BRCA1 and BRCA2 mutations in 1691 epithelial ovarian tumors identify subgroups with distinct
molecular characteristics

Thomas Herzog?, Joanne Xiu?, Ryan Bender?, Zoran Gatalica?, Sandeep Reddy?
lUniversity of Cincinnati, College of Medicine, Cincinnati, USA. ?Caris Life Sciences, Phoenix, USA.

Figure 5: Additional biomarkers tested by IHC and ISH in BRCA-WT and BRCA-MT
epithelial ovarian tumors and associated therapies. Stars indicate differences that are
statistically significant between the two cohorts.

Figure 3: BRCA2 mutation rates seen in all epithelial ovarian tumors and in various
histological subtypes. The highest mutation rate of BRCA2 is seen in serous histology and the

lowest in mucinous.
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Abstract

Background: Increasing data has shown that ovarian cancer patients carrying
BRCA1 and BRCA2 mutations, both somatic and germline, experience a survival

Background

While previously published clinical studies on PARP inhibitors focused on serous ovarian
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Results:

Table 1: Histological subtypes of epithelial ovarian tumors included:

generation sequencing, immunohistochemistry (IHC) of protein expression, Low TS-HC

and /or gene amplification (FISH/CISH).
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mutation suggests potential combination of hormone therapy with PARP

inhibitors in this rare cancer type.
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