Dissecting the germline variants in breast cancer tumors: Polygenic risk
scores alter tumor evolution under a two-hit hypothesis for breast cancer.
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Abstract Results

Breast cancer is the leading cause of cancer death worldwide.
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o After diagnosis — personalized avenues for treatment.
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« Does tumor somatic features associate with clinical data?
o Polygenic risk scores moderately correlate with patient age at diagnosis
Associate o Nominal p-values suggest a correlation between age of diagnosis and breast cancer PRS.
m This association seen in previous work in our lab with prostate cancer (Houlahan et al., 2023).
o Multiple testing correction using False Discovery Rate (FDR) reduces significance of survival analysis.
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