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[ Abstract ] Autophagy is a highly conservative and lysosomal dependent intracellular degradation pathway in the process of biological

evolution. In the cardiovascular system, autophagy at the basal level is a mechanism to maintain the homeostasis of heart structure and

function. In the state of stress, moderate activation of autophagy can protect cardiomyocytes from stress injury, while excessive activation will

aggravate myocardial injury. Thus, autophagy is involved in the pathological process of various cardiovascular diseases. There are a variety of

autophagy regulatory mechanisms in organisms, among which mammalian target of rapamycin ( mTOR) is a key negative regulator of

autophagy. The study on the mechanism of autophagy mediated by mTOR in cardiovascular diseases can provide new strategies for clinical

prevention and treatment of cardiovascular diseases.

[ Key words ] mTOR ; Autophagy ; Cardiovascular diseases
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