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Mechanism, prevention and treatment in cardiac toxicity

caused by chemotherapy drugs
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Abstract

Keywords

In recent years, with the improvement of diagnosis and treatment in cancer, the survival period of patient
with cancer is getting more optimistic, while non-cancer related health problems are becoming more and
more prominent. The cardiovascular diseases caused by chemotherapy are the most critical problem awfully
impacting the patients’ life, such as the cardiac dysfunction, atrial fibrillation, premature ventricular contraction,
hypertension, acute coronary syndrome, thromboembolic disease, pericarditis complications are increasingly
prominent. However, comprehensive understanding of the cardiotoxicity of chemotherapy drugs, targeted
prevention and treatment to reduce the heart damage caused by chemotherapy have become important factors
affecting the success of chemotherapy.
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