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Postictal psychosis (PIP) is a common and clini-
cally significant sequela of inpatient epilepsy
monitoring. A series of 622 patients with complex
partial epilepsy undergoing video-EEG evalua-
tions as candidates for epilepsy surgery were eval-
uated, by structured psychiatric interview, for in-
dividual and family psychiatric histories,
depression, anxiety, and features of personality
disorders. No patient had psychotic symptoms at
baseline. Twenty-nine developed a PIP episode
during monitoring. The a priori hypotheses were
that patients with PIP would have higher baseline
schizotypal and paranoid personality ratings and
a greater prevalence of histories of psychiatric
treatment and family history of psychotic illness.
However, only a higher prevalence of mood disor-
der among first- and second-degree relatives dis-
tinguished the patients who developed PIP on lo-
gistic regression analyses (odds ratio�3.49,
P�0.001). Possible mechanisms linking vulnera-
bility toward mood disorders and the development
of psychotic symptoms in epilepsy are discussed.

(The Journal of Neuropsychiatry and Clinical
Neurosciences 2001; 13:492–499)

Postictal psychosis (PIP) is a common sequela of in-
patient video-EEG monitoring studies, with a re-

ported frequency of 6.4% in a recent study at an epilepsy
center.1 PIP is a particular safety concern in patients un-
dergoing invasive monitoring, and repeated episodes of
postictal psychosis may presage the development of
chronic, enduring psychotic states in some patients.1–4

Several neurologic factors are associated with an in-
creased risk of developing PIP. These include bilateral
seizure foci, etiologic processes associated with bilateral
limbic lesions (e.g., encephalitis, head trauma) and a
relative increase in seizure frequency, or “cluster,” pre-
ceding the appearance of psychotic symptoms.1,3,4–7

The literature provides limited data on baseline psy-
chiatric symptoms in patients who subsequently expe-
rience PIP. In a previous small retrospective study, pa-
tients with PIP were proportionally more likely to report
a history of psychiatric hospitalizations than patients
without PIP.5,7 Szabó et al.7 reviewed six studies involv-
ing 43 patients and encountered only 2 cases with inter-
ictal affective disorder. Other studies comparing com-
plex partial epilepsy (CPE) patients with and without
PIP found no premorbid psychiatric differences.1,4,7,8

Likewise, family history of psychiatric illness has not
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been associated with PIP.1,3,6,7,9 There is little informa-
tion regarding features of personality disturbance that
might predict an increased risk for PIP. Among the per-
sonality features that may be of interest as possible pre-
dictors of vulnerability to PIP are schizotypal and par-
anoid personality traits, which are reportedly markers
for vulnerability to schizophrenia in psychiatric popu-
lations.10

Most published studies do not suggest that family
and individual psychiatric histories differ between CPE
patients with and without PIP. However, methodologi-
cal issues might explain the reported negative findings.
Existing studies are mostly retrospective and have been
limited to either case studies, samples without controls,
or very small control groups. Lack of systematically ap-
plied criteria for documenting family and personal psy-
chiatric history, as well as limited statistical power re-
lated to small sample sizes, may also have contributed
to the largely negative findings in the literature to date.
The use of categorical diagnoses developed mainly for
non-neurologic patient populations, as opposed to con-
tinuous measures of psychiatric symptoms, could limit
the sensitivity of studies comparing baseline psychiatric
features of patients who do and do not subsequently
develop PIP.

The present study prospectively examines a consec-
utive sample of 622 patients with CPE undergoing
video-EEG (VEEG) monitoring. These patients were
evaluated at baseline in a nonpsychotic state by struc-
tured psychiatric interviews, which included self- and
clinician-rated scales in addition to systematic assess-
ment of family and individual psychiatric histories. The
subjects who subsequently developed PIP during their
VEEG study are compared with the remainder of sub-
jects who did not. The a priori hypothesis tested was that
individual and family history psychiatric variables
would predict vulnerability toward the development of
PIP in patients with CPE. Specifically, we hypothesized
that patients developing PIP will be more likely to have
a history of prior psychiatric hospitalization, higher
baseline ratings of schizotypal and paranoid personality
features, and a family history of psychotic disorders
than those who do not develop PIP.

METHODS

Sample Characteristics
Subjects were 622 patients with CPE undergoing contin-
uous VEEG monitoring for evaluation as possible can-
didates for epilepsy surgery at the New York University-
Mount Sinai Comprehensive Epilepsy Center. Subjects
were evaluated by the first author (K.A.) during their

VEEG admission. The demographic features of the
study population are included in Table 1. This popula-
tion overlaps that of Devinsky et al.,5 but different se-
lection criteria were used. The present study excludes
patients with primary generalized epilepsy. Because
family history was a study variable, subjects were ex-
cluded who were adopted or who could not otherwise
provide a family psychiatric history.

Patients with evidence of a primary psychotic illness
such as schizophrenia were excluded from the analysis.
Patients were also excluded who had chronic interictal
psychoses, who were admitted to the unit in a psychotic
state, or who developed a PIP prior to the opportunity
for baseline psychiatric evaluation in a nonpsychotic
state.

Eight patients were excluded who developed an acute
PIP before psychiatric evaluation could be completed,
as were 6 patients with evidence of chronic interictal
psychotic symptoms. In the study group, 11 subjects had
a prior history of an apparent postictal psychosis.

Measures
Psychosis was defined as in the DSM-III-R,11 as the pres-
ence of hallucinations, delusions, or disorganized
speech or behavior that supports a reasonable inference
of impaired reality testing. The criteria for classifying a
psychotic episode as postictal are those presented in De-
vinsky et al.,5 which were adapted from the definition
provided by Logsdail and Toone3 and are summarized
as follows: 1) emergence of psychotic state within 7
days of a seizure or seizure cluster; 2) duration of psy-
chotic episode for at least 15 hours; and 3) no evidence
of confounding factors that could explain the psychotic
state on the basis of a clinical etiology other than PIP.
These confounding factors include antiepileptic drug
toxicity, primary psychiatric illness with psychotic fea-
tures or a previously existing interictal psychotic state,
ongoing partial status epilepticus, recent head injury, or
alcohol or other psychoactive substance abuse. Subjects
with a previous postictal psychosis must have a period
of at least 3 months without treatment with neuroleptic
medication prior to entry into the study. Any subject
with a prior history of requiring neuroleptic treatment
for a continuous period of 6 months or longer was as-
sumed to have either a primary or an interictal psychotic
illness and was excluded from the study. The major psy-
chiatric phenomenological features of the psychotic ep-
isode itself were also recorded for each patient who de-
veloped PIP.
Psychiatric evaluation. Patients were interviewed by us-

ing the Structured Clinical Interview for DSM-III-R
(SCID).12 History of inpatient psychiatric treatment was
obtained during the SCID interview and was treated as
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TABLE 1. Demographics, psychiatric characteristics, and family psychiatric histories of the study population

Characteristic
CPE Without PIP

(n�593)
CPE With PIP

(n�29) P

Demographic variables
Gender, n (%) 0.55

Male 273 (46.1) 11 (37.9)
Female 320 (53.9) 18 (62.1)

Age, years, mean�SD 33.9�12.3 35.8�9.1 0.41
Education, years, mean�SD 12.9�2.9 13.8�2.4 0.11
Marital status, % 0.29

Never married 54.0 42.9
Married 36.4 39.3
Divorced or widowed 9.6 17.9

Psychiatric history variables, n (%)
Prior psychopharmacological treatment 111 (18.7) 9 (31.0) 0.10
Any prior outpatient psychiatric treatment;

psychotherapy or counseling 357 (60.2) 20 (69.0) 0.35
Previous inpatient psychiatric admission 77 (13.0) 6 (20.7) 0.23
Previous suicide attempt(s) 60 (10.0) 5 (17.2) 0.22
History of childhood sexual abuse 61 (10.3) 4 (13.8) 0.55
History of childhood physical abuse 48 (8.1) 2 (6.9) 0.99
History of childhood sexual and/or physical abuse 91 (15.3) 5 (17.2) 0.99

Psychiatric ratings, mean�SD
Hamilton Depression Scale 9.1�7.4 9.6�7.1 0.70
Hamilton Anxiety Scale 9.5�7.3 10.6�5.6 0.49
Beck Depression Inventory 9.8�8.3 11.4�8.9 0.41
Beck Anxiety Inventory 12.4�11.5 13.9�9.5 0.59
Dissociative Experiences Scale 12.2�11.8 12.9�11.5 0.78
SCID II subscales

Paranoid 1.9�2.0 2.0�1.9 0.82
Schizotypal 1.2�1.7 1.0�1.5 0.37

Total SCID II item count 23.4�20.4 21.8�18.3 0.68
Family histories of psychiatric disorder, n (%)

Mood
First-degree relatives only 91 (15.3) 10 (34.5) 0.006
First- or second-degree relatives 112 (18.9) 13 (44.8) 0.0007

Anxiety
First-degree relatives only 43 (7.3) 1 (3.4) 0.68
First- or second-degree relatives 54 (9.1) 1 (3.4) 0.48

Psychosis
First-degree relatives only 12 (2.0) 2 (6.9) 0.27
First- or second-degree relatives 21 (3.5) 3 (10.3) 0.17

Alcohol
First-degree relatives only 110 (18.5) 8 (27.6) 0.23
First- or second-degree relatives 150 (25.3) 9 (31.0) 0.49

Note: CPE�complex partial epilepsy; PIP�postictal psychosis; SCID�Structured Clinical Interview for DSM.

a predictor in the analyses. This variable was defined
dichotomously as positive or negative. Outpatient psy-
chiatric treatment was defined as repeated contact with
a behavioral professional such as a psychologist, social
worker, or psychiatrist for psychotherapy. Neuropsy-
chological testing or single visits to a behavioral profes-
sional only for the purpose of evaluation were not re-
garded as a positive treatment history. A history of
treatment with psychotropic medication was also deter-
mined. Assessment of childhood abuse used the meth-
ods previously described in Alper et al.13 The self-rated
version of the Structured Clinical Interview for DSM-III-
R Personality Disorders (SCID-II)14 was used to measure
schizotypal and paranoid personality features at base-

line as the number of affirmative responses to each sub-
scale. The total number of affirmative responses across
all subscales of the SCID-II was also recorded. Other
self- rated instruments included the Beck Anxiety In-
ventory (BAI),15 the Beck Depression Inventory (BDI),16

and the Dissociative Experiences Scale (DES).17 Clini-
cian-rated psychiatric instruments were completed by
the first author and included the Hamilton Rating Scales
for anxiety (Ham-A)18 and depression (Ham-D).19

Family history of psychiatric illness. Family psychiatric
histories were obtained from the patient or a knowl-
edgeable family informant by the first author. Our ap-
proach was modeled after that of Zimmerman et al.,20

adapted to the SCID.12 Zimmerman et al.20 used the
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Family History Research Diagnostic Criteria (FH-RDC),
which applies the Research Diagnostic Criteria, embod-
ied in the Schedule for Affective Disorders and Schizo-
phrenia (SADS) in obtaining a retrospective diagnosis
from patients or family members. This approach re-
portedly provides excellent interrater reliability.20,21 In
the present study, DSM-III-R criteria embodied in the
SCID were applied to obtain a family history from pa-
tients. Patients were asked to report on their first-degree
relatives other than their children (i.e., parents and sib-
lings), and on their second-degree relatives (i.e., grand-
parents, aunts and uncles). Children were omitted from
the family history because of the relatively young age
of the subjects. The majority of participants in this study
either had no children or their children were not yet at
the age at which a familial tendency toward psychiatric
illness is most likely to be expressed.

Family histories of psychiatric disorders were as-
sessed in four categories: mood, alcohol, anxiety, and
psychotic disorders. Within each category, histories of
first-degree relatives were determined separately from
histories of second-degree relatives. Variables were de-
fined dichotomously as positive or negative. Subjects
were questioned to determine the presence or absence
of specific DSM-III-R disorders within each category.
The mood category consisted of major depression and
bipolar mood disorders; the alcohol category consisted
of alcohol dependence and abuse; and the anxiety cate-
gory consisted of panic disorder, obsessive-compulsive
disorder, and generalized anxiety disorder. The psy-
chotic disorders included schizophrenia and schizoaf-
fective disorders. Zimmerman et al.20 emphasized the
greater reliability of a conservative approach in apply-
ing diagnostic criteria. Accordingly, a family history was
regarded as positive only when the descriptive DSM-III-
R criteria were fulfilled and there was a history of either
definite functional impairment or having been treated
for the disorder.

Subjects were questioned specifically about family
members’ psychiatric inpatient, outpatient, or psycho-
pharmacological treatment, substance abuse, panic epi-
sodes, obsessions, rituals, and suicide attempts. With re-
gard to assessing whether a family member had a
generalized anxiety disorder, the threshold criteria were
prominent autonomic anxiety or fearful thinking and
attitude, and clear functional impairment. The diagnosis
of a psychotic disorder was made only when psychotic
symptoms appeared to be chronically present for at least
6 months and were not exclusively confined to periods
when prominent mood symptoms were present.

Statistical Analysis
Data on the demographics, personal psychiatric history
and characteristics, and family psychiatric history are

presented as means and standard derivations or per-
centages for the CPE without PIP and the CPE with PIP
groups. For categorical variables, the Pearson chi-square
statistic was used and the continuity correction applied
for cells with 5 or less subjects. The t-test was used to
compare continuous variables. The Levene test was
used to determine equality of variances at ��0.05 to
determine whether to use the t-test for equality of means
with equal versus unequal variances. Logistic regression
analysis was used to test the specific hypothesis regard-
ing schizotypal and paranoid traits, psychiatric histo-
ries, and family history of psychosis in predicting the
occurrence of PIP among patients with CPE.

RESULTS

Table 1 summarizes the demographic features, individ-
ual and family psychiatric history variables, and psy-
chiatric ratings of the PIP and comparison groups. The
two groups do not differ significantly with respect to
gender. Twenty-nine patients (4.7% of the entire series)
went on to develop a postictal psychosis during VEEG
monitoring. PIP subjects have a nonsignificantly higher
prevalence of suicide attempts and of psychopharma-
cological, inpatient, or outpatient psychiatric treatment.

Scores on self- and clinician-rated depression and
anxiety scores and schizotypal and paranoid personality
traits do not differ significantly between groups. As with
the psychiatric history variables, family histories of
anxiety, psychotic, and alcohol use disorders are nonsig-
nificantly higher in the PIP group, and only a family
history of mood disorder appears to be significantly
more prevalent among patients with PIP (P�0.0007 for
first- and second-degree relatives combined).

Table 2 presents the findings of the logistic regression
analysis. Because female gender has been reported as a
risk factor for chronic interictal psychosis,4,22 we in-
cluded gender in the first regression. Gender, prior in-
patient psychiatric hospitalization, schizotypal and par-
anoid personality features, and the presence of any
family psychiatric history (in any of the four diagnostic
categories and in either first- or second-degree relatives)
were entered together in the first equation. A positive
family history of psychiatric disturbance was the only
variable that contributed significantly to the prediction
of PIP: patients with family members who had mood,
anxiety, psychotic, or alcohol disorders were more likely
to develop PIP (P�0.05; odds ratio [OR]�2.21). To de-
termine which of the family histories of the four types
of disorders were implicated (among first-degree rela-
tives only), we examined each as an independent pre-
dictor and found only mood disorder to emerge as sig-
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TABLE 2. Logistic regression analyses: risk factors for postictal
psychosis

Variable

Regression
Coefficient

(b) P

Relative
Risk

(Odds Ratio)

1. Gender 0.23 NS
Hospitalization 0.58 NS
Schizotypal features –2.47 NS
Paranoid features 0.37 NS
Family history of any

psychiatric disorder 0.79 0.05 2.21
2. Family psychiatric history in

first-degree relatives only
Mood disorder 0.98 0.03 2.66
Anxiety disorder –1.05 NS
Psychotic disorder 0.96 NS
Alcohol disorder 0.23 NS

3. Family psychiatric history in
first- or second-degree
relatives

Mood disorder 1.25 0.001 3.49

Note: NS�not significant.

TABLE 3. Summary of phenomenological features of acute
psychotic episode in patients with postictal psychosis
(n�29)

Symptom Patients With Symptom, n (%)

Delusions
Referential 7 (24.1)
Persecutory/paranoid 19 (65.5)
Grandiose 2 (6.9)
Somatic 5 (17.2)

Hallucinations
Auditory 12 (41.4)
Visual 6 (20.7)
Tactile 5 (17.2)
Olfactory 2 (6.9)

Disturbed affect
Depressed 11 (37.9)
Irritable/angry 10 (34.5)
Grandiose/expansive 3 (10.3)

Formal thought disorder
Tangentiality 5 (17.2)
Disorientation 12 (41.4)

nificant. As Table 2 shows, with a family history of mood
disorder in a first-degree relative, a patient is 2.66 times
more likely to develop PIP than if family history is neg-
ative (P�0.03). The predictive effect was even stronger
when family history of first-degree relatives with mood
disorder was entered into the equation alone without
the noise of the nonsignificant variables (b�1.07;
P�0.009; OR�2.90). Finally, we combined the family
psychiatric histories of mood disorder to include either
first- or second-degree relatives in the final regression.
We found that the risk of developing PIP was 3.49 times
higher (P�0.001) among patients who had a positive
family history of mood disorder in either first- or sec-
ond-degree relatives.

Table 3 summarizes the major psychiatric phenome-
nological features of the 29 patients with PIP. One strik-
ing feature is the relative prominence of paranoid symp-
tomatology, which was present in 19 patients (65.5% of
the PIP group). Referential delusions most often in-
volved religious themes. Somatic delusions frequently
involved aspects of the VEEG monitoring process: for
example, that the electrodes were affecting the patient’s
heart or causing the patient’s hair to fall out. Other no-
table aspects of PIP phenomenology in this series were
the relative prominence of mood symptoms and the
relatively unelaborated nature of auditory hallucina-
tions. Many patients simply heard their name called or
heard nonarticulated sounds without semantic content.
True examples of Bleulerian formal thought disorder,
i.e., loosening of associations (subsumed in DSM-IV un-
der derailment or incoherence), were relatively infre-
quent, occurring in only 5 patients (17.2% of the PIP

group). Some degree of gross disorientation to time or
place persisting beyond the acute postictal period was
seen in 12 patients (41.4% of the PIP group).

DISCUSSION

This study reveals that family history of mood disorder,
but not psychotic illness, is associated with an increased
risk of PIP. Baseline psychiatric ratings including self-
and clinician ratings of mood, anxiety, and schizotypal
or paranoid personality traits did not distinguish pa-
tients who subsequently developed PIP from those who
did not, nor did psychiatric historical variables includ-
ing prior psychiatric treatment and abuse histories.

The present study addresses some methodological
limitations of previous work on this topic. Specifically,
this study incorporated a prospective design, a large
control group, systematically applied criteria to measure
psychiatric symptomatology using standardized instru-
ments, and multivariate statistical analysis. In addition,
a single rater (K.A.) obtained all of the clinical data,
eliminating interrater reliability as a potential source of
variance. Although the rater could have been influenced
by knowledge of the apparent history of a previous ep-
isode of PIP in 11 patients, the major finding that
emerged (family history of mood disorder) was not the
one hypothesized (family history of psychosis).

The proportion of patients developing PIP during
their VEEG monitoring in this series was 4.7%. This fig-
ure underestimates the overall prevalence of PIP among
surgical candidates because of the exclusion of patients
with postictal or interictal psychotic symptoms already
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in evidence prior to the psychiatric evaluation. During
the period of the recruitment, 8 patients developed acute
PIP before psychiatric evaluation could be completed,
and 6 patients were admitted with evidence of chronic
interictal psychotic symptoms that were exacerbated
during the monitoring study. If these 14 patients are
grouped with the 29 patients with PIP that were in-
cluded in the data analysis, then the total prevalence of
PIP among the consecutive series of surgical candidates
is 6.7%, very similar to the 6.4% incidence reported by
Kanner and colleagues.1

The prevalence of family histories of psychiatric dis-
orders reported in this study appears to have some con-
sistency with the literature, which offers a degree of as-
surance regarding the family history methodology.
There are, for example, at least three well-defined esti-
mates of the prevalence of a positive family history of
alcohol use disorders from large U.S. population sam-
ples. These estimates include 53% for alcohol use dis-
orders among any first- or second-degree relatives,
including children;23 40% for first-, second-, and third-
degree relatives;24 and 24% for first-degree relatives in-
cluding children.25 The inclusion of children or third-
degree relatives might explain why the estimates cited
above exceed the estimates of the prevalence of a family
history of alcohol use disorders among subjects in the
present study. Our study excluded children and third-
degree relatives in the family history. For first-degree
relatives only, the present study found an overall prev-
alence of 19.0%, which is comparable with the estimate
of Midanik et al.25 that reported 24% for first- degree
relatives. The family history methodology in the present
study appears to have yielded relatively conservative
estimates of the prevalence of a family history of psy-
chiatric disorder, which might be at least partly ex-
plained by the exclusion of children and third-degree
relatives. A conservative bias in making a diagnosis is
reportedly associated with greater reliability in the psy-
chiatric family history method using Research Diagnos-
tic Criteria.20 We emphasized reliability, not sensitivity,
because the salient issue was not to define prevalence in
this population, but rather the relative prevalence of psy-
chiatric diagnoses in the families of CPE patients with
versus those without PIP.

The levels of baseline psychiatric symptomatology
measured with the BDI and BAI were consistent with
the results reported on surgical candidates with CPE.
Strauss et al.26 reported a mean BDI of 9.0 for 84 patients,
and Hermann et al.27 reported a mean BDI of 8.7 for 96
patients; we found a mean BDI of 9.8. The studies of
Strauss et al.26 and Hermann et al.27 included only pa-
tients with unilateral foci but otherwise appeared to
match the inclusion criteria in the present study. Her-

mann et al.27 also reported on the BAI and found a mean
score of 9.7 in their subjects, compared with 12.4 among
the control subjects in this study. These mean scores on
the BDI and BAI are consistent with mild but clinically
significant depression and anxiety.15,16 To provide fur-
ther perspective, a BDI cutoff of 18 to 20 is commonly
used to define major depression, and a mean BAI of 18.8
has been reported in generalized anxiety disorder and
27.3 in panic disorder.15,16 Neither of the studies cited
above26,27 included clinician-rated instruments; how-
ever, the results obtained using the clinician-rated Ham-
ilton depression and anxiety scales also yielded results
that were consistent with mild but clinically significant
depression and anxiety.18,19

The morbidity and mortality associated with PIP is
clinically significant. Progression from acute PIP to
chronic interictal psychosis has been reported by Kanner
et al.1 and by Logsdail and Toone.3 Acute PIP and
chronic interictal psychoses are both associated with the
tendency toward clustering of seizures, which also sug-
gests that acute PIP may progress to chronic psychosis
in the presence of a common underlying neurologic risk
factor.4 Of the 14 patients described by Logsdail and To-
one,3 4 were dead at follow-up over an 8-year period. In
the present study, 3 of the 29 patients in the PIP group
are now deceased over a period of observation of 6
years, as are 2 of 6 patients who were omitted from the
analysis because of chronic interictal symptoms.

The association of a family history of mood disorder
to PIP was not expected. One possible explanation is
that a family history of mood disorder is associated with
an abnormality of the modulation of excitatory neuro-
transmission, resulting in a greater tendency toward ep-
ileptic seizure clustering or multiple seizure foci that
could facilitate or permit the development of psychosis.
Evidence of reduced activity of the inhibitory neuro-
modulator serotonin (5-HT), has been reported in de-
pression28,29 and includes apparently consistent effect of
enhancement of 5-HT function by diverse antidepres-
sants.28 Levels of gamma-aminobutyric acid (GABA)
and GABA-synthesizing enzyme are reportedly lower
in depression, and low plasma GABA may be a trait
marker in some depressed patients independent of
mood state.28,29 EEG studies in mood disorders provide
evidence of altered modulation of CNS excitatory neu-
rotransmission: the incidence of epileptiform activity on
EEG is reportedly higher in mood disorders than in
other psychiatric disorders or in nonpatient controls,30

and paroxysmal epileptiform activity has been associ-
ated with suicidal behavior.31 Clinical evidence possibly
associating vulnerability toward psychosis with altered
excitatory neurotransmission in mood disorders in-
cludes observations that patients with psychotic depres-
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sion who receive electroconvulsive therapy seize at
lower thresholds, and with longer duration, than pa-
tients with nonpsychotic depression,32 and that epi-
leptiform activity is more frequently associated with
psychotic forms of mood disorder than with schizo-
phrenia.33

Some additional clinical observations are consistent
with a link of mood disturbance to vulnerability toward
psychosis in the presence of a neurobiological provo-
cation. Alcoholics34 and cocaine users35 who have his-
tories of substance-induced hallucinations have higher
levels of depression than do alcohol or cocaine users
without histories of hallucinations. The relative promi-
nence of mood symptoms in the clinical phenomenol-
ogy of acute PIP, observed in this study and in others,3,36

is also compatible with the concept of a shared relation-
ship of mood disturbance and vulnerability toward de-
velopment of psychosis in the presence of epilepsy. Vari-
ous alterations of neural plasticity, such as sensitization
or kindling, sharing the common general attribute of
progressive enhancement of neural responses to stress-

ors, have been suggested to play a role in mood disor-
ders and psychosis in epilepsy.4,37–39 Mood disorders,
psychotic disorders, and CPE all frequently follow a nat-
ural history of augmentation over time, with progres-
sively smaller provocations evoking progressively
stronger exacerbations. This natural history and the ef-
ficacy of anticonvulsants in some mood disorders have
been viewed as suggesting that a heritable alteration of
neural plasticity may operate in mood disorders,38,39

which could permit or facilitate the development of psy-
chotic symptoms in the presence of a neurobiological
stressor such as epilepsy.4,37,40

In view of the apparent potential for devastating im-
pact on the lives of patients, further study of PIP is com-
pelling from a clinical standpoint. From a theoretical
standpoint, PIP also offers an interesting model of ac-
quired psychosis. Investigation directed at understand-
ing the etiologic basis of PIP is warranted in view of its
clinical significance, and could prove rewarding as an
approach to studying the neurobiology of psychosis.
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