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[ Abstract] Doxorubicin is a broad-spectrum antitumor drug with clear efficacy against a variety of malignancies, but severe
cardiotoxicity limits the clinical application prospect of the drug. Mitochondrial quality control maintains mitochondrial homeostasis, regulates
mitochondrial function, and participates in myocardial injury and repair through mitochondrial biogenesis, mitochondrial dynamics, and
mitophagy. Several studies have shown that mitochondrial quality control plays an important role in the cardiotoxic effects of doxorubicin,but
the underlying molecular mechanisms still require further investigation. This article reviews the role and mechanism of mitochondrial quality
control in doxorubicin cardiotoxicity discovered in recent years. It aims to elucidate the role of mitochondrial quality control in doxorubicin

cardiotoxicity ,to provide direction for the prevention of doxorubicin-related cardiotoxicity and to identify potential therapeutic targets for

cardiotoxicity.
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