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Large-capacity whole-lung lavage in | patient with
pulmonary alveolar proteinosis and severe hypoxemia and
literature review

LU Rongli, PAN Pinhua, LI Yuanyuan, HU Chengping, LI Ying

(Department of Respiratory Medicine, Xiangya Hospital, Central South University, Changsha 410008, China)

ABSTRACT To improve the diagnosis and treatment of pulmonary alveolar proteinosis, clinical data for the first
successfully treated case of pulmonary alveolar proteinosis with severe hypoxemia by large-capacity whole-
lung lavage in our hospital were analyzed, and relevant literatures were reviewed. A 35S-year-old Han male
initially presented two years ago with increasing cough and dyspnea was admitted to our hospital. Admission
examination revealed severe hypoxemia, interstitial lung disease, and heavy protein deposition in the alveoli
by lung biopsy. The patient received large-capacity whole-lung lavage in the operation room under general
anesthesia and treatment of granulocyte-macrophage colony stimulating factor (GM-CSF). The patient’s
symptoms of dyspnea were alleviated markedly, and radiological findings improved and A-aDO, decreased.

KEY WORDS pulmonary alveolar proteinosis; whole-lung lavage; hypoxemia; GM-CSF
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ARHATH W R, FHEEAAEEESRIK
Jifr, 77 RPfE I VE, BOWUE A, R IR, fE
FE G THEDE . VEVEZ R BT S R, By ik &4
s 7 Jif s g2 s N AR A A . R R R, AR
LSO TR Mz AR 5, LB 16 1k, SITEA
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Figure 1 Chest CT. A: Prior large-capacity whole-lung lavage (WLL). HRCT scan through the lower lobes of the patient. Note the spared
secondary pulmonary lobules in the lung giving a geographical margin. Thickened interlobular septa are visible within the densely opacified

parenchyma producinga “crazy paving” pattern; B: 3 days after WLL. Radiological clearing shows in the HRCT scan; C: 3 months after
GM-CSF treatment. Radiological clearing shows markedly.
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B2 AL EAEGRE, A OHEERR . SPOON K GV, SRR, B HE R 5 L o B 7
WEAS; B: MVEREVEMR DU (HE, x400) oA F 5 MR B e F A0 SO IGEIERE s C: TG A PAS et (+)
(x40). MHAIRZER e, MNEEREETRIELL Y BOER; D S3ERBHEALIS, PAS Bt (+)(x40).

Figure 2 Pathology of bronchoalveolar lavage and percutaneous lung biopsy. A: Bronchoalveolar lavage. Milky fluid appearances and
its turbidity decreased gradually as the lavage fluid amount increase; B: Lavage fluid pathological examination (HE, x 400). Both the large
extracellular amorphous aggregates as well as material within pulmonary macrophages; C: Lung biopsy showing PAS staining (+)( X 40). Alveoli
and terminal bronchioles filling with a granular lipoproteinaceous substance which stains a deep pink with PAS stain. The alveolar architecture

is usually well preserved; D: The granular lipoproteinaceous substance is PAS staining (+), while the lung tissue digested by amylase ( X 40).
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