Abstract #
204 Understanding breast cancer resistance to chemotherapy:

o o _ XenTecfﬁ'
Characterization of cancer cell sub-populations in residual and relapsed tumors www.xentech.eu

Booth #2516

Miltenyi Biotec

Booth #1601 Andrea Aloial, Evgeniya Petrova?Z, Olivier Deas?, Sophie Banis?, Enora Le Ven3, Andreas Bosio!, Olaf Hardt!, Stefano Cairo3, Jean-Gabriel Judde3. I Miltenyi Biotec GmbH, Bergisch Gladbach, Germany; <Institut Pasteur, Paris, France; *Xentech, Evry, France

Tumor recurrence fueled by residual tumor cells having survived chemotherapy represents the principal cause of breast cancer treatment failure. Triple-negative breast cancer (TNBC) is a heterogeneous disease at both molecular and cellular level, and the presence of different tumor cell sub-populations is likely the reason for this heterogeneity
and for the incomplete response to neoadjuvant chemotherapy observed for most TNBCs. To identify and isolate tumor cell sub-populations that resist to chemotherapy, we used a panel of 45 antibody-fluorochrome conjugates in combination with multi-parameter flow cytometry to screen for the expression of a set of cell surface markers in
residual tumor cells that survive chemotherapy. This set of markers represented both proteins involved in stem cell function and proteins known to be over-expressed in stem cells or cancer stem cell sub-populations. As a source of tumor samples, we used a panel of TNBC patient-derived xenografts (PDXs). These tumor models are known to

preserve the morphology, molecular characteristics and drug response profile of the original patient tumors. We used TNBC PDX models to reproduce /in vivo chemotherapy-induced tumor regression and relapse.
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