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INTRODUCTION Combining multiple in vitro cardiac profiling techniques allows accurate detection of functional & structural
Drug-induced structural and functional cardiotoxicity S Multi-parametric calcium transient profiling to detect functional cardiotoxicity cardiotoxicity within a single cell population
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® Fast kinetic fluorescent reading is then performed on a Cytation 3 Cell Imaging Multi-Mode Reader (BioTek). D E E B — electrophysiology insight directly alongside cellular morphology changes from a single cell population
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® Raw fluorescent calcium transient data is analysed using our proprietary WaveScreen software; the algorithm detects E = 02 - ® Here we have shown that calcium transient profiling allows the detection of acute functional cardiotoxicity;
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Figure 2: Assay design and data analysis output at 10% (e), DNA structure (f) and cell count (g) for dual cardiotoxin doxorubicin.
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