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based inhibitory domains ( TIGIT) on peripheral natural killer ( NK) cells from patients with rheumatoid arthritis
( RA) and its significance and to clarify its relation in the development of RA. Methods The peripheral blood
mononuclear cell ( PBMC) from 33 patients and 27 healthy controls ( HCs) were collected and TIGIT expression in
the NK cells were detected by flow cytometry. The correlations of TIGIT expression on NK cells with clinical data
were analyzed. Student’ t test or Mann-Whitney U test was used for comparison between the two groups and the
correlation between the two variables was analyzed by Pearson or Spearman correlation. Results (1) The percentage
of NK cells and NK cells counts were significantly decreased in RA patients compared to the HC ( P =0.005 1; P
<0.000 1) ; @ The expression mean fluorescence intensity ( MFI) of TIGIT on NK cells was significantly de—
creased in RA patients compared to the HC ( P <0.000 1) ; 3 The expression MFI of TIGIT on NK cells in RA
patients was found to negatively correlate with CRP (r= -0.346 3 P =0.048 4) ; (4) MFI of TIGIT expression in
NK cells of RA patients is negatively correlated with theumatoid factor ( RF) and positive RF (r= -0.3607 P =
0.042 6; r=-0.4005 P =0.047 3); (5 The expression MFI of TIGIT on NK cells was significantly lower early
RA patients than in non-early RA patients ( P =0. 038 5) . Conclusion The expression MFI of TIGIT on NK cells
is decreased and associated with the inflammation markers the production of antibodies in RA.
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2 TLRY  SNP H. pylori n( %)
SNP H. pylori( -) H. pylori( +) OR (95% ClI) " AlC BIC
rs187084 codominant TT 80 (26.2) 130 (34.4) 1 936.9 950.5
TC 160 (52.5) 193 (51.1) 0.520 (0.329 ~0.820)
cc 65 (21.3) 55 (14.6) 0.701 (0.462 ~1.063)
dominant TT 80 (26.2) 130 (34.4) 1 939.7 953.3
TC +CC 225 (73.8) 248 (65.6) 0.678 (0.486 ~0.946)
recessive TT +TC 240 (78.7) 323 (85.4) 1 939.7 953.3
cc 65 (21.3) 55 (14.6) 0.629 (0.423 ~0.935)
rs352140 codominant TT 106 (34.8) 114 (30.2) 1 943.5 957.1
TC 143 (46.9) 187 (49.5) 1.277 (0.827 ~1.975)
cc 56 (18.4) 77 (20.4) 1.048 (0.697 ~1.577)
dominant T 106 (34.8) 114 (30.2) 1 943.3  956.9
TC +CC 199 (65.2) 264 (69.8) 1.235 (0.895 ~1.706)
recessive TT +TC 249 (81.6) 301 (79.6) 1 944.6 958.1
cc 56 (18.4) 77 (20.4) 1.136 (0.774 ~ 1. 666)
rs164640 codominant AA 105 (34.4) 95 (25.1) 1 940.1 953.6
AG 147 (48.2) 209 (55.3) 1.566 (0.990 ~2.445)
cG 53 (17.4) 74 (19.6) 0.989 (0.654 ~1.496)
dominant AA 105 (34.4) 95 (25.1) 1 937.9 951.5
AG +GG 200 ( 65.6) 283 (74.9) 1.569 (1.126 ~2.187)
recessive  AA + AG 252 (82.6) 304 (80.4) 1 944.4  958.0
cG 53 (17.4) 74 (19.6) 1.165 (0.786 ~1.726)
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Abstract Objective To investigate the relationship between Tolldike receptor 9 ( TLR9) gene polymorphisms
and Helicobacter pylori ( H. pylori) infection. Methods A total of 683 blood samples were collected. The samples
were divided into H. pylori negative group ( n =305) and H. pylori positive group ( n =378) by enzyme-inked im—
munosorbent assay ( ELISA) method. Results TLR9 rs187084 15352140 and rs164640 were genotyped by poly—
merase chain reaction—restriction fragment length polymorphism ( PCR-RFLP) . TLR9 rs187084 TC genotype re—
duced the risk of H. pylori infection ( TC vs. TT: OR =0.520 95% CI=0.329 ~0.820) . The risk of H. pylori
infection increased in rs164640 AG + GG genotype carriers ( AG + GG vs. AA: OR =1.569 95% CI=1.126 ~
2.187) . rs352140 was not associated with the risk of H. pylori infection. Conclusion TLR9 rs187084 and
rs164640 might play a role in H. pylori infection.
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