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Abstract

e AIM: To observe the inhibition effect of endostatin
(endostar) on mice choroidal neovascularization model
(CNV) and compare with the Avastin.

e METHODS: Using 532nm laser photocoagulation to
establish a mouse model of CNV. We observed the
formation of CNV by histopathological examination after
2wk later. Forty successful models of mice were
randomly divided into control group (group 1, 10 rats),
normal saline group (group 2, 10 rats), endostatin
group (group 3, 10 rats) and avastin group (group 4, 10
rats). The drugs were injected into the mice’ vitreous
after photocoagulation 2wk later. Then 1wk later, we
took the mice eyeballs to perform the HE and
immunohistochemical staining to observe. The statistical
analysis of ANOVA was done by SPSS 16.0 and the LSD-
t test was used for multiple samples, taking P<0.05 as
the test standards.

e RESULTS: Two weeks later, HE histopathological
examination was done , light microscope showed large
amount of new vessels’ formation, the positive rate for
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CNV was 72.8%. The blank control group compared with
the normal saline group P>0.05, had no inhibitory effect
on CNV; endostatin treated group compared with control
group, P<0.05, had a certain inhibitory effect; avastin
group compared with the control group, P<0.05, had an
inhibitory effect on CNV; the LSD-t was performed on
Avastin group and endostatin group, P< 0. 05, which
were statistically significant. We thought that the two
drugs have different inhibitory effect on mice’ CNV,
because Xyyasin = 26. 90, Xongostatin = 29- 13, Xavactin < Xendostatin »
we can infer that endostar had lower inhibitory effect on
mice CNV than Avastin.

¢ CONCLUSION: Laser-induced CNV animal models of
colored mice C57BL/6J is of short time and high rate
establishment and it is an ideal model for CNV study.
Endostar has certain inhibitory effect on CNV, and it is
likely to become one of the important drugs for CNV -
related diseases in the future.
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