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Research progress on mechanism of anti-breast cancer action of Chinese herbal monomers
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Abstract: Breast cancer is a common malignant tumor in women, and the therapeutic effects of traditional Chinese herbal medicines (TCHMs) are
satisfactory. By reviewing relevant literature, we summarized the mechanism of action of Chinese herbal monomers against breast cancer in terms of
compound properties (flavonoids, terpenoids, alkaloids and others) , with the aim of providing a reference for the research on traditional Chinese
medicine for breast cancer treatment and the development of new drugs. The main mechanisms of Chinese herbal monomers against breast cancer
mainly involve direct cytotoxicity, regulation of the tumor immune microenvironment, increasing sensitivity to targeted drug therapy, and suppor
radiotherapy and chemotherapy. Some issues, such as the biological toxicity and developability of certain Chinese herbal monomers, need to be
addressed. Research data on the mechanisms of action, development of derivatives, pharmacokinetics, administration methods, and drug safety of
Chinese herbal monomers with development potential also need to be supplemented.
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T MCF-7 M8 2 A4 P (ER+) A FLIR RS 40 M 2 , MDA-MB-231  MDA-MB-468 >k = [ = ZL I 41 22 , 4T1 /N RFL IS 40 B , SK-BR-3 . BT474
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[i) 35 R Wnt- 1 %85 5 DR/ LA 2L It g 4 L/ B . microRNA-27a 948 RNA-27a, ZBTB10 Jg 8¢5 5 11, Sp M4 T PEE 11, VEGFR S I 4 K2 2k K [H 752
A, STAT Sy {55 5% T R Sl JE 11, FAK Ay Jmi RN 5 TR 8 , MOMLP g 45 i o 2 1, TIMIP-2 Ay I 375 2 2 4 J 2 11 B0 1 550 -2 , MDSCs A7 SRy 6 P
PN, Cav-1 2 /NgS 8 (-1, NF-kB AL T-kB, c-MYC R A S HEAN IR , Apaf 1 AP T- 8 NG AL H F 1, Caspase A 7 2P el BR 1Y K& AR
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IR AR Ik S , Keap 1/Nxf2 2 Kelch B ECH AHG 2R (1 1-8 B 1 E2 #HSE 1 2, Bax by B bk B A0 98T -2 MG X B, Bel-2 2 Bk EL 40 AR -2 214
mTOR 7L 34 T AT 2 MK 11, GSK3B M 545 AL 38, ExbB2 W AR R A K N F32Kk 2 TL RN E . T FoRFEIIATE, | FoRFkm
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NRE BE AN o oe L s T2 RS AC I PR MBIAEE  gp il (IG5 ) , AMPK-p53 it (il i) 5 [150,161-164]
§ o Je R HER2/PI3K/AKT (55 | ,ROSKF- 1
_MB- Fo7 . ESET LB L BT B IR
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B A oE 5 =1 -
AR RIULER Gpps prry T O S R MAPK I AKTSEEE 55 | ECF#GfoMmp | 167108
SR ETT MDAMB-231.MCET S Caspase HBUR T ﬁj‘;ﬁfffﬂ -Bax/Bel-2 T \Caspase-3/9 T . [169]
miR-21/PTEN/AKT #1555 | \PISK/AKT i %
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PI3K/AKT/mTOR i@ (5% | .p62/SQSTM1 T |
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4T1 X
M\

EEEAES | 5IL-8/CXCR1 Fl c-Fos/NFATc1 18

e
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