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The effect of probucol on plasma levels of adiponectin and lipid peroxidation in patients with acute coronary syndrome
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Abstract: Objective To investigate the effect of probucol on the plasma levels of adiponeetin and lipid peroxidation in patients
with acute coronary syndrome. Methods 92 patients were divided into probucol group(n=48) and control group(n=34). All pa-
tients were given routine treatment, Patients in the probucol group took probucol besides routine treatment. The total treatment
time was 8 weeks. The plasma levels of adiponeetin and ox-LDL were measured by using ELISA method,levels of MDA were deter-
mined with thiobarbituric acid assay,and lipids(TC, TG,LDL-C,HDL-C) levels were measured by enzymatic method. Finally, plas-
ma levels of adiponeetin,ox-LLDL, MDA, TC,TG,LDL-C and HDL-C in two groups were observed randomly and double-blinded af-
There was no significant difference about adiponeetin,ox-LLDL,MDA,TC,TG,LDL-C and HDL-C levels be-
tween two groups before treatment(P>>0. 05). After treat for 8 weeks, adiponeetin increased significantly in probucol group(P<C
0. 05). In contrast,the levels of ox-LDL, MDA, TC,LDL-C and HDL-C were decreased significantly(P<C0. 05). But the difference

was not evident in control group(P>>0. 05). Plasma levels of those indexes were also statistically significant between two groups af-

ter 8 weeks. Results

ter treatment(P<C0. 05). Conclusion Probucol has significant effects on regulation of lipids in plasma, it also increase adiponectin
levels in acute coronary syndrome,as well as decreases lipid peroxidation levels which mediated by oxidative stress.
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