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[ Abstract)

traditional drugs such as insulin and sulfonylureas can not only lower the blood glucose, but also cause

The aim to treat type 2 diabetes is to control the high blood glucose. However, the

hypoglycemia. Therefore, the drug dosage should be adjusted frequently in order to maintain the blood
glucose in a certain range and to avoid hypoglycemia. Hypoglycemia can cause physical and mental
disorders, as well as cardiovascular events. Therefore, great efforts should be made in clinical medication to
reduce the risk of hypoglycemia. Glucagon-like peptide -1 receptor agonists can stimulate the secretion of
insulin in a blood glucose-dependent manner. When the insulin dose is very low or deficient, or the
concentration of blood glucose is not high, glucagon like peptide-1 receptor agonists will not or rarely
stimulate insulin secretion.
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