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[ Abstract]
and neurofibrillar ( NF200) expression in rat with brain infarction and to explore mechanism of brain plasticity.
Methods

Dawley male rats. Transcranial electric stimulation of sensory-motor areas of both sides was applied, and the recov-

Objective  To study the effect of transcranial electric stimulation (TES) on motor function

The infarction model was established by middle cerebral artery occlusion ( MCAO) in adult Sprague-

ery of fine motor function of rat was reflected with beam walking test and the change of neurofilament protein ( NFP-
200) expression examined. Results The recovery of motor function of the rats treated with TES was significantly
better than the controls (P <0.01). At the end of the first week, NFP-200 expression was similar in rats of the TES

and the control groups. From the 2nd to 6th week of TES treatment, the expression of NFP-200 in the ischemic pe-

numbra was higher than that of the control group (P <0.05).

Conclusion TES can improve the motor function of

the paralyzed limbs, probably due to direct effects of TES on the plasticity of the motor center of cerebral cortex.
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