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Abstract : Objective To explore the model of chronic experimental autoimmune encephalomy-
elitis ( EAE ) for the further study of multiple sclerosis. Methods A total of 72 female SPF
C57BL/6]J mice (inbred strain, aged 8 ~ 10 weeks) , were randomly divided into an EAE group, a
blank group and an adjuvant group, and each group was divided into 3 subgroups: an onset group, a
peak group and a chronic phase group. The EAE group was immuned with mMOG;;.. Results At
the end of the study, and 83.3% of the mice in EAE group suffered the onset, and 8.3 % of the
mice died. The highest clinical score reached grade 5, namely paralysis of the whole body and then
death. In the EAE group, after being immuned firstly, the mice were all anosis during the first 13
days. They got ill on the third week, and in about 20 ~ 24 days the clinical symptom reached the
peak , and in 28 ~ 32 days the chronic phase arrived , when parts of the clinical symptoms got re-
lieved. On the contrary, both the adjuvant group and the blank group were healthy all the time.
Characteristic appearance was detected in the EAE group. Conclusion Antigen emulsion, mixture of
artificially synthesized mMOG;s s and complete Freund’ s adjuvant can successfully induce chronic EAE

in the mice. The model of EAE duplicated in our study has the characteristics of high incidence , low
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death rate and stability, which can be used to carry out further research on multiple sclerosis.
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Fig.1 Body weight’ s variances of experimental mice.
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Fig. 2 Clinical score of experimental mice. Compared

with the other 2 groups, * * P <0.01.
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3 ATREAEFZE/NR CNS FERIMo A:IEH KA EFI(HE, x100) ;B IEHFHE(HE, x 100) ; C: JMik 5B S0 40 i
T8 (AW HE, x200) 5D - KN 5T SEAE 2 IR0 , T B A8 Al B A 5028 (R0 i g, HE, % 100) 5 F DR K2 )2 W ol
LR (HE, x400) ; F /M B BB NESTE R (HE, x 100) 5 G- A 3801 R BEHESES (HE, x 100) ; H: $i 240 iIRSE (HE, x
200) 5 T IEH /MK FI BT Weil s Zeh,, x 100) 51 KR 1 575 Bk 6T (Weil s Jefa, x 100) .

Fig.3 Patho-representation of CNS in different groups. A: Normal cerebral white matter (HE, x 100) ; B: Normal spinal cord

(HE, x 100) ; C:Cerebral white matter with little inflammatory cell infiltration ( at catadrome, HE, x200); D Cerebral
white matter with inflammatory cell infiltration and the formation of vascular sleeve-like changes (in the peak ,HE, x100) ; E;
Phenomenon of phagocytizing neuron in cerebral cortex ( HE, x 400); F: Formation of colloid node in cerebellum cortex
(HE, x100) ; G:Demyelination in the funiculus lateralis medullae spinalis (HE, x 100) ; H:Necrosis of the neuron (HE, x
200) ; I. Normal cerebellum white matter ( Weil’ s staining, x 100) ; J: Segmental demyelination in cerebral white matter

(Weil’ s staining, x 100).
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4 SKE/NRAYL ST MRIEREE R A A RIS F IR/ RS ERAR W57 5 B EAE 41/ Bkl UL HLAE RO BE SRR I
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KT, 5%,

Fig.4 1.5T MRI scan of the cerebra and spinal cord of experimental mice. A Cerebra of both the adjuvant group and the control

were normal; B: There were sporadic spot-like T, hyperintense in the brain of EAE group; C:Spinal cord was scaned trans-
versely in both the adjuvant group and the blank group, no abnormality was seen; D: In transection of the spinal cord of EAE

group, there were sporadic spot-like, flaky T, hyperintense.

MS ) % i = 202 il B AR S v CDAT T 41 i
B B B 2 UBE B R o) B RE R BN
FURT EAE & JH T MS 9 2 1 B0 6 5 /9 % 210 4
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