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Castleman’s disease is an atypical lymphoproliferative disorder of unknown origin. It has three his-
tologic variants(hyaline vascular, plasma-cell, and mixed) and two clinical types(localized and multi-
centric). Some sufferers have constitutional symptoms and laboratory abnormalities such as anemia,
hypoalbuminemia, hypergammaglobulinemia, and elevated erythrocyte sedimentation rate. The local-
ized form is cured by complete surgical excision whereas the multicentric form is managed by pred-
nisone and other immunosuppressor drugs. The prognosis of the multicentric form is worse than the
localized form since malignancies and severe infections may lead to a rapidly fatal outcome. Castle-
man’s disease has been rarely reported at pediatric age in Korea. We experienced two cases of
Castleman’s disease detected at 3 and 5 years of age. They were presented with painless enlarge-
ment of submandibulars and axillary lymph nodes but had no associated symptoms. The lesions
were excised and diagnosed as Castleman’s disease, and no recurrence was noted during follow-up
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Fig. 1. Light microscopic finding of Castleman’s disease(case
1, H&E, X200) shows the large germinal center penetrated by
thin walled capillaries.
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Fig. 2. Microscopic finding of case 1(H&E X200) shows the
giant cells and granulomatous inflammation found in lymph
node.

Fig. 3. Microscopic finding of case 2 shows the variable sized
lymphoid follicles spread over the cortex and medulla of
lymph node.
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