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[Abstract] Glaucoma, the second leading cause of global blindness, has long posed a significant challenge to
the medical community due to its treatment difficulties. The core pathological feature of glaucoma lies in the
irreversible death of retinal ganglion cell (RGC), making the preservation of RGC a crucial strategy for preventing
optic nerve damage. Recent research has unveiled the coexistence of multiple programmed cell death (PCD)
pathways—apoptosis, necroptosis, pyroptosis, autophagic cell death, and ferroptosis—in RGC” demise.
Furthermore, blocking a single PCD pathway may not be enough to fully curb the RGC death process. In light of this,
this review synthesizes the molecular mechanisms and interrelationships of various PCD pathways in RGC death under
glaucomatous conditions, aiming to establish an integrated " multi-modal cell death" framework. Based on the
framework, it further argues for the potential value of jointly regulating multiple cell death pathways as an innovative
therapeutic strategy for glaucoma.

[Key words] Glaucoma; Retinal ganglion cell; Apoptosis; Necroptosis; Pyroptosis; Autophagy; Ferroptosis

Fund program: Guangdong Medical Research Fund (A2020591)

DOI: 10.3760/cma. j. cn115989-20241029-00301

FHOLIRZ 2B E N FEOA T HME M L, O
9 AL ) 75 T4 169 55 b 25 15 48 i (retinal ganglion cell, RGC) 11y
BaEWi 5o Te s B %E RCGC AYZWIFE T, B 3 WL 1T 34 i 4
AN B AEIAT R B ARG . RGC AR LI IR P9 2 Y
KHEA 2T, K O R B MR B A Bk S ab . A
M HREE RGC B4 FAE T bl , X 3 58 A &0 75 B IR R T
TP

2 B B2 P 4 BE T ( programmed cell death, PCD) f& $8 A 4 +¢
HUR N A AR e, LIRS B 0 — i A £ BA)F
GE AR R, AR, HE R A, ZF PCD BT
RGC 45345 7 (0 1 FH 2 8 W0y, 0 466 0 1 RSB PR T2 BT A

Wi PR AE T B BRAE T 55, X SO R B9 5 T2 J7 RO AR IS A7 A, 1
EHFAAFET RCC T L BR BN T - MEHHLZHN
BET- 4%, 1% B G 78 A0 ) S G5k 1l — 57 7 (ischemia-reperfusion,
IR ) %55 B R b 2 e WL AR 2], J 8 993X 88 PCD & 12 19 £ i 56
M ek B3 BE BEmOmE RGC BIZET- X . Bedh , 7555k
MR A8 3 Y TE BN B K b MRS ) 5 08 T L B BE TR AE AR
KMy F R W WO IR T SRR

H T B — BEL BT 5 b 41 i SE T P AT AR DG T 4 1 8 il RGC
¥ PCD' A SO 3 2534 75 L B B2 h RGC ¥ K (1) 22 Fh SE 1=
I RARDT X S iR 42 2 ) iy S A R B O RGC Y52
BEME—A T HICIRYE RGC T/ £ 2 i 21 AE 42, LU
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TR B DG IR M 22 450 400 B9 S A LA, OF DL Sy 2R Al $63%
i ZR A P 2 Bl PCD AR R RGC, HE 22 75 DL R 2E 1Y
BORIT RS . XA CA B T 42 T %65 3 56 IR BEAL A A A B
I AR IR YT T BB A T Y B R AR B

1 FHXRFSH RGC PCD &R

1.1 @1

MU TR A AR N — Rl 2 R A A A R T
X T AR A SR A O B R AR A 45 0 U A5 i,
0 5T 5 A0 M A v 4F DNA Jv Bedb, B YR T 20 i AT A 48 3T 40 i
A ROH W BB DR RAE RN P T R BEAT A VR RS R
2R, WIRTEIR RIRFR R BLAR N SR TR A2, EE A
Ak 17 8 2R A Ty B TR Bk DNA 5 455 S 0 9 e 2, Hoad FR 2
Bel-2 15 i 5% I 455, 5 SO0 M 65 R ¢ B, AT 51 % 40 94
= AR A T A AR KT T A A IR R T A T 24K (A0 Fas
TNFRI1) 5 H Bk 09 45 &, %% Caspase K i & H, L H &
Caspase-S,U\ffﬁE‘lﬁ]Uﬁ]iﬂ%’?ﬂo

RGC W T BN AR H LR MM AT R R W EELRE, —
g A 358 1) J5 kM I f B DG IR 5 226 451 % B AN 1K 19 3H 1
WFFE 875 , hsa miR-26b-5p 25 T-J8 15 miRNA (£ A 74 B F
S AN RGC TR IE S AF AL T 2 B G IR AR o
DBA/2) /NEUE A R G IRB AL/, A A IR T &
4 RGC £, Schuettauf %™ % 3 b % DBA/2] /N
AR I IRE T A 2 E S RGC W TR Ak B 3% 78
6 A BB BN A T e, PR TN OC(E 5 TE B R E R IR I
PRI 1) 5l 0 0 40 A B vp 2 A IR B Bel-2/Bax {5 5 3 i 7E
0% RGC W T fe h R H WAE ], X — KB AEA A 56 IR
MERL AR B T I B IR R T TR R TR o g IR
KA 58 A S B P v TR A TR R S v TR A R e [ R T
PIMZESE] RGC T, Zhang %5 1V 78 14 S Ak S 1 45 & R Bk
AR RGC-5 41 A4S 22 () 5 6 AR AR SMSEAY vp B iE 52 T PR T i
R, PTAEN RGC 5 1y = ZE ML =z — , I 42 25 A 12 75
IR g iR SCHEAE T, S 5 G IR T R AL T E SN
1.2 SREtEE T

IRBEAE W T2 — b AT A 1 B AE — & 45 0 T AT e 1 4 i
FeT 07 A, SIRFEANE TR S AR AL T AL A A
et o WRFEMEH T B0 R AR 2 AR T4 A 1R,
¥ Z M B VE B BB 1 ( receptor-interacting protein kinase
1,RIP1) Al RIP3, DL KR 43 2 81 8 F1 380 Al A 25 1 B0 (mixed
lineage kinase domain-like, MLKL) ) # 7% , 24 RIP1 #1 RIP3 #§
WS T FE S EIRBOE MLKL, MLKL 2 — Fi B 58t , 25800
J5i 2 V) 40 L B B, 308 1T 5 | 40 L S 1 24 R 40 L N 25 i
AT R BRARE W T /e 5% L 5 G IRFEAR L, B
W E L SR AN, RGN SE R 3 i JC 8 45 1 4 B sE T, 3
B FRUAR S 9 5 | 5 T IR SR O T R 2 B 2 R TR e T
72 A TR S 1 1755 R A3 P R

Feng %" 7E 4% S MR % 1 8 8 7 N-F 3£-D-K 4 & ¥ (N-
methyl-D-aspartic acid, NMDA ) 175 5 #) R28 2 fifg 2% 1y 5 PR AR 7Y

LRI & A T T, BIRAE M TR S B A RIP
FP-MLKL 0y 5 0 3 b, 78 4 2 IR 2% 4y o 55 Pk s
RIP1/RIP3/MLKL i %55 RGC 1 %€ ¥ 94 T 1% [7] i, NOD #¢
ZARE A S5 A 55 2 1 3 (NOD-like receptor pyrin domain-
containing 3, NLRP3) & A /MA LB 875 . Shang %' 78 215
R JF 11 48, 4 %5 1% 3B 25 T 9 UF ( oxygen-glucose deprivation and
reperfusion, OGDR ) 8 14 [y 1 9] [y Bt & $ RIP3 By R ik B % -
W #E—2WRI, RIP3 JE P ARG X RGC BRI /E T,
AN, Feng %17 Y BIF 55 10 38 B 76 B0 W I IR = OGDR J&,
RIPK3/MLKL &K #iPEIRFENE I T2 78 RGC v il sl 7, ax 8t
WRBE R TIHRIEM I 125 5 RGC W E K, T RIP3 41l 7
GSK872 #11 RIP1 1 il 57 ¥R #€ 411 Z -1 ( necrostatin-1, Nec-1) 7] il
iF# I RIP1/RIP3/MLKL i ¥ Jf T NLRP3 % AE/MA L H T
UiF B9 20 M A 28 -18 (interleukin- 18, IL-18) 45 48 4E [N 1, #1il 45
RAMRHE T RGC BT 734, Rong 41010 Nec-1 3 A 44
KIURL NP1, DTG FT 2 e G A= 9 0 ) BE R 22 4 e i o 20
RGC % PCD, RIPK1 # il fk & # ( RIPKI inhibitor compound,
RIC) B A5 5 Nec-1 A [al 9 A4 4k K5 P 0 /E AL . RIC ] 41 46l
RIPK 1 i J5 19 T e 30 2 25 1 | A0 45 R ZE /I A T 18 R 2 4L 44 Ty
REREAT , ARIL SRR M RGC 145 ', B SRSE P T 1
RGC 51495 v 22 3 HH 0 65 1) 9 AR AIE | TR AIF 9% EL 45 ML 1 45 B
THE 7R H OGRS B0 19 52 2 i P e

1.3 fET1-

FET R A I R PSR B, 2 i R PR /ANME S R 19 PCD, Ho
LHLH S gasdermin £ G A G, Hoh GSDMD fE & T2l 72
RAESSEAER Y L AT R T, A0 2 T Ik A0 M
e 5 R A RAE N, BT EERR S WAL
WG, FEA MR AR, S0 /MR (41 NLRP3 A1 NLRP1) J¥ A
F G caspase-1,#E 1Y) #] GSDMD , 5 2 41 M 18 35 & K 45 W
M IEmE 2, TR S8 0 IR 7 (0 TL-18) R 5 R 20 i g 42 )
B3 I caspase-4. 5,11 %5 [, U1 ¥ GSDMD, 5| & 1 [F] 4%
I

K1t , GSDMD J& 41 3 RGC AT X4+, fE T OLIR %
i b B T % L, Burgos-Blasco 45 1R G R L B K
R I — R 51 SRAE AR SC AR, 4@ B CHEXS L & B IL-5 IL-12
IL-15 25 R AE N F % 35 K ¥ FH 5 . (845 1 B A9 J2 , Pronin 21
R 3o R AT 35 T 0 TR e 1) R R /MR L G W0, 5 caspase-1
PG AN TL-18 e, LR GSDMD B9 306 f 5, BL4h, Chen
SRS BT, GSDMD PR R T AR 0 T Ol HR AT A op g 4
RGC AR 4, i — 25 58 36 32 B, 72 OGDR B8 {4 41
HE 5l 5 8 4% NLRP3/ caspasel/GSDMD 3 B, 10 @ A% Ter2 .
it 2R3k miR-1839 B TSPO FTERSF J7 1k, ¥4 58 A 09 15 HR 199 JIE
ZeICRYAE T I B, 0 T VR R IR A 0 A A R Y I
GSDMD fE A5 RGC fET- 1G85y 76 RGC Bl i /E
H 45 ™ 2, R o 08 42 X0 06l 4 75 DI R 458 5 0 1Y) 4R S T LA
HER L,

1.4 HAmE
P M 2 — ol 200 R PR 0 I A S R TR ) o R T o T
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YR T I fie AN L PN S O D A R A AR S R A A E H WA
R 0 SR 15 B fire 04 ) TR 2 S L)% T 25 g 1) 1 A o
SRIG 5 IR LG T B A W I A AT R AR A S R T
W, R A0 A BT B AR R PR AR, R R
A P AT Y, A2 R R A R AR I B A B R R R
RS T AR5 AN P FRBE AR S Y IR BE W AT LRy 4
PR AL EL AL P AR &, AR X B IR B2 i A S AN R R SR

I W T 2 5 s K 3 R RS R R AR AR, MR A AR L)
RE 19 7T A 5 BCHR R FH 78 M OB R & AT R ORI B
KA & B AR OGN AR A Rk 2 R U SR, B A
PR IR A, & B A WEAE RGC 194738 I8 45 P 40 38 25 WL £ €5,
Piras 25" 75 20 FOGIRBI R b RO I8 7 IR J5, & B A
W 17 o) S SR R B /N AR B R TR |V T AR R DG R AR
F L BA M S B A O 2 1 82 8% 3 (microtubule-associated
protein 1 light chain 3,LC3) #5 & 9 (1 {0 3 £ 4% £k, 3 £ Fif
LB 280 A9 BE T . Li 425 R FH NMDA &b B A 55 6 IR
K EABAIFNR SN RCC BEAY, K B W A DG 2R 11 3 34 75 B b 3%
i, T A R R 3-H R 2 S (3-methyladenine , 3-MA ) )
B, AR T WA R R A T g e Y X
PR eSS LR 0 B O Y A AT BEAR JF RGC AET

SR, Russo 25 ) % B HR I Hsf 100 5 A2 A 00 4 S 1Y 1 I
N7 52 ] A B R RS TR A, W A TR RO X
RGC HAT TRy 1E F {0 B & B R4 | e 0l s 22 i e 59 , 1 i
R AR Y SQSTM-1/p62 BLER | A WEH S 1 ATG
Fl Beclinl 35 F 8, Bt i W /9 980 55 7] BB IR) T RGC #i4i .
i i R AR O A v P B S B RGC RITRIN .

F AN, p62 FE R 22451 405 b b A 1 AL ) 7 T 27 06
., Kojima 25 i ] p62 /NP RNA Ak 30| a] 5 35 i 4% o Jg
YRBE B F (tumor necrosis factor, TNF) % G 09 il 28 & J¢ . i
Nmnat3 38 328 84 I 0030 28 o 9 LC3-11 7K 3 B AR p62 7K 7k 13
1 RGC, {H15 1 &, Kitaoka 257 & I 3-MA 7£ 4 il [
f TR A A 59 T Nmnat3 (95 22085V A, ilE—250E I T A W
TE RGC AR5 i 52 =tk

T HEAEST A WA IR VR, Park 500 gk T
VR IR R T OB IR K SRR, & BB 3 IR R T, A A
RGC R R, AMEM K H LR, IR 2 4 J8 i 3k 2 0 AH, i
3-MA #i [ WA RGC T, HER AWM R B R, b
R AO899 B e (4 17 I 36 3h EL A UA B, ) 3-MA ISR 1 A [
WETT > RGC PR T, M1 3-MA 158 2 A [ w0 B¢ 4 nds B
Wr i RGC PR T XS K LR R T T O R L
Wi S A . TERR AN TR B B, B T RE R B OR [R] Yy
FERT, BETT LU A4 0 BT B 2 4R e . Bk IR AR5
3 — o R A T AN AIL R R B R B R SRR RN
IRIA YT M
1.5 #3tT

BRAET S 2012 4R 4 H 19— Fpogi &1 PCD J5 =X, HoAZ .0 HL )
HE 4R TR IR B A T B R R Al M R 0, AR BB T
AR R T 5 A B BRRE R 3R VR A, S B0 A

(reactive oxygen species, ROS) 1 & 7= 4 | #F 1fii 51 K& 40 i I fig 5
i AL B 2 AN MR AN AR T, fEIE R LT, Al
P B R AR R G, G A e H K S AR 4 B 4 ( glutathione
peroxidase 4,GPX4) W] ¥ B ix &6 g it 1 &0 4k # , M1 A7 47 20 it
Bt 2 B0, B GPX4 HMU& 12 4h , 16 A7 78 A K GPX4 B &k
T %A%, 0 NAD(P)H/FSP1/CoQ10 R4 S0y,

Pinazo-Duran %' B 58 & W1, 7 S BR 8 5 17 7 i A 1k BE
T GRICAN BT m ) FIERIE TS R A (R GPX4 FiM) .
AN, — 350 RNA W5 B 52 2 BE, /0N BROA P B8 TR 85 78 0 %o I 2
T RGC BAR AR G 3 H KA 77 7 .38 22 37, 8 R B AR 5
WEE T MBI R I AR R 8 F 6 IR A py B o
Y EEHN W 4k B A B B R, W U RGC BB TSN Bk
FET- 55 erastin Al WK RS Xe WG M, S 24NN GSH
KRR, B X5 R BB T it B EA T LR
RGC i i 7 i GSH 7K V- F BB & ROS FPN /K F I+
w5, DR Bk B 1 B, i — 4B E S 8k PR T AE T O B B
R VR,

AN NMDA By 3 M A & 3 i NO i Dexrasl Y35 {38
BN DMTL Y238 0 ki 28 1 FPN LAY 26 2 0k 38 hn 4
i P A S 1 K TR T O B R S R o kR R
JtH NCOA4-FTHIL i B A 317 Guo 217 TE MM 2 401 11 K W
A 5 R % B, GPX4 AN bk & R /Y &R I F5 32 B 1 (cystine/
glutamate antiporter,xCT) 25 2 3 T, L H BRI ik
AOFFEkR B T KF T, RSB T AR P g R Ak R
S EUR R T (0 TNF-o IL-6 1 IL-10) B384 i LA Kz /)
S8 FB 440 B 3% A T4 /0N e TR 40 B T Tk 2 BB RGC Bk

Qin 21 (B FE 26 I, kB0 T4 41 30 £k 4 -1 W Rl RGC
FET VA0 /N B T A0 A 7 S A S 8 I I, I 4 R R i 445 A A
fE, BEAh, Cui 4581 7E B WOER V5 5 1Y 5 AR R Sh 4 5 R v (i
FH 2Bk (— Rk B & 7D 167 9 AR, WE R WM B H RGC
B B E I A 2R YA ST R T, ke vl i i
ROS/NF-«B 8 F /> NLRP3 & b, 8 15 /N JBe 53 4t i i £k, o 20
rh MR 20 R 2 R 0 e 2R 8 e R E BT R R
WY X MBI ST A SR — A S T BB 0 O IR ¥ A
B e . RBETVE R —FloB 2419 PCD Jr =, 75 RGC #1455 ¥
HE AR O PR BB 58 0T B8O OB AT FERER R 1

2 BERRRGCHEMSERIETEKAIBT

FHOGIRAE Sy — 285 2= A MR AR 95 , L 9s BRLAIL 1 o A 52 42 W]
W, EEMEERE BYEEREL K IR SHAd B WER L
i RGC FET- /7= (3 1), Dvoriantchikova 251 BF9E 45 1, 7240
WIS IR J5 , JR T IR PR R I T AR T BRAE T IR I BB . Yao
SV AR 5 — SRS A 7R /N UM B 2 450 03 A op | AT U 2
B2k 11 AR A IPE TR, ks Rk LG R T #H O
HR 5 BHAIL ) 09 &2 2 M 9 T 2 R0 PCD Jr X #E RGC & K it 2
R VR . EAS A, B — BT A PCD & 42 HT g
HARLIA PRI RGC ER M fln, B0 fil 571 Bl 2 -1
TEAR P RGC T T J& 3L 1 A0 T 94 T2 410 81 57 z- VAD - FMK 1 3% 5
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1 HARBEFUERTHXES T ERNHREBTES

Jo A0 i A

AN, ZFh AR U Ripa-56
Epacl H& R FE3% 75 1A % R M AR

BREFMP R A BA 2
PCD i 7 B % ¥, Ripa-56 B
FER T IR 787 TR ¢ I W 1
TP AE T R Epacl
B PR AR 3 W] S 3 A% v IR R X
LI 5% ) 458 493 800, AL A AL
SR 2 T0 4 T A0 IR B Mk O

A B8 T 5 KAy F i AL TR YTHE AN
T Caspase K EHE M | DNA 1 145 55 4% 5 W% Caspase, 3 5040 Caspase K EHE M |
Bel-2 R E H A JFIET Bel-2 A& M
WIEE R T RIPK1 RIPK3 MLKL  RIPK3 ##2 1t MLKL,JE L& & ¥WE  RIPK1 RIPK3 #l MLKL
21 it 5 i S
ELA LC3 Beclinl | 5 B e 10 00 e e f B2 3 A A, 5 S P AE
ATG RIEE A AR Rl A %
LT Caspase-1 ,GSDMD SV /IMA TS Caspase-1, 1 %] GSDMD Caspase-1,GSDMD
4 i B 2 AL
BRIETS GPX4 SLC7A1l BRAR 0 B B A A S B A A T GSH .GPX4 SLC7A11

ToRESN AR R R AREM

I RIPK ; A7 A A H A/ 2B (30 ; MLKL . R A &R 51 28 (0B RE 25 W 8, LC3 . i M | 1 ekt 3,
GPX4 . 27 ot H ki S Ak W) 5 4; SLCTATL . B AR K% 7 M5 115 GSH . 45 BEH Ak

PEVE T ) Nec-1 BOZICR , ELIB A FH 3 6 10 400 370 8 5 4 2%
BT OCIR $ 2 RGC BT, X— KMt~ LT £
Fp PCD J7 3 A 77 O IR 95 BLHL ) o 2 B OF B R BB YR T
AIREEE Oy G HE, M Ah, A TIIF AR BT % RCC E R M A
Fl481 | Schuettauf 277 7E DBA/2J /N BURE 0 oh % 31| B 2 4F 1%
W RGC AYFE T8 20 72 1 vh U T 5% 25 S DA 4 e b il | 4 e
T 2 g B AE B R BE 3T AL BE Muller J5 5 40 0 (4 35 4 Vs 7 19 37
Az I B, B — 2B R T G I ELML I A A stk b
A 354 SR BT & B JR T AR R T O R B AL A R SR T
FA Y L U TIRE A T T AR T RIR AT U T A 3 g
fiF o — Fh KR (9 L R T B E Ml R B9 R E PR PCD iR AR
PANoptosome & G ¥ 1 Jy S B JA % 8 F |, BE 65 % 5 K W] PCD i%
BWESST et AZH T RED, B BR RGC
POZET R RBE— B IESE T 280 PCD Jr 20 AF 7E A AH B
YEF SR T BEA 1097 SR A2 (L B RGC Rk 28 5 S IR o & v
HITETEH A

Bk T PANoptosome & & Y7 £ F PCD 5 o] A2 A #%
ODAERSM ,ROS 763X L6 YIS AE T- 348 R R FE 40V T B X 21
fife TS AR TS B BRAE T AR TSR 2 R PCD
RSB AS I ALY ROS AR S A0 I AR Y RIS Y, 7R R R
15 T B 41 P A BT AR A R R AR L AR 7 T OB IR AR
LA ROS (977 A 7T AE 583 19 0, I TT 2 5 DNA (FR T,
I T 06 Bad A, 5 04N A 45 A R ) RE IR, 30 0T T AN TR
9 PCD HLE 7 b, 48 R A BE TE PCD P A G AR
Hlo BT IRFEME I T R Bk A6 T H 1 BE 5% R A 5 B, T
A PR 5 980N 2 S5k 200 L 3 A S SRR R A 20 A 6 RE IR T (T
TNF-a IL-Ta IL-18  IL-6 %5 ), Wil K 4 E Gk = hip , 5 B
ZegnAET AT N AT £ R POD iR AR IR AR T R
s T AT R S8, BN, Huang %5 D7 BB 95 % W] Nec-1 fEAH 2K
FEL VBT 55 FE 41 180 T 00 41 /1N e I3 400 LAY 5 40 8 SR, 5 47 R IR0 B 4
Zat— B Toll B2 A 4 5k th 8 U e /NI S5 41 M 1 37 3E
P T I B AR L IR 58 46 i 7K S Jiang 2500V BF g 2 9, B0 0
5] 38 1 4 cleaved-caspase-8 A1 T i NLRP3 48 it /MA K IL-
1B 2R3k, S 0 il ol 25 ¢ i S 07 A At 28 50 0 T, [ bk 400 46 /0 Jie

LT JI5E 25 T BT 440 R Y 3 AL
A B A P R A T S ) R
iR F # 35, 40 NLRP3, ASC,
GSDMD-N Al IL-1B, 3 7] A8 3 ¥ 1Y mTOR/ROCK i X} RGC
MR EZERPVERD . Ye S s &, W8 B E W KR sk
e IR R 2 0 RGC IZ M T2 3 i el % RGC M T RIRSEME PR T,
LR/ e J5 200 i A SR S 1 08 1 AR T ) I 2 i 4 IR0 8 4 A,
L IR, T D7 OGIR RGC M &R

FOLIRAE N P BT R, KR MILR 2 B S
Fof 7R 1 SR 4 0 R 5 T W 4 L At e 45 3R AT M A7
TE AR AP 3 S o U A ) b 2 D0 N it 25 ) AR AT P AR
A B b i v pl AR Ak R 3R A R B IR R 51 &k By PCD R E
FE R, 70X ERAT MR AR A i 480 BT 19 B T IR AR AN W] 22
W, BT 9T /N S A, 2k — A e e 2 AR 4 A sE T
U, 6 IR 036 97 AT IR A B g EL i R 04 95 BAL I, IR
B Y H Al 2 AR AT M MBI ST R, 2L IR HR & AT I 2R
AT V9 A8 TR A A B R IR YT SR

MZ TEAEE IR R 18w IR 2 IR A5 SR T o]
WMELF RGC i AR M PCD KA ZRMIAE, HRER
HISE , A5 P 7 6 IR A Ak 22 45 403 A5 7Y b T i ) O 3R B o O o
FETRERIET . {H IF R % #3138 4 P8 720 1 40 IR IR A
R ERLLE PCD R AR R B A WEPESE T X R B L
PCD BBETEFOLIR RGC Wi o Al GE W B A7 76 . A R,
X4 PCD 5 2 Al RE 7E B ] b2 A8 B B R 2 R B B
BN D A S TR B D sk R T R i 22 R 40 B T AR
LA DGR RGC 493 7T Be 2 AR Sk B 58 RA Y7 R J7 1] .

3 i

TG HRAE Ry A BR A — K BUE MR , 00 4 22 988 3 ML okl A2 4
B, BT MEREE, EHOLRMHEELED, RGC
WA K FOLE] GG 5 18 ety BB R T Z &
A Ty BE A 5, 3K SE L ] A 5 A% 145 M 46 o B AR
W ZMigieItE B RGC FLTo, il A BT 5L X L L, 9
P22 AN PE T & AR SR G T R O R T A 45 2 AR 4
RGC M S 26 1 A B e ms . 250 BUX — B A, 7l 38 i G
BEAE AR W LTI £ F RGC FE T 772X, £ %) HIE K PRI 5 J& 1
BIRST IR BUG . ARk, B X ' IR B AL ) 64



AR R B2 AR 2026 4F 3 A% 44 %55 31 Chin J Exp Ophthalmol , March 2026, Vol. 44, No. 3 . 305 -

— B TR FNE ST 5 1 AN W RET A R O IR A AR TE
A RIRIT R,
FISEMR B 1 B R AR 70 25 o
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