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CRISPR/Cas9 editing in human pluripotent stem cell-cardiomyocytes
highlights arrhythmias, hypocontractility, and energy depletion as
potential therapeutic targets for hypertrophic cardiomyopathy.
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Novel INcRNAS 3. Phenotyping of hPSC-CMs in terms of a) molecular, b) functional and c)
O?'ﬁ;g'gf;g‘s & biomarkers transcriptomics analyses has validated the human HCM model generated,
leading to new mechanistic and pharmacological understanding of the disease.



