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[ Abstract]
which is characterized by dysplasia of clonal hematopoietic/progenitor that lead to ineffective
hematopoiesis and higher risk of progressing to acute myeloid leukemia. The only curable method to MDS
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Myelodysplastic syndrome (MDS) is a group of clonal heterogeneous malignancies,

is allogeneic hematopoietic stem cell transplantation (allo-HSCT). However, most of MDS patients who
are aged can’t accept the treatment because of age, physical condition and severe complication. The main
or even the only treatment to MDS is supportive treatment for most of MDS patients before
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hypomethylating agents (HMAS) were invented.
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