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Clinical Investigation of 11 Cases of Chronic
Eosinophilic Pneumonia Reported in Korea

Ka Eun Woo, M.D,, Jung Hyun Chang, M.D., Young Ah Choi, M.D., Mi Soon Joo, M.D.,
Ki Youl Seo, M.D., Tae Rim Shin, M.D., Seon Hee Cheon, M.D., Young Joo Cho, M.D.

Department of Internal Medicine, College of Medicine, Ewha Womans University, Seoul, Korea

Background : Chronic eosinophilic pneumonia(CEP) presents with profound systemic symptoms, including
fever, malaise, night sweats, weight loss, and anorexia together with localized pulmonary manifestations such
as cough, wheeze, and sputum. It is an illness occurring predominantly in women. The chest radiogragh shows
fluffy opacities that often have a characteristic peripheral configuration. The hallmark of CEP is the peripheral
blood eosinophilia and a prompt response to oral corticosteroid therapy. We investigated characteristics of elev-
en patients of chronic eosinophilic pneumonia, reported in Korea.
Method : There were eleven reports of CEP from 1980 to 1996, including three cases experienced in our hospi-
tal. The journals were analysed in respects of clinical history, laboratory, and radiographic findings.
Results : 1) Male vs. female ratio is 3 ; 8. The peak incidence occurred in forty and fifty decades. The atopic
diseases were present in 6 cases. Asthma was the commonest manifestation.

2) The presenting symptoms were as follows : cough, dyspnea, sputum, weight loss, fever, general weakness,
night sweats, urticaria with the descending incidence.

3) Peripheral blood eosinophilia was present in all patients(mean ; 38.4%) and serum Ig E level was elevat-
ed in nine patients(mean ; 880IU/ml).
Conclusion : The diagnosis of chronic ecsinophilic pneumonia is based on classic symptoms, including fever,
night sweats, weight loss with a typical roentgenogram of peripheral pulmonary infiltrates and peripheral blood
eosinophilia, and that is confimed by lung biopsy and/or bronchoalveolar lavage. Chronic eosinophilic pneumo-

nia is responsive to corticosteroid promptly and recommended at least 6 months of therapy to prevent relapse.
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Table 1. Clinical features

Patient Age/Sex Initi:.il sy.fmptoms Previ'ous‘history
(duration in months) {duration in years)

1 F/43 C, D) Drug allergy
2 F/15 C, D)
3 F/59 C,D, W(1) Asthma(20)
4 M/40 C, F, N, W(1)
5 M/34 C, D, W) Asthma(1l)
6 M/43 C, BD(0.5) Asthma(3), Allergic rhinitis
7 F/47 C,D,F, W) Asthma(0.5)
8 F/60 C, F, W(0.75)
9 F/61 D, N(4) Asthma(3)

10 F/30 C, D, F(1)

11 F/34 C, D)

(C : Cough, D : Dyspnea, F . Fever, N : Night sweat, W . Weight loss)

Table 2. Hematologic features and percentage of eosinophils in BAL

. Peripheral blood Serum IgE Fosinophils in
Patient WBC{(/mm?) . .
eosinophil( %) (IU/mb) BAL(%)
1 35000 40 843.6
2 13000 10 646.0
3 16300 62 1310 43
4 7700 6 831 26
5 22900 31
6 17940 66 336 83
7 14700 60
8 17000 26 1662
9 38000 72 700
10 13500 38 1266 93
11 6200 11 323 31
= AT Table 3). (photographic negative of pulmonary edema)¥
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4. YApMEE AH (Table 4). 24 109 F5 424 (Fig. 1) 2 A4
3 ©239 (Fig. 2)olA F¥5F9 vtd &g 7
1187 6%old HgAHA A d5Fe] vk’ HojFE3 9o}

- 109 -



Table 3. Pulmonary function

Patient Pulmonary function

1 ks
2 A= H44 Aol
3 FEV, 76%, FVC 72%
6 FEV, 32%, FVC 34%
9 5% A44 Bl

10 FEV, 42%, FVC 44%

1 FEV, 35%, FVC 29%

Table 4. Roentgenographic findings

Location_ No.

Peripheral
photographic negative 6
bilateral lower lobe
right middle lobe 1
Non-peripheral

bilateral upper lobe 1
bilateral lower lobe 1
bilateral hilar 1
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Fig. 1. Chest roentgenogram of case 10. The
‘photographic negative of the pulmonary
edema’ pattern is seen on both lung
field. :

Fig. 2. Computed tomogram of case 10 demon-
strates the true peripheral nature of the
infiltrates.
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Fig. 3. Transbronchial lung biopsy of case 10 shows intra-alveolar and interstitial distribution of
the cellular infiltrate and the majority of cells consist of eosinophils.

Fig. 4. Chest roentgenogram of case 10 after cor-
ticosteroid therapy shows
resolution.
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