Assessment of Drug Effects on Cardiomyocyte Function:
Comprehensive In Vitro Proarrhythmia Assay (CiPA) Results
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Figure 3: A. Secondary beat detection allows quantification of number of arrhythmic events for each recorded sweep. B. Automated detection of T-wave in
an interval specified by user. C. Field potential duration maximum (FPD,.,) is measured from inifial spike depolarization to the maximum value of the
repolarization (left). Automated detection of beat period, impedance amplitude in case of monophasic (left figure) and biphasic (middle) impedance traces.
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