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= Abstract =
A Case of Pulmonary Alveolar Proteinosis Associated With Silicosis

Dong Han Chi, M.D., Hyun Suk Kim, M.D., Jeong Bae Jeon, M.D., Jeong Seon Ryu, M.D.,
Seung Min Kwak, M.D., Hong Lyeol Lee, M.D., Chul Ho Cho, M.D.

Department of Internal Medicine, Inha University College of Medicine, Inchon, Korea

Pulmonary alveolar proteinosis is characterized by the accumulation of PAS positive lipoproteinaceous or
amorphous proteinaceous material in the alveolar space with spared delicate septal architecture of the lung
interstitium and impaired gas exchange of alveoli.

We experienced a case of secondary pulmonary alveolar proteincsis in a 41 year old male patient who have
occupational history of engagement as a mason over 4year. He compalined exertional dyspnea and chest dis-
comfort, and presented fine inspiratory crackle at both lower lung field, numerous fine nodular denisties in both
lung field with peripheral sparing. Light microscopic finding of lung tissue obtained by transbronchial lung biop-
sy revealed homogenous eosinophilic colloid-like luminal content in the alveolar space, and electron microscopy
of bronchoalveolar lavage fluid concentrate showed electron-dense multilamellated structures. To treat the dis-
ease, we tried whole lung lavage of right lung with isotonic saline under genera] anesthesia. After whole lung
lavage of right lung, he showed markid improvement of symptom and partial improvement of chest X-ray
findings. The patient has been followed for 12 month until now, with no evidence of aggravation.
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Fig. 1. A. Chest X-ray finding showing numerous

fine nodular densities in both lungs.
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Fig. 1. B. Chest X-ray taken 4 month after right
side whole lung lavage shows partially
improvement of infiltration.
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Fig. 2. Chest CT scan showed multiple patch

ground glass opacity In right upper &
middle lobe and left upper & lower lobe
with sparing of peripheral lung.
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Fig. 3. Light microscopy of transbronchial lung biopsy specimen shows homogenous oesinophilic
colloid-like luminal content. Alveolar septa are relatively normal.

Fig. 4. Electron microscopy of bronchoalveclar lavage concentrate lamella body in alveolar space.
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