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Treatment advances in myelodysplastic/myeloproliferative neoplasms

Summary

Myelodysplastic/myeloproliferative neoplasms (MDS/MPN) are a group of myeloid neoplasms

with overlapping of myelodysplastic syndrome (MDS) and myeloproliferative neoplasm (MPN) features, with a

high risk of transformation to acute leukemia. Most of the treatment regimens of the diseases derived from MDS

and MPN, lacking the authoritative guidelines. Recently our understanding of the molecular pathogenesis of MDS/

MPN has been greatly advanced by the development of genetic testing techniques. In this review, we intend to e-

laborate the treatment advances of MDS/MPN (including chronic myelomonocytic leukemia, atypical chronic mye-
loid leukemia, MDS/MPN with ring sideroblasts and thrombocytosis, MDS/MPN-U) , in order to provide the evi-

dence for clinical treatment.
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