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[Abstract] Takeda G protein-coupled receptor S (TGRS) is a bile acid receptor located on the surface of cell membrane,
widely distributed in many tissues and cells in the body, and can be directly activated by most bile acids in vivo. TGRS plays an
important role in various physiological and pathophysiological processes, including cellular Ca** transport, oxidative stress, cell
proliferation, inflammatory responses, and mitochondrial metabolism, thereby maintaining mitochondrial homeostasis and vascular
endothelial function, and inhibiting the progression of cardiovascular diseases such as atherosclerosis, myocardial hypertrophy, and
cardiac remodeling after myocardial infarction. Currently, with the gradual clinical application of numerous bile acid and bile acid
derivatives drugs, it is necessary to further investigate the role of TGRS in the cardiovascular system, which is an important basis for
clinical application of these new drugs. This review discusses the relationship between TGRS and cardiovascular system from five
perspectives: TGRS's involvement in regulating macrophages, endothelial function, vascular smooth muscle cells, cardiomyocytes,
and mitochondrial metabolism. It summarizes the recent research progress, aiming to provide the theoretical basis for TGRS as a
novel therapeutic target for cardiovascular diseases.
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