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[ ABSTRACT]

wide. In the early stage of acute myocardial infarction, percutaneous coronary intervention, coronary artery bypass graft-

Myocardial infarction is one of the leading causes of death in patients with coronary heart disease world-

ing, drugs and other treatment means can restore the blood supply of ischemic myocardial tissue, save the dying myocardi-
um and reduce the mortality rate of patients. However, after the interruption of myocardial blood supply and the restora-
tion of blood supply within a certain period of time, the original ischemic myocardium may suffer more serious damage than
that of ischemia.  This phenomenon is called myocardial ischemia-reperfusion injury (MIRI) , and its mechanism has not
been fully elucidated. In this paper, the research progress of MIRI mechanism in recent years is reviewed, and the patho-

physiological mechanism of MIRI is expounded, which will help to develop new therapeutic interventions and provide help
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for clinical treatment of myocardial infarction.
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UIne M BT 8 A, Ry o6 B AR A TG sl 3R 1 OB 3R
PTG AU R T RN IR A . ol IR R BH , [
SRR O WL I O LR 3 R B 454,
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