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A study on clinical values of antineutrophil cytoplasmic antibody detection in diagnosis of rheumatic diseases
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Abstract : Objective To investigate the clinical values of antineutrophil cytoplasmic antibody(ANCA) detection in the diagnosis
of rheumatic diseases. Methods 965 patients with rheumatic diseases were taken as rheumatic group,including 256 cases of SLE,
124 of mixed connective tissue disease(MCTD),336 of rheumatoid arthritis(RA), 166 of Sjogren’s Syndrome(SS),45 of systemic
sclerosis(SSc) and 38 of dermatomyositis. 400 healthy people were served as the control group. Indirect immunofluorescence (11F)
was employed to detect the cytoplasmic ANCA (c-ANCA), perinuclear ANCA (p-ANCA). Enzyme-linked immunosorbent assay
(ELISA) was utilized to assay the anti-myeloperoxidase( MPO) antibody among patients with positive ANCA. Results Difference
of positive rates of serum ANCA of subjects in rheumatic group and control group showed statistical significance(P<Z0. 01) ,and the
differences of positive rates of serum p-ANCA and c-ANCA of subjects with positive ANCA between the two group were also sta-
tistically significant(P<C0. 01). The positive rate of serum p-ANCA of patients with SLE was markedly higher than those with
MCTD,RA, SS, SSc, dermatomyositis and healthy people in control group (P<C0. 05), while that of patients with MCTD was
obviously higher than those with RA,SS,SSc, dermatomyositis and healthy people in control group(P<C0. 05). The positive rate of
anti-MPO antibody of 165 patients with positive ANCA in rheumatic group was 58. 4 % , which was significantly higher than that in
control group(3% ) (P<C0. 01). The positive rate of patients with positive ANCA and impaired renal function in rheumatic group
was 55. 4% ,which was obviously higher than those of patients with negative ANCA in rheumatic group(21. 8%) and control group
(6.25%)(P<<0.01). Conclusion Serum ANCA detection is of important significance for prevention of nephrotoxic damage in pa-
tients with rheumatic diseases.
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