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Abstract
Keapl (Kelch-like-ECH associated protein 1) through proteasomal degradation, plays a cytoprotective role in the

The Nrf2 [nuclear factor erythroid 2 (NFE2) related factor 2], whose activity is regulated by

cell by facilitating downstream gene transcription for defending against oxidative stress and maintaining cellular
redox homeostasis. Besides, the existence of Nrf2 in cells is of great significance in tumor metabolism and growth,
which becomes one of the current research focuses in cell and cancer biology. In this paper, we reviewed the effects
of Nrf2 on the generation and scavenging of ROS (reactive oxygen species) and cellular metabolism. In addition,
we also focused on how Nrf2 affects tumor growth and proliferation through metabolic regulation, and introduced
its relationship to tumor drug resistance in order to cast insight on further clinical research.
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] e e A AR g e e ik R v, e %o g ) A=
Ko HYFE S 251 7 AR SR AR A P R,
K BT 78 T U 9% IENef2 5% i 88 A2 W 22 47 N ) 5%
Wi o 30T SR AL, Nef2 0] [ J8g 4 A (0 AR 1 15+ 8
2oviEd s 5 RSB R FERAEH. 2
TR AN — T A A Y A B I 4 i 9 AR AR Y
W, R A, WEEE. SR E A
g Bt B A N2 7E Bl 8 A 1 7 TH PR AE i
I.MenegonZ58HE 5 ) 2 ik . ChartoumpekisZ5 " 7E
20154F % Keap 1/Nrf2:8 i £ [ifeg A 3 g 4885 1)
VYERBEAT Tl TARZRE 3 2 H SENe 272 AR
TR E AR, B S MR AR K S Y B N B R R
FE, DU A R g8 () B8 1) Y5 97 SR A A T R

1 Keapl-Nrf2-ARE{E S8
1.1 Nrf2B)Z5H945HIE

Nrf241 % 74 Neh(Nrf2-ECH homology) Al 5 45
#y 3%, BINeh1~Neh7. H i, 5% {7 FN-ifi fINeh2 45
FE SEO0S 1 TR PN 2 ) S AN 1k A oy B Y,
BTN AT 2 R B R R Tk LA S22 K eap
45 & A S(ETGEMDLG)!', Keap 13l it iX24™ 45 &
i #1 5Nrf2 4 3% . Neh1 MINeh64h 14 18 B 7T i
PENIR2ff) £ 8 Mo Neh1EL 5 — /> 52 0 R 1 B 45 1)
bZIP(basic leucine zipper), #=Nrf25 H Aih 4% 3¢ X -+
gk i 515k, ARV, Nehlit ] 52 372
% 1% $2 i UbcM2(ubiquitin-conjugating enzyme M2)
A, N2 () £ € PEN . Neh64h #4) 18 0 52
™ 5B-TrCP(B-transducin repeats-containing proteins)
254 (7 551 Neh3. Nehd. NehS4E A4 35k fit % sk
52 2 AT TR B R I, A SR N 2 ) T i S
o Neh3 45 14 35 1) Tl BE 2 12 3E — L 5l i 22 1 /Y
4 5%, WCHD6(chromodomain helicase DNA binding
protein 6)ZEU4, T SR W 7T & B, Neh745 #)1 ] 5
1% % RRXRo(retinoic X receptor o)k A4 H 2 i) 45
A, RXRari 5% J5 ¥ b 1 48 A SR 7T 4 (antioxidant
response element, ARE)IX#N 1 FEHFKIL; k2, T&E
FEIRRXR o 25 i AH B R F s
1.2 KeaplXINrf2f95E M TS

Nrf2 ()3 1k 52 31| 8 S B I 7K1 1A%, 3L
HiKeap | -Nrf2]8 i & J 52 i 3 (1 = ZHLH . AN
Rz - 1 BE AR 3 S0 N2 1) & 28 il 78 B K
-, B2 Fm B N2 22 Bl 0 B R Keapl a2

Nrf27E 40 g 5T b 8k R H, 2N W 45 & AL
A, BT HBTB(broad complex, tramtrack and bric-a-
brac)[X 45 A Nrf2, FENrf2i% $ £|Keap1-Cul3-E3 K &
AU, 20 P R AR SR S SR BRI E 5%
N, U3 % (reactive oxygen species, ROS)FIiE P %
(reactive nitrogen species, RNS) RS, Keapl1 & H [
e I 2 TR Tk L 1 A A, Bl Keap ] B2 (B A 5, 25
DLG(dosimetric leaf gap)/¥ 41 5Keap1 1551 /19855
432, B H U 25 N2 E N4 A, 545
[JAREZ: &, R BE R DR () 57 BRitb 2 Ak, Nrf2
2 5 i ¥ 5 ¥ 5% [A 7 NF-xB(nuclear factor kB).
Ak AH O 2R [ 53(transformation related protein 53,
p53). AHR(aryl hydro-carbon hydroxylase receptor)
SSRGS e, RIFARAER. 32 K VE
ZHRARAKHRN . CWACSEASM 5 TN 2 1) 3
P 1] B K eap 1 -Nrf23d % 52 2 & 4 K 5% 1 40 jg (5
e TS E
WAL, W TE I, o 5 DR G T-Nif2 1) i S e %

E AR o 72 MR 4H i, Ras/Raf/MEK (mitogen-
activated protein kinase)/ERK(extracellular-signal-
regulated kinase)(5 ‘55 F1& 12T 1) K-RasG12D 5
B-RafV619E g% i@ i c-Jun(cellular-jun proto-
oncogene) & c-Myc(cellular-myelocytomatosis viral
oncogene) I SN2 (1) 54 5%, FRARLH AN ROS/K, {2
R IR R AR S AR KR,

1.3 Nrf2-AREj&#

E R NSENER:EE-SOR=¢ & 3 BN IR LN A L1

I, A4 I S At S AL T 1 T B B O, 2 32 T
5 5 )5 HINef2 5 Keap 1 i 2, A U7 25 AONrf238 Jin Jf
o L 2 A B #%, 5 /NMaf(v-maf musculoaponeurotic
fibrosarcoma oncogene homolog)(41 MafG)# [ )i
TE R R AR, 456 TR MARE B, J0E & Fh
52 YR 95 10 4 M OR 47 R TR B ST, Nrf2-ARE
WA NFERESEAR SIS b+ EE H
HI B 90 B0, HHNTf2-ARE B ] 5 1 P9 ¥ 8 R 37
N E A PR E A, WPTE L BENAD(P)H: i
AL JH I 1 (NAD(P)H:quinine oxidoreductase 1,
NQO1). HEMY)E AL (superoxide dismutase,
SOD). i % fb5 M (catalase, CAT). 7t H ik -S-#
21 (glutathione S-transferase, GST)F L 21 2 I 4&
fi-1(heme oxygenase-1, HO-1)*, ik fig 25 & &= 1
T, BEE ORI WA T 52 7% 1P 5T (WIROSFIRNS) A2
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— LM B AR AR )
R’
TR EHYISRIRHIE LR W, 5 B AE R LY, Nif2Fi
EINRNWe EEREANAY Gl b SIEAEPiTs: O g i T R N
Nrf2-AREJ# B¢ 7E HT A ARG PURIL DT RAE R
NAETT A EEAE . AL, XM TMA RGP izE
& IR 90 R IR, R T o 440 PR R N2 1 3 3R 0 T AR
P T e A AR A, W] RN M 2R IR AT PRI AR AT
TR A,

2 NeRERSET R
2.1 Nr2ifTROSHIE L S5 /ERR

HI TROS(WTH 0, O, 45) 1 5 58 A4 18 i 47 oK
{10 24 o 5 2 22 38 FODN A B a5, 3% -5 I ) K
R e R R E V). ROSHIZE B HNAD(P)HRES . 3%
WS A0 Bl B DL R AR B T AR I B IR E S
T i AR I TR S B R S R AR . Nrf2 32 25
i 26 KL A& K NAD(P)HPAR I #5ROSHI A= it 5K 90 4E
SE, Nrf2wi 5% 5 e R Az BROSTE 2 38 in, o P2
Nrf2 (1) 6k 238 R AN /2, 140 2 & AR DR,
A] e 5 2 A ARILE) HL 7~ 3 A Ok Nref2 vl id i
2 I ROS A 75 P AL A i B R S8 Ak, 52 S8 4k
TR 1k (oxidative phosphorylation, OXPHOS)iZ £, 1/
LR RLARROS 1) 7= A2 22 FENr 2R bR 1 26 4F T, 2
Fift MV 2 FRINAD(P)H R A M e ——NOX2HINOX4
L3 T Ak D, 3 AN 2 5 NOX4 2 18] 47 7F 471 )
e fENIMEIRRA FA T, NOX4 A A4 it 24k
WILL SO A, I 2 D 2 IR IR 2 A 1R S84 B K
Keapl 1] 2% % 1& 12 WS Nrf2, Nef24) $INOX4 4% 5%
T 8 D ROSI A2 B8, e 4h, BF 58 R B, Nrf2 5
MafGf#] SUMO(small ubiquitin-like modifier)ft. 7] B4
HE AT R I 2 R 1% 2 A 4k I 2 (glutamate-
cysteine ligase catalytic subunit, GCLC)[{] & IA®,
GCLCZ& A & M1 It 2= IR 1% 2l (glutamate-cysteine
ligase, GCL)H I &, 72& 411 B o3 18 1k A2 Bl 2 b B Ik
(glutathione, GSH) 1) PR B . GSHAZ & 2| Hi AL
7 70 P 01, O R A D H R R 0 2 AT DA AR
b, A RS A Bt H K, 5 ¥ FENADPHAEFE I %
PF 8 I BE JFE RS IR, T BCEAE R AE PR, T
FR4iA HIIROS.
2.2 Nri2 S¥RKEHET

I AR Sk, Nef27E 40 4 o7 A% W5 (60 468 W IS

2GR — PR ) P E R
BB FCE AT B R VE. LR Bl 20 M b, Nef2 /5 3)
T T2 I B¥ 1& 1% (pentose phosphate pathway, PPP)
HH IR Il g i R DR () A S AR, B T AT RE-6-1
R M 1 (glucose-6-phosphate dehydrogenase,
G-6-PD). il ¥ % %] B 2 Il % B (phosphogluconate
dehydrogenase, PGD)~ %l /if(transketolase, TKT)
N &% [ B -1 (transaldolase-1, TALDO-1) LA f& & A%
NADPHAH 5% B ) 9 15 22 [A], A0 475 3% AR 8 1 (malic
enzyme 1, ME1)HI 7 715 B2 i Z 1§ 1(isocitrate
dehydrogenase 1, IDH1), ¢ #ENADPHF] & J%; [F] i+,
Nrf2 0 % 1 B\ Sk & Bad 42 10 A 5% 25 DR 1 R A%
B £5 B IR 2 2% %% % ¥ (phosphoribosyl pyrophosphate
aminotransferase, PPAT)FIF H 3 U &1 i i i &
fiff -2(methylenetetrahydrofolate dehydrogenase-2,
MTHFD-2), I# % H 1R & AR . TENH2REBR 1
M A, R A T R A BRI R VD TR AR FE
2 (phosphoribosyl pyrophosphate, PRPP)F /X 5 FE #4
% 2 (inosine monophosphate, IMP)A Frii/>, i B
Nrf2s%f T RERS A% B IR 1 M Sk B A% 4R B 2280,
F| FHiTRAQ(isobaric tags for relative and absolute
quantitation) 73 #1 & B, Nrf2 n] 5200 £ 2% g )i A 1 ig
17, BHE Z AT R A& sog e, i
WE X244 (liver X receptors, LXRs). NF-Y(nuclear
facor-Y) 1 SREBP(sterol regulatory element binding
portein) X} - i 57 AR 1 45 & A2 i T IR 1 o-
FAL B AR B 5T R W, Nef2oxf T 15 Jot AX 6 3=
Bt B A0 T R E H. ] WiCDDO-Im(synthetic
oleanolic triterpenoid 1-[2-cyano-3,12-dioxooleana-
1,9(11)-dien-28-oyl]imidazole) & &t Nrf2 '~ i i Jiii
TR 4 ff (fatty acid synthase, FAS). & Bt 4 BE A 1L
B 1 (acetyl CoA carboxylase 1, ACC1). £ I 4 BFA
AL BE2(ACC2)5E IG ot & B AH o8 i B e Jf
H., Nrf2 4 1 5 ATP-F7 45 B2 22 ik g, 4 1] £ 15 %k Pilg
AR, ZIAERR ORI EZE S 70 5 —T7
[, Nrf2t8 7] if i ATF4(activating transcription factor
A)U 45 22 IR E R G I O BRI 11 Rk, o g
R H v BR Bt & ¥ (phosphoglycerate dehydrogenase,
PHGDH). i & 22 % TR & 2% %% % i (phosphoserine
aminotransferase, PSA) 22 28 iR 2 FH B3 74 i (serine
hydroxymethyltransferase, SHMT)P, iH{t ME1k
R 123 e g 4 ik, b B A e H IR BA R E R 1 AR
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RBY, HAT, B Nrf2/SKN-1(Nrf2/skinhead-1) %
R Ji 2R 7> A A 5 T o AR TG R IR SE, fR
ST 2R 70 R A Bl —— B i & -6 (aldehyde
dehydrogenase-6, ALH-6)) R G 5 iG 7 3 01, i
I I 2 S A O B Bl 55 i R R 3Rk, i@ A S LR AE
B IR Z N A AR B DA OB
2.3 Nr27ER N4 s T AR IR B IS E A

H RIAE 78I, Nef2 5 5 107 . 9% bR <5 AL
PP IR A2 5 R R B BB R . Nrf2Be g 411 1
JIE BT PR IBURT 5 B, B0 DR I 48 N ) g
&, ] sk = F R 2R A BB YA £ (methionine and
choline-deficient diet, MCD)5| &2 [ A 5 K% 14 I 1 1
¥ % (non-alcoholic steatohepatitis, NASH)F] & 451,
Nrf2 G % 18 ik 55 55 J& 5% {4 (aryl hydrocarbon receptor,
AHR)Yw 15 JE K I FJAREAH 45 %, 18T AHRSE 5 #%
SIEARADE N 07 40 B 7 AP RN, A R SR
B, Nrf2 W] DL 5 S04 P i A 18 B P 00T 32 1
y(peroxisome proliferators-activated receptor gamma,
Ppary)5: K J3 3l 45 & W0 H e s, 2k s 107 48 i
R AL

BEAh, N2 F- 80 A N B AT ) iR
P, HAERE IR R B S R e i b k4% 1 B %L
o B AR AR T o AR A8 BN SRR Y PR Keap 10T
Nrf2, B2 2 f0 RS Fm B A AR, R )2 i s TR R
B R HORE IR T CERE PRI SRR B v J B 3R UK
PR 5 3R 0 W A 3 38 O, K TR, R
BN 2 P42 A R 25 R PR o

3 Nrf25PhiE a4 i
3.1 BhEZEREAYAISHFE

L5 T A MR B, i e 240 6 o A SRR T A ok
ARAFREE, BIVAN I Hh RS 20 T4 A R AN 2 N SRR 2
5 =R IREFA 7 L ATP, 1M 2 72 FL IR i Z BF A (lactate
dehydrogenase A, LDHA)HJ f# 4 F ik i 5 L1, X
L SRR A BLAA A% 2N (Warburg effect)” . 2 Ff
BRI R AT LU S X AR R AR . 4, s 3 i A H)
T 2 f KA S B F-lathypoxia induced
factor-1o. , HIF-1av), &3 L& P B AE 4K Kl (vascular
endothelial growth factor, VEGF)HI A N 5 41 Jit 34 44
& li-2(cyclooxygenase-2, COX-2)I1) A= A, 1815 s
I8 8 A2 . HIF-1atl & 3 5 %) §% %% 12 741 (glucose
transporter 1, GLUT1) 12, 42 = & B8 3R, N

JiEg A R B AR JEORIC Btk LA, RIMEAE AR 2 1)
TEOLR, WFTEE I, i 2 DR R0 25 R 6T HIF- 10
W A BN, U RasHE DR W] I HIF-1 002 FE AL T 42
B ARIA, B AR R A Ak,
KEMFCUEI, SRLAA Dl §E 32 452 7T 5 2004 W 19 it &
= &%) (pyruvate dehydrogenase complex, PDC) % il
52 BHL, TR R R AN R I T S0 AR A i S IR CoATE N
RGPS, HEOG R T 20 A R R AR I R

XM A T 206 T R A i g AR R R B B
T EE, PR LG RO EAEY KT
(biomass)FE M 2 % 1 J5URE . 28t X ik it 7 5% S 56
HIRE T, WESEVF 2 A (TR . BAER. i
JoT 5 5 WA T ) = R B R, AR A BUET
XTI RO BUR . AN, 2 R &)
A T 3 TR I W ik A A A YN ADPH A g% R - 5- 1%
(ribose 5-phosphate, R-5-P), MINADPHAIR-5-P%5 il
TG IR I RIAR IR 43 - 1Y) B v (R AU P2 4, B
VL 2B ) B N, A, KE LR A N
JiyRg B3 R 1 PR, SR T HOR A R o i e 4
XTRJR A IR 7 oK, H T R S A
AU K ESGTE T 7 IR E R WENERZ IR .
%] Wi [ -6-T% 12 (glucosamine-6-phosphate, GIcN-6-P)
Jo—Be JE b 75 2 LR ) Ak, HB TR A R
25, KRB BRI S 77 0 7 /AR,
WY A BT R . B B, 4 PR A] 1 2 ST
Jiz v AR 3F - 2 R 4% 42 2% 11 1(L-type amino acid
transporter 1, LAT1) IR AN, A5 52201
R ER . MERR. PREAR. REAR. GERM
RNER™.

ISR iR o S P R RO S G B U i DV
WIS 5 7 Sl 42, ™R 340 8 3= 0 1 iR
Ho SR, el 23 248 Ff 1) 164 5 AT AN T AR K R 1
A0SR R R R iR g A e e 2 R S
WIS SRR R RS 2 MER, e
8 v 2 B G R T R A I B T R I A
AN, B HENAS AT P FE AR AW o, o i 1k
JILEE -3-34 1 (phosphatidylinositol-3-kinase, PI3K)-45
H 4  B(protein kinase B, PKB, XK AKT)(PI3K-
AKT){E 5 38 B F # %5 B 46 BUE 1) 7 =1 20 9 1k
Fo 1% 18 ¥ A A 0] {2 #EGLUTI mRNA % 3%, 1fi
H R85 T e N4 Mo P9 55 47 25 240 Ji Ji P 2 1, 32
21 R A Y 5 Ah, AKTRE 8 B0 O b B
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(hexokinase, HIK)ff iR 14, 4] 2 M3, SH Uy ik 1R SR Hi
it (phosphofructokinase, PFK), f# 1t ¥ & figt w11 PR
A PR Rasth #E 5E 7T 1 M GLUTI mRNAJ) &
ik, BE I A BE RN e SR e-Mye U FE 1 1T
7 S B I i R W A B AR A, i S s
Jl: ¥ 1548 ASCT2(alanine cysteine seine transporter)
HISN2(system N transporter 2)f % 5%, & 2k 2% 2 It
B GLS 1 (glutaminase 1) 3l B2 1% bl £5 1 B8 5 R g
(phosphoribosyl pyrophosphate synthetase, PRPS2)
N I W% FR & B (carbamoyl phosphate synthase,
CAD)HJZRIL, KA 2 W e A N B IR B, Fe AL Rk
o- i [ R N ZRIRIEI, Z 5 0 -a s,
3.2 Nrf27ZE B4R 3t & IR BT 1E R
W TR 7R, (E 2 T iosg 20 P (R0 4 Mt o TR e
Sy, N2 B2 & 3R 1K, ERX PR R K 2 5
Keap I3[R %o B CUESSAE fiti i 4 i v, Keap 13
Al A J5 3 B K eap 1 25 H X BH 1E T E37Z &
ity (1) /E Y, Nrf2 A et vz 28 A B3 fifd 1 75 40 P i b 38
FRWS Sy 4b, fENMIE A 5 B S5 4 i, Keapl
FER A B X FIDNA 342 N i Keap IR R KA, §
N2 15 K IEW0, BrKeap 15 [ R AL 41, Nif258
AP, 25 5 M Keap 1 -Nrf2 8] B AH BLAE F, HiNeh245 4
W L Keapl 45 & 12445 & A R-ETGEFIDLG K 42 R
A, RNz = AR, S BN RN,
WIARSL2. 29 AT IR, Nrf2 7] 22 5 1] 250725 il Jeg 4t
Mo i1, (R . AU OCEE, W5 R
PR BAAAL I 2RI 25 o DA T R M S g BB (py ruvate
dehydrogenase kinase, PDK)%, £ & 3 it & FR 7% 3,
A #ZROS/RNS AL, 2K —fittt, T S imt
I, Nrf2 i 385 5% M ROS [H] 422 i 425 A0 SC 1l (1) 0 1k, 3k
T 48 24 I F T 2R o TR T R gk N = SR PR A 34 25
AR FE. T R B2 B % (pyruvate kinase, PK)[1J358
43647 (1) Jht 2 BR % J= IR SZ ROS 5 M, A FLi& 1452
B0, FECHE 2 08 P NBEER RIS, TR
AU R =R FE Mt 40, PIBK-AKTYE 518
PEIRF SIS, A DA NG R27E 41 A% H AR R, e
735 ik 98 24t A e T 2 0 N A S T I 1) B AR AR,
TR REIR I HE IR A%, 438 I FAINADPHAN 21 22 [A] X,
W PIR-5-PI & i3 22, 2 b e 4 i 1 5 A Rt
20, SIGAIE B, Nrf23d 7] i #miR-15miR-206
MR IE, X EmiRNA ] F5HTUH T i #L 5 K G-6-PD.
PGDMTKTIZRIL . FERE LRI, Nrf2 B 2 24

miR-15miR-206 1) 35 1, 38 5 bl 18 I 0 i A0 A A%
N, Ak, 2. 182 2011k, BT Nrf2 A3 5 GCLC
NMMEH)FIE, 46 40 o GSHE B in. GSHAE
D2 LA PRI TR, R B0 P A AR A B B AT
Fom R IBRIL T I J68 40 B rh S A RLEOK T AR 4k
GSHIE i P87 4 i - ROS/K P, 12 2F i 983 4 i
A0,

3.3 Nrf2 5B ZRAIEIE A

H L2 T AE B W S5 b B 20 23 R JEE 5 45
SRR ENrR2A R, $E7R 1E 2 N2 (AR 5 30 !
AHRIER I RIA, SRR EIG . JEH, /£ 8
Ji v A A D 25 DR B At s, T HE A o B KT
TR, AR AL 22 7 Ut W, Nef2 75 72 R A 94 5E

5T AR A R R R A AR

B FREAEW T T R AK D 132 K (epidermal
growth factor, EGFR)/I ' {115 5 i % X Nrf2 [ 5 1]
Ja R, 1E b R 4i i b, EGFRY 7 3 4% 5K 7 (cyclic
stretch) 175 5 AINTE2{K i 1 ARE A 5 (1) 3 S L2 143
e BB TE fifi 96 4 i ARNCI-H292 7, EGFR/MAPK

5 I PPN, 3 A B G e . T A S
Jei 2 i KR AS49), Keapl 58 2% ffiNrf2 5 % 1A, 1E X
FERIHE 5¢F, Nef2 (9305 A Re bl R 1 AR KK 132 4K
i S PR P I 4111 1) 771) (epidermal growth factor receptor-
tyrosine kinases inhibitor, EGFR-TKI)FH W, ¥t B 1
Keap 15378 % Nrf2 (1 1A #2558 8 32 25,

BEAN, AE N ECE ILEGFR R ifiE % 2 —, &
SCHE B PI3K-AKTAE 5 188 2% 6 Nrf2 [ 52 i 19 45 1iE
S %I M 4 BH T, Keap 19T BR 40 B b J5i 26 &
R A AH O 25 DR 2 T o 2 B A TR KPP0 5 B
EXINef2E e HEAE . AT R 2, Nrf2 5 PI3K-
AKTAE 5 i % i 1F F 52 21 40 i 5 X Pren ) 5% il o
Ptenfi [ 0 /& — PREERR I, 142 48 itk N8 T2 7%,
T o A K R 45 1 40 Mk — AP MR . TR O
T, Ptenfd i fig Bk AL B¥ = B 2 (phosphatidylinosital
triphosphate, PIP3) £ B Rk, K PI3K-AKTIE 5 18 #%
FHEIE YK, Ptenfk i), PIP3FR IR, BRI
AKTH 130807 2 Rk FE, (i HH k. A3 2
FITiR, PI3K-AKT/E 5 42 18 i 38 Nrf2 58 4% ok
PEmHIE YRR, TS50 XOIF B, 354k N2 ]
SN AK T I B R AL O PIBK-AK TS 5l %, 1X Fh 1
SN2 0T e A K38 B A FH B R Ak

1E i % I J% (pancreatic ductal adenocarcinoma,
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PDA) ', Kras(Kirsten rat sarcoma viral oncogene
homolog) A MAEFIVER « 7EKrasiF 3, Nrf2idid
SRR A A5l L AR R T AR s SR IR R IR
AR, Jia B R () R AE . Nrf2 BE 4R 57 M T R
HIROS, 158 R P4, 38 i Kras 7€ 32 (1) 5 iR
b Bz 4m M R (P AKT, R FEGFRI H 75 =, JH3)
cap s I B B aE FEPT . IX 2K N ER BE 55 I PDATY
RAEGY BBIE AT

B b DLAR, 38 A B F0AE 52 76 N FL 1 g 20 f
HER2AINr2 7] DLAH B 4% . 18 I RT-qPCRIY 73 #7,
BT K B, EMCF740 i ', HER25 Nrf2 24 i
RIS DT 575 — AN ImRNAKFF & 1.5~24%, HH
& R p d Fak w] DLk — 20 B RHER2IF7K T, FF i
& T WEMDRI(multidrug resistance gene 1). NQOI.
GCLCH Z MR RPY . AH S, Nrf2 ()i 5w LA i
HER2FIHER3Z& Ik, [ RS2 AR KT, I Bede
0T SR [ A0 T 25 ) B SRR R, AN L
4 e, HER25 Nrf2 () AH FLAE FH G H AR K38 4 % Tif
Ve AR B E AR .

FH DA E7E 22 P i g8 4 v R i 7 45 SR AT BL K
I, 40P P R IGBE S S RINMR I Dh e B2, & H
DAAS 8] 1 77 2R B0 T MR A i A K 35 22 T
291 A R AR
3.4 Nrf27E b A Tr A 25 s Y1 A

Nr2 78 i eg A v o7 AN 25 5 R vt R 4% 1
SR, bR 25— R A A 28 I W AR A i i
o — MR 32 22 E fe B R B, fEPASOME 5 11
M FX 50 FitirEd. B BUEER, 2
25 s, AR - R A BRI T,
—SE P YEE AR N T e S B AR L
BOLRIG o ZAHARET AR G Big 1 7 H 208 5 IR i 24
HEYIR R, Hig 2 M1 150 Bt 2 Nrf2-Keap 1 -
AREZER, VFZ LRI, 0@ %A 3 0N i
B 22 55 JMJa T 245 L 1) A 2 DIDIBE 3R 1%, n 4% IOk 1 ik s-
4 #% i (glutathione S-transferases, GSTs). -5 B4
INERFH EE, FENT2R R /N AR N, GSTs I —Fift 7] T
GSTM1/2(glutathione S-transferase M1/2)[1) il ik
NFE3~6f, FEARNI2 A IS GS T g 1. H MK
GSTs [ L 1) e 5 2202 5 IR RO 2447 2 LUK, Bk
Kk 2 (1) SEER IR S, GSTs I At s 254, Hpl
B R SR LGB A A SR IR . R
TAHARH A BRI Ak, Nrf2id vl 1A H At 2%,

R PPN 2L . 38 FHSIRNAT-HENrR2 % ik 5, Al
P 50 22 b IR 40 B X AT 25 T LR L3

4 HHESRE

8 N2 BT TR N, B 2 HAIE R 9,
Nrf2 78 4 AU DAL e F) A A 1 5 rp B A E A
Flo Nrf2{F g — B £ (e e Ay, — J5 vl BLE
I R 725 15 4 i TP ROS AR 51 B, JR2b 15 4
HE A B A 5 05, FA TR A AR 53— 5 I, Nrf2A]
Z 5 Z MY BRI AR, 5 e A e —
S A AR D% i P 3 1 i e E il 8 7B 5 00, RIS
EIE 5 IR R 2V P AR O SN2 0 A
FH, Nef2 4 70K 2 2 A s B K S 38 0E . $ v
i Je AT SRR S5 T AR K TR, R DA R
9T RGBT B .
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