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[ Abstract]
(CD)80 and CD86 in the central nervous system of mice with experimental autoimmune encephalomyelitis (EAE).

Objective To explore the effect of methylprednisolone on the levels of cluster of differentiation

Methods The EAE model was induced in mice by immunized with myelin oligodendrocyte glycoprotein peptides
(MOG35-55). 30 female C57BL/6] mice were randomly divided into 3 groups: methylprednisolone-treated group,
EAE group and normal group. The brain tissues were collected and their expressions of CD80 and CD86 were detected
using western blot. Results The neurological deficits of the methylprednisolone-treated mice were lighter than those
of the EAE mice(P <0.05), while the methylprednisolone-treated mice displayed the lower expression of CD80 and
the higher expression of CD86 than the EAE mice did(P <0.05). Conclusion Methylprednisolone can protect a-
gainst EAE in mice by the inhibition of CD80 and upregulation of CD86.
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53 58 4 RRIBE 55 — AR BB 3 RO B SUBCER 43
FRIE BN BEICAT 4 2 AU 58 K, 4.5 4r A1
JERRIEL,S S R BSER S EIE T,

1.3.4 fREIRFEREE THEREEIE/N R

- 417 -

B¥JE , TEvK IR AR5 KIS B, T KAL)
TRBUNFAEE TGS, REBIR, N K575
BURBBVE I[P EE, REETFrk 2248 30 min
&, BB EARBEEELER RET4CT
12 000 rpm B> 5 min G EH SR ETF -20 CE
M.

1.3.5 ZFEOREBERN BRERERBERES
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®1 4A# A4 CD8O Fn CD86 £k L (% £5)

a4 5 il ¢ CD80/ B-actin CD86/B-actin
EHH 10 0.95£0.12 0.97 £0. 11
EAE 4 10 1.38 20,074 1.28 £0.054
Gy A 10 1. 14 £0.08* 1.41 £0.09*4
F - 4,470 5.162
P - 0.046 0. 032
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&5 EAE (b4, * P <0.05; SIEM A AR, 4 P <0.05
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