EfRIRRIRE

B85 :029-82245172 82210956

203F18 £13% £1H  www.ies. net.cn
BB 31=%5:1J0. 2000@ 163. com

- SKUSWESE

rl

ZIR T ST Avastin #l R IR £ M E R SEI T 52

! BmAE B R ER A
Y& B s . ' (430064 ) P FEH b 2 2T, i 2 R ER B EE e

2(250000) H E 1L AR A B R T, B oRE T o XN R BE B
3(250010) H [ 11 4R 45 B 1 T, B R IR B EE B 5 (250010 )
WA T, F e 2 /R RS B

FEH A RAEL, 3 Bl F o il Rz e L R A ol i &l
FAT B, 5T 5 1) . EHR

WIRAEE BT, 5, Belr TPl R A IR B e A,
TRBEIT BIFEE 5 ) - BRI | 3 B8 A4 40 I B 52 5. shilongy828 @
163. com

ks . 2012-09-17 &0 H#§.2012-12-20

Study on the inhibitory effect of avastin
by subconjunctival injection on corneal
neovascularization and its mechanisms

Zuo-Hong Wu', Chun-Xia Feng’, Jie Tian’, Yu-
Guang Zhang’, Shi-Long Yan'

'Department of Glaucoma and Vitroretinopathy, Wuhan Aier Eye
Hospital, Wuhan 430064, Hubei Province, China;
Hospital of Jinan Central District, Jinan 250000, Shandong
Province, China; *Jinan Eye Hospital, Jinan 250010, Shandong
* Jinan Aier Eye Hospital, Jinan 250010,
Shandong Province, China

*People’s

Province, China;

Correspondence to: Shi— Long Yan. Jinan Aier Eye Hospital,
Jinan 250010, Shandong Province, China. shilongy828@ 163. com
Received :2012-09-17 Accepted :2012-12-20

Abstract

e AIM: To test whether subconjunctival injection of
avastin could suppress corneal neovascularization
induced by alkali injury and study its mechanisms.

e METHODS. Alkali injury was induced by application of
1mol/L NaOH to right eyes of New Zealand white rabbits
for 30 seconds (n=20). All animals were randomly
assigned to A, B groups, each consisting of 10 eyes.
Group A received subjunctival injection of avastin after
alkali injury immediately in 2. 5mg dosage. Group B
received subconjuctival injection of normal salt.
Biomicroscopic neovascularization was observed on 3, 7,
14, 21 and 28 days. The average length, area and
inhibitory rate of corneal neovascularization (CNV) were
calculated respectively. Five rabbits were randomly killed
in each group on 7 and 28 days and the corneas were
taken for histopathological examination. Immunohistochemical
studies on the expression of VEGF in corneal paraffin
sections were also carried out.

¢ RESULTS:The vessel meshworks of corneal limb were
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dilated and congested on the 1% day, then
neovascularization (NV) began to invade cornea on 3™
day, and reached to its developmental peaks between 7
and 14 days, lastly, NV started to regress on 14-21 days
after alkali injury. Significant difference (P<0.05) in the
area of NV, average length of NV and corneal edema
were found respectively between group A and B ( P<
0.05) ; the inhibitory rate of CNV ranges from 44.2% to
55% in group A. There were slight epithelium and fiber
edema in group A,and disappeared in the late, the fiber
arranged straightly and less NV intruded into the central
cornea. Immunohistochemical studies indicated that the
expression of vascular endothelial growth factor (VEGF)
in group A was obvious lower compared to group B on 7
and 28 days.

e CONCLUSION'; Avastin suppresses corneal neovascu -
larization induced by alkali injury on rabbit eyes with
subconjunctival injection through decreasing expression
of VEGF.
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