5528 45 13 1] FEXRAFFERE Vol. 28, No. 13
202247 H Chinese Journal of Experimental Traditional Medical Formulae Jul. ,2022

FLMR I 22 24 T 245 (4 A0F 98 IR K v 16 24 1y X6 56 i

EEA, BE, Bk, And, Tk
(PEFEHFR FHAFRA, F 100700)

[HZE]  FUMUEAE D — Lo VR R = 2 0 Bk i, b N R (g R 3 Jl 1 AR K A i o H AT, AT 02 BR T R B 7 A6 9T
LR 00 Dy B B ALY R R R 2 LR £ 25T 25 (MDR) 877 4, N TT S5 30 25 W97 AR AR A5 25 5 i e B R BE YT TR
THAFEBE I R LA R K BT R G AR IG n45E — R A A E e 5. DLV IE B, ZUIR i MDR ML AR 2 &2 4%, ¥ X 2541 40 HE . DNA i1
Pite 2 M BRSO AL AR A bR T A R e B A A — RS R, B AT 2L Z RIAETEE ) R . TR
A4 78 MDR 7= A HLT, FF % AH R 24 490 6 M b 3 77 MIDR, 328 w8 2L I Ak 7 ACR J2 A RTFLIRIE R i 28, PR 25 oA
BURTE , 200 a0 AR A 0 DL 35, K W o0 & B, 22 b b 2 B A B0 2 K 52 Ty i 0% 38 o TR 458 24 Wy S HE AR 1 283k R I T T
19 W 45 34 A8 0 2 FLAR i MIDR , 3R L X0 7L B 68 MDR B g o 4l b, 32 SO X 30 47 o 56 F SR 5 MDR /977 2E BIL i S B2 2
% L AR 98 MDR [ 5% F J| R AT R S8 (A4S , S AH DGR 98 1 ifE — IR AR S %5

(k48] AN, £25M25(MDR); BFFEBLR,; B2y, W5

[FESFEE] R2-0;R22;R285.5;R284;R33 [C#kdRIREE] A [XEHS] 1005-9903(2022)13-0250-10

[doi] 10.13422/j.cnki.syfjx.20220803

[P %% H ARt 3E]  https:/kns.cnki.net/kems/detail/11.3495.R.20220210.1721.003.html

[ 4 H AR B #3]  2022-02-11 11:30

Multidrug Resistance in Breast Cancer and Coping Strategies of Chinese Medicine: A Review
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[ Abstract] Breast cancer, as a kind of malignant tumor with high incidence rate in female population,
poses a great threat to people's health. At present, chemotherapy is the main treatment for breast cancer besides
surgery and radiotherapy. However, chemotherapy is often accompanied by multidrug resistance (MDR ), which
results in a series of severe consequences such as low efficacy, relapse of cancer after drug withdrawal,
increased consumption of medical resources, and increased burden of medical system. Previous studies showed
that the mechanism of MDR in breast cancer was quite complex, involving drug efflux, deoxyribonucleic acid
(DNA) damage repair, tumor microenvironment, autophagy, epigenetic regulation, tumor stem cells, lipid
metabolism, and so on. In addition, there were extensive connections among the mechanisms of MDR.
Therefore, it is necessary to reveal the mechanism of MDR and develop corresponding drugs to reverse MDR,
thus improving the effect of chemotherapy on treating breast cancer. Chinese medicine has the advantages of high
efficiency, low toxicity, multi targets, and overall regulation. Various studies found that Chinese medicine

monomer, single drug, and compound were able to reverse MDR in breast cancer by regulating the expression of
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drug efflux protein, promoting apoptosis, and regulating autophagy, showing the potential of anti-MDR in
breast cancer. This paper summarized the research progress of the mechanism of MDR in breast cancer and the

strategies of Chinese medicine in coping with MDR in breas cancer in recent years, and provided references for

further research.
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Fb AR /0N B 240 A A, B 0 O A0 AR T B
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WA 9 2R (leptin) W] LA A 28 21 M 96 40 i STAT3
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Table 1 Mechanisms of MDR in breast cancer

W Ak, B[ A 2 15 S i R MIDR i)
(K 25 BRINDIST 45 & i JH [ s A1 H ¥ 1% iz 4b
FHLRE 0% BT I B3R A OC 32 1K o (ERRo) 342, 35 i L
i 96 40 L v ask 4R 0 T R 386 B 0 T A7 AR -y 2R
W -1(PGC-1) AN KR EAERKH T Z K2
(HER2) . Jih 8 2 11 D52(TPD52) fINOTCH2 %5 [ 11
FIRKAF, X SR XU KL M R A R A AR s A
CANE7 S BN B[ [ 2 A T2 E I S a i
STORCH 4§ ) #F 5% HiF BH IR [&] B Gk 6% @ iof 0 4%
BCRP 11 25 ¥ 5 HEAF 1T 08 4% FL R %88 MDR FEPE | OR
[] #75 B2 B RS T JIEL [ 75 5 3L MR 968 MDR I HL . FL
JI# 95 MDR HLHI G425 WL 1,

\ Z%
ifit 245 HL il Ve & 172 LIPS P -
SCHk
ABC 16 ATP HEAE B 1T A+ S 259 414k P-gp .MRP .BRCP 4§ [4]
DNA#iBE 1B ALIT & M DNA $ifi PARP .Chk CCR5 .IncMat2B 4 [6-8]
e 988 ok B B 4 FEUEZG Y HNHE AT HRPT B OWE O A B RF HIF-1 HIF-2 , TPM2 % [10-13]
HETE 1K,
fig R BRI S T HERRIE S w2 R R 2 LS 1 SOX2 .0CT4 . BCRP 4% [14-16]
AhHET R
H Sy BN R B AR AR RO G S R TR mTOR. AMPK. ULKI. VPS34. Beclin-1. TFEB. [19-23]
TNFSF13 . has-miR-27a , TRPC5 .CaMKKp %
T L2 i DNA B340 4L &R A8 L X JE 4 1% RNA DNMT HAT .MIR200CHG .miR-495-3p Inc05620 4§ [24-25,
] A5 3 AR 5 I T 24 A OG i PR 19 3R 3k 28-32]
PARVTS PAE 2 S HE S B 5 A 0 R A K DL AT P-gp . TRPCS (survivin,IncRNA H19 .miR-21-5p . TGF-g,. [35-42]
B 40 I3 A L 9 A 7 A T 2 Jif e 0 miR-378a-3p .miR-378d .DKK3 .NUMB ,WNT .NOTCH %
98 T 4t it 7L DNA S E= e 5 Pk KIRCGIRZES (LABC - Oct4 ., Sox2 . Nanog ., KLF4, c-myc. Wnt/B-catenin, Norch, [44-50]
FIRKOT BRI AU 235 KOF B R M ToHE Hedgehog \NF-kB %
P45 i 245 FEAE
Jig 5 A% i S5 06 400 i 3 ok B4 A B B A 45 B L 4 FASN, leptin, STAT3., CPT1B., PGC-1, HER2, TPD52, [51-60]
TME R 25 M . OB T CAA 43 06 149 I8 T R 45 4% BCRP 45
I JFURE B 8 26 A I M DR X b A 2o B AT A R AR
2 oS 2 R B AR T 25 MO B SR IR 20 VA LR Y 245 00 25 0 51 AR 1T LA

H IR 285 22 O KRG, A AR 2 5 IR 7 A
I R ARFE R UL B, LR SEIE R, o BR 25 18
T P gRg it 24 0 T B A A R B T R A 1R 2
B P 2 (AR e T R GE R R T ) h 2R )y
(R A B 5 L ik R A & 0 ) B DA b 2 b 4 Y
T M R (o B C B8 v 2L 22 BT R ) #RRE A5 X
W JgE it 24 7 A e VR Y A El T 2 Ay 1Y
A2 M, Ho i 2L IR 9 MIDR RO AIL )t 8 o 2 R AR
SC LA B A AL D 18 X 395 L 9 MDR g o
ZYTE PR RRAR B2 N A Uy AT AR
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