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Failure of hypomethylating agents in the treatment of myelodysplastic

syndrome : causes and therapeutic choices

Summary

The hypomethylating agents (HMA) azacitidine and decitabine are the standard treatment of pa-

tients with myelodysplastic syndromes. However, most patients experience treatment failure including HMA intol-

erance,no response or response lost. Therefore,it is important to understand patterns of failure to select appropri-

ate salvage treatment. Supportive care should be given in the circumstances of serious adverse effects. If the patient

shows no response or relapses after initial response, the alternative treatment options include allogeneic hematopoi-

etic stem cell transplantation, targeted agents, chemotherapy, histone deacetylase inhibitors and immunomodula-

tors.
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