( SAN ANTONIO

% MUSC Distinct Transcriptional and Immunosuppressive Microenvironment Signhatures in PIK3CA- and ESR1-Mutant Hormone

BREAST CANCER
_ JS( ,_ ' ( ) >YMPOSIUM
vedical University  Receptor Positive (HR+)/HER2- Metastatic Breast Cancer (MBC) / &uriem AAGR
of South Carolina : A : : : : : : - : : : : SinAnwonio ___ American Associati
Abirami Sivapiragasam?', Adam Dugan ?, Stamatina Fragkogianni 4, Unnati Jariwala 2, Edward Williams 4, Metamia Ciampricotti Vays Cancr G
. . . : : . Abstract #2368
IMedical University of South Carolina, Hollings Cancer Center, Charleston, SC, “Tempus Al, Inc., Chicago, IL
INTRODUCTION Figure 1. Differential Gene Expression in ESR1-Mutant vs. WT Figure 3. Differential Gene Expression in PIK3CA-Mutant vs. WT HR+/HER2-
HR+/HER2- Metastatic Breast Cancer Metastatic Breast Cancer
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- PIK3CA-mutant tumors demonstrated the greatest enrichment co-mutant tumors compared to wild-type. Key genes with significant expression changes Immunotherapy combinations to overcome suppressive
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ESRI1-mutant tumors had the lowest levels of these
immunosuppressive cells (p<0.001).

ACKNOWLEDGMENTS

Correspondence:sivapira@musc.edu

We thank the Tempus Science Communications team for poster development.



