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(Abbreviations: AGE, advanced glycation end-product; GAPDH, glyceraldehyde-3-phosphate dehydrogenase; TGF- B,

transforming growth factor B ; NF k B, nuclear factor kB; NO, nitric oxide; PAI-1, plasminogen activator inhibitor 1; PARP,
poly-ADP-ribose polymerase; PKC, protein kinase C)
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Diabetes is associated with increased macrovascular complications, such as coronary artery disease
and strokes, and microvascular complications, such as retinopathy, nephropathy and neuropathy. Clinical
trials suggest that better control of blood glucose reduced diabetes-associated complications. However, recent
evidences showed that the risk of diabetic complications was linked to previous hyperglycemia even when it had
been achieved to near-normal glycemic control after aggressive treatment. These raised the concept of 'metabolic
memory' that was referred to the continuing progression of microvascular damage after correction of chronic
hyperglycemia in diabetic patients who had initial poor glycemic control. The metabolic memory may be related
to the level of glycation of mitochondrial proteins and the production of reactive oxidative species. We will briefly
review this concept and discuss future therapeutic applications. ( J Intern Med Taiwan 2009; 20: 220-225 )
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