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BACKGROUND

Breast cancer is the greatest cause of mortality for women globally according to the world health organization (WHO) [1], with metastasis serving as the main contributing factor. The
severe impact of metastasis can be attributed to a lack of understanding of the mechanisms at play in the early stages of the metastatic cascade, specifically invasion into the stroma and
intravasation into the blood capillaries, processes where the invasive and subsequently circulating tumor cells (CTCs) go through a number of phenotypic changes with unknown effects
on cancer treatment [2]. Most cancer treatments focus on the proliferative feature of cancer, disregarding the low responsiveness and side effects that these drugs have on these cells.

In view of the above, we aim to study the effect of doxorubicin (DXR), a first-line anthracycline chemotherapeutic agent for breast cancer treatment [3], on the distinct phenotypes
established within the breast cancer-invasive microenvironment. For this purpose, we used an MDA-MB-231 spheroid embedded in collagen | to model the extracellular matrix of an
invasive solid breast tumor, with the prospective of integrating the model in a microfluidic device with physiologically relevant physicochemical stimuli to better recreate the invasion.
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MDA-MB-231 invasion can be enhanced on a microfluidic chip
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