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IgR+ 295 U/migies 24417 $a v 1.5 gmol

o}, ‘
&%, FHE % BEWYLA  A447 (Fig. 1,

2),

7t W BEAL: ALY

BHHA £ dagd s BHAA A% ¥ rouleaux

& e, FFUA 234 A2FASEE HA4bl
I F4TF o] "ol vl 4 1olglew HAAEE2.9
%2 AATEAL AGH4 AFTE Ao & 4 9ld
o} (Fig. 3),

BT |HEHAL g P &
£ & 4 & (Fig 4,5).

wofl 4] = o gk M-spike

Fig. 1.

Chest PA : Unremarkable.

Fig. 2.

Skull lateral view : Unremarkabie.

Fig. 3. Bone marrow smear revealed normal cellularity, 4 : 1 of myeloid/
erythroid ratio, and 2.9% plasmacytosis with normal morphology.
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HATI|GEHAL: EAHG A7
kappa® arcE & 4 sl-&(Fig: 6).
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ow, HF 12709 ] 2] Al bl A 7 57

dEAAL IgM

| Total Protein  11.0g(s) *‘-f"
4.14(37.6)

0.12( 1.1)~
0.59( 5.3)
0.71( 6.4)
5.45(49.5)

0\9 £ 'l((,‘ e

Fig. 4. Serum protein electrophoresis revealed mono-
clonal gammopathy in gamma-fraction.

. A Case of Idiopathic IgM-Monoclonal Gammopathy and Iron Deficiency Anemia—
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24hrs g
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Ll alpha 2 :
il Beta . :
"]é Gamema 65.0%:
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% cubov soie
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i
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= 3! : :
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Fig. 5. Urine protein electrophoresis revealed mono-
clonal gammopathy in gamma-fraction.

Fig. 6. Immune electrophoresis of serum and urine revealed arc of IgM-kappa type.
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A Case of Idiopathic IgM-Monoclonal
Gammopathy and Iron Deficiency Anemia

Keun Yong Park, M.D., Suk Ryong Kwon, M.D.
Oh Jong Kwon, M.D., Sung Yeon Suh, M.D.
and Hong Suck Song, M.D.

Department of Internal Medicine
School of Medicine, Keimyung University
Taegu, Korea
Dong Seck Jeon, M.D.

Department of Clinical Pathology

A 66-year-old farmer was admitted with dizziness and
dyspnea on exertion, The peripheral blood showed
hematocrit of 8.4 gm/dl with microcytic hypochromic
anemia, serum iron of 26 ug/dl, total iron binding capac-
ity of 316 pg/dl, and ferritin of 1.64 ng/ml. The bone
marrow smear revealed normal cellularity with 4:1 of
myeloid/erythroid ratio, 2.9% of plasmacytosis with
normal morphology, and no stainable iron. Protein
electrophoresis revealed prominent monoclonal gam-
mopathy in gamma-fraction and arc of IgM-kappa type
in both serum and nrine. After observation of 1 year
with iron supplementation, M-component of serum and
urine is increased 33% and 71% from initial value.

This case is Ist case of idiopathic IgM monoclonal

- 842 —




—The Korean Journal of Internal Medicine : Vol. 33, No. 6, 1987—

gammopathy in korea which associated with iron defi-
ciency anemia, and regular examination is needed
whether the disorder is progression to the lympho-
proliferative malignancy.

Key Words: IgM-Monoclonal Gammopathy, Anemia
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