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Abstract

Objective: To investigate the effect of protein kinase Ce (PKCe) on pain behavior and spinal astrocytes activa-
tion after chronic compression of the dorsal root ganglion (CCD) of rats.

Method: Wistar rats weighting 200—220g were randomly divided into six groups(n=8):sham operation group,
CCD 7 days group, CCD 14 days group, CCD 7 days+ Bisindolylmaleimide I (BIM I) group, CCD-+DMSO
group, CCD+Phorbol 12, 13-dibutyrate (PDBu) group. Drugs were given by intrathecal injection after CCD
model established. At 1, 4,7,and 14 days after CCD operation,the paw withdrawal mechanical threshold (PW-
MT) was tested. Then the protein expression of PKCe and GFAP in ipsilateral spinal dorsal horn was tested
by Western Blot and the activation of astrocytes was detected by immunofluorescence technique.

Result: The mechanical allodynia in CCD rats was attenuated by intrathecal administration of the PKC inhibi-
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tor BIM I and aggravated by its activator PMA at 4th day after CCD. The protein expression of PKCe and

GFAP in the spinal dorsal horn and the activation of astrocytes were increased 7 days and 14 days after CCD
(P<0.05), which was suppressed by BIM I. Pretreated with PDBu could also significantly increase PMWT and

the protein expression of GFAP (P<0.05), as well as the activation of astrocytes in spinal dorsal horn in nor-

mal rats.

Conclusion: After CCD operation, the PMWT and the protein expression of PKCe and GFAP (P<0.05) were

significantly increased, as well as the activation of astrocytes in spinal dorsal horn. PKCe may take part in

the central sensitization mechanism of neuropathic pain of CCD rats via regulating the activation of astrocytes.
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