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ABSTRACT: Chemotherapy is one of the commonly used methods for tumor treatment, but the occurrence of multidrug resistance
(MDR) in tumors has added great difficulties for tumor treatment, causing serious harm to patients’ physiology and psychology. At
present, there is a relative lack of research and treatment on tumor resistance in clinical practice, and finding reversal agents and strat-

egies for tumor resistance is an urgent problem to be solved. This article reviews the mechanism of tumor multidrug resistance and its

reversal methods and research status of Chinese medicine as reverse agent, aiming to provide reference for future research.
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Tumor immune escape

Bl MEm 2R £ AL

VERTBIE LR, 3 AN 25 . Kong'® 45 FH 6 Ak K IH -
Bl (transforming growth factor-B, TGF-B1) XF A J#% HepG2
A ) T 24 Pk BEAT 5, R B TGF-B1 43 12 d J5 1Y)
HepG2 4 1, G 5 J& X HepG2 4 g v iy 21 40 fil ik £ B
(12.59 +1.04) mol + L™ B4J151)(29. 41 £ 1.02) pmol - L™, 3k
— 5 LB TGF-B1 A] e id HOTAIR/miR-145 #h /-5
9% HepG2 ZHjitirf P-gp F1 BCRP {515 S 20 40 i 14 265 4 vk
BEREAR.
L2 HART

A 9 R DR R A8 ST 2 3 e R 00 M ) A 2 245 )
JEMEREAR . pS3 R—FMEZEE, 2 5 2 R A PR 45 A
KBHME 5% JHTF DNA 8427 4 A BRFC R, p53 W]
B e TR R AL S IR, ) pS3 A £ 0 T2 i A2 2 3K
olsRg AN AR 2525 3 4, 2 A B TR 9 o, ] LA
I NI A IR 2 E S . Ma 2100 % B Sk vk B2 4
JiL 5 i 200 ( CEM) AT < 2= A 5 40 g 22 ( CEM-VLB) 41 i
P33 FRIKRAFAERE S H 46 3 M KR AET (vinblastine, VLB)
0.01 F10.5 pug - mL~"4b ¥ CEM Fl CEM-VLB #iififg, 45 VLB
(0.01 pg - mL™") 4bPE CEM 40l J5 p53 Fik 1 [ My |
i, H.0.01 pg - mL™" VLB 23 i CEM Zifidrh S #3401 G2/
M SR A & 4 b 3R 4l MDR 0] 865 p53 BPIRAA 5,
1.3 DNA gs 64

DNA 1) S8 52 A0 I3 4 i 7 A ik 25 i) B AL 2
—o ARFSE RN AR 25 R AN T, 2 S A R Y RR 1
& (nucleotide excision repair, NER) i &1 DNA &5 NV fif
(XPF) #1 DNA Y6 E % 1 (excision repair cross-comple-
mentation group 1, ERCC-1) HPlid Fih B ML, 15 DNA &
S AR P 308 1 R EL X S I R K 25 ) TR 25 . Gentile 45112 4
), Mg 4 DNA BRI 1 1 )5 , XPF (ERCC1 5%
AASCEE F7KF A S 3k, e E RS R 200 i /s i 244
TR JE RS 988 24 ) 1 ORI o 5- 90K 185 BE ( fluoroura-
cil, 5-FU) Z—FHuRBi 259, 9 2 1097 AR 268
MR TR RE , £ 45 285 W 1 W 9 AN FLARIE . A 8 RS-
FU A LUGE 3 5 PR s g A6 (] 1 5% 12 B 0F A 4R, S 7 A=
AT PEACSH QN UL AR TF (FUTP ) FORUBE SE00R 17 — W5 IR
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(FAUDP) , BRI 12 7 i (TS ) 16 £ Al DNA/RNA 5 1, M
1M 33 DNA/RNA #5145 F 5 3 40 B 2 ko Tk i T 40 i
CSCs iR nl it DNABSZHE I (ADP-#20) R4 PARP &
545-FUJ™ 2 i) DNA 543, SEALITIHZG1E

1.4 2 g8 ¥

MR TS — S B AR R B A P AR R LR G S
EH IR M LTSGR, MR & AT 250, 2 5 T
PIERR R 0 B3 I 21 -2 ( Bcell lymphoma-2., Bel-2)
HE AR A T pS3 R B BR AR, TR R AR
HE K G ( Caspase ) 0 19 P8 T30 25 5 (TAPs) 293 3%
U PR P10 HA9 9 4, S AR B U T 0 R A 2
BH51E MDR %4 . DI-1 & —Fh 2 5 5L R St 4 pi i
T BRI 55 22 b A B Bl 11 22 2R IR0 B B 1R 7
WY, 5 2o TR B 2 s AR G, Liu 46T Ol R
WIDJ-155 54 MDR LA R JEIMSCHR , L T DI-1 id Rk H
JEANML SGC7901/LV-DJ-1 FiI DJ-1 i % 40 g SGC7901/VCR/
sh DJ-1, &8 DJ-1 AT LAGE B Bel-2 (14 3% 35 19 3 15 J 240
MIBTIATRE ST, /- E R AN b MDR [ 3R8 ,

L5 BB HITSE

AR TE 5 2 23] L ) P 5 A S AL A B A e e 1 e 2
S, BEAS R T PR A o e 200 B v 3 g S B R A O
JRETH4EA i ( cancer associated fibroblast, CAF) JE#5 S0y 41
i B 3 A PR LA PR S 20 TS I A i 55 T =X, T A
MRS (tumor microenvironment, TME) , 7E Wi & 4 'k
Ji& S g kR RRAYT IR 25 T R EE SR L AR EOR,
[ 40 A A pHL RO 2 5 e SR AN T X 245 ) ) Wi, 17 2
Ul 259 ikt VLB, £ 52 ke & (adriamycin, ADR) | U4
(cisplatin, DDP) |22 A2 ( paclitaxel , PTX) 25 (1 /F F 8 25 AR HL
A pH O, pH 145 2 AR 25 WD 70 40 0 )9 1 38 BURE GRS
FIHRGH T

T3 Hb BAEAL IR i R T 24 1 R I PR AR iR A e
K55 195 ¢ ] T (hypoxia inducible factor, HIF ) ik 5
B AR UG (hypoxia response-element, HRE ) 254, %
ARG 20 M P 25 90 e 3 5 B0 24 4 0, Ahmed %5 % B, 16
JEE B R A M (GBM) (A S Y ey, G 461, CD133 i 3%
FRHG N2 GBM X DDP TMZ FIRFE I H 1 it 24 14 14 538
Weiler 2 ik — 2 R B, B A A F FHEME R EA
(' mammalian target of rapamycin, mTOR) 38} (9 #2545 1
& N-mye T4 HE R 1 (NDRGI) 8 , 240 1 7= A= X 6
S BB
1.6 Z /g€ & PASO Jif B & Se i k&

A H KSR EE (glutathion transferase, GST) J& T4 bt
Tk (glutathione , GSH ) {81 84 20 i i 77 B 2R 4t , 2 i 22 i [+)
TG % . GST w] LUl it i S huR 25 i s &,
P25 I e Ak ARG, D2 24 %ok 40 i 1 2 2 A P DA T 7
AT 24 o 22Tt 24 1k A TR 40 M rb 24 R ARG I 31 GST g ik,
B iR 245 N BE AR\ DDP S Ak YT 24 T T ik R iR AR
R AT AT L e R B, A 2 4
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Jif {5, 25 P450 il 5 g MDR (1 & 2B 56, 26 41 fifg (6 2%
P450 411 CYP2CS8 .CYP3A4 1 CYP3AS 25 w] 7E I 41 41 vp 4 52
PEHb 25, SX LB M 5,2 PASO W] 53 3o 38 98 X B bR 25
B IR P AT 98555 245900 19 b A P o 2 ol JEE 0, i
AR ZG B4 . Hofman %% % 3l CYP3A4 5 3k
HepG2 il £x F50 1 wmol - L' £ PG fib B8 1) 7 384 7 7% 1 7
24 48 F172 h AR 45 BB AR 11. 2% 23.2% H1 22. 9% , Wi 1E
WA A R 22 S5 AN R B2 T ) 22 1 b 3 1 Uk
1.7 kit

G e b 35 e BRI ek e 7 A i 2 B HIL . OE R I O
T LA G 2 55 RT LA U 0T 55 kR 40 L, (L e 200 e
AE IR 2 SR LA i SR MR el ” 38 R SRR AR et ik gt
RS R G pr k" . FRFMAET-Z K 1 (programmed
cell death protein 1, PD-1) A1 40 jg #2 )7 P FE T=-Hc 4K 1 (pro-
grammed cell death 1 ligand 1, PD-L1) 2 i 54 40 i 5025 3k
WSR2 —, PD-L1 X FRE 1 B 4> 1L FE 274 (cluster of
differentiation 274, CD274) ®{ B7 [A] Ji /& ( B7 homolog,
B7-H1) & —Fh i e sr 7, 76 5 2 R g G it 2552 ) T
YU AGLIRE , AR AIL A B 45 S 40 B e g, o ok 2 AR AL
UM 40 A G2 H R AT 25 . Peng 2517 2 Bl PD-LI
1€ EGFR-TKI [ 24 ) NSCLC i 5 2235 , JF 3@ 13 i 57, PD-L1
LR ) EGFR-TKI US4 J 1) 5 b A% AH /N R (PC-
9PD-L1- ,PC-9RPD-L1- PC-9PD-L1 + il PC-9RPD-LI + ), %
I PD-L1 A5 7 i 4i e i) o sig kit , 1 PD-L1 w5 1T
PR TR AEHLX PCOR UM M =EME . A SR o,
R 200 M R DA AT T IR G B U AP, 3 A A
B e A R T TR 2 T

T34, TME 5 it 88 f 328 396 3% A1 A7 76 G I, TME i 35
TR 184 Gy 410 144 4 L ok 8 AH O BB ( tumor-associ-
ated macrophage, TAMs ) 175 T 6o M 1 TME ) 3= ZE AL
Z—1, —J7if, TAMs i 14 33 %35 PD-L1, B 1k T 21 i 1o
55 PD-1 S5 TG w580 i) Ffeie 20 B, DA T 5 2 TME B
GRS o UKL EE AT {4 (progranulin, PGRN) & —
Z U REAE KB F, 7E 2 Bl s o 20K BT A B iR
Cheung %" % B PGRN W] L3 i F & g 40 M 41 P UAH 7k
A T HEAHSCER D ACMHCE) MR8 HF 40 H e T bk 2
4 (CD8 +T) Hefx , #& =5 PD-1/PD-L1 fHEAER, #04l T 20
JRUSR 5 I A 1 0 7, e & S B A0 S pE k. 5 —
T, TAMs 38 7] DIl a3 B4 HR T 1 Fe 3214, 541 PD-1 ik
TE PSS ORI BT S

2 EEphyE MDR 5KAE

B fibRg MDR ) 5 A 04 FifJgg Tk 24 2 367 il 2o e
HON TGRSR ) X B — s 2 AT 25 B, H B T AN [
PR 2 SRS, R P i DL PR 2 3 R 1 e
2.1 (LR

JibJe it 25 A9 L -3 B % (H P-gp SO H NG i & A
(181 2R 2 e A 7 LR iR 24 Y BRI B X — AR

FPIE 22 ek 2024 4F 4 HE 59 BEE T

MR KM K T % P-gp MIH, kK245 T &
T AR A AEAT B30 T A ) ) A R K L S
FIFRFIZR A FIEE 0 C 3 n) my e e 25 5% . X =R
P-gp S50 AV B 2 3 0o 5 4 PR RS S PR 45 5 P-gp T8
AU 250 SR R FEAE L AHL R B 2 08 A e e, 7
AN RSO A SRRl TR R LA R AR
IR 2 R A AN 0 IR, H R I IR 1 39 e 25 4 /b 2 L
o 1G4 A 1k EEXF MDR AT A & 31— Fh AR (19 300 5%
251, T B R R A AR, AR T R R e
AR B e A RVE /N R 2 P-gp 0761541
2.2 RBEET

SoBEIRTT R I LA BB % i 03 5 i g MDR 1) T
B, BEETHTMEZE] M PD-1 F1 PD-L1 (5C R I, g
2 L B A TR . Gl BT PD-1 5 PD-L1 Y44
G RS AL S35 22 G0 2k XoF I 9o 4 ML 1Y) SR 2 0 2% o Fang
SEUAE @ ST BFAE B (WT) CS7BL/6 /) BRI PGRN 3 4
(KO) C57BL/6 /> B JEE A FL Mt fib 96 485 280 BsF, o WT AN
PGRN-/-I5 i EL WA 5 WT /)N BRI b 00 4 i 3 o5 5%, %
BAEMA PD-1 HRIGL A4 L, PD-L1 sh FId Ay , WT JE i 5
S %S CD8 + 4 1 S B D RE T 39006 o Jiang 4 ]
R HE T DI YL, SEEE R QL (PED) 4 pd
fif] (4-FRFEHIL) nhuk (CuTCPP) ERTEGK R GeH, iE i
AHBOERR GSH, 1/ GSH AT (k5 , 1 5 470988 25 W) 7E 20
PRI RL R FIOR B, SR8 2 M X 2 0 SR . 20 X o 4 oK 20 0
4 PD-1/PD-L1 BHWIGHYT I & AN AT AR S I B, 38
AT LU P-gp BRI

WHWFR K, F MDR-1 5[] [ 5 B JFAE Sy 5 1 e g
/NERL, 25 B IR CD8 + T 40 M 11 1) 15 1 43 T~ BOE SR T 46
JLEENE A R 5 MDR (4 Jigg 2, S 1 S /N B 2R A7
] RIS B S B AL A K T B2 2%, T I 9 40 i
IRYTRES T 2459097 I8 75 35 2 05 T A5
2.3 F/kHA¥E

75 3l 7197 1% (sonodynamic therapy , SDT') J2&—F 5 % 174 i
JREIRYT 7 , TR TR 75 JBX A ) 20 28 0% i 2 3 T R 7
7, 7= A M 4R (reactive oxygen species, ROS) & #4 il g 1F
FH, (6] e 30 2ok AR P-gp 23, WG 2R A U T 30 8% e 30 5 I
A 2575, Liu 2 BE S T 4740 1 2 % (hypocrellin B,
HB) 5788 75 1 R 6T T 24 241 il SGC-7901/ ADR. 24 Jifd i) 4 7=
TEF, &8 P MRS 5 SGC-7901/ADR 4l (i T- % B 3% -
T A T L ) 25 1, ELTE 538 2 500 ik e ) P IR
A PRE P-gp B9 AW B T . Guo 2 B3t T —Fh <
W B 328 3% P 7E , 45 I PN IRER R R PTX R 47 STD IR97, 1%
AR ik 42 J AT LR Af 42 0 24 0 AR S A R, A T 355 40 A
TIAEE, IR E MR L4 ROS W& B S LOB AT 51t
[F] B 40 ) = W R I ( adenosine triphosphate , ATP) 119 7= 4 Jf:
TR P-gp (FRIE IR B IR T 25 I RCR o

AATF A J5UBE, 5l 7197 3% ( photodynamic therapy,, PDT) J&
I PG RS 1 GG, A0 A T 7 A A i A 44
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WIFE A P T, TS BIOR A 2 Xu 21
EL — P S i) B SRFIORR SR A LR AR P S5 R 1% PDT 257 -
B HAF T HeLa 4, 45 58 % 80, 4007 24 1 = W BE 19 ROS
T i Sz A AR B A R C s R A =
2.4 HELHHEA

Rl AL IR /N LA B G 3 RIS R T MR IR,
1E 3L PR30 5 g MDR BB CL B T — 2 i, X
SCRNA (siRNA) fil RNA T3 (RNAi) £ A 5 H B A i
MDR J& 57 #7357 A o] fE 1« A LA E 2 80 i 4 A B B
XU RNA R B il 240 i 52 b 2 0 SR IR 9 3R 3K, 36 3 i %
TR 25 PR . Ye S50 B F RNAT HRBEIRZE B
TR 2540 i Ak HCT-15/ADM (1) S48 HR S AH 5% 25 1 flotillins,
SOt A i I R A M P i 2 . Wang 45170 B GR L —Fiolg 2T 40
ML Z T RERE IR (MV) FE Sy siRNA B3 ADR 11 Ji g 28
ARG, INSEI T 2 B 18] 34 5% )5 DUER P-gp RIS S
A A A 396 A it 245 R I T3 W] R E MDR. i 241 i

HAT, 3677 Mg MDR /) Jr ik R £, /68l 1 2% 34

Rl HEMERGENRAT W

I RN N TR R 252 H TR MDR 3877 H U
FoAR FTHE T GR35 T7 7 v 10 R R A 0k 0 A 97 3 AL
A S 10 7 B AR LS DA B S T3 A 45 , o s IR VA
SARME T B AT RE

3 RZGE L RhE MDR KA E A RIE

AT RV B R ) — R BT . AR i
JHXE JUAF- J9r A 2 80 1) b 7 0 R 1) 245 0 #1244, K4
80% ~90% 1B e KB A8 1A B0 T L 2 ) 2 A1 IR i 25
P, 330 fo EL AR O P B R 9A 9T B — A R R . iR
TG BG4 A B — R R S B, PR T
TEW IR . KR T 9 A R i O B s AR
BRI B AT SE, RPUMR N 25 M A B . B RAA
TR R T R 24P DG B 1 A ) i S T 2 B O T
DA B 8 I 888 T 245 9 0 PR ) e 2 0 oh i 4 it 24
o VFE R HA IR R MU 24508, I3 94 0 2 B fk
PRI E T 3 R, Wk 1.

532 BN PR 3% MDR FHOGE BE L S 30k
thZR LA HepG2 #1I N1S1 4iffy T P-gp HAMFEKE [51]
B SGC7901/ADR 4y T Cbl-b 925k, i EGFR-ERK/ Akt {525 B [52]
MMP-2/9 ffjik
Mtk % MCF-7 1 MCF-7/ADR 4y T i P-gp F1 YB-1 B HIFA [53]
TR HepG2/ADR #ifify ikl ERK1/2 Fil NF-xB {5 510 8% [54]
BUITEEE S Hep-2 il Hep-2/v ZHiff F9H MDR1 Fl RGS10 JEE AR 1923k, [ HTRAL EAWEREL  [55]
S ot A549 FI AS49/PTX 4ifi YRR Bel-2 AEJRIST-H S Bax [56]
ES e SW620 1 SW620/ Ad300 Zjifl i P-gp S TR [57]
R Caco-2 il CEM/ADR Ziffl i P-gp HEIRTE L [58]
iU Caco-2 1 CEM/ADR #fjfy i P-gp A EIATENE [58]
At HCT116/0XA Fi1 HCT8/VCR 4fJify ] NF-kB-Nef2 (5558, T NF-xB/p65 8 A7k [59]
FIERER MCF-7/ADR 4y FRARANNIPY ATP PR P-gp 814 M3 DRE [60]
B K562 71 K562/ ADR #ififs i) NF-kB {550 MDR-1 SERRFe3k , 75 A bk [61]
SRR/ INEE K562 71 K562/DOX #ifify T P-gp HERIFRIK [62]
N ¢ K562/ ADM il Caco-2 £l SEAHEHIFTT IR P-gp HEAMFDIFTEFLRAAI T [63]
SERARE D MCF-7/ ADR £ TR P-gp MR [64]
RERER A549 il A549/DDP i it NF-xB {5 538 HH MDR-1 JEH 3k [65]
EER Bel7402/5-FU 4ififs GEIR TR F G, T P-gp 1 Bel-xl S FIRIFRIA [66]
PGP AFTIRAETT RIUIY)  HL-60 I HL-ADR 41/ il PIBK/ Akt {5 538, Fif MRP1, MDR1 il LRP FH[)F%Kik  [67]
KUY MCF-7/ ADR #jijf il MDRI £ 93K [68]
SR MCF-7/ADR Zjiffy i P-gp AUDIRE, T P-gp FIEREE -1 R [69]
HHI) Caco-2 il CEM/ADR #ijiti i ABC &I AEME [70]
AT Caco-2 il CEM/ADR #ijfs il ABC iz fAiGrE (70]
AR Caco-2 il CEM/ADR ijftd i ABC & {AE M [70]
BEHRY) A549 il AS49RT-eto 4L il NF-kB {5530, N iH MDR1 2 354 [71]
i ) KB-V1 F1 KB-3-1 4fJify il P-gp B ITEME [72]
PET; L HCT8/V FIH; COX-2 siRNA 4y T COX-2 #1 P-gp FHIMFRIE [73]
e HCT116/L-OHP, SGC7901/DDP #1 Bel/Fu 4 R P-gp B ML [74]

{E:Cbl-b — Casitas B 4IMIIK LR [1-b; MMP-2/9 — JE e JR 8 M1 -2/9; EGFR - REARK M T2 YB-1 - Y 4R E M 1;R6S10 - AN G HAMGSHTH
T 10;HTRAL - Sl b T 8 17 AL Nif2 - B H T E2 AH5CH T 2;NF-«B — T «B; ERK1/2 — 7R 10 1/2; P-gp - P-ZE 115 PI3K/ Akt — WRISHENLAS 3-8 225
P2/ S5 R R 9 s Bel-2 — B R L 48R -2 5 Bax — Bel-2 SGH X ZR 15 Bel - xI-B L A0 R -x1; ABC — B FRIR 145 & & 5 COX-2 — FRAAIAG-2

3.1 Rk
Hp 2 B R R R 2 R I Ry, S g MDR
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FEORI . FATC R0 AL 36 A s B 2K Vi 2R AR 1 2
2R OY , B A S R i 24 B 2 B . HLS

277k 2024 4E 4 55 59 5 T




HERIMFOKR AR A S50 B 2 L, B S AL R HE 2
BRI RR R, X T MDR SR I B EEANE

B R AT DAGE 1 5 40 TR 8 R A P-gp Al
B CL 40 R0 -1 ( Beelx ) 159 2 25 e 4 18 ot 24 4 410 a3 4
ST R BURE s T2 BT LLE S R AP TR Bel 2
FIEERUE T8 ) Bax (938355 R HTI 41 M 9 MDR ;
Ji2 2% ((quercetin) 1] DL i R # P-gp Al Y-box Z5-&HE 1 1
(YB-1) Ry IR0 T 25 FL IR A0 XS 22 2 LU\ PTX AT KR
B (vineristine, VCR) it 24 , i T LA 3 490 1) 145 o 2 Ak < ik
LR S s 25 11k S IRSS W 88 40 ML Xy 7 g 247
BT R AT T 98 MDR1 fE2H A G {5 557 [ 7 10
(RGS10) iy mRNA FIAE &3k, JF Ll @il 407 8 H Al
(HTRAT) f 2 15 DT 6 ARSI AT X6 VER (T 24
3.2 HHRERY

Hrl R sa IR R MDR 1 ) — B2k, g2y
HOFR I L W I 24 7 A R LIPS, Lim 257 45 37 26
FEEAGTE Z IR B M5 240 H HL-ADR 20 fi %] B] il
JfIEF AN ADR 0%, HAE FIBL I W] BE & i 4 T 9 MRP1,
MDRI F1 LRP {14 335 38 1o 410 1] 9 g 156 JUL P 3-38 6 ( phos-
phatidylinositol 3-kinase, PI3K) /22 Z %/ 75 Z BRE 1 1l ( ser-
ine/threonine kinase Akt) {5 51 i 106 5% HL-ADR 4 Jitd i) ifiit 24
Pho Li 2510 R BARSSARI o] LIm i ] P-gp DIRERIDIRE,
A P-gp AV F1-1 BRI 40 i 2517k
3.3 wHET

W T R SR DL R 25 G R 2 me

o

Tumeor drug

[

Sensitive cells ReSlstance cells

R SN o A 4 o 245 5 7y 300 A o e T 245 114 O 5 AL
M2, T 53 7 AR A WA 7 7 A 4 R A T 0 5 45 I o T
AR Z BT MR A GBS ) 45— 1
GERILHAALE] L3 3 R A -2 (ceyclooxygenase-2,
COX-2) F P-gp Wy [ 3RB W 4% 45 7% X VCR \DDP 5-FU
SR AR 24, 3 ) DAE 3 A i SR SR R o i R
3(TNF-alIP3) NF-«B {55 i@ i T A4 st ME 5 2 B FE
1 (3, 0 Aoy A X o 2T 24 200 6 174 3% A oA 9 i 45 L 9
JFER 7

25 FR , 2GR  MDR Jy 1 © IR T AT
WA S8 R, (H R TR AAZ 4 v 24 300 %% T 245 174 3 B M T 97 32 £
TR 00 3 4 TR S A A T R [ Bl — ., R
T RARTEMEAL G W S 25 & AE DL A0 MDR JE (R H RA
IR, GST XPF il Caspase S5 b 2l & MG T2 A
TFRSEIOC R IR A AR BT , R 43 S5 AT A T I R T F
GEBT B, A PN I DR 13X 56 B R A X R O T 2R R i — 25 Hh
5.

4 qJZEJE?EHEPF MDR X5 Si# %

3 A ELAE R LR 4= 1R T I 45, X iR 1 B
BB GER DL R T R RSB AT R
FRYT I, 1 A5 53 B 1 550 00 ol i il S B AIR
AR, DTS 0988 X AT 25 ) 7 AR T 2 v . A TR ARGE,
MAPK . PI3K/ Akt \Wnt/B-i% 55 % [ . GST Fl Notch 3 & ¥ 7
iR i 245 F e R AR AR (181 2) o

E ; Natural active compound

Extract

s
)

Apoptosis

B2 5 b 24 AR kR B

4.1 2RFEMNE A EEE
2 AR AT B ( mitogen-activated protein kinase,

TR EZ A 2024 A2 4 HA5 59 B 7 0

‘Whtp-catenin

[ Caspase 9 ]

< ’_/,

- <
[Apo\p/tosisl
MAPK) 2RI 2 o WL 40 J e ol i, S AR Kk

T7OER HE R T . MAPK ZiK i 3 4> 25 51l
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BRALAL : A ME 58 715 B RS (extracellular signal-regu-
lated kinase, ERK) . c-Jun N Y 8% fifF 55 0 180 0% A6 28 1 154 i
(c-Jun N-terminal kinase, JNK/stress-activated protein kinase,
SAPK) , DA% p38 1% , H:sF Ras/Raf/MEK/ERK %42 5 Jifed
BTLT%FERT™ .

ERK 02— Pl ey B IR 95 0 R %, £ 97 Fi A4S 174 4t g 5k
T, AN IS S AN o1k . ERK (¥ 235X g (1) & Jé 25 56
B H P Ak R TR A R PR 2 AR
Hong %% % B, 59 8 41414 MAPK1 il ERK £ 3% ik /K F-
mTEFIERHS . BRI A B, MAPK il 1) 53 5 0
A& B ABC ¥zt S5 T P-gp MRP LRP 25t 24 41 ¢
EOMRE, FHAEMH ERK (1938 B BHIBI ) 5 |, X S 8 1 1 3%
A — R S HA Y — SR 5T R A B ERAS
T ,MAPK Zff HIF-1a {5 H FB(F T2 —. MAPK (5
SIBARREE AT 1Y I HIF-1o 25 1 AR E P S5 30 HIF-1o % 5%
TEPEARIER Jin 251 BT & B, MAPK {5 558 18 7] L)
IR AL S T AP-1, 52 MDR {5 5% S B P-gp 1)
Tifig.

Zhou %5 ™ R 2R AR Ay SR ZS £ PR FE 54T
M (tomentodione M, TTM) YEfJ5 , AL MDR 41y MCF-
7/MDR FLALLE 15 MDR il K562/MDR X Z 75 PTX Fl
ADR 54057 2510 ) 200 At B 2 22 70 o 0T PR R R B
— WP I, TTM A% I8 /0 41 i 1 R 4 A4 k20 i g T,
JEIE S T P-gp Y FRIXHG I ADR F1Z FHU] 123 (il N 1
FTEEA TN i G A fdi AT p38 MAPK i il 71 J5 & B, TTM
AL p38 MAPK SRFEAR P-gp AYZRIK , W 5E 1 JMag 20 g
ffy MDR, Wu % % 3192 83 (curcumin, Cur) W] LA AL
YR PTX (5-FU S84 b 97 245 4 %o £ %6 9 it 245 240 . Eca-
109/VCR W4 A REYE , /EHIBLAI AT B85 I MAPK 5 5 AH 56
[ p38MAPK | p-p38MAPK FI P-gp %5 2K H ) £ ik A %,
MAPK MY 5 A M AE W2 ThRe , 16 55 bR I Bt 245 0% 32 %
Yo V52 RIRAG W 336 2 I g Td 245 ) AL AR KT 8 5 40
MAPK Ji BEAH G, 4 MAPK 38 AR N HE S VI, R IR &
TR RATCEE A 308 % 410 T 50 398 2 g Tf 2458 2 S — Bl A R T
HW
4.2 PIBBK/Akt/NF-kB i %

PI3K/ Akt {5553 B8 3 0 Akt Ste 42 il 40 it o 21>
AP R T Akt J2 TR UEOCHER . Akt (3T TS U5 SR
YANT RO P B IR AL , A4 Sk | 2 It R 4 Tl AN 41 S
WV F R 5, DL B NF-kB, 2[4 3 40 o 38 5 1% 1 i
RN AE L T, PIBK {7 5l B A 2 R
MDR #2022 — , REAFFE R W] AR 2 o 2 B 100 4% g
MDR (ER o A A0 2 — & 4 25 )2 8 2 PI3K/ Akt {55
B MDR f R

RY10-4 J2 i JF 3 38 b 2 07 16 U — Flogi B Ak &
Y. AHFOK RY104 Jy H T MCF-7/ADR 4 i, 45 R 48R
MCF-7/ADR 4fififl P-gp ({335 T J8 3%+ ADR [ 1k Ut
TH&E . PLHIFFTUER] , MDR Bl 4 3% PI3K/Ak/NF-«B iffi #%17)
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A RY 104 J10 1 2388 i WA T 325 ) 306 0 205 P S0 o
I F R RIRP TN B . AR, A R re
TR P-gp FaR I PIBK/ Akt {5530 B 15 PE , i@ LRk
ARV ST 24 20 MR T, T35 5 5 o 40 L Py T 25 1
L 25 B2 3% AT LA 6 i 91 Mt 0 i 245 40 il LNCaP/R
1 PC3/R 20 H ry i 245 P 09 £ AL AT e 2 38 5 il ) PIBK/
Akl SRR B AR T

4.3 Bel-2 (R - %

R4 Bel-2 ZE AR AU IR T VR T 4 P T
FE P T P2 o Bebysg 200 0 A 2 Tif 2 0 ) RE S T
FRER (0 L) 57 AR PR T B A0 Bax (3638080, LR BT
PATS Bel-2 FER BRI . Wang 25 ST EEHEF X B
TG MR MDR RHLHIIEA TAIFSE , & B0 PT ABE 2F F I Bel-2
223k, FES 98 Bax [19323% , W5 Caspase 9 (B I &
FEHT MDR 8, Sun 25 FIOR ] ¥k 2 19 KIHEREHF ( delphi-
nin) Zb3 HepG2 HI HuH-7 Z0ifd, & I Rk BF ) € e BE 4T
MBS ) HepG2 1 HuH-7 2 i #7315 26 &8 35 FEAIC, F — 2 i
GE IR CIRERTTY AT LA BHLWT 1 W O e, 30 A A S S
I FEA M T3, 755 DDP BG5BT S 7t 2 52 e
TR AN A TR AR
4.4 Wnt/B-catenin {3 & i %

Wnt/B-7E F R ] ( B-catenin) 5530 P& & H AT IR
W RIS . Wt/ B-catenin 15 518 J & LU #4 B-catenin [
R PRI 57 o0 A% o Ao TR 1) 42 LS 5%, A 200 B4 L oAk
MALFS YR B P R HEHEEAER, Wit/ B-catenin {5538
B S T R e R T 200 R L 0 e R A, A R
HERAYT RS H AR 35 . Gao 2577 Cur I 5-FU B
EAEH T HCT116/5-FU 4iiffd, & L Cur F1 5-FU BA W FH X
YREIRT 5 S BT W WA R X T3 0 B i 3 4 AR 22 0
ERHAMEEH. #F—5 5 k8 Cur LT MRP-2,
P-gp A 47 K (swrvivin) Hl B-catenin [ 23k I 2 I 1
HCT116/5-FU 4l p-B-catenin 7K -1 Bad/Bel-2 %, H
Cur FE{A 3 223U B S %) ek 10 0 4 FH o
4.5 Hthz5HE®

JihggE MDR (% A 5 1L 52 2% , R IO b 4 % 178 30 3 5 T
AT F IR T WA H IK-S-5E RS li-m 19 3Rk
AEMHIE 515 3 S 5% S5 8 A 3 (signal transducer and
activator of transcription, STAT3) i@ %/ Notch {5 58 % n] 3
LR MDR ' Zhu 221 556 3o R K 4 9 4 T 4
NS B Rg3 5 PTX JEH{AK (Rg3-PTX-LP) , 343 3 75 4
PR A SR X MCF-7/T 240 [ i/ 47 4 s 6 10 5%, & B Re3-
PTX-LPs ELA W2 M 25305 7% R 77 , IR AE/R N R b B s e
s . HF— 2P P & B, Re3 A 94 1L-6/STAT3/p-
STAT3 58 J% 380 (56 )5 M2 5 I 40 At 52 A R B g ML 36
B IEAMG T TME S g A OC BLET 4k 40 TAFs F0A SR 4F
AR NN S S IR AR T Eid 2560% L B g

MRAWL R (fucoxanthin, FUC) Tl i ¥5 5 94 =, 0 il
MDR % 19 P-gp .MRP Fl BCRP Fi{t:iit i ( CYP3A4 il GST) iy
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253k, (#iiF MDR 412 HepG-2/ADR FIGP L MDR 42 SKOV-
3/ADR X £ 2 H AL EE B AR

5 B &

AT BRI AT e R F B — HEEZ H
LY iR MDR %ﬂﬁiﬁﬁuEEHEP@S%&%EE%%U?M&
() BERELAG . PR 4 A RS I 24 49 %% 32 14 (P-gp .MRP . BCRP
FILRP S 40 HE“ 527 ) (1220 3238 02 Mg 7= 4= MDR ) 32 225
B o 1841k, O AT — b2 i 500 72 1 PR IR 0 v 5L 9 5 e
J8 MDR JE4E  (H 9 MDR (1 & A R R — N R A4 it 7,
ANTR] 1) 8 200 it %o [ — b 47 o e 24 ) 58 B — I 9 4 s
ASTRI LI 25 0 TT BE = A AS [ (R i 25 LT, il 22 3 2
e T BAR A HE A — R S AL BBA — s e,
FEAERAS B BAR IR YT RCR , B T A AT fo] — bt 42 oy
MDR gfb2H 70 Bl o PRIk, B MDR & A= HIL i O X6 1
B ST T, AR A ALY MDR 5% 5 32, o S B 5 b
J8 MDR & XFHEE,

AR, 2 3 — O v I B AR AT AR,
YN KRG PRI 2 SL OSSR e 4 S AUV F /DN O R
F 5 SR AR UE /A (R R 0 B L B
T AP AE— 5 B Wﬂﬂn%ﬁﬁﬁ%ﬁ&ﬁzﬁiﬁﬁﬁ%@xﬁ&
YA EEAG ELARAE SANAYTT I s S R B SE . R
B S P A5 3 S A S e A e 24 4 24 D07 5 A T e
JYROYI ) MDR 3 5% FI4R AL T — 2 e Al . Rl PR
FHFHAR A PR 2 J , 1t v 25 0 B A0 V4 it 1 2 2B 0 R
BEAR TR R0 A B S Ry FH B T 5 R b 2 1 25 1R
Fh 72 s AT R IS A I AR B R R S R P 2 Y
AR . PRI RS &, L2 SR R
T R IR R B R L A B A IR B, LR 2
Hh 2435 P 0 S LA IR 5 2 , A 60 LR P R G
PEEOUT AT A B 04 25 W) AR LA KR B AR B, S B rh 2
1RYT IR MDR PERRR KAk . H R ZHE0 Wi (5 B 16 SE B0 T
BB, B PR B I A — 2 IR, 2k AR PR &)
W A AR, e S5 R R e A B, T T 2 AR P AR %
WFFEE— 2 B0 UL 7 A0 A4 BT A SR ek 1y P 380 1l AR 5
Bl 2 E AT MDR AH A58 Y 2 A e 1 ) 5
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