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Endothelial protection of Xuezhikang in type 2 diabetes mellitus complicated with hy-
perlipemia

ZENG Xiang-yi, PAN Jie, ZHAO Zhi-gang ( Depariment of Hypertemsion and Endocrindogy, Daping Hospitab Third Military Medical University, Chongging
400042, China)

Abstract; Objective To study the endothelial protective potential of Xuezhikang in type 2 diabetes complicated with hyperlipemia. Methods
A total of 46 patients with type 2 diabetes mellitus complicated with hyperlipemia were randomly dirided into wo groups, receiving glucose-lowing
dwg only or glucose-lowing drug plus with Xuezhikang respectively. 20 healthy individuals seved as contwl. Concentration of blood glucose, blood
lipid, endothelin-1 (ET-1), nitrogen oxide (NO) and number of circulatery endothelial cells (CEC) were determined before and after treatment.
Results Before treatment no difference was found between two expenmental groups however the CEC number and concentration of ET-1.Te. TG.
LDL-C decreased and NO, HDI:C increased significantly after treaiment with Xuezhikang. Conclusion Xuezhikang may regulate lipid metabolism
and pwotect endothelial cells in type 2 diabetes mellitus complicated with hyperli pemia
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Clinical analysis of the therapeutic effect of hyperbaric oxygen combined with Nimotop
on brain diffuse axonal injury
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