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BACKGROUND

Breastcanceris the greatestcauseof mortality for women globallyaccordingto the world health organization(WHO)[1], with metastasisservingasthe main contributing factor. The
severeimpactof metastasisanbe attributed to a lackof understandingof the mechanismsat playin the early stagesof the metastaticcascadespecificallyinvasioninto the stromaand
Intravasationinto the blood caplillaries processesvhere the invasiveand subsequenthcirculatingtumor cells(CTCggo through a numberof phenotypicchangeswith unknowneffects
on cancertreatment [2]. Most cancertreatmentsfocuson the proliferativefeature of cancerdisregardinghe low responsivenesandsideeffectsthat thesedrugshaveon thesecells

In view of the above,we aim to study the effect of doxorubicin (DXR)a first-line anthracyclinechemotherapeuticagentfor breastcancertreatment [3], on the distinct phenotypes
establishedwithin the breastcancerinvasivemicroenvironment For this purpose,we usedan MDAMB-231 spheroidembeddedin collagenl to model the extracellularmatrix of an
Invasivesolid breasttumor, with the prospectiveof integratingthe modelin a microfluidicdevicewith physiologicallyelevantphysicochemicadtimulito better recreatethe invasion
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Figure 1. Visualcomparisonof invasionof the breastcancermodels The progressionof the invasion
areaof eachDXRtreated group (0, 175, 700and 2800ng/mL)is shownin the complementarygraphs
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