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Influence of double-negative T cells on ANCA associated vasculitis*
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(1. Department of Nephrology, the Second Clinical Medical College, Shanxi Medical University, Taiyuan,
Shanxi 030001, China; 2. Department of Rheumatology, the Second Clinical Medical College,
Shanxi Medical University, Taiyuan, Shanxi 030001, China)

Abstract: Objective To analyze the expression level of double-negative T cells in peripheral blood of patients
with ANCA-associated vasculitis (AAV). Methods Fifty patients with ANCA-related vasculitis were selected .
They were divided into active group (n = 36), inactive group (n = 14), renal damage group (n = 32) and non-renal
damage group (n = 18). At the same time, thirty healthy volunteers were taken as control group. The levels of DNT
cells, IL-17, IL-4 and IFN-y in DNT cells were compared between normal persons and different types of AAV
patients. Correlation between the level of DNT cells and the levels of IL-17, IL-4, IFN-y in patients with AAV and
clinical indicators were analyzed. Results The expression levels of DNT cells and IL-17, IFN-y in AAV patients
were higher than those of normal persons, while the level of IL-4 was lower than that of normal persons (P < 0.05).
The levels of DNT cells and IL-17 in AAV active group were higher than those in non-active group (P < 0.05). The
levels of DNT cells and IL-17 in AAV patients with renal impairment were higher than those in non-renal impairment
patients (P < 0.05). In AAV patients, DNT was positively correlated with ESR, creatinine, 24-hour urinary protein and

Birmingham score; IL-17 was positively correlated with creatinine and 24-hour urinary protein, while IL-4 and IFN-y
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were not correlated with all clinical indicators. Conclusions DNT cells are associated with the incidence of ANCA-

associated vasculitis.

Keywords: antibodies, antineutrophil cytoplasmic; double negative T cells; kidney injury; cytokines
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