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Objective: The present study examined
prospectively the relationship between
memory of the traumatic event and sub-
sequent development of posttraumatic
stress disorder (PTSD). More specifically,
the aims of this study were to 1) investigate
the possibility that lack of memory of the
traumatic event might be a protective fac-
tor; 2) assess whether memory of the trau-
matic event equally affects the three
symptom clusters of PTSD: reexperiencing,
avoidance, and hyperarousal; and 3) ex-
plore the predictive value of memory of
the traumatic event for the development
of subsequent PTSD in the immediate af-
termath of the event.

Method: One hundred twenty subjects
with mild traumatic brain injury who were
hospitalized for observation were assessed
immediately after the trauma and fol-
lowed up 1 week, 3 months, and 6 months
later. All participants underwent psychiat-

ric evaluation and self-assessment of their
memory of the traumatic event.

Results: Overall, 17 (14%) of the par-
ticipants met full criteria for PTSD at 6
months. Subjects with memory of the
traumatic event were significantly more
likely to develop PTSD than those without
memory of the traumatic event; the dif-
ference between the groups resulted pri-
marily from the reexperiencing cluster.
Logistic regression analysis revealed that
memory of the traumatic event within
the first 24 hours is a strong predictor of
PTSD 6 months after the event.

Conclusions: Our study indicated that
memory of a traumatic event is a strong
predictor and a potential risk factor for
subsequent development of PTSD. Future
studies are needed to show whether
these findings can be generalized to other
traumatic conditions.

(Am J Psychiatry 2005; 162:963-969)

r]jhe intricate system of memory is commonly thought of
as composed of two primary pathways. The first is referred
to as explicit, or declarative, memory. This relates to con-
scious awareness of facts and requires focal attention for
processing; it is probably mediated by the medial temporal
lobe system that includes the hippocampal formation and
related structures that enable verbal representation (1-3).
The second pathway, referred to as implicit, or nondeclara-
tive, memory, relates to memories acquired during skill
learning, habit formation, and simple, classic conditioning.
It also refers to other knowledge expressed through perfor-
mance rather than recollection. These memories are be-
lieved to be less accessible to consciousness (4).

Traumatic memories share both explicit and implicit
features and are processed differently than ordinary mem-
ories (5). This results in failure to organize the traumatic
event into a coherent verbally represented narrative (5, 6).
The abnormal nature of the traumatic memories is consid-
ered to be a central feature of posttraumatic stress disorder
(PTSD). This is manifested by hyperamnestic symptoms,
such as reexperiencing, intrusive thoughts, nightmares,
and flashbacks on one hand and, at the same time, im-
paired memory of the traumatic event in the form of am-
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nesia and delayed recall, which is also a well-known phe-
nomenon in traumatized individuals (7). This raises the
question as to the extent to which each constitutes a risk
factor for PTSD.

In recent years, researchers have focused on traumatic
memory and the mechanisms by which it operates to bet-
ter understand the risk factors associated with it in the de-
velopment of PTSD. However, empirically based studies
are limited by practical and ethical constraints (8) and
thus, naturalistic conditions, in which traumatic memo-
ries are compromised, may serve as models to study this
question. Traumatic brain injury, which is commonly as-
sociated with impaired memory, has been used as a natu-
rally occurring model for the investigation of the relation-
ship between memory and PTSD (9-12).

Some of the studies that focused on traumatic brain in-
jury have provided evidence that traumatic events involv-
ing traumatic brain injury are associated with reduced
prevalence of PTSD, consistent with the view that amnesia
of the traumatic event may play a protective role in this re-
gard (13, 14). Other studies, however, have shown that
PTSD is fairly prevalent among patients with traumatic
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brain injury, supporting the view that the traumatic brain
injury and PTSD are not mutually exclusive (15, 16).

A significant limitation of these studies, however, is the
fact that they did not directly evaluate or control for actual
memory of the traumatic event. That is, the degree to
which victims of traumatic brain injury, in fact, remember
the traumatic event was not assessed. Although it is rea-
sonable to assume that traumatic brain injury impairs
memory of the traumatic event (9), there exists a signifi-
cant variability within patients with traumatic brain injury
with regard to the amount and quality of their memory of
the traumatic event. It is quite possible that this variability
provides an explanation for these conflicting results.

The main purpose of the present study was to overcome
this limitation by direct assessment of the relationship be-
tween explicit memory of the traumatic event and subse-
quent development of PTSD in participants who had ex-
perienced a traumatic event associated with traumatic
brain injury. More specifically, the goals of the present
study were to further investigate the assumption that lack
of memory of the traumatic event serves as a protective
factor against the development of PTSD and to assess
whether lack of memory of the traumatic event equally af-
fects all three PTSD symptom clusters, namely, reexperi-
encing, avoidance, and hyperarousal. Finally, an attempt
was made to assess the relative contribution of memory of
the traumatic event to the development of PTSD in the
context of other risk factors.

Method

Participants

The study population included 120 patients with traumatic
brain injury who were recruited from two surgical wards at Ram-
bam Medical Center to which they were admitted for medical
care after traumatic brain injury. The participants had to be be-
tween the ages of 18 and 50 and be fluent in Hebrew. Excluded
were those actively receiving psychiatric care at the time of injury
or who had a prior history of head trauma, cognitive deficit, sub-
stance abuse, or a major untreated medical condition. After re-
ceiving a detailed description of the study, each subject provided
written informed consent for participation in the study, which
was approved by the institutional review board at Rambam Med-
ical Center.

Of 198 eligible subjects, 44 (23%) refused to participate and 34
(17%) dropped out during follow-up. Thus, the final cohort con-
sisted of 120 subjects who completed the entire follow-up. These
were relatively young subjects (mean age=31.4 years, SD=2.7),
with an average education of high school (mean=12.6 years, SD=
2.5). The participants were predominantly men (58%), married
(50%) or single (50%), Israeli-born (68%), without a prior history
of physical (80%) or psychiatric (59%) disorders, who were injured
primarily in traffic accidents (90%), with a mean injury severity
score of 5.8 (SD=3.6), indicating mild physical injury. None of the
participants was unconscious at the time of the admission, and
their scores on the Glasgow Coma Scale (17) were in the upper
range (score=13-15), which excludes loss of consciousness.

Procedure and Measures

The initial evaluation took place within the first 24 hours after
the injury, during hospitalization. The participants were then in-
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vited for further evaluation after 7 to 10 days, 4 weeks, and 6
months from the traumatic event.

At the first interview, the participants were asked to provide in-
formation regarding their personal background and self-assess-
ment of their memory of trauma. In addition, the severity of phys-
ical injury was assessed with the injury severity score, which is the
sum of the Abbreviated Injury Scale (10), rated by a trained physi-
cian. Acute dissociative symptoms were measured with the Peri-
traumatic Dissociation Questionnaire (11).

Memory of the traumatic event was evaluated with a nine-item
self-report questionnaire, which was specifically developed for the
present study since no such tool was available during the time of
the study. The questionnaire assesses the participants’ memory of
the traumatic event regarding the following aspects of the trauma:
1) what was the event; 2) where did the event take place; 3) who
(other than you) was involved in the event; 4) when did the event
occur; 5) sights from the event; 6) sounds from the event; 7) odors
from the event; 8) things you said during or after the event; and
9) things other people said during or after the event. Each of the
nine items is rated on a 4-point Likert scale, ranging from 1 (no
memory) to 4 (good memory), and a total score is derived by cal-
culating a mean score for the memory of the nine traumatic event
questions. The questionnaire, which was administered at all four
time points, was found to be reliable, with a Cronbach’s alpha of
0.91. In follow-up assessments, the respondents were instructed to
complete the Memory of Traumatic Event Questionnaire with an
attempt to disregard their previous responses.

PTSD symptoms were assessed with two instruments: the
Clinician-Administered PTSD Scale (12) and the Posttraumatic
Stress Scale (18). The Clinician-Administered PTSD Scale is a 17-
item questionnaire administered by a trained clinician to assess
levels of posttraumatic symptoms during the previous 2 weeks.
The severity of each item is rated on a 5-point Likert scale ranging
from 0 (not at all) to 4 (very much). The total severity score, rang-
ing from 0 to 68, is calculated as the mean of participants’ ratings
on the 17 items.

The Posttraumatic Stress Scale is a 17-item self-report ques-
tionnaire assessing levels of posttraumatic symptoms levels dur-
ing the previous 2 weeks. The severity of each item is rated on a 4-
point Likert scale ranging from 0 (not at all) to 3 (very much). The
total severity score, ranging from 0 to 51, is calculated as the mean
of participants’ ratings on the 17 items.

In addition, three subscales were calculated corresponding to
the definition of the diagnosis of PTSD: reexperiencing (items 1-
5), avoidance (items 6-12), hyperarousal (items 13-17) (on both
the Clinician-Administered PTSD Scale and the Posttraumatic
Stress Scale). Pearson’s correlation analysis showed that the total
score of each scale is highly correlated with its subscales (Clini-
cian-Administered PTSD Scale: reexperiencing: r=0.89, avoid-
ance: r=0.81, hyperarousal: r=0.88; Posttraumatic Stress Scale—
reexperiencing: r=0.88, avoidance: r=0.82, hyperarousal: r=0.80).

Depression and anxiety symptoms were assessed with the Beck
Depression Inventory (19) and the Beck Anxiety Inventory (20),
respectively. All ratings were carried out at 7 to 10 days, 4 weeks,
and 6 months.

In order to determine lifetime and current diagnoses of any
DSM-1V axis I disorder (major psychiatric disorder), the Struc-
tured Clinical Interview for DSM-IV, Nonpatient Edition (21), was
administered at 1 week and 6 months, respectively. The interview
was carried out by an experienced and specially trained clinical
social worker.

To detect general cognitive deficits that might have resulted
from traumatic brain injury but were unrelated specifically to the
memory of the traumatic event, the Automated Neuropsycholog-
ical Assessment Metrics (22) was administered at the end of the
study. The Automated Neuropsychological Assessment Metrics
includes a battery of standardized tests designed for clinical use,
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TABLE 1. Demographic Characteristics of Subjects With and Without Posttraumatic Stress Disorder (PTSD) and With and

Without Memory of a Traumatic Event

Subjects With Subjects Without

Subjects With Subjects Without Memory of a Memory of a
PTSD PTSD Traumatic Event  Traumatic Event
Characteristic (N=17) (N=103) Analysis (N=55) (N=65) Analysis
Mean SD Mean SD t (df=118) Mean SD Mean SD t (df=118)
Age (years) 33.8 3.1 31.0 23 2.9% 32.7 5.3 30.3 2.7 n.s.
Education (years) 12.3 2.4 12.5 2.7 n.s. 121 3.1 13.2 3.9 n.s.
Injury severity score 6.0 3.9 5.8 33 n.s. 5.9 7.1 5.7 6.8 n.s.
N % N % x? (df=118) N % N % x2 (df=118)
Gender n.s. 16.7*
Male 11 64 59 53 35 63 35 53
Female 6 36 44 43 20 37 30 47
Marital status n.s. n.s.
Married 9 52 51 49 25 45 35 59
Single 8 48 52 51 30 55 30 41
Country of origin n.s. n.s.
Israel 11 64 71 68 40 72 42 64
Not Israel 6 36 32 32 15 28 36 23
History of physical injury n.s. n.s.
Yes 4 23 20 20 13 23 11 16
No 13 77 83 80 42 77 54 84
History of psychiatric disorder 23.1%* n.s.
Yes 12 70 37 35 24 44 25 38
No 5 30 66 65 31 56 40 62
*p<0.05.  **p<0.001.

from which a representative subset of the following six tests was
chosen for the present study: 1) the Stanford Sleepiness Scale,
2) the Simple Reaction Time, 3) the Memory Search, 4) the Code
Substitution, 5) the Matching to Sample, and 6) the Running Mem-
ory Continuous Performance Test.

Data Analysis

First, the distribution of PTSD and the memory of the traumatic
event were each calculated separately at the different time points.
The relationship between PTSD and the memory of the traumatic
event was then assessed on both categorical and ordinal levels by
using chi-square analysis (with Yates’s correction) and multi-
variate repeated-measures analysis of variance (MANOVA),
respectively.

In order to explore the differential effect of memory of the trau-
matic event on the three PTSD symptom clusters, an additional
MANOVA with repeated measures was performed by using mem-
ory of the traumatic event as an independent variable and the
three PTSD symptom clusters (i.e., reexperiencing, avoidance,
hyperarousal) as dependent variables.

Automated Neuropsychological Assessment Metrics results
were analyzed with two-tailed Student’s t tests, comparing sub-
jects with and without PTSD and those with and without memory
of the traumatic event.

Finally, a logistic regression analysis was performed, with PTSD
status at 6 months as the dependent variable. Only the variables
that showed a significant association with PTSD in previous anal-
yses were used as independent variables in the regression model.

Results

Prevalence and Longitudinal Course of PTSD

Six months after the traumatic event, 14% (17 of 120) of
the participants met diagnostic criteria for PTSD and 10%
(12 of 120) met diagnostic criteria for psychiatric disorder
other than PTSD. Table 1 presents the demographic char-
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acteristics of the PTSD and the non-PTSD groups and
shows that they were similar on all parameters except age
(t=2.9, df=118, p<0.05), which was found to be higher in
the PTSD group. Figure 1 presents the longitudinal course
of posttraumatic symptoms in the two groups, as mea-
sured by the Clinician-Administered PTSD Scale and the
Posttraumatic Stress Scale. Since the Clinician-Adminis-
tered PTSD Scale and the Posttraumatic Stress Scale are
correlated, it would have been possible to analyze them
jointly. However, because most studies employ only one of
these instruments, separate analyses enable comparisons
across the different study groups. In addition, results from
a joint MANOVA showed similar results to those reported.
Visual inspection of Figure 1 reveals that an initial, rela-
tively small difference between the groups appears to have
increased progressively over the 6-month follow-up pe-
riod. In line with this impression, MANOVAs with repeated
measures showed a significant group-by-time interaction
for the total score of the Clinician-Administered PTSD
Scale (Wilks’s lambda: F=5.1, df=4, 69, p<0.001) and the
Posttraumatic Stress Scale (Wilks’s lambda: F=4.7, df=4,
69, p<0.001). The main contribution to the overall interac-
tion effect of PTSD on the Clinician-Administered PTSD
Scale and on the Posttraumatic Stress Scale came from the
second time interval, namely, the period from 1 week to 1
month (Clinician-Administered PTSD Scale: F(time)=5.1,
df=1, 118, p<0.001, and the Posttraumatic Stress Scale:
F(timey)=4.1, df=1, 118, p<0.001). Duncan’s post hoc test re-
vealed that the differences between the PTSD and the
non-PTSD groups on both scales were significant at 1
month (Clinician-Administered PTSD Scale: F=3.1, df=1,
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FIGURE 1. Severity of Posttraumatic Stress Disorder (PTSD) Symptoms Over 6 Months in Subjects With and Without Post-
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Clinician-Administered PTSD Scale

50

40

30

20

Severity of PTSD Symptoms

10

1 month 6 months

1 week

Posttraumatic Stress Scale

I subjects with PTSD (N=17)
I subjects without PTSD (N=103)

1 week 1 month 6 months

Time From Traumatic Event

118, p<0.01, and the Posttraumatic Stress Scale: F=3.0, df=
1, 118, p<0.01) and at 6 months (Clinician-Administered
PTSD Scale: F=3.9, df=1, 118, p<0.001, and the Posttrau-
matic Stress Scale: F=3.4, df=1, 118, p<0.001) but not at 1
week.

Memory of the Traumatic Event

Figure 2 presents the distribution of respondents on the
Memory of Traumatic Event Questionnaire at the initial
interview, namely, 24 hours after the injury. As shown, a bi-
modal distribution is evident, with most participants re-
porting either good memory of the traumatic event or to-
tal lack of memory of the traumatic event. Consequently, a
categorical approach was taken, with participants divided
into two groups with the median (2.1) of the ordinal scale
used as the cutoff point. Thus, the subjects were referred
to as either “having memory of the traumatic event” or
“having no memory of the traumatic event.” Accordingly,
55 participants (45%) had memory of the traumatic event
and 65 (55%) had no memory of the traumatic event.

As shown in Table 1, the demographic characteristics of
the participants with and without memory of the trau-
matic event were found to be comparable on all measures
except gender (x?=16.7, df=118, p<0.001).

Intraclass correlations showed stability of memory of
the traumatic event over time, with a strong correlation
between the scores on the questionnaire at the different
time points (F=3.95, df=1, 118, p<0.001; alpha=0.76).

Relationship Between Memory
of Traumatic Event and PTSD

Examination of the relationship between memory of the
traumatic event and PTSD at 6 months revealed that PTSD
was significantly more prevalent among participants with
memory of the traumatic event than among those without
memory of the traumatic event (3?=20.1, df=118, p<0.001).
Among the 55 participants with memory of the traumatic
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event, 13 (23%) had PTSD, whereas only four (6%) of the 65
participants without memory of the traumatic event devel-
oped PTSD. Thus, the crude relative risk for PTSD among
the participants with memory of the traumatic event was
almost five times higher than among those without mem-
ory of the traumatic event (odds ratio=4.6, confidence in-
terval [CI]=1.1-9.9, p<0.001).

MANOVAs with repeated measures indicated that the
association between memory of the traumatic event and
PTSD remained stable over 6 months, as shown by signifi-
cant effects on PTSD symptoms of both memory of the
traumatic event (Clinician-Administered PTSD Scale: F=
4.7, df=1, 118, p<0.001, and Posttraumatic Stress Scale: F=
4.9, df=1, 118, p<0.001) and time (Clinician-Administered
PTSD Scale: F=4.9, df=1, 118, p<0.001, and Posttraumatic
Stress Scale: F=4.6, df=1, 118, p<0.001). No group-by-time
interaction was found; namely, both the Clinician-Admin-
istered PTSD Scale and Posttraumatic Stress Scale scores
were significantly higher among the participants with
memory of the traumatic event than among those without
memory of the traumatic event at all time points.

Next we assessed the differential effect of memory of the
traumatic event on each of the three PTSD clusters (reex-
periencing, avoidance, and hyperarousal) using MANOVAs
with repeated measures. This analysis revealed that the
difference between the groups was primarily due to the
reexperiencing symptom cluster for both the Clinician-
Administered PTSD Scale and the Posttraumatic Stress
Scale (F>3.4, df=1, 118, p<0.01). No significant differences
were found on the avoidance and hyperarousal symptom
clusters.

Analysis of the cognitive performance tests (Automated
Neuropsychological Assessment Metrics) showed that no
significant differences were evident between participants
with and without memory of the traumatic event or be-
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tween participants with and without PTSD on any of the
measures.

Logistic Regression Analysis

In the final stage, a logistic regression analysis was per-
formed, with PTSD status at 6 months as the dependent
variable. The independent variables included in this
model were only those that had shown significant associa-
tions with PTSD in previous analyses: memory of the trau-
matic event (within 24 hours after the event), dissociative
reaction (within 24 hours after the event), acute PTSD
symptoms (within 1 week after the event on both the Cli-
nician-Administered PTSD Scale and the Posttraumatic
Stress Scale), depressive symptoms (within 1 week after
the event), anxiety symptoms (within 1 week after the
event), age, history of psychiatric disorder, and gender.

The results indicated that accounting for all of these cor-
relates and memory of the traumatic event was strongly as-
sociated with PTSD at 6 months. Thus, respondents with
memory of the traumatic event were more than twice as
likely to have PTSD compared with those without memory
of the traumatic event (odds ratio=2.2, CI=1.0-10.1). In
addition, acute posttraumatic symptoms (Clinician-Ad-
ministered PTSD Scale: odds ratio=5.3, CI=1.1-9.3, and
Posttraumatic Stress Scale: odds ratio=5.2, CI=1.0-9.4), de-
pressive symptoms (odds ratio=5.1, CI=1.0-9.2), anxiety
symptoms (odds ratio=4.9, CI=1.0-9.1) within 1 week of the
traumatic event as well as a history of psychiatric disorder
(odds ratio=3.7, CI=1.1-8.9) were all associated with an in-
creased risk for PTSD at 6 months. The overall model ex-
plained 38% of the variance (Nagelkerke R?=38, p<0.001).

Discussion

The main goal of the present study was to assess the re-
lationship between memory of the traumatic event and
the subsequent development of PTSD in subjects with
traumatic brain injury with a prospective design.

The central finding of our study is that memory of a
traumatic event is positively associated with the risk for
development of PTSD, while lack of memory of a trau-
matic event decreases the risk and might, in fact, play a
protective role. Thus, along with other factors, such as his-
tory of previous trauma (23), previous psychiatric morbid-
ity (23, 24), and physical injury (24, 25), memory of a trau-
matic event appears to be another risk factor for PTSD.
Moreover, memory of a traumatic event assessed as early
as 24 hours posttrauma appears to be a strong predictor of
PTSD at 6 months.

A closer examination of the specific effect of memory of
a traumatic event on the three PTSD symptom clusters re-
veals that it affects mainly the reexperiencing symptom
cluster while the avoidance and hyperarousal clusters did
not differ between those with and without memory of a
traumatic event. This differential effect is not surprising
given the role of memory in the reexperiencing symptom
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FIGURE 2. Distribution of 120 Subjects With and Without
Posttraumatic Stress Disorder on the Memory of Traumatic
Event Questionnaire?
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cluster. Nevertheless, this finding is different from our pre-
vious results in studies with injured survivors of motor ve-
hicle accidents (24) and with combat survivors (25) in
which bodily injury, another risk factor for PTSD, affects
all three PTSD symptoms similarly. This difference might
suggest that PTSD is not a homogeneous entity but rather
a multidimensional and complex disorder.

Our findings further highlight the predictive value of
memory of the traumatic event. Given the stability of
memory of the traumatic event over the first 6 months af-
ter the trauma, memory of the traumatic event reported
within 24 hours after the event appears to be a strong pre-
dictor of the presence of PTSD 6 months later. Thus, by
merely asking traumatic brain injury survivors immedi-
ately within the first 24 hours after the event whether they
remember its details may identify those who are at risk for
the development of PTSD and thus in need of therapeutic
intervention.

These findings seem to be in contrast with the theoreti-
cal assumptions underlying many of the therapeutic inter-
ventions with patients suffering from PTSD (e.g., expo-
sure, abreaction, hypnosis) that highlight the importance
of eliciting traumatic memories as part of the recovery
process (26). Our findings indicate that at least for trau-
matic brain injury survivors without memory of the trau-
matic event, forgetting may be protective, in which case
the process of deliberate recollection and remembering
may be harmful rather than therapeutic.

It is noteworthy, however, that 6% of the participants in
this study without memory of the traumatic event did meet
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full diagnostic criteria for PTSD at 6 months, indicating
that PTSD can develop in the absence of memory of the
traumatic event. One possible mechanism by which these
results could be explained is that emotionally charged
traumatic memories are initially processed with brain cir-
cuits that bypass cortical structures and are mediated pri-
marily through the amygdala, resulting in the formation of
implicit (unconscious) memories (27-29). In addition, the
stress-induced secretion of glucocorticosteroids, which
have been shown to impair hippocampal functioning, may
disrupt the formation of explicit memory (30).

The generalizability of these findings beyond traumatic
brain injury to other conditions, which are associated with
impaired or reduced memory of the traumatic event, is at
this point speculative and needs to be addressed cau-
tiously. However, in a study of Holocaust survivors (31), it
was shown that decrease in dream recall serves as a defen-
sive adaptive function. Taking this even further, with all
due caution, one might question whether “deliberate” dis-
ruption of memory of the traumatic event might prove
therapeutically beneficial. This possibility was recently
addressed in a double-blind study that examined the se-
verity of acute PTSD symptoms among 18 subjects who
were given 40 mg of propranolol 6 hours after trauma in
comparison with the severity of symptoms among 23 par-
ticipants who received placebo (32). Results showed that
participants in the experimental group tended to exhibit
lower levels of PTSD symptoms 10 days after the traumatic
event. If further corroborated, these findings may support
the notion that not only does lack of memory of the trau-
matic event protect against the development of PTSD but
also the pharmacologically induced disruption of the con-
solidation of traumatic memories can be therapeutically
beneficial for trauma survivors.

Several limitations of our study deserve attention. First,
participants in this study were asked only to rate the degree
to which they believe they did or did not remember certain
aspects of the trauma. Thus, our instrument did not actu-
ally assess memory of the traumatic event but, rather, one’s
confidence in the memory for details of the trauma. This
distinction is important because our findings cannot rule
out the possibility that false memory of the traumatic event
can also increase the risk for PTSD or, alternatively, that
justlack of confidence in one’s own memory can also serve
as a protective factor against PTSD. Nevertheless, the find-
ing that appraisal of memory of the traumatic event, re-
gardless of its objective accuracy, appears to be a strong
predictor of subsequent PTSD, is potentially important,
and has both theoretical and clinical implications. A Trau-
matic Memory Inventory (8), which was not available at
the time of our study, may prove helpful in further clarify-
ing this in future studies. Second, we asked our partici-
pants only about their memory of the traumatic event but
not of other nontraumatic events in their lives. Thus, it is
impossible to determine whether memory of the traumatic
event as a risk factor is specifically related to the trauma or,
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alternatively, is part of a more generalized pretraumatic
vulnerability factor that relates to one’s autobiographical
memory in general. Third, the instrument used for the
evaluation of memory of the traumatic event does not
cover the entire spectrum of the traumatic memory. Thus,
participants may reexperience aspects of the trauma that
are not captured by the instrument. Finally, it has often
been suggested that PTSD patients are oversensitive to the
adversity of the trauma and tend to overstate its etiological
role in their psychopathology (7). Therefore, it could be ar-
gued that the retrospective appraisal of memory of the
traumatic event might also be exaggerated. However, our
findings indicate increased PTSD symptoms as early as 1
week after the trauma in respondents with memory of the
traumatic event as well as the stability of memory of the
traumatic event over time. Taken together, this makes it
less likely that the findings of the current study are an arti-
fact of retrospective exaggeration. Direct assessment with
control for the degree to which it is important for the pa-
tient to remember the traumatic event may assist in clarify-
ing this issue in future studies.

In conclusion, the results of our study indicate that in
subjects with traumatic brain injury, memory of the trau-
matic event seems to be an important risk factor and pre-
dictor for subsequent PTSD. Future studies are needed to
determine whether these findings are applicable to other
traumatic conditions and whether interruption of the
consolidation and the extinction of traumatic memories
may be therapeutically beneficial.
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