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Epigenomic analysis of primary breast cancer tumors reveals
novel tumor cell vulnerablilities and therapeutic targets
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Abstract Novel breast cancer targets linked to patient enhancers
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Together, these studies Iindicate that super-enhancer analysis Iin primary patient
samples can be used to define new biomarker-linked breast cancer vulnerabilities for therapeutic
Intervention.
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Super-enhancer (SE) analysis of breast cancer tumors

SY-1425 anti-proliferative effect is highly dependent on RARA enhancer strength
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CRISPR-mediated validation of target genes

Conclusions
Overview: CRISPR-mediated ablation CRISPR-mediated dropout screen in _ _ _
of SE-linked target genes breast cancer cell models . Su_pe_r-enhancgr analysis reveals both SE-linked novel drug targets and novel patient subsets for
— existing drugs in breast cancer
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