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Castleman’s disease is a rare non—neoplastic lymphoproliferative disorder of unknown etiology. It is
divided into three histologic subtypes; hyaline-vascular(HV), plasma cell(PC) type and mixed type
(HV-PC). It has two clinical expressions. The localized form, which presents as a slow growing
mass, has a relatively benign clinical course. The multicentric form is multilocated and holds signif-
icant morbidity. The mainstay of treatment of the localized form is surgical resection. The multicen-
tric form requires medical treatment comprising prednisolone and other immunosuppressor drugs.
The disease in children seems to have a more favorable course than in adults. We report a 13-year—
old boy with Castleman’s disease of multicentric form who was successfully treated with predniso-
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Fig. 1. (A) Chest CT shows lymph nodes at left supraclavicular, right upper paratra-
cheal, and subcarinal regions. (B) Abdomen CT shows small lymph nodes at paraaortic
space, ascites and hepatosplenomegaly.
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Fig. 2. Lymph node with Casteman’s disease (A) Proliferation of lymphoid follicles of variable sizes
that show features of hyaline vascular type of Castleman’s disease(xX100, H & E) (B) Small, atrophic
lymphoid follicle center radially penetrated hyalinized blood vessels and surrounded by a cuff of small
lymphocytes arranged in concentric onion skin layers(x200, H & E) (C) Another germinal center
showing proliferation of follicular dendritic cells and a paucity of lymphocytes. (D) Interfollicular area
showing sheets of plasma cells in addition to the lymphocytes and proliferating hyaline vessel( X200, H
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