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Objective: Women who develop symptoms of posttraumatic stress disorder (PTSD) and depression
subsequent to interpersonal trauma are at heightened risk for future intimate partner violence (IPV)
victimization. Cognitive–behavioral therapy (CBT) is effective in reducing PTSD and depression
symptoms, yet limited research has investigated the effectiveness of CBT in reducing risk for future IPV
among interpersonal trauma survivors. Method: This study examined the effect of CBT for PTSD and
depressive symptoms on the risk of future IPV victimization in a sample of women survivors of
interpersonal violence. The current sample included 150 women diagnosed with PTSD secondary to an
array of interpersonal traumatic events; they were participating in a randomized clinical trial of different
forms of cognitive processing therapy for the treatment of PTSD. Participants were assessed at 9 time
points as part of the larger trial: pretreatment, 6 times during treatment, posttreatment, and 6-month
follow-up. Results: As hypothesized, reductions in PTSD and in depressive symptoms during treatment
were associated with a decreased likelihood of IPV victimization at a 6-month follow-up even after
controlling for recent IPV (i.e., IPV from a current partner within the year prior to beginning the study)
and prior interpersonal traumas. Conclusions: These findings highlight the importance of identifying and
treating PTSD and depressive symptoms among interpersonal trauma survivors as a method for reducing
risk for future IPV.
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Intimate partner violence (IPV) remains one of the most serious
and complex public health problems faced by women in the United
States (Centers for Disease Control and Prevention, 2009). Na-
tional surveys indicate that approximately 25% of American
women will experience IPV in their lifetime (Breiding, Black, &
Ryan, 2008; Tjaden & Thoennes, 2000), and the mental health
consequences of IPV place a large burden on health care systems
(Rivara et al., 2007). Prevalence estimates for one of the most
common consequences, posttraumatic stress disorder (PTSD),
range from 31% to 84.4% among IPV survivors (Golding, 1999).

Depression is also a common problem following IPV, with a
weighted mean prevalence estimate of 48% among IPV survivors
(Golding, 1999). Unfortunately, both PTSD and depression are
often chronic in this population and can persist many years after
the abuse has ended (Campbell & Soeken, 1999; Zlotnick, John-
son, & Kohn, 2006).

Given that IPV is so pervasive in the United States and that the
consequences are so costly for victims, families, and society, it is
imperative to develop and evaluate methods aimed at reducing its
occurrence. Toward this end, numerous studies have focused on
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prevention and treatment of the male perpetrators of IPV, but such
interventions have had limited success in reducing IPV (Babcock,
Green, & Robie, 2004; Cornelius & Ressegui, 2007). Due to
concerns related to “blaming the victim,” there has been relatively
limited empirical attention to characteristics of victims of IPV and
to psychotherapy interventions aimed at enhancing women’s
safety (Cattaneo & Goodman, 2005). Yet, previous interpersonal
violence in childhood and/or adulthood is a risk factor for IPV
(Black, Heyman, & Slep, 2001; Coid et al., 2001; Cougle, Resnick,
& Kilpatrick, 2009; Desai, Arias, Thompson, & Basile, 2002;
Whitfield, Anda, Dube, & Felitti, 2003). Therefore, although
victim-blaming concerns are legitimate, it is also important to
identify factors that clinicians and survivors of interpersonal vio-
lence can influence in order to reduce women’s risk for future IPV
(Dutton, 2009; Noll, 2005).

The link between previous interpersonal violence and subse-
quent IPV may be due, in part, to symptoms of PTSD and depres-
sion resulting from previous interpersonal traumas (see Classen,
Palesh, & Aggarwal, 2005; Messman-Moore & Long, 2003). Al-
though much of the research to date has focused on sexual revic-
timization as an outcome as opposed to IPV per se, several studies
have highlighted the role of PTSD in subsequent interpersonal
victimization (e.g., Cloitre, Scarvalone, & Difede, 1997;
Messman-Moore, Brown, & Koelsch, 2005; Risser, Hetzel-Riggin,
Thomsen, & McCanne, 2006). Only a few studies have examined
the prospective association between PTSD and risk for IPV vic-
timization, and these studies have yielded somewhat discrepant
findings. One longitudinal study of community women found that
PTSD symptoms from a variety of traumas predicted future inter-
personal victimization from a nonintimate partner but did not
predict future IPV (Cougle et al., 2009). In contrast, in their
longitudinal study of IPV survivors, Krause, Kaltman, Goodman,
and Dutton (2006) found that PTSD symptoms significantly in-
creased the likelihood of IPV victimization at a 1-year follow-up
even after controlling for childhood abuse, length of involvement
in the relationship, and baseline IPV. Similarly, Bell, Cattaneo,
Goodman, and Dutton (2008) found that more severe PTSD symp-
toms increased women’s risk for future psychological abuse at an
18-month follow-up. Finally, another longitudinal study using data
from the Chicago Women’s Health Study found that PTSD symp-
tom severity predicted future IPV above and beyond the effects of
previous interpersonal violence experiences, help-seeking behav-
iors, social support, and depression symptoms (Perez & Johnson,
2008). Thus, three of four published studies have revealed PTSD
symptoms to be predictive of future IPV. The discrepant findings
observed in Cougle et al.’s study may be attributable to differences
in the measurement of PTSD and IPV in their study. For example,
Cougle et al. coded individual PTSD symptoms as dichotomous
variables (present or absent), whereas the other studies measured
PTSD symptoms as continuous variables.

We theorize, consistent with the majority of empirical research,
that PTSD symptoms may increase risk for IPV among interper-
sonal violence survivors via emotional numbing symptoms. The
emotional numbing symptoms of PTSD, which involve a general
suppression or analgesia of emotional responsiveness, may impede
survivors’ ability to detect and/or respond to actual risk (Chu,
1992; Messman-Moore & Long, 2003). Consistent with this the-
oretical conceptualization, Krause et al. (2006) found that emo-
tional numbing was the only PTSD symptom cluster that signifi-

cantly predicted the odds of IPV revictimization among IPV
survivors.

Depression symptoms have also been implicated as a potential
mental health risk factor for general revictimization. In separate
studies of college women, Gidycz and colleagues (Gidycz, Coble,
Latham, & Layman, 1993; Gidycz, Hanson, & Layman, 1995)
found that symptoms of depression (and anxiety) preceded revic-
timization among college students. Similarly, Acierno, Resnick,
Kilpatrick, Saunders, and Best (1999) found that depression in-
creased women’s risk of future physical assault (and PTSD) fol-
lowing IPV exposure. Finally, Cougle et al. (2009) found that
depression, but not PTSD symptoms, predicted future IPV victim-
ization among a large community sample of women. Depression
symptoms may increase risk for IPV via a reduced cognitive and
affective capacity by which to detect potential abusers, detect
physical IPV triggers, and/or make decisions to avoid risk. Feel-
ings of guilt, worthlessness, helplessness, or hopeless may also
impede the termination of abusive relationships or potentially
abusive relationships. Additionally, the low motivation and energy
levels characteristic of depression may also interfere with one’s
ability to escape from dangerous situations or potentially violent
relationships (Breslau, Davis, Andreski, Peterson, & Schultz,
1997; Cougle et al., 2009).

Although symptoms of PTSD and depression appear to be
important mental health risk factors for subsequent interpersonal
violence, there is scant research examining the impact of interven-
tions aimed at reducing psychological distress on the risk of future
victimization among at-risk populations. Of note, interpersonal
violence prevention programs that focus on psychoeducation have
been shown to be efficacious for women who have not already
experienced interpersonal victimization but have demonstrated
inconsistent results with previous survivors of interpersonal vio-
lence (Breitenbecher & Gidycz, 1998; Breitenbecher & Scarce,
2001; Hanson & Gidycz, 1993; Marx, Calhoun, Wilson, & Mey-
erson, 2001). Given that many women develop symptoms of PTSD
and depression subsequent to experience of interpersonal violence
(Acierno et al., 1999; Golding, 1999) and that PTSD and depres-
sion symptoms increase risk for future victimization, interventions
aimed at reducing these symptoms may reduce the likelihood of
future IPV. Fortunately, there is strong support for cognitive–
behavioral therapy (CBT) in producing reductions both in PTSD
and in depression symptoms among survivors of interpersonal
trauma (Iverson, Lester, & Resick, 2011). However, when we
reviewed the published treatment outcome literature, we could not
locate a single study that examined whether reductions in PTSD
and/or depression symptoms among interpersonal trauma survi-
vors are associated with a decreased likelihood of future IPV
victimization.

In order to examine the association between decreases in symp-
toms of PTSD and depression during CBT and risk of future IPV
victimization, we utilized data from a randomized clinical trial of
cognitive processing therapy (CPT) for women who were inter-
personal trauma survivors with PTSD (Resick et al., 2008). CPT is
a type of CBT. It is an ideal treatment with which to examine such
effects because it has been shown to result in significant decreases
both in PTSD and in depressive symptoms in three well-controlled
trials for female interpersonal violence survivors (Chard, 2005;
Resick et al., 2008; Resick, Nishith, Weaver, Astin, & Feuer,
2002). Therefore, on the basis of research and theory described
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previously, we hypothesized that women who benefited signifi-
cantly from treatment, as indexed by reductions in PTSD and
depressive symptoms, would report less IPV victimization 6
months after treatment.

Method

Participants

This study included 150 women with PTSD secondary to an
index event of sexual or physical assault in childhood and/or
adulthood, age 18 and over, who participated in a larger disman-
tling study of CPT for PTSD (for a full description, see Resick et
al., 2008). In brief, women were randomized to receive full CPT
(n � 53), cognitive portion only (CPT-C; n � 47), or the written
account only (WA; n � 50). All women met criteria of the
Diagnostic and Statistical Manual of Mental Disorders (4th ed;
DSM–IV; American Psychiatric Association, 1994) for PTSD as
measured by the Clinician-Administered PTSD Scale (Blake et al.,
1995).

In terms of sample characteristics, women were an average of
35.4 years of age (SD � 12.4). Over half of the women (62%) were
Caucasian, 34% were African American, and 4% identified them-
selves as belonging to other racial groups. On average, participants
had completed 13.8 years of education (SD � 2.8). Approximately
half (53.7%) had an annual income of less than $20,000 per year.
Approximately 20% of the sample was married or cohabiting.
Most of the women in this sample had experienced multiple forms
of interpersonal violence victimization prior to entering the study.
Approximately 84% of the sample reported adult physical assault,
80.7% reported adult sexual victimization, 78% reported child
sexual abuse (60% penetrative sexual abuse), and 77% reported
childhood physical abuse. The average length of time since the
index event was 14 years; this is because a significant portion of
participants (45.3%) reported child sexual or physical abuse as
their index event. Overall, 19.3% of the intent-to-treat (ITT) sam-
ple reported IPV as their index event.

Of the 150 women in the ITT sample, 24 did not return for their
first session of therapy, 126 completed one or more therapy ses-
sions (i.e., treatment starters), and 86 completed all 12 hr of
therapy (i.e., treatment completers). Women in the ITT sample
completed an average of 8.0 therapy hours (SD � 5.12; range:
0–12 hr). Women who began treatment (i.e., treatment starters)
completed an average of 9.5 hr of therapy (SD � 5.12, range: 1–12
hr) over the course of 7.3 weeks (SD � 1.30).

Measures

Standardized trauma interview. The standardized trauma
interview was adapted from Resick, Jordan, Girelli, Hutter, and
Marhoefer-Dvorak’s (1988) treatment study. It includes both
investigator-generated and standardized questionnaires to assess
demographic characteristics as well as physical and sexual victim-
izations occurring in childhood and adulthood (full descriptions of
questionnaires and psychometric properties are provided in Resick
et al., 2008). Because the amount of previous interpersonal trauma
may impact women’s risk for future IPV (McKinney, Caetano,
Ramisetty-Mikler, & Nelson, 2009), items from this interview
were used to quantify the cumulative amount of interpersonal

trauma exposure to be included as a covariate in the analyses. A
series of four questions assessed the frequency of rape, attempted
rape, other sexual assault, and physical assault that occurred in
childhood (before 16th birthday) and in adulthood (after 16th
birthday). Each item was rated on a Likert-type scale ranging from
0 (never) to 6 (more than 20 times). The eight responses to these
items were summed to form a lifetime prior interpersonal trauma
score.

Conflict Tactics Scale (CTS), Physical Aggression subscale
(Straus, 1979). IPV was assessed with a modified version of the
original CTS as part of the Standardized Trauma Interview, which
has demonstrated reliability and validity (Straus, 1990). We ad-
ministered the 8-item Physical Assault subscale plus 3 additional
items to assess IPV. Respondents reported on the frequency of
abusive behaviors perpetrated by their current partner and most
recent previous partner. Respondents were asked about IPV per-
petrated by their current partner within the past year (i.e., violence
from a current partner within the past year) and IPV by a previous
partner during the last year they were together. If they had multiple
partners who engaged in IPV in the past, they were asked to
respond in terms of the one who most frequently used IPV. IPV
scores were computed by summing the number of positively
endorsed items, with total scores ranging from 0 to 11. This
computation method, known as the variety score, has desirable
psychometric properties (Moffitt et al., 1997). Additionally, vari-
ety scores reduce skewness and estimation errors common in the
recall of high-frequency behaviors and circumvent the need to
weight different aggressive acts by their presumed severity. IPV
scores were the maximum score both from current and from
previous relationships as reported at the pretreatment assessment,
resulting in two IPV variables at pretreatment: lifetime IPV (i.e.,
IPV from a previous partner at some point during one’s lifetime)
and pretreatment IPV (i.e., IPV from a current partner within the
past year). The only modification to this measure at the 6-month
follow-up assessment was to ask about relationships within the
past 6 months as opposed to a year, resulting in an IPV at 6-month
follow-up variable. The Physical Assault subscale of the CTS had
high internal consistency, with coefficient alphas of .89 for current
IPV and .88 for past IPV reported at pretreatment and .83 for IPV
reported between the period of posttreatment and the 6-month
follow-up.

Beck Depression Inventory—II (BDI–II; Beck, Steer, &
Brown, 1996). The BDI–II consists of 21 items assessing de-
pressive symptoms corresponding with DSM–IV criteria for major
depressive disorder, with higher total scores indicating more se-
vere depressive symptoms. The BDI–II has demonstrated reliabil-
ity and validity in heterogeneous outpatient samples (Beck et al.,
1996). The alpha coefficient for the current study was .91.

Posttraumatic Diagnostic Scale (PDS; Foa, 1995). The PDS
is a 49-item self-report measure that assesses trauma history and
DSM–IV criteria for PTSD. Respondents rate the frequency of each
symptom on a scale ranging from 0 to 3, with higher scores
indicating higher frequency of PTSD symptoms. The PDS includes
a symptom severity score (range 0–51) that is obtained by sum-
ming an individual’s responses from each item. The PDS has
demonstrated reliability and validity (Foa, Cashman, Jaycox, &
Perry, 1997). The alpha coefficient for the current study was .88.
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Procedures

Participants were assessed at nine time points throughout the
trial: at pretreatment, at six points during treatment (i.e., every
week of therapy), and at a 6-month posttreatment follow-up. As
noted previously, after they completed the pretreatment assessment
all participants were randomly assigned to one of three CPT
therapy conditions: CPT, CPT-C, or WA. Therapists included one
woman with a master’s degree and seven women with doctorates
in clinical psychology; each therapist conducted approximately
equal numbers of therapy cases in each condition. All treatment
sessions were videotaped, and treatment adherence and compe-
tence were closely monitored. All three treatments were scheduled
to be completed in 6 weeks and involved 12 hr of therapy. A brief
description of the three treatments is provided below (for further
details, see Resick et al., 2008).

CPT. CPT followed the manual as written by Resick and
Schnicke (1993) and included updated forms found in Resick
(2001). CPT is a structured protocol in which the primary goal of
treatment is to help clients learn skills to recognize and challenge
cognitive distortions, first focusing on those related to their worst
traumatic events and then the meaning of the events in terms of
their self, others, and the world. Therapy includes education about
PTSD; identification of relationships between events, thoughts,
and emotions; and the development of alternative, more balanced
thinking. The full CPT package includes detailed written accounts
(WA) of the index traumatic event and daily readings of these
written accounts during the early and middle sessions of therapy.
Cognitive therapy is used during sessions and via worksheets
completed between sessions to help clients identify cognitive
distortions that interfere with recovery from PTSD and to promote
balanced thinking.

CPT-C. The CPT-C protocol was identical to the full CPT
protocol except for the omission of the detailed writing account
and readings of the written trauma account. The therapy is also
trauma focused but emphasizes additional Socratic questioning
and cognitive work in lieu of the account. There is an additional
emphasis on cognitive skills, including further applications of
event–thought–emotion worksheets for cognitive skills practice
and generalization.

WA. The design of the WA protocol was developed to main-
tain the integrity of the written account intervention in the full CPT
protocol by expanding upon the written account component of
CPT (i.e., participants were asked to engage in their writing during
therapy sessions and to read it back to the therapist). Sessions 1
and 2 were 60 min each and consisted of a treatment overview,
PTSD psychoeducation, instructions regarding subjective units of
distress (SUDS), and script construction for the index trauma.
During the remaining five sessions, participants briefly met with
the clinician and then spent 45–60 min writing about their index
trauma and provided SUDS ratings and the beginning and end of
the writing assignment, as well as ratings of strong emotions.
Following the end of the written assignment, the client read the
account aloud to the therapist. Following the reading, therapists
made nondirective and supportive comments, provided occasional
education, and probed for the client’s emotions, but they did not
conduct any cognitive therapy or try to challenge the client’s
cognitive distortions. For homework assignments, clients were

asked to complete their written account if they had not during the
session, read it daily, and record SUDS ratings.

Statistical Analyses

Growth curve analyses from a multilevel regression framework
(Singer & Willett, 2003) produced estimates of change over time
in PTSD and depressive symptoms. This approach is particularly
well suited for the current data because it accommodates varying
time intervals between assessment points. Similarly, data can be
analyzed for all women who were randomized to treatment, re-
gardless of whether they began treatment or provided any
follow-up assessment data (i.e., ITT sample). The analyses in-
cluded eight assessment points (i.e., pretreatment, every week
during the 6 weeks of therapy, and posttreatment) to assess
changes in PTSD and depressive symptoms. There was some
variability in the timing of the assessments across participants.
Therefore, time was included in the models as a variable indicating
the number of days that had elapsed since the initial assessment.
Although a clinician-administered assessment of PTSD symptoms
(i.e., the CAPS) was available at pretreatment and posttreatment,
self-reported PTSD as measured by the PDS was examined for the
primary analyses because it was administered at eight assessment
points (i.e., pretreatment, every week during the 6 weeks of treat-
ment, and posttreatment). This increases power and allows for the
use of multilevel regression procedures to derive precise estimates
of change during the course of treatment and the associated rela-
tionships with IPV at the 6-month follow-up. Additionally, the
PDS has been shown to correspond well with the CAPS (Griffin,
Uhlmansiek, Resick, & Mechanic, 2004). The growth curve anal-
yses were conducted with the hierarchical linear and nonlinear
modeling software program (Raudenbush, Bryk, & Congdon,
2005) using full maximum likelihood estimation.

Multilevel regression techniques were developed to analyze
nested or hierarchical data structures (Raudenbush & Bryk, 2002).
For a longitudinal design, repeated assessments are nested within
individuals. The repeated-measures, or within-subjects, compo-
nent of the model is referred to as Level 1, whereas the between-
individuals component of the model is referred to as Level 2
(person level). Most applications of growth curve analyses exam-
ine the prediction of change over time (Level 1 processes) by
person level variables (Level 2 predictors). Our primary goal in the
study was to examine how changes in symptoms during treatment
(Level 1 processes) predicted IPV (Level 2 outcome) at the 6-
month follow-up assessment occasion. Standard growth curve anal-
yses with PTSD and depressive symptoms as outcomes were
conducted, and the Level 1 empirical Bayes estimates of change
parameters (initial status and change over time) that hierarchical
linear modeling derived for each participant were saved into a
separate data file (Raudenbush et al., 2005). These change param-
eters were then included as predictors of a series of multiple
regression analyses to examine how change over time in PTSD and
depressive symptoms during treatment predicted IPV at the
6-month follow-up assessment occasion. Because we were inter-
ested in the overall symptom reductions from pre- to posttreat-
ment, linear change models were evaluated. This produced esti-
mates of two change parameters for all participants: initial status
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(b0) and change over time (b1).1 Because hierarchical linear mod-
eling does not produce a standardized regression coefficient, to
help interpret the strength of Level 1 (i.e., within-participants) time
effects, we report the change in sigma square (��2), which repre-
sents how much of the within-subjects variance is accounted for by
time.

Of the 150 women in the ITT sample, 81% (n � 121) completed
the 6-month follow-up assessment and therefore provided IPV
outcome data. Participants who completed the 6-month follow-up
assessment attended more hours of treatment than participants who
did not complete follow-up assessment, M � 8.81 (SD � 4.71) vs.
M � 4.41 (SD � 5.34), F(1, 149) � 16.60, p � .001. Additionally,
participants who completed the follow-up assessment reported
significantly lower posttreatment PTSD severity, M � 14.35
(SD � 4.71) vs. M � 26.50, F(1, 117) � 6.67, p � .01, and
depression severity, M � 12.68 (SD � 12.94) vs. M � 27.00
(SD � 12.54), F(1, 117) � 9.18, p � .01, than participants who did
not complete the follow-up. Of note, however, there were no
significant differences in lifetime IPV history or IPV at pretreat-
ment in terms of completion of the 6-month follow-up assessment.
For all subsequent growth curve analyses, all available PTSD and
depression symptom data from the 150 women in the ITT sample
were included in the growth curve analyses regardless of whether
the women dropped out of treatment or did not complete one or
more assessment occasions. Percentage of treatment completed
was explored as a covariate in the analyses and treatment condition
(CPT, CPT-C, WA) were explored in the analyses. Neither vari-
able was a significant predictor of IPV victimization at 6-month
follow-up; therefore, both variables were excluded from the cur-
rent analyses. Exposure to IPV is a risk factor for further IPV
victimization (Cougle et al., 2009), and we therefore explored
lifetime IPV as a predictor of IPV at the 6-month follow-up.
Lifetime IPV was not found to be a significant predictor of IPV at
the 6-month follow-up; therefore, it was not included in the current
analyses. Finally, because recent IPV and the frequency of prior
interpersonal traumas may influence the likelihood of future IPV
(Krause et al., 2006; McKinney et al., 2009), we controlled for
both of these exposures in all of the analyses.

Results

Approximately 61% (n � 91) of the 150 women in the ITT
sample reported a lifetime history of IPV, and 16% (n � 24)
reported IPV perpetrated by their current partner within the year
prior to the pretreatment assessment. Of the 118 women in the ITT
sample who completed the 6-month follow-up assessment, 22%
(n � 26) reported that they experienced IPV victimization in the 6
months following treatment.

The initial growth curve analyses indicated that both PTSD,
b1 � �.17, t(149) � �12.38, p � .001, ��2 � .56, and depressive
symptoms, b1 � �.16, t(149) � �12.16, p � .001, ��2 � .50,
exhibited significant mean-level decreases from pre- to posttreat-
ment. The growth curve analyses also indicated significant vari-
ability across participants in change over time both in PTSD and in
depressive symptoms. Figure 1 depicts mean level change in PTSD
over time as well as change at one standard deviation (SD) above
and below the mean level change. The pattern of change in
depressive symptoms mirrored that of PTSD symptoms.

The next step of the analyses examined the impact of the change
parameters from the growth curve analyses on IPV at the 6-month
follow-up assessment. Descriptive statistics and bivariate correla-
tions among study variables are presented in Table 1. PTSD and
depressive symptoms were highly correlated at baseline, and
change in PTSD symptom severity during treatment was also
highly correlated with change in depression symptom severity.
Pretreatment IPV (i.e., exposure to IPV from a current partner
within the past year) was not associated with initial status (i.e.,
pretreatment PTSD and depression symptoms), which is likely a
function of a restricted range of PTSD and depressive severity
inherent in a PTSD clinical sample (i.e., ceiling effects resulting
from the fact that all participants had to meet full diagnostic
criteria for PTSD to be included in the parent trial). Additionally,
although pretreatment IPV levels were not associated with change
in PTSD or depressive symptoms during treatment, change in
PTSD and depression symptoms during treatment were both asso-
ciated with IPV at the 6-month follow-up assessment.

A series of hierarchical multiple regression analyses further
examined the association between the PTSD and depression symp-
tom change parameters and IPV levels at the 6-month follow-up
assessment. For individual coefficients, the squared partial regres-
sion coefficient ( pr2) was calculated as an effect size indicator for
significant effects, with .01, .06, and .14 as suggested cutoffs for
small, medium, and large effect sizes (Kirk, 1996). As presented in

1 Growth curve modeling conducted within a structural equation frame-
work can include change parameters as predictors of distal outcomes.
However, the current data set was not appropriate for this type of analysis
because of the substantial variability in timing of assessments across
participants.

Figure 1. Depiction of the PTSD severity change model with time
represented as the number of days since the pretreatment assessment.
The solid line depicts the mean level of change in PTSD severity in the
intent-to-treat (ITT) sample. The dashed lines are included to illustrate
the variability in PTSD severity change in the ITT sample and depict
change at 1 standard deviation (SD) above and 1 SD below the mean
level of change. The boxes depict 6-month follow-up IPV levels for
individuals exhibiting weaker (i.e., 1 SD above the mean, indicating a
shallower decline) and stronger (i.e., 1 SD below the mean, indicating
steeper declines) treatment responses. PTSD � posttraumantic stress
disorder; IPV � intimate partner violence.
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Table 2, significant associations were found between change in
PTSD, b � 3.37, t(118) � 3.06, p � .05, pr2 � .07, and depressive
symptoms, b � 3.49, t(118) � 2.93, p � .05, pr2 � .07, over time
and IPV at the 6-month follow-up. Further, these associations
remained significant when controlling for pretreatment IPV levels
and prior exposure to interpersonal trauma.

To elucidate the nature of these effects, we evaluated the re-
gression equations at different levels of symptom change to com-
pute values for IPV at the 6-month follow-up assessment for
individuals who responded well to treatment and for individuals
who did not respond well to treatment (see boxes in Figure 1).
Participants exhibiting a change in PTSD 1 SD below the mean
(the dashed line in Figure 1 with the steeper slope, indicative of a
stronger treatment response) had a corresponding value of .10 on
the CTS at the 6-month follow-up IPV variable, and participants
exhibiting a change in PTSD symptoms 1 SD above the mean (the
beaded line in Figure 1 with the shallower slope, indicative of a
weaker treatment response) had a corresponding value of .85 on
the CTS at the 6-month follow-up IPV variable. In other words,
better PTSD treatment response was associated with lower IPV
levels at the 6-month follow-up; whereas those participants with
weaker treatment responses reported higher levels of IPV at the
6-month follow-up. In looking at change in depression symptoms,
these estimates were .28 and .95 on the CTS for individuals 1 SD
below and above, respectively, the mean level of change in de-
pression symptoms. Thus, individuals with stronger treatment re-
sponses on depression reported lower IPV levels at the 6-month
follow-up and those with weaker treatment responses reported
higher IPV levels at the 6-month follow-up. Examination of the
change score in clinician-evaluated PTSD symptoms and diagnos-
tic status from pretreatment to posttreatment revealed a pattern of
results similar to those found with the self-report measure of
PTSD.2

Discussion

To our knowledge, the current study is the first investigation of
the effects of CBT for PTSD and depression symptoms on future
IPV risk among interpersonal trauma survivors. Consistent with
our hypothesis, women who experienced reductions in PTSD and
depressive symptoms over the course of treatment reported less
IPV at a 6-month follow-up relative to women who did not
respond to treatment, in terms of reductions in PTSD and depres-
sion symptoms. Women who experienced improvements in PTSD

and depression were less likely to report IPV at the 6-month
follow-up, even after controlling for the effects of being in a
current relationship with recent IPV at the pretreatment assessment
and the total number of lifetime sexual and physical interpersonal
traumas experienced. As one of the only studies to examine the
effect of decreases in PTSD and depression symptoms on risk for
future IPV among interpersonal trauma survivors, this study pro-
vides information that may aid intervention and efforts for women
seeking services for interpersonal trauma.

Although in absolute numbers there were no differences from
pretreatment to 6-month follow-up in the numbers of women who
reported IPV, the proportion of IPV endorsed by the ITT sample at
the 6-month follow-up period of the current study was quite high
(22%). Some of these women represent new cases of IPV in that
they had not reported IPV at pretreatment. The finding that reduc-
tion in PTSD and depression predicts lower IPV indicates that
those who did not recover from their PTSD or depression were at
particular risk for new IPV or IPV revictimization. Clearly, IPV
victimization is a significant problem among individuals who have
experienced interpersonal trauma, even among those who have
recently sought mental health treatment. It is important to remem-
ber that this sample had been multiply traumatized over a long
period of time, so those who did not respond to treatment may have
needed longer intervention and assistance than the 12 hours of
therapy that was offered in this study. Furthermore, although
clinicians can help reduce women’s risk for IPV by treating their
PTSD and depressive symptoms, prevention of IPV also necessi-
tates effective interventions with IPV perpetrators.

2 The Clinician-Administered PTSD Scale (CAPS: Blake et al., 1995)
was also administered pretreatment and posttreatment, and both changes in
PTSD symptom severity and diagnostic status were examined. Change in
PTSD symptoms severity (computed by subtracting posttreatment CAPS
severity scores from pretreatment CAPS severity scores) was significantly
associated with 6-month follow-up IPV levels (r � .25, p � .01), and this
effect was maintained when controlling for pretreatment IPV levels. Ad-
ditionally, a one-way analysis of variance with PTSD status as the factor
and 6-month follow-up IPV levels as the dependent variable revealed that
participants who met criteria for PTSD at posttreatment, n � 32, M � 1.31,
(SD � 2.12), endorsed significantly higher levels of IPV at the 6-month
follow-up than participants who no long met criteria for PTSD, n � 78,
M � 0.23, (SD � 0.66), F(1, 108) � 16.60, p � .01, partial �2 � .24.
Again, a follow-up analysis of covariance confirmed that this effect was
maintained when controlling for pretreatment IPV levels.

Table 1
Descriptive Statistics and Correlations Among Study Variables

Variable 1 2 3 4 5 6 M SD

1. Pretreatment IPV (CTS) — 0.34 1.24
2. Prior interpersonal trauma .04 — 12.5 8.90
3. PTSD initial status (�0) .13 .12 — 29.59 6.68
4. PTSD change over time (�1) �.05 �.03 .01 — �0.18 0.10
5. Depression initial status (�0) .09 .03 .71� .12 — 27.41 8.34
6. Depression change over time (�1) .01 .01 �.04 .82� �.10 — �0.16 0.10
7. Six-month follow-up IPV (CTS) .06 .01 �.06 .27� .03 .26� 0.50 1.29

Note. SD � standard deviation; IPV � intimate partner violence; CTS � Conflict Tactics Scale; PTSD �
posttraumatic stress disorder; initial status � average scores at pretreatment.
� p � .001.
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The current findings add support for the growing consensus that
mental health symptoms following interpersonal trauma are asso-
ciated with risk of future victimization (Cattaneo & Goodman,
2005; Classen et al., 2005; Messman-Moore & Long, 2003). How
might PTSD and depression symptoms confer risk for IPV among
interpersonal trauma survivors? Presumably, certain PTSD-related
symptoms of (i.e., dissociation and numbing) and depression (i.e.,
depressed mood and/or lack of energy) can be adaptive in the short
run (i.e., to reduce painful emotions, thoughts, bodily sensations
and memories; Follete, Iverson, & Ford, 2009; Resick & Schnicke,
1992), but such symptoms may reduce safety in relationships in the
long-run (Chu, 1992). As we posited earlier, the emotional numb-
ing symptoms of PTSD may put women at risk for IPV because
these symptoms are directly related to reduced reactivity and
distress, including anticipatory anxiety associated with danger
cues, thereby reducing a survivor’s ability to detect and/or respond
to actual risk (Chu, 1992; Krause et al., 2006; Messman-Moore &
Long, 2003). Although women should never be blamed for the IPV
they experience, it is also possible that anger and/or emotion
dysregulation, common responses associated with PTSD among
interpersonal trauma survivors (Cloitre et al., 1997; Orth, Cahill,
Foa, & Maercker, 2008), may increase women’s risk for high
levels of interpersonal conflict and IPV.

In a similar manner, depression symptoms may compromise
cognitive and affective capacity, interfering with the ability to
identify and avoid risky partners or situations or believe one is
worthy of better treatment from one’s partner. The low motivation
levels characteristic of depression may also inhibit escape from
dangerous situations or potentially violent relationships (Breslau et
al., 1997; Cougle et al., 2009). The symptoms of depression,
including feelings of guilt, worthlessness, helplessness, or hope-
less, may also interfere with a woman’s ability to pick safe partners
or impede the termination of an abusive relationship. Although the

mechanisms remain unknown, both PTSD and depressive symp-
toms may cause or exacerbate difficulties in the ability to ade-
quately recognize risk and interfere with safety behaviors in inti-
mate relationships. Moreover, suffering from PTSD and/or
depression symptoms may make a woman look confused or dis-
tracted, marking her as a vulnerable target to potential abusers
(Cloitre & Rosenberg, 2006).

It is also possible that other factors associated with CBT may
have played a role in IPV risk reduction. It is plausible that living
without significant symptoms of PTSD and depression may posi-
tively influence choices and dynamics in intimate relationships
through access to more internal and external resources (Hobfoll,
1989). For example, successful CBT may have led to positive
outcomes, such as more accurate perceptions of situations, in-
creased safety behaviors, sense of self- and communal-efficacy,
and hope. Although not examined in the current study, improve-
ments in women’s sense of empowerment, posttraumatic growth,
self-esteem, emotion regulation abilities, as well as reductions in
dissociation, self-blame, guilt, anger, and alcohol use may have
impacted women’s relationship decisions. Finally, reduced toler-
ance of IPV and increased assertiveness (e.g., “If you ever hit me
I will leave you”) may also impact the likelihood of future IPV. It
is essential to examine potential mediators that explain why CBT
for PTSD helps reduce risk for future IPV among interpersonal
trauma survivors. Such future research will have important impli-
cations for the development and augmentation of targeted preven-
tion and treatment efforts with interpersonal trauma survivors.
Many interpersonal trauma survivors live with undiagnosed PTSD
and depression and could benefit from our greater understanding
of these complex relationships if this can be translated into effec-
tive interventions (Dutton, 2009).

Regardless of the exact mechanisms by which CBT for PTSD
reduces IPV risk, the current findings suggest that enhancing

Table 2
Summary of Regression Analysis Predicting IPV at the 6-Month Assessment

Variable b 95% CI SE (b) B t

PTSD
Step 1 (R2 � .07) (df � 118)

Initial status (�0) �0.01 [�0.05, 0.03] 0.02 �.07 �0.75
Change over time (�1) 3.37 [1.21, 5.53] 1.10 .27 3.06�

Step 2 (R2 � .07) (df � 116)
Initial status (�0) �0.02 [�0.06, 0.02] 0.02 �.08 �0.88
Change over time (�1) 3.45 [1.27, 5.63] 1.11 .28 3.11�

Pretreatment IPV 0.08 [�0.10, 0.26] 0.09 .08 0.89
Prior interpersonal trauma .01 [�0.01, 0.03] 0.01 .03 0.35

Depression
Step 1 (R2 � .08) (df � 118)

Initial status (�0) 0.01 [�0.01, 0.03] 0.01 .06 0.67
Change over time (�1) 3.49 [1.18, 5.80] 1.18 .26 2.93�

Step 2 (R2 � .08) (df � 116)
Initial status (�0) 0.01 [�0.01, 0.03] 0.01 .06 0.62
Change over time (�1) 3.47 [1.12, 5.82] 1.20 .26 2.90�

Pretreatment IPV 0.05 [�0.13, 0.23] 0.09 .05 0.57
Prior interpersonal trauma 0.01 [�0.01, 0.03] 0.01 .01 0.09

Note. IPV � intimate partner violence; PTSD � posttraumatic stress disorder; b � unstandardized regression
coefficient; SE (b) � the standard error of the unstandardized regression coefficient; B � the standardized
regression coefficient; df � degrees of freedom.
� p � .05.

199COGNITIVE–BEHAVIORAL THERAPY AND IPV RISK REDUCTION



available community and social services to include CBT interven-
tions for PTSD and depression symptoms will improve interper-
sonal trauma survivors’ safety in intimate relationships. Therefore,
outreach efforts aimed at identifying and treating individuals who
experience PTSD and/or depression subsequent to interpersonal
trauma may help to reduce the numerous cases of IPV that occur
each year. Although research has shown that psychoeducation is
helpful in reducing victimization among women who have not
experienced interpersonal trauma (Breitenbecher & Gidycz, 1998;
Breitenbecher & Scarce, 2001; Hanson & Gidycz, 1993), treatment
aimed at reducing mental health symptoms may be essential in
promoting the well-being and future safety of women who expe-
rience PTSD and/or depression subsequent to an interpersonal
trauma. Given the promising findings of the current study, it is
important to next examine how the current interventions and other
treatment models (Iverson, Shenk, & Fruzzetti, 2009; Johnson &
Zlotnick, 2006; Kubany et al., 2004) can be implemented and
disseminated in community settings where such mental health
services are immensely needed not only to improve women’s
health but also to reduce women’s risk for IPV (Dutton, 2009). It
is essential, however, that therapists who deliver psychotherapy to
interpersonal trauma survivors be aware of the high risk for IPV
among this population and consider the unique context of ongoing
or future interpersonal violence during assessment and treatment.

The findings from this study should be interpreted in light of
several limitations. First, this study included only women who
reported an interpersonal assault as their index traumatic event.
Thus, it is unclear whether the current results would generalize to
men or to individuals suffering from PTSD secondary to other
types of trauma (i.e., motor vehicle accidents, natural disasters, or
combat). Second, all three groups received an empirically sup-
ported treatment for PTSD (Resick et al., 2008), and we therefore
cannot be certain that gains were related to treatment instead of the
passage of time alone, repeat assessments, or clinician attention.
However, research clearly shows that PTSD and depression symp-
toms are chronic when left untreated (Campbell & Soeken, 1999;
Resick et al., 2002; Zlotnick et al., 2006). Additionally, CPT has
been found to effectively reduce PTSD and depressive symptoms
in several clinical trials employing comparison treatment condi-
tions and wait-list controls (e.g., Chard, 2005; Resick et al., 2002).
Thus, it is unlikely that women would have experienced significant
reductions in PTSD and depression symptoms without active treat-
ment, especially given that the average length of time since the
index event was 14 years, but it would have been ideal to compare
these treatments to a minimal attention control condition in order
to conduct a stronger test of the effect of CBT on reducing future
risk for IPV. Moreover, women who reported higher PTSD and
depression symptoms at posttreatment were less likely to attend
the 6-month follow-up assessment. Therefore, they may have been
more likely to have experienced IPV, and we cannot be sure that
the current results would apply to those with high levels of distress
who did not complete the follow-up assessment portion of the
study.

A third limitation of this study is that it was not possible to
examine simultaneously the effects of decreased PTSD and de-
pression symptoms on IPV victimization in the same regression
model due to the collinearity (r � .82) between these variables.
Fourth, the current study did not include measures of sexual and
emotional IPV, and therefore the study findings may not generalize

beyond the reduction of physical IPV. Finally, although a strength
of the current study is the use of statistically sophisticated methods
to elucidate the prospective effect of psychiatric symptoms as risk
factors for IPV; a more complete understanding of IPV risk ne-
cessitates the examination of the characteristics and processes of
IPV perpetrators as well.

Given the promising findings of the current study, future re-
search is warranted to investigate further the efficacy of psycho-
social treatments for PTSD and depression symptoms for reducing
risk for other forms of retraumatization (i.e., physical and sexual
assaults from a nonintimate partner). Replication of the present
findings with a larger, more heterogeneous sample is needed to
bolster results. Also, a longer follow-up period is needed to fully
assess the impact of treatment on long-term risk for IPV victim-
ization. Sexual coercion and psychological abuse from an intimate
partner should also be examined in future investigations. Similarly,
future studies should examine the extent to which other positive
outcomes associated with treatment (i.e., increased self-esteem or
posttraumatic growth) and women’s use of other types of commu-
nity interventions (i.e., victim advocacy, legal actions) may also
play a role in reducing interpersonal trauma survivors’ risk for
future IPV. Finally, dissemination and implementation research is
needed to understand how psychosocial treatments, such as CPT,
transfer to community and social services settings to reduce psy-
chological distress and revictimization (Dutton, 2009).

In conclusion, women who experience IPV may be involved in
a vicious cycle of abuse, with interpersonal victimization leading
to psychiatric distress in the form of PTSD and depression, fol-
lowed by additional victimization. Our results suggest that that
treating PTSD and depression symptoms among interpersonal
trauma survivors can function to reduce risk for future IPV and
interrupt or prevent this cycle of abuse. Although responsibility for
IPV always rests with the perpetrator, it remains essential to
continue to identify risk factors that can be intervened upon to
promote risk reduction for future IPV among interpersonal trauma
survivors. Such intervention and prevention programs could have
an impact on public health and may help to reduce the staggering
financial costs associated with IPV through the reduction of its
occurrence and its negative health consequences.
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