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[ Abstract] Objective To investigate the effects of methylprednisolone (MP) on neuronal apoptosis and
wnt/B-catenin signaling pathway after spinal cord injury (SCD in rats. Methods Sixty adult SD rats were ran-
domly divided into three groups: sham operation (Sham) group, methylprednisolone (Meth) group and saline
group, with 20 rats in each group. The sham operation group only needed to incise the lamina without injuring
the spinal cord. The rats in the methylprednisolone group and the saline group were injected with high dose
MP through the caudal vein immediately after the model of spinal cord injury was made by modified Allens
method. The rats in the methylprednisolone group and the saline group were injected once at the same time
points on the first and second day after operation. Nissl staining was used to observe the morphological chan-
ges. Immunofluorescence was used to observe the expression level of caspase-3. Western Blot was used to de-
tect the expression levels of wnt/f-catenin signaling pathway protein GSK-38 and B-catenin. Results Nissl stai-
ning showed that the injury of SCI tissue in methylprednisolone(Meth) group was significantly less than that in
saline group (P<0. 01). Immunofluorescence showed that Meth inhibited the down -regulation of apoptotic
protein caspase-3 expression level (P<C(). 01). Western Blot showed that the expression of GSK-38 was inhibi-
ted in the methylprednisolone group on the 3rd and 7th day after SCI (P<C0. 05), while the expression of pro-
tein B-catenin was significantly up-regulated (P<C0. 05). Conclusion MP could promote motor function recov-
ery and inhibit neuronal apoptosis after acute spinal cord injury by activating wnt/§ catenin signaling pathway
in rats.
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