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Abstract: Objective To investigate the application of anti-glomerular basement membrane (GBM) anti-
body detection in anti-GBM disease and other diseases. Methods A total of 114 patients with positive anti-
GBM antibodies detected by indirect immunofluorescence (IIF) or enzyme-linked immunosorbent assay
(ELISA) were reviewed and analyzed. Compared the distribution and the level of anti-GBM autoantibodies in
anti-GBM disease and the other diseases, and explored the relationships between the level of anti-GBM au-
toantibodies and clinic-pathological features. Results The 114 patients with positive anti-GBM antibodies in-
cluded 99 (86. 84%) cases of anti-GBM disease, consist of 65 (57. 02%) cases of anti-GBM nephritis, 26
(22.81%) cases of Goodpasture syndrome,8 (7. 02%) cases of anti-GBM discase coexistent with other kidney
disease and 15 (13.16%) cases of non anti-GBM disease. The percentage of male, hydrocarbon or industrial
dust exposure, hemoptysis,oliguria or anuria were significantly higher in Goodpasture syndrome than those in
other groups (P=0. 022,0. 014,0. 001,0. 001). The smoking patients in anti-GBM disease group were less
than those in the other groups (P=0.006). There were less patients with positive anti neutrophellol cytoplas-
mic antibody (ANCA) in anti-GBM nephritis group and Goodpasture syndrome group (P=0.014). In non an-
ti-GBM related disease group,patients had not only lower levels of serum creatinine and anti-GBM antibodies
but also had lower incidence and percentage of crescents than the other group (all P=0.001). In the 99 pa-
tients with anti-GBM disease,no relationships were found between the level of anti-GBM antibodies and gen-
der,age,and the incidence of hemoptysis. There were positive relationships between the level of anti-GBM an-
tibodies and the level of serum creatinine at presentation,the incidence of oliguria or anuria and the percentage
of crescents. And the level of anti-GBM antibodies showed a negative relationship with the percentage of cases

with positive ANCA. Conclusion Anti-GBM antibodies, especially high level of Anti-GBM antibodies were
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mainly found in cases with anti-GBM disease. The clinical features should also be combined with to diagnosis

the disease earlier and improve the prognosis.
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