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Prospect of New Glucose-lowering Drugs in Heart Failure
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[ Abstract)] Significant advances have been made recently in the treatment of type 2 diabetes mellitus, with several new glucose-
lowering drugs showing beneficial effects in cardiovascular disease, particularly in heart failure. Some of them have very strong safety
characteristics and have very strong practical significance. These drugs include dipeptidyl peptipase-4 inhibitors, glucagon-like peptide-1
receptor agonists, and sodium-glucose cotransporter type 2 inhibitors. New hypoglycemic drugs have a promising prospect in the treatment of
type 2 diabetes complicated with heart failure, which is the focus of current research. The purpose of this study was to summarize the clinical
evidence on the efficacy and safety of novel hypoglycemic drugs in patients with heart failure.
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