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Abstract : We report a case of rapidly progressive glomerulonephritis (RPGN) with
perinuclear antineutrophil cytoplasmic antibodies (p-ANCA) who presented with alveolar
hemorrhage during the clinical course. A 72-year-old woman was admitted to our hospital
for close examination of acute renal failure, proteinuria and hematuria. Laboratory data
on admission showed massive proteinuria (2.1 g/day), elevated serum creatinine (3.4 mg/
dD, and p-ANCA positive. Anti-glomerular basement membrane antibody was negative. -
Renal biopsy revealed necrotizing crescentic glomerulonephritis without deposition of
immunoglobulins. Combined therapy
including prednisolone, cyclophosphamide, heparin and dipyridamole was performed, but
was ineffective. Furthermore, alveolar hemorrhage appeared 36 days after admission. She
died of massive pulmonary bleeding. One therefore should pay particular attention to
alveolar hemorrhage in patients with p-ANCA positive RPGN.

She required hemodialysis soon after admission.

Index Terms

perinuclear antineutrophil cytoplasmic antibodies, rapidly progressive glomerulonephritis,
alveolar hemorrhage
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Table 1. Laboratory data on admission

Urinalysis Serology
Protein 2.1 g/day CRP 0.3 mg/dl
Occult blood [€ED) RF 3 U/ml
Sugar (CD)] IgG 769 mg/dl
ESR (1hr) 30 mm IgA 286 mg/dl
Peripheral blood IgM 58 mg/dl
RBC 324x10*  /ul C3 52 mg/dl
Hb 9.8 g/dl C4 20 mg/dl
Ht 29.8 % CH50 32 U/ml
WBC 6,200 /ul ANA (GD)
Plt 26.3X10* /ul anti-DNA Ab 2.1 IU/ml
Bloodchemistry anti-GBM Ab D)
TP 6.9 g/dl c-ANCA (D)
ALB 3.2 g/dl p-ANCA +
TC 168 mg/dl
BUN 46 mg/dl
Scr 3.4 mg/dl
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Fig. 1. The glomerulus showed segmental necrot-
izing lesion and cellular crescent (PAS

stain, X400).

Fig. 2. Chest X-ray shows bilateral pulmonary
hemorrhage.
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Prednisolone 50 mg /day
Dipyridamole 300 mg /day
Cyclophosphamide 50 mg /day
Heparin 10,000 IU /day
Methylprednisolone 1,000 mg /day
Transfusion
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Fig. 3. Clinical course.
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