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Abstract:Objective To investigate the expression of PLCD3 mRNA in the synovium of osteoarthritis
(OA) and its relationship with immune cell infiltration. Methods Based on the differentially expressed genes
of OA found in the previous study,the expression of phospholipase C83 (PLCD3) mRNA was detected by col-
lecting synovial samples from OA group and control group. CIBERSORT algorithm was used to analyze the
infiltration pattern of immune cells in OA group and control group,and the correlation between PLLCD3 and
infiltrating immune cells was further analyzed. Results Compared with the control group,the relative expres-
sion level of PLCD3 mRNA was significantly increased in synovial samples of OA group (P<C0. 05). The pro-
portions of B cells naive, NK cells activated, M2 macrophages and mast cells activated in synovial tissues of
OA group were relatively high (P<C0. 05). PLCD3 was positively correlated with the proportion of these four
immune cells (P<C0. 05). Conclusion PLCD3 may be a key biomarker for the diagnosis of OA,which may be
involved in the pathogenesis of OA by interacting with infiltrating immune cells.
immune cell infiltration
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