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Neurorepair and functional recovery by motor exercise in rats after ischemia reperfu
sion
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We examined whether exercise reduces brain infractions, decreases neuronal apopto
tic cell death, and improves neurobehavioral functions via the PI3K/Akt dependentpathway using rat middle
cerebral artery occlusion (MCAO) model .Motor exercise provided neuroprotection, reduced neuronal cell deat
h, maintained tissue structure, and aided functional recovery by stimulating the expression of neurorepair

mediators BDNF/pTrkB via activating Akt2). Because the benefit of exercise in neurorepair hasbeen linked
with the activation of the PI3 kinase/Akt pathway, we used aselective PI3 kinase inhibitor LY to confirm t
his mechanism in our study.

Exercise improved neurobehavioral functions, indicating that the reduced deficits are related with the ex
ercise-mediated decreased neuronal apoptotic cell death. Early motor exercise aid functional recovery by s
timulating neurorepair mechanisms after stroke.
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