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Ictal catatonia associated with 
segmental catalepsy

AbstrAct
Introduction. Non-convulsive status epilepticus (NCSE) is an epileptic condition lasting more than 30 minutes in 
which continuous or recurrent seizure activity on the electroencephalogram (EEG) is associated with diverse clinical 
symptoms including alteration of mental state, abnormal behavior, perceptual disturbances or altered consciousness.
Methods. This was a case study conducted at King Khalid Hospital. 
results. Our patient presented with catatonia and segmental catalepsy associated with non-convulsive status epi-
lepticus. 
conclusions. The simultaneous occurrence of non-convulsive status epilepticus and catatonia/catalepsy in our pa-
tient suggests a common pathophysiological mechanism. Furthermore, our data suggest that dysfunction of the 
posterior areas of the brain may be responsible for catalepsy.
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INtrODUctION

Non-convulsive status epilepticus (NCse) is an 
epileptic condition lasting more than 30 minutes in 
which continuous or recurrent seizure activity on 
the electroencephalogram (eeG) is associated with 
diverse clinical symptoms including alteration of 
mental state, abnormal behavior, perceptual distur-
bances or altered consciousness [1]. The diagnosis 
of NCSE may be difficult due to its protean pres-
entation [2]. This syndrome can occur in various 
forms of brain pathology, including stroke, brain 
tumors, and craniocerebral trauma, as well as in 
systemic diseases affecting the central nervous sys-
tem [3]. eeG is considered to be the sine qua non 
for confirmation of the diagnosis of this condition.

In this paper we report for the first time the oc-
currence of segmental catalepsy in a patient with 
ictal catatonia associated with NCse.

cAsE rEPOrt

an 86-year-old saudi male was brought to 
emergency room of King Khaled Hospital on July 
27th, 2011 with shortness of breath and drowsiness. 
He had a history of an old right hemispheric hem-
orrhagic infarct with left hemiplegia, hypertension, 
hypercholesterolemia and depression. at the time 
of admission his medications included aspirin, sim-
vastatin and captopril.

On examination, the patient was unresponsive 
with a Glasgow coma scale of 7/15. Vital signs – 
pulse: 91/minute, blood pressure: 145/85 mmHg, 
temperature: 37.8 C and RR of 20/minute. Chest 
examination was normal except for bilateral basal 
crepitation. abdominal examination revealed ab-
dominal distension. There was no lymph node en-
largement and no skin rash. Neurological examina-
tion showed the patient to be stuporous and 
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non-reactive to external stimuli. The pupils were 3 
mm in diameter, being equal and reactive to light. 
There was no papilledema. Doll’s eyes were pres-
ent. There was no facial asymmetry. evaluation of 
the motor system revealed no spontaneous move-
ments of the extremities. A striking finding was a 
sustained and immobile posture of the right upper 
extremity with the right elbow in the flexed posi-
tion at 90 degrees along with elevation of the right 
arm. any attempt to change this posture would re-
sult in a rapid return of the limb to its original pos-
ture. Deep tendon reflexes were depressed all over. 
There were no abnormal movements. There were 
no meningeal signs. There were no bruits.

Laboratory investigations showed raised plate-
let count 479x109/l, decreased hemoglobin (Hb) 
10.5 g/dl, decreased hematocrit (Hct) 31.3%, raised 
fasting blood glucose was 13 mmol/l, raised serum 
creatinine 202 µmol/l, raised urea level 11.14 
mmol/l, decreased serum sodium 128 mmol/l, de-
creased serum calcium 2 mmol/l. Other laboratory 
investigations were within normal range.

Plain brain CT scan revealed scattered vascular 
calcifications in the posterior fossa. There were 
right parietal lobe, right basal ganglia, left frontal 
lobe and left parietal lobe low density areas com-
patible with multiple subacute to chronic infarcts, 
being more prominent on the left. There was no 
midline shift. Brain MRI showed old infarct in the 
left middle cerebral artery distribution with a prom-
inent left ventricle. There was a right paraventricu-
lar subacute infarct with effacement of the right 
lateral ventricle. There was diffuse cortical atrophy 
with old white matter ischemic changes. a portable 
eeG was consistent with non-convulsive status ep-
ilepticus (figure 1 and 2).

a carotid Doppler study revealed bilateral inti-
mal thickening of both carotid arteries and its 
branches. No evidence of calcified plaques or sig-
nificant stenosis. Echocardiogram revealed an ejec-
tion fraction of 60% and left ventricular hypertro-
phy without thrombi.

In the emergency room, he received Midazolam 
10 mg, Fentanyl 1 mg for intubation, acetami-
nophen 1 g/100 ml and Phenytoin 300 mg were 
given. The patient underwent rapid sequence intu-
bation and was placed on mechanical ventilator and 
was later admitted to the intensive care unit (ICU) 
where a fever work-up was negative. The patient’s 

condition remained unchanged. He died of cardio-
pulmonary arrest.

DIscUssION

Catatonia is a syndrome characterized by a psy-
chomotor disturbance. Two types mentioned in the 
literature: retarded and excited. Catatonia with re-
tardation is associated with signs reflecting a pauci-
ty of motor movements, including immobility, star-
ing, mutism etc. (4).

Catatonia with excitement is characterized by 
psychomotor agitation including hyperthermia, al-
tered mental status, and autonomic dysfunction 
which is referred to as malignant catatonia [4]. 

The DSM-V defines catatonia as the presence of 
three or more of the following: catalepsy, waxy 
flexibility, stupor, agitation, mutism, negativism, 
posturing, mannerisms, stereotypies, grimacing, 
echolalia, and echopraxia. a number of scales have 
been developed to quantify catatonic signs [5].

Our patient presented with stupor, motor immo-
bility, and lack of response to external stimuli, con-
sistent with catatonia. An EEG confirmed the diag-
nosis of NCse which in this particular case, most 
likely emanated from an old left hemispheric in-
farct. A striking finding was the presence of “seg-
mental catalepsy” manifested by a sustained, rigid, 
and immobile posture of the right upper extremity 
which could be overcome by application of exter-
nal force, however, with a rapid return of the limb 
to the original posture (flexibilitas cerea). The cata-
lepsy seemed to correspond to the focal electro-
graphic seizure involving the contralateral occipi-
tal-posterior temporal region.

It has been suggested that hypoactivity of GaBa 
(the primary inhibitory neurotransmitter of the 
brain) in the corticostriatal pathways or hyperactiv-
ity of glutamate (the primary excitatory neurotrans-
mitter) may be the underlying pathophysiological 
mechanisms of catatonia [6]. On the other hand, 
similar mechanisms have been implicated in the 
pathogenesis of status epilepticus [7]. The simulta-
neous occurrence of both syndromes in our patient 
is concordant with this analogy and suggests a 
common pathophysiological mechanism. Further-
more, the presence of segmental catalepsy as a clin-
ical manifestation of the contralateral focal electro-
graphic seizure is additional evidence in support of 
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FIGURE 1, 2. EEG shows non-convulsive status epilepticus
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this theory. However, it is intriguing that this elec-
trical activity only involved the left occipital-poste-
rior temporal region, raising the possibility that 
dysfunction of the posterior areas of the brain may 
be responsible for this motor abnormality (catalep-
sy). Further studies are needed to confirm this hy-
pothesis.

cONcLUsIONs

The simultaneous occurrence of non-convulsive 
status epilepticus and catatonia/catalepsy in our pa-
tient suggests a common pathophysiological mech-
anism. Furthermore, our data suggest that dysfunc-
tion of the posterior areas of the brain may be 
responsible for catalepsy.
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