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[Abstract] Objective To investigate the expression of TLR4/MyD88 independent signal pathway in se-
rum and synovial tissue of the patients with ankylosing spondylitis(AS),and to explore the role of TLR4/
MyD88 independent signal pathway in the onset and activity of AS to provide the new ideas for the treatment
of AS. Methods Forty-six patients with AS treated in the Second Affiliated Hospital of Bengbu Medical Col-
lege from Janaury 2019 to December 2021 were selected as the AS group,and the healthy subjects undergoing
physical exmination at the same tine were selected as the healthy control group. The synovial tissue in 13 AS
cases of hip replacement was selected as the AS operation group and the synovial tissue of 10 patients with hip
joint traumatic fracture was selected as the control group. The serum IFN-7 level in the two groups was detec-
ted,and the correlation between IFN-y with CRP,ESR and ASDAS-CRP was analyzed. The mRNA expression
levels of TLLR4 /MyD88 non-dependent signaling pathway related molecules TLLR4, TRAM, TRIF, NF-xB-p65

and IFN-7 in the patients with AS were determined by real-time fluorescence quantitative PCR. Results (1)
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The serum IFN-7 level in the patients with AS was significantly higher than that in the healthy control group.
The serum IFN-vY level in AS patients was positively correlated with ESR, CRP and ASDAS-CRP (P <<
0.001). The mRNA expression levels of TLR4, TRAM, TRIF, NF-kB-p65 and IFN-Y in synovium tissues of

the AS group were significantly higher than those in the control group,and the differences were statistically

significant (P <C0. 001). Conclusion

TLR4/MyD88 independent signaling pathway may play an important

role in the onset and activity of AS,which may provide the new ideas for the treatment of AS.
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