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Study on Myocardial Ischemia Reperfusion Injury from the Perspective of Mitochondria Protection
Fan Zongjing, Wu Yang, Xie Liandi, Cui Jie
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Abstract In recent years, studies have shown that mitochondria plays a role in several stages of myocardial ischemia reperfusion
injury. Its main mechanism involves reactive oxygen, cell apoptosis and mitochondrial permeability transition pore opening. Tradi-
tional Chinese medicine researches using mitochondria as target point have been given a lot of attention to in recent years. The arti-

cle summarizes the mechanism of traditional Chinese medicine prevention of myocardial ischemia-reperfusion injury from the per-

spective of protecting mitochondria.
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