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Neuronal apoptosis and lipid peroxidation after sciatic nerve injury caused by firearm
ZHOU Ping, WANG Jian-min, WANG Gui-bo, CHEN Zhi-qiang, ZHANG Liang-chao (Institute of Field Suigety, Daping Hospital

Third Military Medical University, Chongging 400042, China)

Abstract: Objective To study the relation between neuronal apoptosis and lipid pewxidation after sciatic
rerve injury caused by fireamm. Methods In the model of sciatic newe injury caused by fiream, the apoptosis of
the neurons in injured spinal cord were detected by using flow cytometer, and the content of malondialdehyde (MDA )

and the activity of superoxide dismufase (SOD) were detemined by using biochemical analysis. Results

The per-

cent of apoptotic cells on day 1, day 3, week 1 and week 2 after nerve injury were 1.4%, 2.7%, 7.8% and 4.4%
respectively. The activity of SOD obviously increased on the first day after nerve injuty and the content of MDA also
increased during 2 weeks after newe injury. Conclusion The lipid pewxidation after sciatic never injuty caused by

firearm is one of the important factors for neunnal apoptosis.
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A: The fist day after trauma; B: The third day after trauma; C: The seventh day after trauma; D: The fourteenth day after trauma
1
Fig1 The PMT4 analysis of cell apoptosis in lumbar spinal cord in different day after sciatic nerve caused by injury firearm
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