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A Case of Eosinophilic Meningitis Associated with Idiopathic

Hypereosinophilic Syndrome

Hye—Yeon Choi, M.D., Hyung Jun Park, M.D., Yo Seob Won, M.D., Jun Won Jung, M.D.2,

Soochul Park, M.D., Ph.D.

Departments of Neurology and Hematology', Yonsei University College of Medicine, Seoul, Korea

Idiopathic hypereosinophilic syndrome (IHES) is a rare disease characterized by peripheral blood eosinophilia and
eosinophilic infiltration of multiple organs, including the nervous system. The neurologic manifestations in
hypereosinophilic syndrome are variable, but eosinophilic meningitis as a manifestation has not been well
documented in IHES. We report a case of eosinophilic meningitis associated with IHES, which showed a good

response to steroid treatment.
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Figure 1. Light microscopic finding. Obvious orange-red
intracytoplasmic granules are seen in eosinophils. (Wright stain,
left; x400, right; x1,000)

Figure 2. Abdominal CT. Several less than 2 cm in size, low
attenuating nodular lesions with irregularity are noted around
right hepatic vein of the liver. They seems to be compatible
with eosinophilic infiltration.
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