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Abstract

* Retinal vein occlusion is the most common retinal
vascular disease. Macular edema and retinal ischemia is
the main cause of vision loss. The occurrence and
development of retinal vein occlusion is the
pathophysiological process many factors involve in. With
the  progress of  cytobiology and molecular
biologytechnology, detecting the levels of cytokines have
become an important aspect in the study of retinal vein
occlusion. The article illustrates cytokines associated
with retinal vein occlusion and mentions the prospectsin
the future.
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A0 X 5 K BHL 2E ( retinal vein occlusion, RVO) 43 41
[ JES i JK BEL € ( central retinal vein occlusion, CRVO)
FIAR R J 43 52 %5 Bk BH 2E ( branch retinal vein occlusion,
BRVO) , 75 ¥ 5 1l A5 95 T 67 J 58 — AN T4 PR s
PEALIMBRE A2 . RVO #4999 BILTR H AT A + 20
TR, RVO BRI RE, J2 2 M N R 25 i LA B
A FE, RVO & AR A0 0 58 i bk ofi Y 1T 3 52 BHL, i 87 P
JE 73T e 5 5 0 TR B e ik 52 BEL 7™ A = 4 1 457 TG T Al
UG, 35— 2L 48 il K ( cytokine , CK) Il 45 P K2 4E
£ A F (vascular endothelial growth factor VEGF) A BB,
1L — 00 P S5 B Tl R, ot A S 3 R B 0 I S B
BEIK I ( macular edema, ME) , RVO 4 & 25 BE/K Ip A1 40 kY
FRCR M 2 BUR ) N R i E RN A A
Vi oy R SRR 1 #E R CK 72 RVO Hg/EHIE
PR B 22 (1) 235 BT G

£ Vi NS R A N w4 DT R s e = D T KR

22 23 )5 Bl A PR - 0 35 4 B T 7 2 TR R A g A
ST VAo LIRS Y ol (I v 21 (U = BN A
AN, DL AR B3 (946 52 25 5 T 45 A B EE AR H
i) NS R i N ol ) s = N G T I S S I I
(interleukin, IL) . 3L 2 (interferon, IFN) &I SR FE K T
B F i (tumor necrosis factor, TNF') ETE AR T ( colony
stimulating factor, CSF) | # ft Al ¥ ( chemokinefamily ) | 2f
K F ( growth factor, GF) Fz4bH: K A F-B ( transforming
growth factor, TGF-B) Z %%, MM 7 HA L300 &
Ve FEBUEEO F M AR A TEAR N DL A 55 43 1
NI IIE R AEVE T . ARZ R R B B T 43
02 20 ) 240 ML DR 3080 1 I 4%, A6 A AR P AR AR a8 R

2y, 2 5 N NKR Z R 20 R BLIRE
1 £KEF

AR AR PR T SR AR e A A D T R AR E SR AR
T 8 605 00 19X I IOk BEL 2 2 e s VDA S 1) A T
FA . M WA K F (vascular endothelial growth
factor, VEGF) . Ifi. /Mg I 4 A= K A F (platelet — derived
growth factor, PDGF) | §8 P4 B £F 4 21 fg 4 4 Bl F ( basic
fibroblast growth factor, bFGF) &
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A A2 106 A0 A P R A0 A A | A P R A A
& HE A B L AEE R . VEGF RIG TG f A K
[A ¥ (placental growth factor, PGF) ,VEGF-A VEGF-B,
VEGF-C VEGF-D Fl VEGF-E, H:if %} VEGF-A W55 15
WIRA . VEGF 3 K 28 558 3% S KOV 55 $2 | 7= A= $Fh A48 5%
A, BRI A1 AT PO RR AR 4 2 I ) AR A
% ;4 VEGF206. VEGF189., VEGF165 #1 VEGF121,
VEGF206 1 VEGF189 Hi il il ;= A= J5 EL 2 {4/ P8 75 20 ifd i
MFEFE T b A — & B A7, T VEGF165 1
VEGF121 EA T, 1l AR JB B4 2185 8L, 55 VEGF 11
TR VIADE . FERR Y, P R 400 5] 4R PR 2875 4 i
Miiller 21 il LA S 8O G A1 i34 ] 4336 VEGE, 20 i (IR 7K
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)R] SR A v UL M SO A B L PR R 0 e et B 3R
K VEGF 0 o B ik BEL 28 J , O8] e . ke 4, B8R Y
VEGF-A ik VEGF-A 5 VEGF-A Z&Z5 4 f
LA PR B 200 1 A R I 7 B %) 32 0 , 5 BCR T /K Bk R
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IR 7k BEAE TR ER BAHTIA YT RIS B9 ARk, W58 & PR 26 1R
FHR N VEGF FHAth 1) 2 E X 7 A AL PR 5 1 2K 2 14
Tned i H 5 K 4 i R B B FE CRVO Fil BRVO Hr
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X} CRVO 2k & s BEK B 52 i, iF 58 R . 5K o VEGF
BY/KFEFE CRVO 44 HR 41 i 35 48 =, 45 Bl il CRVO 41
1 FIGEML CRVO 41, I H A5 3 BEAK i i A B 4H 56, A58
W VEGF 5 M4 m Sk o6, w1 g T
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ZERFI . RVO BEHIK T VEGF ik /K e e 4
Ji JZ )& ( central retinal thickness, CRT) 5@ A Lhis i &
T, 3% SIHW b VEGF kKA b A —5uhk
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BT A0 AN B A A% - A P R A An e
DI fe5s . B AN EZ 4%, FEY)
BE. (1) FIBEE AL B AN E , 7oA ; (2) I T 40
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BB BRI A S BB 1, 2 5 900E RO IR & A
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B HAE B ™ EARE A, BAFE ER™ . RVO
BF B KT IL-6 Y v B 4 nh IR 41 S 25 0 e TL-6 9k
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