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Introduction Methods and work-flow

The interplay between cancer cells and other components of
the tumor microenvironment (TME) plays an important role in
disease progression, metastasis and drug resistance. For 1. Decellularization 3. Repopulation
better understanding of this interactions and the influence of
Individual patient cancer microenvironments in tumor
prognosis and drug response, we have:
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Fig. 1. Gene expression changes in MCF7 cancer cells growing in 64 breast cancer PDSs treated with chemotherapy. A) RNA vyield of lysates associated to poor prognosis of the patients.

from PDS cultures. B) Scatter plots showing gene expression levels of untreated and treated PDS cultures, relative to untreated 2D culture.
Individual PDSs represented by dots. Controls (untreated), 5-fluorouracil (5-FU) or doxorubicin (DOX)

Drug repurposing: CSC low proliferative PDS-induced phenotypes during FDA-approved drugs screening matched
in vivo experiments
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Fig. 4. B2 drug which enhanced CSC low proliferative phenotype in the cancer cells growing in PDS, failed in

Fig. 3. In contrast to 2D cultures, the treatment with B2 increased the expression of pluripotency in vivo experiments, even promoting metastasis and increasing tumor size. MDA-MB-231 luciferase tagged

and CSC related genes in MDA-MB-231 breast cancer cells growing in PDSs. Relative gene cells were injected into mice at a concentration of 0.2 x 10° cells, per injection site. A12 and B2 drugs were
expression to non-treated samples is shown. administered to mice as 2, 1 or 0.5 mg oral gavage three times a week at a volume of 50 L.

PDSs induce expression changes of immunotargets, influence T cells killing ability
and the response to checkpoints inhibitors therapies.
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For additional information, please contact: elena.garre.garcia@gu.se
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