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Research progress on protective effect of resveratrol against adriamycin-induced
cardiac toxicity
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Tianjin Institute of Pharmaceutical Research New Drug Evaluation Co. Ltd, Tianjin 300301, China

Abstract: Adriamycin is a major therapeutic agent for a variety of hematological malignancies and solid tumors. However, its clinical
application is limited by dose-dependent cardiotoxicity. The mechanism of doxorubicin-induced cardiotoxicity may involve multiple
signaling pathways, including free radical production, calcium overload, mitochondrial dysfunction, apoptosis and autophagy. Studies
have shown that resveratrol combined with doxorubicin has been reported to prevent cardiac toxicity, and play a synergistic effect on
tumor cells. The protective effect of resveratrol on cardiac toxicity is reviewed in this paper, and the protective mechanism of
resveratrol in adriamycin-induced cardiotoxicity is also elucidated.
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