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Effect of Caspase—3 inhibitor Z-DEVD-FMK on cell apoptosis after spinal cord injury in rats/WANG Jin-
guang ,ZHENG Qixin,ZHAO Ming,et al.//Chinese Journal of Rehabilitation Medicine,2006, 21(9):792—795
Abstract Objective: To investigate the effect of Caspase-3 inhibitor Z-DEVD-FMK on neural cell apoptosis after
spinal cord injury in rats. Method: The models of acute spinal cord injury in 36 SD rats were made with the
improved Allen’s method to get middle—degree injured. The rats were divided into two groups including control
group (injury without treatment), cured group (injury with Z-DEVD-FMK cured). The treated rats were executed at
6h, 3d and 8d. The samples were examined with HE dyeing, immunocytochemistry technique fas and TUNEL dye-
ing and the expression of Caspase—-3 by immunohistochemistry. The neurofuntion of spinal cord was measured by
BBB score and Slope plate experiment.Result: The apoptosis cells positive for TUNEL and Caspase—3 expression
were detectable in both two groups.In the cured group,the number of apoptotic cells and the express of Caspase—3
were decreased and the neurofunction of the spinal cord improved as compared with those in the control group.
Conclusion: Caspase—3 inhibitor Z-DEVD-FMK can reduce the numbers of apoptotic cells and promote the nerve
function recovery after spinal cord injury.
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