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Fig. 1 Pre-treatment (A) Te-weighted MRI, (Axial, 3T, TR 4,000ms, TE 80ms) (B) fluid-attenuated in-
version recovery (FLAIR) sequence (Axial, TR 10,000ms, TE 120ms), (C) Diffusion-weighted im-
ages (DWI), (3T, TR 3,400ms, TE 68ms, b value : 1,000 see/mm?), (D) apparent diffusion coefficient
(ADC) map, (E) magnetic resonance angiography (MRA), and (F) source image of MRA. Te-

weighted MRI reveals symmetric hyperintense lesions of bilateral thalamus. DWI shows no

decrease. On the ADC map, there is a slightly hyperintense lesion in the same area as on Ts-
weighted MRI and FLAIR (arrows). MRA shows the enlarged veins, and source image of MRA re-
veals abnormal intensity lesion in the superior petrosal sinus area (arrowheads).
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Fig. 2 Pre-treatment Te-weighted MRI. T2-weighted MRI reveals abnormal flow void that repre-

sents the enlarged veins (arrows).

Fig. 3 Pre-treatment left internal carotid angiogram, lateral projection. Angiogram shows dural ar-
teriovenous fistula (DAVF) of the superior petrosal sinus (SPS) (closed arrow). Straight sinus is not
revealed (arrowheads), and the venous drainage is retrograde into the internal cerebral vein (open
arrow).
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Fig. 4 Scheme of cerebral veins and sinuses, lateral view. 29 (A) normal image, (B) this case. In this
case, (1) the basal vein and (2) the vein of Galen are enlarged. (3) The strait sinus is not revealed,
and the venous drainage is retrograde into (4) the internal cerebral vein.
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Fig. 5 Post-treatment left internal carotid angiogram, lat-
eral projection. Remarkable reduction of the DAVF is
confirmed.
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Fig. 6 On post-treatment (A) Teweighted MRI, (B)
FLAIR sequence, (C) DWI and (D) ADC-map. The
hyperintense area has disappeared (arrows).
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Abstract

A case of dural arteriovenous fistula associated with bilateral thalamic lesions

Takahiro Yamamoto, M.D., Masaki Watanabe, M.D., Akiko Miura, M.D.,
Tomoo Hirahara, M.D., Teruyuki Hirano, M.D. and Makoto Uchino, M.D.
Department of Neurology, Faculty of Life Sciences, Kumamoto University

We report a 51-year-old man with a dural arteriovenous fistula (DAVF) associated with bilateral thalamic le-
sions. He was admitted to our hospital because of cognitive disorder. T:-weighted MRI and fluid-attenuated inver-
sion recovery (FLAIR) sequence of the brain revealed symmetric hyperintense lesions of bilateral thalamus and
abnormal flow void that represents the enlarged veins. Cerebral angiography demonstrated DAVF in the supe-
rior petrosal sinus (SPS). It was mainly supplied by the internal carotid arteries. The strait sinus was not revealed,
and the venous drainage was retrograde into the internal cerebral vein. Therefore the mechanism of cognitive
disorder in this case was considered to be vasogenic edema of the bilateral thalamus due to DAVF of SPS. We de-
cided to treat the DAVF by embolization via the feeding arteries approach, because strait sinus was not revealed
and venous approach was difficult. After embolization, the size of DAVF was remarkably reduced. His cognitive
disorder was markedly improved and the hyperintense area on T-weighted MRI and FLAIR sequence had disap-
peared. Cognitive disorder due to DAVF of SPS is very rare. It is also difficult to diagnose bilateral thalamic le-
sions as DAVF, but it may be reversible by DAVF treatment. Thus, early diagnosis and treatment is important.
Like this case, abnormal flow void that represents the enlarged veins could help to diagnose bilateral thalamic le-
sions due to DAVF.

(Clin Neurol 2010;50:718-724)
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