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[ Abstract] Pyroptosis is a newly discovered way of programmed cell death, which can be mediated by

caspase-1. More and more studies have shown that in the pathological process of cardiovascular diseases

(CVD) , pyroptosis mediated by caspase-1 is involved in the occurrence and development of atherosclerosis,is-

chemia/reperfusion injury,heart failure, pulmonary hypertension, and other CVDs. This article reviewed the

structure and function of caspase-1,its relationship with pyroptosis,and its research progress in CVD.
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