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Expression Profiles and Function of Toll-like Receptors in
Peripheral Blood Mononuclear Cells of Ankylosing Spondylitis Patients

WANG Sen,GAO Shuo, XU Xue-jing, WANG Xian,DING Hai, CHEN Jun-hao
(Department of Clinical Laboratory, Nanjing Drum Tower Hospital,
the Medicine School of Nanjing University, Nanjing 210008, China)

Abstract: Objective To study the expression profiles and function of Toll Like Receptors (TLRs) in peripheral blood mono-
nuclear cells of ankylosing spondylitis(AS) patients.and investigate their function in pathogenesis of AS. Methods Quanti-
tative analysis of TLR1-10 mRNA expression in PBMCs from 21 AS patients and 21 healthy controls by RT-qPCR. Investi-
gated the ability of PBMCs from AS patients and healthy controls to produce cytokines in response to TLRs by ELISA.,and
also using ELISA to test the cytokine levels in the plasma of AS patients and healthy controls. Results The expression of
TLR4 in PBMCs was significantly increased in AS patients compared to healthy donors ( P=0.004) ,and there was no sta-
tistical significance for other TLRs expression between the two groups. After challenge with TLR4 ligands. significantly
higher level of TNF-a and IL-6 production from PBMCs of AS patients were observed, compared with those from healthy
donors (P=0.003,0.009). Also found that the level of TNF-a in plasma of AS patients was higher than healthy donors (P
=0.021). Conclusion Study reveals the expression and function of TLR4 in PBMCs of AS patients was higher than healthy
controls, which means that TLLR4 pathway may play an important role in pathogenesis of AS.
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