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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 M edical Science,
Keimyung University School of M edicine, Taegu, Korea

A 26-year-old man with a one-year history of asthma and sinusitis presented with bilateral pleural effusions,
patch basilar infiltrates 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 offusion with low glucose, low C; and eosinophilia. 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)
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— A case of churg-strauss syndrome with bilateral pleural effusions —
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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

ral effusions(2A). After 2 months follow up, the film
d lesions after steroid therapy(2B).
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Fig. 3. HRCT shows diffuse interlobular septal thickening, bronchial wall thickening, bronchiec-
tasis, and bronchioloectasis(3A). T

pericardial effusion(3B).
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A
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, x200).
4B. Necrotizing inflammation that is associated with foci of a granulomatous reaction is seen in the
lung parenchyma and vascular walls (H&E, x200).
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