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Abstract  The morbidity and mortality due to acute myocardial infarction(AMI) worldwide are increasing
year by year. With the development of reperfusion therapy, the mortality of AMI patients has decreased, howev-
er, there is still a high incidence of adverse events such as heart failure after AMI. Heart injury caused by AMI is
the basis of adverse cardiovascular events. How to repair heart damage has always been the focus of research in
the cardiovascular field. Therefore, it is of great significance to explore the repair of cardiac injury after AMI.

This article reviews the research progress of cardiac injury repair after AMI, aiming to provide new treatment ide-
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as for AMI and improve prognosis.
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Figure 1 Heart injury repair after AMI
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