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[ Abstract |

these drugs can improve the prognosis of cancer patients, their cardiotoxicity can not be ignored. In this paper, the patho-

In recent years, targeted drugs for breast cancer have emerged one after another. However, while

genesis, prevention, monitoring and intervention of cardiovascular toxicity caused by drugs related to targeted therapy
of breast cancer were interpreted according to 2021 Chinese Society of Clinical Oncology( CSCO) Guidelines for the Pre-
vention and Treatment of Cardiovascular Toxicity Related to Tumor Therapy.
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