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Cerebral Artery Stenosis in a Young Stroke Patient with Eales’
Disease

Hyun-Ho Kim, MD, Kyung Mi Lee, MD, Sung Hyuk Heo, MD

Department of Neurology, Kyung Hee University College of Medicine, Seoul, Korea

Eales’ disease is an idiopathic disorder induced by ischemic retinal vasculitis, usually affecting the peripheral retina. We
encountered a young patient diagnosed as cerebral infarction with a history of Eales’ disease. The patient’s middle cerebral
artery showed multifocal stenosis with contrast enhancement, suggesting vasculitis. These findings might give clues to a rare
cause of cerebral artery stenosis.
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Figure 1. Brain MRI at 1 day after symptom onset. High signal intensities at the pons (arrow) in diffusion weighted image (A) and T2 FLAIR MRI

(B) are observed. There is no gadolinium enhancement at the lesion (arrow) in T1-weighted image (C). MRI; magnetic resonance imaging, FLAIR;

fluid attenuated inversion recovery.

Figure 2. Funduscopy showing past photocoagulation therapy of both eyes. Minimal amount of vitreous hemorrhage (arrow) is seen in the left eye.
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Figure 3. Brain MR vessel wall images at (A) baseline and (B) follow-up 4 months after onset. (A) Initial MR angiography shows focal stenosis at
both MCA bifurcation area. Sagittal section of the image reveals concentric wall thickening with enhancement at the left MCA bifurcation area
(arrows) and wall enhancement along the distal M1 segment of both MCAs (arrows). (B) In follow-up vessel wall image, decreased extent of
enhancement and wall thickening with stenosis in left MCA bifurcation area (arrows), and resolving state of previous enhancement in right MCA

bifurcation area (arrows) can be seen. MCA; middle cerebral artery, MR; magnetic resonance.
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