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[Abstract] Objective To observe the impact of electroacupuncture (EA) on G protein-coupled receptor kinase2

(GRK2) and inflammatory factors interleukin-1 (IL-1PB), tumor necrosis factor-o. (TNF-o), and interleukin-10
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(IL-10) in the spinal cord of rats with chronic constriction injury (CCI) of the sciatic nerve and discuss the mechanism
of EA in releasing CCl-induced pain. Method Twenty-five rats were randomized into a control group, model group 1,
model group 2, Qi-conduction EA group, and EA group, with 5 rats in each group. Rats in the Qi-conduction EA group
and EA group received a total of 14 times of interventions after 3-day modeling. Rats in model group 1 were sacrificed
after 4-day intervention, and rats in the other four groups were sacrificed after the last intervention. Before modeling,
before treatment, and at 4-day, 11-day, and last treatments, the mechanical withdrawal threshold (MWT) was measured,
the spinal cord GRK2 mRNA expression was determined using the reverse transcription-polymerase chain reaction
(RT-PCR) method. The protein expression levels of GRK2, IL-1f3, TNF-c, and IL-10 were detected using the Western
blot method. Result After 4-day intervention, the MWT notably dropped in model groups 1 and 2 compared with the
control group (P<<0.05), and the MWT increased significantly in the Qi-conduction EA group compared with model
group 2 (P<<0.05). After 11-day treatment, the MWT went up significantly in the Qi-conduction EA and EA groups
compared with model group 2 (P<<0.01). After the last treatment, the MWT elevated markedly in the Qi-conduction EA
and EA groups compared with model group 2 (P<<0.01), and the MWT was significantly higher in the Qi-conduction
EA group than in the EA group (P<<0.01). The GRK2 mRNA and protein expression levels in the spinal cord
decreased markedly, the protein expression level of TNF-o and IL-1f in the spinal cord increased markedly, and the
protein expression level of IL-10 in the spinal cord decreased markedly in model groups 1 and 2 compared with the
control group (P<<0.05). The GRK2 mRNA and protein expression levels in the spinal cord increased markedly in the
Qi-conduction EA and EA groups compared with model group 2 (P<<0.05). The protein expression level of TNF-a in
the spinal cord declined considerably in the Qi-conduction EA and EA groups compared with model group 2 (P<<0.01)
and was significantly lower in the Qi-conduction EA group than in the EA group (P<<0.01). The IL-1B protein
expression level in the spinal cord decreased significantly in the Qi-conduction EA group compared with model group 2
(P<<0.01) and was notably lower in the Qi-conduction EA group than in the EA group (P<<0.05). Compared
with model group 2, the IL-10 protein expression level in the spinal cord increased significantly in the Qi-conduction
EA group (P<<0.01) and was significantly higher in the Qi-conduction EA group than in the EA group (P<<0.05).
Conclusion EA can effectively reduce hyperalgesia in CCI rats and slow inflammatory development.
The mechanism may be related to regulating the levels of GRK2 protein and inflammatory factors TNF-a., IL-1B, and
IL-10 in the spinal cord.
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