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Expression of Nogo-A/B proteins in degeneration of RCS rat retinitis pigmentosa

Geng Huiping, He Xiangge (Department of Ophthalmology, Institute of Surgery Research, Daping Hospital, Third Military Medical U-
niversity, Chongging, 400042, China)

[ Abstract | Objective To investigate the expression of Nogo-A/B proteins in the retina of Royal col-
lege of surgeons (RCS) rats (a classic genetic animal model with hereditary retinal degeneration) and its signif-
icance. Methods According to the development status of retinal degeneration, the RCS-p + ( RCS rats with
inherited retinal dystrophy) rats were divided into 4 groups including a P15d group, a P30d group, a P60d
group and a P90d group, and RCS-rdy + p + ( RCS rats without retinal degeneration) rats of the corresponding
periods were used as control groups ( C15d group, C30d group, C60d group and C90d group, n =5). Immuno-
histochemical assay and Western blot analysis were used to detect the expression patterns of Nogo-A/B proteins
in the retinal tissues of the RCS rats (RCS-p +/RCS-rdy + p + ). Results (1) Compared with the control
groups, no obvious change of the cell numbers and thickness of retina were observed in the P15d and P30d
groups, except for a slight decrease of retinal ganglion cell (RGC) number. In the P60d and P90d groups, ap-
parent structural disorder was observed in the outer nuclear layer (ONL) and inner nuclear layer (INL) of the
retina. In addition, the cell number decrease was significant in the ONL and RGC layers. (2) The immunohis-
tochemistry results showed that the positive expression of Nogo-A/B proteins was detected in each time period
and the Nogo-A/B expression upregulated along with the retinal degeneration process from P15d, mainly loca-
ting in the INL and RGC layers. The number of Nogo-A/B-positive cells was significantly greater in the RCS-p
+ rats than in the RCS-rdy + p + rats. (3) Western blot analysis showed that the protein expression of Nogo-A
of the RCS-p + rats at P15d, P30d, P60d and P90d were (0.827 37 +0.212 92), (1.110 19 £0.089 99),
(1.31552 +0.028 57) and (1.268 81 +0.080 42) , respectively, which were significantly different from those
of the control groups (P <0.05). The trend of Nogo-B2 protein expression was consistent with that of the Nogo-
A protein expression, but the quantity is relatively low. Conclusion Nogo-A protein may be involved in the

inhibition of the regeneration and repair of optic nerve in retinitis pigmentosa.
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retinitis pigmentosa; Nogo protein; Royal college of surgeons rat
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(1:1.000) , [FIEFAIALL SEHT GAPDH B SERESTIA 10l (1:2 000)/
/NPT B-action BATEREHTA 10 pl (1:2 000), IR 1 b
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PR 5 Nogo-A/B i [ 721k Jy 5 BHM: , JCHAR M 5 RGC JZ2 22 B i
FHMEY (e INL 2% L P15d %80 i, ONL )2 JL-T- G35, RP
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FAE, WE5E R W] Nogo-B 7 CNS FI PNS fRiilyfy )iz
SrAEt . H RN Nogo-B 2 1 Zh RERF 5T 5 0, Hi iy Y
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