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Abstract

We evaluate the robustness and applicability of a newly designed microfluidic system to mimic
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The Cell Titer Glo data in panel B is normalized to DMSO (vehicle) control. The 3 bar graphs for
each drug represent the percentage of viable cells remaining in column 7 post 48 hours of drug
exposure. The effects of the seven chemotherapeutic drugs on the cells in column 7 is very

form a cascade of cell chambers through which drugs or toxicants can be applied. Toxicants
interact with cells in the upstream compartments (e.g. liver cells) creating metabolites (active
drugs) that will mix and interact in downstream wells (e.g. cancer cells) forming a parent-
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