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[Abstract] Objective To investigate the mechanism and the role of transient receptor potential
channel 8 with the involvement of nuclear factor kappa B in modulation of neuropathic pain in rats.
Methods Thirty-six special pathogen-free healthy adult male Sprague-Dawley rats with successful in-
trathecal catheter implantation, weighing 180 - 200 g, aged 4 - 6 weeks, were divided into 3 groups
(n=12 each) by using a random number table, respectively, sham operation group (group S), neu-
ropathic pain group (group NP) and NF-«kB bocker PDTC group (group PDTC). The third day after
intrathecal catheter was successfully implanted, neuropathic pain model was made from group NP and
group PDTC based on chronic constriction injury (CCI), Group S was only isolated the trunk of
sciatic nerve without ligation. PDTC 20 pg/10 pl (20 pg PDTC was dissolved in physiological saline)
was intrathecally injected twice a day on the 1% postoperative day and the injection lasted for the next
13 days in the three groups. After the injection, 10 pl physiological saline was used to rinse. Group S
and group NP were intrathecally injected equal volume of physiological saline and 30 minutes after in-
trathecal administration, the cold pain, thermal, and mechanical thresholds were measured on preop-
erative day 1 and postoperative days 1, 3, 7, 10 and 14 in the three groups. The rats were dispatched
and the dorsal root ganglions were removed 7 and 14 days after operation for determination of the ex-
pression of TRPMS8 and NF-kB p65 by Western blot. Results The cold pain, thermal, and
mechanical thresholds were significantly decreased on the first postoperative day of constriction injury

and the case continued for the next 13 days. The expression of TRPMS8 and NF-kB p65 in dorsal root
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ganglions was significantly increased 7 and 14 days after operation in group NP. The hyperalgesia was

remarkably reduced 3-14 days after operation in PDTC. The intrathecally-injected NF-«B blocker

could effectively block the up-regulation of the expression of NF-kB p65 and TRPMS in dorsal root

ganglions. Conclusion The up-regulation of expression of TRPM8 and NF-kB p65 in dorsal root gan-

glions is associated with neuropathic pain, and inhibiting the activation of NF-«kB can relieve the up-

regulation of the expression of TRPMS as well as the hyperalgesia of rats.
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