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Research progress of Keapl-Nrf2 signaling pathway in the prevention and treatment of acute UV damage

in cornea
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[Abstract ] Locating at the outermost layer of the eye, the cornea, is vulnerable to UV irradiation. Soldiers are susceptible to
snow blindness without protection during training at high altitudes. The biohazard effect of ultraviolet is mainly due to the oxidative
stress induced by light in cells. The molecular mechanism of this effect remains to be further studied. Keapl-Nrf2 /ARE signaling path-
way maintains cell activity and plays an important role in moderating the damage caused by oxidation. This paper reviews the mechanism
of oxidative stress induced by UV and the potential role of Nif2-mediated antioxidant defense in acute UV-induced corneal injury.
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HHMEAEPHE R EAER, AU,
EREATEY ARSAETEENE R, %4
BAMIRIEERE 2 — hE AN E R,

1.1 &M S B HE (reactive oxygen species,
ROS) AL R #R K E A = £ A AL 7
W B R THERANY B REA LN Y
M % ROS,UV %% 7 £ ROS 4 A F& THAN
ZHRA NTHFLR- AN S THE, EakE
ETEAMMEEKA, ROS TEXETLERED | &
HHEAMET (0, - ) TAMLEA(H0,) #EH
W3 (-OH), & EE AR 5 3 F Ao F K
0,- MzZHRF0,- fM—pFHAEHLANY
B AL B (superoxide dismutase, SOD) 1€ JH T # # %
H,0, 1 0,, K#IE % P47 E 8y H,0, X# L E
4 J& Fe™ i it Fenton K I i F, £ R & AL 7E K
fy-OH'

1.2 ZESIEEUNHE A@RENRARES R
BfriR i AL BH RS AMANH (TEALK
B WAL RTRN, ERSTFERANA T, K
KB THEERANEEZERAN, £F 4L
FERAMFF,S0D EABENY B B EL BN
H,0, 1 0,, H,0, # & Bt # Bk 3= & ft 4 B
( glutathione peroxidase, GSH-Px) fr it 4 1k 2 B & 2%
W, RAKAEN % K EET UVB 4 %45, GSH-
Px fn SOD 75 W 8 % 187, 7 Zemii %% 1y 2 %
FORSNEBHEN RAER B A ELAE ALK
°F, [ B SOD Fr GSH-Px % 370 % b g 1 & 1 A ff T
B, TRARTER, BALEET, ABRTEAN
A B PRI, A AL F fr A A FH A, T B
A/ Bk,

1.3 SUMHBRGHSTFEM ROS I EEHA
R RE T DL ROAZ 1 % b R DNA (mitochondrial DNA
mtDNA) L AR 1 9 A & 5 48 88 5 A b B B4
AE £ E 2T AL, KA ROS X 2 47 41
ME¥hee A EEER, BFHXE XL AR,
HRBH, ROSHEA B b EF SR RIFH
AR, AUEAR Y EFER A, ETEA
EBRBH RN ZORIKREFALTG
AN, A E R BN R A A B 0 A A e g
e, «OH fn 0,-> 3 7 F 40w & W JE £ % 140 Ao
Fie B B BROR AR A RE WY T R RAR R 3 1, LR
AYEGTR R, IR AR ENAN T 4 E

TR B MR, RINGIE A A
(AHEE®EME-OH) H ¥ 5 B DNA W # £ 5
FRUY DNA £ 87 3, 3 3 A 4% DNA $i45, AT 5
K % A R RL, A 4 B R 3 FE R e 4 iR 1o 3R
., miDNA 2% 5 T4 DNA B4 4 37 32 FH i
D EEA, - A ENEBRNEXREER S
B, B AR U R EEp R, 5
DNA A8, B T E IR LA N, An 2 mtDNA ¢
AN HEGR, B A SR EEYRBG AT
mtDNA #, MK miDNA % & Z M % | & ok K 3t
MEMNHBBR, ENBERAOIBRRRT, 4
# % ROS'"' ROS # # # 7 % K miDNA % & F ¥
ER,HRSHAR,

2 Keapl-Nrf2-ARE {5 %5-ili%

Kelch ¥ 24 A A x & & 1-% HF E2 4
X B F 2 (Keapl-Nrf2) 2 4070 ik 40 o & 49y 45 40 b O
MRAREAELE AN EEST A, iR BZ 24
i35 4T k8, FTH % #F Keapl & A W&, T HF
F-RIRPUEREANCEENFE, ZBFEAM,
EmARBIAREAL, WX T EHREZEA,
RBAREZ ARG, BT I AEEERL, UH
KB B R R R A & E R A A A B
AR TEHERET RIFHEH,
2.1 Keapl 4 ¥R AT, Keapl 5 Nif2 & 5 %
AL E N2 A8 E T4, £k A&, kit
Keapl 5§ CUL3 ., %2 %1t N2 B k2 % E3 4 58
G AENY WhBh Nef2 32 & {6 PR AR, TE R X Ak 4 A
M PR AR Y N2 9% B o M 4 R R AR, B
I Keapl 3 # 8 Nef2 A E A, — B4 A
ROS B Fw FARH N, § Keapl & & F ¥ it & B 7%
HEEAL Keapl M Z L, Nef2 MR 5, F A
K AW, R ET AN BEEHEN
Keapl 5 Wb a7 & 2 48 K, & A 306 Nef2 32 AL, 4R
BT MR A N2 £F, 4 F Bk, Keapl-CUL3 iz
FHE WA NN EMREHE N & A KF,
Keapl 75 % I [T A &) % 8 17 #0452 2 47 F B,
Nif2 A4 23N\ 240 %,
2.2 Nrf2 Nif2 & —# AL R GUE a7 A
B sk & A, B T 18 fn4ll (cap ‘ n’ collar, CNC) # %
HFRERA, AT ZHREAMERNEER, 6
A8 PR SF B0 3R A AT b [R] R 45 49 (Neh ) 78 Nif2 377 62
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BRAER B AT, Nef2 W97 7 AT R M E
EEGREXRER, HIFFARY KR AT EIEL
BRI R H R M ED R 2 E R R N2 89 4
Ho sk Sh TR MR R R B R — B R R A
HREVABRGHNR R S5HEKEFHEEHN
X B R AR RERKF R EZ N2
A AR BE AR RN, X~ A A
RLHE BN /DN BAME P15 EE L Tk E Nif2
B2 B A 1t FE I BIR B N B, Bk Nef2 R R R
“EENTFIE YK FENITL,

2.3 | K K JTt 4 ( antioxidant response
element , ARE) X% 5 4740 Il A0 By 2L A 4% R k&
ALk BEAE R B9 X AR Ut & 4 8 ARE, & & 4F
FERAE)F 7 (5'-TTGACnnGC-3") , Nrf2 N4 & b 1
Ha g/ Maf &8 Z R4, 4 i 5 ARE £ 6 30 I
A EE L 4 &Y ESR T i 1T AH B 4L 45 NADPH B2
Z 1 & £ B 1 ( NADPH quinone oxidoreductase-1,
NQO1) . i 47 % #n % BF-1 (heme oxygenase-1, HO-
1) At H K S % # B (glutathione S-transferase,
GST) #y &,

3 Keapl-Nrf2 {5 ' 58 M Ml 1

NerT’S%L%%”/\iééigéﬁﬁﬁﬁfh%ﬁ
PUHL, B Bk ROS, DL # l 0 A L2 R P 7,
Ak Nef2 B oy & Fh BE ) AR, AR
FARAT P B A A B BPR 4 E R b B A DU IR B R
WEHE R A | R F O E (sidestream
cigarette smoke, SCS) % 7 7| A2 by T IR Fn Bk
PR R AN A A AR A, KT Nif2
ﬁ%%’ffﬁ%ﬂ%l‘ﬁﬁpﬂ%ﬂﬁﬂ#ﬁ%2@%%%&’7%&
R
331 N2 REFESHEREURHANIT 2 F
K, RAFMABEN BT HPNEARET A X
WIR IR, WL R AE 7= 4 R A o 2 8 A AL B R By
W E KRR T4 e W AN K 1E O Nif2 3%
ER HERRW AR TEL R E, HF,FEX

BT M H ROS B 7 & B Nef2 9 4% 5 fr
1 DNA %54 f 7, T3t Keapl-Nief2 48 & 1E A, & 3
Keapl iZ F ft, s A ALKty £ F#, % Ma
£tk H 0, AEABBRNEE XM
(human vitiligo melanocytes, HVMs) J& , & 31 28 fil N
Dok ok B R R (K miDNA £ R £ ROS

KPR AT R, X5 Z AT £ 4%
i 3t b R 35K 5] A 40 B A By o F AL 2T ?ﬁﬂ
EEREBAFWANELF G, KN ES FRHA
Nif2 M\ A8 % ﬁ%%ﬁ%%ﬂ%ﬁmTHWh%%
B ONef2 R E TR HO-1 #y &k, & N2 2R
B4+ HVMs 40 0 % 5% % 2| H,0, oy R %, 3 A
RAEEF EAE N2 £ HE %A 04 E,H,0, F
ShmBEATHRZERNENH, XBERKH,
# X F ot H,0, % 5 8 HVMs 20 ji 48,10 B0 % 09 1% 3
fE R £t Nif2 {5 5 4% F % Z LI,

5 3 B2 (resveratrol, RSV) |72 947 T & Ff &
BP R EAY , RAERAMKRE, Liu % ZA
RSV ¢ A 2042 & % /b % A(ultraviolet A, UVA) %
Ja A A B 28 B8 (human keratinocytes, HaCaT) #J
7E M, 7R3 HaCaT 40 i %% UVA % 3 09 AL R,
M4, Palsamy 212V 5 8 3F 52 RSV ¥ 48 % K BB
flE ¥ Nif2/Keapl B H T i & & 60 k% EF 1,
ARG E R e T H g NS HEA R,
KRR ENF R, T 8 K Keapl-Nef2 Hi & b S
W E A BT AN BT R
3.2 Nrf2 6 SRR SMEN LIRS
3.1 N2t A AR KEWNERET L4
%5l RARGR PR EERE, AR LR BT,
FEHAEEEEEAMNE, FRAREAE
i 1 AL B R Nrf2 45 53 P siRNA BBk Nef2 £
KA GBHAEE HmE TS AR LR, A
A% B M R, Hl Keapl # 7 £ siRNA & %
Keapl Z£ [, fA JiE b 2 ff 3T #% fm e, HO-1 2 NQOI
KB, B, KB R K Nef2 B8 AR 3
M Fn it A bk g A B R AT BERA
FER R R B A0 N2 A R
HHRAAERCLNIF T EELZE N H 4
SR e

& 46 /4 FE ( keratoconus , KC) & — b % W, i 38 47
VE A REY TR R , SLARAE b WM A AT R AR
Pk, RANEER LR, #LH KXW ROS BT
FEFF R KC Rty kR £ & Liu &7 0y 52
B b [ REAF BIAE 52, It xt KC %A% AL AR B 4F A i
LﬂT%Mﬁﬁ%mﬁchﬁ&MBi%#
g, R R AR R LA, T ax A I
N % & (Sulforaphane, SFN) 4t ZE o fn 5 3 4% %E
SFN 4& ## 41 #, KC # fi£ # NADPH # 1t B K F
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T W Nief2 A1 HO-1 %k ik 3 %, 4w 35 An X HO-1 4 #]
FI (&R b ok IX) T 1 4] SF At KC £ FE By R 37 15
L E b, Z B SF X KC A EEEER E
DR E T Nef2 A KRAR LI,
3.22 Nrf2 7 R AL ABRAGHRRE HERS
BYIEdE R U N2 R 37 A R % AN R AL
B EL TR A e, £ EE N2 A
B ER LR ARG Rk,
B MbIA N2 77 %y — DN B B 8RR A R
& TV Ak K

RN R H A% BB 4 R A JE 8~10 h 5 L B
BT M S AT A LM M R X UV B R R
Rz 43 B A SRR # & (oxidized mitochon-
drial flavins, ox-Fvm) kX Efh 2 g W &L KT, £ &
HAFE LR ox-Fvm 5 5 4 2 AT B4 4.5 %, iF &
UV ZEH Y A EAME S, #xt 8-0HIG
(DNA E B EEARE ) MR, 4 & B &
By BR B A b K 2 B & R R A 8-OHAG By KT B &
BT RZTEEH2 £, XNT 5 ZRE o & A E
DNA st & b % E A, #F 5% AR 247, UV
EERAR LA AR NEFAM, EEE K
BoX ARG EAREAE T 3.3 &
NADPH Frif 74 . NADPH £ 4 3 o vy iF J& A A Bt
H K (G-SH) A& F Brr b 4 By, G-SH A7 & 153 1 & xt
BNEERASIA RS E AT EREE, L THMR
DLk RO BE A, MEH AN, E UV B4 B 3,
NADPH ¥ £ #4n G-SH B F M\ F 7 4t 4 1L
Wy Rk B TAE KR T UV xR MR,

PLESZERAEI T B4 LB RN, AN
AW ANE S, KANLE =W F T EAF
W EERNSEB B, Bk TER 8 F &
W W, Nef2 3 5 4 G-SH A-F, # 1% 4
ORI R el N B o N VW S b 29
NADPH #y > % B ty & 3£ , 40 4] %7 ¥E-6-5% B )i &0 B8
Ao AT AR B BB 1,5 /in NADPH 4B k& #
HEESHEHARELBRORS, BLF S A
e B Nif2-ARE 2 5 8 8 3 K 20 i &g 4 1 48
MBWMHANLEIEABH BN R A F K NN
HRAESE N EHERAERS, AT RH b
TR MR R B, X R FERINIA—F 5%,

4 & B

AR & A R M DNA #i45 R it A A

Pz TR A A A E R R LA ER
W EERME, BB AENIE A FEER 2
T3, AR E ER AT T A RS AR L H, Nif2
A B B A B AL A T
HME, FHRAEARRP MEERLE N L, Bk
Nef2 5 Z @A 2 LA & A EH 5 T fnib oy
EFEEERY M, 4 LPrik Nif2-Keapl-ARE & 5
EEl S R RS T R AR &
DL Nrf2-ARE 5 5@ B A AW 4, UE T E %
o BhiE BRI RERTIEREBE LN &%
P R WA, O AT R R RN S
GRBEEA A HRIE,
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