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First, | found that STAP-1 expression was up-regulated in human CML stem

cells compared to normal stem cells.

Next, we conducted experiments in mice. Analysis of STAP-1 deficient CML mice revealed a significant

decrease in the number of CML stem cells, and annexin staining revealed enhanced apoptosis in
STAP-1 deficient CML stem cells, suggesting that STAP-1 contributes to survival by inhibiting
apoptosis in CML stem cells.
We also performed RNA sequencing using CML stem cells and found that STAP-1 is involved in the
phosphorylation of STAT5, which in turn regulates the expression of anti-apoptotic factors such as
Bcl-2 and Bcl-xl. These data indicate that STAP-1 is an important molecule for the maintenance of
CML stem cells. In this study, STAP-1-mediated signaling was newly identified as one of the
therapeutic targets for stem cell targeting.
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