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Fig. 1
A: Diffusion-weighted image (1.5 T; b = 800 sec/mm?, transverse view) shows high and low intensity lesions in the

Magnetic resonance imaging/angiography.

right middle cerebral artery area. B: FLAIR image shows high intensity lesions in the right middle cerebral artery area.

C: T,* image shows low intensity lesions in the right middle cerebral artery area. D: Magnetic resonance angiographie

(MRA) demonstrates the stenosis of the right MCA.
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Fig. 2 Cranial angiography.

A: Cranial angiography shows C4 portion intracranial aneurysm at 41 years. B: Cranial angiography shows

C4 portion giant intracranial aneurysm at 44 years. C: Pelvic angiography shows that internal iliac artery

had abnormality of stenosis and dilation at 46 years. D: Cranial angiography shows external carotid artery

had abnormality of stenosis and dilation at 46 years.
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Fig. 3 Magnetic resonance imaging/angiography on admission.
A, B, C: Diffusion-weighted image (1.5 T; b = 800 sec/mm®, transverse view), FLAIR and T,* image did not show high
intensity lesions. D: Magnetic resonance angiographie (MRA) demonstrates the right giant intracranial aneurysm.

Fig. 4 Superficial temporal artery biopsy.
A, B, C: Superficial temporal artery biopsy at H-E, E-Masson shows the arteritis with fibrinoid necrosis. Internal and external
elastic laminae have completely diaappeared.
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Abstract

A case of polyarteritis nodosa with giant intracranial aneurysm

Jyunichi Uemura, M.D.”, Takeshi Inoue, M.D."”, Junya Aoki, M.D.", Naoki Saji, M.D.",
Kensaku Shibazaki, M.D.” and Kazumi Kimura, M.D.”

YStroke Medicine, Kawasaki Medical School

A 46-year-old man with a history of the left retinal central artery obstruction and old cerebral infarction in the right
middle cerebral artery region presented with right total blindness due to the right retinal central artery occlusion
accompanied by a cherry red spot. He had been found to have a giant, 17 mm-in-diameter aneurysm of the right internal
carotid artery and a right vertebral arterial aneurysm. The intra-arterial thrombolysis was performed with urokinase
injection for the right eye artery origin, and the right eyesight has improved. Cranial and pelvic angiography showed
multiple stenosis and dilatation of external carotid and internal iliac arteries. The right superficial temporal artery biopsy
revealed the arteritis with fibrinoid necrosis. He was diagnosed as having polyarteritis nodosa (PAN) by clinical course,
angiography, and the superficial temporal artery biopsy. Several studies have reported that PAN had less intracranial
aneurysm and the diameter of the aneurysm was less than 5 mm. Our case is the first report that PAN had giant
aneurysm of 17 mm, diagnosed by temporal artery biopsy. The temporal artery biopsy should be considered to diagnose
PAN.

(Clin Neurol 2013;53:452-457)
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