Using cardiac microtissue models to determine functional and structural
cardiotoxicants.
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INTRODUCTION Spontaneously beating cardiac microtissues allow the pathophysiological Functional cardiac assay: detected of calcium flux in cardiac spheroids and
hypertrophy prediction of structural cardiotoxins in a single plate based assay contractility assessment using a label free system.
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Figure 4: Cardiac microtissue models for drug induced hypertrophy: (a) Representative high content screening images (HCS) of
the known structural cardiotoxin, dasatinib, inducing pathophysiological hypertrophy in cardiac monoculture spheroids
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Figure 3: Three dimensional (3D) confocal high content screening (HCS) and cardiac microtissue triculture model characterisation: 2 10X Crnax Non-structural cardiotoxin Pointon, A. et al (2013) Toxicol Sci 132(2):317-26
a) High content screening allows rapid characterisation of biomarkers and multiparametric indicators of cellular health. b) Cardiac Laverty HG. et al (2011) Br. J. Pharmacol. 163(4): 675-693
tri-culture microtissues demonstrate staining for fibroblast (vimentin) endothelial (CD31) and cardiomyocyte (ACTN2) markers ’ . _
Carlson, C. et al (2013) J Biomol Screen. 18(10): 1203-1211
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