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[Abstract] Objective By observing the inflammatory responses in the liver of senescence-accelerated mouse prone
8 (SAMP8) mice, to investigate the effect of electroacupuncture (EA) on inflammatory responses by regulating the
glycogen signaling pathway synthase kinase-3[3 (GSK-3f)/mechanistic target of rapamycin (mTOR) in the liver tissues.
Method Seven-month-old SAMPS mice and senescence-accelerated mouse resistant 1 (SAMR1) mice of the same
age and genetic background were taken as the subjects. The SAMPS mice were randomized into an EA group and a
model group, with 12 mice in each group; 12 SAMRI1 mice were taken as the normal group. Mice in the EA group
received acupuncture at “Baihui (GB20)” and bilateral “Shenshu (BL23)”, with bilateral “Shenshu” connected to EA.
Simultaneously, the normal and model groups received the same grasping and binding as the EA group without any
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intervention. When the intervention finished, the three groups of mice were observed for their general condition;

Western blot was used to detect the protein expression of GSK-33, mTOR, interleukin-6 (IL-6), and interleukin-4 (IL-4);

the histopathological changes of liver tissues were observed using hematoxylin-eosin (HE) staining. Result Compared

to the normal group, the protein expression levels of GSK-33, mTOR, and IL-6 in the liver tissues were higher in the

model group (P<<0.05), and the protein expression level of IL-4 was lower in the model group (P<<0.05); the liver

tissues showed more severe inflammatory cell infiltration in the model group. Compared to the model group, the

expression levels of GSK-3B, mTOR, and IL-6 in the liver tissues were lower in the EA group (P<<0.05), and the

protein expression level of IL-4 was higher in the EA group (P<<0.05); inflammatory cell infiltration in the liver tissues

improved in the EA group compared to the model group. Conclusion EA may reduce inflammatory responses in the

liver tissues by inhibiting the expression of the proinflammatory signaling pathway GSK3/mTOR in the liver.
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