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MR S OMESE (330) : This study was performed to determine the characteristics of
MOZ-TIF2 AML stem cells using two different assay systems. Firstly, we showed that
BRPF1/HOX pathway is critical for the leukemogenesis by MOZ-TIF. Our data indicate that
BRPF1 recognizes histone modifications and stimulates MOZ localization on target genes,
and upregulates transcription of target genes such as HoxA9 and HoxalO, which finally
promotes development of leukemia. Secondary, we focused on RinglA and RinglB, the
components of PRC1 complex, which plays an important role in the regulation of stem cells.
We found that Ring 1A/B play crucial roles in the maintenance of MOZ-TIF2 leukemia through
repression of Glis2, which strongly promotes differentiation of leukemia stem cells.
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