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Abstract In 2022, the 5th edition of the World Health Organization Classification of Hematolymphoid
Tumors: Myeloid and Histiocytic/Dendritic Neoplasms(WHO 2022) and International Consensus Classification of
Myeloid Neoplasms and Acute Leukemias: integrating morphologic, clinical, and genomic data(ICC 2022) were
published simultaneously. Myeloid tumors, including myelodysplastic syndromes, were all updated. This article
focuses on the key updates of myelodysplastic syndromes, compares the differences between WHO and ICC classi-
fication, and puts forward relevant interpretation based on clinical practice.
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