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Expression and Significance of Flt —1 in Retinal on Optic Nerve Clamping Injury of Rats. Zhao Hongwei,Hu Lianna ,Luo Ling et al. De-
partment of Ophthalmology, The 306th Hospital of PLA, Beijing 100101 ,China

Abstract Objective To observe expression and distribution of Flt — 1 in retinal on optic nerve clamping injury of rats. Methods
The 12 healthy adult SD rats were surgeried that optic nerve were clamped 10s on right eye,only to be exposed optic nerve on left eye. Ex-
pression and distribution of Flt — 1 were deteced with immunohistochemical staining in retinal on 6h, 3d, 7d, 21d optic nerve clamping in-
jury of rats. And gray value of these results were analyzed with image analyzer. Results There was a low level expression of Fltl protein
mainly in the retina inner,outer nuclear layer and ganglion cell layer in normal rats. After clamping the optic nerve injury,Flt — 1 began to

rise at 6h, to be on top at 3d,to begin to fall at 7d,and to be lower at 21d than normal in retina. There was statistically significant of gray

values in Flt — 1 protein expression after injury between both eyes. Conclusion Optic nerve injury was accompanied by abnormal retinal

tissue Flt — 1 protein expression in rats, which could be involved in the repair of retinal and optic nerve after injury.
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