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A Case of Bilateral Diffuse Infiltration
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Pulmonary alveolar proteinosis is a rare disorder in which lipoproteinaceous material accumulates within

the alveoli.

We report a case of pulmonary alveolar proteinosis in a 41 year old female patient. She complained of

a dry cough in the preceding 6 months. She presented symptoms of mild hypoxemia and diffuse
infiltration at both lower lung fields. A milky fluid was obtained by bronchoalveolar lavage. We
confirmed by light microscopic examinations of the lung tissues obtained by transbronchial lung biopsy.

Through several follow-ups, the patients symptoms were mild. (Tuberculosis and Respiratory Diseases

2004, 56:683-686)
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Fig. 1. Chest PA shows bilateral diffuse reticulono-
dular infiltration.

Fig. 2. Chest HRCT Shows ground glass attenu-
ation with interlobular septal thickening, a
pattern commonly characterized as “crazy

Fig. 3. Pathologic finding of transbronchial lung
biopsy specimen. eosinophilic  granular
materials filling alveolar spaces were seen
(Hematoxylin and eosin, X 200)

B3 Hglon 449 Fuu 37, AABEE 3
H2Ae RAthFig 1. A48 95 894 24

FZ 9 v Fe el S0 BAHFig. 2).
|BRIHAIZE ZBRHEMEE A 0 718

WAA dAF Aol 7]3x Hudls Eo)A

— 684 —
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b g X9 (Pulmonary alveolar proteinosis)
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