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= Abstract =
A Case of Churg-Strauss Syndrome with Bilateral Pleural Effusions

Min Su Kim, M.D., Seung Hyun Lee, M.D., Seung Beom Han, M.D.,
Kun Young Kwon, M.D.*, Young June Jeon, M.D,

Departments of Medicine and Pathology, Institute of Medical Science,
Keimyung University School of Medicine, Taegu, Korea

A 26-year-old man with a one-year history of asthma and sinusitis presented with bilateral pleural effusions,
patch basilar infilirates on a chest x-ray and a pericardial effusion on an echocardiogram. The peripheral blood
showed marked eosinophilia. An obstructive pattern was also observed during the pulmonary fuction test,
which was responsive to bronchodilator inhalation. Nerve conduction studies showed right sural neuropathy.
Thoracentesis yielded an acidotic exudative effusion with low glucose, low C; and ecsinophilia. An open lung bi-
opsy revealed an eosinophilic interstitial pneumonitis associated with a necrotizing eosinophilic vasculitis, and
granulomatous inflammation foci. In the literature, pleural effusions were reported in 29 percent of Churg-
Strauss patients, but the number of effusions was low and their characteristics have not been well described.
This report describes the characteristic findings of pleural fluid and its histologic features in a case of classical
Churg-Strauss syndrome. ( Tuberculosis and Respiratory Diseases 2001, 50 : 258-264)

Key words : Churg—StrAQSs syndrome, Pleural effusion, Thoracentesis.

Addpress for correspondence :

Young June Jeon, M.D.

Department of Medicine, Keimyung University School of Medicine.

194 Dongsan-Dong, Taegue, 700-712, Korea

Phone : 82-53-250~7406 Fax : 82-53-250-7434 E-mail : jeon425@dsme.co.kr

— 258 —



— A case of churg-strauss syndrome with bilateral pleural effusions —

M

rhu

Churg-Strauss £33 7134 H2ls g2
H|ge] WEo] Qe FAlA SR HAl
3949 A& Hole
Strauss'7} 13<j¢] 34 =
A 4] BAE HE, A g%
A Folgd 95 Hole 534 284w
I Qe Bud o]F quldMe Bavt Bd Z
7¥slaL TF A AEFe o] 3N &3] B
T Ae 2F) A i AFfololA] FAAAEE A
¥, Aoty AR 2495 A A= e
How A Bug v} It AxEL Churg-
Strauss S5 SAFA JFIIH 2A4TH &
AE Bl ExpllA FAAAER Fo AEde) 8
e AT 19E ZAgesr)d ole Zdads

7 Rushs ulo|t}.

2 ook

1802 19513 Churg}
) @A 278 B2 27
_]

S,

N

o 2

d

2 203,
F LI ETE
HEY L S 3d ARE uheEr)He] AFHEY A,
Id d m9gjoz opARidA RujFgoez A

b o] glom, /1Y AFH 7R (FE oRrh

A AN ALFRAN 79 B o2 A
£ WGk PARE AAPE BF 2-3814 A0

oL
oX,
E f

= o
W, 1Y ARE 3FEE, 929 45 (22 $3)
ME o)5} Relo) 3%, AU % FuPARle) Wy
91, g BET aslo] Yasidn
I 1 Ml F b 4R BEE AAHE AN
NN ETHRL
I1EY  BolAKE gl
OfetE| 274 |94 Be 120/80mmHg, EF4
2031/3, Wur 1123)/%, AL 382CHT. F3
23 Aslopl N 5714 Aol SR el
AR BESS) e D oHgo] ST BE

Fig. 1. Showing erythematous maculopapular
rashes and purpura on both dorsal sur-
faces of the foot.
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Fig. 2. Chest PA showing reticulolinear-reticulonodular opacity in both lung fields, mainly in the
lower lung field, and bilateral pleural effusions(2A). After 2 months follow up, the film
reveals a regression of the previous noted lesions after steroid therapy(2B).

A B
Fig. 3. HRCT shows diffuse interlobular septal thickening, bronchial wall thickening, bronchiec-

tasis, and bronchioloectasis{3A). There are also bilateral pleural effusions and a minimal
pericardial effusion(3B).
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Fig- 4A. An open lung biopsy shows a heavy infiltration of inflammatory cells including eosinophils in
the lung parenchyma. The vascular walls are also infiltrated by eosinophils, neutrophils, lym-

phocytes and plasma cells(H&E, % 200).

4B. Necrotizing inflammation that is associated with foci of a granulomatous reaction is seen in the
lung parenchyma and vascular walls (H&E, % 200).
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