Women and Traumatic Events

Women and Traumatic Events
Edna B. Foa, Ph.D., and Gordon P. Street, Ph.D.

©

Co

Posttraumatic stress disorder (PTSD) gained the status of a psychiatric disorder in 1980, although
the syndrome had already been recognized widely for many years. PTSD is distinguished by alternations between reexperiencing of the traumatic event that triggered the PTSD in the first place and
avoidance and numbing. Increased arousal (e.g., exaggerated startle reaction) also forms part of the
diagnosis. Although the majority of trauma victims recover spontaneously, more than 30% develop
persistent PTSD symptoms, with women being twice as likely as men to suffer PTSD. To date, the
most studied psychosocial treatments for PTSD are the cognitive-behavioral interventions. Exposure
therapy (systematic exposure to the traumatic memory in a safe environment) has been demonstrated
to be quite effective with adult women who were sexually or nonsexually assaulted in adulthood as
well as with women who were sexually abused in childhood. Supportive counseling does not appear
as effective as exposure therapy, but is better than no therapy.
(J Clin Psychiatry 2001;62[suppl 17]:29–34)
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startle reaction). Alternations of reexperiencing and
numbing characterize the disorder and distinguish it from
other anxiety disorders,12 although there is considerable
overlap between PTSD and other anxiety disorders.
Most patients experience spontaneous reduction of
PTSD symptoms within the first year after the trauma.
Only a minority of traumatized victims develop PTSD,
but more than 30% of all traumatized victims still have
PTSD symptoms after 10 years.13 For this minority, something has gone wrong in the natural recovery process. One
can perceive effective treatment as facilitating these processes and thus encouraging recovery. Because of the recent recognition of PTSD as a formal disorder, critical issues such as predictors of failure to recover from a trauma
and the development and evaluation of effective treatments have just begun to be addressed in research using
rigorous methodology.
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SCOPE OF THE PROBLEM
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Individuals differ in their ability to recover from a
traumatic experience, and traumas differ in their likelihood to produce PTSD. Furthermore, although men are
more likely to be traumatized than women, women appear
to be twice as likely as men to suffer from PTSD.13 In a
retrospective study14 of the prevalence of PTSD among a
representative sample of women in the United States,
chronic PTSD was diagnosed in 17.8% of physical assault
victims (N = 9.9 million), 12.4% of sexual assault victims
(N = 13.8 million), and 3.4% of female victims of noncrime trauma (N = 32.0 million). Thus female victims of
physical or sexual assaults are 4 to 5 times more likely to
develop PTSD than female victims of noncrime trauma.
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osttraumatic stress syndrome has been recognized
for more than 100 years under a variety of labels
such as compensation neurosis,1 nervous shock,2 hysteria,3
traumatophobia,4 and war neurosis,5 with the use of these
general terms reflecting an awareness that different experiences produce similar symptoms. The official recognition of the syndrome in the diagnostic nomenclature is
quite recent; it was first introduced as posttraumatic stress
disorder (PTSD) in the Diagnostic and Statistical Manual
of Mental Disorders, Third Edition (DSM-III), in 1980.6
PTSD is currently defined according to sets of specific
diagnostic criteria established by DSM-IV7 and ICD-108
(see review by Shalev9 elsewhere in this supplement). According to these definitions, the traumatic event triggering
PTSD must have been of exceptional severity, involving
actual or perceived threat to physical integrity, and the
person’s emotional response must have included intense
fear or helplessness.7 PTSD is distinguished by (1) reexperiencing the traumatic event10 (e.g., nightmares and flashbacks), (2) avoidance and numbing11 (regarding thoughts
and reminders of the trauma), and (3) increased arousal12
(e.g., problems in sleeping and concentrating, exaggerated
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Figure 1. Incidence of Posttraumatic Stress Disorder During
the Year After the Assault Among 196 Victims of Rape and
Nonsexual Assaulta
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Rape Versus Nonsexual Assault
Three prospective studies15–17 investigated the occurrence of PTSD in assault victims (primarily women) beginning within 1 month after rape or nonsexual assault.
Victims were 17 to 65 years of age, literate in English, and
had not been assaulted by their current spouse or partner.
In the first study,15 posttrauma reactions of 64 rape victims (all women) were assessed weekly for 3 months. In
the initial assessment, approximately 2 weeks after assault, almost all rape victims (94%) met symptomatic criteria for PTSD. The incidence of PTSD declined steadily
during the assessment period, as some victims seemed to
process the trauma successfully. However, after 3 months,
47% of rape victims remained sufficiently disturbed to
meet diagnostic criteria for PTSD symptoms.
In the second study,16 posttrauma reactions of 60 victims of nonsexual assault (38 women and 22 men) were
also assessed weekly for 3 months starting about 1 week
after the assault. At the initial interview, 71% of the
women (and 50% of the men) met symptomatic criteria for
PTSD. After 3 months, 21% of the women (but none of the
men) still met PTSD criteria.
The third and largest study,17 which examined the rate
of PTSD in 196 women (96 rape victims and 100
nonsexual assault victims), yielded similar results
(Figure 1). About 2 weeks after the assault, 92% of rape
victims showed signs of PTSD, compared with 74% of
nonsexual assault victims. Again, a steady decline was observed, so that by month 3, 47% of rape victims and 27%
of nonsexual assault victims had PTSD. Six months after
the assault, 38% of rape victims compared with 13% of
nonsexual assault victims still met diagnostic criteria for
PTSD.
Across these 3 studies, lower rates of PTSD were observed in victims of nonsexual assault compared with victims of rape. Thus, a higher proportion of rape victims
failed to process their rape experience successfully compared with nonsexual assault victims.
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Reprinted from Foa,17 with permission.
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acterized by an abundance of incomplete sentences and
thought utterances that reflect confusion.27,28
Another popular idea among trauma theorists is that the
successful processing of a traumatic experience requires
adjustments in beliefs about the world and about oneself.20,29–31 Some theorists postulate that a traumatic experience violates the beliefs inherent in human beings that
the world is benevolent and that the self is invulnerable.30
In the study described above of recent rape and nonsexual
assault victims,17 individuals who had PTSD 3 months after the trauma exhibited a less positive view about the
world and themselves immediately after the trauma than
did victims who recovered.
Thus, the evidence suggests that the degree to which a
victim (1) is emotionally engaged with the traumatic
memory, (2) organizes and articulates the traumatic
memory, and (3) maintains a balanced view about the
world and self determines whether he or she will recover
or develop chronic disturbances.
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To date, the most studied psychosocial treatments for
PTSD are the cognitive-behavioral interventions. Two
cognitive-behavioral programs for PTSD were used with
the introduction of the disorder in DSM-III6: exposure
therapy32 and stress inoculation training.33 Despite many
methodological flaws, studies to date confirm that these 2
procedures are effective in reducing symptoms of PTSD.34
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Since the 19th century, trauma theorists have postulated
that deliberate avoidance of reminders of the trauma, or
emotional withdrawal and dissociation, are factors that
hinder natural recovery from a traumatic event.18–21 Indeed, avoidance is included among the numbing symptoms of PTSD in DSM-IV.7 Retrospective reports of dissociative experiences during trauma have been found related
to the severity of PTSD later.22–24
Many trauma theorists also hold that the natural process of recovery involves special processing of traumatic
memories: abilities to organize,25 streamline,25 and articulate26 the trauma memory have been suggested as pointers
to recovery. Clinical observations suggest that trauma narratives recounted by clients with chronic PTSD are char-
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FACTORS IMPEDING NATURAL RECOVERY

COGNITIVE-BEHAVIORAL TREATMENT

Exposure Therapy
Exposure therapy is composed of a set of techniques
designed to help patients confront their fears of objects,
situations, memories, and images (e.g., systematic desensitization and flooding). The program developed by Foa
and colleagues35–37 includes (1) education about common
reactions to trauma, (2) breathing retraining, (3) prolonged, repeated exposure to the trauma memory (reliving), and (4) repeated in vivo exposure to situations the
J Clin Psychiatry 2001;62 (suppl 17)
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Figure 2. Percentage of Patients With Posttraumatic Stress
Disorder Diagnosis Following Treatment and at 12-Month
Follow-Up (N = 96)a
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Reprinted from Foa et al.,35 with permission.
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Figure 3. Percentage of Responders With Good End-State
Functioninga Following Treatment (N = 96)b
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patient is avoiding because of assault-related fear. The hypothesized mechanisms of change in exposure therapy are
(1) fear activation via confrontation with object or
memory matched to what the person is afraid of and (2)
corrective information provided during exposure. Exposure therapy is widely believed to be the most effective
approach for the treatment of phobias.

Defined as symptom scores below 20 on the PTSD Symptom
Scale-Interview Version, below 10 on the Beck Depression Inventory,
and below 40 on the State-Trait Anxiety Inventory.
b
Reprinted from Foa et al.,35 with permission.

ht

O

Stress Inoculation Training
Stress inoculation, or anxiety management training,
teaches patients the skills to manage anxiety when it occurs. This approach does not attempt to bring about permanent change. The procedures involve (1) relaxation training, (2) thought stopping, (3) guided self-dialogue, (4)
cognitive restructuring, (5) covert modeling, and (6) roleplaying.
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Randomized Trials of Exposure Therapy, Stress
Inoculation Training, and Cognitive Therapy
In a randomized trial,35 prolonged exposure, stress inoculation training, and a combination of stress inoculation
training and prolonged exposure were compared with one
another and with a wait list control.34,36,37 Treatment consisted of 9 twice-weekly individual sessions conducted
over a 5-week period. Patients who were on a wait list for
treatment served as control subjects.
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Cognitive Therapy (Cognitive Restructuring)
Cognitive therapy is based on the assumption that emotional disturbances reflect distorted, dysfunctional (unrealistic) cognitions.38,39 It has been further proposed that
the different anxiety disorders reflect specific cognitive
structures that involve particular cognitive distortions.40
For example, panic disorder is characterized by the distorted cognition that certain bodily sensations (e.g., heart
palpitations) are dangerous.41 The goal of cognitive
therapy is to ameliorate the target symptoms by helping
patients identify their dysfunctional, unrealistic cognitions,
evaluate their validity, and replace them with functional
cognitions.
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A total of 96 female patients with a mean age of 34.9
years were randomly assigned to the treatment groups. All
patients met DSM-III-R criteria for PTSD.42 Most had experienced rape (72%). The remainder (28%) had experienced nonsexual assault. All patients had chronic PTSD.
Almost half (48%) reported at least one incident of physical or sexual abuse during childhood.
Following treatment, 100% of wait list controls had a
PTSD diagnosis, compared with 35% after prolonged exposure treatment, 42% after stress inoculation training, and
46% after stress inoculation training plus prolonged exposure. At the 12-month postassault assessment, the respective figures for prolonged exposure, stress inoculation training, and stress inoculation training plus prolonged exposure
were 35%, 32%, and 32% (Figure 2). All 3 active treatments reduced the incidence of PTSD compared with controls but did not differ significantly from each other. Overall, gains were retained throughout the follow-up period.
More stringent recovery criteria were then applied.
“Good end-state functioning” was defined as scoring below 3 cutoff scores: PTSD severity below 20 on the PTSD
Symptom Scale-Interview Version,43 depression below 10
on the Beck Depression Inventory,44–46 and a state anxiety
score below 40 on the State-Trait Anxiety Inventory.47 Immediately after treatment, more than half of the patients
who received prolonged exposure met these stringent criteria (Figure 3) compared with less than one third of patients who received stress inoculation training (31%) or
stress inoculation training plus prolonged exposure (27%).
However, the differences between the active treatments
fell short of significance at posttreatment, and by the
12-month posttreatment assessment, all 3 treatments were
associated with “good end-state functioning” in at least
one third of patients.
Large effect sizes were observed for all symptoms (reexperiencing, arousal, avoidance, anxiety, and depression)
for all 3 treatments. However, exposure treatment tended
31
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Posttraumatic Stress Disorder
Severity Score

Figure 5. A Comparison Between the Effects of Prolonged
Exposure Plus Stress Inoculation and Imagery Rescripting on
Severity of Posttraumatic Stress Disorder (N = 12)a
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Posttraumatic Stress Disorder
Severity Score

Figure 4. A Comparison Between Prolonged Exposure Only
and Prolonged Exposure Plus Cognitive Restructuring on
Self-Reported Severity of Posttraumatic Stress Disorder
During Treatment (N = 96)a
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Reprinted from Smucker et al., with permission.
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E.B.F., unpublished data, July 1999. Scale used is the PTSD Symptom
Scale-Interview Version.43
*p < .05.
**p < .10 versus cognitive restructuring + prolonged exposure.
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to yield superior outcome at follow-up on all measures.
Curiously, the combination of prolonged exposure and
stress inoculation training was not superior to either treatment alone in reducing PTSD and related symptoms. Information overload and doubled homework assignments
may have been contributing factors, and more therapy
time may be needed for the combined treatment program.
In an ongoing randomized trial (E.B.F., unpublished
data, July 1999), the relative benefits of exposure therapy
alone and exposure therapy combined with cognitive restructuring are being evaluated. Patients are randomly assigned to one of the following groups: (1) prolonged exposure, (2) exposure therapy and cognitive restructuring, or
(3) wait list control. Treatment consists of 9 weekly sessions (extended to 12 for partial responders who show less
than 70% improvement). A total of 96 female patients had
completed the treatment phase at the time of publication.
They had a mean ± SD age of 32.1 ± 9.6 years and a mean
duration of 8.9 ± 9.4 years since assault. Most (65%) were
victims of rape, for 20%, childhood sexual abuse was the
index trauma, and 15% were treated for nonsexual assault.
Both prolonged exposure and prolonged exposure combined with cognitive restructuring significantly reduced
the severity of PTSD when assessed according to independent evaluation and self-report. After treatment, prolonged
exposure and prolonged exposure with cognitive restructuring were associated with lower PTSD severity scores
than wait list controls (p < .05). The effect was sustained
at the 3-month follow-up visit.
Some patients did not achieve 70% reduction of PTSD
symptoms. They were classified as partial responders and
received a treatment extension to 12 sessions. Only 43%
of prolonged exposure patients needed such extended
treatment, whereas two thirds of patients treated with prolonged exposure plus cognitive restructuring required extension, suggesting that prolonged exposure alone may be

the more efficient treatment program. At sessions 6 and 8,
PTSD severity was reduced to a significantly greater extent for prolonged exposure alone compared with prolonged exposure combined with cognitive restructuring
(Figure 4).
Further support for prolonged exposure and cognitive
therapy was provided by Marks et al.,48 who compared exposure, cognitive restructuring, the combination, and a relaxation control condition. As in the ongoing study
(E.B.F., unpublished data, July 1999), good end-state
functioning was observed posttreatment. Similar to our
findings, exposure therapy alone yielded the greatest number of participants achieving good end-state functioning,
although these differences failed to reach significance.
The studies described above were conducted primarily
with trauma victims whose traumas occurred in adulthood.
However, cognitive-behavioral programs were found to be
successful in reducing PTSD following childhood sexual
abuse. In a pilot study of 12 childhood sexual abuse survivors with PTSD, Smucker et al.49 used a variant of exposure therapy termed imagery rescripting. This technique
involves (1) prolonged reliving of the childhood sexual
abuse memory, (2) mastery imagery (driving out the perpetrator), (3) adult-nurturing-child imagery, (4) writing
a letter to the perpetrator or other family member, and (5)
the adult “checking in” with the child. Patients were randomly assigned to 9 sessions of either stress inoculation
training plus prolonged exposure or imagery rescripting
(2 sessions lasting 120 minutes and 7 sessions lasting 90
minutes).
The 12 patients who participated in the study had experienced childhood sexual abuse at 4 to 11 years of age. The
mean age of survivors enrolled in the study was 35 years,
and most (64%) were rape victims. Childhood sexual
abuse had been carried out by a father or stepfather in 67%
of cases and had occurred at least once a week in 75% of
victims.
Mean severity of all PTSD symptoms (reexperiencing,
avoidance, and arousal) was markedly reduced following
stress inoculation training plus prolonged exposure and
J Clin Psychiatry 2001;62 (suppl 17)
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imagery rescripting treatment; the reduction was sustained
at follow-up (Figure 5).

CONCLUSION
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Cognitive Processing Therapy
Cognitive processing therapy (CPT) is another combined treatment approach specifically tailored to treat the
symptoms of PTSD in rape victims.50 The treatment approach is concerned with processing the traumatic
memory (see Factors Impeding Natural Recovery). CPT
includes exposure and cognitive components, but these
differ from those described above. In CPT, exposure consists of repeatedly writing accounts of the traumatic experience. Another factor distinguishing CPT from traditional
cognitive therapy is the focus of cognitive restructuring on
5 primary themes—safety, trust, power, esteem, and intimacy—believed to comprise the core difficulties in female
rape victims.31 Treatment consists of 12 weekly sessions.
In a quasi-experimental study, Resick and Schnicke50
treated 19 rape victims with group CPT and compared
their results with a wait list control group. Assessment of
PTSD symptoms and depression, obtained by standardized self-report, suggested that CPT had a similar benefit
to the cognitive-behavioral approach. Clients who received CPT showed greater reduction in PTSD symptoms
and depression than controls (on one self-report PTSD
scale, mean symptom reduction for CPT was 40% vs.
1.5% for wait list controls), and the improvement was sustained at 6-month follow-up.

Exposure therapy in particular has been demonstrated
to work well for PTSD and related disturbances (e.g.,
depression) following adult victimization and childhood
abuse. Counseling does not appear as effective as exposure therapy, but is better than no therapy. In the first
author’s experience, the vast majority of PTSD patients
embrace exposure therapy if the rationale for treatment is
clearly explained and its effectiveness delineated. The
process is interactive between patient and therapist and is
altered to fit the individual responses of the patient as
therapy progresses.
Indications for using exposure treatment include pervasive trauma-related anxiety and avoidance, anxiety about
the PTSD symptoms themselves, and fear of loss of control or “going crazy.” Interpretation of the PTSD symptoms as dangerous (“something terrible is going to happen
to me”) is highly predictive of PTSD development and responds well to exposure therapy. Contraindications include psychosis, severe dissociative symptoms, substance
abuse, and PTSD symptoms related to realistic guilt and
shame, for example, when the patient was traumatized by
being the perpetrator in the trauma.
Rates of traumatic events and resulting PTSD are high,
and, because of the chronicity of the disorder, the PTSD
population is always growing. It is therefore imperative
that we use our increasing knowledge of the biological and
psychological factors involved in PTSD to develop efficacious and cost-effective treatments for these individuals.
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Three important psychological factors involved in the
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engagement with the trauma memory, organization and articulation of the trauma narrative, and maintaining balanced core beliefs about the world and about oneself. All 3
factors are related to natural recovery from a recent
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A common misconception of individuals with anxiety
disorders is that anxiety during confrontation with a feared
situation remains indefinitely unless escape is realized
and will cause “disastrous consequences” such as loss of
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