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Abstract: A case of Castleman’s disease accompanied by systemic amyloidosis is
reported. A 77-year-old man with cardiac arrhythmia was admitted to our hospital. The
cardiac arrhythmia improved after treatment with verapamil hydrochloride, but general
fatigue persisted. Laboratory data showed severe macrocytic anemia, polyclonal hyper-
gammopathy and accelerated erythrocyte sedimentation rate. Computed tomography of
the abdomen revealed abnormal swelling of the mesenteric lymph node. In addition, this
patient’s condition was complicated with hypothyroidism and nephrotic syndrome.
Although he underwent hemodialysis, he died of interstitial pneumonia which developed as
a result of progressive renal failure.

At autopsy, Castleman’s lymphomas (plasma-cell type) and systemic amyloidosis were
confirmed. Amyloid deposition was observed in the mesenteric mass, kidney, spleen, liver,
lung, heart, and thyroid gland. Immunochemical study disclosed that the amyloid protein
was immunoglobulin light chain, indicating immunocyte-derived (AL) amyloidosis.

AL amyloidosis usually arises out of plasma cell dyscrasia (namely abnormal monoclonal
proliferation of the plasma cells, such as multiple myeloma and plasmacytoma). Therefore
this case suggests that the latent nature of malignant transformation is inherent in Cast-
leman’s disease though this disease is generally recognized as a benign reactive lympho-
proliferative disease.

Index Terms

Castleman’s disease, hypothyroidism, immunoglobulin light chain, interstitial pneumonia,
nephrotic syndrome, systemic amyloidosis
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Table 1. Laboratory data on admission

Urinalysis BUN 49 mg/dl
protein Q@+ Scr 3.3 mg/dl
glucose (=) GOT 17 IU/1
ketone body (=) GPT 9 IU/
occult blood 2+) LDH 247 IU/1
sediment CPK 191 1U/1

RBC 1~2 /HPF ALP 191 IU/1
WBC 1~2 /HPF vy-GTP 45 1U/1
hyaline cast 50~60 /LPF  FBS 56 mg/dl

Bence-Jones protein (GD) Na 142 mEq/1

Peripheral blood K 4.9 mEq/1

RBC 216X10¢  /ul Cl 111 mEq/1
Hb 7.2 g/dl Ca 7.5 mg/dl
Ht 22.6 % CRP 10.1 mg/dl
MCV 104.5 e T-chol 171 mg/dl
MCH 33.2 pg UA 6.8 mg/dl
WBC 4200  /ul TG 100 mg/dl
Neutro 55.2 % Fe 56 ug/dl
Lympho 36.6 % ferritin 447 ng/ml
Mono 7.0 % IgG 3013 mg/dl
Eosino 3.1 % IgA 674 mg/dl
Baso 1.1 % IgM 191 mg/dl
Plt 17.8X10%/ul TSH 35 £ U/ml
ESR 143 mm/hour  free T3 <0.5 pg/ml
Blood chemistry free T4 0.47 ng/dl
TP 6.2 g/dl  thyroid test (GD)
Alb 26.8 %  microsome test (—)
al-gl 4.6 % C3 49 mg/dl
a2-gl 14.3 % C4 21 mg/dl
B-gl 11.8 %  antinuclear antibody
y-gl 42.5 % -
antiDNA antibody
(GD)
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Fig. 1. A computed tomography of the abdomen shows a mesenteric
mass (arrow) in the left anterior region of the abdominal
aorta.
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e

body and
fibrous thickening of the alveolar septum with diffuse infiltra-
tion of lymphoid cells.
(Hematoxylin-eosin stain. X40.)

s
dil %

Fig. 4. Microscopic examination of the kidney shows that there is

marked intraglomerular amyloid deposition.
(Hematoxylin-eosin stain. X40.)
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Table 2. Reports of Castleman’s disease associated with systemic amyloidosis

Case Age Gender Type NS Sites of amyloid deposition Type of amyloid Therapy Outcome

119 21 male PC — liver, kidney, spleen, rectum unknown no particular  death

21 36 male PC +  lymph node, liver, kidney AA removal cured

312 23 female HV/PC — lymph node, spleen AL removal cured

413 20 male PC +  lymph node, kidney, liver, AA ST death
spleen, adrenal gland, heart

5149 52 male PC +  kidney, bone marrow unknown ST, melpharan improved

619 55 female PC —  kidney, heart AL no particular  death

716)50) 39 male PC +  heart, thyroid gland AA ST, melpharan death

VCR, CPM, A

81 53 female PC +  Kkidney, stomach, AA removal chronic HD
heart(®), thyroid gland(?)

91® 31 female HV —  kidney, lymph node, skin AA removal chronic HD

1QTnis case) 77 male PC +  Kkidney, spleen, liver, lung, AL no particular  death

lymph node, heart,
thyroid gland

NS : nephrotic syndrome, PC: plasma cell type, HV : hyaline-vascular type, ST : steroids, VCR: vincristin, CPM :

cyclophosphamide, A: adriamycin, HD: hemodialysis,

suspected based on ultrasound findings without histological certification.

AA : reactive systemic, AL : immunocyte-derived, (?):
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