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(PR & 0. 25~0. 30 kg) 10 H K i #E Wistar K i
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(hematoxylin-eosin, HE) 4t £, A fii 20 21 40 95 2H fk
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WEEATIESY . 0 4y, RAEAS: 14y, B E M
S 4 BT ol 6 ) B R G R R L s 2 4y, R
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1.2.7 e PRSI K L 2 AR 0 I AL oL
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ik, EAE XF & 41 fi 2 2% o 5% 18 5 AR 05 1k 1 4T
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Curative effect of tofacitinib on EAE rats and its mechanism

LI Ling, LI Zuo-xiao(Department of Neurology ,» Af filiated Hospital of Southwest Medical University ,
Luzhou 646000,China)

Abstract: To study the curative effect of tolfatinib on EAE rats and its mechanism, f{ifty Wistar rats were assigned into normal
control group , EAE control group, low-dose, median-dose and high-dose tofacitinib group (10 for each). The spinal cord
homogenate of guinea pig was used as antigen to induce EAE model. The control group was fed saline,and low-dose, median-
dose and high-dose tofacitinib group were fed tofacitinib 1,2 and 4 mg /( kg * d) for 10 days . The neurological dysfunction
score (NDS) of the onset of the peak was recorded, and rats were executed to collect serum and brain tissue. The levels of
11.-10 and 11.-21 in serum were evaluated by ELISA . The pathologic changes of rat brain tissue were observed by hematoxylin-
eosin(HE) staining. The degree of demyelination and active astrocytes in brain tissues were detected via immunohistochemistry.
The results showed that the normal control group had no disease. In the EAE control group, mental depression, limb paralysis
and even death occurred. After intervention with tofacitinib, the NDS of the onset of the peak were shortened, the level of
11-21 declined, the inflammatory cell infiltration and the average optical density (D) of anti-glial fibrillary acidic protein (GFAP)
antibody positive cells decreased (P <C 0. 05). The degree of myelin basic protein(MBP)and active astrocytes were enhanced
significantly, while the level of IL.-10 increased in each tofacitinib group(P <C 0. 05), and in a dose-dependent manner. So
tofacitinib has therapeutic effects in rats with EAE in a dose-dependent manner, and the mechanism could be that tofacitinib
inhibits the inflammatory cells infiltration , myelinoclasis and activation of astrocytes by decreasing II.-21and increasing 11.-10.
Key words: tofacitinib; experimental autoimmune encephalomyelitis; autoimmunity; central nervous system; inflammation;

rat





