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Elucidation of the pathogenic mechanism of HCM using isogenic hiPSC-CMs with HCM

mutation
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In this study, I established several hiPSC lines with isogenic HCM mutations
using CRISPR/Cas9 technology, and differentiated them into cardiomyocytes (CMs). | found that CMs
with MYH7-R719Q mutation showed significant cardiac hypertrophy at the cellular level. Next, I
performed the screening of compounds that inhibit hypertrophy in this hiPSC-CMs and identified the
target gene by chemical proteomics using the compound (Gene name is unpublished as of this moment).
In addition, the hiPSCs in which the gene was knocked out showed cardiac hypertrophy at the cellular
level similar to that of human iPS cells with the MYH7-R719Q mutation. Although further analysis is
needed, | have found a possible new mechanism of cardiac hypertrophy that has not been reported

Furthermore, 1 was able to publish two papers related to this research within a period of time.
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