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Abstract

e DJ -1 has been reported to act as aredox - activated
chaperone and sensor of oxidative stress participated in a
variety of activities in cellular, playing an important role in
resisting oxidative stress, regulating signaling pathways
and gene transcription, and maintaining mitochondria
dynamic balance. DJ - 1 is closely related to the
occurrence and development of various diseases.
Recently, the effect of DJ-1 in eye diseases has drawn
more attention, and researchers have found its significant
role of resistance to oxidative stress in the pathogenesis
of Fuchs endothelial corneal dystrophy (FECD) and age-
related macular degeneration ( AMD). This review will
state the mechanism of DJ-1 against oxidative stress and
its role in the development of eye diseases.
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AR S AR Z2 R 19 & A R e D K s it
BEUIMOC, IEH A HARE T HUR R Kbt A b RSt fe
PR T B 7 15 PE 4R B B FE (reactive oxygen species, ROS)
F3E PE A H B 2 (reactive nitrogen spesies, RNS) L ZEH7 45
AFNHT AR AL 20 251 i, 03X F P i — B8 4T i, ROS AN
RNS 2 H ol (a5 b 45 DNA 85 (A Mg BT, 5 &
PRI ge s A ARV R i o ast S, 1471 75 | B 240 L P R
AET . DI-1 AE A% S Ak I 52 g SRR o T AR DL
AN AR AR S 5 Z P A 9 2B A T B0 AERRPTA AR
T REAR 5 0 B S SRR B AT R B ok 2 R
ARG a3 8 A h i E AR, Rk,
KREHIE LI DI-1 162 R 645 0 & A% g 5
PEAFRE T KA DU E ] ZEIRBLR & v 0 f
T K2 & 358 A B ( Fuchs endothelial corneal dystrophy,
FECD) Fl4F % #H OC 1 3% B A8 P ( age — related macular
degeneration, AMD) A& FHFLUESE T DI -1 95T AL N7 3
YEM .
1 DI-1 EEEEH
1.1DJ-1 NEHMEDFH DI-1 i YO 1p36.2-
p36.3, A 8 NAME -, Gt — 1 189 MR LRI E I,
431k 20kDa, J& T Thi)/Plpl 2 [ 5%, B & AR
SrFHARRIAET . DI-1 7EHE{L b BEARSY , S b) 75 i g
B4 ARG AE PR gE Y JE R R B 12 06 T4 4181
A (BRI o B PITAN , ARSI R —Fl) 2 DI-1
FERFE R AL A T2 223k, BoA B TR FE
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E1 Bk DJI-1 =454,

A, KA ER W BRI DI-1 2 /B
=ARAIT LR 8 A a—12HE («A-aH ) {325 25 ]
1A B RZ(BL ~BLL) , MZEZHLH, DI -1 2 Hil
C. A s PR A ELE 25 46 T N AR Sty — A W8 45 Ay 3 (] T Bt
KX 3, R A B2 B R R — R AR R AR R (9 2)
1.2 DJ-1 B ThEE R | AL R B AL )

1.2.1 DJ-1 B9ThRE  J245 DI-1 BB VIVE R H TR A
HIEA (R ORI Z AR AR 12 5 T 2R E Y2
AR SRR AR RNA 25451 MERER
ZARGE S I, LK T R AR A g
ROS B 7K -7 1T LA S 88 AR S AR 10 380 |2 1 400 e 38 1~ T
HE T EENEN,

1.2.2 DI-1 UEH R EAIE  RASNZERITIESE DI-1
TEEAL B AR S BD DI-1 By R RS T T
AR RE T, DI -1 2 35 it B 8 X 4204k 10 35 B Al ek
BT E AN i T3 A0, DI-1 FEPT AL b & 1 A
ML FREEA LT S g S5Pr8 b e (1) DI-1
Wi A B A ARG BR ROS; (2) DI-1 i it 7 T FE R A
2 544608 (3) DI-1 Jl i i 37 4B 1A I RE HEHT A
FER 5 (4) DI -1 30 2 98 2 50 08 12 5 PR SR e Ak g 4
15 (5) DI 1 38 3k 18 50 ST 7 385 56 35 PR R e 4804k
e R DI-1 BB A AR TS P B RS H 2
H BB AN B 4 A 58 2 48 . DI-1 AIE R
A 5 ] SRR IR 43 T AR DL R AR B A R 2 S5 1E
M FEEALRIECIR AR DI-1 H 405 15 B R R
TR T ARG RS | A5 T o 0 Al M P A, B Ah,
DJ-1 & 7] L3 33 T 38 Nef2 5 Keapl FY 454G K 1aE
Nef2' 2 AT AR Nef2 1992 ZFALRE AR, JH R0 Nef2 55 7
REYUEAL NIRRT L ERFSE R, DI-1 1E 40 rh
B AR AV P I Nef2 SEER

1.2.3 DI-1 AT ESEBEDNEXETF

1.2.8.1 PTEN PI3K/ Akt 2 J i Fll— 28 25 M)A 7 WF 53
o Sl B, S S G A A A S s DL
IR, DI-1 BEMEANH] PTEN A9 IE 2, M fie
TUF PI3K/ Akt W RR AL, {6 240 i A7 % R 8. DI-1 2K
HAKE IR BB IE PTEN (33K, Akt 1646 TR, 4 i 1=
Hafnte . L DI-1 Y5k PTEN By G v 98 15 [ 7, fig
g fE A M3 A 5561k

1.2.3.2 MAPK MAPK i J7F 40 i 5 2] 40 i 4% 0915 5 5%
SR EXEENEN, S 5REZ ARG EY
T, I 2B 5 5 741 ASK  JNK P38 il ERK %5 4H i .
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B2 DJ-1 ZRUEM=HSEH,

ASKI J& N7 # ME MAP = 3R, i A6 T- 8 M Daxx 18 %,
Daxx A JA$5 ASK1 % A= SER M AL TG A, MG b INK Al
P38 i i, bifi J A E 40 M AE T, AT B 9T AR S A a4 1
ASKI WAk /2 DI-1 4 R4 0y DB HL N Z —, DI -1 7]
PLifi it MEKK1-SEKT-JNK1 {55 25X 5 07 £ 477 20 il 52 3%
LHNEFE S EAET-" B DI-1 AT LU i 5 MAPK
A % DA BT - A0 AE T, B A0 A A R AR 28
1.2.3.3 P53 P53 B SE N , HAT Il 40 i Ay 22 53 %L
R Z AP T IEE™ . DI-1 @it C106 FRIEP AL
T 5 P53 JRILIRAE A I P53 VE AL R IERT I TR
[R50 P53 Fil DNA Ji 36 F 45 & fe g il fe - 8 1
Bax [5G S WG SO 16 fk . mls DI-1 BERS
BTN Bax 7K, f caspase3 16 FL 340, f2 9F &AL A B 1Y
YHMIBET 7R DI-1 A9 20 M LR 47 4 2 38 2k i P53 -
Bax—caspase3 #4255 B 0T 33k R — T A BE fa A ST
ZER—3, D) -1 I F IR LI #E P53 5% 581 Bax 11
Feik, NIl H,0, S B H Lo st T3 >, £
DJ-1 AL IR PS3 B Tb & #5 HLA i PR B 1
1.2.3.4 HIF-1 X553 BEF HIF 438 HIF-1a A1 HIF-
18 W3 HIF-18 4 IA  HIF- 1o 7E{RE I T Rk
R FEAR R BRI 2 RS R B S ZEANIE LSV K
RN AR B R DL R e g B 0 R b B AT B R
PI3K/ Akt/mTOR i % (1) 3815 RE A5 78 5% Sk /K F 18 HIF (1)
Fik A e Z T a2 R DI-1 BB LA Al
A BT ER ™ M DI-1 Bk & FEOCE R
AR AN/ BLUST 2 B8 40 R HIF -1 (0 25 JE P S F
R DHEN DI-1 BEiE i Akt 35 AL AE E HIF- 1o,
R T B 3 3 i 40 i BB IS B IS AR B R A AN i
BT,
1.2.3.5 NQO1 F Nrf2 20 415 #1055 22 2 & 5 300
PEE R AL R A | 3 B0 76 P Sl 1o Bt S AL P Tt
TTRREE I T S 7= A R I 1 - Al e e 2 2 48R N
FERE  DI-1 FEPU A AL Sk 3 T EEAE A, nT kT
ROS Bl 4N IEIET=", DI-1 Bk £ 53 NQO1 TR
ZA,NQOT & —FhBEZE TG R P 3 N 22 4485 R C I PR
FERE X FPIHAESZ I BN T N2 5980, Nef2 2
PraEALHE S0 TN T, DI-1 fgi@ad BH 1k Nef2 5 H
POl 1 Keapl 254, NI 2> Nef2 72 2 4k B i 1 Ao
JE Nif2,,
2 DJ-1 SIRMERBX R

R AR €7 1 R R - S P U R K /TS AN
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DNA I LA AR T W 5% Py A2 358 | 8 o 0 e A< B8 1) 3 i
SEPRLAY o AR ) ROS 72 4 AN 48U AL 87 3805 20 41 i A
TR B 5 2R s 2B AT PR |, A5 BT /R 2% 16 2R
5 4 ARORCY R AR L A R R AT B R
Jog P RNAR AR Y . BT, DI-1 A e R TN w s
AN PN B 95 RN B (FECD) 4R % AH 56 M % B A
( AMD) [ 7E FH B i 8% 678 . Bitar 255 % 31 FECD %11
FOTE N Bz L b Nef2 K DJ-1 350 B FRAK, P E AL fie
TR AL TR T T Gu 250 R R BRI 5 4 21
Bl A& 14 0 D1 8 (A8 n,  MnSOD %35 T B¢, [A]
A FERE ROS 340, Y400 DJ-1 2 7 IR R4 2Lt S| Ak g
WP e e E T EEAE
2.1 DJ-1 Wi M B HI7E FECD FR4ER  FECD
JE R TR AR S L S O A P Bz A0 O T R A S
2B IR B A R A Y A A B A
W TR SR AR B E, T A R IR 04 A 350 7
e, v T HAS KW R TR TIEEE (ROS) P15 Fl4
PRIE AR FE R B0 A A R SRk R 384 Sl VB 2 BH O R
BN (UA) FRES  WF9E & B, FECD 19 £ 155 P Rz 401 i
rFORS I B 25 T 1E % 7K 7 19 DNA $ 45 bRic ¥ 8 - Ak i 4
54 (8-0HdG) FIZFh T B Pt AL 5 1, i B4t S Ak 571
B I TR AL/ BT A A, e — b AR R
L ICHE (ARE) A 30 g Ji 3l - DX, /& Nref2 380005 1Y 0 22
Sk, MLTEAE AW -1 (HMOX-1) 252 Nrf2 I35 1y 35 A
Z— ,7E FECD BN B 4 i Nef2 FIl HMOX -1 §% 5 K
YR, ST A A R 3 R SRR R R

Nrf2 22— LA E PP H M40 N 3 2T A AN
TSI B SRR DR AR A L ORI T, Nef2 M4 A
J B 2 A0 A% P S T A A S R A A R e
Nrf2 KR 56 5% %2 %) ARE JCF 09 1E S BRE T & 0 B it
% 3| Keapl & HRIFH, 7E MM H Keapl 1 Nef2 55 H 45
G MR RIS I 25 B A7 Nef2, 177 DJ-1 /E Nif2
EHBIFEE R, 7R M Nef2 0958 2 P A% 5% A7 J 1 i 56
HEVEF ., DI-1 o] LAGR3 1 BP9 B2 0 I B 58 A 205 T 10
FET-) ) BRAEWRSE R PR, FLIE A R ZH 4R L, FECD 1Y
FANE N Bz A i Nef2 K ARHS Nef2 BT E AL A 25 2 T 4
B4, I 2 Bt 5 S DT 448 5 7 S804k 107 3855 20 DNA $54 455
SRR T A SO SE & B, FECD 4141 DI -1
B IR IEH A AL 20 00 B TR, RSN R
52, 7E FECD 40 &P, AN DI -1 F 3k FEAR, [F iR A
DJ-1 2 [ 3 BE S8 AR A6 M 0 2 i, DA TG 0F — 25 0855 T
Nef2 (IA%5EERS . TERLI DI—1 K5 PR (0 £ PN Bz 40 i % oh
BIFSE B0, Nef2 [R5 5% GRS DL AR SE ARE BT A i
FINMLT B A A -1 (HMOX - 1) [R5 2 0] B K %
B, XA T 78 FECD 44k DI -1 B9 F WL RE & Nief2
VAT I B A AL 0L B B RE B T B, BLANIE K BR, FE
FECD ZH41 P53 IR 1L P53 1A K FEJ2 TRy, 1
DJ-1 A9 ARG 1 AN % i 22 0] HAT — 28 AR DG 1, iX se &%
JREW FECD " DJ-1 K19 T B80T MR B2 20 i Xt
P53 5 B 40 B 0 T A g R R
2.2 DJ-1 MELXMEYLHEIZE AMD 9 {ER  F iR AC
PR BEASPE (AMD ) 2 % 3k [ 5 4F AR A3 350H 1) e
FERNE, PFREI, LiE A AMD B EE & AMD 5h¥)
AL PR @, |- 7 JZ (retinal pigment epithelium , RPE)
Y2, EAL R ITE AMD 8 Rk A2 R R PR T O A

FHMY S 7E AMD R JRHERR | e SR AR Y R AL
AR ST e, 2ok A 401 10 I8 4 i ) )38, 5 B0
ST TR DG IR SZ A S RN T Y 4 R A A
4k %k RPE 4L A2 VE Bruch 5 ( BM) B3R, R4 5
HAE T R A RPE UM K B RTBOA MR S
FAMD AL o [ PRTPR 25 A A g e Sk i R R S
Bt R, A AL BECIR S DI-1 af LI 4 RPE )=,
FEVEIRPY DI-1 AT LABHLIE RPE (IR RIZE 4 A5 LAl
AT RPE 40AE h, DI-1 JRHEOb 515 T4 5, 4
RIS , DI-1 fE40 A% A R SR A1 £, RPE 41 i
DI-1 F K FRIBR ™ o Jesh, ARBFTEE R B, 5 IE
WO HRZHAH L, DI -1 RR BRUAY AL RO RPE J2 W A2
H ROS =t 8 — 48 15 1% (8 —oxoG ) (Y R LW B LTt
PLEMFSEUEI, DI -1 B2 2 3 B0E K RPE b i S 46 B
BSR, Vera 51 R B AMD S ¥ RPE 41 jfd b %0 (L 50
FRAAALIYAY DI-1 K247 TAE AMD #, #E— 050k
B, A DI-1 Fak R FE 0L AR AL B 2H 2R 24 A
P RETE N RS AN B 1 5 ) S8 A W 1 K 2 S, DI -1
2 Nrf2 PORE ), AT REAIG Nef2 902 3R AKRE A, 230 Nef2 1Y
GRS HE MU Keapl/Nef2/ARE/HO -1 38 8%, f2 3 T
TEHT A 0 kTR 9 5 5%, 2 5 B SR A0 L I 9
1 DJ-1 @R/ R, 25 LR Z Nef2 B9 2G5 B0 8 T
B, UL AT 0L, DI 1 IR Nef2 ™ 5 I8 B
MAMLNOC RE DI, M2, L EFFE R, DI-1 %
IR BREE /N A 2 T OO I BB 4 4 S i R 2 e
ZHEL, DI-1 ALE i HA AL N BRI 7E AMD 1R A
RIEPERETER, DL BB DI-1 g hi A ik
R4 HIAE FECD A1 AMD # % 95 Hh2 4775 L H DI -1
KAFBUAAC LA A B AR B ) 0 5 2 — 20 Y S5
W
3 %iE

DJ-1 Al A B4R FaE Nef2 , S ST AL R 1Y
A%i5;DJ-1 /2y PI3K it b PTEN 4 5C B 01 4% i 55 (8
5, RES AL HEA MG A S Fe AL ; DI-1 Wl i@ g 5 P53 YA
AR PR A0 O i A 4 PR R T AR, DI 1 ik
TEIZ R - BHA R GE LR R D RE S+ LA S mRNA # 5¢
BRI PR AR EE . B2, WH5E DI-1 PUA AL
PIAE FHALHDRE A B T HATETRA ML 1 A AR ERE , A i
PRIGIFARBE T R 2 1], D 5 R 67 S o S ) 4 ff A
A2, DT A 2550 AR MR PR 1) 2500 38, 418 vy A 3 RO A 0
B A R L [RI, DI-1 FEHR ER R & AR Kk e
BRI VE T BILEATS 155 B 1T Ll o 00 i A O B X
ROS HERHIF DI -1 B T /EFERIME T, &0 5 HHT A
PEREFAE A 7 ARG, DI -1 £E LR AR H i) D)
YEFMLHZ 27 $i e DI-1 FE P 1Y 335 T A5 A R4t
AL R, I 3 o 7 AR PR 2
&% 30k
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