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A Case of Pulmonary Alveolar Proteinosis Associated
with Pulmonary Tuberculosis
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Pulmonary alveolar proteinosis(PAP) is a disorder in which an insoluble, proteinaceous material, rich in phos-
pholipids, is deposited in the alveoli and bronchioles. The deficiency in the clearance and degradation of the
intra-alveolar phospholipoproteinaceous material in PAP most likely represents a dysfunction of the type II
pneumocytes. Although the pathogenesis and causative treatment of PAP is unclear a whole lung bronchopul-
monary lavage is a relatively safe and effective treatment. Here we experienced a case of pulmonary alveolar
proteinosis in a 62 year old female patient who had pulmonary tuberculosis approximately 20 years ago. She
complained of aggravated dyspnea and chronic cough, and presented fine inspiratory crackles at both lung
fields, diffuse ground glass opacity with some area of consolidation and smooth interlobular septal thickenings
in both upper, right middle lobes, and a portion of right lower lobe. Optical microscopy of the lung tissue ob-
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tained by an open lung biopsy revealed many granulomas containing acid-fast smear positive bacilli and dif-

fuse homogeneous P A S-positive fluid in the alveolar space. Immunohistochemical stain showed surfactant A in

the alveolar space. Antituberculosis drugs with bronchoalveolar lavage were used to treat the disease. There-

after she showed improvement in her symptoms and a partial improvement in the chest X-ray and HRCT

findings. We present a case of PAP associated with pulmonary tuberculosis. (Tuberculosis and Respiratory Dis-

eases 2002, 52 : 411-418)
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Fig. 1. Chest PA shows multiple diffuse patchy
and ground glass opacity in both lungs.
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Fig. 2. Chest HRCT shows diffuse ground glass
opacity with air-space consolidation and
smooth interlobular septal thickening(so
—called ‘crazy-paving apperance’).

E 7k B A A= 7.461, 4AkaEgE 50.9 mmHg,
o|sbsbebael 30.4 mmHg, 4AHA-¥31E 885%, =
g 212 mEo/L 9ot 438ty A3 BUN
12.0 mg/dL, Creatinine 0.8 mg/dL, N 140 mEq/
dL, K* 4.6 mEq/dL, $9% 6.4 g/dL, ¢4 33 g
/dL, AST 16 TU/L, ALT 12 IU/L, &F4&]&% 0.6
mg/dL, ALP 143 IU/L, LDH 634 IU/L °]git}
AE A5 zZAA RA factor(-), ANA(-), Anti

men shows diffuse homogenous eosinophilic
fluid in alveolar space and a little prolifera-
tion of alveolar lining cells with numerous
granulomas (H & E, X200).

-ds DNA 3.79 1U/mL (3489 : <5.3)°]¥ IgG
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berculosis7} Bl Gt 7| BRI AZA HN HAM
F WdE P 2.0x10%/mL, Y3+ 53%, thajAlE
45%, 33T 1%, 34 1% °lslz CD4/CD8
HE= 372 7448 By,

ERUARIAA (G FR XA #HolN 3 F
sldlotel] wiwty 7HRElY S9E7PF BARUAOY
439 gy =7], HE HEY T B4R B
Ach(Fig. 1). 35 28l Ads) d3Fdoll 4=
44, 5 299 S0l Z2A o9Ade] 7heeld o
o] A= m -Age) 7174 AAD A Aty
Q) Azt v AL BYH(Fig. 2).
Z|12x|EaA 7)1 BA HAE AAME dubag 7
2] 7ute] Mgk o] PaE|Qlon 4ge] M-

— 413 —



— M. 8. Park, et al —

Fig. 4. The diffuse homogeneous eosinophilic
fluid in alveolar space shows PAS-posi-
tive stain(PAS, X200).

Fig. 5. Immunohistochemical stain of open lung
biopsy specimen shows stain of surfac-
tant protein A in alveolar space(surfac-
tant protein A, X100).
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Fig. 6. Chest PA shows partial improvement of
lung lesions after therapeutic broncho-
alveolar lavage.

Fig. 7. Chest HRCT shows partial improvement
after therapeutic bronchochoalveolar lav-
age.
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