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Pathogenesis of Anti-cancer Drugs-induced Cardiovascular Diseases: The State-of-the-art
TAN Wenyongl’z, SHEN Weixi'

1. Department of Oncology, Shenzhen Hospital, Nanfang Medical University, Shenzhen 518101,
China; 2. Department of Oncology, Shenzhen People's Hospital, Shenzhen 518020, China

Abstract: Among the death cause of cancer, the malignancies themselves were the top cause and the anti-
cancer therapy-associated heart cardiovascular disease was the second one. Both cancer and cardiovascular
disease are the common chronic non-communicable diseases. And various anti-cancer drugs would inevitably
induce some cardiovascular events. These anti-cancer drugs include the traditional cytotoxic agents,
molecularly targeted drugs and immunological checkpoint inhibitors. In this review, the possible pathogenesis
of anti-cancer drug-induced cardiovascular diseases will be discussed, which will be useful for the cancer
research and oncological clinical practice.
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