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The effects of venom nerve growth factor on myelin basic protein of retina in

rabbits with elevated intraocular pressure
Qian Daowei, Liv Jinhua, Du Xiyjuan, Qiao Feng, Liao Wei. Department of Ophthalmology , Affiliated First
Hospital of Guangxi Medical University , Nanning 530021 , China

Abstract Objective Myelin basic protein ( MBP) is key protein in sustaining structure and function stabilization of
neuron and nerve fiber myelin sheath. Our previous study demonstrated that venom nerve growth factor( YNGF) has a protection on
acute optical nerve damage of rat. Present study was to observe the protective effect of vNGF on retinal ganglion cells( RGCs) in
rabbits with elevated intraocular pressure (I0P). Methods Chronic ocular hypertention was induced by injection of 0.3%
carhomer into anterior chamber of the right eyes in 24 rabbits. The rabbits were divided into two groups randomly. After elevation
of I0P continuously for 2 weeks,vNGF was injected into the vitreous of the right eyes of rabbits in the experimental group,and
balance salt solution was injected in the control group with matched-IOP for 2 times at a 3-day interval. The eyeballs of rabbits
were enucleated and the section samples were prepared at 5 days and 10 days after the last injection. The numbers of the RGCs
were counted by using image analysis system. The expression of MBP in rabbit retina was detected by regular HE stain and
immunohistochemistry under the light microscope.  Results Chronic ocular hypertention models were successfully established
with the mean IOP (32.93 + 6.33) mmHg through the experimental period. The numbers of RGCs were 19.25 + 2. 60 and
16. 84 £1. 52 in the experimental group and 12. 88 £1.46 and 7. 63 = 1. 72 in control group at the 5th days and 10th day after
injection of 0. 3% carbomer, showing statistically significant differences between them ( P < 0.05). The expression of MBP in
rabbit retina was more prominent in control group than in experimental group. Conclusion vNGF can reduce the expression of
MBP in retina and therefore increase the survival rate of RGCs. vNGF may have a protective effect on the prevention of RGCs from

degeneration.
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