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Abstract The heterogeneous nature of myelodysplastic syndrome (MDS) demands a complex and personalized variety
of therapeutic approaches. As yet, allogeneic hematopoietic stem cell transplantation remains the only potentially curative op-

tion. However, it is not accessible to a number of patients for various reasons. For the majority of patients with MDS, treat-

ment strategies are risk adapted mainly based on the revised version of the International Prognostic Scoring System(IPSS-R).

This review provides an overview of the current therapeutic landscape in MDS.
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