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Introduction Objectives

BARD1-BRCA1 is a protein complex seen in humans involved with
tumor suppression’? with ortholog proteins BRC-1 and BRD-1 seen in
C. elegans. All are important for genome stability but mechanism of

function In C. elegans is unknown.
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» Create variants of unknown significance within the C. elegans BCBD
binding interface and BRD-1, nucleosome binding interface

* Use In vitro ubiquitylation assay to examine the enzymatic effects of
variants of unknown significance
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