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[ Abstract)
(SCI) in rats.
of the rats was prepared by Allens weight drop method(50g + ¢cm). The levels of free iron of involved spinal cord seg-

Objective  To observe the dynamic changes of free iron after experimental spinal cord injury

Methods One hundred and two SD rats were randomly divided into different groups. SCI models

ments at different time were measured by the method of bleomycin assay. The malondialdehyde ( MDA ) levels were al-
so measured as well.  Results At 30 minutes after SCI the level of free iron markedly increased, the differences
were statistically significant between the SCI rats and the normal as well as the control rats who received laminectomy
but leaving the spinal cord intact (P <0.05) ,then it progressively decreased and returned to the control levels at 6
hours after the injury. The level of MDA was significantly increased at 30 minutes ,reached its peak at 3 hours ,and

returned to normal level at 12 hours after SCI.  Conclusion After SCI, the leves of free iron increase quickly and

S

certainly will induce lipid peroxidation
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