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Plasma Cell Dyscrasia with Biclonal Gammopathy (1gG-1, 1gA-2)
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A case of plasma cell dyscrasia with biclonal gammopathy was reported. A 66-year-old retired
man visited our hospital complaining of persistent lumbago. He had been followed for about
three and a half years after M-protein was discovered in the serum by chance on admission for
acute myocardial infarction.

Serum immunoelectrophoresis revealed that the M-protein consisted of two distinct M-
components (1gG-2, 1gA-2). The immunofiuorescence studies suggested that both M-components
were simultaneously synthesized by atypical large plasma cells in bone marrow. The serum
immunoglobulin levels tended to increase insidiously from 1951 mg/dl to 2367 mg/dl for lgG
and from 684 mg/dl to 1281 mg/dl for 1gA, respectively. The other immunoglobulins were within
normal ranges, The bone marrow aspirate contained 2-3 per cent atypical large plasma cells,
and the percentage did not changed serially. Anemia, hypercalcemia, renal dysfunction and Bence-
Jones protein in urine were not seen during the follow-up period.

Though the clinical course might be protracted, plasma cell infiltration to the bone was
suspected by bone scintigraphy, and the possibility of progression to multiple myeloma rema-
ined. Shinshu Med. J., 35 : 448—450, 1987
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Biclonal gammopathy %21 7: plasma cell dyscrasia @ 1]
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