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ABSTRACT Objective: To study the effect of edaravone on experimental autoimmune encephalomyelitis(EAE) in rats. Methods: 72
adult healthy female Wistar rats were randomly divided into 4 groups: normal control group, EAE group, EAE group plus low dose edar-
avone group, EAE group plus large dose of edaravone group( n = 18). Normal group were subcutaneously injected saline water. The EAE
model were established with self -made complete antigen, then the small (4mg/kg o d) and large(10mg/kg o d) doses of edaravone were
given according the experimental protocol. The incidence and the scores of neurologic impairment were recorded,also the HE staining,
the inducible nitro oxide synthase( iNOS) and Osteopontin(OPN) immunohistochemistry staining were performed and analyzed. Results:
After the treatment of edaravon, the incidence and scores of neurologic impairment were significantly decreased (P<0.05). HE staining
showed that the edaravone group with alleviation of inflammatory reaction and degree of injury. Either low or large -dose edaravone
group, the expression of iNOS, OPN was significantly less than the EAE group (P<0.05). In large-dose edaravone group, the expres-
sion of iNOS and OPN was significantly lower than low-dose edaravone group (P<0.05). Conclusion: The results suggested that Edar-
avone have protective role on EAE, which maybe related to the inhibition of microgliacyte activation, alleviation of inflammatory reac-
tion and reduction of iNOS and OPN expression.
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Table 1 The incidence and scores of neurologic impairment in different group( X+ S, n=18)

Group Number of incidence Incidence Scores of neurologic impairment
Normal group 0 0 0
EAE group 15 83.33 5.14% 0.73
EAE + low dose edaravone group 10 55.56* 3.66x 0.69*
EAE+ large dose of edaravone group 6 33.33%# 0.78+ 1.98*"

Note:* P<0.05 compared with EAE group,# P<0.05 compared with low does of edaravone group
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1 ZBHEHE HE LB (x 400)
iE:AIES4,B EAE 4,C EAET NAIERiEH 24, D EAET KB MRk A
Fig.l HE staining in spinal cord in different group(* 400)

Note: A normal group, B EAE group, C EAE plus low dose edaravone group, D EAE plus large dose of edaravone group

R SAXRERARPOEFBEXEREREE(XE S,n=18)

Table 2 Number of inflammatory infiltration cell around blood vessel in different group( X+ S, n=18)

Group
Normal group
EAE group
EAE+ low dose edaravone group

EAE+ large dose of edaravone group

Number of inflammatory infiltration cell around blood vessel
0
487+ 9.6 8
312+ 74 *
13.66+ 8.96*"

Note:* P<0.05 compared with EAE group,# P<0.05 compared with low does of edaravone group

2 BEHHE INOS AL LZFE(x 400)
iF:AIE®4A,B EAE 4,C EAE+ NFIEMKikH 24, D EAE+ XFIB Mk A
Fig. 2 Immunohistochemistry staining of iNOS in spinal cord in different group(x 400)

Note: A normal group, B EAE group,C EAE plus low dose edaravone group, D EAE plus large dose of edaravone group

3 HKIAEHE OPN B BRI (X 400)
iE:AIEE4E,B EAE 4H,C EAE+ IFIEMKiEFIZEH,D EAE+ kKT EMRiAH 48
Fig. 2 Immunohistochemistry staining of OPN in spinal cord in different group(x 400)

Note: A normal group, B EAE group, C EAE plus low dose edaravone group, D EAE plus large dose of edaravone group
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Table 3 Number of iNOS and OPN immuno-positve cell in spinal cord in different group( X+ S, n=18)

Number of Inos

Group immuno-positve cell Number of OPN immuno-positve cell
Normal group 0
EAE group 48.62+ 7.34 34.54+ 5.68
EAE + low dose edaravone group 2737+ 6.35% 21.65+ 3.67*

EAE+ large dose of edaravone group

15.41% 5.61*

10.32+ 3.12%*

Note: * P<0.05 compared with EAE group,# P<0.05 compared with low does of edaravone group
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