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DCCT-EDIC Research, has revealed that original intensive therapy during the DCCT reduces the risk of cardiovas-
cular events by about 50 % in type 1 diabetic patients 11 years after the end of the trial. Further, in the follow-up study of
UKPDS33, despite an early loss of glycemic differences between original intensive therapy and conventional one, a continued
reduction in microvascular risk and emergent risk reductions for myocardial infarction and death from any cause were observed
in type 2 diabetic patients. These clinical studies have substantiated the concept of ‘metabolic memory’ in the pathogenesis
of vascular complications in diabetes. Among various biochemical pathways activated under diabetic conditions, the process
of formation and accumulation of advanced glycation end products (AGESs) and their mode of action are most compatible with
the theory ‘metabolic memory’. Further, there is a growing body of evidence that AGEs and their receptor RAGE interac-
tion plays an important role in diabetic vascular complications. In this paper, we review the pathological role of the AGEs-
RAGE axis and its therapeutic interventions in vascular complications in diabetes. ~ (J Jpn Coll Angiol, 2010, 50: 555-559)
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