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Fig. 1. Peripheral blood smear shows markedly increased
number of eosinophilic mature form (x200).
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Fig. 2. Chest X-ray shows increased diffuse interstitial
infiltration through both lower lung field.

Fig. 3. Liver scan shows hepatosplenomegaly with
scvere reticuloendothelial system dysfunction -and
multiple photon defects mainly in the right lobe.
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Fig. 4. Many mature eosinophils are infiltrated into the bone marrow apace (A), into the portal tract and sinusoids in
liver (B) and into the alveolar wall and space in the lung (C).
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Fig. 5. Eosinophil count and response to treatement
during hospital course.
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A Case of ldiopathic Hypereosinophilic Syndrome
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The idiopathic hypereosinophilic syndrome consists of peripheral blood eosinophilia of 1500/mw or more

without a known cause, plus signs and symptoms of organ eosinophilia.

The prognosis of HES without treatment is poor. However, about one third of the patients with this syndrome

may respond to corticosteroid thrapy.

Morever, the majority of the remainder may have a favorable response to hydroxyurea.

We present here a case of hypereosinophilic syndrome without any identifiable causes, involving bone marrow,

liver, lungs and cervical lymph node. We tried corticosteroid as a treatment but it showed no response. However

the hydroxyurea showed good response.

Key Words : Pulmonary infiltration, Idiopathic hypereosinophilic syndrome



