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#OZE . FRRIGEE (Alzheimer’s disease, AD) #2 — i WA ZIRAT VRS o ORI 2 IR 26 W AL
MEAE AD R AR F R At s A E ] o #% I8 E2 A5G K- 2 (nuclear factor E2-related factor 2, NRF2)
PSR T, AR PUE L R E EEAEA, Ll 55U LM )R ufF (antioxidant response element,
ARE) &5, W& N NRF2/ARE 4Rt 5k 8] 9 4 #  S A0 RO MR . NRF2 [(R¥0E 72 AD Hm] 14 5
i ALRE Sy, FFAE AD JRBRCE I 2 AN AR B OCHAE T, AFE AR UTAR . Tau BERRAIL. & JONEFI 2R 14
W%, KEUEHEERY, fEZFh AD B8 NRF2 FH0E AT B R 22 AD Jifs, SCSNAIDIRERRAG . A3
X NRF2 7£ AD H i1 FH BORE S 250 gk e AT 2538, LA N AD VAT R (B B .

FKHRIE) « BT/RIRUEBRIE 3 NRF2 5 S0 ; AB 5 Tau ; NRF2 sl
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Research on the role and treatment of transcription

factor NRF2 in Alzheimer’s disease
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Abstract: Alzheimer’s disease (AD) is a common neurodegenerative disease, and the increasing evidence suggests
that oxidative stress plays a key role in the occurrence and development of AD. Nuclear factor E2-related factor 2
(NRF2) is a transcription factor which is crucial in antioxidant effects. NRF2 regulates oxidative stress by binding
to antioxidant response element (ARE) to activate downstream NRF2/ARE-dependent genes. Furthermore, the
activation of NRF2 could enhance the antioxidant capacity in AD and plays a key role in multiple aspects of AD
pathological changes, including AP deposition, Tau phosphorylation, neuroinflammation and mitochondrial
dysfunction. Extensive experimental evidence has shown that the activation of NRF2 could significantly alleviate
the pathological progression and improve the cognitive dysfunction in various AD models. Therefore, this article
reviews the roles and drugs related to NRF2 in AD, in order to provide new ideas for the treatment of AD.
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X &, Z BRI T NRE2LE S /R I B9 TR 4R FH iRy 7 it ot 1091

FIF AD {9697, {R1%25%9) B RiE A7 76— 2 4l 1,
HRURIT WG [P = F1 AD BTy R A3 AR 7
S 1S4k AD A R AT IR L E A

T AD KR, HALH 245 A w4
i 8. H AT 3 E A AD i ER ULA B UE M R
(amyloid B-protein, AB) ¥ Tau FK AR i K IE
it <)@ B T A AL R R s . Her, B
AR UTAF Tau 25 % BR A6 A RRAE (1) 998 34 04 3% 52 3
WEFRIE T2 NAT,  FEz F 3 4 Bl AR A S FH A7
Fop Mo DIEZ B FE R W, AD 5 B ORI & A
R B RS, HI R AR IS S AR
HELAMNEIN S S, KN E & g am)
ok Mg Bl SEALPIBOR AT AD R, Jf
7225 AD # RIS A B B E2 AR
[XI-F 2 (nuclear factor E2-related factor 2, NRF2) 1~
PR 2 S840 SO = ZE R, 0T AD hréifuit
JRARAS I dE R R FESBERIME R . i B AT 7R B,
£ AD BE MEZEM AL, NRF2 LHFE ST
AMEEN IR IR T R, X RE R AD AL S
KA Y, Rk, ARCEEMN AD FE1LL
N FA S, RIS NRF2 78 AD w48 F &M
FIRITHE AL

NRF2 [f0E 2 3E | — £ 41 NRF2/ARE #fi1:
B ERE, SR ORI IR SRR 7T, AT
IR/ AD HR AL SRR FE A, R e A T
W 5N DI RERERG . 2 TURE FL R W], NRF2 i&w]
PLIE R e 2R bR ThfE . 20 W R BB T S R
%5 AD fpR A ", Bk, #UE NRF2 & —Fb
HIET1H AD VRIT SR .

1 NRF2HZE# R EThRE

NRF2 % 4t 2 — il S840 75 A A5 4 52 1)
BAEHLE], 25 0 20 B A a8 A A0 A B 2 1)
AR, JT4ESK, NRF2 DLH/E AD &40 28 47
PR R sE . P2 EREIR T A2 %
HHIeE N,

NRF2 ( 3£ K % : NFE2L2) & — Fh % 5% K 7,
& H AT 5T 8 £ 1) bZIP (basic leucine zipper) % 5%
KT F AR 2 — . NRF2 /1 605 4> 2 3 18 #4) Al
HA 7 ARSI [ 44 409 NRF2-ECH [7] 55
(Neh)], HAGANLEMIEEATEAF K ThEE . H,
Nehl 1] 5 small Maf 25 [ (sMafs) 45 & T 51k,
Neh2 H1 Neh6 22 512 NRF2 [ 2 H B A -
Neh2 5 Kelch # ECH #H% 4 A 1 (Kelch-like ECH-

associated protein 1, Keapl) #8 H {E F ', 78 #%
NRF2 {32 Z A6 B ff ke T 24E . Neh6 2 5 HE 5
& AT 3 (glycogen synthase kinase 3, GSK-3) X
NRF2 [z A TR A2

21 ff A 1) NRF2 7K T 32 2252 21| Keapl 98 15 .
FEIEFIRE N, Keapl {E 7z 2 i#EH:ME Cul3 (Cullin
3) MfE R A, 5 NRF2 456 0 HRR 82 R ALPE
fiie " AT 4N i NRF2, B T52 3 Keapl 41
Bz ZARPR AR, 308 DR FFCE A IR ) Bt 7K
TMAE E AL R EE R ) 264, Keapl (12 BE%
T2 HL (cysteine residues, Cys) # ;e N1 AL IE & A
MR, 8 NRF2 #BBOM0E . B 5 NRF2
H 40 o 5 7% S Az, 5 sMafs 255 T R 3R
&, JF 5 Bt Ak W T (antioxidant response
element, ARE) 25 & UL A 8 — R F Pt S A0 28 R 10 %
3K, AR AR SR 1 (NQOT). I 21 31 T 4 Big 1
(HO-1) 25 "™ (& 1),

H A7 £ & I NRF2/ARE {5 5 J@ i ¥/ #5504
Z: 5 A MBS AR, AR YR IR Dy RE AT LA Ay
PAUR LU, 58— SR N 4w 1 1V 2 (1 S5 MR
(reactive oxygen species, ROS) B M MG ME it 2 ik
MG, TEAHE . BB S i iEEEN, Fn
NQOI. Wi A g5 k. 4z P450 55 DAKE
T B S, 5 e b R B 72 B (UDP-
glucur-onosyltransferase, UGT). Bt H K S- £ F2 1
(glutathione S-transferase, GST). fiffi 3L i # filg 2 17,
9 RAL R 9w Y R B 5 4 B H K (glutathione,
GSH) /=AM A O, LYE 5 40 i S A0 ik R AR
A, Hrh AR &R b R O B AL T
(glutamate-cysteine ligase catalytic subunit, GCLC),
B ARV W B RS 1 V.5 (glutamate-cysteine
ligase modifier subunit, GCLM) A1 25 bt H ik ifs 5 i
(glutathione reductase, GR) &5 ", %5 = 2 L [X] 4 1
R F o 5 i 2D B AR AR G, B 4% HO-1 BL K
AL ML 3 73 1 43 A0 R Se B fn A A7 I B
HVURE R iS5 12 5 NADPH 1 #4E, 4
A2 B -6- R I U8 (glucose-6-phosphate dehydro-
genase, G6PDH). = #7 & BR /it & B 1 (isocitrate
dehydrogenase 1, LDH1) F13E B 2 (malic enzyme,
ME) %5 ", &5 11 2% NRF2/ ARE {f #fi 3E [H 15 6 4
& B (thioredoxin, TRX) #i Ak RGT M K, W
TRX. %t LA 1 (thioredoxin reductase 1,
TRXRI1) FIffi AL 2 1 (sulfiredoxin 1, SRX1) £ P,
I LR FER, NRF2 7E4EFr ik R i S
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=1 NRF2 M\ ZBBEBR AL 2 4 A A%+ M R SR & A

RYERBEEM . IEA, NRF2 625 %f [ W f L hL
PRI PR e S R 4 55

IR TR, AR AD 3 B 1 2
TR EEARR], 78 T AR B A A
GE7, XKW, T NRF2 ¥ A0 NE0E i AD

T B R — R TE L 6 T SRS
2 ADHHIFEILRE

A SIBOR BT B R AN R ST B L
fil ke fy, i 2 1 ROS FENUA 4. ERTEL W
A& AD i B TR o R 22 T 45477 1R O SRR S0 s 3L
TR EERNEZ — Y KL B 5 A e 4
B BT HARPUEMN S KPR S R AR, AT
IRZ5 5 % 3| ROS 8 f7Af 1) 52 W0 I AR A8 A B 845
75 P2, 18 AD 1, SRk RIEORE RS R BRI
REEMFZE (1 2).

RAE AD KFHLHI R ¢, H A5 Tau HEH /2
KRBV R Z . WKL, AN
Z5 7 AB AR Tau FIBFRAL, FH5EA12 1]
FAAE SR HRPEARER, I T #2275 1) 452 % AT
T e RS o
2.1 FHUEHSAR

KESFH NN AB /& AD fie 3521 9 BLURRAE,
TEFRIE BB R AE B A 2%, AB SR T-Ie #r
FERTAARE H (amyloid precursor protein, APP), APP £

id B- 73 Ulb g (B-secretase) Fl y- 4 WARG (VI EEL:BG V) 5
AP AEAT IR IEN ABLy/ABLL. . HETHF LR,
£ AD Kt fEd, AR 58N AfFEE S
FHIAHEAER, AN AD fp EE g Az B,

— 70, AR AR K22 A K& ROS, T AB
W LS S o A | 1) ROS, FEEAMN
LR A AB PURE R Yk b P95 R A Ca i
17, MARRE R b Ca® Mixtid & ®, &M GSH /K
FREAR, #ET 5 ROS FEML e A R P, gy
WL, APy, AT i3 ¥0E NADPH 4L (NADPH
oxidase, NOX) H # 5] K14 5c A ROS [ ik Y.
XS FRERERE T AD EAL MR R

F—O7IH, AR AR A R 2 K
TEBRUEAD o S8 BT 7 A R A AR S8 A = P RT
DI APP [ 3Rk P20 S0 B BOE AT LLE L
JNK/c-Jun j@ %, fi£i#k BACEI (B-site amyloid precursor
protein cleaving enzyme-1) I y- 43 WA () %3k, M
MeHE AR f=4E B R R R A2 A EA
1 (LRP1) f)— T B ZE DI RE A AT AP MK it H 21 1fn.
W BANFEES, LRP1 5 # A IF 2k 2 1B % Dhfe,
AT A AR AE K i 76 B, S BRI AB T
FACY, Rk, 76 AD Sk SO 2 s B AR
RIFHELEAEH, H5 AP IRFAEE Z IR IEEE .
2.2 SRS TauliER ¢

AD w5y — A 32 B BRRHE & 42 e AR 4 g 2
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GSH

ABSiiFE
Cu, Fefiépk
EBMSEY

‘ Tau

> ros — AP —
NOX

AR

AB <—— 1rRP1 — QS

Sk / {
<— fB-secretase € JNK/c-jun
NTFs

App

(MR RERRR
iatt

v

<+«— pTau

—> ROS. RNS — RN

\ SRR /
BEEL

E2 SURHMEADT S S NMRIBIRE KK

(neurofibrillary tangles, NFTs), ‘&% i BRI
Tau & A (pTau) £ . Tau /& — M S ML E H,
HIOge R Z R AR S5 R e . Tau EEANIT
JEBRE AD R P R Rty —, 8
P A 1 S (1 S ROl R B T 4t 5 2

AP pTau 2 (B B A7F 755 B A A B4R
o BEFURIL, AL RIS 51 A 4 2 41 i i) Tau
B ARG BV S R OE T B E BRI AR 1
GSK-3 1T fig, 1 H,O, i i 3 i GSK-3p 1) i %
M S Tau (13 BERERR AL B MG ER &1 F S
Tau {J1E W DIAE 422 3 ROS KT, R )5 54000)H
W A OV B I 5 (CDKS) M GSK3B AH .
M, SRHET MRS, 5 ABEB, HEK
pTau & H 1 J6 W BUSE B4k, 481 58 52 T8 i NTFs,
[ Bf b 2 T U 2 I AU R o 1T Tau 28
FIR I BB R AL . S R ELAN Taw R A B S
Bk ROS 9724 B, geAh, pTau 36 AT DABH Wit 4tk
VIl A2, (i S R A
2.3 SHNHSHMREERE

BT EARPIFR AD [ ERRAER ILAL, AR
BWORTEME RIE . PR TIRE. SRS TE TS
AD HHREK R HlaimERA T, &K ROS
SRR RGN, B — R A IRE R T I S8R
PEANMRITEAL,  HEIE R 4 JORE b B B TR
], AD ## Kkt Fe. Cu fll Zn %485 7Had

Kty XEERBETH AR KA N %,
JEE Cus Fe nf L5 AB JERECALE &4, 21k
ROS =AM R R AL B0 S o, R R 7E A pk
K ROS FI[FIR, 2 52 B 000 B s 43 11 32 22
25 o

xif 25 T i BUAE AR AL 2B AT 6 B o AT R B, 7
WA BRRZI AD JiHE 2= K, PrE s &
B AN R AR, 1A R R I AD
B AR B R AR Y xR, R
AD [9BSR M DL e, (E K A 2 AL
B 77 AT 00 ) 3L 40 5|k ) B 0 S UL N Th e
g, XN AD R K3t e i R b iR T R A T — Fb
Wi B . BOE NRF2 76 38 58 51 AL BE F1 16 R
WA L AD ) E A AR e, Biibidiz S
IFITHRESZ B, [RIUk, JT4F RBE RS NRF2 JA )7
AD ZE| R Z¥FH N IE. HHRBEIERERY, ¥
i NRF2 1] LA RUE B 50 AD it fg, 2 H
AD BRI 35 B2 AR TT AR .

3 NRF2ZEADHHIER

NRF2 VA HLAK fi 2 K A I D A LA 2 —
FA 2 A AR AN SRE S B 4B DIfE. £ AD 1,
NRF2 {30 AT LA 55 S il ) P9 308 1 38 S AL g
U AL R [R] IR 6 B RS S R A AR JOE
ANERL A 47 I S ) 5 1
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1E A0 45 AD TE 4 1) 2 Ff #2838 AT 14 35 0 o,
NRF2/ARE {5 5@ BRI E — e fEEN R . o
FLRIL, NRF2 RIEFRKATRES AD IR,
I FECEE AR Y, 7 APP/PST /N R A o,
NRE2 4 2> 52 1 ) AD /N R A F RS, A4
2% 6] 2 3] AT AZ A8 7 W, Bk bR 22 (0 E 4 2% 9,
NRF2 7£ £ J5 T Al AD §9% B ik 25 5 5 B3 B R,
AFEEAL B, AP IR, Tau BERR 1L, P& & E.
LR, VAR S TS, s
NRF2 A] G RN AD T3 K b e dok 5 b (1) — i 72
HEP AR
3.1 NRF2ZEADHHVIREIER

£ AD FAFAE B B ) AR R R AT, BRI
NP P G P S BRI, R I A 4 42 BT
2R REER 5 . Wang 2 P @ ik 6f AD A 4
#A (Parkinson’s disease, PD) 7152 5210 [¥] 54 NE[A]
(2R AT 0T, RILHE 31 AN T
R H A 5 NRF2 45 & 1 ARE J7 %1, XKW %
NRF2 % 50 8 Ak [ BITE AD 55 4838 4T 14 5 0
ORI EETIEH .

KEWIFREY, NRF2 {¥0E AT £ AD 1
T o 3 B PR B L . e 4T R TE PSR Ak 35
ik, BEE I BT NRF2 K HoAth 37 8 s v i 4%,
B A SH R PUE RN RE, L4
Y E AL SR AR S MY, R BRI 4LSUR AD
M2, #ALEE 3] NRF2 A IR A K H R GA T
W&, 441 NQO1, HO-1 fl GCLC %5 ), ix 7K [
TEA P 8 A S B iR A B A . TR S
2 U ASNEE IR, Keapl/NRF2 H] LASZIH NOX LA
VAT ZRARFI AL 5 ROS (19774 ¥, Uruno &5 7
FIF NRF2 5 S48 (Keap 1™ /INER, ) F1 AD /N ER,
PRI 7T B, NRF2 ] L3 3 10 1) 42 £ 7 S8R 44
25 BRI AD /N BB RN RIBE RS .

X ST EF W], NRF2 /& AD [ 8 B4 7 80
Ao NRF2 0] Ui 2 flug e 4e ket 4 ot ROS (1)
SPAEE, > AD H SRR . B 2
FR I, AD o NRF2 B0 AL HE X A 4k B
B B REE R, AR AD H B AR 1
TR
3.2 NRR25ADHMERARRS

T AR RS LA AR AD fEN 2B 471
PR I E AR, Hd AR UTARAN Tau 2 A i i
Bk e AD f F BRI E R I . NRF2 AUE I i
BEANES 5 AD RUREEERE, 1M HLE B

AD 1 AB 1 pTau [/, MDA 4 TG 4545
[RIE, NRF2 T 4ikF AD th & ([ i fa S %5 m 2
ITEH .

FE— T AD ) S8 & I, NRF2 305
) 5 Y& #1100 1F (isoastilbin) AT DL FEAK A& 4 A, A1
pTau /K F 9, [ I, #3% NRF2 A P& ik AD
WAEH AR, WM i # M ™. BACEL & £ %
() B- b, 5 KW AB AR R # M55, Bahn
24 B %% B NRF2 7] LAt 5 BACEL J3 3571 ARE
gh4, MM BACEL 7E AD iR (R4
NRF2 [#18005 7] #0141 BACEL (%5, MIii#0H Ap
A il. A S, NRF2 K82 {f 73 BACEL ()& ik
AUAB B A 8 0, B E N R Th RERE RS .
0, NRF2 v Ll BACEL #4208/ AB 194 A,
HHARIE AL 2.1 A5 3F 18, NRF2 0] DLid it 4t
AAIBR D AB 7 T I A AL RO AR -

Tau 5 # 2% B 47 0 8 & AD A J 3B Fl &
BTHAREERSR KR — Y 2R,
NRF2 2 5% AD i3 0 28 H pTau FI7KF. #% 5
5 52 (nuclear dot protein 52, NDP52) & —Fit [ W
., AT LLSOE B W DA f# pTau. NRF2 1] L)
5 NDP52 Jii 3 1 1 [f) ARE 45 &, #03% NDP52 LA
fie 3 [ WA 5 10 pTau F&fE ®2. Bh 4k, NRF2 ] fig
7E Tau MG B P R EZAE R . NRF2 7] DL B
El W% (macroautophagy) fl 43 T £ 18 i S 1) H W
(chaperone-mediated autophagy), iX ;& AD ' Bk
AB A pTau [y F = ZHLH] 5,

k2.2 prik, A ALN L. APl pTau /£ AD
RAEFR R RE BEMER . BUE NRF2 A AT
CABESEHLAR I HUE AL RE 7T, Uk AD Hr A A0 BT
MR , AT LD AD HIRFAE I3 3 0038 (AR
Al pTau & H ). Kk, NRF2 7£ AD & A fifa s
YeRFrp R IEFHEBAEH, (2B RTAHIGESE A E, H
BARIHUE A ik — b 7. e B AR Fa S 2k
7T IRI I, 2 £ [ 25 1 8 8 0E RN 42 R Ak 453 49 1Y
R
3.3 NRR2SH#HEZKAE

PR JEIIE (AR S 455 2L TR e o 400 B AN /N e I
S 7E P ) 428 2 I 200 BT A4S e A DA R % PR R 1)
B WA 2 (IL-1B. TL-6) MR SE N 1
(TNF-a) 25 ™, #F AD Hh, #0285 5 41 i 7T A 2
KIS, FESIEAN B ROS FE % (reactive
nitrogen species, RNS) ()77 4 DL S S8 IR A2
T E— B e e B Rk, ML KREE AD
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B PRI AR, S0P A SOE W] REXGE AD
{0975 B 3 R RREAR R B BT T 00 ) e £ % i AN RLAE
L — AN B AR F R AR TG ) TR TR
R4,

H #8789, NRF2 flA% K1 «B (nuclear
factor kappa-B, NF-kB) 2 [u] (] 2k 47 7] g /& AD # £
FIERAEREERNE M, /R NRF2 f1 NF-xB 7%
Ao S EBE E, {5 NRF2 3 245 S HUE b f
REEFIFR L, T NF-kB WS RAE T KRk .
BEAE TR IIE, NRF2 £ AD K 1 R IA BRI
117 AR JUAR DX I 4 22 i 5 240 g NF-xcB ) 2 1k 1Y
o, DR A 24 0 R R A R SR R 4y 1 R IR 1Y
o, BT B0 R0 S B NRF2 @i Bk
NF-«B #i il £ [ (IxB-0) FEf#. 141 HO-1 & & AN
PRIEHTEEAAE 48 ROS AH O 1) NF-B 3 # 40 il] o
#HJ2, NF-«xB AliEid 5 NRF2 5% 4 38 IR 208 76
{456 5 H (cAMP-response element binding protein,
CREB) £ #1 il NRF2 ] 3% 1. ®”. NRF2 i1 NF-xB
2 TR) FR R 0~ 17 2 R LA AR E T & AT A T
AE. PRIk, 7E AD Hiif NRF2 AL AT DUA A
A, 38 AT DAY 0 O AR H I p  980E, DA
TSR 9 T 3k
3.4 NRF25ZH{k#545

S AD RIF K VEAIHL TR AN 1, (H K&
TR 2 W] 32 40 R AR ] BEAE AD A Hh bt B 24
F 0 TEH B 2 A v 3 o 4 R R AR AN SR A I
J ST S I AR SR B IR TS, TR )
ZHAFAET AD 3 Kb, 1 H S8 E i
(VAN S AR AE . BRI, E AD BEJE IR
W, ZRRIAT)RERRERS 5 NRF2 2 [B{F7E VIR

OV HF 78 2 W1, NRF2 J K i Bk /N BRI 260 i
ThREAZ 40, 10 30E NRF2 A 4 F5 28 R0 1A (1 1E % o)
Bt % 16 AD SRR OGN 1, NRF2 JIfREM
B W] R A 25 R0 A T RE R RS (K SCBE FR 2 — 1
NRF2 5 48 A 2 8015 5 1 2R 74 38 53 1 % 45 AL
(mitochondrial permeability transition pore, MPTP) H]
TR = R EH . MPTP 7% 5O I 82
AR D) RERRG I B 2L 3R, IRl oA 4547 A 1)
RERERG KA AE e T BT NRF2 wf LA ] MPTP
(I FF TBOM T 26 Rp 2R A 1 3 Thie s gbdh, Sl
FLR BT NRF2 Gei/b tH caspase-3 YJ#If¥) Tau fir
Sl LA 17

[FIEF, NRF2 AT DL i i 3 8 A B 2 5 26 ki
RIEH THRERIYERF o 2RI PR A F 1 R I 7= A=

K& ROS, M 2 F 5 A& B ROS i & 2 # L &
F1J5i JiE BT DNA 85K 7301, 5 S 2R 4547 -
NRF2 A] DL g 2 07 44 B B 260 A0 30 R 2R 42 1) D g
HFE LRk GSH R4 TRX &40 % 2%, b4k,
NRF2 ik 7] LA 5 5 48 A0 0 Bl 4 388 B P 00 2 A oy 1Y
SIS AT o (peroxisome proliferator-activated receptor
y coactivator la, PGC-1a) #1 EAE T, %5 gk i
S ALY AL (superoxide dismutase 2, SOD2) f) 3%
1K, DAYEFRFZCRAARTIRE, Dol SR s R B 45
15 1, RS LRRIR 5 NRF2 2 A Z BLR H
A A B, {2 NRF2 [ 155 D) REAE AD 2 ki AT
REERrh R FEEEAE
3.5 Hib

BEE TR XS AD B IR AR, P2
WKL T M2 IR AT PR A 48 TO A T ) B
IXZ K . NRF2 AE Ay LA 5 B 58 7 28 B ),
LR EIE TR IV 2 R B, AR TS
WA E AR T, SR, AR AR AT MEOR
KA EFEF, NRF2 #2820 T 1) B A 8 42 5 2547
AN, AR — 2T

WA FRY], HRAE AD Kb ok 5
VER, 1 BN O T8 7110 AD 67 semg U
p62/SQSTMI & —Miz R&i A EWZREN, fith
NRF2 3% 4+ 11 45 4 Keapl, K NRF2 3l B A1 [ W ¢
LK. p62 KRR ] LU 5 Keapl BEBOF U
NRF2, [l NRF2 £ s 5 S8 AL 68 ) i Ry, T
PA_ER p62 11735 ). p62-Keapl-NRF2 iX — IF J i
[ % ) RS AT B2 VA YT AD (R FE/E I RE A T

25 EFTIR, NRF2 BT Ak i) 5 2% 4% 0 28 2 2t FF
AD it R EREAEH . fEEAMSIEL AB E
Fi Tau BERR A 48 98 E A ERLAR 19 55 2 Nk
HRAE, WOE NRF2 AR 68 05 AD 1 3 & .
RlUk, #F—B8F 78 NRF2 76 AD WL, ok
9 NRF2 #5259 I BIE & A0 AD 176 I7 5 1 357 1)
FEWE o

4 NRF2HEzhZA89 R IIK

WIHT PR, NRF2 F0E T geiE o 2 M@ ie i
B Bl AE S AD R AEMUR R, BRItk NRF2 35 25%)
AIRE2YRIT AD BIE 8GR, HETCE N 2 REA
NRF2 B e /1250 e 7 AD Il RIS (R 1)

H B 70 B NRE2 BOE R E 248 =5, 5l
2R HLA (electrophiles). PPI (protein-protein interaction
inhibitors) 1 1] 71 1 GSK-3 #1171, 5%t %} NRF2



1096

G gEEd

H34%:

7z F AL B fr o 7 VY& 3), X2 T NRF2 7244
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