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[Abstract] Vascular endothelial injury is the initiating factor leading to cardiovascular diseases. Endo-
thelial cell is the most important protective barrier between blood and blood vessel walls. Multiple cardiovas-
cular risk factors such as hyperhomocysteinemia, hyperlipidemia and hyperglycemia may accelerate endothelial
cell death,and result in the development of cardiovascular diseases. Therefore, how to prevent and decrease
vascular endothelial cell death is of great significance for improving vascular endothelial function, preventing as
well as treating cardiovascular diseases. Pyroptosis is a new discovered programmed and inflammatory cell
death type,which participates in the occurrence and development of various cardiovascular diseases such as
atherosclerosis, hypertension and diabetes mellitus. This article summarizes the role of pyroptosis in vascular
endothelial cell dysfunction.
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