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The role of GPCR in cardiac diastolic dysfunction
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In_this study, we will comprehensively analyze G-protein-coupled receptors
(GPCRs) with unknown functions that increase their expression due to aging and heart failure, and
identify GPCRs involved in the development of heart failure. GPCRs are the main drug discovery
targets, but among the more than 800 GPCRs, only B blockers and angiotensin receptor antagonists
are the therapeutic targets in the cardiovascular field, and these drugs have little therapeutic
effect on heart failure in the elderly. We thought that there was a new heart failure target
molecule among the many GPCRs, and GPCRs with accumulated drug discovery methods had a high
feasibility for developing new treatment methods, so we performed GPCR screening to search for the
seeds of development of new therapeutic drugs for heart failure that are difficult to treat with
conventional heart failure therapy.
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