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P ::] Tab 1 The incidence of EAE in Wistar rats in different group
(x £s. n=10)
1 HYITAFEIET G 5 doi Incid
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o . . Dpi: days post— immunization; " P> 0.050s A; “P> 0.05 vs B.
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2 fRIELALN ST Tab 2 The mean clinical score of EAE in Wistar rats in different
AL EAE &K 5L CNS P A] AN [ 72 2 1) 48 o 4l i 52 group at the peak stage (v £s. n= 10)

T, FELIA ML E BT K, 58 IR = R KAl Group Incidence 16 dpi 18 dpi
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4110 S FEAE K RS I 2 B0k 2 Jr B 46 0 o528 9 12 D 5/10 2.50%1.51*

P> 0.05 s B.

Fig 1 Rat with EAE: tail paralysis. Fig 2 Rat with EAE: both hind leg paralysis.
El1 EAE XR:EBRE B2 EAE XRR: W5 B AR

Fig 3 Cevical of rat with EAE: stained by HE, infiltration and Fig 4  Cervical of rat with EAE: stained by HE, infiltration with
perivascular cuffing with mononuclear cell ( x 200) . mononuclear cell, necrosis of neuron ( X 400) .
El3 FAE XR¥%E HE 36, AEXREMMRTIE, MEER E4 EAE KRINEE HE 36, ZHEMEREE, RIS, @
173 42 40 LA B
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Fig 5 Cervical of rat with EAE: stained by LFB, extensive demyelir
nating sheaths or foci (% 200) .
Bl 5 EAE X R85 luxol fast blue BE$§ 1 &
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(blood brain barrier, BBB) 44 # ¥545 FHL! . 8 5256 vh W, CFA
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Fig 6 Cerebellum of rat with EAE: stained by LFB, demyelinating

around perivascular cuffing with mononuclear cell ( % 100) .
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