CLINICO-PATHOLOGICAL-CONFERENCE.
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This 23 years old Thai man was
admitted to this hospital on November

18, 1965 with a chief

severe and progressive

complaint of
generalized
headache for two week duration.

The past history revealed that the
headache had begun since early in
1965. On August 23, 1965 he visited
a certain provincial hospital because
of this Blood
resulted in the findings of P. falciparum.

symptom. examination
He was treated specifically for malaria.
However. there was no improvement
what so ever for his headdche.

In June 1966 he revisited the same
hospital with the same suffering. There
low back
pain. X—ray film of the spine failed

was also a complaint of
to disclose any positive finding. Treat-
ment was not known.

On October 31, 1966, the patient
again came to the hospital complaining
that his headache become more severe
and it was accompained by blurring
of vision and diplopia. The diplopia
disappeared on closing of his left eye.
Physical examination then revealed a
healthy looking individual. There was
bilateral papilledema. Blood examina-

tion showed an increase in eosinophils

to 13%. CSF was slightly turbid but
not xanthcchromia, The pressure was
90 drops/min. diagnosis
was brain tumour. He was told to

come to Bangkok.

Provisional

Physical Examination.

B.P. 110/70 mHg PR 68/min. RR
20/min. Temp. 37" ..

A well developed Thai male. The

mental was dull with poor

memmory.
Pupils were equal and well reacted to
light. There was no stiff neck. The
visual field and confrontation tests
were normal. DTR were normal and
equal. Motor power was normal and
there was no loss of sensation.

Ophthalmoscopic examination re-
vealed papilledema with a flame shaped
hemorrhages in eye grounds.

Lab. data :

Urinalysis was essentially normal
Rbc 5.60 m./cumm. Hgb 14.2 gm %
Whe 14750/cumm with 76 % Neutrophils
19 % lymphocytes 5 % Eosinophils. Chest
X-RAY was normal, Plain skull film
revealed mineralization of posterior
clinoid process.

Bilateral carotid angiogram revealed

a widening of the U-shape on the left
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side and a shifting of the left anterior
cerebral artery to the right.

showed dilated

both ventricles especially the left one.

Ventriculography

The 3rd and 4th ventricles were not
dilated. There was shifting of septum

pallucidum to the right.

Torkilsen

was performed. The patient did not

venlriculocystornostomy

galn consciousness after operation and
soon later developed fixed and dilated
pupils on both sides. Ventricular tap
on the left lateral ventricle yielded no
fluid but, on the right, there was a
strong gush of fluid and air. After
tapping, the right pupil became smaller,
dilated. The

afterward

but the left was still
patient died soon from

sudden cardiac arrest, 19 hours after

the operation.
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