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Abstract Objective: To observe the effects of different physical modalities on infarction volume,the expressions of
B cell lymphocytoma—xI(Bel-xl) and tumor necrosis factor alpha(TNF-a) after cerebral ischemia-reperfusion injury in
rats and to compare their protective effects and discuss their action mechanisms. Method: Focal ischemia —
reperfusion model was established in rats with reversible right middle cerebral artery occlusion with filament. Right
cerebral ischemia was for 2 hours and then with 24 hours reperfusion. The severity of neurological deficits were
evaluated by Zea-Longa S-grade scoring to select experimental rats. After surgery,the rats were divided into 5
groups:sham operation group, control group,ultrashortwave treatment group, electrical stimulation treatment group and
rotated magnetic field treatment group. Result: Forty—five rats were involved in the analysis of results: (DCompared
with control group, in ultrashortwave treatment group and electrical stimulation treatment group the infarcton volume
reduced, the differences were significant (P<0.05), but in rotated magnetic field treatment group that was not. (2
Compared with control group, the exprssions of Bel—xl in all treatment groups elevated, but the expressions of
TNF —a reduced, the differences were significant (P <0.05).Conclusion:Ulirashortwave and electrical = stimulation
therapy can protect cerebra from ischemia—reperfusion injuries and enhance the therapeutic effects by elevating the
expression of Bel—xl and reducing the level of TNF-a to inhibit neuron apoptosis, saving ischemic penumbra and
reducing infarction volume. The rotated magnetic field therapy has significant effect on inhibiting neuron apoptosis.
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