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Abstract : Objective To investigate the expression of serum TNF-like ligand 1A (TL1A) in patients with
anti-neutrophil cytoplasmic antibody (ANCA) associated vasculitis (AAV) and its clinical value. Methods A
total of 51 patients diagnosed as AAV in the hospital from September 2019 and February 2022 were selected
the AAV group,and 50 healthy persons who undetment the physical examination during the same period were
selected as study subjects. Flow cytometry was used to determine the frequency of peripheral blood Helper T
cell 17(Th17),and enzyme-linked immunosorbent assay was used to determine the levels of serum TL1A,in-
terleukin(IL.)-17 and I1.-23. Spearman method was used to assess the correlation between serum TL1A and la-
boratory indexes,I1.-17,1L-23, Th17 and disease activity score index BVAS-2003. Results Patients with AAV
tended to have microscopic polyangiitis, with renal and pulmonary manifestations being the most common. Pa-
tients with AAV had higher levels of white blood cells count (WBC) ,neutrophils count(NEU) ,blood urea ni-
trogen(BUN) , creatinine(Cr) , uric acid(UA) and C-reactive protein(CRP) ,as well as lower levels of hemoglo-
bin concentration ( Hb), lymphocytes count (LYM), serum albumin (ALB) and glomerular filtration rate
(GFR) ,all with statistically significant differences compared with the control group (P<C0. 05). Patients with
AAV had higher levels of TLIA(P<C0.05),and Th17,11.-17 and 11.-23 were also higher in AAV group than
those in the control group (P <C0. 05). The correlation results showed serum TL1A significantly correlated
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with 1L-17,Th17 frequency,CRP,BVAS-2003 and GFR in patients with AAV (all P<C0.05). The receiver op-
erating characteristicC(ROC) curve result showed that serum TL1A had a good value in predicting AAV dis-

ease activity. Conclusion

used to evaluate AAV disease activity.

Key words:antineutrophil cytoplasmic antibody-associated vasculitis;
helper T cell 17

ciated molecule 1A; disease activity; biomarker;
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