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In order to investigate the molecular mechanisms of pain seen in orthopedic clinics,
such as root injury/compression pain, we have used two rat models of root injury—induced
pain. One is ventral root injury model and another is dorsal root injury model. We
examined the pain behaviors of these two models and found that the ventral root injury
model showed more stable hyperalgesia and allodynia compared to dorsal root injury model.
Using immunohistochemistry with antibodies for Iba—1 and GFAP, we found that activation
of glial cells (microglia and astrocyte) in the spinal cord even after ventral root injury.
We also confirmed that phosphorylated ERK was increased in the spinal cord in the ventral
root injury model, which might have a role in ventral injury-induced pain hypersensitivity.
With collaboration with a laboratory in USA, we published a paper in J. Neurosci, where
the finding that neuro—glial interaction is important in descending pain accelerating
pathway in the spinal cord, was presented.
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