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Effect of xuezhikang on adhesion molecules expressien in patients with coronary heart disease DONG Yu-
jiang, WANG Ping. Department of Cardiology, Second Affiliated Hospital of Shandong University of TCM, Jinan
25001, China .

[ Abstract] Objective To investigate the effect of lipid abnormality and lipid -medulating therapy on mono-
cyte adhesion molecules expression in patients with atherosclerosis. Methods Thirty patients with unstable angina
(UA) and 30 normal controls were enrolled in this study. After 3 months of treatment,the percentage of CD1la,
CD11b and CD18 positive monocytes were measured. The levels of serum P-selectin, ICAM-1 and Ox-LDL in these
patients before and after treatment with XZK were determined. Then relavent correlations were further studied. Re-
sults Serum Ox-LDL levels significantly increased in patients with UA and positively correlated with serum P-selec-
tin. Meanwhile there were also positive relationships between LDL and CD11a, CD18. Furthermore, after lipid-mod-
ulating therapy, with decrease of serum TC and LDIL-c, the serum P-selectin, ICAM-1 and Ox-LDL levels were also
decreased significantly, which suggested XZK could prevent inflammatory reaction of atherosclerosis, improve the
function of vascular endothelial cells and delay the process of coronary artery atherosclerosis. Conclusion XZK could
decrease Ox-LDL induced adhesion molecules expression, which may be its another anti-atherosclerosis mechanism
independent of lipid- modulating role.
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Relationship between lipid metabolism and carotid atherosclerosis in essential hypertensive patients WANG '

Rong-gui ,LIANG Hao. Department of Neurology ,the People’ s Hospital of Guangxi Zhuang Autonomous Region,Nan-
ning 530021, China
[ Abstract]
essential hypertensive patients. Methods The total cholesterol ( TC), triglyceride (TG ) , HDL-C, LDL-C, ApoA,
' ApoB, lipoprotein-a were tested and carotid artery ultrasonography were undergone in 122 essential hypertensive pa-

Objective To investigate the relationship between lipid metabolism and carotid atherosclerosis in

tients (observed group) and 34 normotensive persons (control group) . Results Compared with control group, the in-
tima-media thickness was thicker, the number of atherosclerotic plaques was larger and the level of TG, LDL-C,
ApoB, lipoprotein-a were higher in observed group. Conclusion Abnormal lipid metabolism is related to the intima-
media thickness and formation of plaque in hypertensive patients. Timely detecting the level of blood lipid and degree



