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Abstract: Metabolic reprogramming refers to the adaptive changes that cells make to various stimulus

stresses by altering their metabolic patterns in order to meet their energy demands. Myocardial ischemia-

reperfusion injury is tissue damage caused by restoration of blood supply after myocardial infarction, during

which cardiomyocytes undergo metabolic reprogramming of sugars, fatty acids, and amino acids. Exercise, as

a common way to prevent disease, has been found to modulate metabolism to reduce myocardial ischemia-

reperfusion injury, and this paper provides a review of the mechanisms and research progress in metabolic

reprogramming and exercise to provide myocardial protection during myocardial ischemia-reperfusion.
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