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v'I"hrombosed Cerebral Arteriovenous Malformation (AVM)

— Operative Case Report —
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@ ABSTRACT

Spontancously thrombosed cerebral arteriovenous malformations (AVM) are infrequently reported. Its pathophysiology, and natural
course, however, are still not clarified yet. Authors report a case of symptomatic, spontaneously thrombosed cerebral AVM in a 34-
year-old male with a follow-up of 16-year duration, which was surgically extirpated due to repeated bleeding and intractable seizure
disorder, and histopathologically confirmed. Relevant literatures are reviewed and discussed. (Kor ] Cerebrovascular Disease 3: 173-7,

2001)
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Fig. 1. At admission : A : Contrast-enhanced axial computed tomogram (CT) shows acute hemorrhagic

density in posterior temporal lobe

and speckled calcification on medial borders of it. Five years ago : B : Contrast-enhanced axial CT shows.well-enhanced right posterior cere-
bra! artery {PCA), scant enhancement of nidus at lateral end of this artery, and small amount of calcification. C : Gadolinium-enhanced T1-
weighted axial magnetic resonance image (MRI) shows mixed -signal nidal lesion (arrow) along PCA which travels in the interpeduncular

and ambient cistern (signal void).

Fig. 2. Preoperative cerebral angiograms, arterial phase : Anterior-posterior view of right vertebral angiogram (A) and lateral view of right
carotid’angiogram (B) demonstrated faindy-stained whirled vascular structures (arrow) launching from the PCA, respectively (Venous phases
are not seen in this picture). !
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Fig. 3. Intraoperative photographs = A : After retraction of temporal lobe, right PCA (arrow), adjacent to the tentorial notch and perimesen-
cephalic vein (arrowhead) were seen (Nidus is not shown in this picture). B : Clipping of perimesencephalic vein following confirmation of
no blood flow via usmg Doppler probe and retraction along the nidus (arrow) with retractor.

Fig. 4. Photomicrogram of surgical specimen shows many dilated
and thick-walled hybrid blood vessels with organized clots. Some
vessels show marked thickening or partial replacement of media by
hyalinized ‘connective tissue. The brain parenchyma shows old and
recent hemorrhage with hemosiderin-laden macrophage and de-
generative change with calcification (H & E, Original magnification
X 40). :
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