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Clinical study on probucol combined with atorvastatin in treatment of large
artery atherosclerotic cerebral infarction
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Abstract: Objective To investigate the effect of probucol combined with atorvastatin in treatment of large artery atherosclerotic
cerebral infarction. Methods Patients (100 cases) with large artery atherosclerotic cerebral infarction in Xingtai Third Hospital from
February 2013 to February 2015 were randomly divided into control and treatment groups, and each group had 50 cases. Patients in
the control group were po administered with Atorvastatin Calcium Tablets before bedtime, 20 mg/time, once daily. Patients in the
treatment group were po administered with Probucol Tablets on the basis of the control group, 500 mg/time, twice daily. Patients in two
groups were treated for 12 weeks. After treatment, the clinical efficacies were evaluated, and antioxidant capacity, vascular endothelial
function, IMT, and plaque area in two groups were compared. Results After treatment, the clinical efficacies in the control and
treatment groups were 72.0% and 88.0%, respectively, and there was difference between two groups (P < 0.05). After treatment,
ox-LDL and MDA in two groups were significantly decreased, but the SOD in two groups was significantly increased, and the difference

was statistically significant in the same group (P < 0.05). And the observational indexes in the treatment group were significantly better
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than those in the control group, with significant difference between two groups (P < 0.05). After treatment, the ET-1 in two groups were

significantly decreased, but the NO and FMD in two groups were significantly increased, and the difference was statistically significant

in the same group (P < 0.05). And the observational indexes in the treatment group were significantly better than those in the control

group, with significant difference between two groups (P < 0.05). After treatment, IMT and plaque area in two groups were

significantly decreased, and the difference was statistically significant in the same group (P < 0.05). And the observational indexes in

the treatment group were significantly lower than those in the control group, with significant difference between two groups (P < 0.05).

Conclusion Probucol combined with atorvastatin has clinical curative effect in treatment of large artery atherosclerotic cerebral

infarction, and can improve stress response and vascular endothelial function, decrease IMT and plaque area, which has a certain

clinical application value.
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vascular endothelial function
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Table 2 Comparison on antioxidant capacity between two groups ( X+ s,Nn=50)
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*P < 0.05 vs same group before treatment; 4P <0.05 vs control group after treatment
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SRMAEITITHE: P<0.05; SXRAGITIE LR 4P<0.05

*P < 0.05 vs same group before treatment; 4P <0.05 vs control group after treatment
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