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in Early-Stage Triple-Negative Breast Cancer

University of California
San Francisco

Emanuel Petricoin?, Michael Campbell', I-SPY2 investigators, Laura Selfors2, Deborah Dillon2, Beth Overmoyer?, Filipa Lynce?, Laura van ’t Veer'*, Jen

UCSF, San Francisco, CA; 2Dana-Farber Cancer Institute and Harvard Medi

> Therapy resistance: significant challenge in the treatment of breast cancer.
> Organoids: promising technology used for growing breast cancer cells, but
the extent to which it can model treatment resistance is largely unknown.
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RESULTS

Figure 2: TORG40, a TNBC and IBC organoid, expresses
select resistance biomarkers of veliparib-carboplatin (VC)

A Tumor organoid histology resembles original tumor histology. Left
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BACKGROUND RESULTS

Figure 1: Bulk RNA-Seq analysis and GSEA of 11 samples

CONCLUSIONS

> Therapeutic resistance in residual disease tumor organoid cultures can be
matched to I-SPY2 resistance biomarkers and signatures.
> Tumor organoid cultures modeling drug resistance states are a useful
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