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A Case of Brain Edema Complicated by Whole Lung Lavage to
Treat Pulmonary Alveolar Proteinosis

Hee Yong Moon, M.D., Se Kyu Kim,M.D., Dong Whan Shin, M.D.” Ki Myung Lee, M.D.
Jung Hyun Chang, M.D., Seung Min Kwak, M.D., Hong Lyeol Lee, M.D.
Joon Chang, M.D., Sung Kyu Kim, M.D. and Won Young Lee, M.D.

Department of Internal Medicine and Department of Pathology
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Pulmonary alveolar proteinosis is a disease of unknown etiology characterized by the
accumulation of PAS positive lipoproteinaceous material in the alveolar spaces sparing
septum. The therapy which has enjoyed the greatest success is whole lung lavage.

The authors reported here, a case of 44 year old male patient with pulmonary alveolar
proteinosis, and this is the 7th case in Korea. The patient underwent whole lung lavage but
expired due to brain edema complicated by the procedure.

He complained exertional dyspnea and cyanotic lips, and presented fine inspiratory crackle
at both lower lung fields, decreased arterial oxygen pressure, and diffuse infiltration at whole
lung field. Light microscopic finding of lung tissue obtained by transbronchial lung biopsy
revealed PAS positive amorphous, granular material filled in the alveolar spaces, and electron
microscopy of bronchoalveolar lavage fluid concentrate showed many electron-dense
multi-lamellated structures.

To treat the disease, the authors tried whole lung lavage of left lung with 37°C isotonic
saline under general anesthesia. However, he expired due to brain edema probably due to
dilutional hyponatremia complicated by the procedure, 11 days after the procedure.

Whole lung lavage is known relatively safe, but fatal complication may occur like this case.
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Fig. 1. Chest PA shows bilateral diffuse patch and
nodular infiltration in nearly entire lung
fields.

Fig. 2. High resolution CT scan of left lower lobe
shows geographic patchs of air-space fil-

ling with some thickened interstitium.

AAA 93, AF4 Hste gilen PAS d44)

ke Bole v AE e Ede] HExud 715 A
A HFig. 3). FHEAE AEAGE g5t Ags
Gomori-methenamine silver G4 e w7

HA g9 718A

HEAHAE FEo] AAR

Fig. 3. Light microscopy of transbronchial lung
biopsy shows several alveoli filled with
granular eosinophilic materials which con—
tains cell ghosts and granular debris.(H&E
X 200)

Fig. 4. Electron microscopy of whole hung lavage
fluid shows variable sized lamellar bo-
dies.(EM X 33,600
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Fig. 5. Chest PA taken 1 week after left lung
lavage shows much improvement of infil-
tration.
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