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A Case of Primary Amyloidosis
In Gyu Lee, Seong Bae Park, Byung Chun Joung, Hyun Chul Kim

Depariment of Internal Medicine, Keimyung University
School of Medicine, Taegu, Korea

Amyloidosis is a complex disorder associated with deposition of insoluble fibrillar proteins in
various tissue of the body.

We are reporting a case of primary amyloidosis which was diagnosed in a 54 years male patient
by means of rectal and skin biopsy and was presented ﬁrith characteristic urine protein and imm-
unoelectrophoretic pattern, and reactive plasmacytosis.
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Fig. 1 Serum protein electrophoresis shows
no M spike.
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Fig. 2 Urine protein electrophoresis shows
monoclonal increase of gamma globulin.

Fig 3 Immunoeletrophoresis pattern of urine
shows lambda light chain.
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Fig. 4 M-mode echocardiogram shows decre-
ased motion of all chamber walls and
hypertrophy of the posterior LV wall,
RV wall and interventricular septum,

Fig. 5 Skin biopsy shows round, homogen-
ous, fissured masses of amyloid in the
upper most dermis,

Fig. 6 Rectal biopsy shows amyloid deposition
in the wall of blood vessels, forming so-
caelld “amyloid vascular rings.”
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