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Investigation of mechanism for spasticity after cortical injury
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We made photothrombotic injury in rostral and caudal forelimb motor areas in mice. We employed
the rate dependent depression (RDD) of the Hoffman reflex as a reliable measurement of spasticity and
we examined expression of the mRNA for c-fos and c-Fos immunoreactivity for motoneuron
excitability. The RDD in the affected muscles of infarcted animals were significantly weakened 3 days
after stroke until 8 weeks after the stroke, except at 3 weeks after the stroke, compared to sham-operated
mice. The c-fos expression was significantly increased in stroke animals. These results revealed that
lesions of the rostral-caudal forelimb areas induced spasticity as evidenced, which was due to the

weakened RDDs of the Hoffman reflexes and increased motoneuron excitability.
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