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[ Abstract] The high incidence and mortality of myocardial infarction seriously endanger human health. In recent years, mesenchymal

stem cell have been widely used in the treatment of myocardial infarction and ischemic heart failure. Studies have shown that mesenchymal

stem cell transplantation relies more on paracrine effects to improve heart function, and exosomes are considered to be important paracrine

mediators. This article summarizes the recent research progress and application prospects of exosomes derived from mesenchymal stem cell in

the treatment of myocardial infarction.
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