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Hypereosinophilic syndrome (HES) is characterized by a sustained eosinophilia of 1,500/mm’ or more in the
absence of any known causes or the signs and symptoms of organ involvement. We report a 64-year-old man with
HES initially presenting with involvement of the liver and bone marrow. Despite controlling the eosinophilia by
corticosteroid, he developed a cerebral infarction and later progressive interstitial pneumonia. Brain angiography
revealed a severe stenosis of the proximal right internal carotid artery (ICA) and a complete obstruction of the
intracranial ICA. An open lung biopsy revealed fibrosis and lymphoplasma cell infiltration without eosinophils, which
were consistent with nonspecific interstitial pneumonia. (Tuberc Respir Dis 20060 59: 97-103)
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Figure 1. Chest radiography(A) and High resoluton CT
bronchiectasis in both lungs.

Figure 2. Abdomina CT scan(A) showed multiple il defined

disappeared Seven months later(B).
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(HRCT) scan(B) showed fibrotic linear opacity and  traction

low density lesions in the entire liver. These lesions



Figue 3 Bone marrow biopsy specimen showed an
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Figue 4. Liver biopsy showed severe

infilration ~ with  abscess

eosinophilic

formation(H&E ~ stain, ~ x100).

Figure 5 Bran MR showed a recent infarction at
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right basal ganglia and posterior limb of the intemal

capsule(A). Rignt ICA & MCA and both distal vertebral arteries were not visudlized. There was severe stenosis of

the left M1 mid portion with a lower number of left MCA branches(B).
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Figure 6. HRCT scan showed diffuse fibrosis and gr o=
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. Al

Figure 7. HRCT scan showed that the extent of the diffuse ground glass attenuation in  both lungs increased,
suggesting  interstitial pneumonia on  the 48th  hospital day duing 2nd  admission(A). Chest radiography  showed
diffuse fibrosis and reticular opacity on both lung fields on the previous open lung biopsy day(B).
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Figure 8. Open lung hiopsy showed fibrosis and lymphoplasma  cellular infiltrates  without  eosinophilic  accumula
tion(H&E stain, *400).
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