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ABSTRACT: Autophagy is a prevalent and highly conservedphysiological process which is characterized by the
lysosome-dependent degradation of intracellular components, damaged organelles and invasive pathogens to maintain cellular
homeostasis. Autophagy plays a key role in pathogenesis and development of diseases. In particular, autophagy plays dual roles in the
cardiovascular diseases. Physiological autophagy is a protective factor to maintain normal cardiovascular function either by reducing
inflammatory responses and oxidative stresses to promote cell survival, or by lessening the formation of foam cells. On the other hand,
excessive autophagy may cause irreversible damages to cells to induce caspase-independent autophagic cell death, thusaugmenting local
inflammatory responses to accelerate the development of atherosclerotic lesions. This article mainly reviews the dual role of autophagy in
the pathological processes of acute myocardial infarction and investigate the possibility of autophagy to be a new target for prevention
and management of cardiovascular diseases.
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