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[ Abstract]

more than 80% of stroke cases. Endothelial microvesicles (EMVs) are small vesicles released from the surface of endo-

Stroke is the leading cause of adult disability in the world, and ischemic stroke (IS) accounts for

thelial cells (ECs) during activation or apoptosis. In recent years, many studies have found that EMVs play an important

role in the development of ischemic stroke. This article will elaborate and summarize the biological characteristics of
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EMVs and their potential clinical value in the clinical diagnosis and treatment of ischemic stroke.
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