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Abstract

Objective: To study the effects of treadmill training on the recovery of neurological function and expressions of
toll-like receptor 2(TLR2), toll-like receptor 4(TLR4)nuclear factor-kB(NF-kB) and myeloid differentiation fac—
tor88(MyD88) in brain ischemia-reperfusion area of rats after cerebral ischemia—reperfusion.

Method: The brain ischemia-reperfusion rats model was made by middle cerebral artery occulusion(MCAO) with
Zeal.onga thread embolism method. A total of 35 male Wistar rats were randomly divided into sham operation
group (SH group), operation+treadmill running group(O+TR group) and the operation control group(OC group) ran—
domly. O+TR group and OC group were divided into three sub—groups respectively by different observation time
points: 3"d, 7°d and 14"d 5 rats in each subgroup. O+TR group was given treadmill training after the 3" d
post—operation, Neurological function was measured before the operation, at the 3"d, 7"d and 14"d after the begin—

ning of exercise respectively. After measurement the rats were sacrificed, RT-PCR and Western—blot techniques
were used to detect the expressions of TLR2, TLR4, NF-k B and MyD88 in the ischemic brain at the 3"d, 7"d
and 14"d.

DOI:10.3969/j.issn.1001-1242.2013.04.006

SFEATHH 12010 4EILTEEE TR H R (12010646 ) ;2010 4511 748 1 S22 MRk AR TR H (2010225034)
1 R E BB REERE 5 — B b BT B 24 R, PRI, 110001

VEB TR SBRSC, 2, FATBEI, 22 Wk H 41:2012-06-24

www.rehabi.com.cn 305



Chinese Journal of Rehabilitation Medicine, Apr.2013, Vol. 28, No.4

Result: Compared with those in OC groups, the behavioral outcome in O+TR group was much better at the 3"d,
7"d and 14"d(P < 0.05). O+TR group and OC group had obvious higher expression level of TLR2,TLR4,MyD88
and NF-kB as compared to SH group, especially in 3d subgroup (P<0.05). However, after 3d, 7d and 14d of

treadmill training, expression attenuation of messenger RNA of TLR2,TLR4,MyD88 and NF-kB took place signifi—

cantly in O+TR group compared to OC group(P<0.05).

Conclusion: The over—expressions of TLR2,TLR4 NF-kB.MyD88 in brain ischemic area can be lessened through

treadmill training. Movement therapy promotes recovery of neurological function maybe by reducing TLR2 and

TLR4 related inflammatory reaction after cerebral ischemia injury.

Author's address Department of Rehabilitation Medicine, The First Affiliated Hospital of China Medical Univer—
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