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Summary . A 50-year-old female was admitted with complaints of dyspnea and
hemoptysis, and died of respiratory failure with massive pulmonary hemorrhage on the 13th

hospital day.

Autopsy examination showed widespread intra-alveolar hemorrhage in both lungs and
diffuse crescentic glomerulonephritis in the kidneys. Immuno-fluorescence studies of lung
and kidney tissue revealed no immuno-reactant deposition. Circulating anti-glomerular
basement membrane (anti-GBM) antibody was not detected by radioirhmunoassay.

This report represents a case of diffuse alveolar hemorrhage with idiopathic rapidly
progressive glomerulonephritis from an immuno-pathological viewpoint. It emphasizes that
pulmonary hemorrhage with glomerulonephritis occurs in a variety of situations which are
not mediated by anti-GBM antibody or immune complex.
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Table 1. Laboratory data on admission
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at the lower lung field.

Urinalysis
Protein ++
Occult blood +
Sugar (D)
ESR (1hr) 75 mm
Peripheral blood
RBC 283X 10*/mm?®
Hgb 8.3g/dl
Hct 26.5%
WBC 22800/mm?®
Plt 26.0%10*/mm?
Blood chemistry
TP 5.1g/dl
Alb 54.9%
a 9.2%
a; 15.5%
B 10.4%
y 18.8%
T. Bil 0.2 mg/dl
GOT 951U/1
GPT 871U/1
LDH 8811U/1
T. Chol 86 mg/dl
BUN 89 mg/dl

Cr

A-Mg

Na

K

Cl

Ca
Serology

CRP

ASLO

RA

HBsAg

C3

C4

CH50

ANA

LE test

anti-DNA Ab

anti-ENA Ab

anti-GBM Ab
Blood gas

pH

PaO,

PaCo,

HCO,~

5.4 mg/dl
61 mg/dl
132 mEq/1
6.1 mEq/1
86 mEq/ml
7.1mg/dl

8.9 mg/dl
(G
-
(D)

65 mg/dl

26 mg/dl

37.4U/ml

7.371
39.3 mmHg
38.5 mmHg
22.3 mmHg
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Fig. 3. The autopsy specimen shows diffuse cres-
centic glomerulonephritis. (HE, X100)

(HE, X400)
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