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TR OB E (330) : In this study, to elucidate the possibility of TRPC ion channels as
new therapeutic targets in the treatment of cardiac diseases, we applied TRPC inhibitors to
several mice model of cardiac hypertrophy or heart failure. We found that TRPC inhibitors
ameliorate the pathological cardiac hypertrophy in mice with cardiac hypertrophy. We also
found that the cardioprotective hormone, atrial natriuretic peptide inhibits TRPC3/6
channel activities. Our study revealed the potential significance of TRPCs as novel
therapeutic targets in the treatment of pathological cardiac remodeling.
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