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Bt VEGF 259 Sy 3 4F 2 A 5% 09 #4050, 1 Ak
K I ARG 5 2 3 52 HOB 9T DME 1A &L f iz
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(A28 G o A 1 4 3 35 M [ AR, 30 e 2 a2 2 3 IX 98 TR
O it I A B 1= | A0 AR = s 1 S WS U
VEGF 259 32 2 #, T8 B S5t (R 44 Lucen-
tis) Al DL AR BT (B dh 44 Avastin) , 5B 4M A Ik
R AT VEGE 259 BRIV % (VTE) , #4 5
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2.2.1 Avastin J& A TRAL B £ K $i
VEGF Wy HE 4 550 BBk, Be 45 & VEGF W T 7
WAL, B 1E VEGF 5 W K 40 ig i) VEGFR-1 #l
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2.2.2 Lucentis & — ff A5 1k B3¢
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G EE TR HG W e e 85, B R 24
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Avastin [ TCE IS 7 2 ilF — 5 KA 1Y % LA 58
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{HEE 3 2 A B B9 B 5T R B ER N 3 A Avastin
TRl /D i A LA A [R] B ARG n R T B S A R 1) 15
. A SCHERRGE , 3. 200 19 B ST Avastin 5
5~32d I 184 i oS S0AE B AL I B 1
TR B3 SR ) 2 P TR B L M A
BRI 1 Bt Avastin 4d )5 37 BR it 47 3% 55 4K 1) #)
Ko A2 #4540 40 204 K ]+ (connective
tissue growth factor, CTGF) 5 VEGF /K 3 [a] £
15 30 25 7 Bl “angio-fibrotic switch” Ifl. % fk — &
AeALTF O 27 A FT L AT RE A I AR B — 2F 4
RS R % . CTGF J2 iR N T % (012 2F 4k 1k
¥ .4 VEGF {6 &R H CTGF & F+ 5, CT-
GF/VEGF W8 7 &, PDR [ £F 4k 1k )5 18] % &
BAEC A S SRR B T X AN B L AT
OB gE] A TSE  Ia HE DR e R BBk N A i O O
VEGF M#il#] Lucentis Al A& RNA B4 i )8
i+ U6 3K 3l (9 AF s 8 K 38 HAR S 1Y anti-CT-
GF shRNA., 5 & I Lucentis 75 B T F& 1% #1 %)
i VEGF 7K F A if CTGF mRNA FF & .0 CT-
GF shRNA & 2 [ % 8 IR 5 9L M CTGF Ml
VEGF mRNA /K-, 520 &, BUJH) 1 1 Lk 535
T 191 B A R O I A ot A A e 4 A L O EL R A DR
995 A ) S99 28 6 97 T RE T OB YR O Tk L A X T
XF DR 4 VEGF {&97 TS A RN 7 .

3 FREF

FARIGIT 2 T HENR R 8 B b JE G B
QYT J5 B BEK M 5 2 AN IR DR R S B BT A 4 .
P R 7, B DX AT R i RE MR Y Hoar
BT ARIT A B AR U HIA L 19 [ P 55 ) e
ARVHERTTERA R eA T RS . L5 5 5 2 0L
PO I e PAY 2= 0149 DG 405 4 4% RS 2 R IR0 I e 22 L Bz 5
R IR Bz o (4 58 ST, 78 5E B4 DL T AT AR Ak



192

J Jining Med Univ, June 2015, Vol. 38,No. 3

PR~ B 4 1 44 B 16 40 4t S 2 . T A 2 3 X B
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M) By el s BCVA FEAT A Bl 7 B[] 6 1 ¥ T 48 31
kS, WA G ORI AP B R ) 5
AP D JEE P B B TS R AR R R K
Z M)k,

4 BAIBIT

X DR AR 43 0, Bk B3R 97 IR A R TR 5
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. JLH ORIk BT VEGF 254 59 B, X F
DME (7657 25 1540 5 46 B, 28 5 Kok 1y S5 feke A
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MBI SR R B 58 kB VEGFE # 3 i
A CTGE 2R3k 58, AT o 40 I % 33 385
HEA TG THR S S 1 0 2 B A0 0 B IS ) A
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