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The clinical value of IgG autoantibodies detection in patients with primary biliary cirrhosis”
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Abstract ; Objective To analyze the spectrum of autoimmune liver disease in patients with primary biliary cirrhosis (PBC) and
to investigate the clinical significance of PBC in the diagnosis and clinical application. Methods Totally 67 cases of PBC and 70 ca-
ses of disease control were selected as the research subjects. Detection of anti nuclear antibodies and indirect immunofluorescence
detection of anti nuclear antibodies,using SPSS17. 0 statistical software for analysis and processing. Results The positive detection
rate of PBC patients was mainly AMA-M2 antibody, Sp100 antibody and gp210 antibody,and ANA fluorescent nuclear type was
mainly nuclear and cytoplasmic particle type. The positive rates of AMA-M2,anti Sp100 antibody and anti gp210 antibody in PBC
patients were significantly higher than those in the control group (X2 =37.228,5.492 and 16. 292, P<C0. 01). In comparison with
the control group,there was no significant difference in the positive rate of LKMI antibody,.C1 antibody and SLLA antibody (P>
0. 05). Conclusion Antibody spectrum of autoimmune liver disease,especially the AMA-M2 positive serum is one of the important

indicators in the diagnosis of PBC,in addition,Sp100 antibody,gp210 antibody is also the characteristic of PBC diagnosis antibody,

which has an important role in the diagnosis of AMA-M2 negative PBC.
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