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Effect of methylprednisolone on cyclooxygenase—2 expression in traumatic rat spinal cord/CAO Shi-
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[Abastract] Objective:To characterize the effect of methylprednisolone(MP) on expression of cyclooxygenase—
2(COX-2) in traumatic rat thoracic spinal cord.Method:Two hundreds and sixteen Sprague Dawley rats were
obtained.Rats spinal cord injury were induced at T8~T9 level by dropping a 10.24g weight form a height of
50mm (Allen’s model).All animals were sacrificed at 2,4,8,16,24 ,and 48 hours after management.The effect
of 30mg/kg MP,which is administrated 30 minutes before and after spinal cord injury,on the expression of
COX-2 in the injuried thoracic spinal cord were evaluated by immunohistochemistry.The effect of MP on the
COX-2 expression in normal spinal cord was studied too.Normal saline were administrated in control groups.
Result:In rats which were injected with normal saline 30 minutes before or after spinal cord injury,COX-2
protein level increased at 4 hours after contusion,reached the highest level at 24 hours and remained elevated
for 48 hours.MP being administrated pre— and post—injury could reduce the production of COX-2 protein in
the injuried spinal cord,and postponed the subsequent pinnacle level.The prohibitive effect of preliminary MP
intervention was significantly stronger than administrated postinjury.MP administration could also inhibit the
expression of COX-2 protein in normal rat spinal cord.There were no changes in the cellular and subcellular
distribution of COX-2.Conclusion:MP not only reduce the production of COX-2 protein in normal or injuried
spinal cord,but also postpone the point of protein pinnacle level occurred subsequently in injuried cord.The
effect of preliminary MP intervention is stronger.
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