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Multi-Ion Channel Profile Trafficking-Dependent Cardiotoxicity 3D hiPSC-derived Cardiomyocyte Spheroid Model for
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Manual Patch Clamp Integrated Cardiac Function in 3D hiPSC-derived Human Cardioids Model
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calcium dynamics in 3D tissue-like structures. Concentration (M) Concentration (M)
Human iPSC-derived cardiomyocytes exhibited distinct action
potential morphologies corresponding to atrial-like, nodal-like,
= Useful for distinguishing functional vs structural injury mechanisms. and ventricular-like subtypes (a). Nifedipine shortened action
potential duration (APD) in a concentration-dependent manner,
while  E-4031 prolonged APD and induced early
afterdepolarization (EAD) events at 100 nM (b-e).

= Suitable for detecting structural and meta-bolic cardiotoxicity. Aficamten, a selective cardiac myosin inhibitor, attenuated
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= Useful to identify complex cardiotoxicity phenotypes.
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58 Isoproterenol, a potent, non-selective B-  The hERG blocker dofetilide dose-dependently prolongs
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