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Abstract: With the improvement of patients’ survival rate of tumor treatment, cardiotoxicity of cancer
treatment-related cardiac dysfunction (CTRCD) has become a serious problem threatening the survival of pa-
tients, Compared with cardiac biopsy,echocardiography and other examination methods, biomarkers have the
advantages of timeliness and simple detection. The application of biomarkers in early detection of chemothera-
py-induced cardiotoxicity and timely improvement of treatment plan can effectively reduce or avoid the occur-
rence of cardiac injury. In this paper,we reviewed the traditional biomarkers,new biomarkers and potential bi-
omarkers with abnormal expression in chemotherapy-induced cardiomyocyte early damage, inflammatory re-
sponse and cardiac functional changes as well as the application and research status of cardiotoxicity markers

in judging the cardiotoxicity of chemotherapy,so as to provide guidance for timely detection of cardiotoxicity

and improve the patients’ quality of life.

Key words:chemotherapy; cardiotoxicity;
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