Genomic and ancestry-associated determinants of survival in gynecologic cancers
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Background Multi-modal real-world data on 8,500 patients with gynecologic cancer reveals influence of ancestry, somatic variants, and other factors on survival.

® Survival outcomes for gynecologic cancers vary across populations.
However, the genomic features and other factors that contribute to these
differences are poorly defined.
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language processing. OS associations were evaluated using Cox
proportional hazards models.
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