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Progress of role of mitochondria in myocardial
ischemic-reperfusion injury
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Abstract; Short supply of cellular energy is one of the critical factors for myocardial ischemia-reperfusion inju-
ry (MIRT). As an energy supply center of cells, mitochondria are closely related to ischemia-reperfusion injury. Tts
dysfunction may cause serious damage to the cardiac cells during ischemia and reperfusion while it can also initiate
a protection mechanism to reduce MIRI. So far, the role of mitochondria in MIRI has been developed to a molecu-
lar level. Therefore, as a target of therapeutic strategies, some molecules of mitochondria, such as mitochondrial
permeability transition pore, mitochondrial ATP-sensitive potassium channels, have become a research focus related
to MIRI. In this paper, the relationship between mitochondria and MIRI, as well as the drug research of mitochon-
dria, is reviewed.
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