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Analysis of familial platelet disorder based on the novel function of RUNX1
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Familial platelet dyscrasia (FPD) is an inherited hematologic disorder
characterized by platelet abnormalities and high incidence of myeloid malignancies. The aim of this
study was to identify DNA methylation abnormalities in FPD.

Three FPD model iPS cell lines were established by CRISPR/Cas9 system and induced to differentiate
into hematopoietic progenitor cells and megakaryocytes in vitro. We also identified abnormal DNA
methylation in hematopoietic progenitor cells and found that ETS family transcription factor binding
motifs were enriched in the hypermethylation sites. This suggests that ETS family transcription
factors induce DNA methylation abnormalities in FPD.
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