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Research Progress of Cisplatin-based Combined Therapy in the Treatment of Breast Cancer

CHEN Hongyuan, LIU Daquan, CHEN Siwei, WANG Xiao, PAN Wei, LI Qi, XIE Weiquan, HE Dongxiu*
(Institute of Pharmacology, University of South China, Hengyang 421001, China)

ABSTRACT: The incidence of breast cancer continues to rise, which seriously affecting women’s health. Its treatment methods
including surgical treatment, chemotherapy, radiotherapy, and then endocrine therapy and immunotherapy, which are constantly
updating. Chemotherapy is still the main clinical treatment strategy for advanced breast cancer or extramammary metastases.
Cisplatin is a first-line chemotherapeutic drug for the treatment of breast cancer, but its adverse reactions and drug resistance
limit its clinical application. At present, many studies have reported that cisplatin combined with other drugs can reduce the
adverse reactions of cisplatin, overcome its drug resistance, so as to improve the anti-breast cancer effect. This article reviews the
latest research progress of cisplatin combined with natural active ingredient, chemotherapeutic drugs, antibody and nucleic acid
drugs in the treatment of breast cancer to provide some ideals for the selection of combined treatment for breast cancer.
KEYWORDS: cisplatin; breast cancer; combined medication; mechanism
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Tab.1 Combination of natural active ingredients and cisplatin in the treatment of breast cancer

HEY) e W B UL B BL S T AL SCHK

KEREZWE 28 WRATARSN I PI3K/AKt BB , 40 MDA-MB-231 I 5 . JHT-Ke LR o) B f, 4 i [49]
U, BT bR S K

BEZHE 28 RSN R mTOR (55 32 @ REAEURek, il PIBK/AKT (55 M FIC AL R A f A o=, [50-51]
REAT MU B 5

FEERME EBR WRATAASN  BHE MDA-MB-231 Z0AR)A 81 G131, W0 I8 T8 caspase-3 HLAM G ik BB/ S 40 L 1, [52]
SR IR S AR

4% C Y% WIRETARSL)  fRiE caspase-3 &K AHMG Bel-2 ik PpRIM G MCF-7 4013458 . S AUMpA 1= [53]

| AR P25 2022 4E 7 A4 39 %45 13 1) Chin J Mod Appl Pharm, 2022 July, Vol.39 No.13 -1777 -



®2 HEMfT A E IR ST ILIRE

Tab. 2 Other chemotherapy drugs combined with cisplatin in the treatment of breast cancer
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Tab. 3 Other drugs combination with cisplatin in the treatment of breast cancer
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