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Abstract

e Many clinical studies have implicated the importance of
growth factor ( VEGF ) in the
pathogenesis of diabetic retinopathy(DR). VEGF inhibitors
were combined with VEGF molecules to counteract its
function. There are achievements in the therapy for
treating neovascularization and vascular leak-age of DR.
This article makes a review in the classification, mechanism
of function, safety as well as applied development of VEGF
inhibitors for DR.
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DR 9 PE A ) B595 Z5 ( diabetic retinopathy , DR) J& B
PRI DL BT T AAE 22—, 72 50 % DL B NI 2238
BRI Z— FLECH 19 F B 42 5] 0 A =5
AR AT B SO R R AR | L B A I T O R
S, LA K, BE A 43 1 A2 W 2 HOR R 40 i A= ¥ o A
DR A ML 75 T IR AR ST, 20 B PR A R 2k R
H VR TR B ) o A N A KR F (vaseu-
lar endothelial growth factor, VEGF) Wl N R EEIR
PRI A I AE A A PR, G A W 3 A T L A ) ) BEL
AT A 1) 40 ) i 26 i A8 2R ey B B9, BF9E R, VEGF
A AR IR T RS 1 DA KT 2B i 48PS 22 7 A
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1 VEGF/VEGFR £# Th 8 R AR A R PR RIEE L
1.1 VEGF/VEGFR ##1118¢ VEGF J&f B {2 1M
BNy 2T, VEGF FiEA 4684 K N1
(PIGF) , VEGF-A, VEGF-B, VEGF-C, VEGF-D Fll VEGF-
ENY L X VEGE-A SRR A DU RR (1 K 4K
K43H VEGF206, VEGF189, VEGF183, VEGF165, VEGF148
VEGF145 fil VEGF121, VEGF J&ifiid 5 H Z 45 & MifT
AW EER . VEGE 755 I8 -4 (19 SC B 20 BRAL 4G
A A B | I VB 35 PR SR RN A2 2 I PN S 4 A% 2 A
Wa%E . VEGF SZ{K F 24 WiFh . KDR ( kinase insert domain-
containing receptor ) Fll Flt ( the fmd-like tyrosine kinase)
KDR, Flt-1 2 155 P4 5 4l il VEGF {55 1) FZ 4 e 4, 12
ffi VEGF 153l 2 M i iR 1k fe kA0 A 2253 % A8
et LB & HH A AT N B A S 5 A O T A
1.2 VEGF ERRAALRPHRIZENMM HATSUEEAELE
HBARZE ML AR BERSE R L BB R 3R | e
JZ#A VEGF-1 mRNA, VEGF-2 mRNA )55k, HAe B IR
R IR BN & RS . REZ SR Y] VEGF 1EbE
PRI P 3 3K K P ( diabetic macular edema, DME) #1 DR 9
RHREEZEMEM, IF B B 3G A P R
PR X LG A5 (proliferative diabetic retinopathy , PDR) 1) 3%
SR VEGF AP AR R 304 52 30 K i PROVL R 141 32 1]
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FAYT DR 4 T LAY Im R A



Int J Ophthalmol, Vol.10, No.9, Sep. 2010 www. 1JO. cn
Tel.029-82245172 83085628 Email ;: 1JO. 2000 @163. com

2 VEGF #5894 K R AERHLH

2.1 923 HuIkE VEGF 242 sk 48 8 iy # 2
WA RIS H L, BT VEGF 2518 iz i A=, A AR 1
EPEIR S R T ERE TR 5 a1, W H] VEGE il 1A Y7
DR W52 BBk 2y El, 2 BHWT VEGE 9/EH], AT LA
O] 200 A | O G4 A 1] 6 BT 53 -1 1) 3 R i -
A0 X IE 5 B ( blood-retinal barrier, BRB) FB% IR V5l 2041 )
A A /98 W , 45 %03A 7 DR . VEGF 1 i 551 4% 76
AR LS N VEGF Z ARk & 8 H  VEGE W FIHTIR
MR AR TR AP VEGF 32 R S il 57, Horp
VEFENE VEGF SZ /ARSI 1700 °T B A i ads iy 4 il 41
By, EEE MM E S (food and drugs administra-
tion, FDA) #L#E L i1 9 VEGF HII55 =245 3 B, Uk inth
JE 4 ( pegaptanib sodium, Macugen ) ., =% J& ¥4 ( ranibizum-
ab, Lucentis ) 1 D1 {& BA47 ( bevacizumab , avastin) , FoH B4 4k
b T T IR BRI PR A8 R JE S Rn 22 JE BT
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2.2.1 KB DA A Py il AR — o AL i Bt
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VEGF 5 HAZIM M 45 & I &R AEE Y . DU 25
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VEGF-D %,

2.2.2 URfnftfesA MRl JE SN E T 2004-12 £ 5 5E [H
FDA AR T ARBHIG IR . J&— PPk £ VEGF 5505,
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29 A i ) R L e o | = vk e A D& |
VEGF 1Y N Kz 40 i 22 24 )7 15 4
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A5 VEGF WY SRSl & I AT | BH R A2 4K
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3.1 VEGF ##l 517 DME

3.1.1 DL EH  DME ZWEIRIAE B F AT T R i) B2 5
HWz—, HETABRERY], SRAN VEGF i 5 JR 4 il
RN R 20 5] 55 1 2 L R A0 D) A 174 2, 1 TR e
C (protein kinase C,PKC) T SR EOIMLAS N B 20 A 1 58 A0
MA B, X & DME AT G819 & Ll 2 —7-, DME &
FYEEWR N VECF 33K 5 B 2 & T AR M I 1 25 F S
DME (8E PR 8 2, H BSB89 VEGF 7KW1 8 5 T
M PR, BEREPERTFTE 20T, B B A P 1 5 DA bt
X A 75 ot 2 7 3 A oA S | 4 R T Y B 1
) IRIT R 8 M DME J7 3804, AN RE R AR A 350
PRI R JEE 5 3 R B ve e AR TE R T, 173 FRAE WL 0
20347, FEWFREIESE B AR N S DU T e

T B ISR A DME B3 1 e BF IEML - . Diabet-
ic Retinopathy Clinical Research ( DRCR) Network X} 121 H
SRIREAT T 12wk 0 I REBLING R AFF 551 | 25 2R &
I 5 DA BN AL 7 ¥R IR YT 1 1Y DME B2 i 4eid
IRYT I DME Y943 20, Hoh i 2 i ik 97 n MR AL 7 i s
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I IR S s B R (P =0.06) .
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45, Macugen Diabetic Retinopathy Study Group ¥ 172 4~
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510, 3mg SV 4.7 T4, 18% M AR 3 17
SUEE L MfTAHRIE T 45 DME & BB P F 5 R
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10 7Rk 18% B BUZ S w5 1 15 A bk, FEURAN
JEHRIAYT DR I RN h T WoR, 25 B Tk
e L JEJE B sk /b AT G BEIR ST B LA B R
s A

3.1.3 ZRBHH Nguyen 5 LHFF X 126 HEA
DME (HRAT 22 JE BT BBE IR N i IR YT, ALYl 3 4,
S—2AAEES 0,1,3,5mo 43 44 T 0. Smg 2 JE BT I I 1A
INTES ; 35 — 4452 JR S OO L BEAR , W BERTE 3mo J5 HF
WA TOLEE; 5 = AL R N 4232 OO BEAR R 5 22 )8
Pt,3mo JFEZ LI, 6mo JEATHLEE A A A B2l T 4
LRGSR 7. 24 ANFERE Al
#5 0.43 DB RS IRIT 4192 R 3.8 78, Chun
LU Nguyen 2515 £ A X 22 Je AL EAT T 0I5 5
S RV e A BT IR 190 5 1 LA S I A0 P I 3 ek
¥ (Bt S 1 T o5 2 BE AL IR R PP, i
DRCR IE RIS BENLEY 22 rhC i B I RIS

3.2 VEGF ##l5i&47 PDR DR AU 8T U5 4514
AR EG R A L B T, [F R R A 25 dE 2 2
Az, DT 751 76 B T A A0 1) RS ATL P I, e 26 75 | A 40 o4 J5
7, W& VEGF Al 570 76 I R 5932 W H1, PDR #3677
AT AT, T JC R B 5T IR
JEHRI 2 e A BTIA T PDR AYIREG A SY , —LEpF ML ©
2N VAR BB AT T WF5E, Jorge 261 WEGE W, VEGF
P57 (avastin) BEPRE I B35 DR PIr 80 m B &2 % A 18 A
MBI, PSRN TS DS HT, RN AT Al PDR 4%
R ORI ) AR 45 B k3, AR i A 3 bR R A
TP 1 T R I SR A 1L 45 B A PDR 1% 7™ i P 2
DA B AR 0 5 | A0 0 JBEIE 25 Y Az . PDR BB 447
R AR AT B 8 1A A i 55 DL A B0 T AR D A S5 B 3 4
LA R AR T FREBCE A S A7 SIS A g T 5 DL AR
FABTREID T ST AR A A2 Al LAAE D 2 M 5T
BERAS B T B, JF T 03 4> PDR A& 3 3B 0 3 8 1k T
AR B RT3 W3 B R Y TR 5 DU BTIR Y DR
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BV BEBE/K i AL 000 JI5E e ol e R A 2 A 090 JSE T A= i A
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P DA R ol 38 S AT P ¥ BT AL 4 (age-ralated macular degenera-
tion,AMD) , Gonzalez 25" }% Querques R L |
EEEVR TSR I At JE SR T7E DR K = O &0 B3R 97 oA
=
3.3 VEGF MHIFIBRGIATT  VEGF il 70 7t ab 0 i 1
AT A T L 42 T 3980 3 A TR o A ok B S5
SEAR BRGSO IR T
A DU A BT B8 TG BEL LR 24 i 8 A0 A i, ELIR T RSCR
T HR—I7EE, R T RO CEE , BRE AT 5 DA gt
DL 1697 19 LB S8l ok 2 & AL 5 410 A
JRFRGEE; B 7E 5 0, 6wk I B 58 44 Jis 9 1 S DL AR L
1.25mg; C: {12 2. Smg, I [A][] B D . A JT 4R i 1254 DLAK,
FAHT 1. 25mg [F B 7E S 6wk BY 44 TS HIES EAESE 0,
6wk 45T 1.25mg VIARIABTIEST, 46 3wk 45 THOLEEER ,
5 A YUHEE B, C AIAESS 3wk I A% P 400 1o 5 52 i />
WZ 12wk 5 MBS 8E 1 AT, B, C AL7ELEK
FEVL K e B FE B A W 2200, S T UL A A i S
DUAR AT DL KI5 i 22 2 P R0 B BE DG BE X DME (1 B )
TRIT IR, Soheilian %5 O B 3 BAHL ST K 3 41, 24wk
RS DR BT O OB 4 m W R, BE
A MR PR UE WA AR ROR . Lam S50F 58 % B1,
K T S 22 23 AR ANBOG IR T TT LASE K i 22 A5 7 i R
L
4 VEGF #I #5877 DR = &%
G b BRSO S DU ST B 4 Bl S Y
AN RS AEHG R FH 790 48 A5 # BK V6 9 17400, LAAEZE
BICABNIR MG, 904 B 50 il REHEAR /N, DLAR
BT 2 MR ROHEAE Sh Yy, ARSI S8 F PR 1
AUESE, GEitRW IRAEAS RSN ATREA A A 7 I
IR 125 ) % I A B A RE B it RAR 3 (IR N I
B Jre R I RS 5l JDk BEL 2 R0 I I o of L At 0 R R
PRI R, 28 | R O 5 5 4 B AN RSy A 455 A P e i e U
Y& ENIINE =N DT IN=SET) WO R A W (B 22 SRS OF S B
0.21% o PR, R A N 135 DA B0 AR B I 25 AH G
PEHR o 14 B AN RSO A L8 T R B 24, 22
JE TR T W B FDA HEHE ] T8 A= 18 1 AMD 936
yrit o RAE T T REMBIE R RGBT REIVE R
{Ih8REZ . Mason 2577 X} 5 233 i i 3 v 4 DU S e
RAAVEIRN R AT T BIBPEET, 45 R HA 1 il
PEIR Y &, Mason {30 0 28 2 44 T WR i Ath J& #3697
AMD 3a (A AT ™ 8 I R E S
R KM S YA ST, K H MARINA 1) 2a BT
§i6 R 22 JE SRR A B A B RIE R o BT e
PEBFTE I T3 BRI T AN AL R T, DR S FEOWE bR 1) A A
] T AR AT 220 IR AV RSB, AR AR A —
FE o BRI o IR N T BT B 22 A A AT A2 2, m
AES R A A @I/ . it AT RS 3E 2 ¢ TR Y
DME 1) 22 =PI
5 RE
VEGF il 50 7636 7 HR 08 A= i A8 4 DL K2 Hh Ve s
AS PR % . fEIRYT DME LK PDR g2 i fe A F
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