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[ Abstract] Objective: To investigate the inhibit effect of cordycepin on rat corneal neovascularization
(CNV) after alkali burn and its influence over expression of VEGF and VEGFR 2. Methods: CNV
model was induced by alkali burn of the cornea with 1 mol + L.”'NaOH on 48 SD rats. The next day
rats were divided with equal number into four groups randomly after modeling: model group accepted
0.1 mL saline, positive control group accepted 0. 6mg/kg dexamethasone, high and low dose treatment
group accepted 4mg/kg and 2mg/kg cordycepin respectively. 4 healthy rats’ contralateral eyes were
selected as normal control group. On the 4" | 8" and 14" day executed the rats to extract cornea. His-
tological changes were observed after HE staining, mearsuring CNV area, ELISA was adopted to test
expression of cornea VEGF, SP was adopted to test expression of VEGFR 2. Results; Compared with
the model group, right eye cornea burned area showed grey and white nubecula; comparing with nor-
mal control group, CNV was observed in cornea of all groups, indicating successful modeling; compa-

ring with normal control group, CNV area was relatively small in high dose group and 8" day after mod-
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eling in low dose group, expression of VEGF and VEGFR 2 in high dose corneal tissue, differences

were statistical significant (P <0.05) ; comparing with high dose group, low dose group showed bigger

CNV are, VEGF and VEGFR 2 showed more expression, differences were statistical significant (P <

0.05). Conclusion: Large dose of cordycepin can inhibit the growth of CNV induced by alkali burn in

rat cornea,the mechanism might be relevant with cordycepin inhibited VEGF expression in burned cor-

neal tissue.

[ Key words | cordycepin; alkali burn; corneal neovascularization; vascular endothelial growth factor;

vascular endothelial growth factor receptor 2
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Tab.2 Expression levels of VEGF in corneal of all groups
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Histopathological examination of each group at the 14th day after alkali burn
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Fig.2  Growth condition of new vessels of model rats in each group
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