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Research progress on cardiotoxicity induced by cisplatin
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Abstract: As a commonly used cytotoxic antitumor drug, cisplatin has a major clinical efficacy. However, dose-dependent cardiotoxicity
significantly increased the risk of cardiovascular disease. The mechanism of cardiotoxicity induced by cisplatin mainly includes cytotoxic
effect, oxidative stress and inflammation, myocardium cell apoptosis, and related signaling pathways. The mechanism of cardiotoxicity
induced by cisplatin is valued, the monitoring and management of heart of chemotherapy patients is strengthened, and new protective
drugs to improve quality of chemotherapy are developed. Research progress on clinical manifestation, pathological characteristics,
mechanism, drug interactions, and clinical preventive measures were summarized in this paper.
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