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Research progress on influence and intervention of advanced glycosylation
end products on diabetes and its complications
ZHENG Xiaomao .RU Qin,CHEN Lin,LI Chaoying®
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[ Abstract] Diabetes mellitus (DM) is a complex and chronic metabolic disease affected by many factors
with persistent hyperglycemia as the characteristic,and persistent hyperglycemia also is one of important fac-
tors inducing and aggravating DM and its various complications. Advanced glycosylation end products (AGEs)
are the stable nonreversible end products formed by nonenzymatic reactions in reducing the marcromolecular
materials such as sugar and protein or amino acid. AGEs accumulation in vivo will cause a series of oxidative
stress cascade reactions,therefore which plays an important role in the occurrence and development of DM and
its various complications such as diabetic nephropathy,arterial atherosclerosis and diabetic retinopathy. Recent
studies have shown that AGEs can also promote pancreatic §-cell apoptosis directly and cause pancreatic g cell
dysfunction for synthetizing and secreting insulin. Therefore, the deep study on the mechanism of AGEs to DM
and its complications, and the investigation on the application of effective intervention and protective drugs
have important significance for the clinical prevention and treatment of occurrence and development of DM and
its complications.
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