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Abstract

The present study was conducted to verify the
oxidative stress status in diabetes mellitus (DM). To
achieve this aim, 20 patients of type I, 70 patients of type
II, and 46 healthy subjects (control group) were
subjected to the study. The results showed significant
(p<0.001) decrease of reduced glutathione (GSH) and
glutathione peroxidase (GPx) levels and significant
(p<0.001) increase malondialdehyde (MDA) levels in
both types of DM when compared with those of the
control group and the extent of oxidative stress status
changes was higher in type II when compared with type I
diabetic patients. The linear regression analysis
demonstrated significant (r =0.44-0.46, p<0.01) negative
correlation for GSH and GPx values respectively and
significant (r =0.42, p<0.01) positive correlation for
MDA values with age of diabetic patients. The same
analysis indicated significant (r =0.54-0.36, p<0.01,
p<0.05) negative correlation for GSH and GPx values
respectively and significant (r =0.54, p<0.01) positive
correlation for MDA values with duration of disease. The

results showed significant (p<0.05) decrease in GSH and



GPx values and significant (p<0.05) increase in MDA
levels in obese patients when compared with non obese
diabetic patients. The results also demonstrated
significant (p<0.01) decrease in GSH and GPx values
and significant (p<0.05) increase in MDA levels in
complicated patients when compared to those of non
complicated diabetic patients. The evaluation of sex
differences and type of treatments did not exhibit
significant variation in diabetic patients.

The results indicate that diabetes mellitus is

associated with oxidative stress.
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