E 000 http://www.cqvip.com|

BERERASFIR 2008 EE 33 %% 78 (Journal of Chongging Medical University 2008. Vol.33 No.7) — 807 —

B O’ SrEHE.0253-3626(2008)07-0807-04

FK228 i) bl 44 B0 ST 24 i L) B
g HLEF S THW?
(1. RINB/RBAERE, R 430063;2. HEKERKZEMBE _EBRBMEEEET.0L,EKRK  400010)
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The mechanism research of inhibitory effects of FK228 on retinal

neovascularization
LV Ke,et d

(Department of Ophthalmology,Aier Ophthalmology Hospital of Wuhan)

[Abstract] Objective:To explore the mechanism of the inhibitory effects of FK228 on retinal nevoascularization. Methods:
One-week—old C57BL/6] mice were put into the environment with 75% oxygen for 5 days to establish models of vascular
proliferation retinopathy. These mice were divided into normal control,high oxygen control and treatment groups{One eye of each
mouse received an intravitreal injection of 250ng of FK228,and the same volume of DMSO(dimethylsulfoxide) was injected into
the other eye of the mice both in these two groups as a control). Hypoxia-inducible factor-1a (HIF-1a ) and vascular
endothelial growth factor( VEGF )expression were examined by immunohistochemistry. The inhibitory effects of FK228 on retinal
nevoascularization were evaluated. Results:(1)There was no significant difference in HIF-1 & positive rate between normal group
and treatment group(P>0.05);HIF-1 « positive rate of control groups was higher than that in normal group and treatment group
with significant difference among them(P<0.05).(2)There was no significant difference in VEGF positive rate between normal
group and treatment group{P>0.05);VEGF positive rate in control groups was higher than that in normal group and treatment
group with significant difference among them(P<0.05). Conclusions:The mechanism of inhibitory effects of FK228 on retinal
neovascularization is associated with the fact that FK228 inhibits activities of HIF-1 a and deduce number of VEGF.

[Key words] Histone deacetylase inhibitor;Retinal neovascularization; Hypoxia—inducible factor—1 a (HIF-1 « );Vascular endothelial

growth factor( VEGF)
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e (x +5)
ZH 5 % (n) VEGF
==t 20 1.40 £ 0.06
X BE2H 20 2.63+0.70"
ITH 30 1.46 + 0.08™

"P< 001, 5258 JRyTULLL; P> 0.05 S A4

BORLEF , 25 X THEL 100 ANAIHE , JFGe it Ho b BHE 4R R 5L 5 i A
A NG FHE BOE I, R AGHREE R A2 10% L1 B
FEITE SREUT AR IR/ 4000520 x 100%.

Gt 0T Sz M) HIF-1 a0 1 VEGF K P89 HeAR
PR E S ZHT(ANOVAS) R FF LAY SNK B4 56, 5K
HEx £ 5 Fom. MR EAEYORR AT SPSS10.0 SEit4k1453
B, EL P<0.05 HBEYIT#E L.
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2.1 HIF-la £&41ILEXR

HIF-1 o [ 32400 T8 W B 245 40 )=
MR F BB A A, IR 62 AR E
(LA 1 ~3)  FHMMRH L HIF-1 o KEHE
SR 1 R 25508 F=54.012,
P<0.01, BIH IR o =0.05 K WARHE, 4 IA1 A BE
PR FX A — B P A, R SNK
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2.2 VEGF &t R
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