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Operculum syndrome from brain abscess in a
left-hander

only mild hypertensive changes. Jaw move-
ments were very weak on both sides. Saliva
drooled from his lips. His pharynx, palate
and tongue did not move voluntarily. There
was mild upper limb weakness of pyramidal
distribution, slightly more on the left side.
Motor and sensory findings were otherwise
normal. A chest radiograph showed the
appearance of long-standing fibrotic tuber-
culosis in the right upper lobe, with possible
activity.
The clinical diagnosis was the operculum

syndrome, probably the result of athero-
sclerotic cerebral infarction. Apart from a
white cell count of 11 7 x 109/1 and ESR of
46 mm/h, blood investigations were normal.
Intravenous edrophonium hydrochloride
(Tensilon) had no effect. Computed tomog-
raphy (CT) showed a large area of irregular
low density in the fronto-central part of the
right hemisphere, with slight effacement of
the right lateral ventricle (fig a). Following
intravenous contrast an area of ring
enhancement was defined in the more
superficial part of this area (fig b). The left
hemisphere was normal except for undue
prominence of the Sylvian fissure, probably
representing atrophy in the adjacent cortex.
Sulci over the convexity of the left hemi-
sphere were more prominent than on the
right side.
A right fronto-temporal craniotomy was

performed and a superficial mass of 3 to 4 cm
in diameter was excised from the region of
the operculum. This contained yellowish
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pus. The histology of the operation speci-
men showed a pyogenic abscess with sur-
rounding gliosis. Gram-positive branching
filamentous organisms were identified within
the exudate. The features were considered to
be those of cerebral abscess due to nocardia.
There was no evidence of tuberculosis or
malignant tumour.

After operation the patient was given
tuberculostatic drugs and intravenous peni-
cillin and sulphadiazine. There was transient
increase in the weakness of the left arm but
this, and other neurological functions
improved over the ensuing 3 weeks. Recov-
ery was longest delayed in the movements of
the left lower face and the tongue. Some
dysarthria persisted. At no time was there
evidence of impaired emotional control.
Further CT, 18 days after operation,
showed some mixed density abnormality in
the right fronto-temporal area, but all evi-
dence of the abscess had disappeared. The
left Sylvian fissure remained prominent.

During the patient's convalescence we
concluded that his speech disorder was anar-
thria of cortical type. With the help of the
patient and his family we learned that he was
primarily left-handed though he had been
forced to use his right hand at school. As a
result he was able to write with either hand.
Tests, based on those described by Sub-
irana,2 revealed strong left-handed predom-
inance and preference for the left foot and
eye. Two of his five children are left handed.

After a course of antibiotics and con-

Sir: The operculum syndrome is a cortical
type of pseudo-bulbar -paralysis resulting
from lesions in the opercula of both hemi-
spheres. ' An ill-understood unilateral type is
also described. Previously reported cases
have been caused by occlusive vascular
lesions, neoplasms and meningoenceph-
alitis.' We wish to record a case which is
unique in that the operculum syndrome
resulted from a nocardial abscess in the
right hemisphere of a left-handed patient
who recovered following treatment of the
abscess.
A 67 year old Asiatic man presented in

April 1985 with difficulty in swallowing for
one week and severe speech difficulty for 2
days. He had previously been treated for
pulmonary tuberculosis and mild hyper-
tension. There was no previous history of
any neurological illness. On examination he
was almost mute, being only capable of
grunts and hisses. His face was expression-
less, with bilateral ptosis. Both sides of the
lower face were paralysed but he was able to
wrinkle his forehead. The pupils and eye
movements were normal. The fundi showed

Fig (a) CT scan showing area of reduced density in the right hemisphere with slight
effacement of the right lateral ventricle. Note the slight prominence of the left Sylvian
fissure (b) CT scan, at a level 20 mm above (a), showing the ring density which appeared
with contrast enhancement.

P
rotected by copyright.

 on M
ay 22, 2023 by guest.

http://jnnp.bm
j.com

/
J N

eurol N
eurosurg P

sychiatry: first published as 10.1136/jnnp.51.2.307 on 1 F
ebruary 1988. D

ow
nloaded from

 

http://jnnp.bmj.com/


308

tinued tuberculostatic treatment he has
remained well. In order to attend hospital
for follow-up examination almost 2 years
after original presentation, he drove his
motor car through city traffic. His only
disability is mild dysarthria from spasticity
of the tongue. All the other neurological
abnormalities have resolved. At the recent
attendance CT showed only some cerebral
atrophy, most pronounced in the Sylvian
areas ofboth hemispheres, more on the right
side.
The operculum syndrome illustrates that

cortical innervation of muscles supplied by
the 5th, 7th, 10th, and 12th cranial nerves is
variably bilateral. Most cases result from
lesions in the operculum of both hemi-
spheres.' The earlier lesion may pass
unnoticed, the syndrome only manifesting
when a second lesion develops in the
opposite hemisphere.

In our patient the syndrome presented
when he developed an abscess in the oper-
cular area of his right hemisphere. We must
presume that the relative atrophy in the left
opercular area represents a pre-existing
vascular or congenital lesion. The retained
ability to wrinkle the forehead despite bio-
lateral lower facial paralysis must illustrate
the supranuclear control of upper facial
movements is relatively remote from those of
the lower face. The ptosis must have been
an example of "cortical ptosis" which has
been described in pseudobulbar palsy.3

We thank Dr PL Patel for referring the
patient; and Drs B Bhagwan, A Bhigjee,
M Hoffman and V Chrystal, and Phyllis
Enstrom for their help with aspects of this
case report.
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Serum prolactin evaluation after "minor"
generalised seizures monitored by EEG

Sir: Serum prolactin levels have been widely
investigated after generalised tonic-clonic
and partial seizures.1-8 It is now well
known that a significant increase of pro-
lactin occurs after both generalised tonic-
clonic and complex partial seizures, while in
the majority of patients with simple partial
seizures (that is, without loss of conscious-
ness) no significant alterations in postictal
prolactin levels are found.
At the present time there is little informa-

tion about the effect on prolactin release of
generalised seizures as distinct from tonic-
clonic ones ("minor" generalised seizures).
In particular, postictal prolactin levels have
been investigated only after three myoclonic
seizures,5`7 two simple absence attacks6 8
and one akinetic seizure;7 in none of these
seizures was any significant rise of postictal
prolactin blood levels found.
We examined prolactin levels after seven

"minor" generalised seizures (three myo-
clonic seizures, four absence attacks) in
seven female patients affected by primary
generalised epilepsy. Mean age of the group
was 22 years (range 11-36). Patients 1, 2 and
3 had myoclonic seizures and tonic-clonic
seizures. Patients 4, 5 and 6 had simple
absence attacks and rare tonic-clonic
seizures. Patient 7 had complex absences
and very rare tonic-clonic seizures.
Informed consent was obtained in all cases.

In each patient the study was performed
in the morning, after overnight fasting,
under continuous EEG monitoring. A hepa-
rin lock was placed in an accessible vein.
After having obtained a 30-minute EEG
recording devoid of any epileptiform activ-
ity, a blood sample for baseline prolactin
values was obtained. Successively, in each
patient a specific stimulation was used to
trigger a seizure.

Patients 1, 2 and 3 received 10 short runs
of photic stimulation at 15 flashes/s, each
lasting 4 seconds and separated from the
others by a 2 second interval. In every
patient each run constantly evoked a gener-
alised discharge of polyspike-waves, accom-

panied by myoclonic jerks of the limbs,
without loss of consciousness. In each
patient the total duration of myoclonic jerks
was 40 seconds.

In patients 4, 5 and 6 eye closure was

followed after a few minutes by a simple
absence attack, lasting about 10 seconds,
and accompanied by a generalised discharge
of spike-and-waves at 3/Hz.

In patient 7 hyperventilation evoked an

atonic absence which lasted 60 seconds and
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was accompanied by a generalised discharge
of polyspikes and spike-and-waves at about
3/Hz.

In patients 1, 2 and 3 the postictal samples
were obtained 15 minutes after the last
photic-induced myoclonic jerk. In patients
4, 5, 6 and 7 the postictal samples were
obtained 15 minutes after cessation of the
absence. Postictal levels were compared with
the values obtained in basal conditions.
Statistical analysis was carried out using the
paired Student's t test. No significant
changes from the baseline values were seen
in any of the postictal samples.
Our preliminary results indicate that there

is no evidence for "minor" generalised
seizures having postictal prolactin elevations.
This finding has been only occasionally
reported in the literature,58 without any
attempt to give a physiopathological
explanation.
On the other hand, even the mechanisms

underlying the well documented prolactin
elevations which follow generalised tonic-
clonic and complex partial seizures are still
unclear. In a recent report7 it is suggested
that once the entire brain is involved by a
paroxysmal discharge, regardless of how the
neuronal pathways have been activated,
there is a rise of serum prolactin. However,
in the same paper no postictal hyper-
prolactinaemia is found after two gener-
alised seizures, one myoclonic and the other
akinetic: the authors attributed the lack of
prolactin rise to the brief duration of these
attacks. Our observations do not agree with
this interpretation since no rise of postictal
prolactin level was found although in four
cases (patients 1, 2, 3 and 7) the seizure was
of long duration. Other authors have
invoked loss of consciousness as a possible
contributing factor leading to postictal pro-
lactin rise; however, this possibility also
seems to be ruled out by our observations,
since four patients (Nos 4, 5, 6 and 7)
suffered loss of consciousness (in one case of
long duration) without any significant
prolactin rise.

It seems most likely that in "minor" gen-
eralised seizures paroxysmal activity,
although generalised, does not spread within
hypothalamic neurons which regulate pro-
lactin release and thus is not accompanied
by prolactin rise. This feature seems to be
independent of the duration of the seizure
and of the occurrence of loss of con-
sciousness. Further work obviously needs to
be done before these conclusions can be
accepted.
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