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Correlation between retinal vascular endothelial growth factor and retinal
neovascularization in mice
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Abstract: Objective To study the correlation between retinal vascular endothelial growth factor (VEGF) level and retinal
neovascularization in oxygen-induced retinal neovascularization model of mice. Methods The oxygen-induced retinal
neovascularization model of mice was established and two groups of six mice for each group were randomly selected at 12, 14, 17, and
21 d age, respectively. The retinal VEGF in one side of the eyeballs was detected, the retinal sect serial sections and ADPase staining
were carried out in the other side of the eyeballs, and the relevance was studied. Results In the model group, ADPase staining
showed a pattern of pathological retinal neovascularization such as tortuous, dilated, and deformed blood vessels at 12 d age, and the
deformation was aggravated with time. The most serious deformation was at 17 d age, and there were large nonperfused areas around
discus opticus. A large number of new blood vessels were generated visibly in the peripheral retinal areas and the model began to
recover at 21 d age. The retinal VEGF levels started to increase at 12 d age, reached the peak at 17 d age, and declined after that.
Conclusion The retinal VEGF levels and the retinal vascular morphology have a positive correlation and neovascularization is the
most serious at 17 d age.
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14d 153.88+13.41"""
17d 174.88+33.35"""
21d 131.66+26.26""

Ex 4 17 d ek **P<0.01, *°"P<0.001
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