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Fig. 1 Diffusion weighted image (DWI) (15T; TR
3,500msec, TE 82ms, b value =1,000sec/mm? on day 1
shows a high-signal-intensity area in the right occipito-
temporal cortex.

Fig. 2 Selective left vertebral artery angiogram shows oc-
clusion of the branch of posterior cerebral artery.
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Fig. 3 Transesophageal echocardiography with saline
contrast material injection into the antecubital vein con-
firmed a significant entry of microbubbles into the left

atrium.
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Fig. 4 Transcranial Doppler sonography with saline contrast material injection shows many High
Intensiy Transient Signals (HITS) from the basilar artery before the embolization therapy.

Fig. 5 Ches X-ray reveals abnormal vessels in the left
pulmonary lower lobe.
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Fig. 6 Contrast enhanced CT shows a single Pulmonary
arteriovenous malformation with a feeding artery diame-
ter of 3.5 mm.
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Abstract

Paradoxical brain embolism mediated through a pulmonary arteriovenous malformation with hereditary
hemorrhagic telangiectasia in a Japanese patient

June Takeda, M.D., Kenichi Todo, M.D., Shiro Yamamoto, M.D.,
Hiroshi Yamagami, M.D., Michi Kawamoto, M.D. and Nobuo Kohara, M.D.
Department of Neurology, Kobe City Medical Center General Hospital

We report a case of paradoxical brain embolism mediated through a pulmonary arteriovenous malformation
(PAVM) with hereditary hemorrhagic telangiectasia (HHT). A 25-year-old right handed man was admitted to our
hospital after sudden headache and visual field abnormality. In neurologic examinations, he had left superior-
quadrantanopsia. Laboratory findings showed iron deficiency anemia. Diffusion weighted images disclosed a high-
signal-intensity area in the right occipito-temporal lobe, and intraarterial digital subtraction cerebral angiography
revealed occlusion of the right posterior cerebral artery. Transesophageal echocardiography revealed continuous
right-to-left shunt. We confirmed his history of spontaneous recurrent epistaxis and the first-degree relatives with
epistaxis or PAVM. A contrast enhanced CT scan of the chest revealed a PAVM. The diagnosis of paradoxical
brain embolism mediated through the PAVM with HHT was, thus, established. The PAVM was occluded by us-
ing embolization coils successfully. In Asian countries, the prevalence of PAVM with HHT is thought to be lower
than in European countries. We should carefully take medical and family histories, especially epistaxis, in a young
stroke patient.

(Clin Neurol 2012;52:161-165)
Key words: paradoxical brain embolism, pulmonary arteriovenous malformation, hereditary hemorrhagic telangiectasia,

ischemic stroke




