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v, A% RGMa 4% 1L-27 #5948 % o F A4, Fik C57BL/6 R » A E% s B4, EAE # # 28, RGMa
RNAi 28 (rAd5-shRNA-RGMa & i 9% &) , & H AR 8T B4 (2 Ak rAd5-HK & 4 8% 5% &) , Rho % B 47 ) 7
tAAs PBS 40,440 10 R, B EFBAIYHE EAE DRABER, B RATHZARIES>FH DRV Z 4,8
Y RIEHEES 0K, £ 12 d B3 RGMa RNAI 28, = #H Ak 5F B 41 Rho #8447 ) 7 20 & PBS 2849 5| 4 T
rAd5-shRNA-RGMa 8% % & [ (2. 51 X 10") pfu/mL, 6 pl], = &K rAd5-HK &40 9% & [ (2. 51X 10")
pfu/mL,6 pL] Rho # B 4% 5 P 47 ] A Y-27632(3:4R R & 10 mg/kg) . 5 4R PBS 7, £ % & BB 20 & EAE
A T AT TR, %% 18 d /54T Western blot 4 M] fo 75 RGMa % Rho # B ¢ & & K F, ELISA 40 fo %
11L-27 89 kik, 58  Western blot £ % 8 &~ RGMa RNAi 48/ & RGMa Z Rho % 8 £ ik 4 EAE £ #1218
Z A% (0. 0740. 01 vs. 0.5840.09,P<C0.001;42, 9845.69 wvs. 66.74£8.35,P=0.027), #WZFH4iFn =
RGMa RNAi 48y R A% B 1A 48 EAE AR A 20 & = 3k xF R0 43R, 4% 2 2 s B 45 A 2 8 432 (P<<0. 05 &,
P<0.01), ELISA £ 2 2 F,5 EAE & & 28 (1 145. 36 134. 45) ¥t 42 ,RGMa RNAi{ 48 (658. 46 +-83.41,P =
0.004) & Rho # B 47 %) 7 28 (804. 45+ 133. 90, P =0. 019)1L-27 & A K -F B ZF KL, 5 PBS 22 (1 060, 73+
104. 54 ) b4, Rho # B4 #) F 40 1L-27 KA K-F 2 FBEAR(P=0.022), i 474 EAE ) & RGMa
TREFZMMILAYZ A RBA I H L-27 69 A RF X —4F A Tid i Rho #EBA-F.
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[Abstract] Objective To investigate the effect of rejection guide molecule a (RGMa) on the neurologi-
cal function of experimental autoimmune encephalomyelitis (EAE) mice,and the related molecular mechanism
of RGMa regulating IL-27. Methods C57BL/6 mice were divided into the normal control group, the EAE
model group,the RGMa RNAIi group (rAd5-shRNA-RGMa recombinant adenovirus), empty vector control
group (empty vector rAd5-HK recombinant adenovirus) , the Rho kinase inhibitor group and the PBS group
(n=10 per group). Except for the normal control group, EAE mouse models were constructed in the other
groups. The neurological function scores were recorded every day to evaluate the neurological function of
mice. The day of modeling was recorded as the Oth day of immunization. 12 days after immunization,the RG-
Ma RNAI group,the empty vector control group,the Rho kinase inhibitor group and the PBS group were given
rAd5-shRNA-RGMa [ (2. 51X 10')pfu/mL,6 puL],empty vector rAd5-HK [ (2. 51X10") pfu/mL,6 puL.],Rho
kinase specific inhibitor Y-27632 (10 mg/kg) and equal volume of PBS intervention,respectively. Western blot
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was performed to detect the expression levels of serum RGMa and Rho kinase at 18 days after immunization,
and the expression of serum IL.-27 was detected by ELISA. Results Western blot results showed that the ex-
pression leves of RGMa and Rho kinase in the RGMa RNAi group were significantly lower than that of the
EAE model group (0.0740.01 ws. 0.5840. 09, P <C0.001;42. 98£5.69 vs. 66.74+8.35,P=0.027). The
neurological function score results showed that the onset of disease attack time of mice in the RGMa RNAI
group was significantly delayed and the neurological damage was significantly alleviated when compared with
the empty vector control group (P <C0. 05, P <0. 01). ELISA results showed that,I1.-27 expression level in
the RGMa RNAIi group (658. 46483, 41, P =0. 004)and the Rho kinase inhibitor group (804. 45+133. 90,
P =0.022) was significantly reduced, when compared with the EAE model group (1 145. 36 £134. 45). The
expression level of I11.-27 in the Rho kinase inhibitor group was significantly reduced (P =0. 022),when com-

pared with the PBS group (1 060. 73+104. 54). Conclusion The specific inhibition of RGMa in EAE mice can

significantly alleviate the neurological damage and inhibit the expression of 11.-27, which probably mediates

through Rho-kinase.

[Key words] multiple sclerosis; experimental autoimmune encephalomyelitis; repulsive guidance mole-

culea; Rho-kinase; 11.-27
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