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Some neurons in corresponding dorsal root ganglion (DRG) undergo apoptosis after
nerve injury whereas the majority survives and regenerates the axons. ERK, a member of
mitogen-activated protein kinase (MAPK), has been linked to neuronal apoptosis and its
activation has been shown in the injured nerve. Therefore, this study was aimed to
investigate the role of ERK in neuronal loss and axonal regeneration following nerve injury.
- Sciatic nerve was crushed and the rats were divided into 2 groups: control and inhibitor.
The inhibitor croun received snecific ERIC inhibitor, u0126, 3001 la/kg/day ip from the
surgery day for 2 weeks while the controls received only vehicle in the same route and
schedule. There was no activation of ERK in DRG on the crush compared to the intact
sides and neuronal loss was not different between the groups. In contrast, ERK was
activated in the injured nerve, especially in Schwann cells of distal stumps. Reduced
active ERK and impaired axonal regeneration was found in the nerve from the inhibitor
group. Hence, ERK likely plays an important role in the axonal regeneration but not

neuronal death after nerve injury and the exact mechanisms remain to be elucidated.





