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Abstract . A 60-year-old female with progression from membranoproliferative
glomerulonephritis (MPGN) to rapidly progressive glomerulonephritis (RPGN) is report-
ed. She was admitted to a certain hospital for investigation of proteinuria, where a renal
biopsy specimen revealed MPGN (type I). She was transferred to our hospital for
treatment. A 24-hour urine sample contained 1.7 g protein. Renal function was normal :
serum creatinine was 0.9 mg/dl (normal range: 0.3-0.9 mg/dl), and creatinine clearance
97 ml/min. An immunoserologic survey including antinuclear antibody, ds-DNA antibody,
cryoglobulins, HBs antigen and HCV antibody was negative. Serum levels of C3 and C 4
were normal. She was treated with prednisolone (40 mg/day) and warfarin. However, her
proteinuria gradually increased to 17 g/day and serum creatinine increased to 1.3 mg/dl. A
second biopsy performed 5 months after the first revealed PRGN with 64 % of glomeruli
with crescent formation. These findings indicate that MPGN (type 1) can progress to
RPGN despite the use of corticosterioid and anti-coagulant therapy.
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Table 1. Laboratory data on admission

Urinalysis
pH
protein
glucose

occult blood
ketone bodies

B-MG
Sediments
WBC

RBC

epitherium

cast

Hematology
RBC
Hb
Ht
WBC
stab
seg
eosino
baso
mono
lymph
Plt
ESR
Biochemistry
T-bil.
GOT
GPT
y-GTP

6.5
1.7 g/day
=
(GD)
(GP)
57 mg/day

30-49/HPE
20-29/HPE

5-9/HPE
10-19/HPF

296 X104/ ul
9.3g/dl
28.0%

5,700 /ul
2%
62 %
0%
1%
7%
28 %
22X10%/ 1
22 mm/hr

0.4 mg/dl
211U0/1
1410/1

81U/1

ALP
LDH
Cr
BUN
TP
ALB
TC
TG
glucose
Na
K

Cl

Serology
CRP
ASO
RA
C3
C4
CH50
IgG
IgA
IgM
ANA
HBs-Ag
HCV-Ab
cryoglobulin
anti-DNA Ab
C-ANCA
P-ANCA

16710/1
40410/1
0.7 mg/dl
19 mg/dl
5.4g/dl
3.2g/dl
310 mg/dl
110 mg/dl
110 mg/dl
142 mEq/1
4.5mEq/1
103 mEq/1

0.4 mg/1
27 Todd
-
98.5mg/dl
30.8 mg/dl
43U/ml
659 mg/dl
177 mg/dl
155 mg/dl
(CD)

Fig. 1. The first renal biopsy. All glomeruli show nodular formation
of mesangial area in which mesangial cells increase markedly
(PAS staining, X100).
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Fig. 2. Thickened capillary walls show double contour (PAM stain-
ing, X250).

{
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Fig. 3. Electron micrograph demonstrates mesangial interposition. A small amount
of electron dense deposits are observed in the subendothelial space as well as
in the mesangial matrix. The mesangial matrix interpose into the widened
subendothelial space, where double glomerular basement membrane-like
materials are observed (Uranyl acetate and lead citrate, X15,000).
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Fig. 4. Clinical course from admission.
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Fig. 5. The second biopsy specimen reveals exuberant cellular cres-
cent.
Crescent formation is observed in 7 of 14 glomeruli (PAM
staining, X180).
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