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[ Abstract] Objective To observe the analgesic effect of pulsed radiofrequency (PRF) on posther-
petic neuralgia ( PHN) model rats, and to explore the role of autophagy activity in spinal dorsal horn.
Methods Sixty male SD rats were randomly divided into blank control group ( group blank ), solvent
control group ( group solvent) , model control group ( group PHN) , sham treatment group ( group sham)
and treatment group ( group PRF) , with 12 rats in each group. PHN model was prepared by intraperitoneal
injection of resinifratoxin (RTX) 0.2 g/kg in groups PHN, sham and PRF. The mechanical withdrawal
threshold (MWT) and thermal withdrawal latency (TWL) were measured at 2 hours before and 1, 4, 7, 10
and 14 days after modeling, and 1, 4, 7, 10, 14, 21, 28, 35 and 42 d days after PRF treatment. On the
42th day after treatment, five groups of rats were sacrificed and L,_¢ spinal cord tissues were taken. The ex-
pression of light chain Le3 I and Le3 I, Beclin-1 and P62 in spinal cord tissue was detected by Western
blot, and the ratio of Lc3 11 to Le3 I was calculated. The expression of Le3 mRNA | Beclin-l mRNA was de-
tected by RT-qPCR, and the ultrastructure of spinal dorsal horn tissue was observed under transmission e-
lectron microscopy. Results Compared with group blank, the MWT was decreased and the TWL was in-
creased significantly, the ratio of Lc3 11/Lc3 1 and the levels of Beclin-1 were increased, whereas the level
of P62 protein was decreased significantly after RTX treatment in groups PHN, Sham and PRF (all P <
0.05). Meanwhile, the expressions of Lc3 mRNA and Beclin-1 mRNA were significantly higher in groups
PHN, Sham and PRF than in group blank (all P < 0.05). Compared with group PHN, the MWT was in-
creased and the TWL was decreased significantly, the ratio of Le3 I1/Le3 1 and the levels of Beclin-1 were
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decreased, and the level of P62 protein was increased significantly 7 d later, whereas the expressions of Le3
mRNA and Beclin-1 mRNA were decreased significantly in group PRF (all P < 0.05). Conclusion PRF
can improve the function of mitochondria by inhibiting the autophagy activity of spinal dorsal horn tissue,

thus exerting an analgesic effect on PHN model rats.
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