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Benign Lymphnode Hyperplasia hyaline-vascular type
in pulmonary hilum
—Cne Case Report—

Doo Yun Lee, M.D*., Meyun Shick Kang, M.D*., Yun Kim, M.D*., Seong Nok Hong, M.DC*.
Tae Seung Kim, M.D.,** In Joon Choi, M.D.**

Benign hyperplasia of hilar lvmph glands is rare. Most of the lesions were intrathoracic
cavity,

The lesions were discovered most often on routine roentgenograms of the chest or because
of pressure symptoms or the presence of a palpable mass if outside the thorax. Diagnosis is
mede after removal of gland, a procedure which may also have therapeutic value.

They have been divided into 2 histologic types: the hvaline-vascular lesions, which were
mest numerous, were characterized by small hyaline-vascular follicles and interfollicular
capillary proliferation. :the plasm cell lesions were characterized by large fcllicles with
intervening sheets of plasm cells.

We experienced one case of benign hyperplasia of lymph gland in left hilum, which were
most numerous, characterized by small hyaline-vascular follicles and interfollicular capillary
proliferation-hyaline-vascular type.

This 29 years old male patient was treated by right upper lobectomy with excision of
lesion.

The post-operative courses was uneventful.
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