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INTRODUCTION SUMMARY

Therapies for breast cancer (BC) are informed
by tumor subtypes and molecular

In HR+/HER2- and triple-negative breast cancers, we observed significant differences in
h ity. Whil ' f Afri : : : : :
) bt & hih martality tate comoaradwit Mutational spectrums and gene expression between genetically determined African and

patients of European ancestry (EA), the

biological underpinnings of this disparity are not European ancestries. Gene sets were differentially enriched by ancestry in HR+/HER2- but not
entirely understood. : : : : : :

triple-negative breast cancers. These findings may support future biomarker-informed research
Here, we present a genomic and transcriptomic

comparison between BC tumors from AA and EA and, Ultimately, pFECiSiOn cancer care.
patients stratified by BC subtype and clinical

stage in a real-world cohort. RESULTS
METHODS
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