BRCA1 promoter methylation in sporadic breast cancer patients detected by liquid biopsy
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For BRCA1 analysis, the promoter region covering relevant CpG Prevalence Analysis: BRCA1 promoter methylation frequencies in
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a methylation score were calculated and used as the basis for

making PM calls. BRCA1 PM has important prognostic and therapeutic implications for the management of breast and other cancers.
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GuardantINFINITY™ | the unselected, non-random patient subtype Liquid biopsy is a method to non-invasively identify changes in cancer-related genomics and epigenomics.

TeGATIssue ' composition in the GuardantINFINITY™ cohort, Additional ongoing studies are investigating the extent of methylation across the BRCA1 regulatory region, how these PM patterns vary
across breast cancer subtypes, and how they both influence and are influenced by disease evolution and therapeutic response.

The limit of detection (LoD) was determined through
experimental titrations of ctDNA from HCC-38, a cell line with
known BRCA1 PM43, into the plasma of cancer-free donors.

— BRCA1 as well stage of cancer (wherein patients may

have lost methylation over the course of
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