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Abstract

Objective: To study the effects of exercise training on recovery of motor function and neurons following cere-
bral infarction, and to explore the involvement of axon growth related factor Nogo-A/NgR1/Rho-A pathway.
Method: Right middle cerebral artery occlusion(MCAO) model was replicated by electric coagulation on
stroke-prone renovascular hypertensive Sprague-Dawley rats. The rats were randomly divided into three groups:
sham group, exercise training group and control group; Each group was assessed for forelimb grip strength.
The morphological changes by Nissl staining was observed. The expressions of Nogo-A, NgR, Rho-A proteins
were detected by Western blot at 7d, 14d, 28d, and 52 days after modeling.

Result: The grip strength was higher in training group than that in control group at 7d, 14d, 28d and 52d af-
ter cerebral infarction (P<0.05); The neurons in the peripheries region of infarct focus gradually reduced from
7d after cerebral infarction, and compared with control group, the training group had more neurons survived at
each time point (P<0.05); Exercise training (7d, 14d) can reduce the expressions of Nogo-A, exercise training

(7d, 14d and 28d) can reduce the expressions of receptor NgR, exercise training (14d, 28d) can down-regulate
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the expressions of Rho-A protein. The differences between exercise training group and control group were statis-

tically significant (P<0.05).

Conclusion: Exercise training could promote the recovery of limb function after cerebral infarction, and

showed protective effect on the damaged nervous system. Through down-regulation of Nogo-A/NgR/Rho-A pro-

tein levels,exercise training might reduce inhibition on axons and improve axonal regeneration microenvironment.
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