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Abstract

e Age - related macular degeneration ( ARMD) is a
progressive visual impairment fundus disease that
frequently occurs in individuals aged >55 years. The main

56

risk factors are aging, long-term smoking, genetics, and
racial Pathogenesis
function of the retinal pigment epithelium, damaged
blood - retinal barrier, and abnormal immune function.

differences. includes abnormal

Currently, intravitreal injection (IVlI) of anti - vascular
endothelial growth factor (VEGF) drugs is the preferred
treatment option for ARMD in clinical practice. However,
it also faces challenges such as repeated treatments, high
medical costs, and poor patient compliance. The
predicament in the treatment of ARMD has given rise to
several new treatment options. This article aims to review
the treatment methods and progress of dry ARMD and
wet ARMD, providing new ideas for addressing the
limitations of the current clinical anti-VEGF treatment.
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SIS 1 A 5 A OGP B BE AR P (wet age —related
macular degeneration, wARMD ) 5215 £ BRZ) 1.96 1N , =&
BAE N E A0 E R ] 2040 4R 2 ER0R
AL 3ACNZ BN 2 ARMD £ 35 1 AR 2 T
B A = 28 1 AE AR E R, 2 BT R KRR R
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s R 11, 1990 - 2021 4F 1 [ ARMD 2 9 26 A i -
T At R T, EBOTHE 15 a AR
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JUEE S A B AR TE R, HI BT i, R AT
L% P K2 A2 K - (vascular endothelial growth factor,
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21 RSB 1EIMESIE R BRI, K
SRR A 95 A0 O RS /0 5 S5 A4 L RN A I A0 i e 5 2R
A 14 , I fb % e 015 ] F 3 (activating transcription
factor3 , ATF3) 4234 , 3 R HE38 10 (21146 A L 17 A0 26 5
AR PR TP A A A R Az A e AR T R 5 1R
LRI DNA 451405 AR d L A R [l B NK 40 75 &
A kE A I A8 15 4 R ( neutrophil extracellular traps,
NETs) 15 bR 2 M KA REaE s, S 800 f 1t
= ASREBE N IR DT AR ML 75 00 P L AR i
1% AL 2,28 | % (retinal pigment epithelium, RPE ) 4
Mk A & R 8] Bt 4k ( epithelial — mesenchymal transition,
EMT) " KBk ¥ 7€ RPE P S LR Sl 1 40
JBE T R D5 K 2 3 AR M Zhao SF' 7 MU A
(NalO,) i T4 ARMD /)N BURE 3 v 2 B3l 1% J0 0 %
A KT 2 mRNA 2548 H 2 (insulin—like growth factor
2 mRNA-binding protein 2, IGF2BP2) A . 2 W 42 4L I [l 45
F RIS RESA .
22 RPEThEESE il sii fF 2R IR Sl LA™ 1 (i i
NEWTmR | Ae Ak = P i ) 3 e < g — 100 o sy AR 3 3 e
KEREN D BEAMEE AKT2 9 F 6 EB 55 @ %
FAR 8 [ W R A2 (305 ), RPE 40 A 0 75 B 5 4R
FUT(an B-YEM AR 1 BB ) BB TR S 80%
PRI I HERUE BB DB B | fih 2 v WA 73 I 28 Y e, e Ak
TAER I RPE 4L 31 RPE 443 A &
T (AN IL-8 MMP2 MMP9 45 ) | 5 IR i 4 I /i 5 e, 4 i
k2 RS A i A AR A1 [l RPE 48 234 5 |k
Pk 245 H5 6 4 i 85 BEL 77 38 00 0 28 B 1) 2 B3 [T Bruch
FEERE T 3z i F1RG 2K 11 58 DURR, D RO 8RSz 8 1 %
F%{&[IS,IQJ .
23 FMERGE  AMA R GEad BB AT S SO0 B AR E | Il
EIR AR THEICEE  GA I JE 5 2 B DDA OE P b A
2P 1E (alternative pathway , AP ) A2 881N A J& ARMD
OGRS USTiSE S
3 ARMD Kyt 48 T i R AR EY

Bl 2= M W E A Sl (optical  coherence
tomography , OCT ) K Il , .0 M3 X A7 76 4 W T &
(subretinal fluid, SRF) Z{ AL’ A& N WX (intraretinal fluid ,
IRF) J& 9% P k2 Wi i SC S b 2 | o 2 IR IR T
7 RN EEARYE . 2025 4F 0 Meta 438 7 & B OCT

A 5 A A ) S AR LB (external limiting membrane,
ELM) F##i 71474 ( ellipsoid zone , EZ) R Sk 19 0 £ 14 7
TEM 7 (best corrected visual acuity, BCVA) ¥ 19 K 4 it bR
it 78

4 ARMD HJ3897

4.1 F1% ARMD #3897 T# ARMD iRY7 iR KL I
K2,

411 ey AMERGER W EGE & T ARMD B
DG ERALE 2 — , e HSE €3 F1 €5 #MA R/ 1Y 5T 1% 1k .
TE 2023 &, 3= E FAD St )a it dE Pegcetacoplan ( Syfovre ) F/1
Avacincaptad pegol ( ACP ) PEEIRNESIEIT GA T E,
Syfovre 7E 30 mo P FEAE GA 2k KR &3k 45% >, 4 GA
B P M B B =250 m B, SR R ) T8 0% R0 A 3
T a8 > . GATHERI #il GATHER2 i35 = J5
SAHT & 2 mg ACP A/ GA 79K ifi %t T B A7 7E
CNV 1) GA [35 3552 ACP BB TS (IVD) 1097 H
BEANREIGE R 22T — T M 4% Meta 43 H & BRL, Syfovre
FUACP U822 GA i Jre HA I R W 25 7 T, {8 DL a3y
NMA W] ,2 mg ACP J& 54 S pAMAm il 7112 2025 4F
89— 5T ] Jo5t 1 2% ) i o3 A & PR : Syfovre B AN R
(AE) 3% ACP BT R 58 s il | o R A= il A8 | Jok 265
B A MLAE MR PN T SR IR A | ot P A 40 ) e i 4 %
00 R DAY S A 0 R AT B R P 4 R R I R A
FHAMAIN ST T ARMD [ 55 158 Elamipretide
VR AL A 1) 300 TRl 42 AT PR BZ 3080, #8 % F] g i i
FE ARMD AT HERR ) R H Y5 BZ 50800
B (E, B JCEE S TE (1) RPE 2580 GA TR, 2Kt
A= ¥1E 7 ( photobiomodulation , PBM ) ¥ 32 [F] £ I i) 28 ki {4
FGE, AT ) ARMD I R0 A i) 25 25 21— T
R B REAR BN R BRI T PBM X4 ARMD
ISP R TEAG [ B R 3 R0 3 B8 EEPE AR RR R AR AL AN REAE Sl 1
PE ARMD J&57 A R4S I FE 48 b, 25 5 38 1 AU g
™ TS A S T [ RE AR S PBM AT RE £ 76 40 101 Y
O OB A TS T, S ROV A SR AR S Y K
RPE 2 H)/N B . HUEZ AL G 1) Nutlin—3a 38 i #
IR % 22 19 RPE 4f il 68 08 /&5 20 28+ 28 A0 1) R
BB Risuteganib i i % 4 [R) F 41 41 aVB3.,aVPB5s,
aSB1 F aMPB2 2550 55 Wil I A8 A= 1 | 48 i RN I 7 38 i
P 7E T390 9 B 30 IR I TN 40 24 T 48 9% SR 3 AR AT W 35
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BHLH . AE 1% NalO,i% S0/ THE ARMD R il
JEHNE 25 00 7 AR i3 PGC—1a/SIRT1 {55 5 38 % & HE bt
AALRIREA . O IRBT A AL IA YT 76 A Sk B0/ 2 i
W7 IR B &

¥ 3Z M REV-ERBa 1y —Ff S8 Ak 140 S SR 1) A 53 PR
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PG AZ R A S R 7 2 FE 5, B R BHE 2% T ARMD
RPE B2 | 76155 ARPE-19 41l 5 8% SR9009
AT IEH ARPE-19 40 i A9 75 W 16 1, JF34m 17 B 51y
TR A WA G R A 2 8 T 78 5T 40 it o i 1 £
#% LncRNA H19 A] 458 T ARMD i 530 4 18 8 vh 2 Jie
A0 ( Miiller glial cells, MGCs ) M\ 25 i Joi 386 A= %% [w) 2=
A3k R T AR AR B B, Ok 28 MGCs Tm] I B2 41 A Y
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ANSEFAREEREFH Wi REQRFME KRR
FPLEALH] (Cnnt 8 2) R A S ARMD i J& ik 2% 4
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7}&%“9,36\ R
414 MM ETHAREN KT R A Y
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HGTE T IR rl AT MRS e Y 25 4 a I BEDTIF
FEHE— A T R R AL PRIMA T 32 7 B4, HLai
AR FETTHE S £ 3k 8 4% ETDRS ZRB9H 111 RS 7E KR
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4.2 ;%1 ARMD BIiBFT  1BPE ARMD BIRI7 WK 3,
421 1 VEGF fr iRk 5 B

4211 i#&H VEGF KB JIAEHIH CNV 259 H #5
Wk WA BT VEGE 2593677 7 i X8 ARMD 35
7RO L B TCI N, #8024 K 5T £ A 48 BT VEGF -
C/D MIRIT . OPT-302 7E i RIS o A H BR b if T
JBE ARMD SR H T B SR PURTE A ORI
TG 3 WG RIS ( COAST 1 ShORe ) 154 4E 46 J5 4
1, 5 TR0 AR S 6 50 B0 T 9 e 2 Tk R 3 6 11 o A AT ¢
1A JE R AR A B ST A T 45 5, W FAMA R G
SEBIGE R T CNV B R, T E B 2= Z it & 1BI302 &
#L[H) C3b / C4b F1 VEGF MY XU SRR &8 ) — i Fif
HLXT B I 3001 R 3 56 A 9 A% 1B1302 497 12 M ARMD 7E
BCVA 3% J5 18 A 45 T Bl A0 74 35, I £ A AH 0Ly 2 4
PEST BT IBI302 A [] 3148 =22 6] 97 550 0 25 5 91 K 1)
iR AR R T, A K R B 8 mg BT A P % 1
VR A A8 28 L F 2 mg BTAAVE X, OF H 22 ek
ALY, PULSAR R 567" A 35 8 mg Bl #1 PG 3 76 46
96 wkFEHLA> I 2 8q12 (45 12 wk 1 ¥k, 51K 8 mg ) ZH Al
8ql6(HF 16 wk — K, Bk 8mg ) 411 B # b 45 24 [ P
=12 wkfl1=16 wk B LG5 518 87% T 78% , & 2 K
2y IE) B o 24wk T X TR T MR EE B R 4B 5T
Jackson 2512 R B BE |3 BE B ST IB YT (24-Gy,EMB)
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ANl 45 R S R ER BB A R, 9 HL L B 2R T
SERT 2 Creer 251 & B FEAR O 570 B 2 16-Gy o7
M E [ TCSHATY (SRT) BF, SRT 4E R 4 B Hit VEGF Y477 Al
DAV /D 25 B, (HGX T BE -5 LI PRI 5 Hh KB 4 3 R
FAGRIT IIER 5 %8 (T&E) 4 &, — A5 R 5
Y52 (PRN) SRT Bk & W ER AP 5 25 At il — 2B 0AiF
T SRT HBIF A TRzl ™ | 250 H +—BRLEx
B BRIV ) 1 3t 8 BRE I A R AL AT s K, (LA Uk
WF9T HEE T BE & 52 25 A 7 IR P ARMD F9 97 55, Bk /b %o He
YEFHHIL I A it

4212 KEIBERSG  EOXZ IV, FER AP B A
R G5 (PDS) il i FELE B2 W Tk B AR S RERIOR |
GRS  Archway 3 W15 /R PDS 7E 45 24 wk
—R(Q24W) 241K 2 a WE/RI AL TEH 1 IREFEIRA
Poryr e, 9 H ¥ BEZE 4 ( macular atrophy , MA ) [X ik
JERH B /0F VIS i Portal b6 o 125 5 7R PDS %
TETS AT HRFBAS B2 ( AEST) | 1 (A B (11.4% ) BB 4R
WL (6.1%) 25 B A X ok (6.3%) , HZ B4 T
1 alj\][ﬁg] N

A22BEHMERRRESSMA TR 9OKR A28 1%
V-6 (W SACAA 5EFe e EAW) nllsn 2y ¥ 7B IR 5
BERRE F7, 00 90— ok 246 B 24 vk R AR R 2,47 51,
M ZE B K (CPP) 454 HEFA PG % A di ARV ° AT 1 FL 4o
V4 240 L 5 375 AT = 0 (bxy WP ) 35 4 BT 76 2 ) 3 R v -
KIREA BE/D CNV ik R/ NFB T . 53 A WF 9 T Kk Bk
e B R R B8 (AN TR BRBAHUR T A8 2 ) |, i 5 R 2 S ]
190 126 B A 0 B B AR 2GR T W T R R A - S Ak
- A5 A B PR SR BTIRAE ARMD AOYY L, fitdk T 8
HNBT VEGF Fiik i JR Bk,

4.2.3 CNV E Mg EIF iy if 0140 W0 s 7 2 {1k,
RO B K y—43 WA B 571, BI AT 0] Notch F1 TGFB {55

T P A Maller 20 05 5T A6 A RPE 40 i | 1 1) o7 %
AR AT TRl ] ERKL/2 5516 5, DL R 5 T 4F 4
FRAE Y EB3 7225 #4051 #400% CNV N B 41 il
AT BRE H AT R R B E 58 B R A A R,
B LRI A 25 25 7 AR S S IR ARMD Sl
(HARETEMIBISE T 10, Zhang 2517 3 T —Fh LU R &
FCAA ASTA11 4 o) JE 14T, S0 AR — i [ 1A 2% 1 44 K JkL
HEAK Y CRISPR/ Cas9 3z il 2 4, AT HE ] 4% 22 Ik e 5 1k
fitg , 9/ R T A 148

4.2.4 31 VEGF J&FTLRAEML 191 VEGF 2542577 X
o, 5 IVEAR IR, IRk B L s 25 25 e S 4/ T Ik %
S5 A 1A ) R AN, T I R AT A PRAVE 5 v S s %oF
VEGF # [n] JA 7 19 R 4P SR ini 9 B R 44 24
(subretinal injection , SRI) S ) b ATE B B6E 3 1ML A 97 o
H AT 2 1 T 388 26 B AR YT 30K DL VAT ARMD
FAOCHGAE . HRAH OCH # 8UK ABBV -RCX-314 2 F| &
PRSP VEGE Fab 23514 AR S 35 175 78 8 24k,
T — 00 1 PR 3 6 56 R 4 D1 3 ) e a1 A g rp
KIL6x 10" FE A P, 7E 106 wk B 5 /K 8 (AR R A
ABBV-RGX-314 il iz Pk 2% I |- 25 24 33 3% | A [+] 37) 2k 7K -
BWHA R ZM, ARAAYWHLHELARF
"7 . ADVM - 022 ( AAV. 7m8 - aflibercept, ixoberogene
soroparvovec , Ixo—vec ) VI 25 24 ) OPTIC T 1356 '™ | 26
96 wk HF B PE 7 5 7K e 2Ry e vk B A o 4 Y AR
LT VEGF 455 5T BRAIK 81% , = 7 i 4 PR AIK 98% .,

425 NTEEHEEIST 5T =48 OCT 1 Al RG] il
TP AR wARMD £B 25 % M AR ) 2F g XU RS, S 30 L 1 1
Wi, “Scanly Home OCT” J&— 3K 5K 4 FDA HitifE A &
T R AT ) AR U A TR 5 R A — R R 4,
it H RGN AL IK S A 35341, ) ARMD J 35 R Al
FEMI AL W, [RIR A AT RGE ST ARMD J8 5 19 58
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B CORIRIT R T . — TR OCT 48 73R
J7 5 T&E JRITIRME ARMD L3¢ 104 wk PN A9 325 3 75 BT
0 WK B e BCVA 1 Bl AL I PR 3K 56 1F 7F i A7
(ClinicalTrials.gov,NCT05904028)
4.3 T&E A Ri&T WA INHTh T&E J7 7T DUER G IT
) b U 25 vk gk, {HAE COCOA RE6 P & R4S T&E
J7 AT LUFE K 25 6] g , {2 PRN 75 22 A LAY BCVA 2
AR EAE LIRS, HETPL VEGF &
16T, Airody 25 RS TR AE T&E J7 IR ER A TR
JT —HEK — [ %€ (treat, extend and fixed, TEF) Jy %, Bl 24
2y A1 B AE K 2 3 mo B, £ 4F 3 mo — IR [E E MR LA 25, ]
Y4 2 a e AERT IE A ) DL R R X6 T I T R RN AR I R
AR, ECICH I TR R AT R T A 2 —
7 SRF [FEAE 5 75, Siedlecki %5 48 1 (L 23k SRF 1%
PE ARMD , 7] LA H A 2441 A9 4 300 b B 25 4 5 AR 2 1Y
MAELE Guymer LESI R REIN R T&E J7 RI6)7 % FAF
TEERSY SRE(HO M H0 SRE > 200 wm) BB HE 5 BIE5E
SIEBR AT A SRE 1Y R A HH 24 A0 I, {8 7 5 vk 8K
g,
5 &iE

T H R ™ IR N 112 s AR B, TR EF X ARMD
B RORIT 7 A AL T PR SRR R, RE I ek
S I AHPRE IR YT T B eI R F8 vl 8, KO 10 ik
P A o Z FHE 1A 16 97 BE VR 2% L 8] ARMD #Y & i i
JE SR AT TG 1 2R B2 R Y ™ Tk, B R 9L AR
ARMD 597 H 18 b7 A 7 2 1 — 25 KRR A i 1Ifs R 3 56 LA
PRITFN R AR BT ) A, X F e & A K AL GA, AT 3 o
P JIEE T H PRIMA A5EBL A A S H A5 5 ke, o0 354 A 30 174
TP P o 22 TR A2 R e T, LS T TR R R A A
HIPLFA, IF AT AR BB, SR T A LI RIS v B &
A RIS A A AL £F AL P R AL A B A TR M
KHEN W) 0 B A 45 1) BLA R i e A0, 1R S 80k Y
AAV [F)BE AT 38 L 32 5 4 A% 3% B P VEGF & 140k KK B
RZA 2905 R I A )7 e, (EA PSR A2, e B K Y
ARMD I RIG 7 i B rp , AT B R 42 52 HAE S — g
PERG IR IIA T i A2, BE & X ARMD AL 9 78 B 5 87
AW A8 25 4 Fnis 7 O 2K 7R RSk N TR BE K OCT
SHEaIT O LA T — 2R IR YT R KA ik
HHATES

25 i 5T RS B AR SO AE A 2 PR

{EE Bk A A IR R SO S 1B 0, WD RS 5 0 SOk
g s ARVEEIIT 1 2 A B SO 2 i e it i 5, 18 3C
WL B, A B B ] S R A R SO

SE ik
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