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The effects of COX-2 inhibitor on corneal angiogenesis in rat
Zhao Huiying , Sun Xuguang, Wang Zhiqun, Li Ran. Department of Ocular Microbiology, Beijing Institute of
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Abstract Objective Cyclooxygenase-2( COX-2) inhibitor is a new nonsteroidal anti-inflammatory drugs,and its action is

to suppress the inflammatory reaction. Present study was to investigate the inhibitory effect of COX-2 inhibitor, meloxicam, on
Methods

scratching in cornea with 3 mm corneal trephine,and then the interrupted suturing was performed at the positions of 3:00,7: 00

corneal neovascularization( CNV ). Corneal new blood vessel was induced in the right eyes of 50 Wistar rats by
and 11:00 with 10- 0 nylon stitches. 0. 05 mL of 0. 625,1.25,5. 0 mg/mL meloxican solution was injected subconjunctivally in
the model eyes from the end of the operation through 7 days once each day in the 1st,2nd,3rd group respectively. The same
volume of dexamethasone (2 mg/mL) or solvent was used in the group 4 or group 5. Corneal angiogenesis was clinically evaluated
and quantitatively analysed at 5,8,12,16 and 23 days after operation under the slit lamp. Expression of Ang-2 and vascular
endothelial growth factor (VEGF) mRNA in the cornea was detected using RT-PCR.  Results The new blood bud appeared in
the 4th day after operation. The area of new blood vessels was gradually increased and reached peak in the 8th day. The mean area
of CNV in group 2,4 was significantly smaller than that of other groups in the 5th and 8th day (P <0.01). On day 5,the mean
ares of CNV in group 4 was smaller than that of group 2( P <0.05). On day 8 and 23,the expression of Ang-2 mRNA and VEGF
mRNA in group 5 was significantly enhanced in comparison with other groups,and expression of VEGF mRNA followed the same

pattern to Ang-2 mRNA. Conclusion Topically administration of meloxicam can inhibit CNV effectively through descending
the transcription of Ang-2 and VEGF.
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