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Abstract

Nerve injury is one of the leading causes of debilitation; however, molecular mechanisms
as potential targets for treatment are not fully understood. Evidence suggests that p38
member of mitogen-activated protein kinase (MAPK) family is activated after nerve injury
but its precise role remains unclear. We found that p38 phosphorylation, determined by
ratio of phospho-p38 to total-p38, was increased in L4/5 spinal ganglia from one day to
two months after sciatic nerve transection but not crush. In the sciatic nerve, the
phosphorylation was decreased in the distal compared with proximal and intact segments.
Phospho-p38 was observed in the satellite cells and nuclei of large sensory neurons,
cytoplasm of small to medium-sized neurons including axons and Schwann cells. No
differences in these locations were found between the injury and intact sides. We further
evaluated the role of p38 activation in neuronal loss after nerve transection using the p38
inhibitor (SB203580) 200 ug/kg/day i.p. for two weeks. Number of neurons was 34.5%
decreased in L4/5 ganglia on the injury compared with intact sides of the control group. In
contrast, only 8.7% decrease was observed in the inhibitor group. These data suggest
that activated p38 is associated with sensory neuronal loss after nerve transection.
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