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Identification of novel targets for leukemia therapy using genome-wide
CRISPR/Cas9 screens

Takahiro, Maeda

32,800,000
(AML) 30%
CRISPR/Cas9 20,000
AML DCPS (decappin? enzyme scavenger)
DCPS RG3039 (Yamauchi et al. Cancer Cell,
2018) ( 2019 )
AML)
AML
AML
DCPS

Acute Myeloid leukemia (AML) is a devastating disease with a long-term
survival rate of less than 30%. To identify novel targets for AML therapy, we performed genome-wide
CRISPR/Cas9 screens using mouse AML lines that we generated. We identified DCPS (recapping enzyme
scavenger) as a novel target for AML therapy. RG3039, a DCPS inhibitor, exhibited anti-AML activity
both in vitro (AML cell lines) and in vivo (patient-derived mouse AML models) (Yamauchi et al.
Cancer Cell, 2018). We also identified other targets for AML therapy from those screens. We

presented a part of our findings at the 2019 ASH annual meeting, and a paper related to this project
is currently under review.
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