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Effects of smoking on vascular endothelial function and plasma homocysteine level in healthy male individuals
HOU Hong-wei' ,YAN Min®> , XU Guang' ,HU Zheng-qing' , FENG Xiu-yuan' ,WU Gang’
(1 Department of Cardiology,2 Department of General Medicine ,Ezhou Hospital of Renmin Hospital of Wuhan University & Ezhou
Central Hospital , Ezhou 436000, China ;3 Department of Cardiology ,Renmin Hospital of Wuhan University , Wuhan 430060 , China)

[ Abstract] Objective To investigate the effects of smoking on vascular endothelial function and plasma
homocysteine (Hey) level in healthy male individuals. Methods A total of 146 healthy male check-up individuals
were selected as subjects,including 72 cases in the smoking group and 74 cases in the non-smoking group. The indicators of
all subjects were detected,including levels of HDL-C, LDL-C, high-sensitivity C-reactive protein ( hs-CRP) and Hey,
as well as blood flow-mediated dilation( FMD) and nitroglycerin-mediated dilation( NMD). The correlation of Hey with
FMD ,NMD, hs-CRP, SBP or DBP was analyzed in the smoking group. Results Compared with the non-smoking
group , the smoking group exhibited elevated Hey and hs-CRP and decreased HDL-C and FMD (all P <0.05) ; there
was no statistically significant difference in LDL-C or NMD between the two groups(all P >0.05). In the smoking
group, Hey level negatively correlated with FMD,and positively correlated with SBP(all P <0.05) ,but had no linear
correlation with NMD, hs-CRP or DBP (all P > 0. 05). Conclusion Healthy male smokers experience increased
plasma Hcey level and decreased vascular endothelial function,which might be one of the early manifestations of early
atherosclerosis. Quitting smoking as early as possible might attribute to preventing early atherosclerosis.

[Key words] Smoking, Vascular endothelial function, Homocysteine , Atherosclerosis,, Hypertension , Healthy
population , Males
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