Abstract 1511 AML patient clustering by super-enhancers reveals an RARA associlated SY R' *®o

transcription factor signaling partner

Michael R McKeown, Matthew L Eatoh Chris Fioré, Emily Leé, Katie Austgeh Darren Smith M. Ryan Corces Ravindra Majeti, and Christian C Fritz

1Syros Pharmaceuticals, 620 Memorial Drive, Cambridge, MA 02139
?Department of Medicine, Division of Hematology, Cancer Institute, and Institute of Stem Cell and Regenerative Medicine, Stanford University School of Medicine, Palo Alto, CA 94305

Abstract

IRF8 and RARA Cluster in Epigenomically Defined AML Subsets IRF8 binding and RARU Agonism Activate IRF Target Genes
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both genes is correlated in primary patient samples. IRF8 is involved in interferon signaling and previous studies have shown ©w 3 0.5] > Jt L i Left, bottom: SY-1425 REACTOME_DOUBLE STRAND BREAK REPAIR) M I
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