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[ Abstract] Heart failure is a circulatory disorder syndrome caused by impairment of the systolic and/or diastolic function of the heart,

resulting in impaired ventricular pumping function. The main clinical manifestations are dyspnea, cough and sputum. Heart failure is the end

stage of the development of heart disease with poor prognosis. Until now, the pathogenesis of heart failure is not fully clarified. In recent years,

many studies have shown that mitochondrial dysfunction is closely related to the occurrence and development of heart failure. In this article , we

reviewed the progress of mitochondrial ATP-sensitive potassium channels and the role of mitophagy in heart failure.
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