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Identification of mechanical signal from intercalated discs
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The heart has a dynamic compensatory mechanism for haemodynamic stress.
However, the molecular detail of cardiac mechano-transduction are unclear. We have previously
proposed that TRP vanilloid family type 2 channel (TRPV2) serves as a mechanoreceptor at
intercalated discs of cardiomyocytes. Here, we analyzed that the mechanical-stimulation-induced Ca2+
change at intercalated area of neonatal cardiomyocytes. These data show that TRPV2-dependent
mechanical-stimulation-induced Ca2+ change is critical for the development of Ca2+-handling of
beating myocytes during the maturation process of neonatal cardiomyocytes. In addition, we show that
the TRPV2-dependent mechanical-stimulation-induced Ca2+ change is not observed in dystrophic

myocytes.
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TRPV2 is crucial for the development of intercalated discs in mouse hearts.
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The role of TRPV2 during the development of excitation-contraction coupling in neonatal cardiomyocytes.
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