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Abstract
Objective—The purpose of this study was to examine the potential moderating effect of
posttraumatic stress disorder (PTSD) on the emotion-behavior relationship in individuals with
bulimia nervosa (BN).

Method—A total of 119 women with BN were involved in the study. Participants were divided
into two groups: those with BN and PTSD (n = 20), and those with BN only (n = 99). Ecological
momentary assessment (EMA) procedures were utilized for the examination of affect, frequency
of bulimic behaviors, and the relationship of affect and bulimic behavior over time. The Structured
Clinical Interview for DSM-IV Axis I Disorders was conducted for the diagnosis of BN, PTSD,
mood disorders, anxiety disorders, and substance use disorders. Mood disorders, anxiety disorders,
and substance use disorders functioned as covariates in all analyses.

Results—Statistical models showed that those in the PTSD group reported a greater daily mean
level of negative affect and a greater daily frequency of bulimic behaviors than those in the BN
only group. Moderation was found for the association between negative affect and time in that the
PTSD group showed a faster acceleration in negative affect prior to purging and faster
deceleration in negative affect following purging. The association between positive affect and time
was also moderated by group, indicating that the PTSD group had a faster acceleration in positive
affect after purging than the BN only group.

Conclusion—These findings highlight the importance of recognizing PTSD when interpreting
the emotion-behavior relationship in individuals with BN.
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1. Background
1.1 Posttraumatic stress disorder (PTSD) and bulimia nervosa (BN)

Individuals with bulimia nervosa (BN) are five times more likely to report posttraumatic
stress disorder (PTSD) than those without BN [1]. Despite the increased prevalence of
PTSD among individuals with BN, little is known about the relationship of PTSD and BN.
Some studies have shown that women with PTSD do not exhibit differing severity levels of
disordered eating behaviors than those without PTSD [2,3]. Other studies suggest that PTSD
appears to mediate the association between trauma and disordered eating behaviors [1,4].
That is, although individuals with PTSD may not report a greater frequency of eating
disorder symptoms compared to those without PTSD, experiencing PTSD may be a crucial
piece of the puzzle for examining and treating individuals with BN who have experienced
trauma. Indeed, some researchers theorize that emotion dysregulation is a key component
bridging PTSD and BN [1,4,5].

1.2 Emotional responding in PTSD and BN
Problems with emotional responding and emotion regulation associated with PTSD may
result after a traumatic event, and in turn, increase the risk for the development of BN
[4,5,6,7]. To cope with the heightened emotional sequelae of victimization, an individual
may engage in disordered eating behaviors, in order to avoid cognitively re-experiencing the
traumatic event and to alleviate the hyperarousal and associated emotional distress [1,8].
Additionally, emotion dysregulation is a significant clinical phenomenon that characterizes
both eating disorders and PTSD [5].

Currently little is known about differences in emotional responding between individuals
with simple BN versus individuals with BN and comorbid PTSD. Examination of the
relationship of bulimic behavior to emotions in individuals with and without PTSD may help
clarify the function of the eating disorder behavior in these two groups of patients. The
present study adds to current literature through the use of ecological momentary assessment
(EMA) to measure BN behaviors and emotion variables in real time within the natural
environment. Previous EMA studies have examined the occurrence of BN behaviors in
relation to types of abuse [9], stress [10], anger [11], and nonsuicidal self-injury [12], but to
date, none have explicitly examined the relationships among PTSD, emotional states, and
BN behaviors.

The primary aim of the present study was to examine the potential moderating effect of
PTSD on the affect-behavior relationship in individuals with BN. Three specific research
questions were investigated:

1. Do BN participants with and without a diagnosis of PTSD differ in regard to level
of affect and variability of affect? We hypothesized that participants with BN and
PTSD would report more negative affect, less positive affect, and more variability
in affect than those with BN only.

2. Do participants with and without a diagnosis of PTSD differ in regard to the daily
aggregated frequency of bulimic behavior? Participants with BN and PTSD were
expected to report a greater frequency of bulimic behaviors than those with BN
only.

3. Do participants with and without a diagnosis of PTSD differ in regard to the
relationship of affect and bulimic behavior over time? We also predicted that
participants with PTSD and BN would show a stronger association between
negative affect and bulimic behaviors both prior to and following binge eating and
purging episodes than those with BN only. Additionally, participants with PTSD
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and BN were hypothesized to report a weaker association between positive affect
and bulimic behaviors both before and after binge eating and purging episodes than
those with BN only.

2. Method
2.1 Participants

The sample of participants included 119 women who met DSM-IV criteria for BN. Most
participants were single, or never married (86%), Caucasian (97%), and had at least some
college experience (60%). All women were at least 18 years of age (M = 24.98, SD = 7.42,
range 18–55). The mean BMI for the sample was 24.01 (SD = 5.40). Participant recruitment
involved advertisements in eating disorder clinics, college campuses, and the general
community. Participants met the following inclusion criteria: a DSM-IV diagnosis of BN
and medical and psychiatric stability for a minimum of 6 weeks. Pregnant women, men, and
individuals below 18 years of age were excluded from the study. Based on PTSD screening,
which will be described below, 20 participants were identified as having current diagnoses
of both BN and PTSD (i.e., BN+PTSD); 99 participants were noted as having a diagnosis of
BN only.

2.2 Assessment
Two assessment procedures were utilized for the present study: diagnostic interviews and
ecological momentary assessments. Participants completed a series of semi-structured
diagnostic interviews and provided responses to questionnaire assessments in a two-week
EMA protocol.

2.2.1 Clinical interview—The Structured Clinical Interview for DSM-IV Axis I
Disorders, Patient Edition [SCID-I/P; 13] is strongly endorsed as a psychometrically
valuable instrument. Structured clinical interviews were conducted for the assessment of
BN, Posttraumatic Stress Disorder (PTSD), and other comorbid psychopathological
conditions. Doctoral level psychologists administered the SCID-I/P to all participants, and
all participants met full DSM-IV criteria for BN. Participants were categorized into two
groups: those who met current DSM-IV criteria for PTSD in addition to BN (i.e., BN
+PTSD; n = 20) and those with BN only (n = 99). Cohen’s kappa (K) reliability coefficients
based on a randomly selected subsample of participants (n = 25) were 1.00 for BN diagnoses
and 1.00 for current PTSD diagnoses.

2.2.2 Ecological momentary assessment—Specific items were selected from a
shortened version of the Positive and Negative Affect Scale [PANAS; 14]; items were
chosen based on their factor loadings. Thirteen items were selected for positive affect [PA]:
alert, attentive, calm, cheerful, concentrating, confident, determined, energetic, enthusiastic,
happy, proud, strong, and relaxed. Eleven items were chosen for negative affect [NA]:
afraid, angry with self, ashamed, disgusted, dissatisfied with self, distressed, irritable, jittery,
lonely, nervous, and sad. Scores for PA ranged from 13 to 65, and scores for NA ranged
from 11 to 55; higher scores indicated a greater level of affect. The PANAS has shown good
internal consistency for both affective states [NA: r = .85; PA: r = .87; 14]. Cronbach’s
alpha values for the current study were 0.91 for PA and 0.92 for NA.

Key items from the Eating Disorder and Self-Destructive Behavior Checklist were selected
for the creation of a 19-item checklist [15,16]. This checklist was used for the assessment of
momentary bulimic behaviors (e.g., “I binge ate”, “I vomited”, “I used laxatives”).
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2.3 Procedure
Institutional Review Boards approved the protocol. Phone screenings were conducted to
determine if participants met preliminary DSM-IV diagnostic criteria for BN. A total of 154
individuals were invited to attend an informational meeting to learn about the study. During
this meeting, potential participants completed the informed consent documents and provided
blood samples for the determination of medical stability. Two additional meetings, which
lasted four hours, were scheduled for participants to complete structured clinical interviews
with doctoral level research staff. Based on the exclusion criteria, 11 individuals were
screened out of the study, leaving a sample of 143 participants.

Following the first assessment meeting, participants were trained to use the palmtop
computers for the EMA assessments. Research staff explained the goals of the study and the
EMA data collection process. Participants were instructed to complete assessments of affect
and to report occurrences of binge eating and purging behaviors on the palmtop computers.
All participants were trained on how to define binge eating and purging events. Binge eating
was defined as eating “an amount of food that you consider excessive or an amount of food
that other people would consider excessive, with an associated loss of control or the feeling
of being driven or compelled to keep eating.” Purging behaviors were defined as behaviors
emitted in an effort to counteract eating episodes. These definitions were further discussed
relative to participants’ eating habits reported during the initial interview process. After the
first meeting participants completed two days of practice assessments, which provided data
to be reviewed during the second assessment meeting (these data were not used within
analyses). EMA data collection then took place over the following two weeks. To reduce
potential losses of data and to assess participant compliance, 3–4 meetings with project staff
were scheduled during the data collection period. Over the course of data collection, 7
participants withdrew from the study and 3 participants were removed due to incomplete
data. Also, participants who had a lifetime history of PTSD, but not a current PTSD
diagnosis (N = 14), were not included in order to provide a clearer examination of the effect
of PTSD on momentary variables. Thus, the final participant sample included 119 women.
Participants were compensated with $100 for each week of data collection and a $50 bonus
for a minimum rate of 85% compliance with signaled prompts on the handheld computer
within 45 minutes.

Three types of participant responses were incorporated in the EMA data collection period:
signal contingent, event contingent, and interval contingent [17]. Signal contingent
recordings were based on a personal digital assistant (PDA) - generated signal which
occurred at six semi-random times each day, during the two-week interval. When signaled,
participants were prompted to use the PDA computers to record their affect and BN
symptoms. The semi-random signals occurred across six time blocks starting at 8:00am and
ending by 10:00pm. Event contingent recordings required participants to report
predetermined behaviors (i.e., binge eating, vomiting, laxative use) immediately after the
event occurred. With this method of recording participants provided information about the
occurrence of discrete events in real time. Interval contingent recordings were also included
in the protocol as end-of-day records, thus allowing an anticipated recording session for
participants to review their daily experiences. These ratings allowed an assessment of both
behavior and affect since the last signal of the day.

3. Statistical Analyses
3.1 Research Question #1

Multi-level models were conducted to assess group differences (i.e., BN+PTSD, BN only) in
the daily level and variability of affect (i.e., NA, PA). These models were based on a general
linear model to examine the first research question. Data were aggregated across repeated
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assessments within days so that mean negative and positive affect scores could be calculated
for each participant for each day of data collection. Variability in NA and PA was calculated
with mean squared successive difference (MSSD) statistics to determine the average degree
of variability in affect over time. MSSD values symbolized the variation in NA and PA each
day in relation to the squared difference across successive time points and the distance
between the measured time points [18]. Mixed model analyses were used to analyze levels
of daily affect and variability in affect (Level 1) nested within subjects (Level 2). The mixed
models included a random effect for subjects and fixed effects for group (BN+PTSD, BN
only), mood disorders, substance use disorders, and anxiety disorders (excluding PTSD).
Pseudo-R-squared values were calculated by comparing the residual values for the full
versus null models.

3.2 Research Question #2
Generalized linear models were conducted to evaluate group differences (BN+PTSD, BN
only) in the aggregated frequency of eating disordered behaviors across days (i.e., binge
eating, purging). Because behavioral observations provided non-independent data,
generalized estimating equations were used to compare the number of daily eating
disordered behaviors (Level 1) nested within individuals (Level 2) based upon a Poisson
model appropriate for count data. The models included a random effect for subjects and
fixed effects for group (BN+PTSD vs. BN only). Mood disorders, substance use disorders,
and anxiety disorders (excluding PTSD) were included as covariates. Pseudo-R-squared
values were calculated by comparing the log-likelihood values for the full versus null
models.

3.3 Research Question #3
Group classification (BN+PTSD, BN only) was investigated as a moderator for the
assessment of the affect-behavior relationship preceding and following binge eating and
purging events (i.e., BN-events). Trajectories of affect preceding and following the BN-
event were modeled using piecewise linear, quadratic, and cubic functions centered on the
BN-event time. The dependent variables for these mixed effects models were NA and PA. A
variable was created representing time in hours prior to or following a binge eating or
purging event with zero marking when the event took place. Mixed models included a
random effect for subject, and fixed effects for group (BN+PTSD, BN only), mood
disorders, substance use disorders, anxiety disorders (excluding PTSD), time in relation to
the event (i.e., linear component), time-squared (i.e., quadratic component), time-cubed (i.e.,
cubic component), group-by-time, group-by-time-squared, and group-by-time cubed. Post-
behavior trajectories were modeled by including interactions between pre/post (0 = pre-
behavior; 1 = post-behavior) and all those effects listed above: group-by-pre/post; time-by-
pre/post; time-squared by pre/post; time-cubed-by-pre/post; group-by-time-pre/post; group-
by-time-squared-by-pre/post; group-by-time-cubed-by-pre/post. Models were analyzed to
determine whether the regression lines for the PTSD group differed from the regression lines
for the BN only group in terms of intercept, as well as the pre- or post-behavior linear time
component (slope), quadratic time component (curve), and cubic time component (change in
curvature). On days in which multiple BN-events were reported, only the first event was
used due to the possibility of confounding effects for affect in association with the
occurrence of additional BN-events. Pseudo-R-squared values were calculated by comparing
the residual values for the full versus null models.
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4. Results
4.1 Preliminary Analyses

The sample for this study included 119 participants who provided 11,687 separate EMA
recordings representing 1,750 separate participant days. Recordings included 9,227
responses to signals, 1,006 reports of behaviors, and 1,454 end-of-day recordings.
Participants reported an average of 8.01 binge eating episodes (SD = 6.76) and 11.45
purging episodes (SD = 9.95). Participants reported an average of at least one binge eating
episode on 38% of the days and at least one purging episode on 49% of the days; both binge
eating and purging episodes occurred as multiple events on 33% of the days.

Initial analyses were conducted to examine differences between the BN only and BN+PTSD
groups on demographic and clinical characteristics. The BN+PTSD group was older than the
BN only group (BN+PTSD: M = 28.85 years, SD = 8.14; BN only: M = 24.18 years, SD =
7.05; t117 = 2.63, p = .010). The groups did not differ in education level (X2

1 = 0.03, p = .
862); however, the BN+PTSD group was more likely to be married than the BN only group
(BN+PTSD; married: n = 7, 35.0%, BN only; married: n = 9, 9.3%, X2

1 = 9.29, p = .007).
Group differences were not found for body mass index (BN+PTSD; M = 25.40, SD = 5.33,
BN only; M = 23.73, SD = 5.40, t117 = 1.27, p = .208). Current comorbid psychopathologies
were also prevalent across the BN+PTSD and BN only groups: mood disorders (BN+PTSD:
70.0%, BN only: 51.5%, X2

1 = 2.28, p = .131), substance use disorders (BN+PTSD: 15.0%,
BN only: 16.5%, X2

1 = 0.03, p = .869), and other anxiety disorders (BN+PTSD: 70.0%, BN
only: 40.2%, X2

4 = 13.37, p = .01). To directly assess the relationships between variables,
these three comorbid conditions were used as covariates within all further analyses [19].

4.2 Research Question #1
4.2.1 Negative affect—Covariates for these analyses included mood disorders, substance
use disorders, and anxiety disorders. After controlling for covariates, the BN+PTSD group
reported a greater mean daily level of NA (M = 29.26, SE = 1.68) than the BN only group
(M = 25.82, SE = 1.31; see Table 1). Significant group differences were not found for
MSSD (F1, 370.48 = 0.03, p = .861). Covariance analyses also revealed no significant
differences for anxiety disorders (excluding PTSD; F4,219.42 = 5.39, p = .793), mood
disorders (F1,218.92 = 3.15, p = .078), and substance use disorders (F1,220.57 = 0.26, p = .
610). The overall model accounted for 15.2% of the variance in NA (pseudo- R2 for the
overall model = 0.152; see Table 1).

4.2.2 Positive affect—After controlling for covariates, group differences (i.e., BN
+PTSD, BN only) were not found for mean daily levels of PA (F1, 218.76 = 0.03, p = .867) or
MSSD across groups (F1, 369.80 = 0.20, p = .657). Covariance analyses revealed that mood
disorders were associated with level of PA (F1,222.61 = 28.41, p < .001); however, substance
use disorders (F1,224.00 = 1.88, p = .171) and anxiety disorders (excluding PTSD; F4,222.99 =
0.66, p = .619) were not significantly related to level of PA.

4.3 Research Question #2
4.3.1 Binge eating—Beyond the influence of the covariates, individuals with BN+PTSD
reported a greater frequency of binge eating events per day (M = .74, SE = .07) than those
with BN only (M = .59, SE = .04). Covariance analyses revealed that mood disorders (Wald
X2

1 = 6.82, p = .009) and anxiety disorders (excluding PTSD; Wald X2
4 = 49.78, p < .001)

were also positively associated with binge eating; however, substance use disorders were not
significantly related to the frequency of binge eating (Wald X2

1 = 0.67, p = .413). The
overall model accounted for 13.7% of the variance in binge eating (pseudo- R2 for the
overall model = 0.137, see Table 2).
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4.3.2 Purging—Analyses of differences in purging behaviors showed that individuals with
BN+PTSD reported a greater frequency of purging events per day (M = 1.07, SE = .10) than
those with BN only (M = 0.70, SE = .06). Additional covariance analyses revealed that
mood disorders (Wald X2

1 = 4.11, p = .043), and anxiety disorders were also associated with
purging events (Wald X2

4 = 62.41, p < .001), whereas substance use disorders were not
related to the frequency of purging behaviors (Wald X2

1 = 0.78, p = .376). The overall
model accounted for 15.3% of the variance in purging (pseudo- R2 for the overall model =
0.153, see Table 2).

4.4 Research Question #3
4.4.1 Binge eating—For both groups, NA significantly increased prior to binge eating and
significantly decreased following binge eating (see linear, quadratic, and cubic estimates in
Table 3). The intercept reported in Table 3 reflects the estimated value of the dependent
variable at the time of binge eating for the BN only group; the estimate for the group effect
reflects the difference between the BN+PTSD and BN only groups at the time of binge
eating. This effect was significant, indicating a higher level of NA at the time of binge
eating for the BN+PTSD group. However, the absence of any group-by-time interactions
suggests that the pattern of NA around binge eating did not differ by group. These findings
for the overall model were maintained after controlling for the effects of the covariates
including mood disorders, substance use disorders, and anxiety disorders (pseudo- R2 for the
overall model = 0.031; see Table 3, Figure 1).

Similarly, PA significantly decreased prior to binge eating, and significantly increased
following binge eating for all participants (see linear, quadratic, and cubic estimates in Table
3). None of the main effects or interactions involving group were significant. Group did not
moderate the relationship between PA and time of binge eating (see Table 3, Figure 1).

4.4.2 Purging—For both groups, NA significantly increased prior to the purging event,
and significantly decreased following the purging event (see linear, quadratic, and cubic
estimates in Table 4). The intercept reported in Table 4 reflects the estimated value of the
dependent variable at the time of purging for the BN only group; the estimate for the group
effect reflects the difference between the BN+PTSD and BN only groups at the time of
purging. Like binge eating, the group effect was significant, indicating a higher level of NA
at the time of purging for the BN+PTSD group. Group also significantly moderated the
association between NA and time, indicating that in comparison to the BN only group,
participants in the BN+PTSD group reported a faster acceleration in NA prior to the purging
event and a faster deceleration in NA after the purging event. In other words, the temporal
relationship between NA and purging differed between groups. After controlling for the
effects of the covariates, these findings for the overall model were maintained (pseudo- R2

for the overall model = 0.050; see Table 4, Figure 1).

PA significantly decreased prior to the purging event, and significantly increased following
the purging event (see linear, quadratic, and cubic estimates in Table 4). Although the
overall group effect was not significant, group moderated the association between PA and
time following the purging event. Compared to participants in the BN only group, those in
the BN+PTSD group reported a faster acceleration in PA after the purging event (see Table
4, RFigure 1). That is, the temporal relationship between PA and purging differed between
groups. These findings for the overall model were maintained after controlling for the
effects of the covariates including mood disorders, substance use disorders, and anxiety
disorders (pseudo- 2 for the overall model = 0.057; see Table 4, Figure 1).
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5. Discussion
The purpose of the present study was to examine the potential moderating effect of PTSD on
emotions and behaviors in individuals with BN. Like previous research involving trauma
and BN, comorbid conditions including mood disorders, substance use disorders, and
anxiety disorders were prevalent across participants [20,21]. Yet, after controlling for these
comorbid psychopathologies, findings from the study reflected fundamental differences in
emotional responding and emotion regulation for individuals with BN and PTSD (i.e., BN
+PTSD) versus those with BN only.

5.1 Research Question #1
In line with the first research question, individuals with BN+PTSD reported a greater mean
daily level of NA than those with BN only. This is similar to previous studies in women
with trauma histories who report a heightened propensity for NA and greater scores on
measures of depression than women without trauma histories [2,22,23]. The present findings
expand this information to women with BN+PTSD, perhaps, as other studies suggest,
because of sensitivity to stimuli involving perceptions of threat, rejection, or criticism
[23,24], all likely to be heightened in individuals with PTSD.

5.2 Research Question #2
Additionally, support was found for the second research question and hypothesis:
individuals in the BN+PTSD group reported a greater daily frequency of binge eating and
purging behaviors than those in the BN only group. Similar results were shown in an EMA
study by [9], noting that childhood sexual abuse (CSA) was associated with a higher
frequency of purging behaviors. In the present study 55% of participants in the BN+PTSD
group reported CSA, and 85% of participants reported CSA, rape, or both, thus, indicating
that most cases of PTSD were associated with interpersonal violence, often during
childhood. Other studies have shown mixed findings for links between a history of abuse or
trauma and the severity of eating disorder symptoms [2,3,4]. Perhaps the presence of
diagnoseable PTSD, examined in the present study, is a more potent predictor of bulimic
severity than a history of child trauma and reflects the affective dysregulation that
accompanies PTSD, but does not always accompany the experience of trauma or abuse
[25,26]. Nonetheless, with the use of EMA technology in the present study, with its
accompanying sensitivity to capturing behavioral events in real time, individuals with BN
+PTSD engaged in a greater frequency of bulimic behaviors than those with BN only.

5.3 Research Question #3
Partial support was found for the third research question and hypothesis in that NA
significantly increased prior to binge eating and significantly decreased following binge
eating for both groups (i.e., BN+PTSD, BN only), and did not differ between groups. Given
this finding, it appears that binge eating may serve as a means to regulate NA in BN
regardless of PTSD status [9,10]. Thus, both groups reported a similar NA trajectory in
relation to the binge eating event. Both groups also reported decreased PA prior to binge
eating and increased PA after binge eating, and like NA, the results did not differ for PA by
group. These findings are similar to results found by [10], which showed that binge eating is
associated with increases in NA and decreases in PA before a binge eating episode, and
decreases in NA and increases in PA after a binge eating episode. Binge eating may then
serve the function of regulating affect for participants in this study, but the relation between
affect and behavior was not moderated by the presence or absence of PTSD.

Like binge eating, NA significantly increased prior to purging events and significantly
decreased following purging events for both groups. Both groups also experienced a
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decrease in PA prior to purging events and an increase in PA following purging events.
Group moderated the association between NA and time, indicating that the pattern of NA
prior to and following purging differed for the BN+PTSD versus the BN only group. That is,
unlike the BN only group, NA increased at a faster rate prior to purging and decreased at a
faster rate following purging for those in the BN+PTSD group. Group also moderated the
association between PA and time as the pattern of PA following purging differed by group,
indicating that the BN+PTSD group showed a faster increase in PA after purging than the
BN only group. For individuals in the BN+PTSD group, purging occurs after more rapid
escalation of NA and is followed by a more rapid reduction of NA. In a complementary
fashion, BN+PTSD participants also experience a more rapid increase in PA after purging
than the BN only group, thus suggesting that PTSD modifies the functional relation between
affect (i.e., NA, PA) and purging.

5.4 Limitations
This study is not without limitations. First, the BN+PTSD group was rather small, including
only 20 participants. Second, despite the ability to situate affect and behavior in time using
EMA, the data are still self-report in nature and rely upon accurate reporting by participants.
Furthermore, it is possible that participants may have omitted reports of binge eating and
purging. Third, self-monitoring of momentary affect and behavior may have influenced the
occurrence of such behaviors; however, previous EMA studies have shown minimal
reactivity associated with the recordings [27].

6. Conclusion
The present findings support the importance of recognizing PTSD when interpreting the
emotion-behavior relationship in individuals with BN. Individuals with BN+PTSD
experienced a higher daily level of negative affect and a greater daily frequency of bulimic
behaviors than those with BN only. Additionally, NA served as a trigger for binge eating for
both individuals with BN+PTSD and those with BN only. For individuals with BN+PTSD,
purging behaviors functioned differently as mechanisms for emotional regulation than in
participants with BN only.
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Figure 1.
Affect relative to bulimic behavior. Points represent predicted affect relative to time in
hours.
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Table 1

Between-Day Multilevel Models for Mean Level of Affect - Aggregated by Day

DV Effect Estimate (SE) p

Negative Affect Group 3.437 1.360 .012*

Mood Disorders −1.769 0.998 .078

Substance Use Disorders −0.696 1.364 .610

Other Anxiety Disorders −1.406 5.349 .793

Positive Affect Group −0.244 1.459 .867

Mood Disorders 5.699 1.069 <.001***

Substance Use Disorders −2.005 1.462 .171

Other Anxiety Disorders 1.653 6.265 .619

Note. These analyses are based on 119 individuals. Group = BN+PTSD, BN only.

*
p < .05, two-tailed.

**
p < .01, two-tailed.

***
p < .001, two-tailed.
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Table 2

Between-Day Multilevel Models for the Frequency of Behavior - Aggregated by Day

DV Effect Estimate (SE) p

Binge Eating Events Group 0.226 0.086 .009**

Mood Disorders −0.184 0.071 .009**

Substance Use Disorders 0.077 0.094 .413

Other Anxiety Disorders −0.974 0.281 .001***

Purging Events Group 0.435 0.068 <.001***

Mood Disorders −0.119 0.059 .043*

Substance Use Disorders 0.068 0.077 .376

Other Anxiety Disorders 0.909 0.370 <.001***

Note. These analyses are based on 119 individuals. Group = BN+PTSD, BN only.

*
p < .05, two-tailed.

**
p < .01, two-tailed.

***
p < .001, two-tailed.
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