HHEQIX 2007:40:297-300

—y — | (o]} EdFA] ==
218 QTHHY J|gRUE Uo7 EAY WYL T
—10) 21—
SEH . FETH - AT BAAP - YH - A

Dysfunction of the Prosthetic Aortic Valve in Idiopathic Hypereosinophilic Syndrome
—A case report—

Chong-Bin Park, M.D.*, Dong-Gbn Yoo, M.D.*, Kyu-Wan Sung, M.D.**,
Sang-Sig Jung, M.D.*, Gil-Hyun Kang, M.D.***, Chong-Wook Kim, M.D.*

Idiopathic hypereosinophilic syndrome is a rare systemic, leukoproliferative disorder characterized by ecsinophil-
mediated tissue injury causing multiple organ failure, including the heart. Cardiac involvement occurs in more than
75% of patients with hypereosinophilic syndrome. Cardiac manifestations include subendocardial fibrosis, thrombus
leading to peripheral emboli, restrictive cardiomyopathy, and valvular dysfunction. It is more common in men than
in women (9:1), and trends to present between the ages of 20 and 50 years. Presentation in childhood is
unusual. We report for the first time a case of a 58-year-old man with idiopathic hypereosinophilic syndrome
manifested by prosthetic aortic valve dysfunction that was successfully treated by steroid and hydroxyurea therapy
after surgical valvular replacement.

(Korean J Thorac Cardiovasc Surg 2007;40:297-300)
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Fig. 1. Preoperative Chest PA showing both parahilar consoli-
dations with pulmonary edema.
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Fig. 2. Color Doppler on the aortic prosthetic valve shows aortic
regurgitation jet filled more two thirds of left ventricular outflow tract
suggesting severe aortic regurgitation.
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Idiopathic Hypereosinophilic Syndrome

Fig. 4. Histology of the thrombotic material in the high power field

(Hematoxylin-Eosin stain, > 400) shows the infiitration of eosinophils.
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Fig. 3. Failed aortic prosthetic valve shows reddish-brown throm-
botic materials attached on the two leaflets margin and its hinges.
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