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[Abstract] Objective:To study the neuroprotection of phosphodiesterase—4 inhibitor rolipram to the acute
spinal cord injury of rats.Method:70 healthy Waster rats were used in the experiment .Spinal cord injury(SCI)
was performed with Allen’s method.The blank group only received laminectomy.After injury,rolipram(2.5mg/kg)
were used twice every day by hypodermical injection in experiment group,and 16% DMSO was used in the
control group.The cAMP levels of the spinal cord in the experiment group at 27h and 30h (3h and 6h after
rolipram injection in the first day after SCI) and in blank group and control group at 27h were evaluated by
RIA.The pathological changes of spinal cord were observed by HE and immunohistochemistry mathod (Bel-2)
at five time points (6h,24h,3d,7d,14d).TUNEL staining was applied for observing apoptosis at 24h,3d,7d.
Result: The pathological change under light microscope was similar in botth experiment group and control
group,but the inflammatory cell infiltration was not markedly in the former.The cAMP level of the Spinal cord
in the experiment group at 3-6 h after rolipram was applied and in blank group were higher than that in
control group (P<0.05).The positive expression of bel-2 in marginal zone of experiment group was stronger
than that of control group at 3d,7d,14d (P<0.05).The positive expression of TUNEL existed at 24h-7d in
control group and experiment group.The most cells of TUNEL staining were glial cells.Apoptosis at 3d,7d in
experiment group decreased obviously compared to the control group (P<0.05).The positive cells of bel-2 and
TUNEL in the blank group were rare.Conclusion:Rolipram,which is phosphodiesterase—4 inhibitor,may have
the protection to the rat spinal cord injury to some extent by several pathways.One of the possible pathways
is the increasing of ¢cAMP in cell and then up-regulating of bel-2.
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