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One case of granulocyte-macrophage colony stimulating
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The clinical data of 1 patient with pulmonary alveolar proteinosis were collected and the related literatures
were reviewed. Patient was hospitalized with air shortness of time for 4 months, 1-month exacerbation, and did
transbronchial biopsy. After Periodic acid-Schiff staining positive, the patient was diagnosed as pulmonary alveolar
protein deposition. After the whole lung lavage for 2 times, the patient was given subcutaneous injection of
granulocyte-macrophage colony stimulating factor after the disease repeating; the condition of the state improved
as well. It suggests that subcutaneous injection of granulocyte-macrophage colony stimulating factor in idiopathic
PAP patients is a viable method.
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Figure 2 Lung tissue after Periodic Acid-Schiff stain
(A) x60; (B) x 100; (C) x 200.
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Figure 3 Chest CT at the illness repeatedly after the whole lung

lavage for 2 times
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Figure 4 Chest CT: after subcutaneous GM-CSF
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