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[ Abstract] Diabetic macular edema ( DME) is a severe, sight-threatening condition. It mainly presents as
retinal thickening and hard exudates caused by the accumulation of extracellular fluid within the diameter of the optic
disc in the macula fovea caused by chronic hyperglycemia. The pathogenesis of DME is a complex process involving
various contributing factors, with the elevated release of vascular endothelial growth factor ( VEGF) being one of the
important reasons. Anti-VEGF drugs, including pegaptanib sodium,bevacizumab , ranibizumab , aflibercept, conbercept,
and brolucizumab , are the first-line therapy for treating DME due to the satisfying efficacy and safety demonstrated in
numerous clinical studies. For refractory DME, timely switching to different anti-VEGF drugs or adopting
corticosteroid-based treatments appears promising. Although the compliance and cost-effectiveness of anti-VEGF drugs
may be a heavy burden for DME patients, pro re nata and treat & extend strategy might help. With the rapid
development of the pharmaceutical industry, new anti-VEGF drugs ( such as faricilumab and IBI-302) may offer
broader therapeutic prospects for treating DME. This article reviews updates on anti-VEGF treatment for DME.
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$% PR 55 # BE /K ik ( diabetic macular edema, DME ) 3 % 4 [H fe4 i DME RGP EE N A . DME IR 3836 7 Or ik
A DR 7 A 0 2 BRE e 11 A R 48K LA 3 T DAY A 2 A v AR FE AR WOCOCEEA ST O B TR AT P A A B
T 1) 0 L X L 09 L AT 9 o W R R B RS [ R R K A F (vascular endothelial growth factor, VEGF) 25 #1347 LA K
T TR LR 28 K, T T P R B IR I e Rl gk BRI EI AR, 20 22 70 4548, 36 [ DR K16 77 F 58 /4
ARy, B E 3CE A9 B R % A0 N JIF 5 48 (diabetic retinopathy, (Early Treatment of Diabetic Retinopathy Study, ETDRS) % i J&)
DR) 18 P I K AE o« BF 742 W, Bl 26 W0 JR s 52 28 K s 1k 1 41 ./ MR 8O Y B T LA AR DME JR 25 91 F R XU L 3
EHKFERTI 5, DME % 4 Rz ¥ b7, DME 2 ZH & JeIEE N DME 697 H9 4 4n . 1 bl % 40 VEGF 245 4 i BF %
B 51052 J B AR P K 000 e I R 3 L A Tl SRR/ R AR MO 6 E H R 3 TR B % R0 M DME

28 K SR AT P B U2 G v i R AR L O R R R L (center-involved DME, CI-DME) 4k DME 3457,

PO JE e 16 0 8 A S I 465413 J DMEE 2 A o R ] 2 i P 20 KUK AT VEGE 95 BV B jc 48 Jin /2 8% 1 DR il DME
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P B2l DR g5 3 % B DME 1 DR H 2% 35 85 7k
VEGF /K F- a5 1E % IR Py B % TH5 ™ . VEGF g 5 1 4 9 i
2 1 MR A VEGF 3% 1 (VEGF receptor, VEGFR) %5 4, {2 i
TN B2 240 B 4 2 380 2 VR B, S 0 46 6 07, 388 00 o0 JE 1t 45
TN B 40 3T 0 P, T 518 DR 95— J5 1T, VEGF fg 5 3 30l 4%
A B 00 4 B, A 9 B A I R R, T AR I T A
TELE MBI, & RO IR B o 1 VEGF 254 2 35 5%
AR DAY T S5 E 05 2 07 I 205 IS, 1 S5 P 0 30 1 Ik 4% B 1 4 0
A ILAS b VEGF By ik, 3 1400 o 90 000 5% 39 24 10 45 19 2 il
JE& e 38 0 IO B bk 2% I M 4 P E B L A A T DME,
R, #6204 VEGF 254 & B O 6 %k By CI-DME 11— &
VAIT TS o [ A OB VEGE 259 43 UR i )& 4 | 75 Bk
LN TR IEL AN R A 3 TR R 37 N K I NS
Wt VEGF 2543697 DME [ 5F 58 o J HE A7 4554

1 ARFEi#i VEGF #¥i5 77 DME BT %

L1 Rk e s

W Al JE BN — BE G B PE 45 A VEGF 5 19 RNA A% 2 16 i
P LSS L ASAT T IR)T DME AT 85 4t VEGE 254" . 1
— 25 11 9 X0 E B AL AR X % 1, Cunningham 251 7 172 ] fi;
%5 1IE #L /1 (best corrected visual acuity, BCVA) 2k 20/50 ~
207300 1y CI-DME f 35 i bE 485 T 35 58 14 i P 1 S5 W o At e 44
(intravitreal pegaptanib sodium ,IVP) F1425 (5 7 5t 09 A %4 1 %
APk AR R 0.3 mg IVP 3577 41 BCVA Bi2s [ 41 41 0]
Bk, BB 0 1Y )5 BE ( central macular thickness, CMT) B &
AR, T HL 7 A O Ot BE R L B R BRI . Sultan
U ER X 260 ) DME 4 847 9 2 1.0 BEHLXT BRI R 3
BA K Ishibashi %' ¥ J& (9 44 A 243 {5 DME 8 % 1 T 39) i 6L %
WO AR & B ,0. 3 mg TVP 20 DME J8 % 980 ) ok 3 % 11
T EES A BeA I R BRI 5T R A % 3L IVP RE 4% B 2
sk DME 5 19 BCVA | B BE 68U & Bk (88 J), JF B I
CMT™ . 3¢ [ 1 dh 25 & M B % 3 )% (Food and Drug
Administration, FDA) 3K TVP JIF36 97 87 25 il 48 1 4F i
FH & M B BE S ¥ (neovascular age-related macular degeneration,
nAMD) , i 3 3F DME ) —£k 1097 7 & .
1.2 DRt

DUAR AT S e 0] VEGEF-A (1 93% A iR fk 55 20 5 5
BEGLR , B K Z WA o e R MR 45 B A e /P & Jf 25, A
BB JTA1R 9T DME () 438 17 iEJTT 25 . Haritoglou %8 £ X 51
K7 25 P DME G 3% JF J& 7 3T il 3 58 0K s U 5 0L R A 4
(intravitreal bevacizumab,IVB) J&J7 35 %20 DME J7 %% 1) B BE 4
9 Bl RIS, G5 3R W] VB B 25 % DME G & i AL )
FHFEAR I CMT, 2007 48, b o B 19 155 742 i PR 0F 5 190 2% ( the
Diabetic Retinopathy Clinical Research Network, DRCR. net) %} %
W H1M 20/32~20/320 1) DME B EJFE T IVB 597 DME J7 %%
Je 2 A PR G R AIE 5T, 45 2R 7 AR 4 T JR kb6 6 B, TVB 78
3 JH AT RIS CMT, Hox — 22 SRR 4e #5330 3 M,
BOLT R 58 J& — Wl LL 5 e B2 TVB 5 88 B X WOG G BEVA 7 i 2 1

CI-DME 835 7 200 5 o0 i PR 52, 80 91 f8 35 B #1143 i1l % 32
VB JA Y7 o 8 BE X OE 68" 25 B B oR BV 12 4 A i VB
TRIT T HE T = 10 ETDRS = BE (%) 85 L ) W 25 = T OGOk &
BIF I HZ LSRR E 24 A UYL HALIT AL TVB A Bk
B I PRBIF ST R R 755, IVB XF DME S %4 R i s,
Protocol T B 58 & — 101 i WS P . 25 v .0 Bl WL XS T I PR 3 6, b
T IVB ., B 3 {4 18 4 3 4 75 Bk % 50 (intravitreal ranibizumab,
TVR) 155 55 14 i 149 73 565 B 4 75 9% ( intravitreal aflibercept, IVA )
197 DME [ 5 %% P F % 4 bk, 580 4 B4 32 1,25 mg IVB,
0.3 mg IVR 5 2.0 mg IVA Y47 , 45 S R KA BT 1 4E I IVA
AR T W Ty B S CMT [ A% 8 3 {8 F IVB 41 &% IVR
U AE % 2 A R S R L) 25 5 S B, R O R
HimKE X — 148 A 80 5] DME % (1) ol 5 4 BF 52 %
B, 7E IVB YA YT SR _F 1564 MO 6 EE IR T R A BE Ik — 45 k3%
DME 8 # (t) BCVA fHAE 4% 3 /0 i % BT 7 TVB 36 7 WOk, AT
W DME % [ g i >
1.3 HERAE

TR FLPL N R SR S ) VEGF-A [ 95% A U5 1k 3 2 50
Wik H Bt (Fab) |, e 90 4tk E T34 97 nAMD . B 25 5 45
JH J5) ( European Medicines Agency, EMA) fE 2011 4 4t i % 75 ¥k
LR TR ST DME'® . 2021 4E FDA J b [ [ 5 25 5 W 1%
% P J5) ( National Medical Products Administration, NMPA) 3 if;
SEALME T R B PTH FIRYT DR,

RESOLVE fF 5% & — WA & 2 v 0 B AL X B I R 36, 100
5] DME 3 (BCVA % 73~89 i J7 F £k %%, CMT = 300 pm) 8
BEHLAY D9 3 A2, 43 51452 0.3 mg IVR 0.5 mg IVR 5,25 (4 3
BAYT 45 R BORBEYT 12 4 A i TVR 40 BCVA B35 F1 CMT 75
W T A ST ALY o 7R 2 WUOUE REAL IR I R WF 5
RISE Fl RIDE H, 43545 377 {5 Fl 382 f5i] DME £ 2% 4 Ffi 1 /3 ic
B A %2 FITEST R 0.3 mg/0.5 mg IVR JR Y7, 45 R i 7R Bl U
2 4EIF IVR 41355 BCVA 3% = 15 ETDRS R i 585 Ho 4] &%
CMT P fIRFE 24 00 35 08 7 2% 0 5 201, 9 LI i 1 35 1 22 7 ol
FRee pEYT 3 AEm P70 Bk 3 WG R AT ST K ML IVR 16 3%
DME ¥ %) BCVA % 3% BE/K b J5 17 HL A BL 1 19 7 FH i 5

HE— b, T 2 05T IR 6 IVR 5 OB 686 iR Y DME
TR b . READ-2( the Ranibizumab for Edema of the mAcula
in diabetes) J&— T Ho 8¢ IVR | J) Kb/ 4% M5 06 o 8 2 195 3 B &
WITIT 2 I PR BF 5, % B 58 i DME S35 L4 12 12 LY 4 43
M4 0.5 mg IVR OB HE Sk B30T, 5 R K IBE T 6 4~
JwE IVR S y7 41 BCVA B34 T HAh 2 A~ i — 2
BT % B, 332 IVR JA 7 (19 R #% BCVA & CMT 18 4 K B i
24 A F R 36 A 7 A 7R 5 i 3 VL e I 76 K
B TSR L IVR BV AE 05 1 014 A0 2 3% DME f % 40 199 i
925 kg AT fE . REVEAL BF ¢ 2 51 XF W 31 DME (8 3% T J& i —
11 4 v T BE AL O I R IR 36, 45 SR 22 B IVR+28 1 0 41/
WO 2 R 0 D o R 2 45 SR 3 B AR T A
WORGEEAL . #Fx) P [E DME #8037 )& 19 2 b T B AL
XU I BRI B REFINE [/ RE % BL, BE VT 12 4 A BF, IVR 477 41
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9729 BCVA 835 B 500 Fioeiasr 41" s f F REFINE #f
FEHE RV BB IR T 4L, P ME LA JE] & 78 TVR 3G T St 11 &
WOERBERIT RE B W R B SN L PR e B X — . 5
UL RV, 7 MU IVR JA 7 LAl 1] i 51 A BO6 6 BEIA IF t 2 s
P I )76 35 % B 9 1] £, DRCR. net BF 55 Sy 17 25 3 — ] f 2
PET RS I 3 A S S AR VT A5 R B R AT A IVR G YT
T 15 ek — 25 03 4 T I 51 A O ' B (B ZE 30 30O Ot E
=24 J#) 7€ IVR 697 Z 91 1 46 BB S BEIR 97 Be 8 A &k 2>
IVR UKk, H 3 A R B iy g 32

JUE IVR FE803% DME (% BCVA B # BE/K i 7 1fi 2 31
BL A %9 57 FH G 5% L (EL BUE 2 i DR BT 9 +P 22 SR 45 0 MUEE TVR 3
S, 0 S RE T K WA T BT BE O DME BB ok — & i, fiE
A WALV YT 7 R KR YT R 7 DL & 2 PR
[FIRIEIT 5 28T B e 5 52 30 AR L) I IR 3K 25 /2 H A IR B} 2
Ui ) 26 1 9 [a] B . /8 RELIGHT 5%, DME (8 % 1 46 76 3¢
& BEVE 1A AR 2 A H R332 3 ) IVR B4 71 B 0936 97
J5 LML B %9 BCVA Il CMT, 4% IR B 17 3~ 5 A~ A [l 4 4 H
Ly (B 6~18 HIalE 2 N H 1R JEFT IVR JR 97, 45 1
FKWREYT 6~18 /4~ H a4 2 A~ H 1K IVR JR T RE WS 4t 15 5 0)
ASH VRS SE B 35 Y . RISE i RIDE B 5% )5 3]
HEAT B RS RO g R R & B, RS A IVR R 97 ir 2 3L
Wy o 38 7E AR A YT R R 1D BEAS B 4 45 . R 4§ RELIGHT
WF5% &% RISE Hl RIDE $" K BF 58 2 % B 4E K IVR 36 97 18] b fiE
S5 BT I PT AR A R B0 L R 2 R SR R ok N ] LA
IVR 3697 A6 EE , PR HE LA TED 25 2 o 28 02 45 RE 96 i R AH LAY
A # T, TREX-DME Z rf.0y B AL BRI R BF 58 26 1, 5 45 1
B IVR {497 M He, DME FB 2% 76 % K 94 7 1) B R I JR 45 35+
W EET K A IVR I8 9T R Bk, AT AR R B 17
e
1.4 By g

B E PG A N IR AL A RS L fE LA VEGF-A |
VEGF-B 5 #% £ & [ F ( placenta growth factor, PGF) ) %% 2} 3|
VEBESE R 1. PGF o J& 9L I A Jay 8 ke 1 5 SE BB = AR 1 2
Pl i 9 7 22—, 55 42 10045 78 IR A % DI MG . PGF 5 VEGF
ZRAFAE YRR A, PGF = 23l 55 VEGF /E I, 1fi [ 3% PGF
FE3K 00 W] 5@ 3o 0% VEGFR-1 4 5 M 8% 08 10 4% &2 19 40 g X
VEGF 2 B2 ™' o B, 54X %) VEGE &40 4 £F FH i 4 VEGF
KT LL , RERS RS ) VEGF FI PGF 23k 1% 2 1 Bl 471 75 3%
PRI b EA BN A0 25 B A . R, BT R 7S 3% € B FDA it
WEJH T 97 DME &9 % DME f) DR,

VIVID F1 VISTA J2& & F. 4158 IVA 557 DME % £ b0 113
I A BFF 5, % 2 b 39 45 25 05 KR IO % B 9 97 A AT I
B IVRALE s S M AEZEANH 1K HIK 2 mg
9 IVR 3R BiE A 4 J 1R (TA4W) 8045 8 Ji 1 7k (1A8W)
IVR AT, I UG 6 8 97 36 1E Sy ot BR 4T, 25 31 B8 5 806
BEST IR ML VR REGS W] B 3% DME [ 3% () BCVA, HAR # M
JIM AR 148 JH L TAAW R IASW T A ML T
VIVID il VISTA 53 B0 45 5 ,EMA & FDA 43 Bl #E 2014 f1 2015

AF M VA T A P 3% T 3897 DME. v, FDA v i 137 )
WM EELE S AN HEZEH 1R IVR 7697, 2 5 EK
A2 AH LR EMA 76 Ml B4 T % 8RR O B AE
WITIE | AETT DL % 8 4E 134 97 161 B9 1994 J7 2B % . %F ) VIVID
1 VISTA BF5EIFJ& T Kk 4 55 5 WF 58 DAtk — 25 458 o 4% e 4 (R
ZU IVR ST AR R 0, 25 2 W R [ SR 2R I 5 F (L9 4R I 1k
) AR I 2T 8 1 K R T A R R L I R 4E ) L TVA
B3 W) BRI AR T OOt BE AR L 75 8 A i VEGE
YNAIT AR R IVA X IhRESE R (UL BCVA K1) FIff
B4 )R (DL CMT A2 {i3R0R ) I BUE R 400 T HOG6EE  1A4W 5
IASW J7 2% 20" . KBl M, APOLLON fF 55 45 A 147 fi] DME
B (77 BIICREEE DME SA57 52 &% 70 645 677 3 ) I KT &
124~ [l BE 2 WA BE £ DME 3697 92 38 A 2 8 m DME 8% 1
BCVA i % . CMT T [ LU & JG 2236 97 IF 7 19 IVA Bt
Protocol V ij B M I R B 5T 40 A 702 ) 3 28 90 1 & b (2 F 20/
25) () CI-DME & 35 3744 LB AL 43 Bic 452 52 IVA G3OGOS sl f¢
W (FE 1A 25 7 IVA R 97) 45 R R BN T 33X 34 /&
FHM L IVA SO EEIE R B T g X 42 7R X
T I R T L R — T A e

KT X Wells 272 Y471y Protocol T WFFE HEAT T 3 —
R (1) ELHEZ 24 BIT)E , IVA 41 DME L2 f# B & L
) @A T IVR 410 IVB 211 0 (B g m 2, Bl /e s7
Bl i) IVA A A A 31.6% 1Y i F 3697 IF R 58 4l .
(2) SLBET 2 4F 4 DME f 3% DR ™5 f J% A9 B3 1M o, oo F A
P B85 % DR ( proliferative diabetic retinopathy, PDR) fi§ DME £
# B 1 AERE VA 5 IVR 4[] DR ™ 8 fi J3 ol 3% 19 4 H )
o2 5 H Y w F IVB 41, HiX Fh 22 S e BV 2 4F 9 2% 5 %
£E4f PDR () DME f 3%, B 17 1 4F ) 2 4E0f IVR 5 IVB 4[]
DR T F 1 ok 3 19 & L0 TE 25 5, HO3 AR T IvA 4117,
(3) BRI LW 7 275 2 S i DME 7 300 — 1) £, S 301 2 4F ) b
PRI, X T 3L 0 7 BT 69 ) DME %, IVA
TRIT R BCVA B3 K CMT BRI F TVB 1 i F R840
T HEECh 78~69 1) DME &3 )45 TVB IVR Fl IVA 3857 fF
SCELE) BCVA TCB P2 S (0 IVR I IVA JAIF I F IVB G
T REAS T I 3 A CMTH

ENDURANCE #f 5% /& 41 %} 58 g% VIVID F1 VISTA Ifi I i 56
9 60 {51 58 2 T JB 9 — 00T I A 25 IV W0 ARG IR 36 7, 7 i F 58
t DME g8 55 (09 Bl 1 18] B R TV A YRERCES MR 4 8 38 0 1 5 22 i 1T
AR BT S5 R R B R AL BT B IVA JRIT REUE AE 1 4F
Fifi 7 400 N 4k ¢ VISTA BF 58 b T SE 3L BCVA B35 K CMT %
1§, HLAE 1~2 4EBE VT A BT a5 IVA 347 ORI a0

MG R IVA T PR3 2k 35 DME S 19 BCVA K 3 BE /K
i (S ) F S 200 7 B RUIR T 69 B HEE ) HLIZT 30T 4k
Rk 2 59 HRZHCR A IVA JRIT B BE I AT 8IS
WX WOOEERIT . ST ERGS VA 347 DME [ 30
LRALT 2021 4EH L IVA T/ DME [—2a07 i g5,
1.5 JFEME

5 T A B B G 9 — il AR b T 4 4R
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M, EEAE AN VEGF-A VEGF-B 2 PGF, 2013 4 ,NMPA
HE VRS BE A TG 2% F 3497 nAMD \DME L K% 4k % T 95 38 14 35 10
F9 ok % L 24 1L 55 T

— TV fE B UK B U B B M U9 % (intravitreal
conbercept, IVC) 34 77 DME 43 3 14 Fl 22 42 ¥ () 8] B # WF 5% %
BT, 5L L, BV 1A 3 A4S A DME (% ) BCVA & CMT
YU B, (0 BCVA o 36 B 8 M BE S 6 A H BT 08 F B,
32. 6% () DME R 7E 552 IVC IR 97 2 45 475 R 36 B th 9 2 o
2 BRI 5 IVC ST R0X — ] B, BF 5 % W
IVC figfig 3% DME M 2 19 BCVA, 3F H 5% 2 ¥ J) % 2% (20750
a8 2%) i) DME 3% BCVA s W] 2 . [dk IVC fhif
I7 Ko IV G+ BE B 1A T A3 80 B (] B4 BF 58 22 1, IVC A
TA ST B A T 4 B R % B E BCVA FEIR(T CMT, (H Ik
AR RE R EIRAT IVC 3P Y

TE—T L3 TVC # IVR 3897 DME 57 20014 [ Jii i B 5 4 23t
WF9 s, DME B %4 3 A A #2640 1K IVC 5K IVR J5
R B R HEAT T BT 12 4, R 2 IVC 416 2 IVR
LR AR T HE R AR A BT BCVA B3 Al CMT R, {1 2 4>
2R TG  — B IVC M IVR 3437 DME
BRI meta S3HT W], IVC FEAK CMT (98818 F IVR, H MLy
i3 07 T 2 AN L) 2 5 G G2 0 U5 55— T8 A 588 i
DME # % ) meta 43 §7 45 S & 91, IVC 7E 80 3% BCVA Fil i %
CMT J5 I () R BUE T VR L IVC 5 IVR X%f DME (3% 1977
B AT T 2 B R BF 5T HE— 25 B0 3F
1.6 i % FE Bk B4

7 9% FE BR BT L — B IR AR 6F 23 T B B BT VEGF B4 it 1A
FBE, B T8 9F nAMD  DME DL % #0050 I8 5 fik [SHL 22 7 3% #
BRI bl AR 4 T T A 6 mig A7 3% R B AR S /K
FIHR 20 2 mg BRIV % A9 11 4%, 0.5 mg T BRALHTAY 22 £,

RS Pk B AL R TG I PR i % KESTREL A1 KITE 8 18 H 4%
B T 1 s 7R 13 55 A ¥ € Bk B4 (intravitreal brolucizumab, IVBro)
FIIVA 7E k3% DME B D fE2: 45 )R JB 45245 3 LA I 2 4R F5 4%
PEIF R 2 Y . KESTREL WF5Ef DME DL 1:1: 119 Lk
143 54 5% 3 mg IVBro.6 mg IVBro 5 2 mg IVA J5J7 , KITE Hf
FEAR ML 1 s LAY H 43 5914 % 6 mg TVBro 5 2 mg IVA JA57,
BT 52 JE 45 S W], 16 2k 3% DME B % f¥) BCVA J7 [ IVBro
JE4 F IVA, H IVBro £ CMT<280 pwm f 5 % Lo il 98 5 , 7 75
i e P 0 B S/ R ) 2 L B 0 % g
Vi 2AE LS M R & % . B KESTREL Al KITE BF 53 4h, — T it
w0 1 2R SR FE R 45 T 3 14 52 TVBro 3677 9 4EIA T DME
B LB 12 3R T BCVA 35 AR B )
WA R A T AR TE B VT 16 JE K SR 5 2 T 4k £ (H 2
3 E L0 Y BT R ] R R HEAT T 2 6
IVBro' ™, #i% T HAb T VEGF 254, 4 % IVBro 33 J7 DME
BIF 9 R e, o sk — 4 F 0F 5 I L TA
1.7 HAbAIT DME ({3 B $i VEGF 254

FRT, VEGF B 5 2 25 W1 0F & 19 #4055 1 3R 40 VEGF 254
A, 42 B BB A 7E BF 38T B 117 B9 EF X DME f8 % (9 41 VEGF 24

PR NARGT o PR 5V B G [ B ) VEGE-A R4S A2 i K 2
HOBURR S VESU A, BR T BE 5 18 4 KL It VEGF/VEGFR {5 5 %L
P BT A 10038 T 0, A RE A I A R 2 A5 T ok O 1L AR
S P FTBUE H ) JE R RE . YOSEMITE FI RHINE B 5% J2& 78 42 2R
JWHETA 353 R EET LA T Y 2 100 I 391 Ak 45 8% 1 B AL I
PRI , 35 B DFA 35 35 09 40 AL DME g8 3% b iy 8 %ot
S, 34 1891 {7 DME 5 BRENL > M2 4 2 1 H 6 mg
T8 1A I P T 55 3% iy P 4T (intravitreal faricimab, IVF) A4Sk
IR TTRIFR A 6 mg IVE 3597 84 2 A 2.0 mg IVA 7. Bl
Y12 A HER B8 IVF 1E DME BE 0 52 & 7 i 5 IVA A
H—HRaRBARS . IVF BT 2022 4E 4015 36 @ FDA it
AT DME iZBHT T H5K O DME 835 360 97 41 SR8 1 1 £
IBI-302 Jy [& b i BIHT VEGE/ Kb A i UUHE i 5 S 1 o 4 42 AU
BEEHE A LB T RS IR VEGF S 5 (00 AR I 4 A BN, fiE
R Ao 400 o) A A T 3 S D A M T AR A 3 B SRR S . FRT
IBI-302 #f %F nAMD € 5¢ & I 301 i AR B 52 19 1 4] 58 3 4 24, O
B4 LEVA T DME J5 [ 345 NMPA BRoR 40 iy 76 BF 395 20 it
VEGF 25434 £ 4% [7] I 4 5] VEGF #1% 45 K 9 AG-73305 , [a] Inf
#l[5] VEGF I PGF fy 4D-150 45, i Bl 41 VEGF 2§ ¥ £ i 18
VEGF HUsi o, [l i B A7 75 — 75 DME % A2 Fl 42 Jié v 47 5 2 AF:
JHI 73 74055 o AR BUH 40 VEGF 254036, BT AR 7 35 2 %
4 DME G825 1) — R 3R 7 O 58, B B XUHE i 4t VEGF 25 9 1
DME 3657 H ™ e B9I6 77 B 5 (A o

2 #i VEGF Z¥ [ 75 £ 7 DME &7 80 iz A

H &%t VEGF 259172 DME 3697 rf g 9 1 K Bt 52 2
SRR HMAEGRIT TR, REXF I RERE W R RIFH
) KRB WG A I BE U5 A0 FH 25 45 BB B R DU TR 4, A
ISR AN M Ak 45 2 5 22 2 H i R B B AT 0F 52 80 5 Tl o

Fe #1897 (pro re nata, PRN) SRBGEHE B E B H Z 2 WE
IR 8 8 38 ¥ 9506 I 8 B2 48 AE 61T 25 3R 97 . RESTORE ff 5%
JE—IH L 0.5 mg IVR BOBIA YT B & 1A 97 X DME 28 &7
g I 2 0 BE B RUE I R O 5%, % 0F 5% TVR 45 25 38 M\
3+PRN J5 &, #6697 8 N FE 28 + PRN 3R W%, 25 3 B /R Bl 15
1 4E6F,3+PRN J5 % IVR J4 57 F BCVA 3% F1 CMT F& (% 5 B¢
FRIT W 25 S, AP B T O W,
3+PRN J5 % IVR 3597 T DME 5 4% Jf 4K 3 1) BCVA 24 3%
CMT FEAR AT (R 45 3 3 48, JF HL ¥R L B4l DME (B H e ok
IVR 3477 J5 WL AE SR A i — 2 19 BCVA B0 1 CMT FR4E , 7E
& IVB . IVR i1 IVA 3497 DME ¥7 %4 9 DRCR. net Protocol T Il
RBFFE T, W% ™ #% BT 9 PRN 7 & BRI N TR E D
5 A-F R CMT B8 i 10% B 33 47 73k 41 VEGF 25 4 14 4
YRYT T X 24 40 o7 285 5 2 T AR R AL T/ i ) G R R
WBITIRE . X F PRN 44 25 58 F B 1% & (9 DME &
F WS PR st VEGF 697 L AT A 45 J6 45 £ ik [, A /]
REAR AR T4 O M g e o () Bb 7 03 3, I 9+ G 2 5 9 DA A
SE 45 25 1A PR K ) B RS 1 B, X T PRI S T A0 )/ ff 1
S B BB DME B3, S IR 25 9 Ui B 5 46 3R T ()
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Wl s ]

JLAE PRN S W © 58 35 8 7., L4757 950 5 19 G IR B 7 L o
SERT T W UIAST o IGIF 1 K (teat-and-extend , T&E) 5%
BV TETA YT 7 7 A K 3 7 0 ), DA T 6 % T A T R
WHTT AT I I TR . T&E A7 7 E Wk I T nAMD 477
WF5E*,2016 4F RETAIN BF 58 it i 24 4> H 10 i R WL 8E 6 <2 T
DME [ T&E {477 5 W . RETAIN B85 — 10 b 145 .3 44
SEAT X BRI FRBIF TS , 0 A% B FE 1 372 4] DME %4 1011 189
FC BB HL A BE T T&E+EOE 6 BELH \BA 4l T&E 4 PRN 410,
WA FEIEZ IVR 45 HIAJ7 H & BCVA B2, B E WA
T&E 21, W J5 SE B 7 R 2E K % 2 A H L 25 2 A A B fasE
WIAE K 28 3 A H 45 R BIBE YT 12 4 H B T&E+0O6 't 5 41 5%
Bl T&E 21 B9 BCVA 3% 2 A 45 T PRN 41, By 24 4> H i
BCVA B8 3 AL H A K ] TRE 357 M A T 46% 191112
B H IVR 3497 YOS PRN 4105 % . RETAIN §F 55 % W1, T&E
TR W AT LU DME B3 [97A 97 5 i, R 2 DME JA 97 1
— et

A 5 DU AR BT TR R BT BT PG 504 JF DME ST R I B
BFSE M L3k 1~3,

A I LR WLy AT, 4y DME [ 16 38 2 4% % 3 KT
VEGF 25811497 J5 , 62 A T 7 J2 1048 B 1% 47 7T DL 347 42 1) L 14
I P UL TR [ R 3 X AR X B VEGE 259034 7 J6 I 25 | 5 4k
P A2 %k DME Bk b 2 3 6 ¥ DME, AT I J6 K 8 i IS
WA HL S B8 I PR 58 %0 ME VA 7 DME [ 40 VEGF 25 9177 30 47 L
e AL S AR X FE G R F 7T AT AR I — E B %, 7E— TR 12
A BT B M E X BRI PR R 30 REEF BF 58 b R B0, F 4 4% 52
4.7 ¥ VB JRYT J5 TE M2 (CMT>300 wm) [ 43 il 4k 16 ¥ DME
B EERZ 3K 0.5 mg IVR {4 T )G A 98 25 15 90 1 ik 3%
CMT FAAR ;T #5434 22 0.5 mg IVR 347 J 475 JG W7tk e 3% 1
A7 DME (% 76455 3% 2 mg IVR 3477 J5 1] H 8 CMT 7%
W Lim VR PR SZ 6 R IVB 8 IVR VR IS T
S5 WMEG I DME S0 7656 9 IVA 3497 J5 ol th B0 3 00 ) 4
T A8 30 27 S0 3 L AR UK BT IE CMT 5 48 24 i A EE AR 129 pm,
B . Wood 41 [a] B & B, % F 42 52 &0 3 W IVB 8
IVR Y477 J5 JE 025 B META T DME #02%, 5  IVA S8 975 79%

(11/14) [ 38 b DU #2700

R 1 DX EBEFIETT DME I KR35 H I g8 5

TRENZER

. B Hiiji y Ttk B R BCVA (ETDRS F-4) * CMT (pm) *
s - TH (3 J
#5 (H) (hitk) (%) A% PR D e 54 FR T e
Scott ¢ DRCR.net 12 Wk 19 9(47% ) 64(57,72) 64(50,70) -1(-6,5) 441(354,512)  -40(-146,85)
0 J+6 5 1.25 mg 01 £} Hid n 6(27%) 63(54,73) 65(60,70) 5(1,12) 397(320,358)  -56(-120,-6)
0 J5+6 8 2.5 mg M K41 % 9(38%) 68(59,75) 63(57,71) (4,11 46(342,543)  -47(-125,-16)
04 1.25 mg O {5 +6 A 6 3 5t n 9(41%) 60(54,75) 64(52,68) 4-3,7) 406(353,520)  -5(-41,53)
04 125 mg MERBH+3 MRG0 10(45%) 67(60,71) 66(57,72) 0(-5,8) 389(308,452)  -40(-103,33)
Michaelides 47 BOLT 5 1.25 mg M 4% 4 ) 12(29%) 64.9+9.4 55.7£9.7 8(1,10) 5072145 -130£122
Yotk 38 13(34% ) 63.5¢8. 1 54.628. 6 -0.5(-15,5) 4812121 -68:171
Rajendram % %) BOLT 104 1.25 mg UM 41 ) 12(29%) 64.929. 4 55.749.7 8.6 507+ 145 -146
Yok 38 13(34% ) 63.528. 1 55.729.7 0.5 4812121 -118
Nepomuceno 411 % 48 1.5 mg JU k4L 3 19(59% ) 63.848.8 0.60+0. 05 0.36x0. 05 451.7420.3 -122.0£20.9
0.5 mg HIRHH 28 14(50% ) 63.7£9.0 0.630.06 0.34£0. 04 421.9223.1 -141.018.6
Kriechbaum %> % 5 2.5 mg N HH 15 18(60%) 59211 0.30(0.19,0.42) 0.18(0.06,0.3)  505(438,572)  351(258,445)
8 mg i %218 15 0.32(0.20,0.43) 0.36(0.19,0.52)  490(433,547)  294(224,368)
Sonoda 41211 x 12 1. 25mg I #dt 2% 9(35%) 62.9:11.4 0.48:0.32 0.4020. 25 495.7£195.3 449.6£212.2
Amgl %A 25 8(23%) 59.212.5 0.40£0.25 0.31£0.23 503.9+171.4 389.4£209. 4
Wells %17 Protocol T 52 2.0 mg B I 0 110(49%) 61(54,66) 56.2¢11.1" 18.9511.5° 4528145" 2108151
73.522.6° 8.0£7.6° 3732 108° -1292110°
1.25 mg DR i 218 103(47%) 63(56,68) 56.6£10.6" 11.8£12.0" 4674155" - 1352152
72.822.9° 7.547.4° 363488 -67265°
0.3 mg F A 218 94(43%) 59(53,67) 56.549.9" 14.2¢10.6" 4311138 -1762151"
73.4£2.7 8.346.8° 38499° -1192109°
Wells 4148 Protocol T 104 2.0 mg A1 755 21 93(46%) 61(54,66) 55.8:10.1° 18.1£13.8" 450:142" -2112155"
73.5:2.6' 7.8:8.4° 3732 108" 1332115
1.25 mg M f% 40 185 91(49%) 62(56,68) 56.910.5" 13.3£13.4" 4712153 -185£158"
73.0£2.9° 6.8:8.8° 360:82° -68298°
0.3 mg FH B HA 192 85(44%) 59(53,67) 56.1£10.1" 16.1:12.1° 4304135 - 1742159
73.422.7° 8.6+7.0° 377:97° -125¢118°

T a5 DL LogMAR J7 30378 5 b KUl ok B 22 R J1 ETDRS F £ 80/ F 69 (R Snellen 1 J) Jy 20/50 B H 22 ) (19 /8 & 5 ¢ Kok A 2Lk )

ETDRS FHE A F 78 & 69 [] (HJ Snellen 1 Jj 7 20/32~20/40) ({35 5 = BT K M(Q,,Q5) 5 xs a5 »

DME : % PR 28 BEK i s BOVA : B £

W TEAR I s ETDRS : % PR 40 P00 585 728 1L 39336 77 BT 78 /1N 20 5 CMIT 38 B o 111 400 o) )52 3
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R2 BUREMKT DME KRR EMINEFZTIRIFZER

i i , . 4K b BCVA (ETDRS F:4) © CMT (pm) *
g o TH ¥4 . — —— — ——
5 0D §:3:9) (%) #% A 54 AR
Wells 2122 Protocol T 52 2.0 mg il ff 75 224 110(49%) 61(54,66) 56.2¢11.1° 18.9+11.5" 4504145 -210£151°
73.5:2.6" 8.0£7.6" 373:108" -129:110"
1.25 mg AR 28 103(47%) 63(56,68) 56.6210. 6" 11.8£12.0° 4672155 -135£152°
72.8:2.9" 7.547.4" 363:88" -6765"
0.3 mg FH A 218 94(43%) 59(53,67) 56.549.9° 14,2410.6" 4312138" -176£151°
73.4:2.7" §.346.8" 384299 -119+109"
Massin % 2% RESOLVE 52 EIAA 102 46(45%) 63(32,85) 60.249.9 7.8:1.7 455.42114.2  -194.2¢135.1
5 g 49 24(49%) 65(41,82) 61.1£9.0 -0.129.8 448.9¢102.8  -48.42153.4
Neuyen %% RISE 104 0.3 mg 3R H47 125 52(42%) 61.7:8.9 54.7212.6 12.5 474.5¢174.8 -250.6
0.5 mg FH I 125 60(48%) 62.810.0 56.9:11.6 11.9 463.8:144.0 -253.1
5 A 127 53(42%) 61.8£9.8 57.2:11.1 2.6 467.3£152.0 -133.4
Nguyen % %°) RIDE 104 0.3 mg FH A 125 52(42%) 62.7£11.1 57.5¢11.6 10.9 482.6+149.3 -259.8
0.5 mg T 41 127 41(37%) 61.8£10. 1 56.9+11.8 12 463.8£175.5 2107
S S 130 64(49% ) 63.5¢10.8 57.3¢11.2 23 47, 42154, 4 -125.8
Brown %12¢) RISE 156 0.3 mg F A 125 52(42%) 61.7:8.9 54.7£12.6 14.2¢12.8 474.5£174.8  -261.2£196.5
0.5 mg kA 125 60(48% ) 62.8£10.0 56.9+11.6 11.0£12.9 463.8£144.0  -269.1178.9
lekd 127 53(42%) 61.89.8 57.2¢11.1 435149 467.3£152.0  -200.12215.6
Brown 42¢) RIDE 156 0.3 mg & At 125 52(42%) 62.7211.1 57.5£11.6 10.6£12.9 482.6£149.3  -261.8+180.8
0.5 mg HHNH 127 4(37%) 61.8£10. 1 56.9+11.8 11.4£16.3 463.8£175.5  -266.7+207.8
il 130 64(49% ) 63.5¢10.8 57.3¢11.2 4.7£13.3 7451544 -213.2193.5
Neuyen %127 READ-2 % EE 4 29(69% ) 62 24.9 1.2 422 -106.3
L E e ) 20(52%) 62 24.9 3.8 474.5 -117.2
R ) 23(55%) 62 28.4 -0.4 439.6 -§2.8
Neuyen % 2% READ-2 104 A k) NA NA NA 1.7 NA NA
B 3 NA NA NA 6.8 NA NA
Bk 34 NA NA NA 5.1 NA NA
Do %% READ-2 156 FRAS 28 NA NA NA 10.3 414 -132
Tk O 14 NA NA NA 8.9 469 243
oA n NA NA NA 1.4 458 -193
Ishibashi %) REVEAL 52 0.5 mg FIRAH+75 8Ok 133 52(39%) 60.79.4 58.8£10.9 6.6£7.7 419.2¢152.4 -132.5
0.5 mg B AT HEOR 132 65(49% ) 61.2410.5 58.5£10.5 6.4£10.7 429.9£158.3 -164.5
A O B 131 56(43%) 61.5£9.7 58.4210.6 1.8£8.3 394.7£122.3 -58.6
Li%t3 REFINE 52 0.5 mg F I 307 168(55% ) 58.6:8.7 59.6210.5 7.8:0.7 473451661 -146.5£157.6
Wb 7 38(49%) 59.00£9. 19 58.2:9.4 2.5¢7.8 475.0£161.5  -85.92166.6
Elman %**) DRCR.net 156 BT 144 66(46%) 64(57,69) 65(56,73) 8(2,16) 375(310,477)  -142(-249,-55)
FIAI+EM (224 ) Bk % 147 59(40%) 64(58,70) 65(58,72) 11(4,17) 394(321,502) - 155(-248,-66)
Elman % **) DRCR.net 260 T+ DO 124 60(48% ) 63(57,69) 65(56,73) 9(3,16) 375(304,477) - 152(-256,-65)
FHRAI TN (224 ) Bk % 111 42(38%) 63(58,69) 67(59,73) 12(4,19) 394(321,498)  -160(-245,-54)
Pearce 4 **) RELIGHT 78 0.5 mg F A 109 32(29%) 63.7£9.7 62.9¢11.4  6.5(4.2,8.8)°  418.1159.2  150.2£168.3
Boyer 1% RISE 208 0.3 mg FH A 89 37(42%) 61.5£9.0 54.4:12.0  -1.7(-3.6,0.2)  475.9:170.2  23.3(-7.7,54.3)
05mg SR 79 40(51%) 62.0£9.6 56.5:10.9  0.8(-1.1,2.7)  476.7¢139.5  4.2(-17.1,25.4)
Nl 77 33(43%) 60.9+9.5 57.8:10.5  1.3(-0.3,2.9) 46281414  29.6(3.4,55.7)
Boyer 4 *) RIDE 208 03mg EL 83 32(39%) 61.0£11.4 58.3¢11.3  -0.9(-3.6,1.8)  480.3x186.9  46.1(-2.6,94.8)
0.5 mg T ¥ 41 84 31(37%) 61.3£9.4 56.9¢11.8  0.6(-1.2,2.4)  481.1£163.2  44.1(16.1,72.1)
5 g 88 42(48%) 64.2411.5 5782114 -2.6(-5.6,-0.5)  441.3£146.3  9.6(-18.4,37.6)
Payne %1% TREX-DME 52 0.3 mg T 3 LA T 14 30 16(53%) 58.7 65.1 8.6 434 -123
0.3 mg FHRASEK AT 60 32(53%) 59.4 64.1 9.6 475 - 146
0.3 mg EHRBRERBTMRHEOLEE 60 24(40%) 59.9 65.1 9.5 480 - 166
Payne 217 TREX-DME 104 0.3 mg HIRAIAA 5 30 16(53%) 58.7 65.1 1.5 434 -139
0.3 mg FIRHHTE K BT FR 60 32(53%) 59.4 64. 1 9.6 415 - 140
0.3 mg FHEHERBITFARHIERLE 60 24(40%) 59.9 65. 1 9 480 -175
Wells 248 Protocol T 104 2.0 mg BTG & 201 93(46%) 55.8211.1° 18.1£13.8" 4502142" -2112155° 5.8+ 111"

73.5:2.6" 7.848.4" 373:108" 133115 73.542.6"
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Wi B}ﬁ b vl - B I ‘H&%v BCH (ETDRS 8) © . A ‘CMT (wm) .
55 (H) (fitL) (%) £ VB % £ VB 7%
Wells 448 Protocol T 104 1.25 mg 0 #41 185 91(49%) 56.9:10. 5" 13.3213.4° 4712153" -185£158° 56.9:10. 5"
73.0:2.9" 6.818.8" 360+82" -68+98" 73.0:2.9"
0.3 mg HHLH 192 85(44%) 56.1210.1° 16.1:12.1" 4302135 - 1742159 56.1:10.1°
73.4:2.7" 8.6+7.0" 37797 -125¢118" 73.4£2.7"
Mitchell 262 RESTORE 5 0.5 mg HIMH+5 A0k 116 B(371%) 62.9£9.3 64.8£10. 1 6.1£6.4 426.6£118.0  -118.7+115.1
0.5 mg HIRMH+EOE K5 118 48(41%) 64.0£8.2 63.4£10.0 5.9¢7.9 416.4£119.9  -128.3:114.3
B HIOE 1 53(48%) 63.5:8.8 62.4£11.1 0.848.6 412.4:124.0  -61.3£132.3
Schmidt-Erfurth %17 RESTORE EXT. 156 0.5 mg B HRAMAT+5 FTEOL 116 4(371%) 62.9£9.3 64.8£10. 1 8.0£1.1 426.6:118.0 -142.1
0.5 mg H WA HEOL L8 118 48(41%) 64.0£8.2 63.4£10.0 6.7£1.1 416.4119.9 -145.9
AT S 111 53(48%) 63.5:8.8 62.4211.1 6.0£1.1 412.42124.0 -142.7
Priimte %% RETAIN 104 0.5 mg HIMFERBFARHOELE 121 43(36%) 63.7£9.1 6176122 8.0(-19.0,41.0)  480.7£165.0 -34.4(-82.7,87.8)
0.5 mg BIRAA TR BT AR 128 51(40%) 63.0£9.8 63.9£10.8  7.0(-50.0,26.0)  452.4£131.2 -27.4(-77.2,69.5)
0.5 mg AT B E BT 123 46(37%) 64.5£9.7 64.7¢10.2  8.0(-27.0,32.0)  432.5£129.9 -26.6(-76.4,74.0)

TE o MUfi R 5 IR AL ETDRS T B8/ T 69 (B Snellen #1J) J 20/50 B8 22 ) B9 ;b Kbl ok B I AL ) ETDRS FEE AT 78 % 69 [a] (M

Snellen 73 2y 20/32~20/40) i #4 sc: L 95% B A5 KA T R 5+ HIEHTN M(Q,,Q;) B wxs B v
W35 ETDRS 455 b 41 90 I3 722 S 00 36 7 F 7 /N 5 CMUT 2 B 0 r s 1M1 00 190 VS 88 5 NA - e B4

x3 MHEEEE

57 DME I 5 i B0 B Th B 3 FU AR #1 2 46 2

DME : 1% B J 25 B 7K it s BOVA « f A 67 1

- Wa B 5 . 4\ Ef BCVA (ETDRS 74) * CMT (pm) *
45 (/) ) (1) (%)" 4 7 I B 1 %4 PRI
Wells 422 Protocol T 5 2.0 mg W 5 & 24 110(49%) 61(54,60) 56.2¢11.1° 18.9211.5° 4525 145° -210151°
73.5:0.6" 8.0+7.6" 373108 -129:110°
1.25 mg JUfE 41 A8 103(47%) 63(56,68) 56.6£10. 6" 11.8212.0° 4672155 -1352152°
72.8:2.9" 7.5:7.4° 363£88" -67265"
0.3 mg FH Y 218 94(43%) 59(53,67) 56.59.9" 14.2£10. 6° 431138 -176+151°
73.420.7 8.346.8" 384299 -119109"
Korobelnik % * VISTa 5 15 4 JTE 52 mg B 154 67(44%) 62.0£11.2 58.9£10.8 12.529.5 485157 -185.9£150.7
15 8 J T4 2 mg BTH 7 152 73(48%) 63.129.4 59.4£10.9 10.728.2 479154 -183.1£153.5
o 154 69(45% ) 61.7£8.7 59.7£10.9 0.2¢12.5 483153 -73.3£176.7
Korobelnik %> VIVID 5 15 4 TR S 2 mg B 136 53(39%) 62.6£8.6 60.8£10.7 10.529.5 502+ 144 -195.0£146. 6
5 8 A 2 mg WAL 135 47(35%) 64.2:7.8 58.8+11.2 10.749.3 518+147 -192.4£149.9
WOk 133 54(41%) 63.9£8.6 60.8£10. 6 1.2:10.6 540£152 -66.22139.0
Brown 440 VISTa 100 4 JE TR 2 mg PR 7 154 67(44%) 62.0£11.2 58.9£10.8 11.5:13.8 485£157 -191.4£180.0
5 8 B 2 mg BT 152 73(48%) 63.1£9.4 59.4£10.9 11.1£10.7 479+154 -191.1£160.7
o 4 154 69(45% ) 61.7£8.7 59.7£10.9 0.9£13.9 483153 -83.9£179.3
Brown 41401 VIVID 100 4 T4 2 mg TS 136 53(39%) 62.6£8.6 60. 8£10.7 11.4211.2 5024144 -211.82150.9
8 A 2 mg BT 135 47(35%) 64.2¢7.8 58.8+11.2 9.4£10.5 518+147 -195.8£141.7
o 133 54(41%) 63.9£8.6 60.8£10. 6 0.7¢11.8 540£152 -85.7£145.8
Heier 214" VISTa 148 4 S 2 mg WAL 154 67(44%) 62.0£11.2 58.9:10.8 10.4:14.2 485157 -200. 4
1 8 4t 2 mg TP 152 73(48%) 63.129.4 59.4£10.9 10.5212.7 479:154 -190.1
o 154 69(45%) 61.7£8.7 59.7£10.9 1.4214.5 483153 -109.8
Heier 44! VIVID 148 4 S 2 mg IR 136 53(39%) 62.6:8.6 60.8210.7 10.3£12.5 502+ 144 -215.2
5 8 TS 2 mg PRI 135 47(35%) 64.247.8 58.8+11.2 11.7£10.1 518147 -202.8
WOk 133 54(41%) 63.9£8.6 60.8£10. 6 1.6£12.7 540£152 -122.6
Baker 21 #° Protocol V- 104 4 A 2.0 mg PRI 2 26 95(42%) 59(52,65) §5.23.5 0.946.4 306455 48165
o 240 82(34%) 60(53,66) 85.23.8 0.1£6.3 314152 41275
WE 236 87(37%) 60(53,67) 85.23.8 -0.46.4 314164 -42475
Wells 44 Protocol T 104 2.0 mg P A% 201 93(46%) 61(54,66) 55.8=11.1° 18.1213. 8 4502142° =211£155°
73.5:2.6" 7.848.4" 373108 -133:115"
1.25 mg I fi 44t 185 91(49%) 62(56,68) 56.9£10. 5" 13.313.4° 4712153 -185158°
73.0:2.9" 6.818.8" 36082 -68:98"
0.3 mg A 192 85(44%) 59(53,67) 56.1£10.1° 16.1£12.1° 430£135* -1742159°
73.4:2.7 8.6+7.0" 377:97" -125118"

T ca B Ok B SR ) ETDRS S8 50/0 T 69 (R Snellen #1732 20/50 538 22 ) i 45 ;b $dli ok B BEL AL ) ETDRS FE 404 T 78 2 69 [a] (H)
Snellen #1124 20/32~20/40) By 5 & ; = KA M(Q,,0,) 5k x+s B x
A5 FLHAR ST I IE /N s CMIT B JRE v [V %) s

DME : 4 JR 5 25 BEAK it s BCV A« Foe (185 1E A 3 s ETDRS : 4 B 2L 199 05
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B W4 R 55— BT VEGF 25934 J7 4, 8 46 S B 385 1k o
BT R AR 5 A5 ST VEGF 25 49 36 Rl L i P W e 5% 18 2%
FEMEIATE DME (B (0967 Y8 2 — o — 00 1] 650 4t o 451 2% 97 F
FE B WY, 3 1 1A PO B2 52 KA R T LA W S g YA A DME
BF ISR CMT T T MEJA 1 DME % (93697 . Lazic
AU R — TR g S 4 AN F BRI I T G PR BT S R R 15 8 A 36
DME #83% 3 47 55 58 U 9B 52 500 M A RA T, 45 1 0 7R BTG
24N IS E BCVA HH BUW] B ok 3%, T 7E D7 1.2.3 4 1 bR
F CMT W] A8 . Maturi %70 JF & 7 — 50 11399 2 b0 B AL
X B BRBESE, a0 A 116 15 5 £ ¥ 3y 20/32 ~ 20/320 ) 3fE i
¥ DME (% FF 4% F ML A 1R 2 AN 4L, 40 5145 % 0.3 mg IVR
T 700 g Hb ZE A G T7 BALLEFF 0.3 mg IVR 3477, 45 T % 9]
Bl 24 4 IVR 14 HE K M8 3A T7 M T 3 IVR 367 g g
UF Hb 8 A% HE 36 75 DME #8219 CMT, {H 2 /41 [ ¥ 7 i 38 9 6
W2 S

M2 X T HENAPE DME B2, B G I R AT L% I ey
A R 55 — R P VEGF 25836 77 , 308 ek B B2 R R i
F o AFLTR Bt 157 AR 54 ik 75 47 1 A 5 308 BE K B ) 5 TR
(B8 B8 1R 8 B A H 45 ), 6k 47 76 EL Al BRI X 36 7 DME i
F R IUHE B F X PRI

4 41 VEGF Zi#¥i&frf DME iR &%

$t VEGF 25413477 DME 15 £ 2 28 3% 5 (A 1 25, (HL 3 57 32
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