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Relationship between blood ox-LDL levels in coronary sinus and impaired endotheli-

um-dependent vasodilation in patients with coronary artery disease

DONG Hong-mei' , HUANG Lan', SONG Yao-ming', LI Ai-min', YU Xue-jun', GENG Zhao-hua', JIN Jun', QIN
Jun' ,ZHAO Gang', ZHOU Xiao-bo' , GAO Yun-hua®, XIA Hnng—meiz( 'Cardiovascular Disease Research Center, *Department
of Ultrasonic Diagnosis, Xingiao Hospital, Third Military Medical University, Chongging 400037, China)

Abstract: Objective To investigate the relationship between the oxidized low-density lipoprotein ( ox-
LDL) in the blood from the coronary sinus and impaired endothelium-dependent vasodilation in patients with
coronary artery disease (CHD). Methods Four groups of patients were subjected, including acute myocardial
infarction group (AMI, n =22), unstable angina group(UA, n=29), and stable angina group (SA, n =25)
and control group (n =20) who was first suspected as CHD and then verified with normal coronary angiograms.
Blood form the coronary sinus was collected through cardiac cathetering and the ox-LDL level was measured by
Sandwich ELISA method. Brachial arterial hyperemia-induced flow mediated dilation ( FMD) and sublingual ni-
troglycerin ( NTG) mediated vasodilation were measured by high resolution ultrasound. Results  The blood
level of ox-L.DL in patients with CHD was markedly higher than those in control group (P <0.01), with those
of AMI and UA significantly higher than those of the SA group (P <0.01), and those of AMI group higher than
those of UA group (P <0.05). Compared with control group, the FMD in CHD group was significantly de-
creased (P <0.05) , but no significantly difference was seen in NTG between the CHD and control groups. As
for the FMD, there was no difference between in AMI and UA groups, though these 2 groups were lower than
SA group (P <0.05). Conclusions In the CHD patients, their blood ox-LDL level in coronary sinus is in-
creased and FMD is decreased, indicating that ox-LDL and endothelium-dependent vasodilation may be one of
the pathophysiological basis of acute coronary syndrom.
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