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Pulmonary Lymphangiomatosis

Yong Seon Cho, M.D., Jee-Hong Yoo, M.D., Sang Yong Son, M.D.,
Hwoang-Lae Cho, M.D., Soo Joong Kim, M.D., Min Soo Han, M.D., Hong Mo Kang, M.D.

Department of Internal Medicine, College of Medicine, Kyung Hee University, Seoul, Korea

Pulmonary lymphangiomatosis is a very rare pulmonary lesion with an aggressive potential that occurs mainly
in newborns, infants and young children of both sexes. It is characterized by pulmonary abnormalities of lym-
phatic system, showing an increased number of complex anastomosing lymphatic channels in the pleura, in the
subpleural interlobular septa, and along the bronchovascular lymphatic route and uruformly fatal. We report a

case of lymphangiomatosis behaving like lymphangioleiomyomatosis in a 26-year-old woman. ( Tuberculosis and
Respiratory Diseases 1999, 47 : 533-537)
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Fig. 1-1. Initial chest PA revealed both pleural
effusion and loculated effusion at the
right minor fissure.

Fig. 1-2. Lateral view of initial chest X-ray re-
vealed loculated effusion at the left
major fissure and pleural effusion at left
lower thorax.
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Fig. 2-1. Chest CT scan revealed pleural effu-

sion and pleural thickening at both
lower thorax.

Fig. 2-2. The lung section of chest CT scan re-
vealed normal finding at lung
parenchyme and thickening in the
subpleural interlobular septa at right
lower lung and left lung.

Fig. 3. Section disclose portions of the lung show-
ing proliferation of lymphatic channels with
some dilatation and intervening fibrous tis-
sue without smooth muscle.
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