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Abstract: Advanced glycation end products (AGESs) are the products of nonenzymatic glycation and
oxidation of proteins. Endogenous AGEs stimulate the receptor for AGEs (RAGE) to exhibit potent
proinflammatory effects, thus the formation and accumulation of AGEs has been implicated in the
progression of several age-related diseases including diabetic complication, neurodegenerative disease,
renal failure and lifestyle related diseases. Stimulation of RAGE by AGEs induces activation of some
MAP kinases and formation of reactive oxygen species, leading to NF- « B activation. This review
will give an overview of the most prominent AGE-RAGE cell signaling cascades, prevention of AGEs
formation and the impact of AGEs during pathophysiological processes.
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