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Abstract

Acute catatonic syndrome is a condition
that can be caused by a variety of meta-
bolic, neurological, psychiatric, and toxic
conditions, including neuroleptic malig-
nant syndrome. Although ictal catatonia
as a manifestation of non-convulsive sta-
tus epilepticus has been described, refer-
ence to the occurrence of seizures in
patients with acute catatonic syndrome is
anecdotal. Twenty nine patients with
acute catatonic syndrome were reviewed
to identify patients with seizures after the
onset of acute catatonic syndrome.
Patients were divided into four diagnos-
tic groups: affective (15), schizophrenic
(eight), toxic (two), and organic (four).
Seizures occurred in four patients
(13-8%): two patients with dystonic
seizures had viral encephalitis and schiz-
ophrenic disorder respectively; one
patient with complex partial seizures had

Kahlbaum' first described catatonia as a syn-
drome consisting of catalepsy and waxy flexi-
bility, mutism, muscle rigidity, psychotic
negativism, and autonomic dysfunctions.
Although he considered catatonia as strongly
associated with affective illness, he also
emphasised the possible association with
other diseases, such as alcoholism, epilepsy,
malaria, syphilis, and tuberculosis. After the
work of Kraepelin and Bleuler, however,
there has been a tendency to consider catato-
nia as a purely psychiatric disorder, com-
monly associated with schizophrenia.??
Recently, many reports have emphasised the
association between catatonia and a variety
of medical, neurological, and psychiatric con-
ditions* and catatonia has again been
regarded as a non-specific entity that has a
wide range of organic and psychiatric causes.?
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Table 2 Clinical details of patients with acute catatonic syndrome and seizures
Outcome of
acute
Sex/ Main clinical Previous psychiatric Previous  Type of catatonic
No age Diagnosis Sfindings disorders epilepsy seizure Frequency  AED 1r syndrome
1 F/17 Schizophrenic Fever 38°C Obsessive-compulsive No Dystonic Recurrent Phenobarbitone Full
disorder Tachycardia disorder in childhood seizures recovery
2 F/23 Viral encephalitis gever >40°(§_ No No Dystonic Recurrent Phenobarbitone Improvement
espiratory failure seizures
Serum CK = 259 U/l
3 F/22 Neuroleptic Fever 39-5°C Recent acute psychosis No Absence Status Diazepam Improvement
malignant Tachycardia (150) status
syndrome Serum CK = 2000 U/ epilepticus
Myoglobinuria
Respiratory failure
Adynamic ileus
4 F/67 Viral encephalitis Fever 38°C Affective illness No Complex Recurrent Carbamazepine Improvement
Respiratory failure (bipolar) partial

seizures

CK = creatine kinase; AED = antiepileptic drug.
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an) who had dystonic seizures associated with cortical electrodecremental events (CEEs). (A) (= 0): onset
ical change; (B) (t = 20 s): onset of CEE, rapidly followed by tonic convulsion; @) (1=309):
40s) and (E) (¢t = 50 s): persistence of CEE despite cessation of motor activity;

Ictal EEG in patient No 1 (a 17 year old wom
of the attack with generalised sharp waves and no clin
continuation of both CEE and motor seizure activity; (D) (t =
(F) (t = 60 s): gradual restoration of basal EEG activity.



Ebpileptic seizures in patients with acute catatonic syndrome

The association between catatonia and
epilepsy was emphasised by Kahlbaum in his
original monograph,’® but it has received scant
attention in the modern literature.? Despite a
few reports of adequately documented catato-
nia with concurrent epileptic discharges on
the EEG®*’ and of non-convulsive status
epilepticus presenting as ictal catatonia,® the
reference to the occurrence of seizures in
catatonic patients is usually anecdotal. The
aim of this study was to investigate the occur-
rence of seizures in patients with acute cata-
tonic syndrome.

Patients and methods
Twenty nine patients (11 men, 18 women;
age range 15-78; mean age 43-2 (SD 20-0)
with acute catatonic syndrome have been ret-
rospectively identified from clinical charts of
patients admitted to the Department of
Neurology of the University of Genova in the
years 1984-92. According to Barnes et al,? the
minimum definition of acute catatonic syn-
drome required that patients rapidly devel-
oped, over a period of days or weeks, at least
one motor sign (catalepsy, posturing, or waxy
flexibility) in combination with at least one of
the following clinical signs: (a) negativism,
mutism, or stupor; (b) excitement; (c¢) bizarre
repetition behaviour. All patients had a
detailed assessment that included physical,
neurological, and psychiatric examination,
neuroimaging, EEG, CSF examination, and
appropriate screening tests for the known
metabolic and systemic causes of the syn-
drome.* Table 1 indicates the likely causes of
acute catatonic syndrome in the 29 patients.
The clinical charts of patients with acute
catatonic syndrome were reviewed to identify
the occurrence of epileptic seizures during the
catatonic periods. The diagnosis of seizures
was based on the clinical findings and EEG
recording.

Results
Seizures during the catatonic periods
occurred in four out of the 29 patients with
acute catatonic syndrome (13:8%). Table 2
summarises the clinical features of these
patients.

One patient had complex partial seizures,
one patient had absence status epilepticus,
and two patients had dystonic seizures associ-
ated with cortical electrodecremental events
as described by Fariello et al® The figure
shows the EEG findings in one of these
patients.

Discussion

Our series has confirmed that catatonia is a
non-specific entity that has a wide range of
organic and psychiatric causes,? provided that
schizophrenic disorders accounted for only
27-6% of the cases. The frequency of seizures
in patients with acute catatonic syndrome
(13-8%) was close to the 16% reported by
Barnes et al,> although this figure also
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included seizures occurring outside the cata-
tonic periods. As these rates are definitely
higher than those of an age matched general
population, a merely coincidental association
of seizures and catatonia is unlikely. Seizures
were more frequent in patients with organic
catatonia, but they occasionally occurred in
acute catatonic syndrome due to psychiatric
disorders as well. Epileptic seizures in the
course of acute catatonic syndrome can be
triggered by miscellaneous causes such as
hyperpyrexia, liver and renal failure, throm-
boembolism, neuroleptic drugs, and CNS
infections. Critically ill patients with acute
metabolic events or drug toxicity may have
new onset seizures.!° One of our patients had
a non-convulsive status epilepticus, as
reported by Lim ez al.® Absence status epilep-
ticus occurring de novo in adults often results
from a conjunction of several epileptogenic
factors, such as an excessive amount or with-
drawal of psychotropic drugs or toxic or
metabolic factors'!'%; all of these conditions
are likely to occur in acute catatonic syn-
drome and can thus account for epileptic
seizures in some patients. Such a non-specific
mechanism is unlikely, however, to represent
the only explanation. One half of patients
with epileptic seizures during acute catatonic
syndrome had dystonic seizures with cortical
electrodecremental events, which are quite
unusual in adults.® These seizures are sup-
posed to arise from a subcortical focus, possi-
bly located in the brainstem.’'*!* Subcortical
discharges in the EEG have occasionally been
reported in patients with catatonic stupor.'
The relation between the brainstem (particu-
larly the midbrain) and catatonic states has
been a recurring theme, which has received
some support from experimental and patho-
logical evidence® and, more recently, by neu-
roimaging.'® It can be speculated that both
seizures and acute catatonic syndrome might
sometimes result from an involvement of the
same neural structures, possibly located in
the diencephalon, midbrain, and pons. Then
epileptic seizures in the course of acute cata-
tonic syndrome are likely to arise from multi-
ple mechanisms, some of which are possibly
related to the pathophysiology of catatonia.
The reported efficacy of anticonvulsive treat-
ment in catatonia!’ and, conversely, the rela-
tion between periodic electrographic
complexes and dopamine insufficiency in
neuroleptic malignant syndrome,'® indirectly
suggest that some common mechanisms may
underly both catatonia and seizures.

The possible occurrence of epileptic
seizures during acute catatonic syndrome
emphasises the importance of EEG monitor-
ing in these patients, both at the onset and in
the course of the syndrome. In the absence of
an ictal EEG, the occurrence of fits with
uncommon features may lead to a wrong
diagnosis of non-epileptic attacks, as pseudo-
seizures and neuroleptic-induced acute dys-
tonia are common in patients with acute
behaviour disturbances.!® A correct identifica-
tion of epileptic seizures is essential, however,
given the different therapeutic implications.
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electrodecremental event: clinical and neurophysio-
logical observations in patients with dystonic seizures.
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