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Effect of methylprednisolone on chronic cervical spinal cord injury in rats by somatosensory evoked
potentials and its pathological observation

CHEN Fu-lin, WANG Kai
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Abstract Objective: To investigate the correlation between the changes in somatosensory evoked potentials (SEP) and the pathological
changes in chronic spinal cord compression model in rats treated with methylprednisolone sodium succinate (MP) at the corresponding
times . Methods: Forty rats were randomly divided into experimental group and control group (n = 20). The chronic spinal cord compression
model was established in the two groups. The experimental group was treated with MP intravenous infusion of the tail vein and no treatment
was performed on the control group. The BBB score, SEP signal and pathological changes of spinal cord injury were observed at the 1st, 2nd
and 3rd day after treatment and the BBB score, SEP signal and pathological changes of spinal cord injury were recorded for the control
group. The SEP signal was analyzed. The pathological changes of the spinal cord were observed by HE staining. The correlation was
analyzed by statistical method. Results: BBB score: The score for experimental group after 3 days of MP treatment was significantly
increased,which confirmed that MP for chronic spinal cord injury in large doses of treatment was effective in the behavior. SEP signal: The
percentages of P wave peak and latency shortened after 3 days of MP administration were significantly higher than those of the control group
(P <0.05). HE staining: After the establishment of the model during the first 3 days of drug treatment, spinal cord tissue morphology had been
restored. Conclusion: The results suggest that the neurological function of the rats with chronic spinal cord compression could be
significantly restored after MP treatment, and the effect is most significant on the third day after treatment.
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Tab 1 BBB scores of hindlimb motor function for each group (x=s)
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Fig1 Spinal cord injury under microscope( HEx200 )
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