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Supplementary data Fig.1
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Supplementary data Fig.1 legend
[bookmark: OLE_LINK1]A. Comparison of multipotent markers between H9 cells and H9SNTA1KO cells. The expression of pluripotent markers SOX2, DPPA4, OCT-4, and NANOG in H9SNTA1KO cells was similar to H9 cells using qRT-PCR analysis.
B. The karyotype analysis of H9SNTA1KO was normal (46, XX). 
C. Western blots confirmed H9SNTA1KO to be actually deficient in SNTA1.










[bookmark: OLE_LINK260]Supplementary data Fig.2
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Supplementary data Fig.2 legend
A. The volcano map showed the statistics differentially expressed genes in WT and KO on the 30th day cardiac differentiation using RNA-seq.
B. The KEGG_pathway enrichment bubble chart showed there were 53 genes differentially expressed in the disease of hypertrophic cardiomyopathy pathway between WT and KO on the 30th day cardiac differentiation. 
[bookmark: OLE_LINK262]C. The heatmap showed the 53 genes transcriptional level expressed in the disease of hypertrophic cardiomyopathy pathway between WT and KO on the 30th day cardiac differentiation.
D. Western blots showed expression level of MYL2 in WT and KO on the 45th of cardiac differentiation. 
E. Western blots showed expression level of CaMKⅡin WT and KO on the 45th of cardiac differentiation.


















Supplementary data Fig.3
A
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Supplementary data Fig.3 legend
[bookmark: OLE_LINK263]A. The left panel: The representative line-scan image of WT and WT+R (WT cardiomyocytes treated with 10 μM ranolazine) stained with Fluo-4 AM.
The right panel: Calcium transient profile derived from line-scan image of the left panel.
B. to E. Quantification of time to peak, peak, contraction duration, and beating rate in WT and WT+R (WT cardiomyocytes treated with 10 μM ranolazine), n = 6. **P < 0.01; ****P < 0.0001; ns; not significant, unpaired two-sided Student’s t test.
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