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Effect of atorvastatin on carotid atherosclerotic plaques of patients with acute cerebral infarction
Cai Min sMa Jingzi sLuo Chunyang , Peng Xuemei
(Department of Neurology ,Zhongshan Hospital of Chongqing ,Chongqging 400013, China)

Abstract; Objective

farction. Methods

To observe the effect of atorvastatin on carotid atherosclerotic plaques of patients with acute cerebral in-
60 patients with acute cerebral infarction were divided into control group(basic treatment,n=230) and treatment
group(basic treatment combined with atorvastatin treatment,n=230) ,and were treated for 6 month. Blood lipid and carotid intima-
media thickness(IMT) of patients were detected before and 6 month after treatment, respectively. Results 6 month after treat-
ment,levels of serum total cholesterol (TC) ,serum low density lipoprotein (LLDL) ,serum triglyceride (TG) and carotid IMT of pa-
tients in treatment were significantly lower than those before treatment in the group and those 6 month after treatment in control

group(P<C0. 05) , while the levels of serum high density lipoprotein (HDL) were markedly higher than those in control group(P<C

0.05). Conclusion

plaques.

Atorvastatin possesses good efficacy on acute cerebral infarction through stabilizing carotid atherosclerotic
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