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of these hiPSCs into cardiomyocytes (hiPSC-CMs) was accomplished and
recognized and validated as a more physiological cellular model capable of 

long QT syndrome type 2 (LQT2) can range from the absence of symptoms to 

models with LQT2-associated variants. 

proteins in an adult healthy human heart. Changes in this electrophysiology balance

Chapter 2 reviews the past, present, and future of how hiPSCs could contribute
to gaining insight into the mechanisms underlying monogenic cardiac diseases
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In 

facilitates addressing various biomedical research challenges including model
reproducibility, interlaboratory sharing of cells, and large-scale screening of 
pharmacological compounds. 

KCNH2
) in cardiomyocytes. 

In 
severity of KCNH2 KCNH2

Chapter 

phase, and increasing the drug-induced occurrence of arrhythmic events.

In , we provided insight into the electrophysiological impact of a 
compound heterozygous KCNH2
with severe disease phenotypes. The hiPSC-CMs harboring a missense KCNH2

I

KCNH2

Finally, we deliberate the results outlined in this thesis and provide

and precision medicine approaches. 


