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Sitprija S, Chusilp S, Plengvidaya C, Nantawan P. Diabetic micro-
angio sathy. Chula Med J 1984 Apr; 28 (4) : 555-563

The vascular complications are major clinical problems in
diabetics today. It may be categorized as large vessel disease,
macroangiopathy, and small vessel disease, microangiopathy. The
microangiopathy included the diabetic retinopathy and nephro-
pathy, is a direct consequence of hyperglycemia and its duration.

Elevated glucose levels produce the thickening of the
basement menbrane of small wvessels, decrease in release of
oxygen from hemoglobin, increase in blood viscosity, increase
in red blood cell aggregation and increase in platelet adhesion
and aggregation.

Many evidences suggest that the microangiopathy can be
reduced by very careful blood sugar control. This concept will
be concluded in the future by normalization of blood sugar with
an artificial pancreas,a pancreatic or an islet cell transplanta-
tion.
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