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A CASE OF MULTIPLE MYELOMA
DETECTED BY MASSIVE PROTEINURIA
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Abstract A 70-year-old woman was admitted to our hospital for close examination
of massive proteinuria. Physical examination was negative ; normal blood pressure and no
pretibial edema. Pertinent laboratory data revealed mild anemia, leukocytopenia and
decreased levels of serum IgG, IgA and IgM. A 24-h urine collection contained 8.2 g of
Bence Jones protein (x type) and 0.74 g of albumin. Bone marrow aspiration revealed 48.4
% of atypical plasma cells. Bone destruction was not detected in the bone survey of either
radiography or scintigraphy. She was diagnosed as having multiple myeloma (Bence Jones
type) without bone involvement. Renal biopsy showed minor glomerular abnormalities and
small foci of tubular atrophy and fibrosis. Neither amyloid deposition nor casts were
observed. The patient is a rare case that was incidentally found to have multiple myeloma
by urinalysis. One should be reminded of this case when an old patient has massive

proteinuria.
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Table 1. Laboratory data on admission

Urinalysis Biochemistry
occult blood (=) | TP 6.3 g/dl
protein 3.0g/day | ALB 4.2 g/dl
Bence Jones protein  (+) | ChE 379 1U/1
Sediments TC 175 mg/dl
RBC 0-0/hpf | BUN 13 mg/dl
WBC 1-4 /hpf | Scr 0.8 mg/dl
cast (=) | Na 142 mEq/1
K 3.9 mEq/1
Hematology Cl 100 mEq/1
RBC 325%10* /ul | Ca 8.8 mg/dl
Ht 3.2 %|P 3.8 mg/dl
Hb 9.7g/dl

WBC 2,500 /ul Serology
Pits 24.5%X10* /ul | IgG 851 mg/dl
IgA 75 mg/dl
Bone marrow picture IgM 29 mg/dl
nucleated cell 221,500 /ul|IgD undetectable
plasma cell 48.4 % | IgE 80 IU/ml
£MG(s) 2.5 mg/l
renal function LMG ) 728 g/l
Cer 68 ml/min | CRP 0.2 mg/dl
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Fig. 1. Bone marrow aspiration revealed 48.4% of
atypical plasma cells.

Fig. 2. A glomerulus showing minor glomerular
abnormalities on light microscopy. (PAS
staining, X400)
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Fig. 3. Light micrograph showing mild tubular
atrophy and interstitial fibrosis. The find-
ings of cast nephropathy are not evident.
(PAS staining, X100)
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4. Monoclonal Bence Jones protein occupies

99.1% of urinary protein on urinary
electrophoretogram.
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Fig. 5. Clinical course.
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