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[ Abstract] Cardiovascular disease seriously affects people”’ s health. Myocardial infarction in cardiovascular disease is seriously life-
threatening. Studies have shown that damage to coronary endothelial cells can aggravate myocardial infarction, and endothelial cell
mitochondria play an important role in endothelial cell damage,so the study of endothelial cell mitochondria has also atiracted more and more
attention. This article reviews the research progress and treatment of the mitochondrial structure of coronary endothelial cells and its quality
control damage in oxidative stress, inflammation, atherosclerosis and ischemia reperfusion injury during myocardial infarction, in order to
provide reference for the related research and treatment of myocardial infarction.
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