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Analysis of results of 59 patients with positive anti—neutrophil cytoplasmic antibodies
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[Abstract] Objective In order to improve the diagnosis of anti—neutrophil eytoplasmic antibody (ANCA)—
related diseases and reduce the rate of missed diagnosis and misdiagnosis, we analyze the laboratory test results and
clinical manifestations of ANCA—positive patients. Methods From July 2015 to September 2018, 2 042 in— and
out—patients in the Second People's Hospital of Qujing City underwent ANCA detection by indirect immunoflorescein
(IIF) method, and the positive ANCAs were divided into perinuclear anti-neutrophil cytoplasm antibody (p—ANCA),
cytoplasmic anti—neutrophil cytoplasmic antibody (c—ANCA) and atypical anti—neutrophil cytoplasmic anti—body
(including atypical p—~ANCA and atypical c—ANCA ), and the anti—-myeloperoxidase (MPO) antibody and anti—
protease 3 (PR3) antibody were detected by immunoblotting. Results A total of 59 ANCA positive cases were
detected among 2 042 patients, the positive rate being 2.89%, including 41 cases of p—ANCA (2.01%), 3 cases of
¢—ANCA (0.15%) and 15 cases of atypical ANCA (0.73%). Among 59 ANCA positive patients, 29 were male [2.48%
(29/1 171)] and 30 were female [3.44% (30/871)], the difference being not statistically significant (x *=1.667, P >
0.05). There were no statistical significant differences in ANCA positive rates among various age groups (P > 0.05).
The fluorescent karyotype was mainly p—ANCA (41 cases, 69.49%), followed by atypical ANCA (15 cases, 25.43%)
and c—ANCA (3 cases, 5.08%) the least; the target antigen MPO was positive in 22 cases, PR3 positive in 5 cases,
MPO and PR3 double positive in 17 cases and MPO and PR3 double negative in 15 cases. Of the 59 ANCA positive
patients, 28 were ultimately diagnosed as ANCA associated vasculitis (47.46%). Conclusions The detection of
ANCA provides an important basis for the diagnosis of vasculitis, immune diseases and their differential diagnoses
from chronic inflammatory diseases. This project can greatly improve the ability of diagnosis and treatment of
immune diseases, and reduce their rates of misdiagnosis and missed diagnosis.
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