59} $45ol 2AEE 71&9k% ¥ (Castleman’ s Disease)”

QA olFoyet o wetmd,” e m
%7]{8** N 3]-;8‘?.-** . ﬂx‘loé** . O]}(]—\:] . 7{:_%\_%1** . 79_.3&_/}:]'** . ‘%“{L\"%]_*** . ‘E‘J"xj—}'?-**

= Abstract =

Castleman’s Disease of the Neck and Mediastinum®

Kee-Hyun Nam, M.D.,** Hyun Ho Choi, M.D.,** Chi Young Lim, M.D.,**
Jandee Lee, M.D.,”* Seung-1l Kim, M.D.,** Hang-Seok Chang, M.D.,**
Soon Won Hong, M.D.,”** Cheong Soo Park, M.D.**

Department of Surgery,** Pathology,*** Yonsei University College of Medicine, Seoul, Korea

Objectives : Castleman’s disease (CD) is a lymphoproliferative disorder of unknown etiology. To elucidate
the clinicopathologic characteristics of CD, we retrospectively reviewed our experience.

Methods : Fifteen patients with CD of the neck and mediastinum were identified. Patients were divided into
two groups * group I had an unicentric CD and group II had multicentric CD. The histology of CD was divided
into 3 subtypes : hyaline-vascular (HV), plasma cell (PC), and mixed.

Results : The study included 12 cases of group I, 3 cases of group II in the clinical aspect and 10 cases with
HYV, 3 cases with PC, 2 cases with mixed type in the histologic aspect. Of group I patients who underwent
complete surgical excision, all are currently free of disease. The clinical course of group II patients was variable.
Of two patients with multicentric plasma cell CD who were treated, one remain free from disease and the other
had a local recurrence in the neck. One patient with multicentric mixed CD died of disease after 30 months of
presentation.

Conclusion  Surgical resection is recommend for patients with the unicentric CD, regardless of histologic
subtype. Patients with multicentric disease do not benefit from surgical resection and should be candidates for
multimodality therapy.

KEY WORDS : Castleman’s disease - Lymphoproliferative disorder - Neck - Mediastinum.
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Table 1. Unicentric Castlieman's disease : summary of clinical findings

P(i:f.m Sex Age Histology  Location Srifgg'; Ablr;%?cl Treatment ng’e%r;sd FOI(I&V:);UD Status
1 F 31 HV Neck - - Resection - 63 A-NED
2 F 26 HV Neck Malaise - Resection - 77 A-NED
3 F 36 HV " Neck Malaise - Resection  Polyneuropathy 59 A-NED
4 F 65 HV Neck Malaise ~ Resection  Polyneuropathy 35 ANED
5 F 35 HV Neck - - Resection - 7 A-NED
6 F 32 HV Mediastinum - - Resection - 94 A-NED
7 F 26 HV Mediastinum - - Resection - 85 A-NED
8 F 26 HV Mediastinum - - Resection - 41 A-NEQ
9 M 33 HV Neck - - Resection - 3 A-NED
10 F 28 HV Mediostinum - - Resection - 15 A-NED
11 M 36 PC Neck Malaise  Elevated ESR  Resection - 2 A-NED
12 F 13 Mixed Medistinum - Anemia Resection - 64 A-NED

HV : hydiine-vascular type, PC : plasma cell type, ESR : erythrocyte sedimentation rate, A-NED : dlive no evidence of disease

Table 2. Multicentric Castleman’s disease: summary of clinical findings

P(?:fm Sex Age Histology Location SSJ:E;Z'; Abnormal labs. Y1 Treatment ng\elzrsweed (Zg) Status
1 M 27 PC  Neck, axilla Malaise Anemiq, - Resection+ Myasthenia 96 A-NED
hypoalbuminemia steroid gravis
2 M 46 PC  Neck, axilla - - — Resection+ - 118 AWD
inguinal steroid
3 M 32 Mixed Neck axila Malaise, Hypoalburminemia + Resection+ Polyneuropathy 30 Death

refroperitoneum  weight loss

chemotherapy

Y1 hypergommaglobuiinemia, F/U : follow up, A-NED : alive no evidence of disease, AWD : dlive with disease
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Fig. 1. Castleman’s disease of hyadline-vascular type : this photo-
graph shows hydlinization in germinal center and shows
hyaline ensheathed capillary proliferation (H & E stain, X
200).

Fig. 2. Castleman’s disease of plasma cell type : this photograph
shows hyperplastic follicle with radially penetrating blood
vessels. High endothelial venules are prominent in the pa-
racortex. Numerous plasma cells and immunoblasts are
infiltrated in the paracortex(H & E stain, X 100).

o W] 33d S B 179 129 F 109
(83%) & 1A Ao, YR 200 22 2 A
T 2AHY 1914 olgict. thy WS Rel 239
39 F 29(67%) = FA AEY, v9x] 161@B3%) & &
oAtk 129 279 Hit A3 47} 32.3(89), 13~
654D A9}k 35(H), 27~46)ASiTh 137 B vl ¢
A7} 29, A7 108eR 1: 5304, 279 3d& B
F ARG 179 2 2R ARl FH%0) 47 7
ol (58%) 9} 54(42%) 131, 27-2] 3= AR o]
o 9 A3, SR 2o thiA] g Bl 17
o] 7ol WS 7o BF AN FE Q3 uxt
& B33, 018 F 4eE Ans Al Hozto] FikE9)
th 139 F45004 s 5o A7 AR F 993
FAT T/ EAE AR 5ol F4L Qislth 279 3
de BF A% 7t 3AHY Y, ol F 24: 47

G Lo ¢ 43

Fig. 3. Castleman’s disease of mixed type : one show hydlinization
in germinal centers, the other plasma cells and immuno-
blasts are infilirated in the paracortex(H & E stain, X 100).

Table 3. Comparison between clinical features of Castleman’s

disease
Factor Unicentric Multicentric

Mean age 32.3(13-65) 35.0(27-46)

(yn) (range)
Female : 10:2 0:3

male ratio
Manifestations  Incidental Systemic symptom

palpable mass

Histology HV, PC, mixed PC, mixed
Organomegaly None Mixed type
Clinical course  Benign Progressive

Treatment Surgical resection Surgical resection/medical
(chemotherapy+steroid)
Prognosis Excellent Poor

HV : hyaline-vascular, PC : plasma cell
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