal psychological trauma
(i.e., sexual assault) in adolescence was found
to be associated with an increased likelihood of
PTSD and risky sexual behavior among college
women (Green et al., 2005). Research with ado-
lescents from a wider range of backgrounds,
and with boys as well as girls, is needed to
document the effects of psychological trauma
exposure before and during adolescence on the
posttraumatic stress-related problems that
adolescents experience as teens and later in
their lives as adults. The likelihood that many
adolescent trauma survivors underreport their
extent of traumatic stress symptoms (e.g., one
in six in a study of emergency department-
treated adolescents; McCart et al., 2005) must
be considered when estimates are made of the
prevalence or severity of posttraumatic stress
problems among adolescents.

Interventions for Adolescents Who Are
Experiencing Posttraumatic Stress Problems

Developmental transitional periods such as
adolescence can be an opportune time for thera-
peutic and prevention interventions precisely
because the developing brain and personality

are in such flux at those times that any stabiliz-
ing or informative inputs may help the youth to
gain a clearer and more positive direction for the
future. Key protective factors that increase the
likelihood of positive developmental outcomes
for traumatized youths (Collishaw et al., 2007;
Dumont, Widom, & Czaja, 2007) and adap-
tive function by traumatized adults (Schnurr,
Lunney, & Sengupta, 2004) include primarily a
strong, caring, and reliable social support sys-
tem (e.g., responsive caregivers in childhood;
mentoring, access to socioeconomic and edu-
cational resources and a cohesive peer group
and family system in adolescence and adult-
hood) and secondarily personal attributes that
enhance psychological hardiness. Interventions
are being developed to enable adolescents and
their families and communities to build these
psychosocial resources, and have shown promise
in clinical research studies (e.g., Cloitre, Cohen, &
Koenen, 2006; DeRosa & Pelcovitz, in press).
Group therapy for sexually abused girls also
has shown promise in clinical research, with
interpersonal/emotion-focused models (psycho-
drama) potentially reducing depression symp-
tom severity and cognitive behavior therapy
models potentially reducing PTSD symptom
severity (Avinger & dJones, 2006). Adolescents
have been shown to benefit from family ther-
apy when they have problems such as aggres-
sive behavior, depression, and substance use
problems (Diamond & Josephson, 2005), but
only one pilot study has evaluated the effective-
ness of family therapy, with promising results
in terms of reducing the distress reported by
adolescents recovering from cancer and their
parents (Kazak et al., 2004).
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AGGRESSION

Aggression is a heterogeneous and very broad
category of behavior with diverse causes and
consequences. Aggression often is defined as
hostile, destructive, and/or injurious activ-
ity that has the potential and/or intention of
inflicting damage to an inanimate object or
harm to a living being. Terms such as aggres-
sive, violent, conduct disordered, oppositional,
psychopathic, under-aroused, delinquent, and
antisocial have all been used to describe per-
sons with persistent and frequent aggressive
behavior. Overt aggression involves a direct
confrontation with the environment including
verbal threats of violence, impulsive episodes
of property destruction, self-injurious behav-
iors, and physical assault. Covert aggression
includes hidden and furtive behaviors such
as lying, shoplifting, vandalism, and fire set-
ting (Frick et al., 1993). Proactive, instru-
mental, or predatory aggression is motivated
by reward. Reactive, affective, defensive, or
impulsive aggression is motivated by reaction
to threat or frustration in goal-directed behav-
ior. Aggression can be adaptive or maladaptive
based on its appropriateness to the context and
its consequences for the person and others.
Although trauma does not cause aggression,
traumatized individuals are at increased risk
for both expressing aggression and/or being
exposed to aggression by others. This may occur
through several mechanisms. First, aggres-
sion is an associated symptom of diverse dis-
orders such as depression, bipolar disorder,

posttraumatic stress disorder (PTSD), psycho-
sis, attention deficit/hyperactivity disorder, and/
or anxiety disorders (Connor & McLaughlin,
2006). Traumatized individuals meeting criteria
for PTSD frequently meet diagnostic crite-
ria for other psychiatric disorders that may
have aggression as an associated symptom.
Additionally, many of these associated diag-
noses include symptoms of diminished impulse
control that may lead traumatized individuals
into environmental situations where they may
be exposed to aggression by others. Second, the
hyperarousal symptoms of PTSD such as prob-
lems with anger or irritability may lead to aggres-
sive behavior or cause the individual to be
aggressed upon by others. Third, acute, sudden,
life-threatening stress activates many alarm
systems in the central nervous system that are
designed to perceive and evaluate threat, and to
organize an adaptive response that will increase
the individual’s chances of survival and avoid-
ance of injury. If the threat is too intense, too
uncontrollable, too inescapable, or too chronic,
these neurobiological mechanisms can become
disorganized and are no longer adaptive
(Adamec, Blundell, & Burton, 2006; Charney,
2003). Diminished inhibition may then result
in the release of explosive moods and behav-
iors. Even when the acute trauma has resolved,
increased rage, hostility, irritability, and aggres-
sion in the face of memories or reminders of the
traumatic event may then occur, particularly
if the past trauma involved being aggressed
against and the individual now also is experi-
encing problems with depression (O’Donnell,
Cook, Thompson, Riley, & Neria, 2006).
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ALCOHOL USE DISORDERS

People with posttraumatic stress disorder
(PTSD) often qualify for diagnoses related to
substance use, one of which is alcohol use dis-
order (AUD). In epidemiological research, life-
time PTSD signals an increased risk for lifetime
AUD and prior PTSD predicts the onset of
AUDs. Studies of patients with substance use
disorders (SUD; i.e., DSM-1V-defined substance
dependence, substance abuse) find current
rates of PTSD to be much higher than those
found in the general population, and range
from 25-55%; patients seeking PTSD treat-
ment have SUD rates ranging from 65-80% (as
reviewed in Ouimette & Brown, 2003). Thus, the
co-occurrence of SUD and PTSD is commonly
found in community and clinical samples, and
across a range of treatment settings.

The prognostic implications for patients
with both SUD and PTSD are decidedly nega-
tive. Longitudinal studies suggest that over
time, patients with both SUDs and PTSD con-
sume more alcohol, relapse more quickly, have
less social support, are more likely to be unem-
ployed, and have treatment readmission rates
that are higher than those for SUD patients
without PTSD. SUD patients with comorbid
PTSD incur an estimated $3,000 more annually

in SUD treatment costs than those without
PTSD. Substance abuse also has negative
implications for patients seeking PTSD treat-
ment because patients who continue to use sub-
stances have poorer PTSD outcomes than those

who abstain from using (Ouimette & Brown,
2003).

Models

A number of hypotheses regarding associa-
tions between PTSD and AUD have been pro-
posed. Among the most popular of these is the
self-medication model, which is based on the
premise that substance abuse constitutes an
effort to cope with the distressing affect associ-
ated with a traumatic event in a manner that
is analogous to the use of medication to allevi-
ate symptoms of an illness. According to this
model, persons with PTSD use mind-altering sub-
stances to mute emotional arousal or to lessen
the disturbing effects of traumatic memories.
Conversely, it also has been proposed that alco-
hol use contributes to the occurrence of trauma
and PTSD (i.e., the High Risk Hypothesis; see
Ouimette & Brown, 2003, for chapters review-
ing models). For example, heavy drinkers
may put themselves at risk for accidents, vio-
lence, or other potentially traumatic events.
Additionally, substance use may trigger or
exacerbate PTSD symptoms (Saladin, Brady,
Dansky, & Kilpatrick, 1995).

A social learning perspective (SLT; Maisto,
Carey, & Bradizza, 1999) also can be applied
to the PTSD-SUD co-occurrence. According to
this conceptualization, the desire to regulate
learned emotional responses (fear, arousal,
depression) to trauma motivates substance
use. A component of SLT is reciprocal deter-
minism, which describes dynamic associations
among environmental and individual vari-
ables and behavior over time. Here, trauma
exposure and posttraumatic stress symptoms
could be both causes and effects of substance
use. Cognitions related to the interpretation of
trauma-related cues, the individual’s ability to
manage emotional cue responses, and beliefs
about the palliative effects of substances also
play a central role.
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Changes in brain structure and chemistry
may also explain PTSD-SUD associations. As
noted by Brady and Sinha (2005), these under-
lying biological changes (1) may be shared by
PTSD and SUD and/or (2) may be the result of
prolonged substance use, which then in turn
leads to the development of PTSD. Examples
of such structural changes in the brain include,
but are not limited to, alterations in the way
the amygdala (the brain’s emotion process-
ing center; see: Amygdala) works, alterations
in dopamine in the brain’s reward pathways,
and problems in regulating noradrenergic and
neuroendocrine functioning, both of which are
associated with the body’s reaction to stressful
stimuli.

Nonbiological, shared vulnerability mecha-
nisms also have been implicated in PTSD-SUD
co-occurrence. Among these are trait-level con-
structs such as anxiety sensitivity, negative
emotionality, and behavioral undercontrol. Each
of these personality variables has been sug-
gested to contribute to increased risk for sub-
stance use as well as poor adaptation to trauma
(i.e., posttraumatic stress), and thus potentially
account for the frequent co-occurrence of the
two disorders.

Importantly, although many models of
PTSD-AUD associations consider which dis-
order develops first, the complexity of an indi-
vidual’s trauma history and the challenges
of determining substance use and problem
onset often make temporal delineation dif-
ficult. Thus, though an understanding of the
primacy of one disorder may provide useful
clinical information, establishing such primacy
may prove challenging to ascertain in a clinical
setting.

Treatments

While it is generally accepted in academic com-
munities that integrated AUD-PTSD treat-
ment is considered best practice and patients
would prefer such concurrent therapy, most
clinics do not treat both disorders simultane-
ously. Clinical researchers have developed inte-
grated AUD-PTSD treatments with or without
exposure therapy elements. Debate has ensued

about the inclusion of an exposure compo-
nent, which is a recommended evidence-based
practice for PTSD alone. Concern includes the
potential for alcohol relapse, although prelimi-
nary data counter such concern. Concurrent
treatment of PTSD and cocaine dependence
combines coping skills training with expo-
sure therapy for PTSD. Retention rates in this
protocol were similar to those in treatments
without exposure components, suggesting that
exposure did not negatively affect patients’
participation.

The most researched integrated treatment
to date is called Seeking Safety, a present-
focused coping skills therapy. Some key ele-
ments include: a focus on safety, working
concurrently on PTSD and AUD, and coping
skills work. Several studies support its effec-
tiveness across several treatment popula-
tions. One study randomly assigned women to
Seeking Safety or Relapse Prevention with a
nonrandomized treatment-as-usual comparison
group, and outcomes for Seeking Safety were
comparable to Relapse Prevention and bet-
ter than treatment as usual (see Ouimette &
Brown, 2003 for chapters reviewing these
interventions).

Conclusion

Further explication of the underlying mechanisms
—psychological and biological—of PTSD-SUD
comorbidity is needed. Identification of patient
subgroups, including gender-specific types
would be helpful in improving treatment effec-
tiveness. Treatments need to be further evalu-
ated for efficacy and cost-effectiveness relative
to standard care and other programs. Given
the popularity and practical utility of self-help
approaches in the United States, an investiga-
tion of whether self-help can provide a helpful
adjunct to integrated treatment would be use-
ful, particularly for adult populations. Last, a
preventative approach would be helpful, possi-
bly addressing trauma-related symptoms and
alcohol abuse before the development of full-
fledged disorders, looking toward other set-
tings such as primary care to identify at-risk
individuals.
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ALEXITHYMIA

The term alexithymia literally means “no words
for feelings” and is characterized by deficits
in the ability to identify and label, as well as
communicate affective experience. Alexithymia
thus is considered an affect regulation distur-
bance (Taylor, Bagby, & Parker, 1997). Although
alexithymic individuals are able to experi-
ence emotions, when asked to describe their
internal experience they are able only to give
vague, unelaborated descriptions of feelings
(e.g., “upset”), or may report somatic or cogni-
tive aspects of their experience. Additionally,

alexithymia is an externally oriented thinking
style, characterized by communication that is
lacking in personal involvement and devoid of
references to personal feelings, thoughts, reac-
tions, or attitudes about the event.

Measurement

Although a number of measures have been
developed to assess specific aspects of alex-
ithymia, such as emotional awareness, the
Toronto Alexithymia Scale (TAS-20; Bagby,
Parker, & Taylor, 1994a, 1994b) is widely
accepted as the most comprehensive, reliable,
and valid across populations and languages.
This 20-item, self-report questionnaire asks
individuals to rate, on a five-point Likert-type
scale, the degree to which they agree with
test items. Subscale items assess the three
components of alexithymia described previ-
ously. Research (Bagby et al., 1994a) also has
established cut-off scores on the TAS-20 used
for identifying clinical levels of alexithymia.
Prevalence rates, using this TAS-20 criterion,
have been estimated as ranging between 13%
and 24% in community and undergraduate col-
lege samples (Mason, Tyson, Jones, & Potts,
2005; Paivio & McCullough, 2003), and between
17% and 59% in clinical samples (Honkalampi
et al., 2004; Muller, Buhner, & Ellgring, 2003).

Associated Psychological Disturbances

Alexithymia has important implications for
functioning. Emotions provide vital informa-
tion about self and relationships that guide
perceptions and behavior so that limited
awareness of feelings leaves the person diso-
riented (Damasio, 1999). Individuals without
the capacity to identify and communicate feel-
ings are more likely to experience negative
emotions as confusing and express distress
through somatic symptoms or through physi-
cal means, including violence to self or others
(Paivio & McCullough, 2003; van der Kolk,
Perry, & Herman, 1991). Alexithymia also has
been associated with difficulty recognizing emo-
tions in others, interpersonal problems, and lim-
ited social support (Turner & Paivio, 2002), and
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with a number of psychological disturbances
(for a review, see Taylor et al., 1997). These
include posttraumatic stress disorder (PTSD),
depression, anxiety, eating disorders, substance
abuse, somatoform disorders, borderline person-
ality, dissociative experiences, and self-injurious
behaviors. Finally, alexithymia has been associ-
ated with development of weaker therapeutic
alliances (Mallinckrodt, King, & Coble, 1998)
and thus can interfere with an individual’s
capacity to benefit from psychotherapy.

Etiology

Developmental and social learning theories
currently are the most commonly accepted
explanations for alexithymia. These perspectives
(e.g., Gottman, 1997) suggest that alexithymia
develops when children learn that communicat-
ing emotion is inappropriate or ineffective in
getting needs met. Gender role socialization, for
example, explains the higher prevalence of alex-
ithymia in males who frequently are taught to
suppress normal emotional expressivity. As well,
social learning effects are intensified in environ-
ments in which children learn that expression
of feelings is not only meaningless but danger-
ous. There is considerable evidence supporting
an association between alexithymia and a his-
tory of childhood maltreatment (e.g., Paivio &
McCullough, 2003; Taylor et al., 1997; Turner
& Paivio, 2002; Zlotnick, Mattia, & Zimmerman,
2001). Abused children can learn to ignore
or avoid emotional experience as a strategy
for coping with overwhelming negative affect
and instead learn to rely on external cues and
events to guide behavior.

Treatment

There are few psychological treatments spe-
cifically for alexithymia although a number
of treatments for particular disorders (e.g.,
borderline personality, complex PTSD, eat-
ing disorders) address problems with emotion
awareness and modulation. These approaches
typically focus on increasing emotion aware-
ness and labeling capacities through skills
training. Research supports the efficacy

of these approaches (e.g., Becker-Stoll &
Gerlinghoff, 2004; Kennedy & Franklin, 2002;
Linehan, 1993). Results of a recent study
(Ralston, 2006) indicated significant reduc-
tions in alexithymia over the course of emotion
focused therapy for child abuse trauma (EFTT;
Paivio, Chagigiorgis, Hall, Jarry, & Ralston,
2007). EFTT relies on promoting client experi-
encing (exploration of feelings and meanings)
rather than skills training. This suggests that
alexithymia may be more related to problems
with complex affective meaning rather than
emotion word vocabulary, per se, and treat-
ments focusing on affective meaning construc-
tion may be effective options.
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ALIENATION AND TRAUMA

Alienation is a psychological concept consist-
ing of some positive and mostly negative feel-
ings. Such positive feelings may involve feeling
that the individual is unique emotionally, but
negative feelings involve feeling that he or
she is aliened, isolated, and withdrawn from
reality (Al-Sahel & Hanoora, 2001). Brown,
Higgins, and Paulsen (2003) defined aliena-
tion “as the negative sense of fragmentation,
estrangement, and separation.” Moreover,
there are many other definitions of alienation
as a psychological concept, however, the main
common elements between them is that aliena-
tion denotes feelings of estrangement, being
lost, loneliness or isolation from others, feel-
ing helpless, and feeling as if one is losing rela-
tionships with others (Dimen, 2003; Florence
& Bernard, 1967; Hanoora, 1998; Reber, 1995;
Seeman, 1959).

Little has been written about the relation-
ship between trauma and the deep-seated
sense of guilt and shame of trauma’s victims,
in which the alienation from others is the
main expression of these feelings. In addition,
Ebert and Dyck (2004) indicated that expo-
sure to extreme interpersonal stress can lead
to alienation from others, shame and guilt,
and a sense of being permanently damaged.
Psychologically, most of the victims of trauma
try to appear normal/healthy when they are
still emotionally suffering from the traumatic
event, but they do not want others to see that
suffering. For example, it was found that most
combat veterans remain alienated when they
appear to be normal because just under the
surface are the unintegrated personality frag-
ments that cannot grieve, feel fear, and express
anger without something self-destructive hap-
pening (Brende & McDonald, 1989).

Studies show that alienation could be rec-
ognized when the traumatic event victim
avoids people, activities, or places, which
arouse recollections of the original trauma
(which is a symptom of PTSD; Forbes et al.,
2002; Morison, 2002). In addition, Brende and
McDonald (1989) found that severe and intrac-
table symptoms of PTSD in Vietnam combat
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veterans were related to entrenched guilt and
shame. These symptoms include changes in
self-identity, destructive, and self-destructive
behavior. It was also found that trauma victims
indicated an overall feeling of alienation from
self and others (Ehlers et al., 1998; Evans &
Stinnett, 2006).
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AMYGDALA

The amygdala is a complex brain structure
involved in a variety of normal brain functions
and psychiatric conditions. The existence of
the amygdala was first recognized in the early
nineteenth century. The name, derived from
the Greek language, was meant to denote the
almond-like shape of this region in the medial
temporal lobe. It is traditionally thought to
consist of an evolutionarily primitive division
associated with the olfactory (i.e., smell) sys-
tem (the cortico-medial region) and an evolu-
tionarily newer division associated with the
neocortex (the basolateral region).

Each nucleus has unique connections. For
example, the lateral amygdala is a major site
receiving convergent inputs from visual, auditory,
somatosensory (including pain) systems. The
central nucleus connects with brainstem areas
that control the expression of innate behaviors
and associated physiological responses. And the
medial nucleus of the amygdala is strongly con-
nected with the olfactory system.

In the late 1930s, researchers observed that
damage to the temporal lobe resulted in pro-
found changes in fear reactivity, feeding, and



26 AMYGDALA

sexual behavior that came to be called the
Kluver-Bucy syndrome. Around mid-century,
it was determined that damage to the amy-
gdala accounted for these changes in emotional
processing. Numerous studies subsequently
attempted to understand the role of the amy-
gdala in emotional functions, especially fear.
Studies in rodents have mapped the inputs
to and outputs of amygdala nuclei that are
involved in fear conditioning. In particular, it is
widely accepted that when an animal is repeat-
edly exposed to a painful stimulus (an uncon-
ditioned stimulus) and a neutral stimulus (a
conditioned stimulus), this leads to change
in the neurons (synaptic plasticity) in the lat-
eral amygdala. When the conditioned stimulus
then occurs alone later, neural activation flows
through these potentiated synapses to the other
amygdala targets and ultimately to the central
nucleus, outputs of which control conditioned
fear responses. Specific cellular and molecular
mechanisms within lateral amygdala cells have
been shown to underlie these changes in brain
activation associated with learned fear.

Although fear is the emotion best understood
in terms of brain mechanisms, the amygdala
has also been implicated in a variety of other
emotional functions. A relatively large body of
research has focused on the role of the amygdala
in processing rewards and the use of rewards to
motivate and reinforce behavior. As with aver-
sive conditioning, the lateral, basal, and cen-
tral amygdala have been implicated in different
aspects of reward learning and motivation. The
amygdala has also been implicated in emotional
states associated with aggressive, maternal, sex-
ual, and ingestive (eating and drinking) behav-
iors. Less is known about the detailed circuitry
involved in these emotional states than is known
about the brain activity involved in fear.

Because the amygdala is altered by and
stores information about emotional events,
it is said to participate in emotional memory.
Emotional memory is viewed as an implicit
or unconscious form of memory and contrasts
with explicit or declarative memory mediated
by the hippocampus.

In addition to its role in emotion and uncon-
scious emotional memory, the amygdala is also

involved in the regulation or modulation of a
variety of cognitive functions, such as attention,
perception, and explicit memory. It is generally
thought that these cognitive functions are mod-
ulated by the amygdala’s processing of the emo-
tional significance of external stimuli. Outputs
of the amygdala then lead to the release of hor-
mones and/or neuromodulators in the brain
that alter cognitive processing in cortical areas.
For example, via amygdala outputs that ulti-
mately affect the hippocampus, explicit memo-
ries about emotional situations are enhanced.

Over the past decade, interest in the human
amygdala has grown considerably, spurred on
by the progress in animal studies and by the
development of functional imaging techniques.
As in the animal brain, damage to the human
amygdala interferes with fear conditioning and
functional activity changes in the human amy-
gdala in response to fear conditioning. Further,
exposure to emotional faces potently activates
the human amygdala. Both conditioned stim-
uli and emotional faces produce strong amyg-
dala activation when presented unconsciously,
emphasizing the importance of the amygdala as
an implicit information processor and its role in
unconscious memory. Findings regarding the
human amygdala are mainly at the level of
the whole region rather than nuclei.

Structural and/or functional changes in the
amygdala are associated with a wide variety
of psychiatric conditions, including anxiety
disorders such as PTSD, phobias, and panic
disorder, depression, schizophrenia, and autism.
This does not mean that the amygdala causes
these disorders. It simply means that in people
who have these disorders, alterations occur in
the amygdala. Because each of these disorders
involves fear and anxiety to some extent, the
involvement of the amygdala in some of these
disorders may be related to increased anxiety in
these patients.
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ANGER

Anger is a negatively toned emotion, sub-
jectively experienced as an aroused state of
antagonism toward someone or something per-
ceived to be the source of an aversive event.
It is triggered or provoked situationally by
events that are perceived to constitute delib-
erate harm-doing by an instigator toward one-
self or toward those to whom one is endeared.
Provocations usually take the form of insults,
unfair treatments, or thwartings appraised as
intended. Anger is prototypically experienced
as a justified response to a perceived “wrong.”
While anger is situationally triggered by acute,
proximal occurrences, it is shaped and facili-
tated contextually by conditions affecting the
cognitive, arousal, and behavioral systems that
comprise anger reactions. Anger activation is
centrally linked to threat perceptions and sur-
vival responding, and thus it has intrinsic rel-
evance for understanding trauma.

As a normal human emotion, anger has con-
siderable adaptive value, although there are
sociocultural variations in the acceptability of
its expression and the form that such expression

takes. In the face of adversity, it can mobilize
psychological resources, energize behaviors for
corrective action, and facilitate perseverance.
Anger serves as a guardian to self-esteem, oper-
ates as a means of communicating negative
sentiment, potentiates the ability to redress
grievances, and boosts determination to over-
come obstacles to our happiness and aspira-
tions. Akin to aggressive behavior, anger has
functional value for survival. Anger, an emotion,
should be distinguished from hostility, which is
an attitudinal disposition, and from aggression,
which is behavior intended to do harm.

Despite having multiple adaptive functions,
anger also has maladaptive effects on personal
and social well-being. Generally, strong physi-
ological arousal impairs the processing of infor-
mation and lessens cognitive control of behavior.
Because heightened physiological arousal is a
core component of anger, people are not cogni-
tively proficient when they become angry. Also,
because the activation of anger is accompa-
nied by aggressive impulses, anger can moti-
vate harm toward other people, which in turn
can produce undesirable consequences for the
angered person, either from direct retaliation,
loss of supportive relationships, or social cen-
sure. An angry person is not optimally alert,
thoughtful, empathic, prudent, or physically
healthy. Being a turbulent emotion ubiquitous
in everyday life, anger is now known to be sub-
stantially associated with various stress-related
disorders, such as cardiovascular disorders, in
addition to its relevance for trauma and for post-
traumatic stress disorder (PTSD).

Trauma and Anger Dysregulation

Anger, since at least 1942, has been identi-
fied as a component of traumatic reactions in
clinical and field studies. Anger is a recognized
feature of a range of clinical disorders that
may result from psychological trauma expo-
sure, such as dissociative amnesia, dissociative
identity disorder, borderline personality disor-
der, head-trauma dementia, major depressive
disorder, and especially PTSD. “Irritability/
outburst of anger” is one of five symptoms in
the hyperarousal cluster for PTSD diagnosis
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(since DSM-III-R’s publication). Although typi-
cally viewed as merely a symptom of PTSD,
anger can alternatively be seen as a dynamic
factor bearing on the course of traumatic stress
and its treatment. While anger or irritability is
a PTSD diagnostic symptom, PTSD diagnostic
criteria can be met in the absence of anger or
irritability.

The meta-analysis by Orth and Wieland
(2006), who reviewed 39 studies between 1985
and 2003, demonstrated that anger is sub-
stantially associated with PTSD in trauma-
exposed adults, with the largest effect size
being obtained for those having military war
experience. As well, they found other trauma
sources, such as technological disaster, crime
victimization, and motor vehicle accidents to
have medium to large effects for anger and
hostility’s association with PTSD.

Beyond this associative linkage, anger has
been found to be predictive of PTSD chronicity,
severity, and treatment response with various
trauma populations. Studies with noncombat
populations show anger to be a key long-term
symptom resulting from trauma, as found with
sexual assault survivors, motor vehicle acci-
dent victims, violence-exposed adolescents,
domestic violence victims, political prisoners,
refugees, and general samples of psychiatric
patients. A growing body of research indi-
cates that the relevance of anger is more than
that of a mere symptom or diagnostic marker.
Multiple studies point to anger’s importance
for the course of PTSD and for treatment effi-
cacy, including longitudinal studies of Vietnam
veterans, adult victims of violent crime, and
motor vehicle accident victims. Anger assessed
at early stages of trauma has been found to be
predictive of later PTSD severity and response
to treatment after statistically controlling for
initial PTSD and various background and psy-
chosocial factors.

As a result of trauma, anger occurs as part
of a dyscontrol syndrome activated by sensing
a threat in one’s environment. The engagement
of anger in PTSD involves hostile appraisal,
heightened arousal, and antagonistic behavior
as survival responding in contextually inappro-
priate conditions, such that the person becomes

dysregulated in reacting to the demands of the
environment. While anger is situationally trig-
gered by acute, proximal occurrences, it can
be primed by trauma-related stimuli and con-
texts. Threat perception and anger schemas
are reciprocally influenced.

Because of the survival function of the
threat-sensing aspects of anger schemas,
the detection of threat carries urgent prior-
ity and rapidly engages anger. Linking anger
to survival needs allows for understanding its
activation in PTSD and increasing violence
risk: (1) its onset carries a coping response
urgency that preempts alternative apprais-
als of the triggering event and considerations
of alternative action plans; (2) it engages
cognitive processes and behavior that further
bias the system toward confirmation of the
expectation of threat; (3) the strong arousal
and the peremptory nature of the threat sche-
mas suppress inhibitory controls of aggres-
sive behavior; and (4) threat-anger responses
are organized as a positive feedback loop—the
more threat is perceived, the more anger and
aggression are engaged; and, conversely, the
more anger and aggression, the greater is
the readiness to perceive threat. The cogni-
tive distortions linked to threat perceptions
and highly automatized anger have powerful
immediacy and validity, and anger is infused
with themes of justification.

Why does anger dysregulation occur in
the context of trauma? One possibility is that
anger serves to suppress both fear and pain in
conjunction with activating approach or attack
behaviors. Anger counters “loss of control,” pro-
viding an antidote to the debilitating sense of
vulnerability or uncontrollability. Anger keeps
the adversary in mind (maintaining atten-
tional focus on that which threatens survival),
and it may prolong PTSD because it entails
rumination, entraining the reexperiencing of
one’s trauma through a cognitive network of
associations. Anger also causes alarm and has
symbolic links to madness and badness. Long
after trauma exposure, heightened arousal
from everyday provocations might overwhelm
self-regulatory capacity and reevoke the
trauma experience.
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Treatment of Anger in Trauma-Related
Disorders

Essential to reinstituting regulatory controls for
anger and aggression is treating the patient’s
self-monitoring deficits. This entails helping
the person to (1) monitor cognitions during
anger episodes; (2) identifying signs of arousal,
as well as its intensity, duration, and lability
in response to the perception of danger; (3) rec-
ognizing how anger reactions can escalate the
threat potential of a situation; and (4) distin-
guishing impulsive actions from more control-
led responses. Anger’s cognitive, arousal, and
behavioral domains are thus segmented for self-
monitoring. In the treatment of anger disorders,
cognitive behavioral therapy (CBT) approaches
have been found to be effective with a wide
range of clinical populations, including combat
veterans with severe anger and severe PTSD
(Chemtob, Novaco, Hamada, & Gross, 1997).

The CBT psychotherapeutic procedure is
an adjunctive treatment involving cognitive
restructuring, somatic arousal reduction, and
behavioral coping skills enhancement. To facili-
tate anger regulation, the therapist strives to
disconnect anger from the threat system, first
through provision of safety, patience, and psy-
chological space for reflection, exploration, and
choice. The client’s view of anger is normalized,
to obviate worries about being a “bad” or unwor-
thy person. The therapist acknowledges the
legitimacy of the client’s feelings, affirming his
or her self-worth. Building trust in the thera-
peutic relationship is pivotal. As self-regulation
hinges on knowledge, education about anger and
discovery of the client’s personal anger patterns
or “anger signature” is facilitated. Much is done
to augment self-monitoring and to encourage the
moderation of anger intensity. Because tension
or strain may surface in the course of treatment,
the therapist models and reinforces nonanger
alternative responding so as to build replace-
ments for the automatized angry reactions that
had been the client’s default coping style.

In the CBT stress inoculation approach to
anger treatment, provocation is simulated by
therapeutically paced exposure to anger inci-
dents created in imaginal visualization and in

role-play. The progressively graduated exposure,
directed by the therapist, involves a hierarchy
of anger incidents produced by the collaborative
work of client and therapist. This graduated,
hierarchical exposure, done in conjunction with
the teaching of stress coping skills, is the basis
for the inoculation metaphor. Anger-control cop-
ing skills are rehearsed with the therapist and
practiced while visualizing and role-playing pro-
gressively more intense anger-arousing scenes
from the personal hierarchies. See Novaco and
Chemtob (1998) for more detailed discussion.
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ANHEDONIA

See: Depression; Emotional Numbing

ANNIVERSARY REACTIONS

Stimuli that reactivate traumatic memories
(i.e., “triggers”) often include significant dates
or times of the year that are associated with
unresolved traumatic experiences. These stim-
uli can induce particular time-related responses
called anniversary reactions that range from
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mild and transient, to severe and prolonged.
Anniversary reactions are typically understood
as annual phenomena, but belong to a broader
category of reactions that include more fre-
quent time-related triggers, such as months,
weeks, days, or even time of day.

Unresolved experiences associated with anni-
versary reactions include traumatic birth and
deaths (Bowlby, 1980), abortions (Franco et al.,
1989), abuse, accidents, natural disasters, or
war experiences (Morgan, Hill, Fox, Kingham, &
Southwick, 1999). Anniversary reactions involve
symptoms and features of posttraumatic stress
and complicated grief: flashbacks, nightmares,
sleep disorders, fear and anxiety, rage, sadness,
guilt, shame, suicidality, depression, or manic
episodes (Beratis, Gourzis, & Gabriel, 1996),
and brief reactive psychoses. Avoidance, numb-
ing, and detachment symptoms may be promi-
nent around the anniversary date, including
efforts to avoid any reminders of the event, nar-
rowed focus of attention, reduction in awareness
of surroundings, derealization, depersonaliza-
tion, and obsessive compulsive behaviors that
serve to contain anxiety.

One patient reported taking heavy doses of
sleeping pills in order to sleep through the entire
24-hour period that triggered her. Significant
somatic symptoms associated with the trau-
matic experience may occur (Cavenar, Nash, &
Maltbie, 1978). For example, a woman who as a
child was tied up and raped during Christmas
holidays had nausea, intense vaginal pain, and
numbing in her hands every December.

Symptoms of anniversary reactions may last
several days or weeks, and in rare instances
they may last months. Many individuals are
not consciously aware of the connection between
their current distress and the original event.
Since the inclusion of posttraumatic stress dis-
order in DSM-III in 1980 (American Psychiatric
Association, 1980), anniversary reactions are
considered to be a special feature of this disor-
der. These specific experiences were subsumed
under the more general category of posttrau-
matic triggers, resulting in fewer studies on
anniversary reactions in the literature since the
mid-1980s. The most widely studied anniversary
reactions pertain to the anniversary of the death

of a loved one that was experienced as traumatic
and has not been sufficiently mourned and inte-
grated (Bowlby, 1980; Volkan, 1989).

Hilgard (1953; see also Volkan, 1989) dis-
tinguished a particular form of anniversary
reactions. Parents may experience symptoms
when their child reaches the age at which they
themselves experienced a traumatic event. She
described a man who developed severe head-
aches and psychosis, and made a suicide attempt
when his son was 4 years old. When he had been
the same age as his son, the man’s father had
unexpectedly died and his mother had to return
to work, precipitating severe unresolved feelings
of abandonment. Conversely, children of parents
who died or were traumatized at a certain age
may experience anniversary reactions when they
reach the same age as the parent. For exam-
ple, a patient developed severe panic, phobia of
bathrooms, and suicidality when she reached
the same age as her mother at the time of her
suicide. The daughter, a child at the time of
her mother’s death, had found her mother dead
in the bathtub, and had been instructed by the
family never to speak of it.

Some religious and cultural traditions have
recognized that anniversary reactions involve
unresolved mourning and have designated spe-
cial commemorations of anniversaries of pain-
ful or traumatic events (Lamm, 1969). Such
observances are helpful in resolving traumatic
experiences. There are several essential aspects
to commemorations that parallel psychother-
apy of anniversary reactions: (1) evocation and
narration of a conscious memory of the event,
which is an exposure technique; (2) social sup-
port, which has shown to be an essential part of
overcoming traumatic reactions; and (3) setting
aside a specific time for mourning and other
emotions, with gradual support to move back
to normal life. Psychotherapy also includes
reworking maladaptive or incorrect beliefs that
maintain overwhelming negative emotions. For
example, patients often inappropriately blame
themselves for accidents, their own abuse, or the
death of a loved one. Final resolution of anni-
versary reactions occurs when the individual is
able to fully realize and integrate the traumatic
experience.
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ANTERIOR CINGULATE CORTEX

Basic Anatomy and Function

The anterior cingulate cortex (ACC) is a medial
prefrontal structure located anterior to (in
front of) the genu of the corpus callosum (see
Figure 1). The ACC differs from other subre-
gions of the cingulate gyrus in its cytoarchi-
tecture, connectivity with other structures,

Figure 1. This magnetic resonance image shows the midsagit-
tal (middle) surface of the human brain. Perigenual anterior
singulate cortex (pACC) lies anterior to (in front of) the genu
of the corpus callosum.

and function (Bush, Luu, & Posner, 2000;
Vogt, Berger, & Derbyshire, 2003). Specifically,
the perigenual (front portion of the) ACC is
reciprocally connected to the amygdala (see:
Amygdala), sends projections to autonomic
centers in the brainstem, and appears to be
involved in the processing of emotional informa-
tion and the regulation of emotional responses.
The ventral (lower portion of the) ACC and other
ventral medial prefrontal regions appear to play
an important role in the retention of fear extinc-
tion after fear conditioning.

In contrast, the portion of the cingulate that
is dorsal to (behind) the ACC (i.e., the anterior
midcingulate cortex [aMCC]) has fewer connec-
tions to the amygdala and more connections to
parietal and motor areas, and is involved in
executive functions including response selec-
tion and monitoring of conflict and errors.

The nomenclature used to describe the
boundaries and subdivisions of the ACC has
evolved over the years. The nomenclature used
in this entry reflects the most recent research of
Vogt and colleagues (Vogt, in press; Vogt et al.,
2003).

ACC Function in Posttraumatic Stress Disorder

The results of many recent functional neuroim-
aging studies suggest diminished function of
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the perigenual ACC and surrounding medial
frontal cortex in posttraumatic stress disorder
(PTSD) relative to individuals without PTSD
(Shin, Rauch, & Pitman, 2006). This finding
has been reported when participants view trau-
matic reminders, recall and imagine their own
traumatic events, view fearful facial expres-
sions, recall emotional words, perform emo-
tional Stroop interference tasks, and undergo
extinction after fear conditioning. Although a
small number of studies have yielded discrep-
ant results, the majority of studies have pro-
vided evidence for diminished perigenual ACC
function in PTSD. Notably, several studies have
reported that the degree of ACC activation is
inversely related to symptom severity, such that
individuals with lower ACC activation have
more severe symptoms. Two treatment studies
have reported a relationship between sympto-
matic response to serotonin reuptake inhibitors
and increased activation of medial prefrontal
cortical regions. Preliminary data suggests that
the function of more dorsal portions of the ACC
may not be diminished in PTSD.

According to current neurocircuitry models of
PTSD, perigenual ACC and adjacent medial pre-
frontal regions are less responsive than normal
and fail to inhibit an over-responsive amygdala
(Shin et al., 2006). There is indeed evidence that
the amygdala is overly responsive to reminders
of trauma and to emotional, trauma-unrelated
stimuli in PTSD. Four studies have reported a
functional relationship between ACC and amy-
gdala in PTSD, although the direction of this
relationship is not yet clear.

Structural magnetic resonance imaging
(MRI) studies have revealed that ACC vol-
umes are smaller in PTSD patients compared
to trauma-exposed control participants, even
when controlling for alcohol use and total brain
volume. Additionally, two studies have found
ACC volume to be inversely correlated with
severity of PTSD symptoms. One study has
found shape differences in the ACC in PTSD.

Complementing the structural MRI studies,
a magnetic resonance spectroscopy study has
reported diminished N-acetyl aspartate (NAA)/
creatine ratios (which is thought to reflect a
loss of functional nerve cells) in the pregenual

ACC in PTSD. However, another study failed
to replicate this finding. Thus while the exact
mechanisms are unclear, PTSD appears to
involve a compromise to the pregenual ACC’s
neural structure. This may be related to dimin-
ished function of the ACC and reduced inhibi-
tion of the amygdala in PTSD.

Although a wealth of data suggests dimin-
ished perigenual ACC function and volumes in
PTSD, whether these abnormalities are a con-
comitant of the disorder or whether they rep-
resent a preexisting vulnerability is currently
unknown.
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ANTHROPOLOGICAL PERSPECTIVES

There has long been a dialogue between
anthropologists and psychologists interested
in trauma, dating back at least to the work of
physician/anthropologist WH.R. Rivers in the
1920s. Rivers early on recognized trauma as a
legitimate way for soldiers to suffer from combat
experiences. Abraham Kardiner, another key
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figure in early trauma studies, who wrote an
important volume on combat stress (Shepherd,
2001), had an association with one of the titans
of American anthropology, Franz Boas, and his
influential student Ruth Benedict at Columbia
University in New York City.

Even before the term “culture bound syn-
drome” (Yap, 1951) was coined to describe
“exotic” disorders found in the non-Western
world, such as the much-debated Indonesian
Latah (Winzeler, 1995), anthropologists have
questioned the universality of Western diag-
nostic categories. For many years, anthropolo-
gists were concerned with seemingly bizarre
disorders in non-Western contexts, largely
ignoring the cultural nature of Western diag-
nostics. Recently, as many anthropologists
have moved from a focus on culture bound
syndromes to seeing all “idioms of distress”
(Nichter, 1981) as culture bound, students of
psychological trauma have increasingly been
interested in the interactions between PTSD
and globalization. This has lead to an empha-
sis on social suffering, structural violence, and
collective memory rather than solely intrapsy-
chic distress (Kleinman, Das, & Lock, 1997).

Anthropological versus Psychological
Perspectives

The key difference between anthropology and
psychology is one of emphasis—culture or biol-
ogy. Clifford Geertz famously wrote (2000) that
people often see biology as the cake and culture
as the icing. Anthropologists argue that culture
is also the cake. Thus, while psychology has typi-
cally been concerned with discovering universal
aspects of human behavior, anthropology has
focused on the culturally imbedded nature of
human experience. Diagnostic categories have
often been criticized by anthropologists for their
bias toward Western perspectives, and succes-
sive generations of anthropologists have tried
to develop ways to describe distress within the
context of locally distinct cultures. Cultural
anthropology tends to either dismiss biologi-
cal knowledge as reductionistic (Good, 1992;
Kirmayer, 2007), avoiding challenges researchers
face in acquiring expertise in biological sciences,

and the complexity involved in developing mod-
els accounting for both biological and sociocul-
tural processes relating to trauma.

Current Perspectives on Trauma

It was not until the 1990s that anthropol-
ogy began to approach trauma as an object of
study. Several lines of inquiry have developed:
(1) analyses of the social construction of and
biomedical discourses on trauma and PTSD;
(2) critiques of the mass-trauma paradigm used
to justify humanitarian disaster interventions;
and (3) ethnographies of collective violence, cul-
tural trauma, identity, and memory.

In the first category (social construction),
Allan Young’s work on the social construction
of PTSD and its antecedents has become foun-
dational and widely cited in both anthropo-
logical and psychiatric literature. His research
locates and identifies the historical emergence,
evolution, and logic of this psychiatric category
within specific social practices and institutions,
including the science of epidemiology, clini-
cal settings, and legal and bureaucratic sites
(e.g., Young, 1995). A group of researchers in
England (e.g., Kilshaw, 2006) has examined
the changing face of trauma for war veterans
within shifting contexts of compensation, and
related literature in this category has criticized
the assumption that PTSD is a timeless and
universal psychiatric illness by examining its
historical and cultural-specificity (e.g., Bracken,
Giller, & Summerfield, 1995). This work also
links with the second category (critiques of the
mass-trauma paradigm), and stems from a con-
cern for the implications of exporting the PTSD
model and associated psychosocial interventions
to resource-poor countries during humanitarian
emergencies. These critiques have focused on
the medicalization and de-politicization of suf-
fering, the cultural economy of victimhood, and
the construction of new forms of sovereignty
and governance as aspects of humanitarian aid
(e.g., Breslau, 2004; Pupavac, 2004).

Research in the third category (ethnographies)
has been the most wide-ranging. The bulk of
this third line of literature examines the politics
of collective memory and idioms of distress in



34 ANTISOCIAL BEHAVIOR

conflict and postconflict societies. Two notable
contributions include one edited volume dedi-
cated to the intersection between psychology
and anthropology in regard to historical trauma
(Robben & Suarez-Orozco, 2000) and another
volume that focuses on culture, trauma, memory-
making, and identity (Antze & Lambek, 1996).

Conclusion

Recently, efforts have been made to integrate
the findings of neuroscience and other bio-
logical sciences with the social and cultural
experiences of trauma and its aftermath (e.g.,
Kirmayer, Lemelson, & Barad, 2007). This
promising direction takes into account anthro-
pological critiques of diagnostic categories
while maintaining the importance of biological
factors.
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ANTISOCIAL BEHAVIOR

High rates of both childhood trauma exposure
(including physical and sexual abuse) and post-
traumatic stress disorder (PTSD) have been
observed among individuals who are incar-
cerated or who engage in antisocial behaviors
such as drug and alcohol abuse, interpersonal
aggression, and domestic violence. Indeed,
childhood trauma and PTSD are two of the
most robust and frequently examined risk fac-
tors for later antisocial behavior, and have been
found to be associated with increased risk for
these behaviors among both male and female
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samples. However, the causal link between
trauma/PTSD and later antisocial behavior
remains controversial.

In addition to traumatic experiences such
as physical and sexual abuse, however, other
aspects of the family environment during child-
hood may also increase the risk for later antiso-
cial behaviors. In particular, evidence suggests
that parental neglect or rejection, inconsistent
patterns of discipline, family instability (e.g.,
divorce or death of a parent), disruptions in the
attachment relationship, and family dysfunction
in general are predictive of adult perpetration of
antisocial behavior. These developmental, con-
textual factors are thought to contribute to an
intergenerational cycle of violence.

In addition to these environmental and inter-
personal risk factors, individual (i.e., intraper-
sonal) risk factors have also been implicated in
the development of antisocial behavior, includ-
ing genetics, biological factors (e.g., reduced
serotonin levels), and personality traits (e.g.,
impulsivity, affective instability, and insecure
attachment). Further, recent research suggests
that emotion dysregulation and distress intol-
erance may underlie antisocial behaviors, with
these behaviors (in particular, intimate partner
abuse perpetration, aggressive behaviors, and
substance abuse) functioning to escape, avoid,
or otherwise regulate unwanted feelings and
emotional distress. In fact, research suggests
that emotion dysregulation may mediate the
relationship between childhood trauma and
other distressing experiences and later antiso-
cial behaviors.

Much attention has been paid to PTSD and
antisocial behavior among returning combat
veterans reintegrating into society. Pre-military
factors (e.g., family environment, childhood con-
duct disorder, the presence of personality disor-
ders [especially borderline and antisocial]) have
demonstrated a direct association with postwar
antisocial behaviors and represent the best pre-
dictors of interpersonal aggression following
combat service. However, factors such as war
zone combat exposure or negative homecoming
experiences also may be related to antisocial
behaviors through their relationship with PTSD,
with PTSD serving as a mediating variable.

RECOMMENDED READINGS

Bushman, B. J., Baumeister, R. F., & Phillips, C.
M. (2001). Do people aggress to improve their
mood? Catharsis beliefs, affect regulation oppor-
tunity, and aggressive responding. Journal of
Personality and Social Psychology, 81, 17-32.

Dixon, A., Howie, P, & Franzcp, J. S. (2005).
Trauma exposure, posttraumatic stress, and psy-
chiatric comorbidity in female juvenile offenders.
Journal of the American Academy of Child and
Adolescent Psychiatry, 44, 798-806.

Dutton, D. G. (1995). Trauma symptoms and PTSD-
like profiles in perpetrators of intimate abuse.
Journal of Traumatic Stress, 8, 299-316.

Egeland, B., Jacobvitz, J., & Paptola, K. (1989).
Intergenerational continuity of abuse. In
J. Lancaster & R. Gelles (Eds.), Biosocial
aspects of child abuse (pp. 255—266). New York:
Jossey-Bass.

Fontana, A., & Rosenheck, R. (2005). The role of
war-zone trauma and PTSD in the etiology of
antisocial behavior. Journal of Nervous and
Mental Disease, 193, 203—209.

Heim, A., & Westen, D. (2005). Theories of person-
ality and personality disorders. In J. M. Oldham,
A. E. Skodol, & D. E. Bender (Eds.), Textbook of
personality disorders (pp. 17-33). Washington,
DC: American Psychiatric Publishing.

Jang, K. L., Stein, M. B., Taylor, S., Asmundson,
G. J., & Livesley, W. J. (2003). Exposure to trau-
matic events and experiences: Aetiological rela-
tionships with personality function. Psychiatry
Research, 120, 61-69.

Paris, J. (1997). Antisocial and borderline per-
sonality disorders: Two separate diagnoses
or two aspects of the same psychopathology?
Comprehensive Psychiatry, 38, 237-242.

Stuart, G. L., Moore, T. M., Coop Gordon,
K., Ramsey, S. E., & Kahler, C. W. (2006).
Psychopathology in women arrested for domestic

violence. Journal of Interpersonal Violence, 21,
376-389.

MATTHEW JAKUPCAK
Puget Sound Health Care System

K L. Gratz
University of Maryland

See also: Aggression; Anger; Disruptive Behavior Disorders



36 ANXIETY DISORDERS

ANXIETY DISORDERS

Anxiety disorders include posttraumatic stress
disorder (PTSD), panic disorder (PD), general-
ized anxiety disorder (GAD), social anxiety disor-
der (SAD; or social phobia), obsessive compulsive
disorder (OCD) and specific phobias (DSM-IV;
American Psychiatric Association, 1994). This
entry reviews the potential relationship of
traumatic event exposure to anxiety disorders.
Although many people who have anxiety disor-
ders may have had traumatic event exposure,
the causal relationships may vary by disorder.

Traumatic event exposure may serve as a
primary cause, a predisposing cause, a pre-
cipitating cause, or a reinforcing cause in the
development of an anxiety disorder. Primary
causes are the conditions necessary for the dis-
order to occur. It is a necessary, but not always
sufficient factor in the development of a disor-
der. Predisposing causes are conditions that
occur prior to the onset of a disorder, which
pave the way for the disorder to occur under
certain conditions. These are often referred to
as vulnerability factors. Precipitating causes
are conditions that overwhelm the individual’s
resources to cope and trigger the disorder; and
a reinforcing cause is a condition that maintains
the disorder once it develops. These differing
levels of causality will be considered.

The assessment of traumatic event exposure
in people with anxiety disorders other than
PTSD has not always been considered impor-
tant or even relevant in prior literature. As a
result, it has only been within the past 15 years
that traumatic event exposure has been stud-
ied in any depth in relationship to anxiety dis-
orders other than PTSD, which by definition
includes the experience of a traumatic event.
Because of this, the types of traumatic stressors
that have been assessed have varied greatly
from study to study and the instruments used
to assess trauma have also varied widely. Some
studies have used only brief questionnaires,
whereas others have used well-validated
instruments. The type of sample assessed has
also greatly affected results. Some studies have
assessed the anxiety of college students, while
others have assessed specific anxiety disorders

in patient populations. Other studies have been
epidemiological or have investigated large sam-
ples after mass traumas such as the Septem-
ber 11, 2001, terrorist attacks or major natural
disasters. Still others have examined veterans
returning from war.

The original National Comorbidity Survey
Study (NCS) indicated that 50% to 60% of the
U.S. population, ages 15 to 54, has experienced
a traumatic event within their lifetime (Kessler,
Sonnega, Bromet, Hughes, & Nelson, 1995).
Rates of anxiety disorders in the U.S. popula-
tion are also quite high, with a lifetime preva-
lence of 29% (Kessler, Chiu, Demler, & Walters,
2005) and a 12-month prevalence of 18% for
any anxiety disorder (Kessler, Berglund, et al.,
2005).

It is estimated that approximately 4% of the
population suffers from PTSD, 3% from PD,
3% from GAD, 7% from SAD, 1% from OCD,
and 9% with specific phobias within a 12-month
period (Kessler, Berglund, et al., 2005). Lifetime
prevalence rates are considerably higher, with
estimates of 7% for PTSD, 5% for PD, 6% GAD,
12% SAD, 2% from OCD, and 13% for specific
phobias (Kessler, Chiu, et al., 2005). The rela-
tionship between traumatic event exposure and
each anxiety disorder is explored next.

Posttraumatic Stress Disorder

A diagnosis of PTSD requires the presence of
a traumatic stressor. Traumatic event expo-
sure is a primary cause of PTSD by definition.
Several types of stressors have been found to
be most associated with PTSD, with military
combat and rape having the highest probability
of resulting in a PTSD diagnosis (Kessler et al.,
1995). Studies have indicated that women are
more likely to develop PTSD following trauma
than men are, and that the more traumatic
events that a person experiences, the more
likely that they are to develop PTSD. It has
been found that approximately 32% of women
who have experienced rape, 38% of physical
assault victims, 22% of those who have had
a loved one murdered (Resnick, Kilpatrick,
Dansky, Saunders, & Best, 1993), and 30% of
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male and 27% of female veterans suffer from
lifetime PTSD (Kulka, Schlenger, Fairbank,
Hough, & Jordan, 1990).

Several pre-traumatic event, peri-event, and
postevent characteristics have been found to
influence the development of PTSD. These
include factors such as previous psychiat-
ric history, perceived life threat during the
event, physical injury resulting from the event,
and social support after the event (Brewin,
Andrews, & Valentine, 2000).

Individuals with PTSD often present with
a variety of comorbid psychiatric conditions
including substance abuse, major depression,
obsessive compulsive disorder, dysthymic dis-
order, bipolar disorder, and panic disorder
(Back et al., 2000; Falsetti & Resnick, 1997;
Hamner et al., 2000; Kessler, 2000; Kilpatrick
et al., 2000). In fact, psychiatric comorbidity is
between 2 to 6 times more likely to occur in
adults with PTSD compared to adults without
PTSD. PTSD when comorbid with other disor-
ders may also negatively influence treatment
response (Green et al., 2006). Data strongly
support that traumatic event exposure is a pri-
mary cause of PTSD.

Panic Disorder

Traumatic event exposure is quite high in PD
samples and is often comorbid with PTSD.
Resnick, Falsetti, Kilpatrick, and Foy (1994)
found that 90% of rape victims assessed
within 72 hours post-assault met full crite-
ria for panic attacks during that time frame.
Similarly, Bryant and Panasetis (2001) found
that 53% of civilian trauma survivors report-
edly met criteria for panic attacks during
traumatic event exposure. Reported panic
symptoms during the traumatic event were sig-
nificantly positively correlated with measures
of acute stress disorder and panic assessed
between 2 and 28 days post-event.

Data from a random sample of 1,008 residents
of Manhattan at the time of the September 11
terrorists attacks indicated that a relatively
large percentage of those near the disaster
reportedly experienced panic attacks during the

terrorist attacks or soon after learning of the
them; in fact 12% reported panic attacks acutely
following the event (Galea, Ahern, Resnick,
Kilpatrick, & Bucuvalas, 2002). Importantly,
report of a peri-event panic attack was a signifi-
cant predictor of current PTSD diagnosis in the
5 to 8 weeks following the attacks. Estimated
prevalence of PTSD in that study was 8%, while
10% of the sample reported symptoms consist-
ent with a diagnosis of current major depres-
sion. Further, those reporting a panic attack
during the terror attacks were eight times more
likely than those without panic to later have a
PTSD diagnosis, after controlling for race, prior
stressors in the previous 12 months, loss of pos-
sessions due to the attacks, and residence below
or within close proximity to the World Trade
Center. Report of a peri-event panic attack was
also a significant predictor of current depres-
sion, after controlling for other predictors
(Galea et al., 2002). Finally, these data were
corroborated by Pfefferbaum, Stuber, Galea, and
Fairbrother (2006), who reported similar associa-
tions of PTSD and peri-event panic attacks in ado-
lescents. Based on research conducted thus far, it
appears that trauma may be a predisposing cause
of PD.

Employing Barlow’s concept that panic reac-
tions are triggered by alarms, Falsetti, Resnick,
Dansky, Lydiard, and Kilpatrick (1995) pro-
posed that for many people, a “true alarm,”
such as a physical assault or rape, may trigger
the first panic attack. Subsequently, the panic
attack is signaled by both external and internal
stimuli associated with the traumatic event.
Examples of external cues include places, situ-
ations, objects, smells, and sounds associated
with the trauma, while internal cues include
emotions, the physiological arousal experi-
enced during traumatic events, as well as cog-
nitions about dying or going crazy. Over time,
these cues elicit a conditioned response (i.e.,
panic attack) that in effect becomes a “learned
alarm.”

Similar to Foa and Kozak’s (1986) theory,
Falsetti et al. (1995) proposed that external cues
associated with the event, and internal cues,
such as physiological arousal, thoughts, and
emotions experienced at the time of the event,
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comprise a fear network in one’s cognitions.
Activation of any component in the network
may lead to an anxiety response, including
panic attacks. Given that panic attacks may be
triggered by internal cues, this accounts for why
panic symptoms may seem to come from “out of
the blue,” since individuals may not perceive the
symptoms as directly connected to any particular
event. Thus, panic may not only develop directly
from a past traumatic experience, but may be a
consequence of the chronic hyperarousal noted in
PTSD, which can increase vulnerability to panic
by decreasing the amount of further arousal
needed to reach the threshold for a panic attack
to occur.

Falsetti et al. (1995) also proposed that
although individuals may possess a biological
predisposition for anxiety, this is not considered
to be a necessary condition for development of
either a conditioned emotional response or avoid-
ance symptoms. Finally, the avoidance symp-
toms are hypothesized to further strengthen the
associational network of conditioned cues and
responses through escape-avoidance learning
and lack of extinction, thereby maintaining a
cycle of chronic hyperarousal and panic attacks.

Because there may be no actual physical
danger at the time of these future attacks, it
is also possible that when such physiologi-
cal symptoms do occur when the individual
becomes frightened and focuses on the arousal
symptoms, thinking he or she is having a heart
attack, going crazy, or dying (Barlow, 1988). In
fact, evidence suggests that many people with
PD demonstrate a specific hypervigilance to
signs of threat (Mathews & McLeod, 1986) and
are excessively preoccupied with fears of physi-
cal danger (Hibbert, 1984). In addition, Litz
and Keane (1989) found that anxious subjects
have an attentional bias toward threat cues. If
such a theory is applied to the understanding
of panic in individuals with a traumatic event
history, then it would be expected that physi-
ological cues would be considered part of that
fear network and vigilance toward such cues
would further increase the likelihood of future
panic attacks. Falsetti and Resnick developed
a treatment specifically for comorbid PTSD and
panic attacks called multiple channel exposure

therapy (Falsetti, Resnick, & Davis, 2005, in
press; Falsetti, Resnick, & Gibbs, 2001).

Generalized Anxiety Disorder

Research on the relationship of traumatic
event exposure and GAD is sparse. Most stud-
ies that have assessed stressful life events in
relation to GAD have included life events
that would not meet Criterion A for PTSD in
terms of traumatic event exposure. Few stud-
ies were found that examined traumatic event
exposure. One study (Smith, North, McCool,
& Shea, 1990) conducted with hotel workers
who survived a jet plane crash into a hotel
where they worked found that more than half
the sample met criteria for a psychiatric dis-
order 4 to 6 weeks following the crash. Of the
employees who were on site at the time of
the crash, 29% were diagnosed with PTSD,
12% with alcohol abuse/dependence, 41% with
depression, and 29% with GAD. Diagnoses
for employees who were offsite at the time of
the crash included 17% with PTSD, 14% with
alcohol abuse/dependence, 41% with depres-
sion, and 14% with GAD. However, two-thirds
of these disorders were predicted by prior psy-
chiatric history, making it unclear to what
extent the stressor contributed to the develop-
ment or reemergence of these disorders.

Another study (Roemer, Molina, Litz, &
Borkovec, 1997) examined 94 patients with a
principal diagnosis of GAD and compared these
patients to 48 nonanxious participants. They
found that patients were significantly more likely
to report a past potentially traumatic event than
nonpatients. However, the types of events that
were experienced were not reported.

In another study, the types and rates of trau-
matic event exposure and differences in symp-
tom endorsement in a clinical sample of patients
diagnosed with GAD were reported (Brawman-
Mintzer, Monnier, Wolitzky, & Falsetti, 2005).
Results indicated that 95% of the GAD sample
reported a traumatic event. The most common
events were natural disaster (64%), serious acci-
dent (29%), childhood sexual assault (26%), and
adulthood sexual assault (21%). Trauma expo-
sure preceded onset of GAD in 65% of patients.
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At this time, given the limited data, the extent
of causality of traumatic event exposure in the
development of GAD is unclear.

Social Anxiety Disorder, Obsessive
Compulsive Disorder, and Specific Phobias

It has long been believed that people who suf-
fer from social anxiety disorder may have suf-
fered from early social experiences that were
traumatic (Wolpe, 1958) or aversive (Trower,
Bryant, & Argyle, 1978). Despite this belief,
there have been very few studies conducted
that have examined traumatic event expo-
sure in patients who suffer from social anxi-
ety. David, Giron, and Mellman (1995) assessed
childhood traumatic event histories of 51
patients with PD with agoraphobia and/or
social phobia and a nonclinical comparison
group of 51 participants. They found that 63%
of the patient group was positive for childhood
trauma compared to 3% of the nonclinical com-
parison group. Fifty percent of the social phobia
group had a history of physical or sexual abuse
compared to 2% of the patients without social
phobia. The social phobia fear and avoidance
subscale ratings were higher in patients with
physical/sexual abuse than in patients without.
The authors hypothesized that trauma expo-
sure may interact with a genetic vulnerability
and other factors to influence how phobic symp-
toms are expressed. This study did not assess
for PTSD, so it is unknown as to how many
patients may have also had comorbid PTSD.

A study of early traumatic events, parental
rearing styles, family history of mental dis-
orders, and birth risk factors in patients with
social anxiety disorder found higher rates of
traumatic childhood experiences in patients
with social anxiety (88%) compared to health
controls (48%; Bandelow et al., 2004). When
the other factors assessed were statistically
adjusted though, there was only a trend toward
a significant contribution of childhood sexual
abuse.

Social phobia does appear to be highly comor-
bid with PTSD when PTSD is the principal
diagnosis. Zayfert, DeViva, and Hofman (2005)
reported that in a sample of 443 patients seek-

ing treatment of PTSD, SP, or both, that 43%
of those with a principal diagnosis of PTSD had
SP. In comparison in those patients with a pri-
mary diagnosis of SP, only 7% had a comorbid
diagnosis of PTSD. Another study compared
traumatic event histories of patients with OCD
and SAD (Fontenelle et al., 2007). They found
that patients with OCD reported significantly
lower rates of exposure to traumatic events
compared to patients with SAD.

Finally, a twin study that evaluated the
stress-diathesis model in the development of
phobias did not find trauma to be associated
with higher risk of developing phobias (Kendler,
Myers, & Prescott, 2002). There is insufficient
evidence at this time to determine a causal role
of trauma in the development of social anxiety
disorder, OCD, and specific phobias.
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ANXIETY MANAGEMENT TRAINING

The conceptual framework underlying anxi-
ety management training is rooted in theories
of stress and coping. In this model, stress is
neither an environmental event nor the per-
son’s emotional and behavioral response to
the environment. Rather, stress results from the
interaction of the person and the environment
when events are experienced as exceeding or

taxing one’s coping resources and thus causing
a threat to one’s welfare. In this transactional
view, stress is also seen as an inevitable aspect
of life that cannot be eliminated. Anxiety is a
normal response to stress and is often useful in
motivating coping behavior. However, anxiety
can become excessive and disruptive, as is the
case for people who have developed persistent
posttraumatic stress symptoms.

Anxiety management training is a set of
cognitive-behavioral interventions that have been
applied with psychological trauma survivors for
several decades (Rothbaum, Meadows, Resick,
& Foy, 2000). Its use increased significantly
when posttraumatic stress disorder (PTSD) was
formally codified as an anxiety disorder by the
American Psychiatric Association in 1980. At
that time, some cognitive behavioral researchers
and clinicians viewed PTSD as a complex pho-
bia with extensive generalization (i.e., in which
fear responses spread, or “generalized” to stim-
uli or circumstances beyond the original stress-
ful experiences), and thus applied interventions
that were known to be effective for pathological
anxiety. These included exposure therapy pro-
cedures (see: Exposure Therapy, Adult) that
had been found successful in the treatment of
phobias, and anxiety management procedures,
known to be successful for those with general-
ized anxiety. Participants in anxiety manage-
ment programs were often female survivors of
assault or military combat veterans.

One such program that has been commonly
employed in the past 30 years is stress inocula-
tion training (SIT; Meichenbaum, 1975, 1985).
SIT, which provides techniques or skills that
the person can use to manage and reduce anxi-
ety, is a relatively well-researched program
that was used in early studies of treatments
for female rape and crime victims. The goal of
stress inoculation treatment is to teach the per-
son to understand the dynamics of stress and
to develop or improve intrapersonal and inter-
personal skills for managing stress reactions.
These coping skills, which typically include
breathing and relaxation training, cognitive
restructuring, guided (task-enhancing) self-
dialogue, assertiveness training, role-playing,
and covert modeling, help the person to manage
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her reactions to trauma-related cues or situa-
tions. Treatment usually begins with discuss-
ing the person’s stress and anxiety from the
transactional perspective, and the rationale or
conceptual groundwork for the skills training
is laid down. The next phase includes training
and practice of coping skills. The core skills of
SIT are central to most other anxiety manage-
ment programs, and are briefly described next.

Breathing Training

The therapist gives specific instructions for
reducing tension by slowing the rate of respira-
tion and pairing breathing with a cue for calm-
ing and relaxing the mind (e.g., silently and
slowly drawing out the word “calm” or “relax”
while exhaling very slowly). Typically, the
therapist models this slow breathing pattern,
and then observes the person practice and pro-
vides appropriate feedback. Sometimes a tape
recording is made of the therapist guiding the
person through a number of respiratory cycles
for the person to practice at home. Homework
is given to practice the skill several times daily
in order to develop its usefulness in reducing
tension and managing anxiety.

Relaxation Training

There are many methods of relaxation, but the
one that is utilized in SIT and was commonly
used in early programs for trauma survivors is
progressive muscle relaxation (PMR). During
PMR training the person is taught to systemati-
cally tense and then relax specific muscle groups
throughout the body, while focusing attention
on the contrast, or how these muscles feel when
tense and when relaxed. The goal is to learn to
identify excess muscular tension and to elimi-
nate it when detected. The therapist typically
records the relaxation training instructions for
the client’s use in daily practice at home.

Cognitive Restructuring

Cognitive restructuring is based on cogni-
tive theory, which hypothesizes that it is the
interpretation of events, rather than events

themselves, which leads to specific emotional
responses such as anxiety. Using an example
that is commonly experienced by psychologi-
cal trauma survivors, when “safe” or harmless
events are viewed as threatening, unrealistic or
excessive anxiety results. The aim of cognitive
restructuring is to help the client to understand
the role of his or her beliefs and interpretations
in influencing emotional reactions, to identify
the ways that the traumatic event or experi-
ence has influenced his or her beliefs and expec-
tations (especially those that trigger excessive
negative emotions such as fear, anger, and
shame), and to learn to challenge and modify
these beliefs and expectations in a rational, evi-
dence-based manner.

Guided Self-Dialogue

The way we think and messages that we give
ourselves can help or hinder our management
of stressful situations. Guided self-dialogue
teaches the person to focus on her or his inter-
nal dialogue, or on what he or she “is saying”
to her/himself, with the objective of replacing
irrational, self-critical, or negative dialogue
with rational, facilitative, and task-enhancing
dialogue. The therapist and client focus on cop-
ing with stressful events in a series of steps: (1)
preparation, (2) confrontation and management,
(3) coping with feelings of being overwhelmed,
and (4) reinforcement. For each step, the patient
and therapist generate a series of questions
and/or statements which encourage the patient
to: (1) assess the actual probability of a nega-
tive event happening, (2) manage overwhelming
avoidance behavior, (3) control self-criticism and
self-devaluation, (4) engage in a feared behavior,
and (5) reinforce her/himself for attempting the
behavior and for following the plan.

Behavioral Rehearsal

Behavioral rehearsal is a means of learning new
or developing existing behaviors to replace old
(less effective) ways of responding to stressful
situations, and provides a chance to practice the
new behaviors before the “real-life” event occurs.
The client and therapist act out scenes (either in
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imagination or in role-play) in which the client
confronts a difficult or stressful situation. The
premise is that repeated practice of a behavior
reduces anxiety and makes it more likely that a
new behavior will be used when it is called for.

Covert modeling is a behavioral rehearsal
technique that permits practice of the desired
behaviors or coping response via imagination
(i.e., covert). First the therapist and client
select a stressful or difficult situation to work
on. Often the therapist will then model suc-
cessful coping: closing her or his eyes and
describing aloud what he or she is visualizing,
the therapist explains how he or she is utiliz-
ing anxiety management skills during the dif-
ficult situation and successfully works through
it. The client then takes a turn and visualizes
her/himself coping successfully with the situ-
ation, describing aloud her/his imaginal use
of the skills. If suitable, scenes used for covert
modeling are sometimes those later utilized for
role-play practice in session.

Role-play involves the acting out of behaviors,
and rehearsal of responses, while pretending to
be in a particular situation. During role-play, as
in covert modeling, it is common for the thera-
pist to first play the client’s role and model
appropriate social skills. Next roles are reversed
with the client playing himself. Each role-play is
discussed and the client is encouraged to point
out positive aspects of his performance as well
as areas that can be improved. Role-plays are
repeated with the goal of shaping desired behav-
ior and developing better skill through practice.

Empirical Research on Anxiety
Management Training

Randomized controlled research studies com-
paring various forms of cognitive behavior
therapy (CBT) for psychological trauma survi-
vors with PTSD have shown that stress inocu-
lation training is efficacious at reducing PTSD
as well as other trauma-related symptoms (e.g.,
depression), particularly among women who
have survived sexual assault (Foa et al., 1999;
Foa, Rothbaum, Riggs, & Murdock, 1991).
These studies have found stress inoculation
training to be fairly comparable to exposure

therapy and more effective than control con-
ditions such as waitlist and supportive coun-
seling. In two studies conducted with veterans,
stress inoculation training was not as strongly
supported, because one study found that veter-
ans treated with stress management in group
format did not improve in terms of reductions
in PTSD (and neither did the trauma-focused
group in that study; Monson, Rodriguez, &
Warner, 2005) although the other study found
stress management (focused heavily on anger
management) more effective than routine
clinical care in reduction of anger and PTSD
intrusive reexperiencing symptoms (Chemtob,
Novaco, Harnada, & Gross, 1997). Several
other studies have used single anxiety man-
agement skills such as relaxation training, bio-
feedback, and assertion training as comparison
conditions, but failed to find them efficacious.
For example, three randomized trial research
studies have found relaxation training to be
less efficacious than exposure therapy, cogni-
tive therapy, and their combination.

Conclusion

Research studies have generally found that anx-
iety management skills training is effective at
reducing psychological trauma-related pathol-
ogy in female assault survivors but perhaps less
effective when used with male military veter-
ans. Stress inoculation training has been stud-
ied less extensively than other forms of CBT,
however, and most studies involving SIT were
conducted in the 1980s and 1990s. This may
be in part due to a shift from earlier, heavily
behavioral conceptualizations of PTSD to for-
mulations that emphasize the role of cognition
in explaining the development and maintenance
of chronic traumatic stress-related disorders.
Thus, while anxiety management approaches
showed early promise at reducing traumatic
stress-related symptoms, most psychological
trauma researchers moved on to investigat-
ing treatments that address the factors that are
thought to maintain posttraumatic symptoms
and difficulties, and thus may offer deeper or
longer-lasting change in traumatic stress-related
symptoms. These treatments—exposure therapy
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(see: Exposure Therapy, Adult) and cognitive
therapy (see: Cognitive Behavior Therapy,
Adult)—are designed to help the survivor to
emotionally process his or her memories of trau-
matic experiences and to modify the unhelpful
or inaccurate beliefs about the world and the
self that may be maintaining traumatic stress-
related fears and other symptoms.
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ARTISTIC DEPICTIONS OF
PSYCHOLOGICAL TRAUMA

The human experience of psychological trauma
finds expression in many forms. The very
symptoms of posttraumatic stress disorder
(PTSD) themselves are often described as a
form of expression because they are under-
stood by some to communicate the complexi-
ties of the traumatic experience in ways that
are physical, behavioral, emotional, and cog-
nitive. The verbal expression of the traumatic
experience can be terribly difficult and frus-
trating to accomplish. Because of the intensely
disturbing and degrading aspects of traumatic
events, and the intimately personal nature of
some of the concomitant violations, verbally
expressing traumatic experiences may require
finding words for the ineffable and speaking
the unspeakable (see: Literary Depictions of
Psychological Trauma). Nonverbal artistic
forms of creative expression therefore have been
an important set of media for depictions of the
nature and effects of psychological trauma.
Dating back to the earliest cave paintings,
art has stood as a means for capturing and
expressing the human experience with a power
beyond words. Artistic depictions of events
display more than a setting and scene. They
convey emotions and layers of meaning in a
manner that is both veridical and symbolic,
while avoiding some of the confusions, clichés,
and reductions to which words are so vulner-
able. This is not to demean all written and
verbal depictions of psychological trauma, but
rather to admire the courage and skill of those
who find with words and phrases a means of
expressing to others what is so deeply pain-
ful and so painfully necessary to convey. But
among the most powerful characteristics of the
visual arts is their ability to convey the depths
of the human experience beyond the limits of
words and the impediments of language. The
prehistoric paintings preserved in France on the
cavernous walls beneath Lascaux have long out-
lived whatever languages may have been spoke
by their creators and demonstrate the profound
capacity for artistic depictions of the human expe-
rience to transcend time, language, and culture.
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When portraying psychological trauma, art-
ists and photographers work at the intersection
of mind and emotion to visually represent what
is by definition an unimaginable and unbeara-
ble shock. The visual artist applies paint, line,
color, a lens, or a blend of media to the subject,
expressing either a personal traumatic expe-
rience, or attempting to depict the traumatic
experiences or reactions of others. These artis-
tic depictions have the latitude for conveying
the psychologically traumatic experience from
any angle of view and within any imaginable
frame of reference. The depicted scene may
be broad in scope, or narrowed to a very fine
point. Viewers may be drawn into small details
and variations of texture, or cast back to van-
tage points where the scene’s entirety can be
viewed in full. Moreover, the psychological
impact of the trauma on a previously organized
perspective can be conveyed through varying
degrees of distortion, as is evident in the works
of the Cubists and Surrealists.

To whom does the artist address this visual
depiction of psychological trauma? Victims?
Perpetrators? Bystanders? Few artists reveal
their explicit purpose in bringing to the public
eye a work that is ultimately about personal
horror. And many people consider psychologi-
cal trauma a private matter owned only by the
victims, as for instance in cases of child abuse,
rape, or domestic violence. These subjects are
found less often in art galleries than in very
personal works meant more often for expressing
than for sharing. But Plutarch’s tale of the pub-
lic abduction of conquered women by Romans
seeking wives, The Rape of the Sabine Women,
was rendered in Giambologna’s sixteenth-
century writhing sculpture and painted in
classically stylized scenes of chaotic frenzy a
century later by Poussin and Rubens, and in
the eighteenth century by David. Much later,
in the early 1960s, Pablo Picasso took inspira-
tion from David’s vision of this event, which he
transformed by stripping away its classic patina
to reveal a scene of crushing violence and domi-
nation. Working in a related vein in the twenty-
first century, Chinese artist Li Hu created the
Rape of Nanking; The Forgotten Holocaust (2005),
a large and powerful exhibition of his artwork

depicting the horrors that ensued for the Chinese
people when the Imperial Japanese Army laid
siege to the city in 1937.

Art across time and cultures shows a long
fascination with psychological trauma. From
depictions of inhuman evil forces in early alle-
gorical paintings of demons and devils, to the
real blood and gore of the battlefield, artists
and photographers have recorded what is most
feared and most vicious. American photogra-
pher and writer Susan Sontag pointed out in
her essay Regarding the Pain of Others (2003)
that in the art of trauma, the primary focus is
on the gruesome abuses humans inflict on each
other, rather than on the miseries of the human
condition itself—such as illness, poverty, or
natural disasters. “In each instance, the grue-
some invites us to be spectators or cowards,
unable to look” (p. 42), Sontag wrote, empha-
sizing the classical role of torment as spectacle
in art, where often onlookers depicted in the
painting itself are either horrified or impervi-
ous to the scene. While the “evil that men do”
may be the most recurrent theme in artistic
depictions of psychological trauma, they also
include portrayals of traumatic events that are
the result of larger forces such as natural dis-
asters. For example, English painter J. M. W.
Turner’s graphic Slavers Throwing Overboard
the Dead and Dying, Typhoon Coming On
(1840), shows the torment of drowning slaves
abandoned to a raging sea. Traumatic art and
photography objectify, bringing a grand scale
event to within the imagination of an individ-
ual viewer, condensing all that has transpired
in the event to a single, instantaneous shock.

This is made strikingly evident in Picasso’s
Guernica, a massive painting commissioned
by the Spanish government for its Pavilion at
the 1937 World’s Fair. Picasso (1881-1973),
distressed by personal problems and the ugly
civil war in his native Spain, was appalled by
a vicious air attack on the village of Guernica
that murdered or wounded some 1,600 civil-
ians. He began work the day he learned of the
bombing. The seven-meter wide, horizontal
painting is executed only in black and white
in an angular, modernist style, with central
images of a bull, wounded horse, and harsh
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light bulb over wounded and dying people in
agony. Sympathizers exhibited the piece widely
to call attention to the Fascist conspiracy that
massacred the people of Guernica. Both as an
artistic wonder and as a political instrument,
the piece became an icon of twentieth century
art as protest.

Picasso was certainly influenced by his
countryman and predecessor Francisco Goya
(1746-1828), who chronicled in excruciat-
ing realism humanity gone mad during the
Napoleonic invasion of Spain. Torn between
the morality of liberating Spain from a despotic
monarchy and the brutalities with which it was
done, he painted and etched a prolific number
of works, as if to empty his own mind of emo-
tions in turmoil. His disturbingly graphic
series entitled Disasters of War, begun in 1810,
numbers over 100 prints and drawings. Goya
produced it after the conflict was long over and
throughout a decade, as if his memory of the
savagery would not stop churning out new evi-
dence. His painting, The Third of May 1808
(1814), stands among the greatest works of
art in its depiction of a lantern-lit scene where
rebels stand helpless as soldiers execute them
by firing squad in the dark of night.

Working without the restrictions that the
state and church imposed on early painters,
Fernando Botero (b. 1932), a Columbian art-
ist, tackled the highly controversial incident of
prisoner torture in his 2005 series Abu Ghraib.
Botero’s unique neo-figurative style typically
presents bulbous high-society people in pretti-
fied contexts, a presumed commentary on the
excesses of the moneyed class. In Abu Ghraib,
Botero carries his overfed characters into
prison, with wrenching scenes he built from
newspaper photographs and accounts of actual
abuse inflicted by American troops on Iraqi
prisoners. Beware, he seems to say, this can
happen to any of us if we let it.

Using experiential art forms, many contem-
porary artists have moved from simply depict-
ing traumatic scenes to actually placing the
viewer in them, a shift Australian Professor
Jill Bennett (2005) describes as a move from
communicative to transactive art fostering
“empathic vision.” In part, this answers the

development of the photographic image and
subsequent ascension of live television as
recorded truth in the matters of war and vio-
lence rather than artistic imagination. The
camera lens installs the viewer in the scene, or
brings it home, so to speak. This artistic trend
grew in parallel to the recognition of traumatic
stress disorders such as PTSD by the mental
health and medical fields as a diagnosis of inca-
pacitating mental anguish. In art as well as
psychology, the notion of “secondary or vicari-
ous trauma” (see: Vicarious Traumatization)
appeared, recognizing that bystanders and
viewers, too, could be affected by the force of the
images of psychological trauma.

The American artist Jasper Johns (b. 1930)
produced a series of paintings and mixed media
works in the 1950s featuring prominent, ringed
targets that exemplify the beginning of this
trend. Art critic Robert Hughes (1997) points
out that this was the era of the Cold War,
when the threat of nuclear apocalypse haunted
the world, and particularly Americans, toward
whom—they were relentlessly reminded by
the press and politicians—the Soviet Union
pointed its missiles. In Target with Four Faces
(1955), half-hidden plaster faces peer out from
tight boxes with hinged doors above a large
bulls-eye, evoking collective fear and a sense of
being trapped and inevitably doomed. But it is
the viewer who stands in the position of aiming
the weapon at the target, becoming the aggres-
sor, inflicting the fear on the hiding faces.

A similar message of a public and private
conscience for mass traumatic loss infuses visi-
tors to the Vietnam veterans memorial, known
as The Wall, in Washington, DC. It is a prime
example of a countermonument—a term coined
by American Professor James Young to describe
a memorial in structural form that is marked
by its context, a feeling of absence completed
by the viewer’s participation and thus constant
redefinition. Maya Lin, a Chinese-American
artist, was 21 years old at the time she sub-
mitted her drawings in a blind competition for
the memorial design. In antithesis of many
towering war monuments, the memorial is cut
into the earth and simply carries on its wall
of tablets the carved names of the 58,000 U.S.
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soldiers lost in the protracted conflict. As a vis-
itor descends the pathway to walk alongside
The Wall, the black polished marble reflects his
or her own face rippling across the names, thus
uniting witness and victim, and drawing strong
emotions in the process.

The personalization of psychological trauma
in art is a process enveloping many artists in
their own work. In a struggle to live with their
own suffering, or the pain of their loved ones
or community, they are both witness and por-
trayer as they commit to an image. Joerg Bose
(2005), in discussing the disturbing self-
portraits of Mexican painter Frida Kahlo (1917—
1954), refers to this intrapsychic duality. He
believes that for a painter such as Kahlo, who
suffered immeasurable physical and emotional
pain in her life, her ability to paint her pain
into images to express the horror of her exist-
ence may have supported her ability to survive.
She often painted dual images in her self-por-
traits, such as in The Two Fridas (1939). The
painting depicts her two selves dressed beau-
tifully, seated formally side-by-side and hold-
ing hands, turned toward the viewer without
expression. The power of the painting comes
from the juxtaposition of this emotionless gaze
with the two figures’ hearts depicted anatomi-
cally on their chests as if surgically removed
and placed there, with veins intertwined and
one Frida holding scissors that sever the end of
a vein which is bleeding onto her white dress.
It is a painting that captures not only the over-
powering presence of psychological trauma but
also the emotional emptiness that is often left
behind in its wake, a common PTSD symptom.
Translating this psychic void into a work of art
gives form and substance to the feelings of loss
in two ways, both of which can ease suffering,
according to psychoanalysts Dori Laub and
Daniel Podell (1995). It allows the individual
to shift from being consumed by the memories
of the traumatic experience to entering into an
internal dialogue with the experience as rep-
resented. The representation of the lived expe-
rience can also become a shared burden with
others as witnesses, as much of the art of
the Holocaust has served to do, in enhancing the
knowing of psychological trauma.

Tanzanian artist and writer Everlyn
Nicodemus (b. 1954) finds ways large and
small to bring the subject of cultural trauma
into this knowing. In her Reference Scroll on
Genocide, Massacre and Ethnic Cleansing
(2004), she draws on I. W. Charny’s Encyclopedia
of Genocide (1999) to meticulously record on a
seemingly unending scroll the atrocities rained
down upon peoples of vulnerable ethnic, social
and cultural communities. The force of the work
originates in the choice of a scroll’s form, sug-
gesting a religious inscription and thus a deeply
held and timeless human value. Nicodemus also
addresses her personal knowing of one person’s
trauma, represented hauntingly in Birthmask,
a work in mixed media showing a frozen scream
of horror on a traditionally dressed doll figure.
The doll is flattened, with outstretched arms
bound by a taut mesh web barring escape.
Below the doll’s waist, a large round hole gapes
with only slightly torn edges, as if punched out
methodically. While the meaning of the work is
indeterminate because of its entirely nonverbal
presentation, Nicodemus clearly conveys a sense
of both psychic and physical entrapment and
damage that is consistent with the impact of psy-
chological trauma.

Around the world, the processing of strong
emotion underlies the use of art to give voice
to traumatized individuals and communi-
ties. In South Africa, women of the impover-
ished Mapula region embroider quilts with
scenes of domestic violence, child abuse, and
AIDS, challenging the taboos of public discus-
sion (Schmahmann, 2005). Polish artist and
architect Krzysztof Wodiczko films interviews
with survivors of rape, police brutality, and the
nuclear holocaust of World War II and projects
the faces large-scale onto public monuments,
where they demand attention. In the Philippines,
an exhibit by Asian women artists entitled
“Trauma, Interrupted” (Manila, 2007) displays
art drawing attention to forced sexual slavery
of some 200,000 Asian women during World
War I1.

In a very different style, two contemporary
artists have used the form of graphic novels,
or drawn stories similar to cartoons, to depict
psychological trauma in a way that blends
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visual images with verbal expressions of sat-
ire and irony to traumatic experiences of the
Holocaust and political upheaval in Iran. Art
Spiegelman (b. 1948), the American son of
a Holocaust survivor, won the 1992 Pulitzer
Prize with his Maus: A Survivor’s Tale (1986),
which used cartoon animals to symbolize the
Germans, Jews, Russians, Americans, and
other historical participants in the Holocaust.
The tale recounts his father’s struggles, but
his own as well, as a generation once removed
but still very much impacted by the Holocaust.
Marjane Satrapi (b. 1969), an Iranian woman
who lived through the violent revolution from
the end of the Shah’s regime to Islamic funda-
mentalists, has also drawn her memories into
an autobiographical cartoon in Persepolis: The
Story of a Childhood (2003), which was later
animated for a film. In both cases, the subject
matter is deeply experienced trauma, but the
injection of humorous affect holds it at arm’s
length, as if to better examine it, manipulate
it with symbols to attenuate the shock, and see
what can be understood when the overwhelm-
ing emotional burden is temporarily relieved.

When the artist gives us a visual language
for psychological trauma, a point of view is
involved. Similarly, a photographer may crop
a photo, or otherwise frame a point of view.
Botero painted his Abu Ghraib series to show
the point of view of the prisoner and his agony,
contrary to the newspaper photos that concen-
trated on the soldiers delivering the abuse.
Spiegelman and Satrapi give us new ways of
seeing old pain, and Johns and Lin compel us
to participate in the scene. Thus, through cre-
ative application of image, tonality, texture,
and light, artists render personal and historic
horrors that illuminate humanity’s darkest
recesses, with a power to pierce the hidden
depths of our vulnerability.
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ASSESSMENT, PSYCHOMETRIC, ADULT

The use of standardized, psychometrically sound
self-report measures and structured interviews
is the foundation of the evidence-based assess-
ment of trauma exposure and posttraumatic
stress disorder (PTSD). Such measures provide
an efficient, cost-effective means for collecting
essential information regarding an individual’s
unique responses to catastrophic life events,
and are administered routinely to accomplish a
wide range of clinical and research assessment
tasks, including screening for trauma expo-
sure and PTSD, establishing a PTSD diagnosis,
quantifying PTSD symptom severity, evaluat-
ing comorbid emotional problems, evaluating
response bias, and gathering information rel-
evant for case conceptualization and treatment
planning.
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The development and empirical evalua-
tion of psychometric measures has been one
of the most active and productive areas in
the field of traumatic stress. Dozens of check-
lists, questionnaires, and interviews are now
available, a growing number of which have
been extensively validated in diverse settings
and trauma populations. Recent reviews of
the various measures and guidelines for their
application are available in Briere (2004) and
Wilson and Keane (2004). Also of interest,
Elhai, Gray, Kashdan, and Franklin (2005)
recently reported the prevalence of use of the
various measures among trauma professionals.
In the next two sections, several of the most
widely used interviews and self-report meas-
ures of PTSD and trauma exposure are briefly
described. In the last section, recommendations
for conducting evidence-based assessments of
PTSD are provided.

Assessment of PTSD

PTSD measures vary substantially in format,
most notably with respect to method of admin-
istration (interview versus self-report), number
of items, item content, response dimension
(e.g., symptom frequency, subjective dis-
tress), number of response or rating options,
time frame (e.g., past week, past month), and
whether symptoms are linked explicitly to a
specific traumatic event. A key difference among
measures is the extent to which they corre-
spond to the diagnostic criteria for PTSD in the
DSM-IV-TR (American Psychiatric Association,
2000). All of the interviews and many of the
self-report measures are DSM-IV-correspondent
(American Psychiatric Association, 1994), with
items conforming to the 17 DSM-IV (American
Psychiatric Association, 1994) symptoms of PTSD,
but several self-report measures are not, although
they tap trauma-relevant symptoms.

The choice of a PTSD measure for a given
application depends primarily on the purpose
of the assessment. Structured interviews,
particularly those that yield both a diagnosis
and a continuous measure of symptom sever-
ity, are essential whenever PTSD is the major
focus of a study or clinical assessment and

whenever a formal PTSD diagnosis is required.
A structured interview administered by an
experienced clinician is considered the “gold
standard” or most widely accepted criterion
measure for PTSD assessment. When an inter-
view is not feasible, DSM-IV correspondent
(American Psychiatric Association, 1994) self-
report measures can be substituted, and are
particularly useful for screening, large-scale
surveys, and ongoing monitoring of symptom
severity, as in treatment outcome research.
PTSD-focused but non-DSM-IV-correspondent
(American Psychiatric Association, 1994) self-
report measures can be useful supplements
as part of a battery of measures, but when-
ever possible should be used in conjunction
with interviews and DSM-IV-correspondent
(American Psychiatric Association, 1994) self-
report measures.

Structured Interviews

There are several widely used, well-validated
structured interviews for PTSD. They vary
in format, administration, and scoring, as
well as in the nature of the assessment infor-
mation they yield. Valid administration and
scoring of these interviews requires a strong
background in psychopathology, proficiency in
diagnostic interviewing and differential diag-
nosis, and a thorough understanding of psycho-
logical trauma and the clinical phenomenology
of PTSD. Therefore, an adequate description of
an interview, or explicit operational definition
of its use in a given context, must include not
only the features of the interview per se, but
also the qualifications of the interviewer.

Structured Clinical Interview for DSM-1V

The Structured Clinical Interview for DSM-
IV (SCID; First, Spitzer, Gibbon, & Williams,
1996; see: Structured Clinical Interview for
DSM-IV—Posttraumatic Stress Disorder
Module) is a comprehensive structured inter-
view that assesses all the major DSM-IV
(American Psychiatric Association, 1994) disor-
ders. Its PTSD module can be administered in
the context of a complete administration of the
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SCID, but is often administered as a stand-alone
module. As with other SCID modules, the PTSD
module directly assesses each of the DSM-IV-
TR (American Psychiatric Association, 2000)
diagnostic criteria. The module begins with a
brief screening question that evaluates possible
exposure to traumatic life events. This screen-
ing is followed by two questions that identify
an index event for symptom inquiry and deter-
mine whether that event meets the definition
of a trauma according to DSM-IV (American
Psychiatric Association, 1994) PTSD’s Criterion
A. Next is the symptom inquiry section, which
consists of single prompt questions for each of
the 17 PTSD symptoms, although interviewers
are encouraged to generate additional sponta-
neous prompts as needed to clarify responses. If
clinically significant symptoms are present, the
module concludes with questions regarding their
onset, course, and severity. Following SCID con-
ventions, symptoms are rated as ? = Inadequate
information, 1 = Absent, 2 = Subthreshold, or
3 = Threshold, and symptom cluster crite-
ria and the PTSD diagnosis are rated dichoto-
mously as 1 = Absent or 3 = Threshold.

The advantages of the SCID PTSD module
are that it is relatively brief, it follows the well-
established, user-friendly structure of the SCID,
and it appears to have adequate psychometric
properties (see: Structured Clinical Interview
for DSM-IV—Posttraumatic Stress Disorder
Module). However, there are two main dis-
advantages. First, the trauma screening
question is brief and likely insufficient for
assessing lifetime trauma exposure. Second, it
yields essentially dichotomous ratings for indi-
vidual symptoms and for a PTSD diagnosis. It
does not yield a continuous measure of PTSD
symptom severity, which significantly limits
its utility.

PTSD Symptom Scale-Interview

The PTSD Symptom Scale-Interview (PSS-
I; Foa, Riggs, Dancu, & Rothbaum, 1993; see:
Posttraumatic Stress Disorder Symptom
Scale) consists of 17 questions corresponding
to the symptom criteria for PTSD. The sever-
ity of each symptom over the past 2 weeks is

rated on a 4-point scale. In the original ver-
sion the rating scale anchors were 0 = Not at
all, 1 = A little bit, 2 = Somewhat, and 3 =
Very much. In the current version the anchors
include combined frequency and severity rat-
ings, for example, 1 = Once per week or less/
A little and 3 = 5 or more times per week/Very
much, which allows the interviewer to apply
whichever dimension, frequency or severity, is
more appropriate for a given symptom (Foa &
Tolin, 2000). The PSS-I thus yields a severity
score for each of three PTSD symptom clusters
as well as a total PTSD severity score. It also
yields a dichotomous PTSD diagnosis, which is
derived by means of a rationally derived scoring
rule whereby items are counted as symptoms
toward a diagnosis if they are rated at least as
1 = Once per week or less/A little or higher.

The advantages of the PSS-I are that it is
relatively brief, it yields continuous severity
scores for the three symptom clusters and the
full syndrome as well as a dichotomous PTSD
diagnosis, and it has excellent psychometric
properties. One disadvantage is that the diag-
nostic scoring rule, which was rationally rather
than empirically derived, may be too lenient in
that it yields substantially higher PTSD preva-
lence rates than even the most lenient diagnos-
tic rule for the Clinician-Administered PTSD
Scale (Foa & Tolin, 2000).

Clinician-Administered PTSD Scale

The Clinician-Administered PTSD Scale
(CAPS; Blake et al., 1990, 1995; see: Clinician-
Administered PTSD Scale) is a 30-item
structured interview for PTSD that assesses
all of the DSM-IV-TR (American Psychiatric
Association, 2000) criteria for PTSD, including
trauma exposure, the 17 core symptoms, onset
and duration, and degree of subjective distress
and functional impairment. The CAPS also
assesses five associated symptoms, including
trauma-related guilt and dissociation, as well
overall response validity, symptom severity,
and symptom improvement. The Life Events
Checklist component of the CAPS is used to
first screen for exposure to traumatic events,
and a trauma inquiry section is administered
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to evaluate both parts of Criterion A and iden-
tify an index event for symptom inquiry.

The CAPS differs from other PTSD inter-
views in several important ways. First, the
CAPS assesses the frequency and intensity of
each of the core and associated symptoms on
separate 5-point (0 to 4) rating scales. Second,
CAPS items include initial prompt questions
as well a number of standardized follow-up
prompts. Third, CAPS prompts and rating scale
anchors contain explicit behavioral referents
to increase the reliability of the inquiry and
ratings. Fourth, for the numbing and hypera-
rousal symptoms the CAPS requires interview-
ers to assess the link between symptoms and
the index event and make an explicit “trauma-
related” rating. Fifth, the CAPS provides
explicit guidelines for assessing lifetime PTSD
diagnostic status. Finally, a number of ration-
ally and empirically derived scoring rules have
been developed for generating a dichotomous
PTSD diagnosis from CAPS frequency and
intensity scores (Weathers, Ruscio, & Keane,
1999).

The advantages of the CAPS are that it pro-
vides a comprehensive evaluation of PTSD and
associated features, it yields continuous meas-
ures of symptom severity as well as a dichot-
omous PTSD diagnosis, and it has excellent
psychometric properties (Weathers, Keane, &
Davidson, 2001). The CAPS has been studied
extensively and has become the most widely
PTSD interview. The main disadvantages of
the CAPS are that relative to other PTSD
interviews it typically takes longer to adminis-
ter and requires more extensive training.

Self-Report Measures
DSM-Correspondent Measures

PTSD Checklist The PTSD Checklist (PCL;
Weathers et al., 1993; see: Posttraumatic
Stress Disorder ChecKklist) is a 17-item self-
report measure of PTSD. The PCL is directly
DSM-1V-correspondent (American Psychiatric
Association, 1994) in that the 17 items
reflect the 17 DSM-IV (American Psychiatric
Association, 1994) symptoms of PTSD. PCL

ratings are based on the response dimension of
subjective distress. Respondents indicate how
much they were bothered by each symptom
over the past month using a five-point scale
ranging from 1 = Not at all to 5 = Extremely.
There are three versions of the PCL, which dif-
fer only in the description of the index event
in the first eight items (i.e., the five reexpe-
riencing symptoms, two effortful avoidance
symptoms, and amnesia). The civilian version
(PCL-C), which refers to “a stressful experience
from the past,” and the military version (PCL-
M), which refers to “a stressful military experi-
ence,” are appropriate when a specific stressor
has not been identified. In contrast, the specific
version (PCL-S) is appropriate when a specific
stressor has been identified. On the PCL-S
respondents are instructed to write in a brief
label for their target stressor and indicate the
date it occurred, then answer all items with
reference to this stressor.

The PCL yields a continuous measure of PTSD
symptom severity for each of the three PTSD
symptoms clusters and for the whole syndrome.
It also yields a dichotomous PTSD diagnosis,
which is obtained by considering items rated
3 = Moderately or higher as a symptom and fol-
lowing the DSM-IV-TR (American Psychiatric
Association, 2000) diagnostic rule. The PCL is
one of the most widely used self-report measures
of PTSD. It has been evaluated extensively and
has excellent psychometric properties across a
wide variety of trauma populations. One disad-
vantage is that the PCL only measures the 17
symptoms of PTSD and does measure trauma
exposure, course and duration, or functional
impairment.

Posttraumatic Stress Diagnostic Scale The
Posttraumatic Stress Diagnostic Scale (PDS;
Foa, 1995; Foa, Cashman, Jaycox, & Perry,
1997) is a 49-item self-report measure of PTSD
that assesses all of the DSM-IV-TR (American
Psychiatric Association, 2000) criteria for
PTSD. The PDS consists of four sections. The
first two sections assess PTSD’s Criterion A and
identify an index event for symptom inquiry,
the third section assesses the frequency of the
17 PTSD symptoms over the past month, and
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the last section assesses functional impairment
associated with the symptoms. Respondents
rate symptoms on a 4-point frequency scale,
with 0 = Not at all or only one time, 1 = Once a
week or less/once in a while, 2 = 2 to 4 times
a week/half the time, and 3 = 5 or more times a
week/almost always. The PDS yields a continu-
ous measure of symptom severity for each of the
three symptom clusters, as well as a total sever-
ity score which ranges from 0 to 51 and is clas-
sified into one of four severity categories: mild
(10 or lower), moderate (11 to 20), moderate to
severe (21 to 35), and severe (36 or higher). The
PDS also yields a dichotomous PTSD diagnosis,
which is obtained by considering items rated
at least 1 = Once a week or less/once in a while
as symptoms and following the DSM-IV-TR
(American Psychiatric Association, 2000) diag-
nostic rules.

The advantages of the PDS are that it
assesses all the PTSD diagnostic criteria, it
yields both a continuous measure of symptom
severity and a PTSD diagnosis, and it has good
psychometric properties. The PDS has been
widely adopted in a variety of settings and has
been translated into a number of languages for
use in cross-cultural trauma research. One dis-
advantage is that the PTSD diagnosis it yields
is based on a single, rationally derived scoring
rule, and other rules have not been proposed or
empirically evaluated.

Detailed Assessment of Posttraumatic Stress
The Detailed Assessment of Posttraumatic
Stress (DAPS; Briere, 2001) is a 104-item, com-
prehensive self-report measure of trauma and
PTSD. Like the PDS, the DAPS assesses all
DSM-1V-TR (American Psychiatric Association,
2000) criteria for PTSD, including trauma expo-
sure, the 17 PTSD symptoms, and the degree of
functional impairment. However, the DAPS also
includes scales assessing peri-traumatic distress
and dissociation, trauma-specific dissociation,
substance abuse, and suicidality. In addition, the
DAPS is one of the only dedicated PTSD meas-
ures to include scales assessing response bias.
DAPS scales are reported as T scores derived
from a normative sample of approximately 400

trauma-exposed adults. On the clinical scales,
T score elevations of 65 and above are consid-
ered clinically significant. In addition, the DAPS
provides decision rules that yield a probable
diagnosis for PT'SD and acute stress disorder.

The DAPS is a very promising newer meas-
ure of PTSD. It has a number of advantages
including the assessment of response validity,
the assessment of all PTSD diagnostic crite-
ria, the assessment of peri-traumatic responses
and associated features of PTSD, and the use
of norms to generate T scores. A potential dis-
advantage is that it is longer than other self-
report PTSD measures. Also, it is a relatively
new instrument and to date little psychometric
work beyond that presented in the manual has
appeared in the literature.

PTSD-Focused Measures

Impact of Event Scale The Impact of Event
Scale (IES; Horowitz, Wilner, & Alvarez, 1979) is
one of the most widely used self-report measures
in the field of traumatic stress and is routinely
included in clinical and research assessment
batteries. Based on Horowitz’s biphasic model
of stress response, the IES consists of 15 items,
7 of which assess intrusive symptoms and 8 of
which assess avoidance. Respondents rate the
frequency of each symptom over the past week
on a 4-point scale ranging from 0 = Not at all,
1 = Rarely, 3 = Sometimes, and 5 = Often. The
IES has been extensively evaluated and has
excellent psychometric properties (Sundin &
Horowitz, 2002).

However, because the IES does not assess
hyperarousal symptoms, it does not provide
complete coverage of the PTSD symptom crite-
ria. To address this limitation and to refashion
the rating scale to bring it more in line with
a typical Likert format, Weiss and Marmar
(1997) developed a 22-item revised version
of the IES (IES-R; see: Impact of Event
Scale—Revised). They added six hypera-
rousal items and one dissociative item and
substantially modified the rating scale, chang-
ing the response dimension from frequency to
subjective distress, expanding it to a five-point
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scale, and relabeling the anchors such that
0 = Not at all, 1 = A little bit, 2 = Moderately,
3 = Quite a bit, and 4 = Extremely. Even with
these changes, though, the IES-R is still not
completely DSM-IV correspondent (American
Psychiatric Association, 1994). Some DSM-
IV (American Psychiatric Association, 1994)
PTSD symptoms are not assessed at all
(diminished interest, estrangement, foreshort-
ened future), and others are assessed some-
what ambiguously (amnesia, restricted range
of affect). Nonetheless, the IES-R is a valu-
able measure and its use has grown steadily
since its introduction. Also, as Sundin and
Horowitz (2002) have noted, the introduction
of IES-R did not render the IES obsolete, and
both measures continue to be used effectively.

Mississippt Scale for Combat-Related PTSD
The Mississippi Scale for Combat-Related
PTSD (Mississippi Scale; Keane, Caddell, &
Taylor, 1988; see: Mississippi Combat PTSD
Scale) is a 35-item self-report measure of PTSD
symptoms and associated features. Items are
rated on a 5-point scale with anchors that vary
according to item content (e.g., 1 = Never to 5 =
Very Frequently; 1 = Never True to 5 = Always
True). The Mississippi Scale is the most widely
used measure of combat-related PTSD. It has
been extensively investigated and has excel-
lent psychometric properties. Although it is
not directly DSM-IV correspondent (American
Psychiatric Association, 1994) it assesses many
core and associated symptoms of PTSD and is a
valuable component of a multimethod approach
to PTSD assessment.

Because of the success of the Mississippi
Scale, a civilian version (CMS) was developed
(see: Mississippi Civilian Scale for PTSD—
Revised). The most important modifications
involved revising items that referred to the
military, and adding four items to provide bet-
ter coverage of the PTSD diagnostic criteria.
Despite additional modifications involving item
content and rating scale format (e.g., Inkelas,
Loux, Bourque, Widawski, & Nguyen, 2000;
Norris & Perilla, 1996) the CMS has not per-
formed as well as the original combat version.

Multiscale Personality Inventories

Multiscale inventories such as the Minnesota
Multiphasic Personality Inventory—2nd edition
(MMPI-2; Butcher et al., 2001; see: Minnesota
Multiphasic Personality Inventory-2) and
the Personality Assessment Inventory (PAI;
Morey, 1991) are valuable additions to a PTSD
assessment battery. They complement dedi-
cated PTSD interviews and self-report meas-
ures by providing crucial information regarding
response validity, comorbidity, clinical manage-
ment issues, and general personality factors,
all of which can greatly facilitate differential
diagnosis, case conceptualization, and treat-
ment planning. These instruments also include
specialized PTSD scales, which, although they
are not DSM-IV-correspondent (American
Psychiatric Association, 1994), provide useful
converging evidence as part of a multimethod
approach to assessing PTSD.

Minnesota Multiphasic Personality Inventory
The Minnesota Multiphasic Personality Inven-
tory MMPI/MMPI-2 (Butcher et al., 2001; see:
Minnesota Multiphasic Personality Inven-
tory-2) is one of the oldest and most popular
measures of personality and psychopathology
and has been used extensively in the assess-
ment of PTSD (Penk, Rierdan, Losardo, &
Robinowitz, 2006). The original investigations
of the MMPI in male combat veterans iden-
tified a mean F-2-8 PTSD profile and led to
the development of a specialized PTSD scale, the
Keane PTSD scale (PK scale; Fairbank, Keane,
& Malloy, 1983; Keane, Malloy, & Fairbank,
1984). Mean elevations on F, 2, and 8 have gen-
erally been replicated in other PTSD samples,
although other scales often are elevated and
there appears to be considerable heterogene-
ity in mean profile and prevalence of individual
profiles across studies (e.g., Glenn, Beckham, &
Sampson, 2002; Wise, 1996).

Similarly, the utility of the PK scale for
discriminating individuals with and without
PTSD has generally been replicated, although
performance has varied across studies and
optimal cutoff scores have generally been lower
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than originally reported (e.g., Cannon, Bell,
Andrews, & Finkelstein, 1987; Watson, Kucala,
& Manifold, 1986). The PK scale has also been
used to assess PTSD in civilian trauma sam-
ples (e.g., Koretzky & Peck, 1990), although
there is some evidence that it may function
more as a measure of general distress than
as a measure of PTSD specifically (Scheibe,
Bagby, Miller, & Dorian, 2001). The PK scale
has also been evaluated as a stand-alone meas-
ure and appears to perform equally well in this
format (Herman, Weathers, Litz, & Keane,
1996; Lyons & Scotti, 1994).

In addition to PT'SD-specific information, the
MMPI-2 provides information regarding two
other vital domains, comorbidity and response
bias. The MMPI-2 includes a number of empiri-
cally and conceptually derived scales that assess
a wide variety of conditions commonly comor-
bid with PTSD, and thus contributes to a richly
detailed assessment of the full clinical pres-
entation in trauma survivors. In addition, the
MMPI-2 includes an extensive set of response
validity indicators. Given the concerns regarding
malingering in the PTSD literature (e.g., Rosen,
2004), the MMPI-2 scales that detect a fake-bad
response style, especially F, Fp, and Ds (Rogers,
Sewell, Martin, & Vitaco, 2003), are particu-
larly relevant. Beyond these general indicators
of malingering, a new scale specific to detecting
feigned PTSD, Fptsd, was recently developed
and found to outperform existing MMPI-2 scales
(Elhai, Ruggiero, Frueh, Beckham, & Gold,
2002). However, Marshall and Bagby (2006)
recently questioned the incremental validity of
Fptsd, so additional studies are needed to clarify
the relative performance of these scales.

Personality Assessment Inventory Developed
in 1991, the Personality Assessment Inventory
(PAI; Morey, 1991) is a newer multiscale inven-
tory designed to address some of the limita-
tions of previous instruments. The PAI was
developed in a construct validation framework
that emphasized conceptual explication of
the constructs to be assessed, the importance
of content validity in generating items, and
the use of multiple empirical parameters for
evaluating items and retaining them for the

final scale. The PAI consists of 344 items, which
are rated on a 4-point scale with anchors of
False, Not At All True; Slightly True; Mainly
True; and Very True. There are 22 primary
scales, including four response validity scales,
11 clinical scales, five treatment scales, and two
interpersonal scales. In addition, nine clinical
scales and one treatment scale have subscales
to assess specific components of the parent
scale. The response validity scales detect ran-
dom responding and overly positive and overly
negative self-presentation. The clinical scales
assess well-established clinical syndromes, the
treatment scales assess several areas relevant
to clinical management, and the interpersonal
scales assess key aspects of normal personality.

Although relatively few studies have been
conducted to date, the PAI appears to have con-
siderable promise for the assessment of PTSD
and represents a viable alternative to the
MMPI-2. The PAI includes an 8-item specialized
PTSD scale, the Traumatic Stress Scale of the
Anxiety-Related Disorders Scale (ARD-T), which
assesses reexperiencing, effortful avoidance,
loss of interest in usual activities, and guilt.
Although it does not provide full coverage of
the DSM-1IV (American Psychiatric Association,
1994) PTSD symptom criteria, ARD-T does
assess many of the distinctive aspects of PTSD
and typically is the most elevated PAI scale in
PTSD profiles. In addition, recent studies have
found that several other PAI scales differenti-
ate those with and without PTSD, including
scales measuring depression, anxiety, somatic
complaints, and borderline features (McDevitt-
Murphy, Weathers, Adkins, & Daniels, 2005;
McDevitt-Murphy, Weathers, Flood, Eakin, &
Benson, 2007). Further, in one recent study the
PAI outperformed the MMPI-2 in discriminat-
ing PTSD from depressive disorders (McDevitt-
Murphy et al., 2007).

Assessment of Trauma Exposure

In contrast to the remarkable progress that
has been made in the development of psycho-
metrically sound measures of PTSD, consid-
erably less progress has been made in the
development of measures of trauma exposure
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(see Weathers & Keane, 2007 for a full dis-
cussion of issues regarding the definition and
measurement of trauma). Numerous trauma
exposure measures have been developed but
few have been adequately investigated or
widely adopted. This is due in large part to
the fact that trauma is difficult to define, both
in a broad conceptual sense with respect to
delineating traumatic stressors from ordinary
stressors, and in a more specific, practical
sense of considering key aspects of trauma
exposure such as event type (e.g., combat,
sexual assault, natural disaster), dimensions of
stressor severity and burden (e.g., life threat,
physical harm, interpersonal loss, frequency,
duration), and exposure level (e.g., directly
experienced, witnessed, learned about).
Trauma measures vary considerably in scope
and format in accordance with the assessment
questions they are intended to address (see
Norris & Hamblen, 2004 for a recent review of
trauma exposure measures). Often the main
purpose of the trauma assessment is to deter-
mine if an individual has experienced at least
one event that would meet both parts of the
definition of a trauma in Criterion A of the
DSM-IV-TR (American Psychiatric Association,
2000) PTSD criteria. Some measures, such as
the Criterion A component of the SCID PTSD
module, consist of a few questions that screen
for exposure to possible traumatic stressors,
identify an index event for symptom inquiry,
and determine if the event satisfies Criterion
A. Others, such as the Criterion A section of
the PDS and DAPS, provide a list of traumatic
event types and direct respondents to check
all that apply, then select the worst event
and write a brief narrative. The Life Events
Checklist (LEC), the trauma assessment com-
ponent of the CAPS, combines a self-report
screener with an interview-based inquiry. The
screener consists of a list of 17 event categories
with five response options to indicate exposure
level, including “happened to me,” “witnessed
it,” “learned about it,” “not sure if it happened,”
and “did not happen.” The interview compo-
nent identifies up to three events for symptom
inquiry, then determines if the events meet
both parts of Criterion A. The LEC may also be

used in conjunction with self-report measures
of PTSD. In our own research, for example, we
often administer an extended form of the LEC
along with the PCL.

In addition to identifying an index event
for PTSD symptom inquiry, measures have
also been developed to quantify the sever-
ity of trauma exposure within a single domain
of exposure and to quantify trauma exposure
across the life span. An example of a domain-
specific measure is the Combat Exposure Scale
(CES; Keane et al., 1989), a widely used, 7-item
self-report measure that quantifies the severity
of exposure to war-zone stress. Examples of care-
fully constructed measures that are useful for
evaluating trauma across the life span include
the Traumatic Life Events Questionnaire
(TLEQ; Kubany et al.,, 2000), Life Stressor
Checklist—Revised (McHugo et al., 2005), and
Evaluation of Lifetime Stressors (ELS; Krinsley,
Gallagher, Weathers, Kutter, & Kaloupek, 2003).

Conclusion

Considerable progress has been in the develop-
ment and evaluation of standardized measures
of trauma exposure PTSD, and such measures
are essential for the evidence-based assessment
of PTSD. There are a number of issues that
need to be addressed when selecting measures
for a given clinical or research application. First,
the goals for the assessment must be clearly
established. Self-report measures are appro-
priate for screening and quantifying symptom
severity, but structured interview are best for
establishing a PTSD diagnosis and should be
administered whenever possible. Second, the
overall size and scope of the assessment battery
must be determined. A comprehensive assess-
ment would include a thorough evaluation of
lifetime trauma exposure, a structured inter-
view, one or more self-report measures, and
a multiscale inventory. Such a battery would
provide information regarding PTSD diagnos-
tic status, PTSD symptom severity, comorbidity
and differential diagnosis, clinical management
concerns, and response validity. When resources
are limited a smaller battery could suffice for
some applications. However, adding additional
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measures would in many cases unnecessarily
increase respondent burden and raise the issue
of incremental validity.

Third, the target population must be tak-
en into account. Measures should be selected
only if they have been shown to be valid for
the intended purpose in the specific population
in which they are to be used. When a relevant
empirical literature does not yet exist, meas-
ures should be used and interpreted with cau-
tion. Last, given the controversy surrounding
trauma and PTSD and the potential for malin-
gering it is crucial to formally evaluate response
bias whenever possible. This can be accom-
plished with the use of multiscale inventories
such as the MMPI-2 or PAI, or through the use
of specialized measures of malingering such as
the Structured Interview of Reported Symptoms
(SIRS; Rogers, Bagby, & Dickens, 1992).
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ASSESSMENT, PSYCHOMETRIC, CHILD

A thorough clinical assessment is crucial to
effective treatment interventions for trauma-
tized children and adolescents. Comprehensive
evaluation of psychological trauma and its
effects typically includes information from a
number of sources, including the child’s or ado-
lescent’s self-report, caretaker reports of the
child’s functioning, and collateral reports from
other providers. The primary targets of assess-
ment are the child’s trauma exposure history
and current emotional symptoms. However,
information may also be collected on caretaker
and family functioning, the child’s developmen-
tal history, primary attachment relationships,
child protective services involvement and place-
ment history, current school functioning, his-
tory of losses, medical status, coping skills, and
environmental stressors such as community
violence. Once consent for release of informa-
tion is provided, the clinician can gather more
complete background information from agen-
cies interacting with the child and family, such
as child protective services, law enforcement,
and other mental health agencies.

Evaluation of Trauma Exposure History

The most common types of traumatic events
evaluated are child abuse (physical, sexual,
and psychological), emotional neglect, assaults
by peers (both physical and sexual), commu-
nity violence, witnessing violence done to oth-
ers, traumatic loss, exposure to accidents (e.g.,
motor vehicle accidents) and disasters, and
serious medical illness or injury. Assessment
typically involves determining not only the
nature of these various traumas, but also their
frequency, type, and age of onset.
Unfortunately, the child or adolescent may
not report all significant instances of trauma
exposure during the initial assessment session
or early in treatment. Instead, important his-
torical events may be disclosed later in treat-
ment, as the child engages more fully with the
therapist and experiences a greater sense of
trust and safety. The manner in which children
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and adolescents, as well as caretakers, are
questioned regarding trauma exposure will also
determine the extent to which a more complete
account is provided (Lanktree, Briere, & Zaidi,
1991). Clinical sensitivity is often required
regarding particularly difficult, embarrass-
ing, traumatic, or shame-inducing experiences.
If a child or caretaker has fears regarding the
repercussions of the disclosure (e.g., removal of
the child from the home), this may also further
limit the accuracy of abuse or violence-related
disclosures. Finally, the child’s or adolescent’s
tendency to avoid thinking about and disclos-
ing distressing material may decrease his or
her participation in the assessment, thereby
leading to underreporting of trauma exposure
(Elliott & Briere, 1994).

The context in which the assessment is con-
ducted also can affect the extent of trauma-
related information that is disclosed by the
child and/or family, whether by interview or on
psychological tests. For example, in school set-
tings, the child may not feel as free to divulge
information due to concerns about confiden-
tiality, including fear that his or her trauma
history or symptoms will be shared with
school personnel or other students. In hospital
settings, where a child may be assessed for psy-
chological trauma following a serious medical
illness or condition (e.g., HIV infection, cancer,
surgeries) or traumatic injury (e.g., an automo-
bile accident), the child’s and family’s need to
cope with urgent or chronic medical issues may
lead them to overlook or suppress information
regarding prior (or current) abuse or violence.

In forensic settings, issues of blame, punish-
ment, and authority may cause the child to fear
(a) retribution from those he or she implicates
in a crime by virtue of disclosing the trauma,
or (b) maltreatment, loss, or family disruption
as a result of criminal justice and child welfare
system involvement in his or her life—each of
which may motivate underreporting of trau-
matic experiences. On the other hand, if a child
has been able to disclose abuse or violence-
related exposures in a forensic interview, he or
she may be able to more easily express symp-
toms and discuss traumatic exposure during
the psychological assessment, especially if all

services are delivered at the same center. This
assessment should be conducted separately in
a clinical environment that is not part of the
forensic investigation, with ongoing considera-
tion of the current safety of the child or ado-
lescent (e.g., possible ongoing exposure to child
abuse, domestic violence, or risk related to
gang-related community violence).

Because the words used to label traumatic
events may confuse or intimidate children (e.g.,
asking about “rape” or “abuse”), evaluation of
trauma exposure is often more effective when
behavioral descriptions of these events are
employed. This is often best accomplished by
using a structured measure or interview that
assesses exposure to the major types of trau-
matic events in a standardized and behavio-
rally specific way. Trauma exposure measures
on which either the child or a caretaker can
report about traumatic experiences include the
KID-SAVE (Flowers, Hastings, & Kelley, 2000),
Traumatic Events Screening Inventory (TESI;
Ford et al., 2000), and Violence Exposure Scale
for Children—Revised (VEX-R; Fox & Leavitt,
1995). These and similar measures facilitate
a relatively complete review of the child’s life-
time trauma exposure, and typically have been
evaluated psychometrically to determine their
effectiveness and validity.

Evaluation of Trauma-Relevant Symptoms

An optimal assessment of children’s trauma-
related symptomatology includes evaluation of
immediate safety issues, such as suicidality,
substance abuse, and involvement in high-risk
behaviors, as well as a preliminary estimation
of current emotional functioning and poten-
tial targets for treatment. The results of such
assessment, in turn, will determine whether an
immediate clinical response is indicated (e.g.,
crisis intervention, hospitalization, harm reduc-
tion activities), as well as which specific treat-
ment modalities (e.g., play therapy, cognitive
interventions, therapeutic exposure, family
therapy) might be most helpful. Further, when
the same tests are administered on multiple
occasions (e.g., every 2 or 3 months), the ongoing
effects of clinical intervention can be ascertained,
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allowing the clinician to make mid-course cor-
rections in strategy or focus when specific symp-
toms are seen to decrease or exacerbate.

For some children and adolescents, multiple
trauma exposures such as abuse, neglect, fam-
ily and community violence, relational losses,
and injuries or illnesses may occur concomi-
tantly, resulting in a more complex clinical
picture. For example, a child with early, sus-
tained, and multiple traumatic experiences
may evidence significant disturbances in emo-
tional, behavioral, developmental, cognitive,
and relational domains, as well as presenting
with significant posttraumatic stress (Briere &
Spinazzola, 2005; Cook et al., 2005). In addition,
gender-related, developmental, and cultural fac-
tors may affect how any given symptom mani-
fests. For this reason, it is usually preferable to
administer multiple tests tapping a variety of
different symptoms, rather than a single meas-
ure, and to take mediating demographic, social,
and cultural issues into account.

As is true in other areas of assessment,
standardized assessment measures of trauma-
related symptomatology are almost always
preferable to those without norms or validation
studies. Such measures may be either generic
(i.e., tapping symptoms that occur in both
traumatized and nontraumatized -children,
such as anxiety, depression, or aggression) or
trauma-specific (i.e., evaluating symptoms that
are more commonly associated with trauma
exposure, such as posttraumatic stress, disso-
ciation, or reactive sexual behavior).

These tests commonly involve either caretaker
reports of the child’s symptoms and behaviors
or child self-reports of their own distress and/or
behavioral disturbance. The choice of whether to
use child or caretaker reports of child symptoms
can be difficult, since each approach has its own
potential benefits and weaknesses.

Child self-report measures allow the child
to directly disclose his or her internal experi-
ence or problems, as opposed to the clinician
relying on “second-hand” reports of a parent or
caretaker. However, the child’s report may be
affected by his or her fears of disclosure, denial
of emotional distress, or—especially in younger
children—inability to report on complex internal

states (Friedrich, 2002). Caretaker report of the
child’s symptomatology has the potential ben-
efit of providing a more objective report of the
child’s symptoms and behaviors, yet may be
compromised by parental denial, guilt, or pre-
occupation with the child’s trauma, as well as
parental/caretaker difficulties in accurately
assessing the child’s internal experience, espe-
cially if the child avoids describing those experi-
ences to the caretaker (Lanktree et al., in press;
Reid, Kavanaugh, & Baldwin, 1987). For these
reasons, it is recommended that the assessment
of traumatized children use both child- and
caretaker-report measures, so that the advan-
tages of each methodology can be maximized,
and the child’s actual clinical status can be tri-
angulated by virtue of multiple sources of infor-
mation (Lanktree et al., in press; Nader, 2004).

Just as effective assessment often involves
both caretaker and child reports, it is also
important to use both generic and trauma-
specific tests when evaluating traumatized
children. Reliance on solely generic tests (e.g.,
of depression or behavior problems) may result
in inadequate information on more trauma-
specific responses (e.g., posttraumatic stress or
dissociation). In contrast, solely administering
trauma-specific measures can easily lead to an
underestimation of important, yet less trauma-
specific, clinical conditions (e.g., severe depres-
sion in a sexually abused child or adolescent).

Perhaps the most commonly used generic
measure in the assessment of traumatized chil-
dren and youth is the Child Behavior Checklist
(CBCL; Achenbach, 1991), which has separate
Parent Report, Teacher Report, and Youth
Self-Report versions. This test evaluates the
extent of internalizing (e.g., anxiety or depres-
sion) and externalizing (e.g., behavior prob-
lems) symptomatology, as well as measuring
some resilience or adaptive functions. General
emotional functioning can also be evaluated
using measures such as the Child Depression
Inventory (CDI; Kovacs, 1992).

Trauma-specific measures, completed by a
child or adolescent, include the UCLA PTSD
Index for DSM-IV (UPID; Pynoos, Rodriguez,
Steinberg, Stuber, & Frederick, 1998; see: UCLA
PTSD Reaction Index), Child Dissociative
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Checklist (CDC; Putnam, Helmers, & Trickett,
1993), and the Trauma Symptom Checklist for
Children (TSCC; Briere, 1996; see: Trauma
Symptom Checklist for Children). Trauma-
specific measures completed by the primary
caretaker on behalf of the child include the Child
Sexual Behavior Inventory (CSBI; Friedrich,
1998) and Trauma Symptom Checklist for Young
Children (TSCYC; Briere, 2005).

A carefully selected psychological test bat-
tery can help determine the extent of the
child’s trauma-related symptomatology, as well
as any other emotional difficulties (e.g., depres-
sion) that also may be present. This insight
into the child’s internal emotional experience
and behavioral responses, in turn, can help the
clinician devise an effective treatment regimen
that is relevant to the child’s specific clinical
presentation and needs.

When assessment is repeated over time, psy-
chometric evaluation can also signal the need to
change or augment the treatment focus as nec-
essary. For example, ongoing assessment may
suggest a shift in therapeutic focus when post-
traumatic stress symptoms begin to respond to
treatment but other symptoms continue rela-
tively unabated (e.g., Briere, 2001; Lanktree &
Briere, 1995). Finally, repeated administra-
tion of measures can increase accountability
and quality control, and can add to the clinical
knowledge-base regarding the effectiveness of
various trauma-related psychotherapies. When
administered at the end of psychotherapy (and,
potentially, several months later, at follow-up),
such pre-post data can help the clinician or
agency determine the effectiveness of a given
treatment for a given child or group of children.
Generally, we suggest a test-retest interval of
at least 2 or 3 months, in order to avoid pos-
sible biasing or sensitizing effects of repeated
testing over shorter periods of time.

Conclusion

Psychological assessment is an important com-
ponent of effective treatment for traumatized
children. An initial assessment should ideally
include both child self-reports and caretaker
reports on the child, and should address history

of trauma exposure and subsequent trauma-
related emotional symptoms. At the same
time, less trauma-related (i.e., more generic)
symptoms also should be evaluated, since they,
too, may require clinical intervention. Because
of the breadth of symptoms potentially associ-
ated with childhood trauma exposure, effective
psychometric assessment often will include a
number of different tests that tap a range of
potential symptoms and problems. Repeated
assessment is recommended for those -chil-
dren undergoing trauma-focused therapy, so
that changes in symptomatology over time
can be detected and the focus of therapy can
be adjusted accordingly. Repeat assessment
also increases accountability and quality con-
trol, since the effectiveness of treatment can be
tracked within and across child clients.
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ASSESSMENT, PSYCHOPHYSIOLOGICAL

Psychophysiological assessment (PA) is a
generic term often substituted for psychologi-
cal challenge testing or (emotion) provocation
testing. Psychophysiological procedures involve
monitoring biological systems that are reactive
to psychologically meaningful events, in contrast
to physiological measurement that is concerned
with biological state per se. It is common for PA
to include nonphysiological measures as well.

Measurement for PA occurs during control-
led presentation of stimulus material that has
known impact on psychological state. One for-
mat of PA examines differences between meas-
ures recorded during a target state (e.g., fear)
and the same measures recorded during a ref-
erence state (e.g., engagement in a nonfearful
task). This approach assumes that differences
reflect the degree to which the state of inter-
est has been evoked, and the magnitude of dif-
ferences can be used as one source of evidence
regarding the severity of a condition or disor-
der. Another format of PA examines differences
in reactions to the same stimulus material
on two or more occasions in order to evaluate
change. This approach can be used to demon-
strate the effect of treatment (e.g., reduction in
fear after therapy)

Rationale

Trauma-related PA is conceptually tied to the
fight or flight response. It involves presentation of
an evocative cue—a trauma-related reminder—
that is expected to trigger a negative emotional
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state. The ability of the cue to evoke emotion
is commonly attributed to classical condition-
ing, a learning process believed to occur during
the traumatic experience. The negative emotion
is expected to involve reactions in at least three
domains: (1) biological mobilization, (2) subjec-
tive distress, and (3) behavioral withdrawal.

The biological component most often involves
measures of bodily systems that are activated
by the sympathetic nervous system in prepara-
tion for self-protective behavior. For example,
increases in heart rate and blood pressure pro-
vide more blood as muscles are readied to power
escape, and increases in sweating on the palms
(the basis for skin conductance measurement)
may reduce the risk of skin abrasion and blood
loss during attack or self-defense.

It is common to measure the subjective
component of PA on a simple rating scale with
endpoints indicating high and low distress.
Subjective ratings are sometimes obtained on
two dimensions thought to be primary con-
stituents of global distress: valence (positive-
negative) and arousal (quiescent-activated).

While PA procedures generally limit opportu-
nity for measuring overt escape behavior (e.g.,
due to electrode attachments), a person may still
disengage from the task by behavior such as
turning away from a video monitor displaying
the trauma reminder. Self-report of behavioral
intentions (e.g., the strength of desire to escape
from the situation) is another potential index.
Measures in this domain have received less
attention in the published PA literature than
have physiological and subjective measures.

History and Evidence

Trauma-related PA can be traced to two lines
of research in the mid-twentieth century. One
began in the 1940s and examined physiologi-
cal reactions of combat-exposed military vet-
erans when they were presented reminders of
war. Individuals conducting this work included
Abraham Kardiner and M. A. Wenger. The sec-
ond line began in the 1960s and examined psy-
chophysiological reactions of phobic individuals
when presented their self-identified feared object
(e.g., a snake). Peter Lang provided both theo-
retical impetus and methodological innovation

for these efforts (e.g., Lang, Melamed, & Hart,
1970).

Contemporary PA with traumatized popula-
tions began in the early 1980s after the PTSD
diagnosis was adopted. Studies variously used
auditory, audiovisual, and imaginal formats to
present reminders of the war zone to groups of
combat-exposed military veterans, comparing
reactions between those who did and did not
meet criteria for PTSD. Typically, these studies
demonstrated greater physiological reactivity
and distress for the individuals with PTSD.

Since then, numerous traumatized popu-
lations have been tested using PA methods
and have replicated the essential findings.
Examples include individuals who experienced
motor vehicle accidents, sexual assault, child-
hood sexual abuse, and occupational trauma
(e.g., police; firefighters), as well as additional
military veterans. Other studies using PA with
various PTSD populations also have demon-
strated that successful trauma-related treat-
ment leads to reductions in physiological and
subjective distress reactions.
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ASYLUM SEEKERS

Refugees, applying for protection in a foreign
country, are called asylum seekers. The 1951
UN Refugee Convention still provides the cen-
tral legal framework across most of the world
and asserts that, “No Contracting State shall
expel or return (“refouler”) a refugee in any
manner whatsoever to the frontiers of ter-
ritories where his life or freedom would be
threatened on account of his race, religion,
nationality, membership of a particular social
group or political opinion.” This is intended
to provide an important safeguard for refugees
who may fear imprisonment, torture, or death
if they are captured by their state authorities.
These protections may also be supplemented by
other local frameworks such as the European
Convention on Human Rights.

Asylum seekers who are not recognized as
refugees may still have fled civil war or vio-
lent oppression, and thus are likely to have
high trauma exposure and an elevated rate of
physical and psychiatric morbidity. In addition
to dealing with their past histories, asylum
seekers face the challenges and difficulties of
dealing with different cultural expectations as
they transition into an alien world. Moreover,
they must often accomplish this alone with-
out the benefits of family and other social
ties. They may feel adrift from a former politi-
cal activism, isolated from their friends, col-
leagues, and communities.

It is a testimony to human resilience that
many asylum seekers and refugees success-
fully adapt to their new circumstances, with-
out developing persistent psychiatric disorder.
There is a debate about the degree to which
there is an elevation of psychiatric illness in
asylum seekers. Different methodologies have
been used to survey different populations of ref-
ugees with different cultural backgrounds and
different experiences (Turner, 2004). However,
the general conclusion is that there is a greater
likelihood of psychiatric disorder in refugees
and asylum seekers. In one study (Steel, Silove,
Phan, & Bauman, 2002), evidence was found
that this effect is still detectable many years
later; although by then the absolute prevalence

figures for psychiatric disorder had fallen. Signi-
ficantly, trauma exposure was found to be the
most important predictor of mental health sta-
tus in these refugees.
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ATTACHMENT

According to attachment theory (Bowlby, 1969),
humans and other primates are biologically
inclined to establish close affiliative bonds—that
is, emotional attachments—beginning soon after
birth. The most fundamental attachment rela-
tionship is formed between the biological mother
and child, though there are various other pair-
ings that qualify as primary attachments, both
in early childhood and at various stages across
the lifespan. Attachment theory is rooted in the
premise from evolutionary theory that natural
selection conferred an adaptive advantage to
parents and infants who maintained close physi-
cal proximity to each other, which helped both to
decrease infant mortality by reducing the risks
of accidents and predation and to support the
social maturation of the infant. Thus, attach-
ment is thought to provide increased objective
security and support for psychosocial develop-
ment in the developing child. Therefore, the best
types of attachments are those that reliably pro-
vide protection while also encouraging the child
to engage in behaviors that foster learning and
the development of skills for relating to other
people (e.g., exploration and mastery of envi-
ronments, active interaction with the primary
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caregiver and other persons, and increasingly
autonomous functioning).

While infants are biologically inclined to form
attachment relationships with parents and
other attachment figures (that is, persons who
provide emotional and physical caregiving to
the infant), the quality of these attachments
varies depending on how caregivers interact
with the infant. When caregivers are able to
consistently ensure the physical safety and
comfort of the infant, and also interact verbally
and nonverbally in ways that are loving and
responsive to the infant’s biological and psycho-
logical needs, the emotional attachment tends
to be beneficial to the infant’s physical and
psychosocial development. It is important to note
that the caregiver need not be “perfect” in pro-
tecting and facilitating the infant’s comfort and
growth, but simply “good enough” to enable the
infant to be and feel safe, cared for, and encour-
aged to explore the world (Winnicott, 1971).

The most commonly observed variations
in infants’ responses to adult caregiving are
labeled attachment styles, which have been
classified into typologies describing relational
dispositions (that is, patterns of behavior by
the infant in interacting with the caregiver)
and working models (that is, beliefs and expec-
tations that the infant develops about rela-
tionships). Attachment styles are first seen in
early childhood, but tend to extend throughout
childhood and adulthood in the person’s pri-
mary family and peer relationships and inti-
mate (e.g., marital, parenting) and friendship
adult relationships. Thus, measures have been
developed to assess both infants’ and children’s
attachments styles, and also adolescent and
adult attachment styles.

Developmental psychologist Mary Ainsworth
and her coworkers (1978) developed an observa-
tional protocol known as the Strange Situation
Test, the first and foremost method for assess-
ing and classifying infants’ and toddlers’
attachment styles. The test involves a series of
apparently simple, but theoretically and rela-
tionally powerful, activities that challenge the
infant’s ability to tolerate separation from a pri-
mary caregiver (e.g., the caregiver first plays
with the infant and then leaves the infant with

another adult whom the infant does not know
[the “stranger,” who actually is a well-trained
researcher who interacts pleasantly with the
infant]). Most infants, particularly around the
age of 12 to 18 months old, become distressed
when their primary caregiver leaves, but the
extent of their distress differs and provides an
indication of their ability to tolerate the sepa-
ration. Equally important, the test assesses the
infant’s capacity to emotionally accept reunion
with the caregiver (i.e., the caregiver returns
to the room and begins to console and play
with the infant again). Attachment style has as
much or more to do with the infant’s ability to
regain a calm and happy emotional state, and
the caregiver’s ability to “soothe” the child so
as to facilitate that emotional regrouping, as it
does with distress during separation. This line
of research produced ample evidence of attach-
ment behaviors and patterns that were consist-
ent with and supportive of Bowlby’s theoretical
framework.

The most frequently occurring and advan-
tageous attachment style is labeled as secure
attachment because the child appears to feel
a sense of emotional security before and after
the separation, by demonstrating a balance
between seeking and maintaining adequate
proximity to the attachment figure (e.g., get-
ting the caregiver’s attention, moving closer to
the caregiver) and engaging in developmentally
appropriate exploratory behavior (e.g., leaving
the caregiver’s immediate area to play with
toys) without showing signs of undue distress.
When circumstances trigger increased activa-
tion of the attachment behavioral repertoire
(such as after playing autonomously for a short
time, or when the caregiver leaves the room),
the child physically seeks contact with the
attachment figure and will protest and resist
separation. Upon reunion with the attachment
figure, the securely attached child’s distress
can be readily soothed by sensitive and respon-
sive behavior on the part of the attachment
figure. Thus, a secure attachment style pro-
vides a reliable and responsive base both in the
infant-caregiver relationship and in the child’s
inner sense of confidence in both self and the
relationship that enables the infant to develop
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trust and security both in relationships and in
her or himself. The responsive and facilitative
caregiver thus provides effective protection for
the infant without inhibiting the infant’s matu-
ration as an autonomous individual.

Three variations on insecure attachment—a
pattern of attachment characterized by fear-
fulness and distress rather than security and
trust—have also been identified. An ambivalent
attachment style describes a relationship in
which the child shows distress upon separation
from the attachment figure, but signs of ambiv-
alence upon their reunion (e.g., anger, resist-
ance to being soothed). An avoidant attachment
style describes a relationship in which the
child shows little or no response to separa-
tion from the attachment figure and little if
any response upon reunion. A more recently
identified attachment style is characterized as
being disorganized (Main & Solomon, 1986)
because the child appears not to have any
consistent strategy for coping with separation
from attachment figure and upon reunion may
demonstrate combinations of freezing, avoid-
ance, disorientation, anger, depression, and
a variety of apparently odd behaviors (such
as alternately clinging to or ignoring both the
caregiver and the stranger). This disorganized
attachment style is often observed among chil-
dren who have been maltreated or whose par-
ents have a psychiatric disorder (Main, 1995),
and it is associated with significant psychoso-
cial problems (such as chronic dissociation)
decades later in adulthood (Lyons-Ruth et al.,
2006). Disorganized attachment thus has spe-
cial significance in relation to psychological
trauma, as will be discussed later.

While these attachment styles are evident
and classifiable in early childhood, and appear
to remain relatively stable across time, they
are also malleable and may change as the child
or adult adapts to changing environments,
relationships, and experiences. Bowlby (1969)
hypothesized that attachments in infancy
produce internal working models that are the
person’s fundamental (and typically unques-
tioned) assumptions guiding her or his lifelong
expectations and behavior regarding close per-
sonal relationships. These internal working

models combine durability with plasticity—
that is, they are relatively enduring yet can
be modified—and serve to influence and limit
subsequent relational behavior while undergo-
ing persistent elaboration in the face of actual
relational transactions. Attachment is thus
considered to be an important aspect of per-
sonality across the life span with implications
for social and relational functioning in a wide
range of contexts (Bohlin, Hagekull, & Rydell,
2000; Hazan & Shaver, 1994).

Attachment and Psychological Trauma

Studies of attachment across the life span indicate
that attachment styles are related to a variety
of important aspects of social and psychological
functioning. Among these are findings indicat-
ing that attachment styles predict symptoms
of various mental disorders (e.g., Atkinson &
Zucker, 1997; Greenberg, 1999; Pianta, Egeland,
& Adam, 1996), with insecure and disorganized
styles of attachment demonstrating significant
linkages to psychological trauma.

Attachment theory provides an explana-
tory framework for those linkages because of
the significant role that attachment relation-
ships play in helping the child to cope with or
recover from threats to optimal development.
By definition, potentially traumatic events con-
stitute major threats to physical and psycho-
logical integrity and development. Thus, when
children experience psychological trauma,
this may affect their style or working models
of attachment in several ways. Moreover, the
child’s attachment style may affect how the child
responds to the traumatic events. First, the trau-
matic events may alter formative attachment
(bonding) experiences, such as by interfering
with or preventing caregivers from protecting
and providing responsive care to the child. Thus,
traumatic events may influence the child’s devel-
opment of internal working models of attach-
ment, potentially leading the child to adopt more
insecure, ambivalent, or disorganized attachment
styles.

Second, traumatic events also test the
adaptive effectiveness of attachment models
and behaviors that the child previously has
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developed, potentially shifting a child from
secure toward insecure attachment styles and
working models.

Third, the child’s preexisting attachment
working models may reduce the adverse impact
of traumatic stressors if the working models are
predominantly secure, and this may “buffer”
or protect the child from developing severe or
persistent posttraumatic stress symptoms.
However, if a child’s attachment experiences
and working models were primarily insecure
or disorganized prior to exposure to potentially
traumatic events, the child may be more likely
to develop traumatic stress symptoms that are
severe or persistent (as well as potentially shift-
ing toward more insecure attachment styles)
than a child who was securely attached.

Thus, while secure attachment may confer
substantial resilience for children in the face
of traumatic stress, and insecure attachment
appears to constitute a risk factor for unde-
sirable posttraumatic outcomes, the child’s
attachment style and working models also are
vulnerable to the pernicious effects of acute
and chronic exposure to traumatic stressors.
Traumatic stressors experienced in early child-
hood place the individual at risk for problems
with basic forms of self-regulation (such as dif-
ficulties in regulating emotions or managing
physical injury or pain) and cognitive devel-
opment (such as impairments in memory or
judgment) which may be, in part, related to
the disruption of secure attachment (Ford,
2005). Early life experiences with caregivers
that promote the development of a secure style
and working models of attachment teach chil-
dren not only how to feel safe and trusting in
relationships, but also how to develop skills for
self-regulation and cognitive processing that
the child needs in order to explore the world
and achieve autonomy.

Secure attachment develops through expe-
riences that have been labeled “co-regulation”
(Schore, 2001; Siegel, 2001), in which the infant
learns to regulate her or his emotions, think-
ing, and body by experiencing the caregiver’s
own self-regulation. The caregiver thus “jump
starts” the child’s self-regulatory abilities by
using her or his ability to reduce or increase

physical arousal level to directly alter the in-
fant’s arousal and affective states. The infant
thus learns to self-regulate when the caregiver
takes the lead and helps the infant to intuitively
adopting similar self-regulatory strategies. For
example, as a caregiver soothes a distressed
infant, the infant learns experientially (that is,
simply by experiencing the changes) how to use
certain comforting forms of physical contact,
tones of voice, and facial expressions to soothe
her or himself.

When traumatic stressors occur in the life of
a child or caregiver, this often makes it more dif-
ficult either for the caregiver to provide the inti-
mate modeling of self-regulation that is needed
or for the infant to attend to and “take in” the
experience of co-regulating. The result in either
case is that the caregiver has difficulty in pro-
tecting and being responsive to the child, which
leads the child to have difficulty both in devel-
oping a secure sense of attachment and to learn
how to self-regulate physically (Sethre-Hofstad,
Stansbury, & Rice, 2002) and emotionally. The
result can be a long-term impairment in the
infant’s relational and self-regulatory function-
ing that can undermine the child’s effective
use of social support, which is often cited as
an essential aspect of resilience to traumatic
stress. Thus, when exposure to traumatic stres-
sors in early childhood disrupt the development
of secure attachment, the child is less likely to
be able to cope with traumatic stress reactions
because she or he is likely to have difficulties
with both self-regulation (that is, adjusting her
or his bodily and emotion state) and getting
help from others (that is, seeking and utilizing
helpful social support).

Attachment and Treatment
of Traumatic Stress Disorders

Attachment relationships and internal working
models of attachment are promising targets for
interventions with adults and children who
exhibit signs of posttraumatic stress reactions.
The purpose of attachment-oriented therapeutic
interventions is to bolster resilience by improv-
ing existing relationships while increasing the
potential for developing additional relationships
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that can support the child’s or adult’s psycho-
social functioning. Relational interventions
informed by attachment theory may be con-
ducted at any stage of life, beginning with
traumatized young children and their caregiv-
ers (Van Horn & Lieberman, in press), but also
including traumatized adolescents and adults
(Cloitre, Cohen, & Koenen, 2006; Lamagna &
Gleiser, 2007; Ogden, Minton, & Pain, 2006).
Parents and others who provide care for infants
and toddlers exposed to potentially traumatic
events, even when these same caregivers may
have been involved in abusing or neglect-
ing the child, may improve their caregiving
and relational skills with the benefit of care-
ful training and feedback (see: Parent-Child
Intervention). Attachment-based dyadic (par-
ent-child) interventions are designed to prevent
further harm to the child while supporting the
development of more effective attachment rela-
tionships with additional positive effects of the
internal working models of children and their
caregivers.

Attachment-based psychotherapies for adoles-
cents and adults focus on providing a trustwor-
thy and responsive therapeutic relationship (see:
Psychotherapeutic Processes) and assisting
the client(s) in developing increased recognition
of and ability to regulate bodily reactions (Ogden
et al., 2006), emotions (Lamagna & Gleiser,
2007), and beliefs (or schemas) about oneself
and the world (Cloitre et al., 2006). Through
the combination of experiencing security in the
therapeutic relationship—which includes know-
ing that the therapist both cares about but also
will not be excessively or intrusively involved
with oneself—and learning by example and
practice to develop self-regulation and interper-
sonal effectiveness skills, the attachment-based
approaches to psychotherapy seek to help the
client to develop a sense of internal security
that was interrupted (Cloitre et al., 2006) or
prevented by prior experiences of psychologi-
cal trauma. An attachment approach to psy-
chotherapy thus is consistent with all models of
PTSD psychotherapy, and may be particularly
important with clients who suffered early life
betrayal traumas (see: Betrayal Trauma) in
the form of childhood maltreatment or family

violence (see: Complex Posttraumatic Stress
Disorder).

Conclusion

Attachment theory has received strong research
support and gained widespread acceptance as
an explanatory framework for understanding
close relationships across the span of human
development. A critical function of attachment
is to support survival and adaptive develop-
ment in situations ranging from optimal condi-
tions to those of extreme adversity, with more
secure attachment styles being predictive of
more resilient adaptations. Thus, in the face of
potentially traumatic experiences, attachment
activation is likely and may provide a degree
of protection against the impact of traumatic
stress. In turn, since attachment styles reflect
relational experiences, exposure to some types
of traumatic stressors (e.g., intimate abuse,
emotional betrayal) may influence the develop-
ment of internal working models of attachment
in ways that generally undermine relational
functioning and decrease resilience to poten-
tially traumatic events. Interventions informed
by attachment theory show promise for
strengthening attachment bonds with trauma-
tized young and older children and adults, and
of improving relational quality in ways that
could improve resilience to stressful life events
and assist in resolving the residual effects of
prior exposure to traumatic stress.
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ATTRIBUTIONS

Attribution theorists contend that individu-
als who experience unexpected, unwanted, or
otherwise unusual events are motivated to cre-
ate explanations that lend meaning to those
events. Further, the explanations they con-
struct (i.e., attributions) may have implications
for subsequent adjustment.

Attributions have generally been consid-
ered with reference to four dimensions—locus,
stability, controllability, and generalizability.
Locus refers to assigning causality to either
oneself (internal attribution) or to other per-
sons or environmental factors (external attri-
butions). The dimension of stability refers to
whether the cited cause of an event is enduring
and unremitting, or whether it is transient in
nature. By way of example, attributing a motor
vehicle accident to a malfunctioning traffic
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signal would be relatively unstable, whereas
attributing an accident to a perceived increase
in bad drivers would be a much more stable
attribution. Generalizability (also referred
to in the literature as globality) involves the
degree to which the individual attributes the
event to factors that pervade many aspects of
their life (e.g., personality, intellect) or very
few. The dimension of controllability relates to
whether the causal factors culminating in an
event are deemed by the individual to be per-
sonally modifiable. Clearly, this dimension is
not independent of locus and some have sug-
gested that controllability is an aggregate of
locus and stability.

The role of causal attributions has been
examined within the area of posttraumatic
stress disorder (PTSD) and it has been pro-
posed that the type of causal explanations an
individual creates to explain the occurrence of
an event may serve as a risk factor for devel-
oping the disorder. Evidence from the litera-
ture has supported the hypothesis that certain
attributional styles may be more adaptive
than others. An attributional style refers to
habitual or dispositional tendencies to invoke
certain types of causal explanations for varied
life events. For example, a pessimistic attri-
butional style, comprised of internal, global,
and stable attributions, has been shown to be
associated with more severe PTSD symptoms.
Recent research indicates that certain attribu-
tional tendencies may differ in adaptiveness
depending on the type of trauma experienced.
For example, there is general consensus in the
literature that internal attributions (i.e., self-
blame) for trauma are associated with poorer
adjustment among sexual assault survivors.
Among combat survivors and motor vehicle
accident victims, however, some studies have
documented poorer adjustment when an exter-
nal attributional style (i.e., other blame) is
maintained.

As is often the case, apparently discordant
findings in the literature may result from meth-
odological discrepancies as opposed to modest
or unstable associations among the variables of
interest. By way of example, some studies pur-
porting to evaluate attributional tendencies as

they relate to posttraumatic distress have uti-
lized third parties to corroborate responsibility
for the event (e.g., motor vehicle accident). In so
doing, these studies inadvertently focus on true
causality that is less relevant from an attribu-
tional perspective. There are many maladap-
tive posttraumatic attributions (e.g., self-blame
following a sexual assault) that are objectively
erroneous but nevertheless have significant
implications for subsequent adjustment.

In terms of other methodological considera-
tions, most studies to date have been cross-
sectional in nature, which renders causal
statements premature at this time. Also, dis-
positional attributional style and event-specific
attributions have typically not been examined
concurrently with known risk factors for PTSD.
Accordingly, the relative importance of causal
attributions as a posttraumatic risk factor is
largely unknown. For a more detailed review
of the role of causal attributions in PTSD,
the reader is referred to Massad and Hulsey’s
(2006) examination of attributions and their
implications for clinical research and practice.
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AVOIDANCE

Avoidance is commonly observed among people
with elevated anxiety and is even more pro-
nounced among people with anxiety disorders.
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Avoiding situations that are reminiscent of a
traumatic event is a diagnostic feature of post-
traumatic stress disorder (PTSD). Avoidance
can be more or less apparent, because some
forms of avoidance include avoiding thoughts
or feeling that are associated with traumatic
experiences.

The current diagnostic criteria for PTSD
classify emotional numbing into the avoidance
symptom cluster, although it is questionable
that numbing is a form of avoidance. Recent
research, moreover, suggests that avoidance
and numbing are better explained as separate
factors that differ in their clinical correlates,
prognostic significance, and response to treat-
ment (Asmundson, Stapleton, & Taylor, 2004).
These findings are consistent with theories
suggesting that numbing arises from a bio-
logical mechanism associated with a response
called conditioned analgesia, which dampens
arousal. In contrast, avoidance appears to be
a more conscious and intentional strategy for
regulating distressing emotional states.

Some forms of avoidance are obvious, such
as when a survivor of a serious motor vehicle
accident goes to considerable effort to avoid
passing by the site of the accident, or when a
combat veteran avoids watching news pertain-
ing to war. Other forms of avoidance are not so
obvious. For example, a physically abused child
might refrain from making eye contact with
the abusive parent in an effort to avert provo-
cation of another beating. Likewise, to circum-
vent anxiety-related bodily sensations (e.g.,
palpitations, pain) that can serve as reminders
of traumatic events, a person may refrain from
physical exertion, such as household chores.
Perhaps most subtle of all, some people try
to avoid trauma-related thoughts by deliber-
ately suppressing these thoughts by means of
distraction.

Avoidance can be an effective strategy for
managing fear or distress and, in some cases,
can be adaptive. An example of adaptive avoid-
ance might include staying away from parts
of the city where violent crimes are known to
be high. But avoidance in people with PTSD is
generally not adaptive because, while it does
alleviate distress in the short-term, it may also

prevent the person from experiencing the cor-
rective information necessary for learning how
to distinguish between safe and risky situa-
tions. Deliberate attempts at thought suppres-
sion can also have the paradoxical effect of
increasing trauma-related thoughts, which in
turn may increase the severity and frequency
of re-experiencing symptoms. Therefore, avoid-
ance is more likely to exacerbate and perpetu-
ate PTSD symptoms than promote adaptive
behavior.

A potent alternative to avoiding trauma-
related stimuli is to intentionally expose one-
self to safe but distressing reminders under
controlled conditions. Studies have demon-
strated that the most effective means of treat-
ing avoidance is through the application of one
or more forms of exposure therapy (Taylor,
2006). These include imaginal, interoceptive
(i.e., to fear-evoking but harmless bodily sensa-
tions), and situational exposure. Each form of
exposure is designed to allow the traumatized
person to re-establish the capacity for distin-
guishing between situations that are reason-
ably safe and those that pose real danger. This
in turn allows patients to resume activities
consistent with their pre-trauma level of func-
tioning and promotes more adaptive and pro-
gressive improvements in functioning.
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