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Fig. 3. Bone marrow section illustrating dense fo-
cal collection of myeloma cells that appears
to be partially demarcated by bone trabecu-
lum. (H & E stain, =100)
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Fig. 4. Serum electrophoresis. A sharp spike on
gamma region.
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Fig. 5. Urine electrophoresis. An abnormal peak
on the same gamma region of the serum.
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Fig, 6. Serum immunoelectrophoresis. Patient’s se-
rum showing decreased IgG, IgA, 1gM and
kappa chain and increased amount of la-
mda chain.
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Fig, 7. Urine immunoelectrophoresis. Patient’s ur-
ine showing lamda chain.

patient's
bone marrow tissue section by anti-lamda
chain. The plasma cells in the patient's
bone marrow containg increased amount
of lamda chain. (1, 000)

Fig. 8, Immunoperoxidase staining of
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marrow features are similar to those of other my-
elomas, but its prognosis is poorer than others.

Recently the authors have experienced a case of
light chain disease in the patient with acute renal
failure,

The renal biopsy revealed the features charact-
eristice of myeloma nephropathy and the case was
diagnosed on the basis of the electrophoresis, imm-
unoelectrophoresis of the serum and urine, and bo-
ne marrow with immunoperoxidase staining.

This is a report of the case with clinical history
and laboratory studies,

And a brief review of the literature is added,



