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Inhibitory effect of angiostatin on rat corneal neovascularization
Zeng Jing , Huang Minghan , Wang Guohua ,Wang Dongmei,Hu Zhijia. Department of Ophthalmology ,Affiliated
First Hospital of Guangxi Medical University ,Nanning 530021, China

Abstract Objective Angiostatin is thought to be one of the most effective neovascularization inhibitors. Many researches
have revealed the strong inhibting effect on tumour neovascularization. But seldom report is published in the study of effect of
angiostatin on corneal neovascularization ( CNVs ) owing to alkali burn. Present study was to investigate the inhibitory effect of
angiostatin on corneal neovascularization caused by alkali burn.  Methods Corneal alkali-burned model was established in 120
Wistar rats by placing the filter paper soaked 1 mol/L NaOH solution at the center of cornea. The rat models were divided into four
groups al random and 30 rats for each. 2. 5 ug/0. 1 mL angiostatin,5 pg/0. 1 mL angiostatin,0. 1 mg/0. 1 mL dexamethasone and
0.1 mL 0.9% saline solution was subconjunctivally injected respectively in different groups for 4 times during the one week
duration. Corneal opacity of rats was examined and scored by slit-lamp microscope at different time points. The new blood vessel
area in corneas were calculated on the formation of S = C/12 x3, 141 6] r° — (r —L)?]. The pathological sections of cornea were
analyzed at 1,3,7,10,14,21 days after injection under the light electron microscope. The use of animal followed the Standard of
Association for Research in Vision and Ophthalmology. Results The corneal opacity score in 2.5 pg/0. 1 mL angiostatin,
5 pg/0.1 mL angiostatin,0. 1 mg/0. | mL dexamethasone group was lower than that in 0. 9% saline solution group at 7,10,14
days after cautery with statistically significant differences( P <0.01). On the 14th day after alkali burned, CNVs presented the
densely distribution over the cornea in 0.9% saline solution group, but a fewer CNVs were seen in 5 pg/0.1 mL angiostatin
group. The new blood vessels buds were seen, but fewer mature vessel formed in 5 wg/0. 1 mL angiostatin group. However, a lots of
mature vessels with mature erythrocytes in 0. 9% saline solution group on the 14th day after alkali burned. = Conclusion

Angiostatin can effectively restrain rat corneal neovascularization after alkali burned.
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