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Abstract FEosinophilia is a group of highly heterogeneous diseases, mainly including non-hematologic(reac-
tive) and hematologic(neoplastic) categories. The previous diagnosis and treatment methods are constantly opti-
mized, and new diagnosis and treatment methods emerge in endlessly, which greatly improve the diagnosis, treat-
ment and prognosis of eosinophilia. These advances are particularly significant in the hematological system, espe-

cially in the area of malignant myeloid or lymphoid neoplasms with eosinophilia. The article reviews progresses in

the definition, classification. diagnosis, treatment and prognosis of this kind of disease.
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