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Lueprasitkul W, Sridama V. Pathogenesis of chronic diabetic complications.
Chula Med J 1986 Nov; 30(11) : 1125-1135

Despite the discovery of insulin and oral hypoglycemic agents for many
decades, chronic diabetic complications are still common and extensive studies
of their pathogeneses are important in the understanding of these processes.

High level of blood glucose in diabetic patients leads to two major
biochemical pathways, polyol and non-enzymatic glycosylation of proteins. In
the polyol pathway, sorbitol is formed from glucose by aldose reductase. Sorbitol
may accumulate in lens and schwann cells, leading to certain diabetic compli-

cations, namely cataract and peripheral neuropathy.
The discovery of an association between an elevated hemoglobin A Je and

imperfect diabetic control led to the hypothesis of non-enzymatic glycosylation of
various proteins including collagen and elastin which are the components of vascular
walls. The glycosylation may lead to functional and anatomical changes of the
vessel walls with development of diabetic micro and macroangiopathy.
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Figure 1. Effect of hyperglycemia and its consequence on the development of diabetic

complications.
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Figure 4. Mechanism of non —enzymatic glycosylation of protein.
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