2018 2020

Yuichiro, Semba

PD

CRISPR-Cas9 screen identifies essential chromatin-remodeling factors and novel
therapeutic targets for acute myeloid leukemia
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Acute myeloid leukemia (AML) is a devastating disease with low long-term
survival rates, underscoring the critical need to devise a novel therapeutic strategy. In this
study, we focused on the epigenetic regulating system, especially on the chromatin remodeling
factors, and hypothesized that these factors play essential roles in AML cell survival in concert
with transcription factors. Since there is a limitation to the conventional method of targeting
individual factors in elucidating the complicated epigenetic regulating system involved, we instead
performed genome-wide CRISPR-Cas9 screens to comprehensively identify the chromatin remodeling
factors essential to AML cell survival and analyzed their functions.
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