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Hypereosinophilia secondary to Sézary syndrome
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Jeong-Hee Choi'*
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Chuncheon, Korea

The Sézary syndrome is a leukemic form of cutaneous T-cell lymphoma characterized by the presence of erythroderma covering at
least 80% of the body-surface area, lymphadenopathy, and the presence of clonally related neoplastic T cells with cerebriform nuclei
(Sézary cells) in the blood, skin, and lymph nodes. Hypereosinophilia can be caused by hematologic malignancy with clonal abnor-
mality, which is often associated with Sézary syndrome. Sézary syndrome has rarely been reported in Korea. However, hypereosino-
philia in the Sézary syndrome has not been reported in Korea. Here, we report a case of 75-year-old man with hypereosinophila,
erythroderma, and cutaneous T-cell ymphoma which was finally diagnosed as Sézary syndrome. (Allergy Asthma Respir Dis 2021;9:93-98)
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Fig. 1. Generalized erythema, edema, and scaling are observed at the whole body.
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Fig. 2. Peripheral blood smear shows Sézary cells which are characterized by
large lymphoid cells with grooved and lobulated (that is, "cerebriform") nuclei.
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Hypermetabolic lymph nodes are at both neck, supraclavicular area, mediastinum, both axillae, both external iliac, inguinal and femoral areas. There is diffuse

cutaneous hypermetabolism.
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Fig. 4. (A) Skin punch biopsy shows lymphocytic exacytosis, hyperkeratosis, parakeratosis, and superficial perivascular lymphocytic infiltration. Eosinophilic infiltration
was not significantly increased. (H&E, x40) (B) Immunohistochemistry staining for lymphocytes shows CD3+/CD4+/CD5+/CD7-/CD8-/CD20- which are compatible

with Sézary syndrome.
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Fig. 5. Progress of peripheral blood eosinophil count. MTX, methatrexate; CVP, cyclophosphamide, vincristine, prednisone.
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