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Nri2 £ I A iR s 25 U AE H

Ba% REE BR HRE REFET FE

(i stiE R R 2 e, AE A 5 0 T AR &, i 200025)

HE 4% 4% 3% B T Nrf2[nuclear factor erythroid 2 (NFE2) related factor 2]2 £mfit, N & Z-49
T EF . Emien, Nrf2 £-2%i8 it Keap1(Kelch-like ECH-associated protein 1)-Nrf2-ARE(antioxidant
response element)fz 5 18 45 T 5 A F 6945 %, @i BRI . B4R B 4 R e9E R kAR
fm iR, X AR AR AR ) AR RTS8 40 A A AR I A 2t 40 e K a9 = it 5 A Bh ARk T k. 1Rk,
Nrf2A8 % 49 it 78 & 2 ML 2516 R AT 76 97 0 R R B A, AR RAR B 69 B 50 A& TF J6 K 2 SUARBR T 4T
TERANKE. ZXELERFRAARFAR ARG A L, & 58K T Nef2-5 869 A 8 1L 77 A0 Ae
W 2h BT A, §EASE RS ERERREL S 6915 8.
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The Role of Nrf2 in Tumor Chemoresistance and Drug Resistance
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Abstract

the transcription of downstream genes via Keapl-Nrf2-ARE pathway to protect cells against oxidative stress, and

The Nrf2 [nuclear factor erythroid 2 (NFE2) related factor 2] is a nuclear factor that regulates

cytotoxic agents. However, in tumor cells, the existence of Nrf2 promoting tumor growth and their resistance to
chemo-therapy drugs, has brought enormous difficulties to clinical treatments. Thus, recently, researches have been
increasingly conducted upon the relations of Nrf2 and chemoresistance in tumors. In this review, we provide an
updated overview on tumor chemoresistance linked with Nrf2 and its underlying mechanism, in order to offer a
deeper perception for further clinical research and practice.
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Nrf2[nuclear factor erythroid 2 (NFE2) related BRI, & 1 3 252 $|Keap1(Kelch-like ECH-

factor 212 CNC+E & IR $7 B % 3% ¥ 3% K T(CNC-
basic leucine zipper, CNC-bZIP)Z % {1 il 74 2 —,
Moi%5 T 19944F K M. fEAI A, Nrf2ifl it 5 54
k. 2 ¥ 76 2F (antioxidant response element, ARE) 4%
&, W2 T EIE R 5%, I B fE 4R B Pt
A LA S NI YE A B34 5 S 1 B A s B H R R
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associated protein 1)) 7 il #0560, I 4k, i 42
RIS T Keapl FINr215 5 1 4% 38 4% . Nrf2 X
Jieg (1) R A R e S IO R E R — T T, AE
1E 5 20 i, N2 ik #C A A A 45 R FE PU AE
37 [, Nrf2 1 e 48 i A S fe e 21 (i gk A= 7,
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Nrf2 1 fif RN, AN R SRR b 6 v S5 Nef2 40 5C 1R 46
JTARPIIL R S AR I A LR IR T2 EEHE SENrf2 A 5%
(¥ Jif TR AL T SR DU 245 S AL BEAT A 244, DU
e PR VA7 P I PO 24 X R4 (A A R AT A 2

1 N2 5iE BT
1.1 Nri2VEEH9 5ThRE

Nrf20 2 7 B OR <7 IVECHAT 5K 8 1 [R5 &5
FJ38(Nrf2-ECH homology, Neh), 77 75l fi7 % ANeh1
#INeh7. HANehln] DL 5DNALS & 804 5 HAth
SRR TFIE R AR . Neh2ftf% 5 Keapl HKelch i)
WA, B A R AR AT PR N2, HO T Nef23E
YRR B BB, AN, & & 2 AR IFINeho 45 14
B A FINTf2 6 82 52 7. Neh3. Neh4fINehS4: #
3 AT N2 B e SO Y . Neh7nl 5% %2 44
RXRa(retinoid X receptor )4 A, 1115 ARELR S 1)
FERIFRIAM,

Nrf2-AREf5 58 B8 7E AL SR AR S B R4k
PEORBAE . 40 B2 B, T UL SIS, SR B B 1Y)
Nrf2 t 5 2 067 22 40 il 7%, Neh1 &5 #6380 1 e 2 BR i
% (basic region leucine zipper, bZIP)%% #4 5 /N\Mafis [
(BFEMafG. MarK. MaW)JE i 44, 58 e
FE A ARE_FIDNAZL FF(GCTGAGTCA), It 52 454,
Ja 2l H bR FER] 13 23, Nef2 B2 10 1 Ui R g
PN By N8 (1)4H B N AL i~ R A G
IEEE, W 2R I R IE 12 (glutamate cysteine
ligases, GCL). &t H IKid E ALY (glutathione
peroxidase, GPx)~ fiii 4 £ 1 1(thioredoxin 1, TXN1).
Tt S8 B 34 JEL i (thioredoxin reductase, TXNR). i
AW 1 (peroxiredoxin 1, PRDX1). %L EH
1(sulfiredoxin 1, SRXN1)%%, AJ PG 14 4 (reactive
oxygen species, ROS)ZKF1; (2) = AHMFEEN, Wit H
Jik S-5:#2 I (glutathione S-transferases, GST). NAD(P)
HPR AL IE 5 -1 [NAD(P)H quinone oxidoreductase-1,
NQO1]. UGT(UDP-glucuronosyltransferase). [ ffi
16 5 (aldo-keto reductase, AKR)ZS , R Kf 7 2E )i
AU AR B3 1 AT 2K, B0 A A B e I 184 o FL i
il TR BEN R U (3)2 5 AL AN A BE, fnif
21 F NN - 1(heme oxygenase-1, HMOX-1)!'); ()%
SRg AR A, Wils iR A 1 (fatty acid synthase,
FAS', 1Bl Z B4 B A (acetyl coenzyme A, Acetyl-
CoA) 58 AT R MR (citriate shuttle) ] ATP-F7 45 2

24 fi#f W (ATP citrate lyase, ACLY)"*"; (5)Z 5 ¥ AL i
RV I, T Bt TR LW 3 A P Xt il ) 4 -0 TR It &L
i (glucose-6-phosphate dehydrogenase, G6PD)**2!; (6)
7E NADPHAHMIUAZ IR & Rl H b A il , 40 = SRR Il
1(malic enzyme 1, ME1)F1 3P F 5 0 & - PR it S B
2(methylenetetrahydrofolate dehydrogenase 2, MTHFD?2)
R (25 BRI TR ) SR, B
JRi2 3L KB cell lymphoma 2, BCL-2)F1BZH fifu bk £ 983 -x L
# [F(B-cell lymphoma-extra large, Bel-xL)Ft 4 15 (1] &5
U0 ()Y 15 S M SN 1) £ 1 B, 5 s 52 Ak (ary
hydrocarbon receptor, AHR)%5,
1.2 Nri2@)5E i

Keap1-Nrf238 #% & Nrf2 e e 14 A1 1 8 42 1 3=
FHLH . Keapl&Nrf2 (8 F0 45 K+, A3
PhST H A H R S5 M4 0 N-dii y BTB(broad complex,
tramtrack and Bric-a-Brac)44 #4J35, 5 Cul3(cullin 3)%5
&, P B R AR 45K IVR (intervening region)
GERIE, P B B2 PR P SR A T R ) 2 b
AR, C-vii AKelchsh ik, RPIRESEH), 456
Nrf2ffJNeh2 45 14 3. Bt &b, IVR 2 Kelch# 1) 35k %)
B BN ) ) B BR AR . AR BRES R,
Nrf2 5Keap [ J5 — AR, FH46% 2 T Mo, @
i EAE3MNCul3iz FIEHRE SNif245 &, 785
AT Keap VR 172 Z AN S5 1 A4 P, AT DR 55
Nrf2 IRk . 2452 B A RBORIEUN, Keapl
VB M N AR JROTR A 1R SR 32 2, L BBURR 1) 2 JpE 2
PR B i AR A, M RO A AR A, T 3 BN 20
Keapl i fH I

Nrf2id 52 b J5 & B i3 -3 (glycogen synthase
kinase-3, GSK-3) {5 "5 & Tl # 1% . GSK-3MFE 1L
Nrf2F/Neh6 25 e 38 (147 58 22 2 BRVR L, TE IE3 T+
W fE 421 B-TrCP(B-transducin repeat-containing protein)
(TR LT o Neh6 45 a3 2 AN 3 22 144 (motif)
45K, Bl DSGISHI DSAPGS, #i# % 514 Nri2(#172
EPE. Neho#iz RIEHBEH T B-TrCPHI f5 , 5F
£E Cullin1/Rbx 1 & A% (cullinl/ RING-box protein 1
complex), 14 J5 3 7 GSK-3/B-TrCPid % 36 1t J&, 5]
AEKeap 11K i FINef2Z 24 B 44 B 70 55 45,
BhEEAT T TR B, AR AL, U1 K-RasG 12D
B-RafV619EFMI MycERT2%5 1] #% 53¢ i 5 Nrf2 ) % 1%,
MR N2 R 3 1 AT 200

PRI T L, Nef2 ) Eie R4 Lm0 52 2% 2 6, w143
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RFERE SR BRI 8 5 21 1 KT 32 2T,
TS 4500 0 P9 N2 ) 3 A4 182 A (] A= B3R 2% F
TR

2 Nr25FERX &
21 Nr25MERE

Ji IR A R AT AT A P R DR R N 22 ) S R AR
R, N AGE R . IR S AT 1 & (reactive nitrogen
species, RNS) 5 % Ak P Bir iy >k 1 55 P4 F v] 3 5
FER AR, DA 7E RE AR I 98 Fh B A 5 51 R T iE %
BV T N2 /2 877 240 i S5 4 77 0 5 . 7R O
SR, N2 T/ S RIPUEAG . DUt £ 55 40 i
TRIPE R B, IAE— R ERIEPUSIEA . 1E3)
Vg R ORI, SR TR JE, Nif27 /N B R
977 P4 8 R0 PB4 ) o SRt B vy, B B R AR I,
JRER R AEN2 /N B, BT PUE AR D I Bk, T
X0 e T B B R R A LB B A 7, R EUR
#7188 A 2 N (unfolding protein reaction) 14X i i
KRB HAMEE TSR A R R TR (R OK
“F1-3% 4 52 (1-bromopropane) ] B A= 4 /N i), Nif2™”
/IS BRI 4H 230 B 2 SO H B R IR AKX, R
Nirf2777IN RO B 14 9 50 0P, Rt Nif27 /N B
FE—E R BE E IR AR /N GRS B R A IR, 1 B N2
E R A R R o BA e 2 R ) Th e

oy —J7 I, {E MR ik e AR v, Nef2 it R 1A
HEE 7R T A A R . DL— 2% 2
% 1) 5 AR N | ——Nrf2/Keap I3 % 58 2% 15 Jiti o8 7 B
E WL, H R PR A IR G R R
FE S Y BURICR, 3 SO0 2R R A ]
it BUNTf2-Keap 138 4 75 P 18 58, DA B0 48040 B s
SR, 4t B 1 e AL BT, SR (1) 48 Jif ] AR ok 2
WO Bz AT 3R A, DA 2 P U 1 g 0 ) 4
FHCT 8 At 28 B S AR v M AFAENTf2/Keap 1 RAZ,
B IRA MR R, B RS A G Xk
(loss of heterozygosity, LOH)A J&120 Y17 #E FNrf2
FKeapl Y AH ELAE A X 38, ' EONef238 2% (1) 35 46
Nrf2987% 22 9 /BT Neh238k B i/t ol #553031, 1X 3%
HH, Nif2eiKeap ] (P)A40 Ml R A8 530 7 Nrf2id B R4
BT BRSO, 1Y s 4 ) BT A B A, R AT
AEAFNL 2o FHUERT I, 2R R R AR A R TR, Nief2
s 7 XTI A, 53 2 30 e g e DR R4 R
BT AR P FRARF R

2.2 Nri2 5MEREK

Ji R A AR 1 5 A2 DR B 1 e, SRR =
FEREAE AR KPR i A S It (glutamine) £
Wi EER I HE & 1% (pentose phosphate pathway, PPP)+
2218 345 1 (de novo serine synthesis, SPP)5EAX 1
AR IR A PSR AL T E B (Rl A, DA E B
fEn AR K R U, Nref2 i R PR S A )
s, S 4~6282 SHENRSEACHAH SR, $RRNrf2
52 R i B A S SRR = I B A AR B DA R

AT TR B, 2N 40 2R AS497F, Nrf2i i %
i ME1(malic enzyme 1), GCL(y-glutamyl-cysteinyl-
ligase) S5 AL, 5 76 %) 5 A0 4 20 Jie 32 4 A2 (re-
programming) | & BUACE, (23 PPP. BT IR M K
4 Hi(de novo nucleotide synthesis) A JZNADPHH] &
B, Singh %5 I, Nrf2 i 45 Z: 505 P 7 miR-
1(microRNA-1)FImiR-206(microRNA-206)((] & 1%, 5
FA A R AR O, YR T PPPAH G EE R [ 2Rk,
T 5 P 40 L v 7K T ) 6 A, (2 gk g A

DeNicolaZ# P 58 i 7, 7E JE/INH il (non
small cell lung cancer, NSCLC)ZH g &+, Nrf2i i
ATF4(activating transcription factor 4)ii#% 22 & 1R / H
IR (glycine) & WK ¥ PHGDH (phosphoglycerate
dehydrogenase). PSAT1(phosphoserine aminotransferase
1)s SHMT2(serine hydroxymethyltransferase 2)%5#) %
15, RS K (glutathione, GSH)FIAZ F R A=
o WSRNI2HEA G, ATFAS FREG IS 8145 508
/b, T A 28 22 Z e R R AKAS, e 8 4t DR ke
WAl .

E R B R VR 1R TR 245 JHF 20 B e A2 ok 2 R,
Nrf2/Keap Ui 5 C IR, 4 A BERR AL 41 |
T 2 0 ) R FH R TR LICOBR a4 A8 ) B0 A X AR
BRI R, KA AE e BAR IS P 4575 4L, T3k
A K8 1 kL, 1T DABUEN2-Keap 1# #% 9 4F
FE® X W7, Nef2 78 i % AR 1 R R B, A B T
Warburg 20w i & A, BT PANTf21R v g 72 e 2 R 7Y
HEHES)E o ZhangZFEPY R I, Nef2 0] DU F VA
¥ 41 ffd R Bel-x LATMMP-9(matrix metallopeptidase 9)
() IE SR AM B T, {2 2F 40 B 3 55 ik 320K BINr2
0] DA 3 JH- e 240 P ) 422 2R RN 7%

BEAN, A FUUE B, N2 [ e 24 i 33 58 1
TR 2 Nrf2 (828 W] 3350 B 40 WA 3R e A KR 1 %2
& (epidermal growth factor receptor, EGFR){5 ‘5 Ht[#,
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R TR B TR 45 A G B 1 AL 1 AR A, TR 9D R
JUR 922 21 Pt P9 ¥ cap(cAMP activated protein)fi #i 14 i1
cap I FAAS PEmRNA R B 1% . 110 K 75 L 7] #)1 | EGFR
R AKTANA Ot H BEPT SIS 42, RAIN2
F1%) 25k AT i o RO, T Al M o 40 L 1) A K 52 B V.
I

SVEEN2AE FIRAS [F) S8 1Y i e 40 A o B 1t i 46
S, Hod ok Y 45 T U RO R B miRN A Rk,
IR AR N TR A R 5 2 AR lhE AR, 2
Tt P Te 40 B P A KRG B

3 Nrf2 5B r iR A 24
3.1 Nr2SBLTHRAMR AR IR

ik 9 241 P vy 3 0A N2, 8 I 7 Bh 40 i X it
EAG AT 2500a 9T, S L AEARRE ), B0
2O I A0 B R, Nif2/Keap 15 [R] 1) 98 7238 B0
TNif2/AREi&A%. A% AN makik, BT
Jie 240 L R AP 1 i 1 PR A SR, IR T R A ) AR A
g A4 AR N O S5 41 i RA2780H, il 5 4 iy
PINE2E P 300, IR ey-4 2 e 2 e 2 R e 1 g
(v-glutamylcysteine ligase, GLCL)f# 1t V. 3 3% 15 34 /&,
BMCH RS & BT, A sE b Re T3 g, 40 R
H X} B 22 2 96 J7 (adriamycin, ADM)FHE Pl A
FURIN, AT 75 A JBERE 1~ 5 N B8 (endometrial
endometrioid carcinoma, EEC)f{T4: f¥)Ishikawa4liffl &,
M T B P IR (endometrial serous carcinoma,
ESC)fiT A= 4t il RSPEC-2HNr2 3Kk B iy, it B A
B SR T (cisplatin) F 48 12 B (paclitaxel )1 BE 7; 1
VBN RIA J5, A SPEC-241 il R %4037 250 5
UK.

It Ah, NSCLCHH A HNrf24r 282 3%t vl F 3%
Mif 2530 5o Zhan®5V R I, 15 fi Ji % 96 41 i &% (lung
adenosquamous carcinoma cell line)HTB-178. fi
IR0 o5 41 BT & (squamous cell carcinoma cell line)
HTB-182 DL A ifi it 40 B 58 AS49+, Nrf2UlEK )5,
As,Os(arsenic trioxide)55 ST 25771 T 40 H B3 A H
P AR B AR A A BE 5, Ak, Keap ]t ] 3@ i Nrf2 4B 4K
IR AR R E A S S YOS W) 52 AR (peroxisome
proliferator-activated receptor y, PPARY)H 1L K-,
S bR A BN TT 5 U ME . BE SRR, A
20%~30%INSCLCHH il 47 EKRASHE R [ FRAZ
BT FIK [ KRASO2P AT KRASYTH] DL i ERKf #

(extracellular regulated protein kinases pathway)$z /=5
S N2 R 7K, I AR O IR ) iR 2 e T
2 FSIRNAYT BANr2 2 35 5, 3% A RCR 3 25, Ui W]
KRASTEZI5 -5 B 24 0 5 & Nef2 (R I 7
3.2 Nrf2 FEULT A 25895l

K2 BT e N — e I = A A
i #2: TH(Phase I). II#](Phase II)FIIIIAH(Phase III).
Phase 1732 %2 B RE 1] S B, AL A4 1 AH 5 F il of 24
Yo FiEAT S IBIR b TR AR S5 L R
Phase 11/ 25 WAL R o 1) SR D IR, i TAH B
WA R AN 73 T W o 4 22 245 ) A AR AT 1k
YL, A5 2590 SR 35 B[R] IS 86 0 FE K % Phase T
R — RIS B AR A - e s 2 A0
b, BHTR T IX—Br BRI F b, AR IS A i
PR L] AN B,

Nrf2 5 40 il 3 — Le A Bl SN 3R 9 3% 18 R Y
Thie s UM oC, XA BER etz A R 2 48
UM 25T . IAHAR S R e R FE AR, 1
588 JH R 4 B0 AT (R 4R B 70 A 22 L 24 14 (mwltiple
drug resistance, MDR). A #ff 5T & I, Nrf2 v i i
P HOE PR T AR, SR A B MR 40 S AR HT AT 24
/*%[23]0
32.1 Phase IR EARK MR Nrf2ilid et L
NSRRI K, S v AN i N AR, B INAKR
AR(aldose reductase)FINQO1 )& &, 1855 [ 87 41 ity
SFAMNEME PR RE . AKRRE — 5 A0 R
SN 9% 1) DR R 5 0%, et AKR B TOTE i 98 41 it
Hh 2R IA RE G HRPUER kA 3 O 4 M ) T A, i
Jig o i A A A 22 b e b 8 2454 Ok 0, B B
. 24545 R (mitomycin)2%. TITERAKRIBION] 2>
FHEUMRE AL TR T, GRS TR, 15
I7 AL B B A0 IR A AT ARJEAKREE X
Wb i) — 5, AT B YRR AT SR A )
We2. AW LR IR, ARG VERL H I Hep G241 il X 5%
2155 R FAT SR AT 24578, 22U ARXS T J6g 4 1)
M 24 P A7 — s R BE AR FHEY, Ty ARSI 1) 77 W] DA 55 1%
e 254

HO-1(heme oxygenase-1)& 1A P Il 21 25 AL i
I AR B O BB, 1T R I 21 3R (heme) S AL D IH 48 K
(biliverdin), IH %% 25 fifi J5 #% & J51 4 JIH 21 2% (bilirubin),
J& & B A 5 AAE F ok B0 S8 Ak 04 A i
KHHE Y, B EIR, it PKC-8-p38 MAPK-
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Nrf2if #% (protein kinase C-8-p38 mitogen-activated
protein kinase-Nrf2 pathway)#i& IJHO-1, /& B & %
(crotonaldehyde)#ll ¥ 19 N 928 41 i Hh A 5 20 (1) bt
FACATTE TR A, (ke g0 i i) AR KB Bk
10 % ()RR U0, TR TR A PR AT T 24 1

NQO12 — F 3% K W, 7£ Hl & W LINADHEL
NADPH W E LA, R IE 5 FR 24 o7 1o e B3 14 1%
X, AZNAD" . NQOITE i 67 4H g JC 3 A2 - 40
HR R R IA T8 Ry T R 4, HEI S e 4 A PR AR
W AR NAD" ) 75 A UM XA i Zik Al A4k,
ST P, 5 R 4 O MDRIE Y
3.22 Phase IIAH AR KIIABBE 5 Nrf24H G (1T
FHEG = 22 AGSH. Hl &) B8 I 1R 55 /N 70 1 10 e Fe il
8, FE b Jed 24 . A 3K G i 1 R 0K SE N2 (1) s2 e T
o AR e IR 2 Bl 72 GSHAE i #2 Hh i
ICHHE, 1% AN L T I AL (glutamate-cysteine ligase
modifier subunit, GCLM)] 357K, 4152 Nrf2 ] 1
A FH g 1055361,

GSTH] LMEAL VF ZAMEME RIS T & 5

GSHI 45 &, W] LAE R AE 25 TAHARE =) b, ff2)
W) 5% 4 K P DL B B2 IR 8UR - GSTE 2 A
5 I8 1 o % BB S R 5] VT (carmustine) s PA Tl B i
(cyclophosphamide, CTX)FIADM ] fiif 24 1457, GST-n
FEGSTH R B A 22—, #I[SMMC-7721. Huh-7H!1
PLC/PRF/SHE4H I R IGST-n 1, £ {84540t 4b 7
29 INADM. JiEH . R HLF JE (sorafenib) Fl1 5% fi 75
Z (epirubicin) & B AR,
3.2.3 Phase IIA AR XS HESEEIR N2/ 3
() A1 HE 5 3 A2 AT AR A 0 HE A i AT,
I3/ 9 A i P AT 25 P AR 2R, O T S8 i 4 i )
i 25 %140, MRP(multidrug resistance-associated
protein) & — 2K J& T-ATP4; & & X &5 H (ATP-binding-
cassette transporter, ABC)iH X I ATPAK i 14 Joi fi
g, fed i 25 P AE B OE ONeR2 ) S R R,
Nr2 7] DL 3T 45 & 2 MRPX] B 35 K 5 3+ 30 b 1Y
AREF 1, RIETH[R1F FMRPFI A, GHT5T
7, Nrf2Uus 7 /S BUFIE AT BLT SEMRP2-6 /1]
FIKON, TMRP2 W 9 A2 FFH e 4 i b 5 i 24 1A
K T E R A,

S JRJEE T 24 2% 1 (breast cancer resistant protein,
BCRP)[AI#f /& —FIATPS & % ic tE H, fEX R dE
STt 227 1) JH- e 200 B A ks I B BCRP ) = 281, 158

BCRPYE Ji Ji 41 ffd ) MDR & 45 5 ZAE F . b4,
B F0 R B, Nrf2 n] DL i 45 & 22 BCRPX M. 5 [ 5 )
THIARESS & A1, WG BCRPHIH: 3,
324 wmpAT SuryakantEUPRIRT TR B,
Nrf2i@ it 5Ll 173 K Bel-xLF Bel-2 )8 3 1 1 45
A, BRHRE . MBcl-28 ARIAMIE &, X T
PRI T3 K Bax )R IE T &, caspase 3/7(cysteinyl
aspartate specific proteinase 3/7) 7% P F#AIG, 34 5541
ML PTRI T8 /7, T EUMR 4 T BT

DRI i, Nrf2 m] 3 aok 8 428 4 P 470 8 24 P At A
KE EPITETE, M2 BRAL b g 251 N
AR AR [R]B Nef2 B9 e T 4 B S5 Bl e 4
S BT LAIF 3 40 B T OB (R 244, N i 3 i i
JE 2 A MDR
3.3 Nrf2 B 3T g 25 894E R

SN2 T Mg A R R, JFE R R BULTT
M2, 4R R I, V2 A Net2d ) Zh g 14k 4 5
FFE Y $E B, anBidA IR (ascorbic acid). FYHHEF
I (brusatol). J7°3 % (apigenin)Z, BESTE — EFEE
b n R VA T R AR

PO IR A A A 1R — Fh B P A7), BT 58 R 30
BREEHIHIND2IER . 55 5% Jé (imatinib) UK
PEZ0 ] SRKCL22AH Bl 72T 24 (0448 14 % 240 it 1 1t
(chronic myelogenous leukemia, CML)4l g RKCL22/
SR #1, Nrf2 5 y-GCSL(y-glutamylcysteine synthetase
light subunit)2& K 5 3 ARE[N &5 & Z58 153 % . [F] i,
FEKCL22/SRAH il 1, y-GCSLI) 34 F1 23 Jht H ik 1
KPR R . fEKCL22/SRYNAE - A8 InHo A i e =,
Nrf2-ARE[1 4] &5 52 2301, I Hy-GCSLEZIAMGSH
IR BEA, AT B 23 Pk &1 240 ko £ 5 5 e 1 Ak
PR AH H BAR 1) 431 HLI R B

P RH S I T 3 O B N2 192 R AL B, PR
0 ANT27KF o B ASA94M a5 P A2 A 214 B A
J& J5, 5 B A P IR ZER B, RS A T R IR S Ak
FLE 5] g A= AN 5 S 40 B 0 T 07 TR A o B B
IZCR . A, N2 R I B AS49-K 7 P #2 HE 4 R,
T 55 JIE A e A BTG S R, 5 RS O T A PR R
FASEUE L, O T N2 ) 221K,

JrR R —MAEETZMER S, BAHR,
Pt A AU 1 H ) 28 BB (Rlavonoid) ™. 73 3
I8 I H I PI3K/AKt/Nrf238 1, 5 8UNrf2 T Ui 2 (K %
S/, i B 2% 2 (doxorubicin-resistant) i - J 41
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HIBEL-7402/ADMX i 25 2% UK, FF 34 I 40 fa py B
BRIRE., 5P R P AM, HAFERM
b dE R ILE AL fE, et Hlm R AR K, RS
A0 L T, AT B I R 25, M 2 (chrysin)
2 —Fh 2R, @il N IHPI3K-AKtFIERK(E 5, &
= P ] 2 2 BEL-7402(BEL-7402/ADM) 4 iy
MINTf2 (1) %, N2 T2 I HO-1. AKRIBI10F
MRP5ZFTE AR, FMHINrE2H R AL 7 TR 24 P
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