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Effect of Xuoezhikang on Vascular Endothelial Function and Blood Level of Nitric Oxide and Endothelin in Pa-
tients with Hyperlipidemia YANG Hai-bo, TANG Yuan-sheng, XU Fa-vun, et al Department of Cardiology,
Shandong Provincial Hospital, Jinan (250021 )

Objective: To study the effects of Xuezhikang ( XZK) on vascular endothelial functien ( VETF), serum ni-
tric oxide {(NO), plasma endothelin {(ET) in patients with hyperlipidemia. Methods: Fifty patients with hyper-
lipidemia were allocated in the treated group, and 50 adult subjects with no hyperlipidemia were allocated in the
control group. XZK was given to the treated group for 8 weeks. The changes of blcod lipids, serum N(), plasma
ET, baseline inner diameter of brachial artery (BD-BA), endothelium-dependent blood flow-mediated dilation
(FMD), and non-endothelium-dependent nitroglycerin-mediated dilating response {(IDR) were chserved. Re-
sults: As compared with the control group, FMD in the patients with hyperlipidemia was injured significantly,
accompanied with serum NO lowered and plasma ET increased { P<0.01), but the BD-BA and DR showed no
significant difference between the two groups. After patients had been treated with XZK for 8 weeks, significant
unprovement was shown in lipid abnormaiity, FMD raised obviously, serum N() increased and plasma ET low-
ered (P<0.01). Conclusion: XZK could improve the abnormal elevated blood lipids and increase the endothe-
lial function significantly in patients with hyperlipidemia.
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