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Abstract

e Retinal vein occlusion (RVO) is the most common,
vision-threatening, retinal vascular disease after diabetic
retinopathy. RVO has characteristics of the retinal vein
dilation and circuity, and retinal hemorrhage, edema and
exudation along the vein. If edema occurs in macular
area, it will lead to severe decreased central visual acuity.
Though the clinical entity of RVO has been known for 100
years, the treatment remains unsatisfied. The advent of
glucocorticoid and anti-vascular endothelial growth factor
agents has made great progress in the treatment. The
article illustrates the mechanism of macular oedema(MO)
secondary to RVO. The pharmacological action and
advancement of the drugs of glucocorticoid and anti -
vascular endothelial growth factor agents are reviewed in
this article. The prospects in the treatment of this disease
are also mentioned.
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A0 X RE S Ik BELZE ( retinal vein occlusion, RVO) 2 R 4

DL 1) HR VR A5 , L v e M RO R T 1 e S P SR TR IR
R TEAL B A5 . RVO R4 50 P I s e Jok 4 sk o ot
IR A1 DX A D) S S o K i S ) B B X
A5 | B BEK i ( macular oedema, MO) , A Z ¥ S8 &
O E . RVO R E #ifr 4 A 100 24 H 2
—H LK RVO 51E R MO BVAYT LR RME, BEAIRYT 7
TR AW, 5 ) e A0 He o SIS [ e b 30 4 R B I
R A R 225 I 20 IR T RIOR A TR
BRI, FRATI RVO 51 MO [ HL B Rz 5 i 2 e
A8 N B A R 24 W 00 VR AL ) B3t o 2 i 45 Jy T sk
TR JEH T RVO BUARRIGIT R,

SRR L UL DR R B BEL 2 5 B BREAK M AR T 5 B B TR R
PUIMAE N B AR 245 s 3k N T 55
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A I 43 37 6 bk BH 2 ( branch retinal vein occlusion,
BRVO) 12T 1877 4E E o M1 Leber i, 40 K9 v g 5 Jik
PH ZE ( central retinal vein occlusion, CRVO) t,F 1878 4
Von Michele #i7 4% , # % JE i [k BELZE ( retinal vein occlusion,
RVO) 19 B AR FEFR & FEBE K M ( macular oedema, MO) ¥
SLANE AN RO T BN BT B, HETIACH MO 25 R
RVO BH W) T RE M 225 R W 57 3% B 4 48 X Al
BN 2 A K A F (vascular endothelial growth factor, VEGF)
FHEfEs I MO Jrifi e & mEWAEH . FRATEAE T RVO
S8 MO BBLE, [ FCE T 3697 25 4 ok K B R [ ith
42515 ( Triamcinolone acetonide, TA') 1Ml ZE K ¥ 5% B 2%
‘# (the dexamethasone intravitreal implant) ] % #T VEGF 24
Y[ WR I8 ( pegaptanib) | DI 1% BT ( bevacizumab ) | T ER
AT (ranibizumab ) FIBATAA P 5 AR B WL (trap—eye ) ] 7EIR
57 RVO 5IEER MO BPEFHBLEI B4 B BIRERL,
1 RVO 5[ MO

MO AJ&—Fhl 7 B0 , T 2 22 A R 5 1 I DR AAAIE
TR 2 B ZL RN, RVO Z51#E MO He A3 I A AR
JUC I, FE e B PR 2R A 456 4 B I 4 0 | = L B SR
g | fen I R O IR A I — A 9 S 5t % ( blood — retinal
barrier ) J2& 0 UE R X B 2E 47 1 ) i 19 5 22 bt b, AL 46
A0 A i 2, 2% | 2 40 MY ( retinal pigment epithelial ) BRI
¥4 i B A1 BB ( outer blood retinal barrier ) 1 A KA I oM 4
P EZ 40 I8 ( retinal vascular endothelial cell ) "5 % % 24 111
N 5% % (inner blood retinal barrier) , 7 & 7] FH 1F ik 45 T 20
ZURB NALIREE 5 25 D0 AT BEL L 1 A8 9 s AN R 5 &
Az RVO B 88 5 X0 10 B P ) 0 A S A B ot — 08 IO9 e o
Rz NS R MO, A2 SR A O

Noma % AF 5% %z B 3% B A g A it 8 PN R A K R
(vascular endothelial growth factor, VEGF) i &5 ) Ifil & P
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J K F 324K -2 (soluble VEGF receptor 2, sVEGF-2) |
TS 04 20 I 18] 6 BfF AL F — 1 (soluble intercellular adhesion
molecule 1, sSICAM-1) A4/ -6 (interleukin 6, IL-6)
AL -1 (monocyte chemotactic protein 1, MCP-1) |
%1% 2 -3 (pentraxin 3, PTX3) & % b & 174 W +
(pigment epithelium—derived factor, PFDF ) /¥ i /K S 55
P B 100 465 () i PR T RVO SR 19 MO ™ B2 2 i %% DI AR
X, MR R VEGF 78 2 R A B R RS h R HE1EH,
TTE 0L/ A BURRIRR B2 A8 A b LA 4 AR T 42 ) M 4 A
FH R HE P FE 2 B3 5 3G o i A8 %) 38 3 M DL R i
AR, RS VEGE 5 2 F0 HAth (%) P+ 4b
TR, NREEZ VEGF AT 1 Rl il 2 i 776 144 it
Bl R RGO IUREZE 3 EOE A i 2R AL SR
LEAAE IS, T VEGF 72 R R4 1 B ik 5 £ Fb
HR 93 2 UIAH DG, a1 RVO Wl PR 1 5 B 7K i ( diabetic
macular edema, DME) AF#% A 5¢ M 8 B A5 14 ( age —related
macular degeneration, AMD ) | oA s M F O IR &,
VEGF £ 2 1~ 5 0% i 51, A3 46 Jif 8 4 K 7 ( placental
growth factor, PIGF) ., Ifil HEWNEAKKEF A (vascular
endothelial growth factor— A, VEGF-A) [ML%& N =K H
“F B(vascular endothelial growth factor— B, VEGF-B) Il
MR A= K A F C (vascular endothelial growth factor— C,
VEGF-C) . IL%& M & 4 K A -F D (vascular endothelial
growth factor— D, VEGF-D) M&E N KA KFF E
(vascular endothelial growth factor— E, VEGF-E) , H 44~
o 53 7 AR PR A 1A 4 T B R LA 58 B b R A
(] Bt A AT Sy I A8 B9 Jg i AR AE R LA Bl it s , 2 1
JCIME , TS 1 RVO' | IR Ifi 4t 4 A il VEGE 7655 7%
AR BCAIRYT RVO BYHE A,

2 YR

21 MEREHE & 2 1% (wiamcinolone acetonide,
TA) Fil Hb € K ¥ 2% B %€ B ( dexamethasone intravitreal
implant) 7E3GYT RVO W B EAFRHCR (ARG S E 20
S7, NG I 1 N B T OGHR (IR P 48 55 0T & RE Kk AE Y
AU

2.1.1 TA  TA RN T A WU A BOR B BUR 21
TR AL R R AN TIK, RS I 25 I i 221
A 8 KB R AP PUR 20 22 90 4F
PRIF s e i ARG PRAE T . TA W] B AR AR 145 1
WM 8> VEGE 1942 )i 02D 48 1A ot 1% e 55 5 5 T
e MO,

BRI TA 509 3245 BEEE AR P VE ST (intravitreal
triameinolone acetonide, IVTA) F1 7% B X #j I T 1 & A
Tenon’s 1 57 ( posterior subtenon triamcinolone, PSTT) P#
IVTA J&— T B3R 2454 5 i 748 E AL A0 190 IS 4 fik 114 077 1%
HOLIE KA AR R TR B IR YR T
PSTT D] g3 ek L S 0% 3 Wi WS T 810 3k 400 IR R i A 42 4
FHU A0 IVTA AR L RO I R AR

Tp 251 B BEALIAIS & BE, IVTA 4L & e 1 32/
XTI 2 AL 5 6%, B 738 & 7E 1mg IVTA 4 Al
dmg IVTA 2 (81 I A G it 2f 22 55 SR, 76 MR 9 R Tt
N B ) & A2 SR 7T, 1mg IVTA £H%5 4mg TVTA 411
WD o 12mo B FF 2 FHREIR R 25945 6135 1, 4mg F
it HEERZH 50 50 1 35% ,20% F1 8% , dtvIR A I b i JEE 2
FE=FH 5500 26% ,33% F1 18% , Ozkiris 5% St i i
FCEEIR YT JCE) BRVO B E VEAT IVTA 36975 , MO U8,

2228

BRI 4 5 T R IR A, 3 B TA BT (W EORR 1 3%
FEREAE 702 1,010, 16, FES G 1, 3mo Flf J5 Bl 17 B
BCVA 435120 0.55£0.22, 0.56+0.22 1 0.6220.22, Fr 5
HEBEJERE A3 R4 28. 5% , 23.8% F123. 8% , X 7 () it
8] PN R =21 mmHg #5355 26.3% ,15.7% #15.2% {8
AR Bl A AR R 25 ), G HA R RO &, Lin 251
R FH PSTT JA97 CRVO, 7E4 9mo Bt J: Bl ifit 25 A0 Bk ifi 26 v
W14 =10 A FBE R E 2 005 10710 1 3/8, 765
Swk B, BT 5 B & WAL 2 BIER N A & (4 o 22,
23mmHg) ,E%BWW%EEE%%%%UO RE TA G5l H
B TGRS Ak B AT RE (2 i TR B, 7E R
o E S TA Y87 RVO ISR 8 1 1 e %

2.1.2 hERMEREIEE 2009 45 £ [E & & FI25 54
JRy (FDA) L v ( T fh 44 : Ozurdex , 15 14 5 43« 28K 408 )
FIRIT CRVO 51 H MO, 3 38 A i A5 A ) Hb ZE K A 2%
P B PR —FREE 10 AT TR AR R o A Y R
ORI ) B 2 [ B 28 77 i, i — > 22 RS B
AR, 7EBE SR AE A — PR st 17 0 i, e 2wt o &
SRR R AR AR R SR B 0T SR ) b FE R A B 5
RIS AR B 5 3 B R 0 7R T TA AH L B 25 W 1E FH AL
SRAF I FEEE H A A (3 ~4mo) | 2451 Bk i AT i B 4 12 2
Y& BACE R SIS,

Haller %5 JE 47 7 5 3004 7 1) 22 vh s KRR AR Sy 39

6mo [Pl RIS , M FEKR AN ZH (3 ST 0.7, 0. 35mg
2H) A REZS A H R P e L PN B R AR R Y B
FARE T T B AR ER7# 68 4932 = A 7, 180d
it ZEKAN A BCVA #2155 =15 D78 1 26% .BCVA
FER=15 DFHEE 6% , WA 5N 17% F 11% ,
Joshi 250X RVO £ 49 1] 51 HRAT 3 35 4% Jis i A b €
KA 2 BB, B 17 12mo IF, BRVO 1 CRVO % #Y
BCVA 73 37 17 5.7+2.3 Al 11.5«11. 0, H 14 R
(27% ) MR F38 7, 3 W75 200 FH £ Tk TP i 24 4 s i, 4 B
KT Ak A A T ORER  JE A A BN &
22HMEARERKEF Ht VEGF 25 Y 5Tk fihJe
( pegaptanib ) | Dl 1% B i ( bevacizumab ) . T Bk 8 $i
(ranibizumab ) FIBATAA P4 5 BR B A W (trap—eye ) , 2R FH B 35
RIS 7 A4 25 sl i X VEGE RYFHHLAE T 40 il i
AR B A P AR B WA, R TR YT IR RS BT
AMENEEFREZ —, SRR, bt
VEGF 2 2575 W0 4 (1) i3 3 00 00 9 TR B, A 2050 g B A1
THWEE FGCRIFAREN &4,
2.2.1 Pegaptanib T 2004-12 %3¢ E FDA it , Fl T34
I7 TG 87 A 078 1 4 % A 5 M 35 BE A8 P (the neovascular
age—related macular degeneration ) , X J& 55— 9L e AT
TRTF IS () 058 A i R 25 25%) . Pegaptanib & —
AT A RAIPL-VEGF A RNA & BT, 257045 J& VEGF -
A WA ) VEGF-A165 , 38 i #5511 VEGF -A165 , M 35
FIRYF MO FIZR

TENH 6mo 1 I R 50 P, A 6wk 3 35 44 Jis
HE 5 — K pegaptanib, 0. 3mg pegaptanib 2L 71 #2555 +7. 1
D EE 1 mg pegaptanib 41 K +9. 9 D FEE X 2
20k -3.2 FEE 5 1wk BT 0. 3mg pegaptanib 2H v o B
BETHT 269um I mg pegaptanib £ 4 210um X} FEZS =
Hl 5p4mm- o Udaondo %5 X} 452 IVTA ¥ 57 R A 47
BB SR AT IR YT IR YT 3wk J5 G A T )2
JEAG AR (optical coherence tomography, OCT) W], MO &
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FE M (418+97.7) pm &R (253+97.25) um; IGy7 o #E
P B T 45 55 2 = Snellen 1 S 2 ThAY 2 47, [5] A4
3R B JRE R AR A S S Y 3mo IR FRER E, HLAE
BARIT LT R IR A N R A R,
2.2.2 Bevacizumab R 44 : Avastin JZi# f 35 [F FDA
BIUIE Y BN T BT VR P AR 2 (HHOIF R it
UETE IR B IR 7 1 A9 FH . Bevacizumab J2— F 88 2H 1 A
T5Ak 1G1 BB s BEBUAAR 524 v] 42 X H BRUIE 20 2 0, fig
Y5 VEGF 454 T i VEGF B94/EH, b4 MO, 42 & 41
i A A AR DI RRE SR bevacizumab 7E I
WP R, 55 AR VEGE 78 M H i
TR B TR B S B R TS VY B b R XL
CHUREIZE A5 EVXERL A i W 2R oL BN 2R A AE | i
JEA5E I KIER GRS, H bevacizumab 43T 1) Fe B A] fE &5
SR P Gy SO Y A

Epstein L0230 52 Bl 36 4 8% V8 5 bevacizumab 4 77 20
VBJT CRVO, bevacizumab ZH ) 60% 1) AL 142 5 =15
APy R R BE YRR % T 435um,6mo N TCHE K
AEMTHREAR ,12mo TGRS AR IR N AR | o B0 224 LRI AR D] e
M85 A%, TN A 7E 12mo N, 6wk %4 T — X
bevacizumab , A] B i B(3% CRVO & B0 1 Ffvsi 2 MO ; B
FERAESZIRYT IR ROR AP Thapa %5 12mo fifi
Vit % Bl bevacizumab X} BRVO 3% %1 J1 it MO A W &
U,
2.2.3 Ranibizumab i 4% ; Lucentis, 735 # FDA (2006
AF ) FRRYH 24§ WA JR (EMEA ) (2007 4F ) ke FH T8 97
RVO, Ranibizumab & — 8 21 1) A\ I fL Bt VEGF HL 58 [
PR BE, v AR T A VEGFA 5344 47k 45 45 BH W7 9% Bk 12
RO TR RVO R ) K si i MO,

5 pegaptanib HAEFH T VEGF-A165 MLt , EHEA K
B BEL L 1 7 92 U AUBT 2B M4 BB A, ranibizumab 43 F A&
WAL R Fe K, BRE/NOPURS S F B HE
VEGF-A Z R 25 G 57 5, 0 5% A1 1 B 8 55 T bevacizumab |
B A Wi o, n] T B 38 5 A8 DX Sl S R AR R T
R BHE 1k ik &% B 3 A= 1% ( choroidal neovascularization
CNV) A= s AN 52 MO, 3t A L6 25 5 B9 ranibizumab B
FE 2h PN R A | 04 B 15 e B/

Brown % YE 47 T CRUISE = ] Ilfi R #F 58 25 WA 392
%] CRVO B3 #:3ZI8J7 )5 6mo B} 0. 3mg ranibizumab 21
WA E T 12.7 A~F 4 0. 5mg ranibizumab 20 % J1
SEHIBE R T 14,9 AN Rk X IS A4 T 0.8
AFEE P B A = BT R R T 434,
452,168 wm , JGI7 i B H TC 1 B & AE AN KON I R E
Kinge %™ ¥£47 T ROCC BF5%, A4 CRVO 8% & H 4+
ranibizumab BE % IH B A4 = A0 0 AN MO, B 2L 1 5
X TR ) B BRI T AR AR H 6B Chang %7 %4
CRVO HE S 3mo B H BEBS AN FEST 0. Smg ranibizumab,
12mo M 7E#E Z 3697 1Y 35 BR v, 32 R WL 1y P34 1
16.5 N0, BBEJE 1 628 wm -2 F [ 5] 164 pum; 78
24mo I} 24 IRV 5 1 17. 8 DF bk, w1 B JiE -
PR BER 263 wm; ZEIR Y7 1 (8] 3 T HR P %8 10 19X B o 25
Bk A AT RORE B kR T HA N & BN
bevacizumab JCE3E ) CRVO H3E , FE 4T ranibizumab J5 MO
HUH S
2.2.4 Trap—-eye T4 : Aflibercept /& A VEGF % /&
VEGF-1 Hl VEGF-2 )40 fa 4h X 38038 43 55 A fe e 5k 2 1

G I Fe i e &4k, rI il VEGF HYZ%E AL 5L i PIGF,
VEGF-A,VEGF-B, VEGF-C il VEGF-D, HAij4b T =
I R B, [FIHALST VEGE 59—+, n R ZEE
TR ek Ui AR R A P A 45 1 | R R L S
o HR R 3

Boyer % £ Xt CRVO #E4T 1 I A 7. A4 22 Hp s K
FEAIG IR 3 W1 5%, 57 6mo B H G YT — IR, trap —eye ZH Al
XiF HE A5 L ALA T 43 4R e 18 A BRI 3.3 AN ik T ~
12mo P ZH 73 Sl AR 4l 75 2 10 58, Horh wap —eye 4 V- H7697
WHCR 2.5 IR, 45 R H trap—eye ZH A1 HR 25 4 A9 4910
15015 T 16.8 F13.8 AFBE, Holz % X 177 iR
R ARG ) B L 3:2 il o3 A, B4 4mo T3 55t
2mg (Y trap —eye ZH 1 TG Alibercept 73 5 A8 X3 R 3R 56 4H |
24wk I} trap—eye 2H 60. 2% MEEWRNEST =15 107F
BE LT IF- 258 5 18,0 S BE TG BRZH 73312 22. 1% Fl
3.3 DBk [l trap—eye ZH Y H U0 B 5EJEE B2 A 448 pum F-
YIRS 169. 3pum ,11.5% BH K ERFE 9. 6% BEH
— b PR Y R T 8. 7% 45 B I, Brown 287 X vE
it trap—eye B CRVO BE AT 1T AW 1a 193RIT7 FIILER,
25 RS 2mg trap—eye i ER A HEE A
AT R R T v R I I SRS R RN
2.3BkA A%  Singer LEDSIZE 08 RVO B 35 1% T8 A s 14 5
bevacizumab J5 2wk 17 H ZEK HS 57 F 2 5 B R AR I AL A
RITRCREE R W] i, BCVA 275 =15 B9 8 i1 29%
(A7 5T bevacizumab J5 ) B & 64% , 9 5 B 2 4157 14
FRET 61 wm, BITRCHFFSE T 128d, H 6mo P 18% & TG
T E R 1 5 bevacizumab , FE{X T bevacizumab ) 5 & 71
B

SR, Wang %57 MITA N [A] B 64 TVB AT IVTA F2Y
5 HE T TVB IS 36 7 8CR o IR s, 7 36 AR Bk
TE 8t bevacizumab (1. 25mg/0. 05mL) /1 JRYT7 S5 4,6, 12wk
i, B2 BCVA HIEREHL ) 37.78+6. 14 73l # 5 %]
48.06+3.86,46.48+4.77 Fl44.18+5.78, 1M 39 HR [7] B} 1
# bevacizumab (1.25mg/0.05mL) 1 TA (2mg/0. 05mL) ,
AT 35.92+6.20 4354 i # 50. 69+4.22,48.76+5. 59
F145.70+6. 56 ; PIZAIAYT XL 4 3 TG it 2 22 5% )
AN ITEVRITIG 4,6, 12wk I 8 BE X JEE 188 i /-t JE 48 1
XS RTINS 5 IR 6 IRIR R T, H
HE AT B H LR IR 2 5 ] T H A AN RO &R
Ehrlich %7t #0387 2L BF 78 245 5, (E A AT T IA Sk BK
A 25 ] /0 bevacizumab A4 25 L

W Rz BRI R A P VEGE 252511697 RVO 51 E Y
MO, HZz 4 e 9157 38ORN 5 e J T /7 25— 20 Kb
A KA i RS AR IRAIE
3RE

LA EIBYT RVO W25 2 5e W] W08 MO, (H I FEAE R
B T RER AT, D A, OB BR S T S AR R RS T kA
AR A 9 400 D0 B 25 45 7 T O A () KRS, it T 1 i
RS A — R AEIRYT RVO B MO AT R
U e ARSCR | IRt B BN BRI AT 5 242
i ATAR— BT I BB A4S 5 0 IR YT, A RE IS B
JRIGE RVO I EH Y,
SE 0k
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