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The effect of physical training on the PI3K/Akt signal transduction pathway after focal brain ischemia in rats
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[ Abstract)
nositol 3-kinase/Protein Kinase B) signal transduction pathway after focal brain ischemia, leading to the reduction of
Methods
subjected to 60-min right middle cerebral artery occlusion( MCAO). All rats were randomly assigned to one of the

Objective  To investigate whether physical training can activate the PI3K/Akt ( phosphatidyli-

endothelial cell apoptosis. Twenty-four male adult Sprague-Dawley rats (2 ~3 month old, n=24) were

three groups: physical training group, control group and sham operation group. 24 hours after MCAO, physical train-
Results
level of PI3K/ Akt in the physical training group was significantly higher when compared with that in the control group

ing group underwent 30 min treadmill training per day for 2 weeks. After two weeks, the phosphorylation

(P <0.05), while the expression level of Bax in physical training group was lower when compared with that in the

control group( P <0.05). Conclusion Physical training can activate PI3K/Akt signal transduction pathway,

which may be associated with the neurological recovery.
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