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= Abstract =

Two Cases of Pulmonary Alveolar Proteinosis Improved
by Whole Lung Lavage

Seong Su Jeong, M.D., Dong Won Kang, M.D., Kyu Seung Lee, M.D.,
Dong Seok Ko, M.D., Jae Chul Suh, M.D., Geun Hwa Kim, M.D.,
Jin Whan Kim, M.D.*, Jung Un Lee, M.D.**, Ju Ock Kim, M.D., Sun Young Kim, M.D.
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College of Medicine, Chungnam National University, Tagjon, Korea

Pulmonary alveolar proteinosis (PAP) is a disorder in which an insoluble, proteinaceous material, rich in phos-
pholipid, is deposited in alveoli and bronchioles. Several cases were reported since 1986, and the numbers of pa-
tients is increasing in Korea. Although the pathogenesis and causative treatment of PAP is not well known,
whole lung lavage is the only consistently successful treatment. We report 2 cases of PAP which were con-
firmed by open lung biopsy with electron microscopy and clinically improved by whole lung lavage with a re-
view of literature. (Tuberculosis and Respiratory Diseases 1999, 47 : 406-413)
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— Two cases of pulmonary alveolar proteinosis improved by whole lung lavage —
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Fig. 1-1. Chest PA shows bilateral diffuse patchy
and nodular infiltrations in nearly entire
lung fields.

Fig. 1-2. Chest HRCT shows ground glass opaci-
ty with septal thickening.
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slovf Astst AL o dAYstE HAke Aol
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T SEAA 2 Ag AER AARE 84012
tt. 9Y 7}273AM pH 7.42, PaCO, 35mmHg,
PaO, 55mmHg, HCO;~ 22mmol/L, O, saturation
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FEV, 1.10L(64%), FEV,/FVC 88% 2 A4 =
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Fig. 1-3. Light microscopy on lung biopsy speci-
men shows several alveoli with homog-
enous eosinophilic colloid— like luminal
content and normal interstitium with-
out fibrosis(H & E x400).

s X
Fig. 1-4. Electron microscopy shows wvariable-
size lamellar bodies( x 8000).
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Fig. 1-5. Chest PA shows improvement of lung
lesions(after whole lung lavage).
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Fig. 2-1. Chest PA shows diffuse and focal air-
space consolidation and ground glass

opacities in both lower lung fields.

Fig. 2-2. Chest HRCT shows multifocal ground
glass opacity with septal thickening.

A HeF 4L AHdge AxEnF 277 (Fig.

2-4) EAAQ] =3 (lamellar body) 7} Qgc).
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Fig. 2-3. Light microscopy on lung biopsy speci-
men shows several alveoli with homog-
enous eosinophilic colloid-like luminal
content and normal interstitium with-
out fibrosis(H & E, % 400).

Fig. 2-4. Electron microscopy shows variable-
size lamellar bodies( x 8000).
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Fig. 2-5. Chest PA shows improvement of lung le-
sions{after whole lung lavage), but still
shows air-space consolidation, especially
right lower lung field. Three months
after whole lung lavage, this lesion
changed into cavitary lesion and was di-
agnosed to pulmonary tuberculosis.
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HE dufFo| A ZAHH oz Eo|g He g5 W

$9 FA7E A gla AR3lE A9 glehe Holn).
Fateld 2724 #¥uo hematoxylin-eosin g
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