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Abstract

e The retina is a highly specialized tissue with unique
structure and adaptability. Maintaining dynamic balance in
all different types of retinal cells is essential for
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maintaining vision. The retina may be exposed to a
variety of environmental damage such as light-induced
damage, and over the course of evolution, retinal cells
have developed adaptive responses to various injuries
that together restore dynamic cellular homeostasis and
increase the resistance of the tissue to further damage.
Howecer, excessive exposure to light can cause a series
of pathological changes in photoreceptors, retinal
ganglion cells ( RGC), retinal glial cells and retinal
pigment epithelium ( RPE) cells, such as increased
expression of reactive oxygen species (ROS) and Ca* in
mitochondria, apoptosis, endoplasmic reticulum stress,
autophagy and inflammation, etc., leading to irreversible
damage to the retina. In the present article, the possible
pathogenesis and current related research progress of
light-induced injury were reviewed, in order to provide
research directions for the prevention and treatment of
retinal light injury.
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THRERY FZEAE I PR 2R e ) 2 R o 5 e A R KOt I D'
S5 T RBEOR A0 T R R R AL A T S B M D1
SRR IR B R R AR RO IR B ol 5 808 MR
(reactive oxygen species, ROS) [} 7= 4= i & A i, Y683z 4%
20 A0 IR B R b 4l ( retinal pigment epithelium
cells, RPE ) 4L I8 T | P4 5T 00 17 38\ S8 A Ao LB BE 32 411
FEZE B BE AR, AW RO RO 1 A S L] -5 — LEHR B 2L
T O 55 95 i T A i R G P R AR P 0 K AR DT A
S I AR S B o R IO I 8 497 1) 9 AL o) B
FEHEIEHEAT B | LA SRR IBUAT B5ORT K If A it 7 3 #L
P45 15
1 S i 5 40 W BR S 5 45

PR TR 10T 5 1) R i R Tt 2 P OB ARSI 40 1)
2T ZH M ( retinal ganglion cells, RGC) B N CRGZ 4
20 ML PN R I R 28 J B 240 i S RPE i 8 2Ok A4 35
SR R R U 2 5 SO IR A i K A S T
P00, S IRZ 45 A0 M SR AR K 2 A0 A T 2 S P T 2,
PSR IR R BRI MRS TR T4
SEMETZ 50, T RGC R CHERH A= N & & 4k
Rk, Wi 5 Z 2D, B R , /NL RGC 20l
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B 48h J5 AL K A= s | i PRI TR R SRR AR Sy
MR, IF H 2R kD AR B GE B PE % B FL ( mitochondrial
permeability transition pore, MPTP ) JF @ TR
C ( eytochrome C, Cyte) i %% 2 40 M 3¢+ i 5 38 RGC 1
T, I RGC SET- AT R4k & TRz e d st 45 . i
FESE UL 23 IR RPE JR Y 58 H8 1k , JF 45 45 4R 4 1 4 i
¥, S5 RPE hAERR i sst -7, Lo IR A {0 35 B
YA I, I ARG A A= BRI, AN Ca™ KSRy Ak
I JECRAS (847 Bl sk s MPTP 51 R 4=
11 SR ROS FEORIE T2k A, H& it B
By e 102 % A EAL N 3 (oxidative stress, 0S) ,
PN AL IR B IO R E 15 1Y) 40— 43 03 O B3 A1 4 A i
51671, B EBFEFHICIA T A0 T3 Ca” BRI
AT W% I BEE 375 M S mtDNA 278 K2 5 16 R 452
Z, Kk ROS J B A U W i B i 3 T e
IR AR AT S BOLHG . T R bR
ORI T /N B AR I, & 30 8% 32 4 4 i P i ROS 1
Z GG RISz 2 AN P B S A
NIEHR ( docosahexaenoic acid, DHA) ) 8 ROS & AL TE il H
52 G 77 W) 45003 9L P B, 5K DHA /9 4804k 7 90 3 5
Z/INRAL T, REAIR HE 1 0 AR 1 5 AH 52 47w DHA WU
A T L B 45 ST N B e O 2 A
ARG A B,/ B RGC 124 82 T ¥t 3h =, 41N ROS
FNZRRL AR Py A Ak W /K O Wi 3 18 HL B ' BRS [] 2R
FRUT BRI S 400 00 o 22 f I 40 0 A 56 ' 3 38 R
BTE AL, '6 HE ATl A0 9 R AR T e T A0 Y 2R A& Y ROS
I Ca™ KRG I FBOLZ #1760 G451 /)
BB TR v m ] DL AR s 118 /)N JE 5 200 R 285 o 2 v Y 0 A
AL R BT oK CEURE T3 8 2R A8 AL, LIS Al 5008z
r AN TR — B R IR AR N ROS \NO S35 P4 o
SR, o T A 0 B A A AR Miiiller 40 A PN A5
A E LRAR T R 2 TT P B8 TS E ], AL ™)
B, BRI Maller 40 i 2850 ATP Z 41155,
T 0% /NS T 40 8 8 48 i PR 9 & A SR A v 3
RPE USRS HoAL T 5 A PR 85 rh 4 K 32 O Il o)
Z 3| ROS It IF KA A1, AT 5 12 RPE Zh {4
AR MR F R A DNA #4055 2 80 RPE JE T,
RPE 520 IS 20 M %5 s B S 020 | 40 S5 PN AT D K = i
BERRE A R MLTE W R R B, [ ROS 31K \DNA Y
0 A B PR T B R WL AR RPE AR & 7=k
IR BZEALHERN IR R DL IRl BEE Cyte
HYOGIE JEAE B H B sZR AR 7 42 ROS #13 RPE, It
HPE RE 5N BT 48016 {4 N 1% ( malondialdehyde , MDA )
AE AT M R A

WA, — 4 ] G4 455 14 20 ) i 5 ik ] ROS 7E 41
P JEE A5 1 Hh B DGR T 1 5 B e A A R —
FARIK (N, N’ = Dimethylthiourea, DMTU ) T D) i B I sk 20>
S R BRI B 15 E M A 5 1 /N BRUASE A
rh I AR B TR T A 2 il D Sl 75 = A O RS2 A A
P T B B R B B R Y AR R IR
RPE Hfifi FH R AR BT A 44 2 E Pl b iR ROS LA
DWOCE SR A TR 2E b i DRI (R
WA RRE AR KOL) FE AT H ROS LAEHA
AL A, 32 T 52 0 400 DX B e 1 1 235 4 RN DI g, e ¢

IR GARARFHIC M FE T, 76 AR Sk A 58 o, S X640 )
AR I 24 BB 5 Aan e A1 500 X A0 I BRI 4 4
LR AR R fef FLAE S 036 7 J7 1k I T I DR B Ay
AlfE.
1.2 Ca® Ak ZObidR N Ca™ Wk B it As 2552 ATP
A B MPTP [ FF ORI 40 fL S Ca RS, IE R LT, M
FFF 230 J v %) PR 58 0 o R S 4 A BT G AR, AT S B
cGMP J¢ Ca® P80 (AL I OE IR 235 1 Ca® i
BN, Chen %Y R BOLIZ B 404 Ca™ 10U 7E
WO W, I HATRE R 1,4, 5- =B IR L
Ji (inositol triphosphate , IP3) fig {# Ca®" [a] 40 it J5& H B i it
o NRIFEROCIERZ 2R UM A Ca® ¥ B2 T v B0E Ca™
FE 11 ( calpains ) ZE 15 W 02 I e A AT caspasel2 43 4
AT AR M T A G B Bid #X calpains Y] 4 tBid, tBid
AR Bax T2 B IR] U5 55 SR A T (5 Zheob 4R JCim 35 Ak, , 3 11 175
5 Cyte FIA 1215 5 - (apoptosis inducing factor, AIF)
SRR AR R () B rb HE AT S B R Z AR A T
Sekaran %5 ZEYE IR G 19 RGC N & B Ca™ W THi , HL
T R B 56 RRE RRISR B — 2, RIAE  BFE N R FE &
JEHRGHE BN RGC & BRERLR PN Ca™ K1Y I, 2ok
PR Ca® ¥k i 3k i B g ELHZ5 12 MPTP A1 36 JF ik, 34 fig
ALV ADP/ATP A 2R AR (2 5 ROS #97K F-[A]
He L MPTP FFH; 2 MPTP b FFFBOR S B T 51 & 40 il
W Cyte AIF 38 1 b ik 0 4 (i b (2 4% 22 At B v | a3 T
JA SN T Sl B S B RPE JET- H L, ki ik
Ca” TS MR IR AERL I B0 45 vh & #E BE2EAE T, HL 4k
R Ca® PAPH 23 267 I O 05 A BGE R 22—
1.3 @WBAT LI BOLH Y B2 B U 2 — ok
JRAZ A A L R 2R AR YR T M A T2 F A0 L I Y B
PTAE S SBERRAR N ATF BRI il &1 2ok
1Y Bel-2 2N TR ie i iy B R S K
R ) — 6 25 1 B4 Bel -2 Bel—xL Bag—1 25 A BH 11 41 ity
PAT T o5— L3R 4 W B AN Bax  Bak |\ Bid 25 0 2175 &% 41 iy
T2 Y Bax 5 FE AR E Y MPTP 1 caspase MG
PEE SANM A W TA T, 2 Bel-2 755 28 DA U] B 11 40 i A
T8 BRI, B R TR T B9 K RO EAZ 7 40 i K
RPE I T2 48 (1 41 Bel-2 F1 Bel—xL R, Mife 98 -4
4 Bax 1 Bak % caspase3 Fll caspase9 A 2 15 Bl G 18 Bt
V) A T 1 A0, [e] s O 22 380 4 A WA 0 IR PR S I T3 42
WGP A VPR Bel -2 F1 Bax (323515 & N TR
TR AR S B RO A, BR8N R FE 4 48h
Fre 6 IR B RGC PR B Bax il caspase3 BYZE [ # k7K
SF- 5 SN, A7 T A BT Y Bax FRIA T W] A AR (A i
B R A TR R Cyte 78 2 40 M % v IF s 4k
caspase ZIEFEA MM T L A BFSEAE SD KB
EiiSiwint vy Sl VAR -4 S RENBUIY vallll a2\ i A e 1 B
MR Bax Fl caspase3 [k K, JFAE GRS 5 3d 3k
FNEAE . FIRBFSEUESE, caspase MR Y IR T2 1 42 45 )
SEGARRIBARAEAN T 01 T (0040 X BB 451 £ 455 78 e 9 Vi
EEMAA,
2 N JBR M Rz i 5 40 ) B e #3455

P 5 M ( endoplasmic reticulum , M) B—Ffh 2 5
FRE T & I TR AR AL 25 3802 Ca™ I AE S T . NI
DR 3 5 A 200 P — i IO PR I T AR R TR AT B R R AT
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B 110 B A S PN 5 P A8 M R R R a4 PN R 9 D 2
SR T, B R, R MBS 5B SR
PRI 453 405, L5 0% 8% 37 2% 40 i 42 1 A RPE #5145 A
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WX RGC M EHAE Tt — 20158, BLRTiFIE R,
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PR I R A e S RO R v S EON BRI B BT A b
Y ROS [RIRESHL AL 9 o M v 2 1 0 3T & R, R 3
KT BRI B R BB, ik & PN SR
W SR SN MU A RPE BERADEIR T 3d 5, N R
I 137 B B BR T A FL AN ATF6 A1 CHOP By 383k B3 8 i
i BT N- 2 B R RIRYT G, Lk AR E W
i FRAR , F WG T R AR R T R R BT T G S R PN R
O 7 384 P L A R S A A e B, O T 3 il ek
Zaw ML ROS 1Y 77 A I35 & 8 I K A0 23 1 (S —opsin)
bR VN1 7 VS TR Iy € R e & O o 11 5
T, NIRRT RES S 2 AN S %S (LA
ORI FEE 8 475 e %) LA 1 DA B 8 s AL i 5 ] A g AS B
W, A Rt — 5T
3 4 B 1% 5 40 W AR S R 45

W A% A 0 A0 T PN 37 458 200 R 2 A s T AR oh
AR AL R AU 5E SO 28 10 N BB
et 2, JRBE A Al R TR AR 15 SO Bz AR At T,
BEAN , IR SZ 5 40 i A0 28 21 o R i 1 i o 7 1
A I R e A AT T BEBR /N BRUAY F S AgtS
HRT A S OGIERSZ AR A IR A PSR OGRE T R H I E
R B 401 407 R B A R AR Y o Ok BB S A RPE
1d J5 2 B, 40 P Gk ik 37 401 HLOG IR A2 28 4017 B4 4 3
WL, ARG I3 [ WA 56 8 1 PERK  LC3 fl Beclin—1 7 %
ik BEROCIRIE S A MR AR MAEBU 556 S5d piid B
FIRE TP, IR caspase3 5 p38 MAPK A ik
PRI T K 7K, ELA I 5 e, P R JR Az i A B A/ 2544
FEAYK S I, PR A I 5 2 5 40 I Y 4 14 1 0 0
U TR FSE N B I R 4L Sk 2 S G R B/
TEJGRR 7d J5 LI A% J2 Hh A 40 B A A e, L
RPE 1) LC3 R ikt B 2 B AR, $27R B Wk 2D 5 10 ) i
BAGAHE

SR, — B 45 PF R, 1A W5 B A 5 28 3 %) o B 30 I
T BE P2 28 20 L 0 T BT, T 5% 2 A /N BRUR) G I Az 7 41 i
2R 5 AT 0E MAPK S 35 i 51 & 408 H Wt & Ak
ZHET Mifd A ERK #0467 PD98059 N fit HH & 11 i) 41 it
LI M R 47 R A B 5 A B g R, Az 2%
YLD RPE £256 R G &A= BT, 0L I8 1A% )2 25 4 B i
ZALHEE TR, AN B A E %A Beclin—1 A
LC3B /K- 2 Tk, SR il 4 i [ v e, S 2 3145
TR B I S Rl A, s U o e R o A ) B 5 15 LA
PHERYY . DLW R, A WS 6T 0 A0 I R AR
B SR B8 AR G | HL A W mT A <7 w3 5k 5 240 i O
T3S SUPR T 7R 4E R 00 ) B AR S O T A ¥ 2R, AR
it E RIS, 00 IR 8 47 1T R 1 R A, (H X S
WS 5 AR R ZiA R A AL T A AN AE B i

940

A o 3 e R4S 1 X R O B 4t B ) £ 47V T RT i
R A5 KR I JEE ST A 403 1) T RS
4 RIESWW RS 5

RAE & RIRAE R A E PR 22— FE 2 21
P B B T A RAES 5, T3 O A 1 IR S
G AL IS e AR S A PE 70 TL- 18 \TNF—a 357K
B b, T R PR T S R S AR T R 25 W I BEA R
RAETF W25 WG MM IR R 2548 5 DI BE , RITRIE S 5 LM
JRERY s o R TR I R ELAT A 3 e, PRI
(] R R B0 P A 23 18 SO BZ 2 A i st T
TEZECIR 24h J5 57N AR IO R P 3 3k /DN Jo 40 i/ 1
WELR LY HCAR2 2 A3k BN, BAZ RbFEY CD14
I R RGBS 1/ INE B A 75 5 R 1Y &
AT FEBER O BRSO IR/ N S 5 440 L T O
PRy M1 A A KA T AE B 25 A N AR BOR vl e 4y
M2 $i 5 AL ELAT /NG 57 4 3% AL 30 R K R R
ATAR /N B A 52 06 5 S 00 I B 4050 A
RPE {52 T B, 5 27 A2 19 ROS Al 3l i 82 20 3R
A2 ( pattern recognition receptors, PRRs) J& s 2 4E , 347
W R 70 TL-1B IL-6 253 Tz 4n i v
W IT caspase MRAME T TR AR O CIRZ SR AN T

RAE/MEZ—F AR ZE ARG, FEd gy
A2 AR SR RN caspase A AR, B B0E 1 AR AE /M
1L 53U TL—18 F1 1L—18 F4i% T UiEAY caspasel MM 5] A 4H
MLAETS . DG BERS 8/0 BRUOE ) 40 B P9 NOD A 32 44
AR 1 45+ B8 A0 OC B 11 3 ( NOD - like receptor thermal
protein domain associated protein 3, NLRP3) | caspasel Fl
IL-1BH mRNA 7KV S FE T2 X 73+ Gasdermin—D Y
SESINOITE 31 i ISr ey qS b=y EE N PRI B
KPEAMAET . RS2 R A0 AR G5 5 0 I 45 45
/NS rh IR R I A0 A AR T A ARAE O B 2h S5 A 4
TZAAGH 11 NF-kB \NLRP3 J¢ TL- 1B &35 3% Jin JF bt 6 1R
IR PSB85 AN BT AR 4 W R BRI
RPE HORAU& A= 20 M 08 T, [/ I 38 0% 1 NLRP3 4 4iE /)y
PRIEST I IL- 1B S804 Mg 1=, 3k i i & RPE #1454
HATBFFE N Ry 22 Fh Ak K AR B s 2 5 2 A8 M e
SCNE, -3 1ok 75 5 0 L O 1 A T A R A S O R JE T
D, TR T 2 M PR 4 R i B HL A ) o 1 42 A
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5 ING
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