- 414 - Z A E B EEZ 2015 427 HEE 17 555 4 1 Military Medical Journal of Southeast China, Vol. 17,No. 4, July. 2015

L VEGF 25901697 B VR 993 2% 5K R iy i A vz H

MR LRIk, bR AL

[(fAE]

il R B RE/K M ( diabetic macular edema, DME) J % ik [ S8 ECH P AR 19 52 25U, 048 P9 B2 2B 1 91 (vascular

endothelial growth factor, VEGF) 1 DME )% A= % Jlé b A 45 B 2ZLAE AT, o8 DME (9 26 o I AR R I SE 45 R R 4t
VEGF 259193677 BRI TR SO BT BB R o A SCERA T VEGE 25 i B M AT T BEE o

[ X$2iA]
[FESES]

R b 2 LA IR T 8 by e E 1 0 PR 0 , 38
TL AR B RE LR A R G A Y
SR, R 80— R IR A o DR A IR
J75 7% ( diabetic retinopathy , DR) J&f% & W F) B PR 9 R
JREH: A, U J 2 ik [ K T B A B PR o 7
DR H, 4 JR 9% 8% B 7K i ( diabetic macular edema,
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Ranibizumab , Regaptanib | Bevacizumab FI Aflibercept
S P RO AP EA T T 0T
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centis) , 2 N TH A B Z sepEdT VEGF HTiAfT AL



JKEE E P PEZY 2015 £ 7 55 17 545 4 ] Military Medical Journal of Southeast China,Vol. 17 ,No. 4, July. 2015 - 415 -

K, REfE 5 HRETC M BT VEGF-A LAY 255 IR
ARG Ranibizumab 405 A A5 9 1 EL R A
MAESEFEE , X AEE BUSGE DME 35 40 ) 122 fif
BRI R B AR, 2012 4 FDA HiEHEH TR
77 DME,

5 7 R REHLAT BT 1) Meta 3 H7FAL T 4
Fi Ranibizuma J5%7 DME [9y7 %" . # F Ranibi-
zumab 7577 .Ranibizumab BE-5 800G GEEAR VAT Al
O CEERIGTT T AERT IERL ) (best corrected
visual acuity , BCVA ) PACE A1 0 [HTHH X S JEE 12 ( cen-
tral macular thickness, CMT) F&AG 5 T, B —. 35 BH ‘2.
TG (P<0.001) ,{H 2] Ranibizumab J597 5
Ranibizumab & HOGGEEARIGS T RCRTCH] 822 7
(P>0.05), Liegl %:15: %} Ranibizumab HIIIOGGEE
ARAYSRUERR G ¥ 125 F1 B ] Ranibizamab 3697 #5471
JrRCEAL , Ranibizumab GG Y7240 0T 3 S H
Ranibizumab , jfi J5 #E47 #OGOGEEAR BT, 12 S H
J5 , WiZl BCVA ¥4 4275, Ranibizumab BE5 7897 41
1 Ranibizumab BL24576 Y7 241 53 7 $& 5 8. 41 A~F LI
6.31 DNFEE(P =0.258) s Bif # A7 35% 1 5
5 Ranibizumab VESHEYT, M )5 & A 84% 5 E 40
4k Ranibizumab ¥ § 3897 (P <0.001 ), X #2/R
Ranibizumab 5O GEETR T B S 25167 TE RS
AATR) A R IERCR I [, 7T LA A2 0R %

¥ — 5 Meta 430 #7 L % T Ranibizumab 8 J7
DME 5 4 Ranibizumab J§¥7 DME )22 4 E", L)
R IN==0] NI IR P 7A=Y S 7 U
SEHEDR , TR XS 16 16 FE (relative risk, RR) 2y 8%
REZ . 53 WoR MM &4 RR 25 0.8(P =0.57) |
O UARPE 0.91 (P =0.78) , M4 ESET- RR iy 1.29
(P=0.53), 83T RR 4 1.92 (P=0.16), X
BeHE UL T, Ranibizumab 577 DME % 4F Ranibi-
zumab FFAIE INfE RV IEW] T AT EE
2.2 Pegaptanib X 44 HWURINEJE 4N ( Macugen) , &
28 MZH R RNA SE485 42 1 IR 1 I 1, & % 14 X
VEGF-A165 W % B A ¢ 5 PERG HUAE o 2004 4
FDA H{t#E Pegaptanib FTI1677 B AE A8 1 & 4F 1
BERGAZ , J5 H1F DME,

H A0 MBI AR 95 Y T B B AR T 55 Pe-
gaptanib {AJ7 DME B4 5 Pk Fize 4k 243 4
DME 8% 45 6 JFHLHESZ—IK Pegaptanib 71518 fi
TS T8 24 JVPAL P ALTT 850, 54 T DAl 9 41 22 4
P, 24 JE}, Pegaptanib 20 fifi i} ETDRS [&] 45 I 41
BB (visual acuity, VA) K34 & 10 45 B 1Y 85
LB 20. 3% Bl T AR 5. 0% R F T (P =
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(P>0.05), Sivaprasad %" By A 55 W iE W] T Pe-
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Pegaptanib i) /F 48 5 82—, 5t VEGF-A #91E A
B, HLG R R SR R AR .
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VEGF-A G 7 Fir 4 W2 Y 34 # 4 il /FE 1. Bevaci-
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DME ##ifi FRAME -
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J7IE 1.3.6.,12 F1 24 4~ H 1) CMT H1 BCVA A2 4
SRS RR . 1A JG , Bevacizumab ZH 763 CMT
(P =0.01)fl BCVA (P =0.02) J5 fi ¥ F #5006
L. 1M 3 A H e P4k CMT(P =0.05) 1 BC-
VA(P =0.31) .6 4 H 5 Fidlik 3 CMT(P =0.29)
F1BCVA(P =0.30) 12 G P24 B35 CMT (P =
0.56) F1 BCVA(P =0.23) LA J 24 4> Ja M BGE
CMT(P =0.71) Ffl BCVA(P =0.52) LH B 412
225, XELEHE F B, Bevacizumab 57 DME 75 5
BT B CEE ] W G LI RE , TS 1 5 O6EER
Jr B2

5 —I7 Meta /3 #r W7 38 T Bevacizumab Ei 24 1
Bevacizumab K-G0 52 BUR % 23 7535 77 DME (9
JERORIEE A E S 3 A G, AR AL R 253A
JPEH CMT B 2[R (P =0.001) ; M7E 6 J& (P =
0.53) 6 MH(P=0.76) 12 ~A (P =0.34) 24 4~
H(P=0.09)1F, B4 CMT i E LB EE . B
BT A B IR YT 41 BCVA B TE 6 JH (P =
0.66) 3 MH(P=0.98) 6 /1H(P=0.81).12 4
H(P=0.07) 24 ~A(P=0.80) ¥ TiEELR,
SR, I3 VA 7 20 50 A0 1) il 22 2% 1833 S 45 bevaci-
zumab FRLZGIEST B IR Y (P <0.01) . Bev-
acizumab P25 Bevacizumab B4 85 7 i £ 1697
DME J7 2422 5 A K, # B G R YT 3R 4 B KR, (HIK
BRI I TR P9 AU o
2.4 Aflibercept XA BT (Eylea) , & A AL
(%) VEGF Z{KRh& M, RB#E 5 Fir A JE ALY VEGF-
A VEGF-B JAH B i fiG AR K H ¥ 45 & . 2011 4§
FDA Ht#E Aflibercept T4 # #H OC B3 5E A2 1E /O R
¥7,2012 4 FDA b F T 36 97 A0 ) 58 b o i ik
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BHZE J5 09 AL ) B K i, Aflibercept 397 DME (1) 1
PRIV ORI, il LLRAS 2= Je B4 A DR B4t
MR Pk, BE AR AR A

Korobelnik 2 % 1 # VISTA-DME F1 VIVID-
DME #F5E 1 Aflibercept FIEOLIGEEIRYY DME #E47
T3 Hr. #E VISTA-DME F1 VIVID-DME 1 55 #F 5%
Hh, E R Z 45 H 2 mg Aflibercept % 2 4> H 2
mg Aflibercept (£ #] 5 > H & H 2 mg Aflibercept J&
IV )5 ) BUBOGICEEIR YT, A I 2 s 8 bR BCVA Fil
CMT, ¥ds3kP, G975 52 )5, VISTA §f5erh 4 A 2
mg Aflibercept 4 & 2 1~ 2 mg Aflibercep 41 5%
JEEETRTT 411 BCVA AH XS B2 3G i = BR800 ) R
12.5.10.7.0.2, 1 &5 BRI EA B ERITF=ER
(P <0.0001), VIVID #F5EH, 4 H 2 mg Aflibercept
2H B2 D 2 mg Aflibercep 2H (BOGGEEIRTT AT
BCVA HHXS BEL B in BR800 5] 0 10.5.10.7 (1. 2,
&R EE WA B &S ¥ 2 5 (P <0.0001),
F£ VISTA f 58 v, = 41 CMT [& K 72 B 43 51 N
185.9.183.1 A1 73.3 pum (P <0.0001) ; VIVID #f5%
Fr, =20 CMT FEARARE 237 195.0.,192. 4 F1 66. 2
pm (P <0.0001) . DL EEIEERM, 5EOCGEHGST
FIEL,3X 2 FOR A Aflibercept 2525 )5 22 35 0] LA ffi
MINBEAT R 1B FFEeny e

3 &% iF

DME ™8 A BRI S8 E LT, BR 1™ s
mwEsh, F AT DME /9 3225677 07 SON RO OLEE bl
R PR IGST Myt VEGF 1577 . VEGF J& DME
B SCHE N 5, I B e PRI R L VEGE
HLE AT VEGE 25913597 DME {E R4 F B8 4L 1)
7 A DR il PRI Lo RETIEXTT VEGE 254
Ranibizumab | Pegaptanib | Bevacizumab FI Aflibercept
Y7 RORN 2 A ME AT T BF S MR GE o0 B, Ak B
VEGF 259 S04l T 15 S WOt IR 7 808 B O =a
7 FElEDT VEGE 251 S8 25 Wik & (i 2 75
A R, i 5 2 A Bl PRI I — PR
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