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Abstract

Objective: To explore the effect of pulsed radiofrequency (PRF) for spinal cord neuron apoptosis in rat withs-
pared nerve injury (SNI).

Method : Thirty-two male SD rats were randomly divided into four groups, (Dcontrol group (CON), @SNI mod-
el group (SNI), 3 sham treatment group (sham), @PRF treatment group (PRF). Pain mechanical withdrawal
threshold (PMWT) was assessed before establishment of SNI model, 1,4,7 and 10d after establishment of SNI
model, and 6,12,24,36,48d after PRF treatment. Four rats in each group were cuthanized before PRF treatment
and 48 days after treatment to collect L4—L6 spinal cord. Western blotting was conducted to assess the expres-
sion of bcl-2 and caspase-3 protein, and TUNEL method was used for apoptosis rate of spinal cord.
Result:(DThe PMWT of SNI, Sham and PRF group were significantly decreased compared with CON group af-
ter spared nerve injury (P<0.01). @The PMWT of PRF group was obviously enhanced after PRF treatment (P<
0.05). @ The expression of bcl-2 was significantly up-regulated with the increase of PMWT while the expres-
sion of caspase-3 protein decreased (P<0.05), and the apoptosis rate was simultaneous decreased (P<0.05).

Conclusion: PRF may produce good analgesic effect on SNI model rats by inhibiting the apoptosis of spinal
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cord neurons.
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