Clock Genes Iin Breast Cancer

Priya Jayachandran?, Yasmine Baca?, Joanne Xiu?, Yuanzhong Pan?, Phil Walker?, Francesca Battaglini, Hiroyuki Arai!, Moh’d
Khushman3, Janice Lul, Darcy Spicer'!, Shannon Mumenthaler!, Richard Goldberg#4, Benjamin A. Weinberg®, Emil Lou®, Michael Hall’,
Arielle L. Heeke?, W. Michael Korn?, Steve A. Kay!, Heinz-Josef Lenz!, and Evanthia Roussos Torres'

1 Division of Medical Oncology, Norris Comprehensive Cancer Center, Keck School of Medicine, University of Southern California. 2 Caris Life Sciences, Phoenix, AZ, USA. 3 Department of Hematology-Oncology, O'Neal Comprehensive Cancer Center, The University of Alabama at
Birmingham. 4 Section of Hematology/Oncology, West Virginia Cancer Institute. 5 Division of Hematology and Oncology, Lombardi Comprehensive Cancer Center, Georgetown University Medical Center. 6 Division of Hematology, Oncology and Transplantation, University of Minnesota.
7 Department of Clinical Genetics, Fox Chase Cancer Center. 8 Levine Cancer Institute, Atrium Health.

R
CARISPOA

Keck School of
Medicine of USC

Abstract ID: 1309743

Background

« Disruption of circadian processes has been linked to cancer initiation,
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progression, metastasis, resistance, and mortality.
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