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The diagnostic and predictive value of autoantibodies inhepatitis B virus associated nephritis
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Abstract : Objective To provide a new method for prevention and treatment of hepatitis B virus associated
glomerulonephritis (HBV-GN) through detecting the serum autoantibodies in patients with HBV-GN and an-
alyzing the diagnostic and predictive value of autoantibodies in HBV-GN. Methods Case analysis was per-
formed on 23 patients with HBV-GN and 25 HBV patients without nephritis,and indirect immunofluorescence
and immunoblotting were used respectively to detect antinuclear antibodies (ANA) and anti extractable nucle-
ar antigen (ENA) antibody in serum,then the positive rate and karyotype of ANA as well as the positive rate
and type of anti ENA antibody were compared in each group,then follow-up was conducted in hepatitis b pa-
The positive rate of ANA and anti ENA antibody in patients with HBV-GN

increased significantly,and the karyotype of ANA was mainly granular pattern,and there were more Ro-52

tients without nephritis. Results

and AMA-M2 in anti ENA antibody,and HBV patients with positive autoantibodies were more likely to devel-
op into HBV-GN. Conclusion Autoantibodies have a certain value in HBV-GN, which can provide new refer-
ence for the prediction and early diagnosis of the diseases.

extractable nuclear
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