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Research progress on drugs for treatment of myelodysplastic syndromes
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Abstract: Myelodysplastic syndromes are a group of clonal diseases that affect bone marrow hematopoietic stem cells and progenitor
cells. In recent years, with the in-depth research on the pathogenesis of myelodysplastic syndrome, many new drugs have been

produced. At present, drugs for treatment of myelodysplastic syndromes include hypoxia-inducible factor prolyl hydroxylase

inhibitors, telomerase inhibitors, spliceosome inhibitors, isocitrate dehydrogenase inhibitors, new demethylation drugs, immune

checkpoint inhibitors, targeting TP53 mutant drugs, tyrosine kinase inhibitors, and anti-CD47 monoclonal antibodies. This article

summarizes the mechanism of action and clinical use of these drugs, in order to provide a reference for the selection of therapeutic

drugs for patients.
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