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ZINC AND RING FINGER 3 EXPRESSION IN SYNOVIAL TISSUES AND CELLS OF RHEUMATOID ARTHRITIS AND ITS RELA-
TIONSHIP WITH DISEASE OCCURRENCE XU Jing ., LIANG Yi, YANG Maoyi, LI Qiang (Department of Rheumatology
and Osteoarthritis, Sichuan Orthopedic Hospital, Chengdu 610041, China)

[ABSTRACT] Objective To investigate zinc and ring finger 3 expression in synovial tissues and cells of rheumatoid arthritis
(RA) and its relationship with disease occurrence. ~ Methods A total of 20 RA patients with unilateral knee joint disease in our
hospital from March 2018 to March 2020 were selected, and classified into lesion side (Lesion) and control side (C). The synovial
tissues and fiber-like synovial cells (FLS) were collected, and synovial cells were identified. Then the expression of ZNRF3 in syno-
vial tissues and FLS was analyzed.  Results The expression of synovial ZNRF3 in the immunohistochemical, qPCR and WB
results of Lesion group was significantly higher than that of C group (+=8.963—105.292,P<C0.05). The expression of ZNRF3 of
Lesion-FLS in qPCR and WB results was significantly higher than that of C-FLS (t =43.330,62.721; P<C0.05).  Conclusion The
high expression of ZNRF3 in synovial tissues and FLS of the affected side of RA patients is speculated to be related to the increased

production of ZNRF3 caused by over-activation of Wnt signaling pathway, which can be improved through the negative feedback

regulation of Wnt pathway activity.
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