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[Abstract]

Objective:To investigate Caspase—3 expression and the role of Caspase-3 on neuronal apoptosis.

Method :The T13~L2 spinal cord of rats were injured by traction after the amplitude of P1-N1 wave was de-

creased to seventy percent in postoperation than in preoperation through cortical somatosensory evoked poten-

tial (CSEP)

monitor.The rats were killed in 6h.1.4.7.14 and 21 days respectively after ward.Flow cytometer

terminal deoxynucleotldyl transferease —mediated biotinylated deoxynuridine triphosphate nick end labelling

(TUNEL) ,Caspase—3 activity assay and immunohistochemical method were used to investigate Caspase—3 ex-

pression in spinal cord tissue and spinal cell apoptosis in rats.Result:The apoptotic cell detected by flow cy-

tometery \TUNEL ,Caspase—3 immunohistochemistry and Caspase—3 activity were higher significantly in injuried

group than in normal control group and laminectomy group(P<0.05,0.01).There was approximately same trend

of changes in the first three tests,which reached a peak in 7 days after injury,but in the 4"d for Caspase-3

activity reached the peak.Condusion:The high expression of Caspase-3 protein and activity in neurons after

tractive spinal cord injury is the signal of biochemistry in early stage of spinal cell apoptosis.There are many

significances in understanding mechanism of spinal cord injury.
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