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Neural cell apoptosis and significant expression of Caspase-3.Fas expression after spinal cord injury in rats/
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Abstract Objective:To study the expressions of neural cell apoptosis and the changes of Caspase-3 Fas after
spinal cord injury in rats.Method: With improved Allen’s method, rats acute SCI at the level of T9, T10 in mod-
erate degree were established. The study animals were divided into six groups including control group and injured
5 groups. The segments of injuried spinal cord were collected for morphological studies at 6,24,48 hours and 7, 15
days after injury, including HE staining, Hoechst 33258 staining,and TUNEL methods.The expression of caspase—3
was detected by immunohistochemical staining and RT-PCR.Result:After injury, TUNEL-positive cells were found in
the compression region after 6h and mostly located in the gray matter. TUNEL-positive cells were present both in
the gray matter and white matter with a maximum presence at 3d after injury. lIts decreased from 3d to 7d in the
white and gray matter. Fas increased at 6h and peaked at 3d. Caspase—-3 mRNA increased at 6h and peaked at
48h after trauma, it was decreased at 7d. The protein expression of caspase—3 by immunohistochemical staining was
similar to the TUNEL time—course date.Conclusion:There are neuronal apoptosis after spinal cord injury,Caspase-3
mRNA and protein expressions are enhanced in combination with neuronal apoptosis. The expression of Caspase—3
have some certainty correlation with Fas’expression.
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