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[ Abstract] Reperfusion is an effective method for the treatment of acute myocardial infarction, which is of great significance for

reducing mortality and improving long-term outcomes. However, reperfusion therapy can also increase damage or necrosis of cardiomyocytes.

Remote ischemic postconditioning is an effective measure to improve myocardial ischemia reperfusion injury,and can promote the recovery of

stunned myocardium,which is of great significance for cardiac rehabilitation of patients with myocardial infarction. The relevant mechanisms

mainly focus on inhibiting oxidative stress, anti-apoptosis, reducing inflammation and increasing autophagy, in which a variety of signaling

molecules are involved.
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