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Effect of probucol combined with atorvastatin on carotid atherosclerosis
plaque in patients with acute cerebral infarction
Ma Jingxi»Cai Min
(Department of Neurology ,Chongqing Zhongshan Hospital Chongqging 400013 ,China)
Abstract: Objective To observe the effect of probucol combined with atorvastatin on the blood lipid and carotid atherosclerosis
plaque in the patients with acute cerebral infarction(ACID). Methods 60 patients with ACI were randomly divided into the control
group and the combined treatment group. The control group was given atorvastatin 20 mg,once daily, while on this base the com-
bined treatment group was given probucol 0. 25 g, twice a day,for 6 months. Blood lipid and carotid intimal medial thickness(IMT)
were measured before treatment and in 6 months after treatment. Results Total cholesterol (TC),low density lipoprotein (LLDL)
and triglyceride(TG) after 6-month treatment were significantly decreased than before treatment(P<C0. 01). High density lipopro-
tein (HDL) after 6-month treatment was increased markedly in both groups(P<C0. 01). Carotid IMT after 6-months treatment in
both groups was declined markedly compared to before treatment. TC,LDL-C, TG and carotid IMT after 6-month treatment in the

combined treatment group were declined markedly compared to the control group, HDL-C was increased without statistical differ-

ence. Conclusion Probucol combined atorvastatin has the effect of synergically reducing blood lipid and carotid IMT and effectively

stabilize carotid atherosclerosis plaque in treating ACI.
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