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INTRODUGTION 1. FOCUSED COMBO CRISPR SCREENS IDENTIFY APEX2 AS A SYNTHETIC
LETHAL TARGET FOR RNASEH2B LOSS

4. APEX2 CATALYTIC ACTIVITY, BUT NOT PCNA INTERACTION, IS

ESSENTIAL FOR VIABILITY OF RNASEH2B-DEFICIENT CELLS 7. BRCATMUT CELLS ARE ALSO SENSITIVE TO APEX2 KO
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