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Analysis of Correlation between TLR7, Pinl and Th17/Treg in Peripheral Blood of Patients with Rheumatoid Arthritis. L/ Juanjuan,
GAO Huiying, ZHANG Tingting, et al. Department of Rheumatology, Second Hospital of Shanxi Medical University, Shanxi 030001 , China

Abstract Objective To analyze the correlation between TLR7 and Pinl, regulatory T cell/T — helper 17 cell (Treg/Th17) cells
count,some cytokines and disease activity by detecting the contents of Toll — like receptor 7 ( TLR7 ) and peptidyl — prolyl cis — trans
isomerase NIMA - interacting 1 (Pinl) in peripheral blood of patients with rheumatoid arthritis(RA) , and to explore the pathogenesis of
RA. Methods We compared the differences of TLR7, Pinl and Th17/Treg cell count between RA group and healthy control group. We
collected general data and clinical observation indexes of RA group [ includ disease activity score with 28 joints ( DAS28), Erythrocyte
sedimentation rate (ESR), C - reactive protein (CRP), Th17/Treg and some cytokines ]. We analyzed the correlation between TLR7 in
peripheral blood of RA patients and Pinl, Th17/Treg and some cytokines. Results The TLR7 (P <0.05) and Pinl (P < 0.001) level of
the peripheral blood of RA group was significantly higher than that in healthy control group, and Th17 was higher than that in healthy con-
trol group( P <0.001). Treg was lower than that in healthy control group( P <0.001). The expression of TLR7 in the peripheral blood of
RA group was positively correlated with ESR, Number of joints involved, DAS28 and interleukin -6 (IL -6) (r=0.255, P<0.05;r =
0.247, P<0.05;r=0.226, P<0.05;r=0.299,P <0.01). The expression of TLR7 in the peripheral blood of RA group was positively
correlated with Pinl ,and negatively correlated with Treg (r = —0.239, P <0.05), while was positively correlated with Th17, but there
was no statistical significance(r=0.031,P >0.05). Multiple stepwise regression analysis showed that the expression of TLR7 activity in

RA group was positively correlated with Pinl and DAS28 (B,,, =0.013,P =0.028;B,,.,, =0.239,P =0.035) , but negatively correlated

Pinl
with Treg (B,,,, = =0.020,P =0.002). Conclusion The overexpression of TLR7 in peripheral blood of patients with RA is related to
the overexpression of Pinl, the decrease of Treg and the activity of disease. Immune tolerance deficiency caused by activation of Pinl -

TLR7 pathway and decrease of Treg may be one of the main causes of RA.
Key words Rheumatoid arthritis ; TLR7 ; Pinl ; Treg; Th17
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