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Beyond DNA mutations, post-transcriptional regulatory mechanisms at the RNA
level are gaining significant attention in cancer research. Notably, tumor cell-specific RNA
dysregulation is emerging as a critical area of investigation, particularly given that RNA
splicing-related gene mutations have been identified in approximately half of myelodysplastic
syndromes (MDS). Despite this, the understanding of such dysregulation remains limited. In this
study, we investigated the phenomenon wherein BRD9, a vital component of the novel SWI/SNF complex
responsible for chromatin remodeling, is frequently lost in cancer cells due to the aberrant
splicing. Utilizing knockout mice as our primary model, we concentrated on elucidating the role of

BRD9 in hemato?oietic stem cells (HSCs). Our research uncovered how aberrant splicing of BRD9
affects the cell fate of HSCs through the chromatin regulation.
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