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Investigation on the use of o-lipoic acid for ameliorate hypoglycemic encephalopathy in

patients with type 2 diabetes by reducing oxidative stress

Kang Jian', Feng Yamin®, Xiao Lijun’, Tang Ying’, Zhu Qun**

('Emergency Center, the First Affiliated Hospital of NJMU,Nanjing 210029;° Department of Endocrinology, the
Second Affiliated Hospital of NJMU,Nanjing 210011;° Department of Geriatrics, East District of the Second
Affiliated Hospital of NJMU ,Nanjing 210003, China)

[Abstract] Objective;To investigate influence of antioxidant a-lipoic acid on oxidative stress, endothelin-1 and recovery of
neuronal function in type 2 diabetic patients with hypoglycemic encephalopathy. Methods: A total of 60 type 2 diabetic patients with
hypoglycemic encephalopathy were randomly divided to control group (n=30) and a-lipoic acid treatment group (n=30). The differences
in malondialdehyde(MDA), superoxide dismutase (SOD) and endothelin-1 (ET-1) were observed between the control group and the a-
lipoic acid treatment group before and after treatment. Neurological impairment score was compared between the two groups. Results:
The levels of MDA and ET-1 as well as the neurological impairment score were significantly decreased after a-lipoic acid treatment (P <
0.01, P < 0.05 and P < 0.01, respectively), whereas the level of SOD was significantly increased after a-lipoic acid treatment (P <
0.01). The levels of MDA and the neurological impairment score were significantly decreased in the control group after treatment (P <
0.05 and P < 0.01, respectively). Furthermore, there were significant decreases in the levels of MDA And ET-1,neurological
impairment score (P < 0.05, P < 0.05 and P < 0.01, respectively), and the level of SOD (P < 0.05) in the a-lipoic acid group
compared to the control group after treatment. Conclusion:a-lipoic acid can ameliorate hypoglycemic encephalopathy in type 2
diabetic patients by reducing oxidative stress and improving endothelial function.
[Key words] hypoglycemic encephalopathy in diabetes mellitus; oxidative stress; a-lipoic acid; endothelin-1
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Table 1 The changes of blood glucose and blood fat in the two groups

(X = s, mmol/L)
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Table 2 The changes of MDA ,SOD and ET-1 in the two

groups before and after treatment (X £59)
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Table 3 The changes of NIHSS in the two groups before

and after treatment (X £59)
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