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Expression and clinical significance of Toll-like receptor 9 on monocytes from patients with active rheumatoid arthritis
WANG Xushan, WANG Min, LI Jing, CHEN Kaiyong( Department of Clinical Laboratory, Guanyun County People's Hospital, Guanyun
222200, Jiangsu, China)

Abstract ; Objective To explore the role of Toll-like receptor 9 (TLR9) on peripheral monocytes in the pathogenesis of rheumatoid ar-
thritis (RA) by assessing the expression levels of TLR9 on different monocyte subsets of active RA patients and their cytokines secre-
tion in the monocytes with response to TLR9 agonists. Methods A total of 32 active RA patients and 32 healthy controls were enrolled
in this study. The levels of TLR9 on different subsets of monocyte in peripheral blood were evaluated by flow cytometry. The enriched
monocytes were cultured in vitro and stimulated with TLR9 agonists CpG-2006 for 48 h. The concentrations of cytokines IL-6, tumor
necrosis factor-a (TNF-a) and monocyte chemotactic protein 1 (MCP-1) in the supernatant were determined by Luminex 200 liquid
chip. Results Compared with the healthy controls, the mean fluorescence intensity (MFI) of TLR9 were significantly increased on all
the three subsets of monocytes (211.4+35.3 vs 73.4£11.3 in CD14™ CD16™ subset; 214.9+32.6 vs 69.3+14.1 in CD14"CD16" subset
and 141.8+22.6 vs 12.8+4.8 in CD14"""CD16" subset) and there were significantly difference ( P<0.05). Compared with the healthy
controls, the concentrations of cytokines I1L-6, TNF-a and MCP-1 in the supernatant of RA patients were significantly increased after
stimulation with TLR9 agonists [ (209.8+32.9) pg/mL vs (71.1£12.6) pg/mL, (264.3£35.4) pg/mL vs (76.2+18.7) pg/mlL,
(167.6+19.2) pg/mL vs (23.3£7.4) pg/mL], and there were significantly difference (P<0.05). Conclusion The different subsets
of peripheral blood monocyte from the patients with active RA showed increased TLR9 expression which may promote higher production
of inflammatory cytokines and play important roles in the pathogenesis of RA.
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