getoltist=Xx M27H H1s OZd O
Yeungnam Univ. J. of Med.
Vol.27 No.1 p57-62, June. 2010

A Case of Pulmonary Alveolar Proteinosis
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— Abstract —

Pulmonary alveolar proteinosis (PAP) is a rare disorder that's characterized by accumulation
of surfactant components in the alveolar space. Idiopathic PAP is recognized as an
autoimmune disease that's due to impaired alveolar macrophage function and this caused by
autoantibodies against granulocyte-macrophage colony-stimulating factor (GM-CSF). We
report here a case of pulmonary alveolar proteinosis that was deemed interstitial lung disease
at the initial diagnosis. A 61-year-old man presented with intermittent blood tinged sputum
and dyspnea on exertion. The man was a painter for 30 years and he had a 10 pack-years
smoking history. Chest computerized tomography (CT) revealed multifocal ground-glass
opacity with interstitial thickening at both lungs. His pulmonary function tests and methacholine
test revealed non specific results. He was diagnosed with interstitial lung disease on the
basis of the chest CT finding and occupational history. However, seven months later, his
symptoms progressed. Follow—up chest CT was performed. Wedge resection via video-
assisted thoracoscopic surgery (the anterior basal segment of the left lower lobe) was done.
Microscopic examination showed large groups of alveoli with excessive amounts of surfactant
and a complex mixture of protein and lipid (fat) molecules. Finally, he was diagnosed as

having pulmonary alveolar proteinosis.
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Pulmonary function test
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The FVC and FEV1 are normal. The FEV1/FVC ratio
is relatively normal

Fig. 1. PFT results of the subject.
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This result does not indicate an asthma component
Fig. 2. Methacholine challenge results of the subject.

Ground glass opacities and fine reticular infiltration are
noted at both lower lung fields.

Fig. 3. Initial chest X-ray of the subject.
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Fig. 4. Initial chest CT (09.05.12)of the subject. Multifocal ground glass opacities with interstitial
thickening are predominately seen at both lower lungs.
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Fig. 5. Follow-up chest CT of the subject. The progression of multifocal ground glass opacities with
interstitial thickening in both lungs is noted.
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ig. 6. Gross findings o e wedge resection
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(Fig. 7, PAS Al 8, GMS(Grocott’s biopsy specimen of the left lower lobe of
Methenamine Silver) @2o] 4 A7 3] the subject. Protein deposition is noted in it.

Fig. 7. The pathology findings were large groups of alveoli with excessive amounts of surfactant and a
complex mixture of protein and lipid(fat) molecules (A), positive PAS staining (B) and negative
GMS staining (C), (D).
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