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[ Abstract ] Cardiovascular disease (CVD) is widely distributed worldwide and is one of the leading causes of human death. CVD has
many complicated etiologies, and a variety of risk factors and pathological mechanisms can lead to CVD. In cells, various abnormalities such
as metabolic abnormalities, excessive production of reactive oxygen species, insufficient energy supply, autophagy dysfunction, endoplasmic
reticulum stress, and activation of apoptosis can cause mitochondrial dysfunction. Recent studies have shown that mitochondrial dysfunction

plays a key role in the development of CVD. This article emphasizes the mechanism of mitochondrial dysfunction in cardiomyocytes in CVD,

and provides insights for finding new therapeutic targets.
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