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Abstract

¢ Age -related macular degeneration (ARMD) is one of
the leading causes of irreversible blindness in the elderly.
Anti - vascular endothelial growth factor ( VEGF) drugs
have become the first - line treatment for neovascular
ARMD, which has greatly changed the prognosis.
However, dry ARMD still lacks effective treatment means,
focusing on prevention. At present, several clinical
treatment methods are being explored, including
antioxidant therapy, complement therapy,
neuroprotective therapy, gene therapy, etc. This review
mainly summarizes the existing clinical trials and their
progress on the treatment of dry ARMD, in order to
provide future prospects for the treatment of dry ARMD. A
number of clinical trials have already produced promising
results for the treatment of dry ARMD, and it is believed
that more and more clinical trials will be successful in the
near future to provide more effective treatments for
patients with dry ARMD.
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A FH G ME B OBE AF PE (age - related macular
degeneration, ARMD ) & — Bt 5 4F- % % 17] AH OC A% 11 I 3 Jok
ZERERAT MR, Bt B D AE A 2580, ARMD 2 3 30U
F A Z AR S =R B A KO i A
U i B934 70, ARMD 89 % A= o 2y Bl 2 38, it
2050 4F, BR P 60 % K LA b 2 AF N B O B
15%"* . ARMD FEIG IR [ EZ5p M AP A S5 80 (T
PE) ARMD #1738 8 (G A= 1l 48 $£ ) ARMD™ | ifii + 4
ARMD 1 85%-90% """ , H if 2 LA BB 4 £, 552 H %4
BRI HE i, - 4R BT XF TPk ARMD (9 A R8s 20 A 25
G A SO FEASTR] 9 A AL VA 9 1 5 TG R 30,
AN FHEBRARE 67 AR SCHE T AR TE 4521 a4
ARMD {1t RS0 15T 5 2 JRAE— 2534
1 NFNHEBR BRI

A I PRI S0 HA 55 88 B9 99 A RN HE B br o 09 2 2248
P45 B A5 IE A 7 (best corrected visual acuity, BCVA)
I ¥ 25 48 ( geographic atrophy, GA) T A, FH-4R #& A [H]
AVRIT JT 3 ARSI AR . FRSEMITA B 1 GA 1y
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1 HNHEBRENEEISR
BT HYSIRIT /R NCT )P 5S BCVA GA 5T B Bt ER/ X
iR AL B NCT00000145 0.67-1.0 T 444 52 % ESE|
0T-551 NCT00306488 WHRTALE GA I 11 58 1% X
*MAIRTT Eculizumab NCT00935883 0.32-1.0 ML 1.25-18 mm® 11 935¢ 1 XM
Avacincaptad pegol NCT02686658 0.063-0.8  IEAL 2.5-17.5 mm>  TM/MAZEMK SEE a2 MW FE s
Risuteganib NCT03626636 0.1-0.5 1T 3758 B X
Pegcetacoplan ~ NCT02503332 0.063-1.0 G jAIfH 2.5-17.5 mm? IIsER SR AR HivE =
AAVCAGsCD59  NCT03144999 0.25-1.0 M 5-20 mm? I 158 hZ B
MELRYPIRYY  BERMZGEFRE T NCT00277134  0.1-0.4 18 GA 1T A5 1%, ESE|
TREJEE NCT00658619  0.1-0.5 S 2.02-32.68 mm® IAsER SR R s 45
PG R I 4 77 Fenretinide NCT00429936 0.2-1.0  FAJAFH 2.54-20.32 mm’ 11 #A 58 A EH
ACU-4429 NCT01802866 0.1-1.0 MR 1.25-18 mm> Db/ M 58K B
T AT Palucorcel NCT01226628 WHRFELE GA L7 58 Ak EH
. =1 XA >250 wm -
WESC UMY RPE  NCTOI344993 0.05-1.0 17 GIAE;%ﬁEfIIH%[H]M ML e %[
Biast /b ] LIGHTSITE [l 5% NCT03878420 0.2-0.8  H14:[11 500 wm N TE GA B&Ik HE EE B IRE
0TIk 4% S I 37 MC-1101 NCT02127463 0.25-1.0 HREHPRTE GA I/ T3 58 1 B
HiT51 Hb /R NCT00619229  0.2-0.7 T 9 5 1 ZretEs|

kK TH1E ARMD , Jf HLEIR 1 35 1 B ARMD (9 4R1E
#1300 E R AR5 (national clinical trial, NCT) #12&
H F https://clinicaltrials.gov/
2 RrRRERMMARER
21 JLEIARTT MRS IR 2 R A AL 2RI Y
15 PE4E (reactive oxygen species, ROS) £ B2 351 475 48 W i
BE & RIS I3 IR 0912 52 BE 008055, — Se b S AL i 1Y
TEPERRARE Gk Sk 4 I Ak i AN 2 e H R B i, 4 3k
— AR BET M ARMD (9 #ERR B B — 28 TP ARMD 4%
fE, ERTE A — L X AR A BAL R R 5T, B TE R
AIGE R SR e S 114 ARMD A9 XU
21N HEMWBT AR WA AR IR A BF 5T ( Age - Related
Eye Diseases Study, AREDS) (n=3640,NCT00000145) & 7
IEMHT AL E B/ [ 454 R C(500 mg) 4E4E R E
(400 TU) .B-TAE NZE (15 mg) 4¥ (80 mg) | &7 1] L[4
K2 28(CAT1ZH9/) Drusen, (AR T H K E DG 1 N4
K/ Drusen) (3 25 (A7) Z I H1 55K/ Drusen, GA N 2
B e 2 /DA 1K Drusen) Fl 4 28 (A B3
ARMD iy F T ¥ ARMD — HER W S KT 0.63) T
ARMD 25 35 9555 4k 22 i Je i KU: A2 3803w B AL 53l
UG A2 A s B R IR 3t A G,
5 alF SR A5 R s, 5L BRAM L, P8 E A B 7 v F
T ARMD B3R YT 2 A &L, ok 2 28H1 3 2869 ARMD
Z5FHKIEN 4 BRI FEAL T 25% 3% 462 535 X 00
I B 3 A7 A B T R KU QL AR T 19% ,4 261
P ARMD S35 BT FRE=15 DR LR B RRIG
(P=0.008) """, UE W4T B AL T BBy T4 ARMD 19
AR

AREDS2( n = 3741, NCT00345176) J& X} AREDS £ 5
HNEEMIE JFEAT T 2B I EE . 5 a FETT4
78, N AREDS FCJ7 Rl B-1 2 b R B FRAREE R 2 5
ANVHFEE T A L, X T 2 22 3F J7 o 1 1) ARMID 19 250 2R
AW 582250 ABXS T2 55 i MR kU, i B -t 2

MR B-#12 Nl & A %™ et
K/ ERBFUEAC AREDS BLJ7 i - % 3,10 a Bl
(ZECE STYING WE VS N9 s ) S ey ib) L iRk
AR ELM BB/ FOK B TON T 9E St Ji& O I 3] ARMD 2

Him
2.1.2 OT-551 OT-551 &—Fh B B &AL B nd B

PR, — 350 1T 1 R 50 (n = 10, NCT00306488 ) iF-Af T
HIARIT GA B RLE, PPN A MR GA R, &
M2 5HMHL— SRR, $25Z 0.45% OT-551 % HR
W, EH 31K LT, FREER YT 24 mo, XN IR Ay Xif #E
AR 32545 R854 24 mo A BCVA 978k, IR BE 4% )R
T6hR A GA TR AL, BTG 2 24 mo, SIELATIHH LL
RIS BCVA #2555 7 0.2+13.3 78k XFHRIR BCVA F R
T11.3+7.6 F-5F, A [R] B 8% 22 7 (P=0.0259) ;{0
TE GA TR T T %A G2 U . Ik, 78 HETY
PR EERZ 2507 R, OT-551 fE e 4500 1 5 i LA —
FEMRCR HANRERE CA T AL, HoXHAYr + 1% ARMD J
e e A IR A VR

2.2 FURMAMETETT  FHE I 3G k4% I 6 40 1l
EREARE, AR 58 A TH AL I BE 8 19 B TUARAE Bruch S
MR (4, 2 | |7 )2 (retinal pigment epithelium, RPE) 2 [i]
o RPE I, 5t 2 Drusen MYJE AL, 45 P06 #MA R 45, 4k
MY — S #MEHE F 1 o = MRS 259
( membrane attack complex, MAC) , S EUAR IE /e i LA S 1
ARMD F95 BERRAE . #MAR I T R H WS 8T
ARMD , K B AMAIAR 7 A AT RE LR —Fh AT AT IR YT ik
2.2.1 Eculizumab Eculizumab +&—F1 2 5 311 ] £MA 3 4
5( complement 5,C5) #J IgG Fuik , — 30 I 1 E PRIRIE (n =
30,NCT00935883) -4 T~ Eculizumab J# /0> GA k& AU 5L
P R AZ AR E ) GA ETE ALl 1.25-18 mm®, BCVA
90.32-1.0, 2K B BEALT- 349 53 Sy i ke S AIG5R) 4 4
(i 4 wk 7 600 mg/wk , %5 5-24 wk & 900 mg/2 wk) . fE7l
B (HT 4 wk 4 900 mg/wk , 55 5-24 wk A7 1 200 mg/2 wk)
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TR AL (A FRER K ) o 7E 26,52 wk [ BT, 25 4L
VIR B G E2E5  A AR B GA K HER (H
WARHERR SRR A B R A A Y

2.2.2 Avacincaptad pegol Avacincaptad pegol 7&—7Ff C5
TR, AT BRAR A A /M 9 S0 AT MAC (TR, — 3 1/
I FEHL XS BRI 5 (n =286, NCT02686658 ) ¥ GA & 3
RN ST Avacincaptad pegol AY9Z¢ 4 VA RMEdE4T T
PG, RSN T 50 B LA E GA B, H GA B R
2.5-17.5 mm’,BCVA Jy 0.063-0.8, ZiX3F % FEHL 155
h 2 mg 2 4 mg AR 2540, 403 F 42 52 B B A s
25 F4E 18 mo., BEUTE 12 mo, S, 52 2,
4 mgiBIT B BE GA ¥4 K R4 BIFEAL T 27.4%
(P=0.0072) 1 27.8% (P=0.0051) , ¥ Fh G J7 77 H 20 4 4%
L2541 GA HA G478 ek, 12 mo J& MY BE I 45
REWZA T ZE R4, RS IZAH AR F
£ UE B Avacincaptad pegol F2& — Rl B 78 A #MA T 15
T 2.4 mg HIIRIT R T RIS, F—41
WU 5 T 2 mg A GIRG AN LS

2.2.3 Risuteganib  Risuteganib J&— & & Z MHlF, &
ZEE I S LA R S R 5 R IR R
RR T RIKYPEA NS 5T ARMD LR, —TiTa i
22 B R B BT ST (n = 42, NCT03626636 ) 4 A 1 52 128 %
Yo ARMD & IR JIEAE Drusen BEILZAE, BCVA N
0.1-0.5, ZiX&EH 1.7:1 BIBENL S M IR TT 4 FB 45 245
HIRIT ULAE FE LN 16 wk 0 91 12 32 B B8 4 P4 v
1 mg/0.05 mLAY Risuteganib, FHEIF K SR 28 wk Bt
BCVA #&5 =8 N F R AR E 4 L, JRITALAT 48% 13
WMEREN T EEL S MR A I H LB T 7%, W4 1] 22
SHALGHEE L (P=0.013) , T/ & A R RS,
Risuteganib 7E42 5 T ARMD £ % ) BCVA J5 i A
WAEH 2 —FETERIA T 1 ARMD B 5% .

2.2.4 Pegcetacoplan Pegcetacoplan J&—F#MA C3 #1
F),—350 1 PRI B8 (n = 246, NCT02503332) PF4% HA
J7 M ARMD 1) GA M2 2 AT Rk, L R 27 2 i
R R 12 mo GA A28 b, RN T 50 %
P4k % T T ARMD A9 GA 3%, iR m Al 2.5
17.5 mm’* ,BCVA fiF 0.063, Zi{#H 4% 2:2: 1: 1 HLBIBEHL
SNEER 15 mg 2H AEEIFE 1 mo 15 mg 4 RARAA
FEEIE] B 1 mo LG 2541, 472 12 mo, BN BRI 2,
BT 12 mo J& , SR 5 LMI HE, & A R AERR 1 mo 71 5
Pegcetacoplan [ 8 ¥ 3K T 27804 8, GA B KR
A3 IR T 29% (P=0.008) F1 20% (P=0.067) , 353 1 i
S 19 2 MK s SORFEIR YT 7-12 mo HATH R 1B
Z IR T 45% (P =0.0004) 1 33% (P=0.009) , ] E.
BEGiTerTE L, R B E Pegcetacoplan Jy il 1 il
C3 A 1 % P& GA W4 K. SR, Pegeetacoplan ifi J7
12 moJi 5= 1RIAY7 ,12-18 mo [ GA £ K FK 5 7-12 mo ]
FL A 38, AT B SR

2.2.5 AAVCAGsCD59 — it I 1lf R X5 (n =17,
NCT03144999) i [ AAVCAGsCD39 3497 T4 ARMD , %k
HYIE R B2 A I 50), RTa 2% CDS9 PR 5 AR I A 4
JL, NTTRELLE MAC BYIE R, TR IR H PR 0 52 248 it 7T i
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WK | Bk ik CD59 FEN BRI 2T 76 /) B 7
FFSR A RO 5 R R B B AR N 4 25 2 B AL S T i
WG R 4 R A T PR A ZIRE R
GA R AK 5-20 mm® ,BCVA Jy 0.25-1.0, ZWFFE0 F
PSR BB IR N E S R IR N RAE R A A, AR R
W1, 4 R IR B 40 IR IT IR THAR o IR A R AP
it 2, Je PR B, T W6 © & 5¢ i, H AT E7E
A7 0 5, 45 2R M K & & ( Retinal Physician -
CLINICAL TRIAL DOWNLOAD :Data on a Gene Therapy for
Dry and Wet ARMD) ,,

2.3 MZRIETT Tk ARMD & —Fh i 2B 4T 0% ,
PRZARY AT TR GA A TRTRR, v] g —Ah A S h iR )Y
ik,

231 BERMWEEREF BHORMEEFZHF (ciliary
neurotrophic factor, CNTF) f2—Fp £ 8 7 R 7, B 9L
AR X A v g A e T DS 2 O A ) T — T
11 A RIS (=51, NCT00277134) ¥4 CNTF 38 55 HE P
AL AR AR FIRIT GA AR, TFIRAAT
50 LI I BCVA J 0.1-0.4 HAF1E GA 0 3 2501 4 2%
(AREDS #F58& S0) (9T ARMD B3, Zik#FH i 2:1:1
Fb % Bt B3 2] 1R 77 4 (20 ng/d) AEFI 4 (5 ng/d)
BT AL, FLIT A SCAIRITIG 12 mo B BCVA #9748
1., BEVIZE 12 mo, i 77 5 2H 3238 3 59 40 0 B 8 34 o
MAFEE  BCVA SEXIBEIN T 0.8 78 | iR = 41iA)7
SRR T ARALT-W A 22 5%, R0 41 45 S 4t
WG, F R T 9.7 MR (P=0.0315) , & B CNTF
AL L 13 R ik J . 4R T, CNTF 3597 4R A
A1k GA TR R 22 R g2 Y,

232 RERE WREJEE R o2 Wi, CHuENA
PR YER . —I00 T WHF5E (n= 113, NCT00658619) i
F 38 L B B R A AW (BAHR ) 2B B 45 25 IR 5L 2 RE IR T
GA MR, ZIGRIREMA 50 2 UL EH,
H GA BTEA N 2.02-32.28 mm?,BCVA H7 0.1-0.5, Zik
FHe 2:2:1 BIREHLIY N 264 wg 41 132 wg 4RI F A
M, MAEE 1 d, 6 mo FEABIERNG R G, E8YT
B RN 12 mo I GA T AR HEL B84k, B3 molit,
264 pg 2 (P=0.028) Fl 132 g 40 (P=0.032) /Y GA Tfi R
R ARYNTFRF ARG A3 TR BT s IR e
JEVRITA GA TR KRG 2N TR T AR (B2 511k
BEit2E S, MAEHZ GA TR =6 mm® 1B (42/3
BEY P, S FARAMEL 264 wg 41 (P=0.029) F1132 pg
H(P=0.040) 7E55 12 mo Y GA ThI B Fb FE 4% )t 2 Ik
U KRBT BTN, SIRIT SRR R R
ARG IE I RS R 0 TRBEE 4 2 R Gt
F GA MR B AR, TG RS EAE AT

24 MBRBEINFETH ELEWERSE KBHEAER AR
6 S8 P s A G 10 AT 55 2 4 ok R T 00 S 47 2 1T g
XFFIGI7 FE ARMD &4 3510,

2.4.1 Emixustat hydrochloride  ACU - 4429 ( Emixustat
hydrochloride ) A& —Ff A W0 B R A6 A5 477, 380 4 G RR g i
R R 65 kDa 25 (RPE6S ) S F il 1) 7 FH 1y
UBE % 0 A A2 A e, B BF o SR o T
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ARMD PR, —I0HF5E (n =508, NCT01802866 ) &%
sy BEHL b/ T AR GRS, 98 A B3 1) GA BT AL
1.25-18 mm” ,BCVA } 0.1-1.0, ik # AL F 1453
2.5.5.10 mg ZHAVLREGA A TR TR 1K, FF2E 24 mo, H
FEYTRA SRS RS A &K 2OCPE GA B YT
PIERROR . BARIZZGYIB E BUIR 41, {H 24 mo 11 Ff
PIEE R R ACU-4429 AREFEAR GA A K™Y |
2.4.2 Fenretinide Fenretinide & 4 4= & A & AT 2E
Yy, 0T 5 i R B R 45 & B8R 11 (retinol — blinding
protein, RBP) 454, Fenretinide—RBP & & 47 38 1 FR 7% # Pt
PRSI A L5 H (% RBP /K, — 301 130 22 )
St BRI IS (n =246 ,NCT00429936) 5 1EHTE RBP )8 /b &
BAT LI GA AR, BEFR A BE 1 GA SR
2.54-20.32 mm’,BCVA 4 0.2-1.0, ZiXE W FENL> H %
RS2 R (100 mg) A 741 (300 mg) , B H 1
R, F54E 24 mo, 24 mo MUIRYT 45 BN, GA il A4 K R
FEAIC S M5 Y RBP 7K B AR 52 1E AH ¢, IX Pt #5 7F RBP
IKF-<2 me/dL I & AW i, %F RBP 7K <2 mg/dL 1 5
BTN, SR EFIA A, 300 mg 4119 GA 4EHE KR
SR FEAR 0.33 mm* (43514 1.70.2.03 mm*, P=0.1848) ;
100 mg 2H 1 T35 %] RBP /K-F <2 mg/dL 4 8 Hoid A7
B, SRR AMZER ARG B Y
AW, A B E, 84 W F TR RSN, 25 L,
Fenretinide /> GA 4 K1 , A — A B 5T FR A3
ToRA ISR
2.5 FHpafriE  THME —F A HAE RSN
BRI e T B, Rt , T4 A A RPE 40
Al RESR VAT T ARMD A — Rl AE 7
2.5.1 RPE %4 Wimizhrny [/ 0 HHL8 AL 1ok IR T
NZEIR NG T 4l il ( human embryonic stem cells, hESCs ) [
RPE (hESC-RPE) #AHAE M ] T ARMD #H2C GA(n=9,
NCTO01344993) il Stargardt J (n =13, NCT01345006 ) & %
P e A R, #E ARMD 56 b, WF 58 40 A1) R
FHA KT 250 pm [ GA R g M, gy AR VIR AR )G,
hESCs—RPE Zf Jifi ( MAO9 —hRPE ) % 2% %= AL % I R[] it
Bl % 4 mo, R K IUALfT S B BB A R AR Kk
BIEN FIRAEHE R AR, B3 1 BCVA -ty P ek s
(21 ASFHRHE R F 28 A7 8) ™) BT E 6 mo, 53
AL, A 16 AR BT 2 12 mo, #LJ)
ERIEE T 14 R W HA SRR Y

FH—11 1 /1 a WHLE (n=16,NCT02590692 ) , £ AL %
JER (8] B Al A & & 4 hESC-RPE B H AL B8 2 240 1%, 1 T
B A R R At IS b, B FERLAR Bruch B52) 1 ]
AFIBFTENA T 5 Gl EA GA AL /22T 0.1 iR+,
ZEARIAR] 4 B2 K5 TR 1 a, EARH
PR A ARS8 At B R, o 1 iR E Y
BCVA B3 T 17 D8k 1 TAEA S KN W58 oIk
FEBHE A HA G 2R B G R R IZIG T
EAREIEA IR
2.5.2 Palucorcel Palucorcel (CNTO 2476) J2& —Flt A i 5
HLURIE AL 5 4, 2 —Fh 55 T 20 M A W AR 7 1k
—Ti [ /1 a MBF5E (n =35, NCT01226628 ) PEAl T 3 i

iTrack 275 BRI G 75 GA B EH MM E T 45 F CNTO
2476 WIRICR: , WFZEAA T 50 % LA EXUHRTEAE GA T4
ARMD B3 32 WML T 452, B 1 a A8, AR F
P (RO IO I 2 L 00 DO I I8 5 45 ) 1) K A SRR, 34.5%
(10/29) F1 24.1% (7/29) W Z & 4 HBL T =10 1
=15 FHE BCVA 37 B I b B8 %A & Bl GA
(B AT BCVA BH S A 82 ) 3R 7 1k 1 8 4 v
AR Rt — 2 IE
2.6 XEWMIAT  SLEWIET (photobiomodulation, PBM )
JE— Pk, v N Tk AL, PR
Y ARALN, , AN ok A B 2 25 B DA B2 i RNA FIZE 1
SRR R0 A 20 R R A AR, DT B3 5 )
KIE,

LIGHTSITE [ BF58™ 49 A T 30 #4] AREDS 5 X f2-4
J5 1 ARMD 3, IPERS PBM 34J7 1 ARMD 1Y% 4
PERUA R, A AITFE LA 7 mo HFEAT WA R 41 (
ANRINEIT 3 W/ R 3-4 wk) (AT, HIRIBIT
1 mofif, 5L J1 (PBM JAIT41:73.8+ 1.9 BIAIT 4 .
71.9+2.5) MLt , PBM JRY74LAY BCVA &5 T 4 M FHE
77.7+2.5, BRI AL A B MGE U= T 1 AR,
%1.2.3.7.9 mo MRETTSS LB, PBM JAYT BE B & 18 &
HE I BCVA, SR, 7E 6 mo AR IEATHUIAIT AT, PBM 34
ST BCVA FEIRE 76.1+2.3 , FRUIAYT G, BCVA 255 3|
78+2.4, P15 % 12 mo B, &K P PBM JA¥7411% BCVA T4
RERLAKF, TARFMLE, L, PBM jAITA 4%
TR0 B v (E L A B e 2 A BRI 4

LIGHTSITE II #F5%"* (n = 44, NCT03878420) 44 A T
50 % L) HRJEA Drusen B GA T ARMD 2 (BCVA
4 0.2-0.8) , PFAETE 10 mo PN (FEZE,4 .8 mo i 435Il 4T
9 YIAYT) Ml PBM XF 4 ARMD (520 . B 2 9 mo
BF, PBM {RY7 410 BCVA SIEZAH L3 1 4 A8k, 22
SEBAGIEE S IEHBE I TE PBM IGIT A
— RN, FEUFR SRS, PBM 187 411 Drusen
PRBORA B, iR 7 Al b A, S Ga YT 44
., PBM Z17E 9 mo B} GA A K H KW TR T 19.4%,
FIRZERAUESE PBM ZI0Y7 T ARMD B — M TES ik,
2.7 BRI RIBUT R 20 AR Ik S LR R ]
A AV U2 VS ar S S 1 b I K B =) E i 22 v | e 7
LU EZSTWSEH YIRS R EENG SO Sy g (e 7] 7 S AW
(n=22) R A, BF SS9 A 50 % DL |, BCVA Sl 25-45
4~ ETDRS 7R Z [0 i) T ARMD ¥, i85 R 8w,
ZIGITIE 1wk, 172 DL B2 RE MM 18w 17 5 Bk
4 wkif, 174 W32 s il 10 bk 2 R 3h
GiitaEE X, (HBEE I A IR, IR R FIR YT, X Fh
BIT RO 22 dnd5s , N T 2R R IRYT . T
DRARR AT RIS R P A T 5897 A L
RIVER IEIE T4/,
2.8 ERKERE M k4 IEAG R & 4% 25 5 3% 0L I 5L LA
T A0 D0 RS 15 A /P 2 Ik 8% BE o 3t 3ok A 4
B, AR 5 R ) DT RRAE AL X BT B Drusen , S & 3E & h GA
DRI, 348 o Jok 4% JC 1t 355 P17 BE R T M ARMD 9 — Bl i 7
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2.8.1 MC-1101 MC-1101 J&—F 505(b)2 fb &%, 4k
TEMAHWEEEME (Food and Drug Administration,
FDA) PRsUHE GRS B — i A% 0 I 16 259, A
ASCRT LRSI k268 JBE 4 1t it i, 107 HL R BT R L AR
—I5 1T/ M AREFE (n=60,NCT02127463) TF1E AL 1% 25 %)
A ROPE RN 2 2l G5 R M R A
2.8.2 HTFIH/R  Hij 5 Hi /K (alprostadil ) & #%ESE AT H T
TRTTANA S KA ZEPEpR , HLRA 2R E R, ik i |
S iR 2 B8 BT A BT RIS — 0 I R
WH5E (n = 33, NCT00619229 ) 44 A MR JiE A5 Drusen 7%,
BCVA 2y 0.2-0.7 {5 T-# ARMD &2, DLVPAS T4 2R %k
T ARMD W72, 2R B REHL > iR 4 (60 g Hif
S H/K /100 mL NaCl) F1Z2 72 (47.5 mg FLHE/100 mL
NaCl) , 5 KR E KA 1.5-2 h, 35942 3 wk, JBIFZ5H 3 mo
i, 5 AL LL, J6 97 4119 ETDRS 41 )1 734 22 52 0.94
17 RRH K -0.42 17, P ZHAE k3% BCVA J7 Y 2 5+
HA G0 X ESZ 293697 T4 ARMD 19 AR
YERL,
IEREERE

RSO LIAE 25816 97 T4 ARMD 8911 PR A5 3
FrREEDY SRR T RPE B ey 7 i | 2 i () b 3 8y 7
BRI T I, HABRAE C T T ARMD I R 356 1Y
SRR AT AR XTI R B B R Y
IR BLESE, —in Kl 2 25l 7B S R, W
OT-551 ,Risuteganib , CNTF | RPE #% 4 %5 76 2 15 5l 42 = f0
J175 T K& 35 A RAE FH, Avacincaptad pegol | Pegcetacoplan |
TSLJEE PBM 45 0] A L REAR GA 1 & A2 % (HIA A7 — sk
Ilfa AR B, U Eculizumab . AAVCAGsCD59 . ACU-4429 25 4F
$ 5 BCVA FA% GA HOFE 75 T 3 AT 1 3% O BRI,
VAR VPR, W — 200G . HRiT G AT A S 2
WFFE LG 23175 A s N 4 J 5 L ARMD O

ARMD J&— R 52 2% B 50 , Ho R BL 7 M 22 b ik
e, ORI B TRk, BT, TP ARMD BYIGYT
MRA T W B 2 3 7 X SR T A A TR T B
JUMNGE S o E JE& IR T 7 L IEAERIE ST, AR — 28357
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