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Abstract

Retinal vein occlusion (RVO) is a common disease to cause blindness, which incidence is only next
to diabetic retinopathy. The macular edema is the cause of vision loses. Therefore, the treatment
of macular edema is one of the most important contents of RVO treatment. In recent years, the
emergence of anti-VEGF drugs for the treatment of macular edema provides a new method. At
present, a large of studies confirm whether in terms of eliminate or relieve the macular edema, or
in terms of improving eyesight. Vitreous injection of anti-VEGF drug has exact curative effect. This
paper reviews the recent advances in anti-VEGF treatment of macular edema secondary to retinal
vein occlusion.
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R

FL M fE# ik BHL.2E (retinal vein occlusion, RVO)R IR -THE bR A PY RELE 22 1 8 LA ) B I B,
FENETEFRRFZ —. FJHKMH(macular edema)ZRVOML BN REEMIRR . FIEIEAKMHE
JTRRVORITHREERNNE, TERIIVEGFAYIM BN BT KI FRITIREE T —FFH BT,
H B KB S SE R R AR R B IR B K T, RRAEIRE A H, B NS HIVEGF
25NV TT RVOFE LK B R R A T V19T 2K I « A ST SRR <RVO A 3+ HISEBE /K B I BLVEGFIR T BiF FU ik
BLERIT,

XA
WK, PLMEE KR, JIVEGRRIT, BREWRIT

1. RVO S| =Bk

R4 I H ZE FRALAN RS, A0 103 J 75 ik BEL 2 0T 23 9 A0 I i 23 = i ik L 2 (branch retinal vein: occlusion,
BRVO) 14t 4 Jig2 i #: fiik FH ZE (central retinal vein occlusion, CRVO), H &E 5% 47N 0.1%~0.4% A
0.6%~1.6%, A I JIE5 i ok BEL 2 1) 5 RE AT TECBRE /K I 0 0% B S OB 58 3 2 1028 T2 A, BB R 4 M I 3 A= 1
EHEE IR, HAhEBEKME RVO S8 T MR FEMER, & K WRIHFRE, RAERR
48%~67%, 5 B /K fit (1) 7 T3k 2 0of B A0 P R A R B, LR 5 R A /K Bl R R 1B ) B8 2 R ) 42
RFEIRFIFREE RO, 7™ B K R BB/ b 23 3 B AR ) 8 56 [ 1] -

AL = AR SR 5% i LRI AW IR IS AT I Th A P B2 o e, 400 D B 110 A R I € 3 b i L R 26
R B € 2% 137 200 M ' 5 S ) S L L ik 285 RS 4L 9 N AL I B P 4 o e, 0L I JEE 1L 857 P 7 40 i 5 0
FEAE) PSS L T PN RIS N AL DX B (10 P 5, 00 o B e ik L 5 00 ) R 1f. — 408 Do B8 g e 52 38 ™ B 451 3, IfL
BN BBRARFIR 7 PR R ANEIR, AT AR 2 1 e Ah AIRJZE, T BRI K i, 22054 28
SR PRI, S B XA 0 8 P (9 S HEAR, AT SIS BB K i S oh, MR K PH2E, 2 S8R
YA TCHEE X, AT S AR RT SRR . L5 P9 R A K Rl F-(vascular endothelial growth factor, VEGF)%— L&
PRV 24 R TR PR TS, 3K 218 Ay VG 200 M R 9 R 7K P 5 00 TN I I 5 PR e i A4 A B B/ i 7 P
PIRHK[2].

2. Hi VEGF 254

VEGF SN Z R tE VEGF-A. B, C. D ME KA T, H VEGF-A b St &7 3 A #/4:
B IR 2, VEGF-A 5 2R 45 G filuk — RAVGIR I N R 3E M55 N R 4 o 430 B 26 1L A4 A
IR I AETE, e R L R (3] [4]. 76X RVO R (1 55 /K R 3 S84k Al e 44 52 1
VEGF [ &, TMifE BRVO HEEIESE | VEGF [R5 B BEK MR B2 B 1EAH 5 [5]-[7],  PHkHt VEGF
YT CNIRYT RVO SEBEK I IEE 2. BT VEGF 254 3= B@ i 35 Bt FH A0l A= s T . B A 1 A J
FEPE PRI - A0 R R, TS 8 A JEE A v R SO S B B K i 1 E (8]

2.1. RNt sM(Pegaptanib, Macugen)

Macugen k244 A pegaptanib, J&—/ 28 il RNA &1&, GEREFIERL S VEGF165 FH4s 4, P
AWETE, HARWHAL VEGF SRR PE . Macugen T 2004 4F 11 H oA EE — N 3k153£ [E FDA #ituE
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TR IRFRE AR LW P VEGF 259 12 TG IR 2541858 4, 4% Macugen 338 /&7E 5 B FH T CRVO
BFE, R4 T 03 mg. 1.0 mg K225, BEV7 30 B, 4555 R 0.3 mg. 1.0 mg Macugen 43940 )
Sy AR 7L FERER 9.9 N, EBEIEEE HD 269 pm. 210 pm, ZEGFIASFIIM T TR 3.2 N
¥, AIMIEH] Macugen % T RVO B BE/K M2 2242 F 2 HI[9] [10]. Wroblewski Z£[11]# Macugen N H T
BRVO H# 1, BRVO #7354 F 0.3 mg. 1 mg Macugen 3 5544 i VLS, 54 F AL 82 & I A E
AR IEAL 8w, BB O R B D

2.2. 4% & Hi(Bevacizumab, Avastin)

Avastin & NJEALI 4K VEGF FUsgBEduik, w5 A\ kPN &F VEGF A2 &, i i 4 i) Jo s P e
BITVER, BT DA RS VEGE WK, Ja/b VSR, AT M IR AN B K . - 2004 4F 2 H 3k
3% H FDA #tiE, FT—&ipyrkBra . Bk, 2005 4 Rosenfeld S5[12]4R1E T & 5 BB 7R s
PES Avastin ¥597 CRVO B BE/K I, Zm B TA WEITINE 1 A AR SR I e A Avastin ¥697, 6
J7iE 1, MAMNEE R 0.1 #8742 0.4, OCT #&/nimBhK ks, H¥FFs: 4 H, TARKBIKA . 2006
A Jaissle S54% ] T-I6 T L0 L ok BEL2E 51 A2 AR BB K i, X RVO 1) 638 3R AT B 3 A4 s vE 2 1.25 mg
Avastin, BV 3 NH, 4R EREOR NI RERIE G, 93% M EH IR 1 147 UL BT, 27%0 &
T T AT A BTy, JE A I R 2 B A [13] . Fi M AR VR T Avastin V397 CRVO 305
PEAKIMEIRUR[14]. IZRTRENE. WUE . BENL. 2B RRETUNE 60 4 8%, BV 6 N H, Bl
11 LR, A 6 F8 1 IRBENIHESZ Avastin B2 BRI AR VRS . L5245 SR I AR S B I AT B
WA, JRIT AT RO AR T 2R 4. Ferrara Z5[1513A N 17 E ST Avastin 7677 RVO R 18 A ke f
Mg, AP HEE X, I B BT U A0 IS kO il . 7 Tk AN BB K B e R IR

2.3. Tk B Hi(Ranicizumab, Lucentis)

Ranicizumab &5 AR ANJEAL M E BT VEGF Hod iR A Bt Fab #i6z, HAFHE X VEGF T
WA BB HISEM 7, Aeid I KA d 1] VEGF-A, X510 - MM REA U E R, SKEE T
W, HALJW] R4 @[4]. 2006 4F Ranicizumab $K753% [ FDA #t#E, FHTVRI7 IR AR SCME BB AR 1
2010 4£ FDA {fltvf Ranicizumab FFJ8J7 RVO 5l MK . 5E Brown Z[16]#47 7 H %
Ranibizumab 7677 CRVO 4k &K BE/K i it 93 6 A~ H (1) CRUISEITTIG ARHIT 78 o 1 AT ETE L 22 ot LBEAL
LRFIFIL SE T, 9N T 392 il CRVO 46k FEHKM I EE, %I 111 tkkl, RELEEZE
A 1 kBN ES 0.3 mg. 0.5 mg f Ranibizumab B 287 45 R R, BEIAR NS 0.3 mg 57 0.5
mg 1) Ranibizumab ZH7E B 15 P9 AT DU SR AL 70, M1 B3R T 12,7, 14.9 MR, I HIEREE T
CRVO 4k AMTEBIAKM, “EFIHEM I FH5EE T 0.8 ANFRE, A7 fEd L —6l R A A R RN K
i WA Kinge 25[17]3347 7 ROCC W7¢, BI¥EHr Ranibizumab 7E7477 CRVO 4k & 3 BE/K i 75 TH 194 2%
Yo ZBEFOATTIEE. 2. BENL. XE . ZEFIE, BV 6 MH, 32 BlEEMNNZA. 4
R, XT CRVO 4k B BEKM A &GS, B 1 RBEEA NS Ranibizumab 7] 535 52 5 M1 ) Ak 3
DA, EOESRE S0 T 4R T 16 TT BOR AR L 2

3. BXARTT

B P X M5 M ' € (grid laser photocoagulation, GLP) A Z i% o BE/K i L $2 = RVO 4k & 35 BE 7K A
770 GLP ALtk E e P IR UL A B b 3 5k B 40 U B, (BNl s, B
PR B BE XK s JEHREE S BE X AME RN bR, 2 B0 5 45 J2 [R5 VR ) 35 B G I X SR 4R, B b3
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At i B RIB IR RE N T M, kD BB AR (SRR B B XA IR SR IR K B IR 2 38, e S URE
MNTTSE I N JE A I 53, IR R B L B, 9B R LML V2 R [ 18] (HA2 BR4E Y GLP JRYT X R
M5 O A BRI, A REAE — e R B BG40 /K M, ATk 24 500 Hi B BE/K I 51 EE A1 /1% 2k
[19]. $T VEGF Zi¥n] LLGE IR RVO 4k & FISEBE KM, $emtil /., (B HREREIRIT. VEGF X T i
ALK BPARThRe R ML Ih LSS R, BB A ISPt VEGF Z5WBa I AR R, mT REXT AR R (14 1f
AR R, [N, X548 RGN 4 5 M, O r] A8 5] e 4 5 HAh S ) 1 5 i ZE MR
T o DR S 3B A PR 2 247 R B o — A oy XU PR 458 VE T R R 30077 B 99 9 R o A VA St — 0 8 I R 7 XU
T I R TT BT BARIEIR YT AR I 22 4, BB RYT BN T #T BRI T i

EH PO BN SE45 T3t VEGF 1697, H1TH0 VEGF YA 7Rt VERISR, W] LLERHE B 5B s
BPOKM, SR, TR K R AT GLP 3697, WI{E GLP RE LUK 1 fE & A R 52k,
LI/ 4547508 B e EE VR I7 OR , M FRAR IR YT IR | 38 0 52k JF HLAR = RVO SEBEK I 8 A T
A 2% Avastin 5 GLP Bc& I Ti697 BRVO 4Kk CME, S TRIFHIIT %, HA R T
PS8, AEAT) 5 SRR AR B SIS M 52201 I IsKkeE 5 4F [21] BT 7, K BRVO & Jf 5
BE/K i 8.2 30 451 30 HRBEAL /3 3 2H: 5 1 2H(10 HR) HafifT 3B X AR MY eikts 26 2 2H(10 HR) R B fA i v
%F 17X Ranicizumab 0.05 mL/0.5 mg, 7 d JEfT 3B XASMIAE Yakt; 55 3 24110 R)BEHS M i i 4Rv it 3 Ik
Ranicizumab 0.05 mL/0.5 mg, [AIk& 1 mo, 2 1 JE4t 7 d JEAT s BE AR MR et . B 17 6 mo, M EEhefE
BriEML ) J OCT e &g e i . 5 R 6 mo oMl W&t m, 14 Fem 10 M7k, 2
PPt 17 ANFRE, 33 18 MRk, OCT &on 1 43RBT rp e JE P2 BE MK 208.7 pm, 2 Z1F%AIK 312.9
pum, 3 ZHM%MK 326.8 pm. 1 ZHH /73R 3 4TLAE 1 61(10%), 2 404 3 11(30%), 3 44 4 1(40%). M
TER T BEETE 7 I AL T B0 Y897 . Ranicizumab 1 VR IR FE A s PN 33 S IE v BE [X A& M RE 0O Yl et
ARiIBTT BRVO FH BB 22 A 2
4, B

Z BT FUIEPT VEGF 2593677 % RVO BB/ R 2 e 3, (HEL R e e it — b
MR, T BEHEAT 5 2 A R AR I RIS IR, Ze P e T 4R, b — D W8 NOAE (1R FR AR
#E. WHEDL VEGF Z9MiayT FIBE Y 77 %2 BITRZ by T badt . SEALIRTT I R BE U R 8 . ML TR
7\ BRAIRIT IRIT RVO SEBEK M R R & .
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