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Abstract

e Neovascularization is the main cause of blindness,
such as diabetic retinopathy, retinopathy of prematurity
and age - related macular degeneration. Vascular
endothelial growth factor( VEGF) plays an important role
in the formation of angiogenesis, and is considered to be
the most potent angiogenic growth factor. Placental
Growth Factor ( PIGF) is one of the VEGF family, which
play a crucial role in endothelial cell proliferation and
migration, angiogenesis, and immune - mediated
inflammation. Meanwhile, PIGF is specifically expressed
in pathological angiogenesis, but not in normal blood
vessels. In recent years, there has been increasing
attention to PIGF, therefore this article reviews the role
of PIGF in neovascular ocular diseases.
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A A RV 22 BUR VER A Y S22 SR 91 Groa bR
PO JEEp A FeL 7 I DO S 7 | A 1 R DG 1 B B 1
1M W 2 A K R T ((vascular endothelial growth factor,
VEGF) 7EH7 A= 48 19 b e 25 B 21 T oA o 2

VEFH 5 0 148 A= K I iR 8 A2 K I 7 ( placental
growth factor, PIGF) & VEGF FIET ) — 5, WA 8 A
A5 A B, 03 P B A B AT A% 3 B, A 3 SR 8 AR E SRV
e S 258 T B B A LA, (B T I 48 RO SR
ik P AEK PIGF ¥ 52 B AT, A 30X PIGF
T AR 1078 AR VR FHAILIR BEA T 4R

KA AR 5 A4S N R A K R 32 K 50 VEGE
254y 5 IR A 10 A
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5 B ST 2 I A S 22 P HIR S 5 o g L ] g 3L i A
JEEH N EERNZ —, A e e — MR
TR AR 52 Z R AN A R T B PR 2, VEGE J& —Fh ] B —
RURBEE (1, 283 4 A A T8 b ke 25 S B AP, A
NSRRI A AR K T R B HS VEGF -
A .VEGF-B .VEGF-C VEGF-D VEGF-E Hl PIGF, H
VEGF-A JEiH I B FE ) —Fh, A 2R
R VR PE G SR I A PN R 20 M A 2243 24 S A P B 4
R348 B0 A I A T R 5 446 5 L A G HR /N LA A B 0B
M A i3 2 KA FAMB UURBE LA A B L, Ry
BrAE B AN A MR ST R AEE 5, I, VEGF 23R
I3 A I A AR ) B AR A5 P VEGF 259 1A R 36
B BRI — 23597 FB, [Rh VEGF KR 5 2
— IR A K I F (placental growth factor, PIGF) AYAE Il
B A RS — BE B AT 200, S0 A R ik 58 %2 B8, PIGF
SR AR B AR A IR A B AT R R, AR SR
PIGF Z£:37 A= ML 45 R s o B 1k 5 v (49 FH K470 PIGF 24
YT A — 253k
1 PIGF #f5&
1.1 PIGF 5 F4#) PIGF J& VEGF ik i— 5, T
1991 4FH Maglione %5 M AR % cDNA SCE 585 4lifk
Mg, J& — B o 6 A — R R OB 2R 1, 4> T & 46000 ~
50000kDa, H: 8 H 2 2L B2 ¥ 515 VEGF A 42% 1) [R5 I
P, EEFRE T ARG O il FRER B Eh, A
K10 PIGF LN 7 T45 14 S ik, &8 Lo 81,
R4 PIGF JE P e B DR, T LA™ A8 4 FpOAS 6] 1) 5544
{k: PIGF = 1 ( PIGF,, ), PIGF - 2 ( PIGF,, ), PIGF - 3
(PIGF,y, ) ,PIGF-4 (PIGF,,, ) , EfITR/NANE], 23 b4t A
ZREMII WA —, PIGF-1 Ml PIGF-3 N5 FE4 4,
Ifii PIGF-2 il PIGF-4 HA BRI 5T R G MR, &+
BN LR R e AN B AN L A R S5 A, PIGF-1 H
1 ~57 SN BF4iS PIGF-2 fH 1 ~7 5S40 F gufidis
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PIGF-1 2% 6 SAM R T, s F R4 A X, %A 63bp,
H, PIGF-2 5 PIGF-1 AU [RIZE FHT & B T4 6 54b
B fE e B A R4 A6, PIGF-3 R PIGF-1
16 AR TAN TE 4 15 548 T 2 [l A 216bp 1Y
i 75, PIGF-4 [ T %A 5 PIGF-3 [RIFE ¥ 514, ik 1
G PIGF-2 T BA 4 6 ST i E 45 41X
1.2 PIGF WK PIGF W2 EAFMENEAERKHN T2
{A&—1(vascular endothelial growth factor receptor—1, VEGFR-1/
Flt - 1), i 2 2K R & 1 £ W ( heparin sulfate
proteoglycan , HSPG ) | neuropilin — 1 ( NRP - 1) 3% & fl
neuropilin-2 (NRP-2) ZZ{&, 1 VEGFR-1 5 PIGF-1
M1 PIGF-3 254 ,PIGF-4 15 VEGFR-1 & HSPG 454,
PIGF-2 W] 5351 5 DU 3Z AR 25 4, T 7= A2 R[] 14 A 4 2
N, VEGFR-1 0] 5 PUFp Iy BRI & & PIGF 45 51
ZAK BRI Z 4N, VEGFR-1 i£ A 5 VEGF-A , VEGF-B,
TfsvVEGF 456G, Hoor+ 2 294 180kDa, B 7 > M 4h 5 3%
BREE FAREZE AR IR — B AR X — 3L R 25 4 R — S i Py
i S PR VA Tl 5 M B L, A N B 0 L R VR G 12 5 2
YA R TE BRI A | ERAX A M W A | B it T
i L REAG I B B A AFAED . VEGFR-1 IR & &
By Bt P9 B A0 43 Ak | 0L TR I R 3 Y A IS R e
B EEAE, i [R5 S VR FH R I AE N i 40
I8 5% 200 L PR T 68, 52 R PN R AT L 1 43 Ak B, 7 2B
M AT RS GE I ik B e s E . PR R IAE
YRR K &% B BB VEGFR-1 2 5 58 M 1Y
YEFH . VEGFR-1 JE A il e /N BUAE IR fif & A= 301 9 Bz 4
Mg A AR REIE IR B A I R 48, BIF LR A7 1, 15
R VEGFR -1 [ 2 12 9 16 445 #4356 DR %) /)N B R ik B A7
T FLIN A SEAE &, DA AE A6 & A 1, VEGFR -1 £
AT B R R 45 /E B S VEGFR -1 1% &R
LA BB YA 56 . VEGFR-1 A 5 B A2 3 A= 145 A=
B A B R A SRt iR 25 0 B ER BE R R B R AR,
VEGFR~1 5% H: 1% 208 B 10 3 P 0 5 T i1 5 5%
S RO S A A R R, T VEGFR -1
B I P T 0 A LS AR WG, DR e A AR 4 1k
POl VEGFR - 1 2% 3K ok 8 45 AR 3 B A& 1 45 19 A= 1k,
Luttun 257 5 FHHT VEGFR -1 114 B 58 B P AR I 61 1 by
ARV ot R O 5 73 B 1ML A5 B B, BT VEGFR -1 3R )7
2wk J i 08 il A8 ) 2 B B AIK 45% , I AE K/ B AR
30% . HT VEGFR-1 Jayrdufii i [ B et ey R i
I SEAEPE DG SR R R A R, AT B R I —
EI X} VEGFR-1 ) siRNA J Bi/¥ 51 ; Sirna-027 , & X} F {4
AR IR P R A0 M R /DN B P A0 T i R ik 8% s A
I A0 3R 5 1k 40% DL

1.3 PIGF M4 IhAE

1.3.1 PIGF 5m&®M PIGF &840 1, e
045 P Bz 20 e G AR A PN R A e A, I T AR R
VEGF b B 3k 18 5 9 1 4t i i A= <, 4 i a7 A=
B, PIGF i BE A2 #F BA% 41 A A PN B2 40 B 0 32 7%, 3 m
Bz AN A3 3B 1 . PIGF 78 Jif 45 28 8 B %) 1 45 1 g o i
FEAE FEIG LB & B b B AR 38 ) 14 T8 Ry
P S0 S E T A HRORIX IR 28 7 PR A v i TR L)
PIGF-1 EAT AR M4 A VR, 52 30500 -5 () 9S8 1 1)
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A A A, H %0 w] 8% Bt PIGF o B BT, B4R
PIGF FE i 43 = JE 63K, (B PIGF 3 PR i I3 1) /1N BUATS
AT DB R R AR A e A28 AR B I A A0 A P 3 A iz
5 | i K AL PR A 4 AT B AN PIGE ™
FH PIGF AFEma IE# 1 & B o 76 40 M s sioms UIR 28
T AR A A LU A SN PR A
AT 5] PIGF &35, AW PIGF X A= BRM: i 45 19 24k 1 5%
AN K i %ot B S A i 4 EL A S HEVE Y . Luttun
SR PIGE 35 R B3t I /N BRUAG F 98 2% A PIGF Ui 2> 9
FEPEBAE L, B = PIGF i Bz JRA%5 171 Ak 8 1o Ji 4o 46
RIEVEF B I8 . HETIAN, PIGF {2 i 55 B 7
A8 TR B A A P R AR K R TR A
X, HHLHITTRESE B T K& PIGF 354+ ME 454 VEGFR-1
ZARDL S T H £ VEGF i1k VEGFR-2, I 5 H:45 4 i
it VEGFR-1 & (5% /T VEGFR-2 , 3 5m ik K
- VEGF 88U, ; PIGF 154k VEGFR -1, 3 i3 43 [6] 1)
FERERRAE T, $ VEGFR -2 52 1A s 2 1R (19 s 1R 1k /K -,
{587 28 1l 45 18 1% PIGF 5 VEGF i VEGF/PIGF &
AW, DI BT R AL i A K E 5 4 VEGFR -2/
VEGFR-1 Z K4 & ¥, PIGF 5 VEGF 3= 4 M 45 &
VEGFR-1, | VEGFR-2/VEGFR-1 2k & &Y, k%
PR A AR R A A T S A A S LA
TRIVET 25 248 L ) 386 8 R0 55 4 | B AZ — W 40 R 1 Ak
B AEL 20T ) SR R i 1T A A A i
1.8.2 PIGF 5REER R R LS A FR-E Z — 302 1l
EHE AR R AR B B R R R AR S R
7 A5 R BB B8 B I A5 B AR R PIGF B3R5 J |
JEY . PIGF 38 A3 019 L4 PN B2 40 i 1 DD ek 5 5 R i
F, PIGF W] Dhid i b 8 b 988 3R 28 I+ - o ( tumor
necrosis factor—oc, TNF—a) . A0/ 2 - 1B (interleukin—13,
IL-1B) MK, 4275 IL-8 M b E A - 18
( Monocyte chemoattractant protein 18, MCP—1B) % R AE
K HETT 75 5 9 KON, [R] B PIGF 3435 VEGFR-1
54 AEHE MCP-1 764k T, AT A2 28 SR 40 i 5
M B4, LI S S, Yoo S5 AE T
4o F T I R M S I Y PIGF Rl VEGFR -1, 3 HLIE
SEEANE M FPAZ AN = AH DG, HBEDE TNF - IL-8 IL-1B
MCP-1 5 51 &2 5 3218, #a ik B e 4 i SR 4, IR i 5
HEHAAF et RAE N, Oura A=100  H PIGE A
BB /IR HE ISR T 3R & AR 25 NV E PIGE i ] Bl i
/N ERORIEF AR RN B Y 25 5%, R BB = PIGF il S804k
I I 34 A kD> | 3 DR e I /N R P 9ORE I 2 918 R A 1 Eb
7 A BB/ B IRI 48, 0 LR AR P32 I 4SRRI B
A SR 980 URRH PIGF FE4 il K ik A A 7 1 ELAT =1 B2 (W 1
o XA T W PIGF BY3E M vl BE A I RIGTT
() —FPBr 0 7, Z2WF 58 2 PIGF ZE Bl | R AE 175
1R A ST i 5 5 5 PP L 2 ol [ 422 0 30 ot 7 2, 09
Fifrgeg A K O JUL BB I de ot R L 6 3 48 L Bl Ik ok ke
ANy 311Y; 73 SUR: & T
2 PIGF 7£BR &R # 4 1 & i B 4E

s B A I A 5 22 BRSO R A O, ol
TR I AR R JES 75 ( diabetic retinopathy, DR) VIR L= LA
W% A8 ( retinopathy of prematurity, ROP) , 4F#% #H ¢ P
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7% PEAF P (age-related macular degeneration, AMD) %, JG
VO AR B R s M I AR B, L Y R R R A
S A AR Ik S 375 (0 B84 0 ot A ) PR 3 S5 ) o
fif PN B 20 BRI S AR A AT LA SR Y T A I
FEE S IO X, o Je A LS G SR i i ™, £
FhARAE B T2 5 0 A 058 A B IR 42 i B I 2T
a1 e o e S 104 T e g o P e =3 3 e o s e i 1
Y Mu A= - TNF \VEGF %5, 148 A= 4 PR - A il I+
22 RSP 8 T R 5 A B A S B PR R 2 — | Ho VEGF
PR SR B 0 A AR R SR, TR VEGE
KGR Z — B PIGF {2 1 5 A= i 8 — BE AT AT
ZARUTAE SR 5T & BR PIGF RE 3 P Bz 4 f i 184 A 1 F
B AR A AT, N REM MR, 95 VEGF-
A PRRIVEFH , $2 5 055 15, 55 MR s B i A A 2%
ARO[ RR

2.1 PIGF 5 AMD AMD &% iAE % 50 % LI B ABHIK
P RECE ) i 25 N AR 32 E A 800 J7 AMD i Fifi
Bt A, H R A 1 s ik 2020 4F 8
O R TR N 50% LA Y AMD Bk EE AR R 3
LRAN IS 7 S | B R I Rk % T ANl A R AT 2
g5, M M iFE & Bk 4 B B 4 Il % ( choroidal
neovascularization, CNV) JE i, 7 AMD /MR,
CNV BT 2 ke 25 58 0 B p 4/ A, 2 S 8Ot
JrvsiaB A TR VEGF ik A6 i 4% K I 45 35 T 45
YEF B Z 87 12 AT, 3L 4R R Bt VEGF 259 1 /R Hh Xt
CNV WIH i 4m /> . PIGF /E% VEGF 11—~ F 7
5 VEGF-A EA W FVEH , [ A& e 08 76 9 BB A 1
BRI . Rakic %57 32 H RT-PCR A 5E B
A IS R PIGF mRNA, % Bl PIGF 7£ /N fl CNV 45558 Rz
NB) CNV th ¥4 263k, 75 PIGF & B i 4 Bl 70 45 S5k
RHLIBE PIGF 2Z R 1 /NER P, 0615 510 CNV I B AR
ECTFIEF X IR, B E R B RRAL, PFoRds i 4
WOGIE S CNV /)N BB HY B 385 14 s P9 78 53 PIGEF 170461 551
anti-PIGF (5D11D4 ) J& ik 1M A2 s | 1 W 40 i V= i 25
A BT > Huo %573 03 ELISA I 22 #4065 S 1
CNV /NEUBE % VEGF 1 PIGF #¢ &, & B VEGF-A 5
PIGF ¥t B Wl 25 iy, iE— DA T B B A 9 33 S Pt VEGF -
A PR KT PIGF $UIRIRYT , K BPT VEGF-A 1] & 3 sk /b
B INAE 2 BE AT PIGF YR Y7 A 1 35 IOk A 1 45 1Y
BEE (B EIGR T HT VEGF—A X3 2E 45 3 R VE 4
WA e T VEGF-A 5 PIGF #50] DL Fl VEGFR-1 45
4, PIGF i 1 7 VEGFR-1 /i S0 F {55, B &
PIGF/VEGF-A B &K, 5 VEGF-A A FRIEM, 1t
Hh AT i 8 A U = 4H LR | RT - qPCR | ELISA, 43 #r
VEGF-A Tl PIGF 7 F WE 20 A | P 52 200 A LA K HE Al 240 e
U FE K- 25 5 B R OB 75 3 19 CNV /N AR AL PIGF
TR E A AN AR Y TE BR EL VR A iS5 , CNV %5
BEWD, XK KB PIGF 78 AMD Hh R 155 HE
fEH,J& CNV IE B OCEE R 2, T PIGF @97 A BB iR
J7 AMD ABHE S,

2.2 PIGF 5 DR H# PR 0 X 505 A5 S W Bk s 5 O, L™
AN T RAE 22—, JE I 2 &k R TAEAE I AR
(20 ~70 %) BUH M # ULJE R 2 — ) DR & Al fig

A R P 3 B K i ( diabetic macular edema, DME) (1
B FOHE R 9 A8 IR 28 ( proliferative diabetic retinopathy
PDR) B 355 (AR I 22 P 00 D B Ot 5 o A I 785 5l
i (neovascular glaucoma, NVG) ZFf ML 45 I A& AE , 12 3 5
BRI B T, A S EURW, Hd, DME Ml
PDR X4 it oy i Y . £330 DR 5 VEGF /K-F-AH
KM 45 S R , VEGF /K- F DR 12 i 35 A0 56, JF
H DR 28, VEGF /K-8 f s A iF 5% 2
VEGF Z 5 2 22— PIGF 7£ DR /) &R WL b & 3% %5
FEEH, Khaliq 27" % PDR 84 A o0 5 09 25 4
HEFE AT e LAk Y o, K BE PIGF £ I 45 PN B2 A i A
i R DX 3 1k T A2 I 8 7 40 TR S5 725 ) 8 DR
BE MM R IR A PIGF ik e H 2IAR e, 78
L O S 4 R D) Y B8 3 A IS % TG A i A
I U LT s 1 O 3 N S o T s e S W [ PN
Yamashita 2572 3% F ELISA 75300 %€ PDR B3 7K A 3%
SR PIGF (44310 , 45 5 W AUA — ™ EE ) PDR f&
H DK PIGF W BE ik 2270pg/mL, LA B K FEAS Hh
K3 PIGF , 3 3544 vh PIGF -2k iy 360+272pg/mL,
FEIEH X R AL P 7K S 3 B AR vh B R A T 21 PIGF, 55 —
TRESY [A) A 2 B ELISA i %2 X AS [\ 72 B2 (%9 DR &%
(DME .PDR \NVG) 53 /K th PIGF ¥ & A7/  , %2 $0 4% 21
h PIGF ¥ i ¥ 71 %5, DME 4 PIGF “F-XJ#k il 24. 5 +
4. 8pg/mL,PDR 4 PIGF V-3 & 4 52. 8 +27. 1pg/ml.,
NVG 41 PIGF SF-243 )i g 577. 4+277. 2pg/mL, %W PIGF
T B B 5 5 9 10 ™ IR B % U1 A 56 Miyamoto
SEPU RIS B BT AR 40 2 R 41 R ARPE-19
— Y PIGF fE 1755 40 M [ ()38 325 M 348 in 5 O FL7F B
A TR S FZ R ML T, ARPE - 19 41 i R
PIGFmRNA 7K 3 17, 40 fa] (14 3 75 M bl 2 2 5
[FIESE, A AT T 45 K B B R I N T 558 PIGF, K B3 1 )5 24h
ORI 5, 2 I i 4T i) 55 2 A 4 o ) 0 O S e 4
JnHED PIGF-1 /K-F-Ft i AT 5|2 RPE 48 g i 3 1) % is
TR i P JIE A/ 5 A S A ) B K ik sk
20 i [ B R R IR AT SR K A, R IR T
TRRTIER W I BB K i | Jok 265 JEE 6 40 I 45 9 51 58 g B oA
a5 A TE— B BFSE R I PIGF 323k F LR 5 MEK/
ERK {5 5l A 56, A MF5EHs H PIGE % A @Bk /N i
XoF T DR T 5 | ) 00 X 4 JL TR BT, | ot A A 4 A0 )
B0 1L ) 40 38 2 LA R I AR I B 5 e 1 A IR EL A —
Ty ER P HLE S Ak BOBEBR 1L Al HIF1o— VEGF 18
FEAMHIARDE S DL AR Z LB HR R B PIGF 760 PR 41
VR S35 A5 A R B B K b Pl 2 3 6 ER BRI
3 PIGF 5#1 VEGF Z5#

VEGF J23A77 87 A M 45 M IR 0 B S8 05 I 40k
Bt VEGF 244y (1% ] 4 I 35085 2= 145 92 005 143 7 IR0 &
AT AR PE DY BN BT VEGF-A ZY ¥ TE B A
45 P R 95 f4 36 97 R BUAS T R A R RO, DL AR it
(bevacizumab , avastin ) H—3ZS 4 i) A JRAL 1gG1 Hl B 57
BEBiiR, e 12454 VEGF-A & Hifl VEGF-A, B H A
A G HIR PRI AE I AE A B A R B2 TR YT A
KR PN A LS 50, B B AR 1 B bevacizumab B 8
)R P90 8 % Jk 285 sl A it AT S — b 5 R R AR R
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Yi VEGF 254 55 ¥k B0 ( ranibizumab , lucentis ) & — Fh#1
R B, 7T 5 VEGF-A BT S A4 G IF 2605, A
M GIHT A 8 BB R, B RS — 856 [ FDA ik
FH 6T R 35 397 A= 10 A5 P 2 B A8 PR A 08 2 I A 25 2
Py U PIAE SR, BB IZ 45 & VEGF—A VEGF-B X
PIGF B —{C 2405 4% VEGF 249 A4k 17, b Loy
FETE - ( aflibercept, VEGF Trap—Eye, Eylea) 1 A P
(conbercept, KH902) HRRFE, F—REHEPT VEGE 24
Wyl st — B B S BT VEGE 25909477 JC IRV & 1Y
I PRAEAR

Aflibercept “HAIEPETE L VEGFR M, f47% VEGFR-1
5 2 e ERE 4k VEGFR-2 (045 3 S BRAE 1 3 LA
RMNERIEIRE A Fe @G, ATJ5S VEGF-A (T H
WA VEGF-B [ PIGF 545 &, Wi B VEGFR T i
S I AR A A R B I A RIS
CNV KU ZE 17 1 4t aflibercept 1697, A {08 22 I %
T T E8Sr CNV A, BEAR R M b 1 CNV & IF I
IR FLF A K B AMLL ranibizumab Sk X B8 41
AN VEGF Trap-Eye 3% 35 /& I {3 5167 AMD (14 Fifi #114%
B WG AR5 VIEW | A1 VIEW 270 238 % H Bt pL
/3> ranibizumab 0. 5Smg qd4wk, VEGF Trap — Eye 0. 5mg
q4wk . VEGF Trap-Eye 2. 0Omg q4wk A & VEGF Trap-Eye
2. 0mg qdwkx12w+2.0 mg q8wk 34 N WE = 52wk,
3 > VEGF Trap-Eye VEIT H B AL 87 IE AL 7 (best corrected
visual acuity, BCVA) B IELL T FE AT 15 A~ BE 1) &
F B 5 ranibizumab ZHAH 24 | 145 VEGF Trap-Eye i/
ST H BCVA Y H0 ) 5 JZ B (central retinal thickness,
CRT) 48 Fr 19284k {BE 5 ranibizumab ZH33T | 45 4H I HR
A BN R AL, IR SE RE W] VEGF Trap-Eye
X VEGF-A B3 F1 771 % 5 F ranibizumab , H 2591E
B [E] B8 K, VEGF Trap—Eye % 2mo FH 5 ranibizumab
R RG-S ER (VRO S @ e o o s T s S
PIGF, NTT#0H T VEGFR -1 i £k K A AW 19 5 P 1 248 i
ITRA R, 1E VISTA-DME W58 ) mEREHLS
VEGF Trap-Eye 2mg g4wk , VEGF Trap—Eye 2mg 8wk ( 52
LI H) 5mo 5§ H 2mg VEGF Trap-Eye 18J7 5 ) , BOGGEE
BIT 3 A, BUHE R, VA YT 100wk J5, VEGF Trap - Eye
2mg qdwk JAITLL, BCVA FIXF LN T 11.5 ~FFE,
CRT “F#38/)> 185. 9um; VEGF Trap-Eye 2mg q8wk JAJ7
ZH ,BCVA MHXFIELEIE N T 11. 1 AF 4+, CRT SEH s 0
183. 1wm; G BEIA YT 40, BCVA FHXT LR hm T 0.9
B, CRT SFE73070 66. 2pum , B HH 5 08 S EEHH L,
VEGF Trap - Eye 7E 8035 0 77, W0 K b Oy 10 B A 1 2%
e,

Conbercept EhFE A T K KH—1CHT VEGF 24
Pyt T 2013 SRARJE BT, HE RO VEGFR-1 1 53
BREE (A RE X3 2 Al VEGFR -2 (1 % 2 BR 2R (A FE X I 3,4
RS EIN 1eG 1Y Fe BT il &5 2 1, 5 aflibercept
AIEHYSE conbercept f1 75 T VEGFR -2 [J%5 4 iy BREE
P, AT RS & T % IR A & A 3> VEGE 5524k
V1 e 2 R O IR 40 L A I S5 A B 2 1 — T o
i BEAIL AU A7) 500 2 F0AS [R]85 465 245 1 747 6 BRI
PRI AURORA™ o AMD 2% 7E 11 3mo % 1:1 KHL
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AHCE] 2 DMFIE 0. 5mg qlmo F1 2. 0mg glmo, 3mo J&
P4 BCVA 2 425 T 8.97 Ml 10. 43 ~5HE, 1
TERYAYF I, 328 g 101 BEAL M IC B 4 D .
0. 5mg qlmo;0. 5mg %5 43 24;2. Omg qlmo;2. Omg %5
2 ST RN 12mo, &5 R FE W 4 S FH 4
BCVA [ CRT AHXT B A JEFE | CNV X 3095 U T AR 4 I
RIGITRCRAN Y, Ui B conbercept X T AMD 7 1R 4 A997
4, H 245500 8 Oy xR UG 25 R ICRE ), 5 3000 1 2 4Pk
A%, Chen %Mﬂ WroT FE 81 , H Annexin-V/PI Yu Aty
HTMTT 20 B KHO02 Xof A A A 15 35 A 00 0 Ji55 P e
ZH 0 ( human retinal endothelial cells, HRECs) A9 4l Jif
P, & B KHO02 1Y ¥ £ 7E 100ng/mL % 100pg/mL X
HRECs LN, ELISA BAS I 2 @ bR 5 T~ KH902
fiE5 HRECs M VEGF165 il PIGF AHEE 4, it %R
IR K Transwell 130 & Bl KHO02 171 &5 B5i7% 5 HRECs
(R # R & 25, iE— 25 FH B0 8 B 3 K I Sre |, p — Sre
PI3K Aktl .p—Aktl \Erk1/2 1 p-Erk1/2 % KV &3,
KH902 238 3 4 il Sre — Aktl —Erk1/2 3 B (9 3405 , AT
5 VEGF I PIGF #H4%5 4 . Huang 251 F 58 44 B MR A 1 25
5 AW DRI AR BB 7R A Sy ST 2 73 Ay B 058 A s o 3 49
KH902 ( D+KH) , 3% 35 44 15 P9 1 B avastin ( D+A) | BEES K
Jes N VE ST PBS 22 ik (D+PBS) , AN HTH (D) |, UL S AR b
PRI R BUAE X B4, e 5 4 VEZY 4wk J5 45 B4 I 4%
ZH AL B EL 1] ( electroretinogram,, ERG) , T fif A 9 i B, A=
FRIITE 3 O SO 22 Yo €8 1 00 AL I JI5E P4 57 8 (inner blood
retinal barrier, iBRB) 56214 ; S g 2H fb o A kil VEGFR -2
1 PIGF [ 3535 ; 8 FH EPI A A I VEGE 15 53 1% 1Y 25
KV, BRI 45/ ERG a 5 b JEHRIFYY
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