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Abstract

Sneddon syndrome is a clinical entity that is
characterized by livedo reticularis and cerebrovas-
cular lesions and is considered to be a subtype of
antiphospholipid antibody syndrome. Central retinal
artery occlusion is one of the ophthalmic complica-
tions of this syndorome and its prognosis of visual
acuity is generally poor. We report here a 50-year-
old man with Sneddon syndrome who had recurrent

central retinal artery occlusion with recovery of
visual function after each episode. (J Jpn Ophthal-
mol Soc 99:104—108, 1995)
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