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The spasticity develops after a certain period following stroke. We examined

to confirm brain regions associated with spasticity using activation induced manganese-enhanced
MRI. We found that neuronal activity at contralesional medullary reticular formation ventral part
(MdV) in 1 week stroke mice was significantly upregulated compared with sham. Although the neuronal
activity in MdvV was showed significantly lower by electric stimulation of ipsi-afferent nerve,
however, the inhibition of neuronal activity in 2 or 4 weeks after stroke did not confirm. Next, we
confirmed whether the mechanisms of homeostatic plasticity after stroke show at contralesional MdV.
We checked to change of subunits expression of AMPA receptors. We found GluAl subunit density
increased in stroke from 3 to 7 days, and with a shift toward increased GIuA2 density at 14 days.
This switch has previously been observed and the expression of GluA2-lacking AMPAR is needed for the

induction of homeostatic plasticity.
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