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Glucose and GTP-binding protein-coupled receptor regulate transient receptor
potential-channels to stimulate insulin secretion.
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It was known that adrenaline suppresses glucose-stimulated insulin secretion

(GSI1S) via Gi-coupled receptor with suppression of cyclic AMP (cAMP) production. The present study
showed that a physiological concentration of adrenaline attenuates insulin release via cAMP/TRPM2
signaling, thereby providing a potential therapeutic tool to treat patients with type 2 diabetes.
G protein-coupled receptor 40 (GPR40) contributes to medium- or long-chain fatty acid-induced
amplification of GSIS, and GPR40 agonists are therapeutic targets in type 2 diabetes. The present
study showed a novel mechanism for the regulation of insulin secretion by GPR40 agonist in
pancreatic beta-cells.
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