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Role of VEGF in corneal repair after alkali burn in mice

YAN Jun, WANG Zheng-guo, ZHU Peidang (State Key Laboratory of Trauma, Burns and Combined Injury, Department 4, Institute
of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract; Objective To study the expression of vascular endothelial growth factor ( VEGF) in the course
of corneal repair after alkali burn in mice. Methods The corneal alkali burn model was established in vivo,
then immunocytochemistry (ICC) and RT-PCR were mainly performed to determine VEGF expression in differ-
ent intervals. Results VEGF could hardly be expressed in both normal tissue and early traumatic tissue of
cornea. At 6 h after alkali burn, the VEGF expression levels could be found obviously, then began to increase
and reached its maxim at 12 h, then decreased to the minimum between 24 h and 48 h after injury. There exis-
ted another increasing process of VEGF expression and reached the second peak at 96 h and 192 h. The VEGF
-positive reaction mainly gathered in the stroma of cornea. Conclusion The VEGF expression levels in nucleic
acid is similar to that in protein, and VEGF expression level showed fluctuating tendency according to the chan-
ges of time interval. The result of VEGF expression reflects the network regulation in wivo and in a time- and
space -dependent manner with ocular angiogenesis. It is still necessary to further study the role of VEGF in regu-
lating other factors which can inhibit angiogenesis after corneal alkali burn.
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Fig 1 VEGF in mouse cornea at 12 h after
alkali burn in vive (S-P x200)
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Tab 1 Expression of VEGF in mouse cornea after alkali burn in vive

Group AOD of VEGF
Control 0.13 £0.04
Postbum 3 h 0.16 £0.05
Postburn 6 h 0.87 £0.18*
Pastburn 12 h 0.95 +0.22¢°
Postburn 24 h 0.62 +0. 16 b
Postburn 48 h 0.56 £0.16h:c
Postburn 96 h 1.02 £0.27%d-
Postburn 192 h 0.97 £0.26 4.~

a: P<0.05, vs control; b; P<0.05, 156 h; ¢; P<0.05, vs 12 h;
d: P<0.05, vs24 h; e;: P<0.05, vs48 h
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M: Marker( 1kb DNA ladder) ; 1; G3PDH; 2 =9. Control , postburn
3,6,12, 24, 48, 96 h and postburn 192 h
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Fig 2 Expression of vegf in different intervals after corneal alkali

burn in mice in vivo
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