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Abstract Objective:To examine the effect of pulsed magnetic field in inducing insulin-like growth factor-1(IGF-1)
expression in focal cerebral ischemia reperfusion injured model. Method:Twenty—four SD rats were randomized into
3 groups, namely, sham —operation group, model group and pulsed magnetic field group with 8 in each group.
Middle cerebral artery occlusion (MCAO) was employed to establish focal cerebral ischemia prefusion model in rats
of model group and pulsed magnetic field group. In sham-operation group rats’ middle cerebral artery were only
ligated without occlusion. The treatment of pulse magnetic field was at 50Hz, 0.01T, 20min, once daily, for 7d. The
expression of IGF-1 in ischemic brain tissue was detected with immunohistochemical staining. Result:The expression

of IGF-1 in ischemic brain tissue was the highest in pulsed magnetic field group. Conclusion:Pulsed magnetic field

might improve the expression of IGF-1 in cerebral ischemia reperfusion injured rats.
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