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[ Abstract] Reperfusion therapy is the best treatment strategy for acute myocardial infarction. However, reperfusion itself can induce
myocardial damage, and its mechanism has not been fully elucidated. In recent years, programmed cell death has been reported as one
important cause of cardiomyocyte loss during ischemic reperfusion injury, including apoptosis, autophagy , and pyroptosis. This article reviews

the role of their connection in myocardial ischemia reperfusion injury,and attempts to search the common target for regulating programmed cell

death.
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