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The efficacy and mechanism of diclofenac sodium on the neuropathic pain in rats/YU Cuiping, WANG Qi,
HE Mingwei, et al./Chinese Journal of Rehabilitation Medicine, 2009,

Abstract Objective:To observe the effects of diclofenac sodium on mechanical hyperalgia, substance P (SP) and
calcitonin gene—-related peptide(CGRP) expressions in dorsal root ganglion(DRG) neurons and dorsal horn, as well as
the structure of gastrointestinal mucosa in chronic constriction injury (CCI) rats after ligation of sciatic nerve.
Method:Forty male SD rats were randomly divided into 5 groups: sham operation group, control group (CCI,
ligation only), diclofenac sodium 2mg/kg group, diclofenac sodium 4mg/kg group and diclofenac sodium 10mg/kg
group. From the 8" day post-ligation, different doses of diclofenac sodium were administered by injecting into
gastric cavity twice per day for 7 days in different groups respectively. Before and the 1%3"5"7" day after drug
injection, the posterior paw withdrawal mechanical threshold(PWMT) was measured by Von Frey hair, and at the 7"
day after injection expressions of SP and CGRP in 14/5 dorsal root ganglion neurons and dorsal horn were detected
by immunohistochemistry method. Result; (DPre—drug and at different time points post—drug, the right posterior
PWMTs in control group and three diclofenac sodium groups decreased significantly compared with that in sham
operation group. At the 5" and 7" day post—drug, the PWMTs in 4mg/kg group increased significantly compared
with that in pre —durg and control group. At different time points post —drug, the PWMTs in 10mgkg group
increased significantly compared with that in pre—durg and control group. @At the 7" day post—drug, in control
group and three diclofenac sodium groups, the average optical density (OD) of SP and CGRP in right 14-5 DRG
and dorsal horn neurons increased significantly compared with that in sham operation group. )There were structure
injury of gastrointestinal mucosa in 4mg/kg and 10mg/kg groups, and no injury in 2mg/kg group. Conclusion:
Diclofenac  sodium can dose —dependently decrease the mechanical hyperalgia and cause structrue injury of
gastrointestinal mucosa. The mechanism might be reducing SP and CGRP expressions in DRG neurons and dorsal
horn in CCI rats.
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