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Abstract

Myelodysplastic syndrome (MDS) is a clonal haematological disorder characterized by ineffective hematopoiesis. Treatment goals for
patients with lower-risk MDS include improving quality of life and minimizing red cell and platelet transfusions. Treatment goals for
high-risk MDS patients include reducing the risk of AML transformation and prolonged survival. Hematopoietic cell transplantation
(HCT) can cure MDS, but less than 10% of patients receive this treatment. Studies have shown that HCT is preferred for some high-
risk MDS patients. In this paper, we give a brief overview of the pathogenesis, diagnosis and treatment of MDS, and then discuss the
novel drugs under clinical investigation.
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