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Abstract Objective:To investigate the effect of edaravone on neuroprotection after spinal cord injury in rats.
Method:Thirty male Sprague —Dewley rats were randomly assigned to two groups: Control group and experiment
group. A standardized model of spinal cord injury was established by the modified Allen’s crush method. The
malonyldialdehyde production of spinal cord homogenate was measured by using the thiobarbituric acid test at 2h
after injury. Function status was assessed weekly using inclined plane test and the Basso—Beattle—Bresnahan(BBB)
locomotor rating scores for 6 weeks. After which the animals were killed for histologic studies, the spared spinal
cord area was calculated.Result: After 2 hours, the malonyldialdehyde production of spinal cord homogenate was
less in the experiment group than in the control group. There was significant differrence between the two groups.
Six weeks after injury, edaravone—treated rats showed significantly higher angle of incline plane test and BBB
motor score and larger spared spinal cord area than the control rats. There was significant differrence between the
two groups.Conclusion: Edaravone can inhibit posttraumatic lipid peroxide formation,preserve more spinal cord
tissue,so that it can enhance nerve functional recovery.
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