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e Breast Cancer
* Mesenchymal Stem Cell (MSCs)

* Immune Response

* Cancer Stem Cell (CSC)
* Interaction with MSC

* Distinct immune response

* |n vivo:
e MSC:

* Preparing for dormancy
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kill tumour
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BC-Microenvironment Interaction
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BM:
Endosteal vs. others

Adipose Tissue:

Vessel-contact vs.
others
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BREAST CANCER:-
MESENCHYMAL STEM-CELLS
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WORKING HYPOTHESIS
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Exosomes mostly from Primed MSCs change cycling of BCCs
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MIRNA: Differences between Naive and Primed MSCs
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Anti-miR222/-223 chemosensitize Dormant BCCs
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BM:
Endosteal vs. others

Adipose Tissue:

Vessel-contact vs.
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Anti-miR-222/-223 and reduced chemo prolonged
the survival of mice
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