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Advances in the prophylaxis and treatment of cardiotoxicity associated with targeted therapy of breast cancer
CHEN Hao-ran, KONG Ling-quan, WU Kai-nan. Department of Endocrine and Breast Surgery, the First Affiliated
Hospital of Chongqing Medical University, Chongqing 400016, China

[ Abstract] With the prevalence of targeted therapy in human epidermal growth factor receptor-2 ( HER-2) *
breast cancer, its associated cardiotoxicity manifested as decline in left ventricular ejection fraction and congestive
heart failure ect, has been the main reason for restricting its application. The current situation of occurrence of car-
diotoxicity induced by anti-HER-2 therapy and its prophylactic & therapeutic advances are reviewed in this paper.
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A REA R R G 1 Z SR B TRY TS 3 ~ 12 DA
L EIRE , 2 15 0 it 2% PR BP0IA T 45 R I LVEF
RERSIR A S IE R IS . PRADA R85 ™ UL 50 ik A
B2 IR B Ay A0l 22 Bk ST IE T W R] TR
F—Ff ACEL/ARB 8 B 32 MR 7] , 20w 2 B
RERS AL I B P R AR X — M. IR A
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X — o3 A TP AN [ Bt HER-2 5], DL By Ak
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