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Molecular mechanisms in the pathogenesis of myelodysplastic syndrome
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Myelodysplastic syndrome, which is more common in the elderly, is a clonal
hematopoietic tumor that occurs from hematopoietic stem cells. In order to understand the functional
decline of tissue stem cells due to environmental stress over life and the disease onset mechanism,
we developed genetic analysis and verification using a mouse biological model in conjunction with
analysis using clinical specimens. In this study, the analysis using existing gene expression data
also strongly suggested the enhancement of inflammatory stress signal and the involvement in MDS
disease state. Based on these findings, in order to prevent the onset of MDS, we have inhibited
infection-stress signals as well as remodeled an epigenomic state of MDS stem cells into that of
normal hematopoietic stem cells.
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