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The recent advances of N1f2 in oral and maxillofacial diseases
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% B F E2 # % EH F 2(nuclear factor E2-related factor 2,Nrf2) & 7 NFE2L2 3 F 4% & 0y 5% 4 4 Sk B 7, 3+ R %,
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A F E2 #15¢H ¥ 2 (nuclear factor E2-related
factor 2, Nrf2 ) 42—l 24 il PN e S5 [A 1 78 1994 445
Moi BIR LB ETETE AR B o R
OAEHT, T2 me e S A0 I | A0 I | A 22 I L 25 W e
B R REM G B FRIE . Nief2 J& T cap-n-
collar ZEJ% , FerPr A0 3 —ANORSF AT 58 2R 1L 55 45
B T AT I il o 22 2 2 A 2 A g R
A N2 ERA 7 ASRSE Y NRF2-ECH 7] I
P (Neh1-7) &5 #4380, , F4 2540 3 2L A AR TR 1) A= 42
TIRE 4G IR Nef2 iR E M, Tl Rk S 5t
SEA I T IO R 245 ) e 1 i DR A R 4% 240 i X i
PERSE AR G B A5 . Kelch £ Ech AH3C2E 4
1 ( Kelch-like ECH associated protein-1, Keapl ) J&—
FOOCHERY LML P Nef2 S PR3 8, 3 Keleh
ZEREAE AT T 5 Nef2 72 R ARZE A BRI Nef2
ANAZ N I 30 1 FL e s e, FEAE R OR A R
Keap1 i3 5 AL 30 & 40 M B 42 0 AH B A H 4k 5
Nrf2 B AR 35 PR 2, BR ) BT 4 1k 1 A A 25 1 1Y
wik,

AL N PO TS A0 Y T PE %R (reactive oxygen
species, ROS) YAz G J i Bt 801k 2R GE Y T BR AiE
71, 4 ROS 7EME N FERR RIS AT 45 £ DNA R B2
FIZE B, i S A0 A 110 Nef2 15 SR i N 4R Ak A
Jer -7 78 O B VR TR - 7 200 3 2 A A i O S TR
FZ M, Keapl BYZIRESZ BIMH], fd Nrf2 M\ Keapl
R aE TR e iz BN, SHUR AR B TT
(antioxidant response element, ARE) 454, )5 sh Z Fh
Praa b 5L A 1y 2R 38, IR 480 L 38 JRL -1 ( NADPH .
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quinone oxidoreductase- 1, NQO1) | Il £1 2 Jin & fiff-1
(heme oxygenase-1,HO-1) #8 & L¥) 5 AL i ( super-
oxide dismutase,SOD) %5, AN, Nef2 i4 A] 38 i< 5 45
A WEH IRACEAROC G 1 223K, a4 e H kA= 1 & 1
1) B GHL T A D H IR S A i LA K T R ik 2 il 55
IR H IR A R G, 4R 5 A BT
JORFY A= 5 B, P AR FNAIE A, A T 7E 40 0 4L Bl
T b R AR R R
1 Nrf2 5 TaMXHR

WU A0LC T 2R B 2 —Fh 2 R R 3K 3l iy &2 2
P JRAE FIE A ST AR AT A DG B L
IS BT 451 5 75 5% 1Y %2 (temporomandibular joint
osteoarthritis, TMJOA ) & B BAEH, BRAE UL
BH , FE5 7T 2 (osteoarthritis , OA ) Bl 445 71 v 4K
AL AT R AR DAL, e i 400 IR AT R A8 IR R IR R
PR, o Nef2 76 5CR b bl 2 J AR
VIEA A 4510 WF 9T & B, HDAC3-N2 (5 585 7
TMJOA B 240 L i) B 5 A 45 . v S g 2 3l
BT FIRA AL OB GRS (HDACs ) 3Rk 0T
e 7 Nef2 (36 M, S ECRCR A B BT R AL RE D T
R ARHEECE AR Ak, He 551 B 5T, /NGy
FALE%) BNTA nl5E i3 ALDH3A1/Nef2 hRENS I 2
T TMJOA KRR PP 0B [ A RS0 R B, ik
— AU 52 & B, BNTA 3 5o L 22 40 1) 18 e
3A1(ALDH3A1) 1 [a] P 25 Nef2 5 538 %, D 4%
TMJOA [ 9AE SN AR F 40 I 4156 15 (ECM ) R i,
FEAR ROS A= jf, AT 98 22 TMJOA 1) BEJ&& . 7133
SRS A I, ZE R R T A Nif2/ ARE {5
S PETE TMJOA Th 4P AR B DR VR T
T RAEH T (COX-2, IL-18 %) Wik, 3 F
Nrf2 25 F3RIA , HAU AR AR R4 VR FHTE Nef2 TTR



S BE B R A 2026 4F 1 55 23 8555 1 1)

J5 S, R W] Nef2 752 8 R A S I SR L o
BB TR TR . EAh, Xiong 55 BF5E & BE,
S A AN DK AU [ R BE 38 Ao 7 B 2 &2 7Y ROS 7K P
RSP AA NN RE , T TMJIOA i)
PRESHCE IR AT MRS . A A Nef2 56 A i IR A
T, R B Nrf2 2 25 A% HO-1,S0D DAL HAth
KT AL IE ) mRNA Rk K, & Ml 1k
i A0 AR URLTE 25 ROS BRI T X0 41 i A1 3k S5 1) £
YRR, 2 BTG Nef2/HO- 1 A1 2 4801k i 40 K ok {4
PR HIB BRI

2 Nrf2 5 RRE

2.1 SHMEBRESSHERE MIRIEZIEER
J&i (salivary gland pleomorphic adenoma, SPA ) J& i &
AL 4y R e e, HC A M AR B P g b BT L
Bt 50% , HA A FEM R RHE R B )
PR K, BAFTEAR B T R I pIL ] i A
WA, HETHESE C R, 8 i 5 A A, mT
i el R U 98 40 L 3 RN RS B L AR PR T
RPN B, Nef2 7 SPA VR 7E 2298 M 8 (
carcinoma in pleomorphic adeoma, CPA ) £H 21+ 1) %
IR E R TR R MR AR S, Hoh HE CPA I & K
SPA Ht Nrf2 Fih R &, I HHRIA K5 i
FIIBERY e R | TR R Y B AR 28 M A PR
WYIAAG, PN Nef2-Keap 5 538 5 7] BE 5
SPA K CPA FYAE i BIRRAE 2 DI G, JUwg R 1k
S IR 5 2 R AL | AT D BUS EAG B 485012
Wi AR . 2 TR DB RS I N £
JEAE B9 ( polymorphous adenocarcinoma, PAC) ,PAC
D i ol w7 A o - AL A N L
VP P v B — KB 2R Brod 257 A
FERIL, AL PAC 4 i ) J 5 A% P A Nef2 19
ik, i E ALY A IR 1( Peroxiredoxin 1, Prx
1) 7E PAC 2L A9 20 J 5 2k, (2 PAC 21 53 1
4 I A -2 KPR T B R R Ry 1
IR 20 A9 9 (oral squamous cell carcinoma, OSCC)
PRI, Nef2-Prx THIFE (IS AE B 89 PAC Al fE % 4%
PUAAORAT VT, 5 1 e 200 i i 1oz oA 455 v 9 4
PRI, (B i 2 1 i H

2.2 MRHEFEME  WAEEPERE (adenoid cystic car-
cinoma, ACC ) /2 ME & iR 5 UL 0 B M e 22—, o
R VR AR IR 1 109%™ I IR B H B AT
Dt FARVIBRIK & ARG T, 28100, ACC iR Y
AR BOH B A A AT AR B . A BT
4~ Nief2 F10% & 4252 14 ( Aryl hydrocarbon re-
ceptor, AhR) 7E AR L3Rk, Hirp Nef2 Al
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AhR B FIFESCIRAS A M b 250 3Rk L iz 4t i rh
{O6F Nrf2 23K, T B i 40 M v G Nef2 #1 ARR (1938
iK . Nrf2 Fl AR e [w] i 45 45 1 w7 M T I 8%, X 26 1)
ERAE A ST SN | e DI RE L2 SR R AR
W B R AR B B AR (I EUE )
R EEEAEH , 7E ACC RE PR E N
1 5245 3(LC3) WEEFARIEE 1 (LAMP2)  Keapl Al
Nrf2 (48R (2 35 B 5 3 T 22 T 4 J 98 R IE 5 M Y
[ A TN E N SRR KR AR o) S b a =T =
FREAR S ACC HE A AR Ut R KR B A
FRIM, HHFFEERI ACC 16 A [ i 53R K 43
FHRAEAEAE 22 5, Nl B R/ e B ACC h
ROS/Nrf2 {55 & 9 28I FIEAR ACC, H 552
BTG A SE ; TR AR ACC FEPHH B & (19 Nef2 3635,
5 R0 R AAF A DR A7 5 5 5P Nef2 38 %
Fikm G R AEFREIEME ) RIEI LW, &
A a1 3510 4 B F BA T 3 Ao R ) DG B AR P Y R
IR I SRR IR AR 3R T T AR B R
FPRUR TR IE R R RS IR MG132
AT LLIE 2 Nif2/Keap {5538 # (9 R 40#] ACC 44
W% 77, 90955 ACC 4R E T, A, M Nief2
2308055 MG132 X} ACC MIRIT &80, A Ik, MG132
AR A I R RE B MR TR YT R AL B R =
>,
3 Nrf2 5 0ScC

OSCC ( Oral Squamous Cell Carcinoma, OSCC) J&
1 600 1A 8 e DL %) A e P =2 — ol 10 s 9 L 49
25 90% , H: 5 4EHEAFR 50% ~68% >, Fan %2
TR, Nef2 7] 8 i Notch {5 51 B& 845 0SCC 1y
AT R, S5 & B N2 5 ek nl e gt 0S-
CC MRy sE 7% (=28 i B iiRE 1 , [A] i
HEARREJE N G1 A1) S AR AR, Nef2 (9 AR
WU T A R A0 R A AT R R e g
TP it ik LR 5y LA 1 (BRCAL) 7]
R Nef2 A7 i D AR AR, A T s A
LR AR A W2 AT 0 R R Nef2 FE R &
TR B SRR M, — 1T nT LA B L O AN
AR 5 — 7 T B S UG Y Nef2 240 18 98 40 A
W5 E e, Nrf2/Keapl 155 £ GE 15 i 240 M 40 4
PR b th & 4% % B A /E A, Huang 257 W52
KIN,Keapl Nif2 DU St A AL EE H (PPIA  Prdx6) 7E
OSCC WA B B & FIEH IS F 41 41, X 3=
W] Nrf2/Keap1 38 % T fiig 38 2of 38 45 0 48 Ak 2R 1 R A
MR ZEM SCHE T 235 MR E T 0SCC 1Y & A= Fiidk
J&. FE OSCC 41 M v, %8 Ak 0y 808 & 301G Nef2/
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Keap1 i, Nrf2 545 2140 0F LB AL R
IR 235, 1 — AL 15 96 200 i ST S T B 49, 412
HAFTEAEGTE UL BE X Nef2 A4 1] 550 7] R B
1GIT OSCC MTETET-Br, IERWIF LB, ZF W)
I IZ AR 6] OSCC 40 M ) A% M A A7 Sy,
Rl N H Nif2/Keapl 1 % 1] g 2% f%
i OSCC 4l Nef2 Fil Keapl B mRNA K 2 14 AH
Xkt BRG] 0SCC AR TR , 15T
OSCC 4ifa T, H34b, FEREWL AT 38 55 94 75 Keapl/
Nrf2/HO-1 {55 38 % L4 Keapl B9k, T I Nif2
I HO-1 1363k, FHFEAL T 40N ROS AN /K
-, [ R T SOD &, E T & #E A AR T
MR 2R K0 A, PPI-siRNA 44 K 11 %
BT RCSR e B  H gd  2O BR) 93| e SR R Nirf2-siR-
NA, S TG ik 5 LR DT BRI R e 3h 197 ik
A HREIVEFH , Nef2-siRNA RENS 45 5 P UTER Nef2 364
FALTFEpi A AL FE B, 046 Nef2 A S 0 B SR AL E
%Wkt sh g7 g R v ROS 9 43 Mg, DT 1) 55
i eE A O PR AR BE 7, B 4R T TR iR BT
JRa % SEBR T X OSCC 40 A v Ak ol 20 L ok
e bR 2 i Al £ A Nef2 S g 6 550, B T4 B
1B¥7 0SCC,

TE MR i 25 A P Nef2 A5 5 Nef2-ARE [
7 ARy R LR Al R I B AR, &
B XL 2R 23R . B AT, TP i 94k
IR (L VM FERR A S5-I W5 e S ) € 8k
2R AT 0sCC BE BRYY . SR, K2 30%
(R X 12 7 R R B T 25 Pk . Nef2 76 M2 240
r S S SO B AR A OGS R SRk AR AR YT T 24
Nef2 fRFER AT B 55 13X — i 2500 R, Nef2
(R 2R 3A 7K T AR Ay i PR 7 6 10 7 B0ER AR 5 i) o 22
SH PR, Xu PG LB, MR IR SE IR F o i
FH A 2( TNFAIP2) 5 2 35 5 AT 25 FIE ROS 7K
T EASG, HALE R, TNFAIP2 i i H DLG 4544
I 55 Keapl A9 Kelch 253825 & | a0 Keapl
X Nef2 (97 Z AR, 30 Nef2 B B0 H i
Fra b3, T H04 ROS /1Y INK {5 53 %
PRdroi 20 B G 32 AR S I R T, R P S B ik —
HAIESE, ¥ [5) TNFATP2 fE 0% 3 S WA 1 36 97 3508,
REAR IR 2 28 M 38 T ogg I ROS 7K, PRI, 48
] TNFAIP2 £ Bk 1iid 245 £8 38 i ARy T A3CR
4 Nrf2 5HthOf 6 2R X & im

A U5PE ff AL 2 Bl ( odontogenic keratocyst, OKC.)
SR ELAT R A KV T A R 1) B JR AR 2R
BIUERAE , 20 5 P IRPE RN A 10% Y BFsE R,
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AALNIBTRELE OKC kA S kR R T EE
VERH, &SRR 2501 22 ] OKC 25 A 42 BE 41 21
KA FIE # B AL U0 AT TS, i e g A
ey & B0, 7 OKC #EBEL] 21 Nef2 25 [ 2 PHE
ik MEER D EFB T ILRE, X — kAR
Nif2 If B82S OKC W& LR 3R N, HoAE OKC %
REP LU R R IA S OKC & EH YA HEAL
il i 5 2 — 2L AR

PRI 2F 4 A & — Fh A2 M | e B o R AT
PR T Jl 66 I 0 , O A8 SR a8 7% ~ 30%
TE TS BRI R 27 4 AL 3 101 0 2 21 20 v S fk 1
BOKF- 05 TIEW FEAH S, TERINEEN
g it Ak T AT R B, b A R AT
T SEEOE Nef2/GCLC {5 5 B L 59T H E R T
AAAVE N . BARBLEI S =L BB R Nef2
AR, bR AR R b A R G HE A L
(GCLC) ByFE3A , N5 GSH -4 A, ZE 20 i Py
AU TP 400 ) AT 7 R R o I T R AR
AEALAHCHRE D (AN COL-1) B3k, 94 40 g 2 F
3 F (U0 E-cadherin) B 7K, 310056 40 A 41 38 J5T ) 4
FE Ut AL, HE N 2% R 1 Bh T £F 4 1k Y e
HERECY

NV AR T BB U R 2 AR N Y R R R
TLEY TR , O RN 12% ~ 409%™ B ALt
2 ORI U D A DI RE T R B N R 2
— , Hirh Keap1-Nrf2 REEAE I 15 A0 U N T &
HEHROIER . Wati 1 BF58 & B, BAIK Keapl AT
G Nef2 {5 538 i, B PTAEIE I (41 NQOT
GCLC %) ik, I 2 pal e e i Al o 2 2 72 v i 454k
NP DNA 351455 A0 IR T | 9 I Iy A2 4 Ak 55 3
B BRAN, BT S R UL N B A B A S8
FFRU L | DT M VL B 440 D ) ) i o A B e i
BRI AARE Y Yang %62 B 58 00, 49 2 - 1-0%
P2 ( Sphingosine-1-Phosphate, S1P ) i i # % Slprl/
Akt/eNOS 15538 [, #5% Nef2 B35 M, 81 L JE bt
AR S A AT 56 5 PR 14 835, 410 i) 4 Ak 10 384 R
DNA F5i457 , Fe 208 /0 4 B 08 T A1 52 2 LR 37 e Y A
HP R P B 20 RN B I I 4 9 7 S R 3, AT
AR R PR MR VR R DD AR T o PRIk, fif T Nef2 00
FRNE BTG Nef2 7] f 2 20 415 e Y Al 2 AR 79 )y %
AF NI 43 W8 D B A R T B
5 INERRE

25 L RTIR  Nef2 A hy 20 M P9 G B i s L 7
AL I R AE TR T AR A RN A AR P
RIERZOAE, WS 2 B, Nef2 78 100 1k i
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