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This study aimed to clarify the function of myeloid repressor BACH2 in AML.

First, we demonstrated that the BACH2 mechanism discovered in mice also exists in humans by
differentiation experiments using human hematopoietic stem cells collected from umbilical cord blood
and immunodeficient mice. Subsequently, we found that downregulation of BACH2 expression in some
AML cell clones from patients reduced proliferative capacity. Protein multiparameter analysis by
CyTOF revealed that AML cells with high and low expression correlation between BACH2 and myeloid
transcription factors. We are investigating its relationship to the functional regulation of AML
proliferation and survival.
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