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[ Abstract] Objective To observe the effects of Chinese herbal compound Tangbikang on ROS,
MDA, SOD, caspas-3, sciatic nerve cell apoptosis in rats with diabetic peripheral neuropathy, and to
explore its neuroprotective mechanism against oxidative stress and apoptosis. Methods 60 high fat forage
and small dose of streptozotocin intraperitoneal injection induced animal models of type 2 diabetic rats, after

8 weeks, were randomly divided into model group, alpha lipoic acid group, Tangbikang low, medium and
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high dose groups according to body weight. Another 10 normal rats were set as normal group. Rats in model
group and normal group were given distilled water, while Tangbikang groups and alpha lipoic acid group
were treated with different doses of Tangbikang and alpha lipoic acid by gastric perfusion. Body weight and
fasting blood glucose were measured every 4 weeks, one side of sciatic nerve of rats was taken out after 16
weeks, to detect ROS (colorimetric method) , MDA (thiobarbituric acid method) , SOD( Xanthine oxidase
method) . Enzyme-linked immune adsorption method was used to detect the caspas-3 protein expression and
TUNEL method to detect apoptosis. Results Compared with the normal group, SOD level was significantly
decreased, MDA, ROS levels were significantly increased, the expression level of Caspase-3 protein was
significantly increased, and TUNEL positive cells increased significantly in the other groups. Compared
with the model group, in the alpha lipoic acid group and Tangbikang high dose group, ROS, MDA levels
were significantly decreased, SOD content increased obviously (P<0.05), with no statistical significance
between the two groups. TUNEL detection of alpha lipoic acid group and Tangbikang high dose group
compared with model group, the number of positive cells decreased (P<0.05). Comparison of Tangbikang
high dose group and alpha lipoic acid group, the number of positive cells was slightly more than alpha lipoic
acid group (P<0.05). Expression of protein Caspase-3 in alpha lipoic acid group and Tangbikang high
dose group in sciatic nerve tissue was significantly less than in the model group (P<0.05), but there was

no significant difference between the two groups(P>0.05). Conclusion The Chinese herbal compound

Tangbikang can relieve the oxidative stress injury of diabetic peripheral neuropathy, reduce the apoptosis of

nerve cells, and delay the development of DPN by improving SOD level and removing overabundant
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MDA, ROS.
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