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The clinical characteristics analysis of anti-glomerular basement membrane disease”
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Abstract: Objective To explore the clinical and pathological characteristics of anti-glomerular basement
membrane(GBM) disease. Methods The clinical data of 22 patients with anti-GBM disease diagnosed in our
hospital in recent three years were retrospectively analyzed. Results (1) The average age of patients were
(631=21) years and 12 of the 22 patients were male; (2)16 of the 22 patients detected anti-neutrophil cyto-
plasmic antibody (ANCA) at the same time and 14 of the 16 patients had anti-GBM antibody positive only.the
other two patients were both anti- GBM antibody and ANCA positive; (3) Among the 22 patients, 8 of them
with complete clinical and pathological data and all of them had anemia and elevated level of serum creatinine,
7 of 8 patients had hematuria and proteinuria; (4) Renal biopsies were performed in 4 patients and 3 of 4 pa-
tients were crescentic glomerulonephritis. And typical IgG and C3 linear deposition along glomerular capillary
walls or granular deposition with immunofluorescence examination; (5) After immunosuppressive therapy, 1
patient received complete remission,2 patients received obvious improved and don’t need to dialysis any more,
2 patients received partial remission and need to remain dialysis,2 patients still need to dialysis treatment as
combined with end-stage renal disease and 1 patient died as combined with pulmonary hemorrhage. Conclusion
Anti-GBM disease are mainly elderly people and immunosuppressive therapy has better therapeutic effect on

anti-GBM disease and early diagnosis and treatment can improve the prognosis significantly.
Key words: anti-glomerular basement membrane disease; anti-neutrophil cytoplasmic antibody; renal

pathology; plasma exchange
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