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[ Abstract] Mitophagy is a process that autophagosome selectively package and transport damaged mitochondria to lysosome for

hydrolysis, which participate in the quality control of mitochondria and maintenance of cell homeostasis. As a “pump” organ, the heart needs

sufficient energy to meet the contractile function of cardiomyocytes, and insufficient mitophagy can lead to abnormal mitochondrial

accumulation and cause heart diseases. This article will review the process of mitophagy and its role in heart diseases, thus providing new ideas

for the treatments of heart diseases.
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