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Elucidation of the maintenance mechanism of leukemic stem cells in leukemia with
high EVI1 expression and search for therapeutic target
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High EVI1 expression is observed in approximately 5 to 10% of de novo acute
myeloid leukemia, and this subgroup iIs known to have an extremely poor prognosis, but no effective
treatment has been developed. In this study, in order to elucidate the mechanism by which EVI1 is
involved in maintaining the stemness of leukemic stem cells, we integrated RNA sequence analysis and

chromatin-immunoprecipitation sequence analysis using a leukemia mouse model with high EVI1
expression. We extracted candidate genes predicted to be regulated by EVI1 in leukemia stem cells.
Knockout library screening was performed on these candidate genes to narrow down the genes necessary
for maintaining leukemia stem cells, and 12 genes were extracted as candidates.
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