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Summary : A 35-year-old man with three different types of cerebral vascular malformations pre-
sented with right optic ataxia, acalculia and agnosia was reported. CT scan demonstrated subcortical
intracerebral hematoma in the left parietal lobe. Cerebral angiography demonstrated medullary
venous malfornation ( MVM ) with arterial component in the right parietal lobe and arteriovenous
malformation in the left cerebellar hemisphere. Surgical exploration was performed against the left
parietal intracerebral hematoma and the pathological diagnosis was cavernous hemangioma. The right

parietal MVM with arterial component was treated by transarterial embolization using polyvinyl alco- Key words :

hol ( PVA ) paticles. It was possible to normalize the cerebral circulation without impeding the * medullary venous
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Fig. 1 Non-contrast CT scan on admission demonstrated
subcortical hematoma in the left parietal lobe and

irregular high density area in the right parietal lobe.

Fig. 2 Contrast enhanced CT demonstrated slight enhanced

effect at the right parietal high density area.
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Fig. 3 MRI ( 200038 ) demonstrated flow void in the left
cerebellar hemisphere and right parietal lobe, mixture

of low and high intensity area in the left parietal lobe.

Fig. 4 Gd-MRI demonstrated perifocal enhancement at the

right parietal flow void area.
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Fig. 5 Frontal view ( A, B, C ), Lateral view (D, E, F )
Right internal carotid angiogram demonstrated slight
enlargement of middle cerebral artery posterior trunk
and enlargement of medullary and central medullary

vein of the parietal lobe.
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Fig. 6 Frontal view ( A, B, C ). Lateral view ( D, E, F ) Left
vertebral angiogram demonstrated the left cerebellar
AVM. Left PICA is a feeding artery and draining into

lateral sinus.
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Fig. 7 Photomicrography of the specimen of the left parietal
hamatoma shows many sinusoidal vessels of different

sizes without intervening neural parenchyma.
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Fig. 8 Lateral view (A, B, C)
Right middle cerebral artery anglar artery angiogram

demonstrated MVM in the right parietal lobe.
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Fig. 9 Lateral view ( A, B ) : post embolization. Right inter-
nal carotid angiogram demonstrated normalized cir-

culation of medullary venous malformation.
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Fig. 10 Frontal view ( A, B, C ),

Left vertebral angiogram demonstrated disappear-
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ance of the left cerebellar AVM.
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