s —

BT PR 0D BRI 35 < Y

Pathogenesis and treatment of diabetic neuropathy
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Summary

Various factors have been implicated in the pathogenesis of diabetic neuropathy such as polyol pathway hyperactivity, abnormal protein

kinase C activity, increased oxidative stress, increased non-enzymatic glycation, advanced glycation end products (AGEs) accumulation, and

reduced synthesis of neurotrophic factors and C-peptide. Incretin deficiency such as glucagon-like-peptide 1 (GLP-1) and gastric inhibitory

polypeptide (GIP) is also involved in the pathogenesis of diabetic neuropathy. These glucose-mediated metabolic abnormalities affect all

cellular components of nerve tissue including neurons, Schwann cells, and endoneurial endothelial cells.

The precise mechanism of action of each pathogenic factor and the interaction of these factors still remains unknown. Therefore, the

pathophysiological mechanisms should be elucidated for all cellular components of nerve tissue including neurons, Schwann cells, and

endoneurial endothelial cells. Elucidation of the pathogenesis of diabetic neuropathy is essential for establishing effective treatment for this

neuropathy.
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