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Abstract

Objective:To explore the effects of exercise training on the expression of Nogo—A and its receptor NgR in spinal
cord injury(SCI) rats.

Method: Forty—four Sprague—Dawley rats were assigned into two groups (test group 32 rats and sham-operated
group 12 rats)randomly. Rats of test group experienced modified Allen impactor (H=25mm)at T10, then were ran-
domly divided into 2 groups equally: training—treated group and SCI group. The hindlimbs movement was assessed
by Basso—Beattie—Bresnahan(BBB) scale and the injured spinal cord tissue was extracted for Nogo—A and NgR mR-
NA examination through SYBR Green real-time PCR on the 8th,10th,14th day after SCI.

Result:Compared with SCI group,the BBB score in exercise training—treated group showed marked improvement be-
tween the 4th week and the 8th week after injury (P<0.05),Compared with sham—operated group,the expressions of
Nogo—A and NgR mRNA in training—treated group and SCI group increased significantly postoperation(P<0.05),then
declined gradually as time prolonged. The expression of Nogo—A mRNA in SCI group was significantly higher than
that in training—treated group and sham-operated group on the 8th and 10th day postoperation (P<0.05), there was
no significant difference between SCI group and training—treated group on the 14th day, but all higher than that in
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sham—operated group at the three time points, there was no statistical difference among the three time points in

sham—operated group. The expression NgR mRNA in SCI group was significant higher than that in the two other

groups at three time points; otherwise, that in training—treated group decreased almost the same as that in sham-—

operated group on the 10th day postoperation (P>0.05). There was also no statistical difference among the three

time points in sham—operated group.

Conclusion: Exercise training could down-regulate the expressions of Nogo—A and NgR mRNA in SCI rats effcec-

tively,and promote functional recovery of hindlimbs.
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