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Giant Lymph Node Hyperplasia of Castleman

— Report of 2 cases —

Eung Soo Kim, M.D.*, Shin Yeong Lee, M.D.*, Seok Chol Jeon, M.D.**, Eun Kyung Hong, M.D.***,
Jung Dal Lee, M.D.***, Jung Ho Kang, M.D.*, Heng Ok Jee, M.D.*, Kun Ho Kim, M.D.*

Castleman’s disease, giant lymph node hyperplasia, is a rare benign disease. The lesion usually consists of

a single node, unassociated with any abnormality of the adjacent lymph nodes or other organs.

In the first accounts of giant lymph node hyperplasia of Castleman, the lesion was described as solitary and

localized to the mediatinum, which is still the most frequent site of involvement. The disease occurs in all age

groups and there is no particular sex preference. It is symptomless and is usually detected on chest films as

an incidental finding. On a single involvement, it does not recur after excision, whether total or partial, and

the main indication of operation is to rule out more serious tumors. Recently multicentric form appears to be

a variant of classic giant lymph node hyperplasia and is associated with significant morbidlty and mortality.

Histologically, two distinct types have been reported; hyaline-vascular and plasma cell. The hyaline-vascular

type of lesion is much more common than the plasma cell type.

We report two cases of the hyaline-vascular type of Castleman’s disease.
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