
I
t is accepted and understandable that epilepsy can over-
lap with depression and anxiety, and previous install-
ments of Epilepsy Essentials have touched on the topic of
mood and epilepsy (Comorbid mood disorders in
October 2005; Mood in adolescents with epilepsy in July

2007—available online at practicalneurology.net). There is
another area where seizures and psychiatric conditions over-
lap: psychosis. Psychosis has been reported more often in peo-
ple who have epilepsy. The psychosis is generally split into two
groups. First, psychosis can occur immediately after seizures
(actually, the psychosis usually occurs within a period of time
after the seizure itself ). In other words, it is due to the
seizure(s) that preceded it; in this case, it is called postictal
psychosis. The second type of psychosis occurs in between
seizures but not necessarily related to the seizures themselves;
it is called interictal psychosis. This installment of Epilepsy
Essentials will focus on postictal psychosis (PP).

What is Postictal Psychosis?
Postictal psychosis (PP) has been recognized for more than a
century. Although the exact definition of PP varied from
author to author, most agree that it occurs in people who have
chronic epilepsy—often a person has had epilepsy for more
than 10 years. In one series,1 the average time from onset of
seizures to onset of PP was 15-22 years. The average age of the
persons affected was 32-35. In other words, PP is a rare phe-
nomenon in children and adolescents. However, in people
with refractory epilepsy, PP is common, affecting as many as
25-50 percent.

PP occurs most often after generalized tonic-clonic seizures
(GTCs). In one series of patients, a GTC preceded the PP in
86 percent.2 It has also been reported after a cluster of com-
plex partial seizures. When it occurs, it does not begin imme-
diately after the seizure. Instead, it starts within one to six
days after the seizure has ended.1 On average, the onset of PP
was 2.5 days after the seizure. In between the seizure and PP,

after the patient had recovered from the seizure itself, there
was a lucid period. 

Concern has been raised about the delay from seizures 
to onset of PP. One concern is for patients who are admitted
to an epilepsy monitoring unit for the purpose of recording
seizures. Approximately six to seven percent of people admit-
ted for video-EEG monitoring develop PP.3 Once the neces-
sary seizures have been documented, antiseizure medications
are resumed, and the person is discharged. However, the pos-
tictal psychosis may not begin until after the person has
already returned home.

PP can present in many ways. Often, the symptoms fluc-
tuate. In some, PP manifests as a thought disorder. Auditory
and visual hallucinations are not uncommon. The delusions
and paranoia can be frightening to the patient. Often, the per-
son demonstrates an affective disorder (such as depression).
Aggression is less common but can also occur. In 25-50 per-
cent of people, PP is recurrent.1

PP is associated with increased morbidity. Though usually
readily treatable, PP may require hospitalization. When the
patient is hospitalized, other causes of psychosis must be
entertained, such as toxicity from antiepileptic drugs, drug
withdrawal, or intoxication. Recent head injury may be a
cause. Finally, some people who have epilepsy may experience
frequent but subtle seizures. These seizures may not be obvi-
ous to an observer. Though rare, nonconvulsive status epilep-
ticus can present mainly with psychiatric symptoms and
should be considered when someone with epilepsy newly
develops a psychosis.

PP is also associated with increased mortality. When the
psychosis develops, there is an increased risk of suicide.3

Treatment of PP not only improves symptoms, but reduces
hospitalization and prevents the associated mortality.

What Causes PP?
The cause of postictal psychosis is unclear. Alper evaluated 59
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consecutive patients with refractory partial epilepsy.3 All of them
had been admitted for video-EEG monitoring for the purpose of
a presurgical evaluation. All experienced seizures (as required for
the evaluation for epilepsy surgery), and all 59 developed PP. He
compared this group to 94 people who had been admitted for the
same reason but who had not developed PP.

When Alper examined where the seizures started, he dis-
covered that people with extratemporal epilepsy were more
likely to develop PP than those with temporal lobe epilepsy
(P<0.036). Interestingly, this is the exact opposite of what
others have found.2 The presence of bilateral interictal epilep-
tiform discharges, possibly indicating bilateral cerebral injury
or dysfunction, was significantly associated with PP
(P<0.017). As other investigators had found, Alper noted that
PP occurred more often after GTCs (P<0.049), after
encephalitis (P<0.018), and if there was a family history of
psychiatric illness (P<0.007).

The fact that people who have bilateral cerebral dysfunction
are more likely to experience PP may be significant. Further, it
is interesting that PP occurs more often after a generalized
tonic-clonic seizure. A generalized tonic-clonic seizure, by defi-
nition, is an abnormal electrical discharge that involves both
sides of the brain. In other words, PP tends to occur when both
hemispheres are affected (whether by the injury, seizure, or
both). It seems likely that large, interconnected networks of
neurons are needed in order for PP to occur.

Metabolic studies have shown increased metabolism in both
the frontal and temporal lobes during PP. Some have proposed
that the increased metabolism is due to a “rebound” effect.
After a seizure, there is postictal depression of cerebral activity.
Later, as the PP develops, there may be a compensatory
increase in cerebral metabolism. This is analogous to the situ-

ation that occurs when a person withdraws from a CNS
depressant. For instance, benzodiazepine withdrawal can cause
delirium and psychosis.1 Further research is needed in order to
better understand why and how PP develops.

Treatment
Fortunately, PP often responds very rapidly to low doses of
medication;1,2,3 however, the best treatment for PP is to con-
trol the seizures! When PP occurs, benzodiazepines and
antipsychotic medications are most often used (Figure #3).
The use of several antipsychotics has been proposed, and it
seems that all are effective. One concern that many physi-
cians have with the use of these medications is that they have
been reported to cause seizures. Of course, this is exactly the
patient population in which the medication is being pre-
scribed, and so the fear is that seizures will worsen when an
antipsychotic is started.

Almost all antipsychotic medications are mildy epile-
pogenic, with seizures occurring 0.1 to 1.5 percent of the
time.2 In one series, the incidence of seizures was 0.3 percent
for resperidone and 0.9 percent for quetiapine and
olanzepine. It is thought that this effect is dose-related: an
increased rate of seizures may occur at higher doses of
antipsychotic medications. For instance, the incidence of
seizures was one percent for clozapine at low doses (< 300
mg), 2.7 percent at moderate doses, and 4.4 percent at high
doses (600-900mg/d).2 In contrast, Devinsky described no
dose effect in 5,000 patients taking clozapine. In addition to
seizures, antipsychotic medications have been reported to
affect the EEG.1 The EEG may change in up to seven percent
of individuals;2 however, a change in the EEG does not trans-
late into a clinical problem. 
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Table 2.  Risk Factors for Postical Psychosis (PP)
• The psychosis is more likely to occur after one or more gener-
alized tonic-clonic seizures.

• At baseline, there is bilateral cerebral dysfunction, often caus-
ing intellectual impairment (for instance, after a serious head
injury or encephalitis).

• There is a family history of psychiatric illness.

Some studies have tried to correlate the type of epilepsy with
the occurrence of PP, but no clear pattern has emerged.

Similarly, when partial epilepsy has been studied, there is no
clear correlation with where the seizures begin.  

Further, there seems to be no clear relationship between the
hemisphere in which seizures begin and the occurrence of PP.

Table 1:  Features of Postictal Psychosis (PP)

• PP occurs within one week of the seizure; however, there is usu-
ally a delay from the time of the seizure to the onset of PP. The
time in between the seizure and PP is the lucid period.

• PP has a short duration: it lasts more than 15 hours, but usually
less than two months.

• It consists of delusions and/or delirium; often the symptoms are
a change in affect.

• PP usually occurs more than 10 after the onset of the epilepsy
(the average onset of PP after epilepsy starts is 15-22 years).

• PP responds very well to low-dose antipsychotics or benzodi-
azepines (or a combination thereof).
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Although there is appropriate concern for worsening
seizures, the likelihood that this will occur is very small. First,
the antipsychotic medications are usually needed in low
doses. If there is a dose-related effect, using low doses mini-
mizes this risk. Further, persons with epilepsy are already tak-
ing antiseizure medications, which likely will help to protect
them to some degree. In short, given the morbidity and mor-
tality associated with postictal psychosis, the benefits of treat-
ment far outweigh the risks.

Conclusions
PP may occur in 25 percent of people with refractory epilep-
sy. It occurs most often after bilateral cerebral injury, and
after one or more generalized tonic-clonic seizures. PP does
not start immediately after the seizure(s); instead, there is
usually a lucid period of one to six days before PP begins.
Once present, PP lasts from several hours to as long as two
to three months. Fortunately, it responds very well to treat-
ment with either benzodiazepines or antipsychotic medica-
tions, often at low doses. As PP is short-lived, long-term use
of antipsychotics is usually not needed. Instead, the best
treatment for PP is to prevent it by eliminating its cause:
seizures.   PN
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Table 3. Frequently used Treatments for 
Postictal Psychosis (PP) 

Common side effects of antipsychotic medications include 
sleepiness and weight gain.  
Clozapine requires special monitoring, due to problems with 
agranulocytosis

— Adapted from Elliott 2009
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Antipsychotic

clozapine 

olanzepine

quetiapine

risperidone

Start Dose

12.5mg

5mg

25-100mg

2mg

Dose Range

300-700mg

5-15mg

400-600mg

4-6mg

Maximum Dose

900mg

20mg

800mg

16mg
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