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A B R BLE © B K 1684 cm, 1K E 632kg, Il
100/62 mmHg, Nk$H 74 Bl/min, P 18 Wl/min, &
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WA R (Table 1) © FIMLEREL 5,010/ul (RFEEER L
88%), CRP 0.14mg/dl T&H o 72, IfiLikiZ 81 mm/h
It E RO yru 7)) YA 453% & ER L,
IgG 3570 mg/dl, I1gG4 2,380 mg/dl, IL-6 6.7 pg/ml,
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Table 1 Laboratory findings on admission
Peripheral blood Cl 106 mEq/L KL-6 434 U/ml
WBC 5,010 /ul T-cho 130 mg/dl CEA 1.8 ng/ml
Eosino 8.80% TG 77 mg/dl CYFRA 1.3ng/dl
Hb 129 g/dl ESR 81 mm/h Pro-GRP 219 mg/dl
Het 38.70%
Plt 17.2 x10'/ul Serology Blood gas analysis
CRP 0.14 mg/dl pH 7451
Biochemistry ANA X 40> PaCo, 35.1 Torr
ALT 221U/L RF (=) Pa0, 65.5 Torr
LDH 14710/L IgG 3,570 mg/dl HCOs~ 24.1 mmol/L
ALP 17910/L 1gG4 2,380 mg/dl
TP 8.6 g/dl IL-6 6.7 pg/ml Pulmonary function test
Alb 34 g/dl IgA 282 mg/dl vC 1.78L
v-Glb 45.30% IgM 29 mg/dl %VC 52.81%
BUN 12mg/dl IgE 326 1U/ml FEVi, 127L
Cr 0.62 mg/dl ACE 9.6 mg/dl FEV1.% 64.50%
Na 137 mEq/L IL-2R 1,403 U/ml
K 38 mEq/L SP-D 26.4 ng/ml

Fig. 1 Chest CT revealed right pleural effusion, right
pleural thickening, and hilar and mediastinal lymph-
adenopathy.

IgE 3261U/ml L Wi d LHAZRD. F72, HaL
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et I, %VC 528%, FEV.% 64.5% & A MR
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AL - M/ - KT VT I U ILE X RS T
IgG4-RDIZIEVIFIENE 2 Shv/z. 7L F=v'1a » (PSL)
0.5 mg/kg/day TR - WK L, 14E DL E#E L (PSL
8mg/H THEFFH), MK IE7% L, HEy v o3
HiEARLMALTEBY, A7af FSHED BEFC, 3
TR BEETTh 5.
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Table 2 Examination of pleural effusion

Biochemistry
Protein 74 g/ml
LDH 176 U/L
ADA 706 TU/L
Glu 130 mg/dl
CEA 0.7 ng/ml
Immunoglobulins
1gG 4,276 mg/dl
IgA 99 mg/dl
IgM 70mg/dl
Microbiological examination
Bacteria (=)
M. tuberculosis-PCR (=)
M. avium-PCR (=)
M. intracellulare-PCR (=)

Cytological examination

Class 1T
1g(G4 positive plasma cell (+)
Eosinophils (+)

Cell surface markers (CD38 gating)

CD19 89.30%
CD20 3.00%
CD33 1.30%
CD56 1.30%
CD138 67.50%
MPC-1 19.50%
k-Chain 58.90%
A-Chain 36.00%

A

Fig. 2 (A) The right pleural biopsy specimens revealed plasmacytic and lymphocytic infiltrations and
fibrosis [hematoxylin-eosin (HE) stain, x40]. (B) Immunohistochemical staining of IgG (x100). (C)
Immunohistochemical staining of IgG4 (% 100). The IgG4-/IgG-positive cells ratio was about 50%.

z ¥

ASEBNE, IgG4-RD & MCD & 0N ZEL A 704
RO L7zl - ) VRl TH - 72,

2001 4 Hamano & A31gG4-RD DBk 2 2 $208 L TLLE?,
1gGA B i 2s O s 2 A s 59, Zen 5 b,
TgG4 BEH Al M e ] 21 Bl 5 680 (24%) C, Tl 22 &

ONRERIR A~ O TEEANG - 1) > 7 SERIZE 7 & OIS
bzt #iELTBYY, MBHZEE, 1gG4-RD 12
BWTHRNHEORWHELEZONS., 251,
IgG4-RD 120k gk <&, ) v 7SEkoiit bAhY ADA Lk
FICHHET 5 Z RSN TB 0O, R I %
EOEHNEEI 2D, REFITH, ADAIZEALT
W7z2s, QFT RMKPURR B2 IXB % T, 2512, W



1gG4 B B & & i Castleman 95 O 8 % B2 L 72l - 1) > /8Hig% 547

Fig. 3 (A) The mediastinal lymph node biopsy specimens revealed the preserved structures of
lymph nodes, normal-hyperplastic germinal centers, and plasmacytic and lymphocytic infiltrations in
the interfollicular spaces without hyalinized blood vessels (HE x40). (B) Immunohistochemical stain-
ing of IgG (x100). (C) Immunohistochemical staining of IgG4 (x100). The IgG4-/1gG-positive cells

ratio was about 40%.
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Abstract

A case of steroid effective pleuritis and lymphadenopathy needed to distinguish
IgG4-related disease from multicentric Castleman’s disease

Yu Hara®®, Masaharu Shinkai®®, Nobuhiro Yamaguchi?, Mariko Toda? Akihiko Kawana”,
Yoshiaki Ishigatsubo® and Takeshi Kaneko®
*Respiratory Disease Center, Yokohama City University Medical Center
" Division of Infectious Diseases and Pulmonary Medicine, Department of Internal Medicine,
National Defense Medical College
“Department of Internal Medicine and Clinical Immunology, Yokohama City University Graduate School of Medicine

This case involves a 69-year-old man whose main complaint was a right chest pain. Indicated with right pleu-
ral effusion and mediastinal and hilar lymphadenopathy by a neighboring doctor, he was admitted to our hospi-
tal. From elevated serum IgG4, interleukin (IL)-6 levels, IgG4-related disease (IgG4-RD), or multicentric Castle-
man’s disease (MCD) were suspected. The examination of pleural effusion revealed IgG4 positive plasma cells
and eosinophils. The right pleural and the mediastinal lymph node biopsy specimens revealed IgG4 positive plas-
ma cell infiltrations. Because of the lack of anemia, thrombocytosis, and hypoalbuminemia, we concluded that the
case was 1gG4-RD. Generally, the histological findings of IgG4-RD and MCD were similar, and it is necessary to
take these clinical findings into account. We should keep in mind the possibility of MCD in an out-patient clinic.



