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[ Abstract] Timely recovery of coronary blood flow is the key treatment for Patients with acute myocardial infarction, but suddenly

recovery of blood flow can also cause more serious damage to the ischemic myocardium. The effective treatments of myocardial ischemia

reperfusion injury have not been found. Recent research has found that tripartite motif ( TRIM) family protein can not only omediate the

biological processes of oxidative stress, necrocytosis and inflammation, but also participates in conditioning with cardiac ischemic and

membrane repair, which plays an important role in MIRI. In this article,the function of TRIM family proteins in MIRI and the mechanism of

molecular regulation are summarized ,and focuses on whether TRIM can be used as a new target for anti-MIRI.
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