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[Abstract] Vascular remodeling involves the cell proliferation, migration,death,synthesis and degrada-

tion of extracellular matrix and other cell biological activities, which is the important pathological basis of the

occurrence and development of multiple cardiovascular diseases such as coronary heart disease, hypertension

and vascular restenosis. Pyroptosis is a newly discovered new programmed cell death mode. At present,it has

been confirmed to extensively participate in the occurrence and development process of infectious diseases,

nervous system diseases and many kinds of diseases. In recent years,its role in cardiovascular diseases gets in-

creasingly attention. This paper elaborated the role of pyroptosis in the occurrence,development and outcome

of ovascular remodeling-related diseases and its mechanism in order to provide the new ideas for alleviating the

vascular inflammation and prevention and treatment of related cardiovascular diseases.
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