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(Abstract] Objective To observe the effects of electroacupuncture on tyrosine kinase substrate 5 (TKS5) protein expression

and the key markers of T helper 1 (Thl) and T helper 17 (Th17) cells, namely interferon gamma (INF—y) and interleukin-17A (IL-
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17A), in the synovial tissue of rats with adjuvant—induced arthritis (AIA), and to explore its possible mechanism of action. Methods
A total of 36 SPF grade SD rats were stratified by body weight and then randomly divided into blank group, model group,
electroacupuncture group, and medication group, with nine rats in each group. Rat models were established using incomplete
Freund’s adjuvant. On the first day after modeling, electroacupuncture was applied to the electroacupuncture group at "Zusanli"
(ST36), "Guanyuan" (CV4), and "Ashi points" for 21 consecutive days. Rats in the medication group were gavaged with methotrexate
twice a week for three weeks, for a total of six doses. The hind toe volume of rats was measured using a paw volume meter. HE
staining was used to observe the histopathological changes in synovial tissue of joints; Western blot was used to determine TKS5
protein expression in the synovial tissue; and immunofluorescence was used to measure the positive rates of filamentous actin (F-
actin), cortactin, [IFN—y, and IL-17A in synovial tissue. Results Compared with the blank group, the toe volume of rats in the model
group significantly increased (P<0.01). HE staining showed synovial tissue hyperplasia and massive inflammatory cell infiltration in
the model group. The TKSS protein expression in the synovial tissue significantly increased (P<0.01), and the positive expressions
of F-actin, cortactin, INF—y, and IL-17A in the synovial tissue also significantly increased (P<0.01). Compared with the model
group, the toe volume of rats in the electroacupuncture group and medication group decreased (P<0.05, P<0.01). HE staining showed
significantly reduced inflammatory infiltration of synovial tissue in both groups, as well as reduced TKSS protein expression (P<0.05,
P<0.01) and the positive expressions of F-actin, cortactin, INF—y, and IL-17A in synovial tissue (P<0.05, P<0.01). Conclusion

Electroacupuncture reduces synovial inflammation in AA rat models, and its mechanism may be related to regulating TKSS protein

expression, thereby inhibiting the hypermotility of inflammatory effector T cells, including Th1 and Th17.

(Keywords) adjuvant—induced arthritis; electroacupuncture; tyrosine kinase substrate 5; T helper 1 cells; T helper 17

cells; filamentous actin; cortactin
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