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[ Abstract ] Acute myocardial infarction is one of the most common emergencies of the cardiovascular system, and its morbidity and

mortality are still increasing year by year in China. In order to further improve the prognosis of patients with myocardial infarction, the

cardiomyocyte regeneration of adult mammalian has been one of the hot topics in the field of cardiovascular research. In recent years, the

regulatory effect of microRNA on cardiomyocyte regeneration is getting more and more attention. The application of exogenous microRNA

analogues is expected to become a potential method to improve the prognosis of patients with myocardial infarction. But the specific

mechanism by which it works is not completely clear. This article reviews the potential mechanism around the Hippo signal pathway in recent

years to explore the possibility of applying microRNA to improve the prognosis of patients with myocardial infarction.
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