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[ Abstract] Objective  To explore the effect of traditional Chinese medicine composition ( 40%
Ophiopogon japonicus polysaccharide, 30% huanglian alkalis, 30% Panax notoginseng saponins) (TCMC) to
improve diabetic angiopathies oxidative stress injury in rabbits. Methods DA rabbits were established by
alloxan intravenous injection with abdominal aorta intima balloon injury, then intervened by TCMC of high,
medium, low dose or simvastatin respectively. Results Compared with model group, TCMC could inhibit
the content of fasting blood glucose (FBG) , advanced glycation end products (AGEs) in the blood ( P<0.
05) but simvastatin could not (P>0.05). TCMC and simvastatin could inhibit the content of nitrogen oxide
(NO), nitric oxide synthase (NOS) , malondialdehyde (MDA) but activate superoxide dismutase (SOD),
glutathione peroxidase ( GSH-PX) in the blood serum (P<0.05) ,and there was significant difference
compared with model group (P<0.05). Conclusion TCMC has inhibition on FBG, AGEs, NO, NOS,
MDA and could activate SOD, GSH-Px, which leaded to intervention on the process of protein non enzymatic
glycosylation of the DA model and improvement on diabetic angiopathies oxidative stress injury.
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