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The Pulmonary Infiltration and Eosinophilia Syndrome (PIE Syndrome) includes a wide spectrum
of clinical disorders with pulmonary infiltrates and peripheral eosiophilia. It is poorly understood and
ill-defined group of disorders. Often its etiology is poorly delineated.

There may exist an eosinophilic type of alveolitis in the category of PIE syndrome. It shows
characteristic clinical picturé, peripheral eosinophilia and especially dramatic improvement following

therapy with corticosteroids.

We report a case of the syndrome in 43-year-old man with brief review of contemporary literature.

In this case, the diagnosis was confirmed by open lung biopy which showed characteristic eosino-
philic alveolitis accompanied by periphiral eosinophilia.

Corticosteroid was administered with rapid clinical improvement in this case.
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Table 1. Change of Total Leucocyte and Eosinophil

Count
Total leucocyte  Eosinophil
Date count count
1 year ago 7520 (/mm?®) 420(/mm?®)
5 days before adm. 15,100 6,580
at admission 17,940 11,830
14th day of adm. 10,800 540

Table 2. Pulmonary Function Test

3rd day of adm. 9th day of adm. (2nd
day after corticos-

teroid treatment)

FVC 1.26L.(34% of 1.87L.(50.4% of
predicted) predicted)

FEV1 0.90(31.9%) 1.29L(44.0%)
FEV1/FVC 71.4% 66.3%
DLCO/VA 22.9% 45.4%

PH 7.41 7.49

P.Co, 41 mmHg 37 mmHg

P.O, 61 mmHg 90 mmHg
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Fig. 1. Chest PA 10days before admission showed dif-
fuse infiltration at left lung and irregular lobar
infiltration at right lung.

Fig. 2. Chest PA on admission showed persistent periph-
eral infiltration in spite of antibiotic treatment
for past 10 days.

Wyl A F Ass AFS A HES g A
e AARE AAER ot 25 S elgleh
A 79A Z1HA WAA A A2 AREE 4

Fig. 3. Chest PA after 10 days of corticosteroid treat-
memt showed marked resolution of infiltration.
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Table 3. Total and Differential Cell Count in BAL

Fluid

Fig. 4. High resolution chest CT at the same time of fig 3 showed
patchy airspace infiltration surrounded by lesions with
ground-glass appearance on bilateral lung field. Patchy consol-
idations are also observed in interstitium.

Fig. 5. Low power view of BAL fluid cells showed marked increase of
eosinophils (X100, H & E stain).
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Fig. 6. Microscopic finding of open lung biopsy specimen (H & E
stain, X40). Note diffuse thickening of alveolar septae with
heavy inflammatory cell infiltration.

Fig. 7
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Infiltrating cells were mainly ‘composed of yeosmophlis with
accompanying neutrophils and mononuclear cells (H & E
stain, X400).
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