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Effect of atorvastatin on serum levels of lipid and high-sensitivity C-reactive

protein in patients with ischemic cerebral infarction and carotid atherosclerosis
CHEN Xiao-rong, ZHANG Bo, PAN Fei-bao, ZHAO Lei, HU Ran
Department of Neurology, Suining Central Hospital, Suining, Sichuan 629000, China

Abstract: Objective To observe and analyze the effects of atorvastatin on serum levels of lipid and high-sensitivity C-
reactive protein (hs-CRP)in patients with ischemic cerebral infarction and carotid atherosclerosis and their significances.
Methods Eighty patients with ischemic cerebral infarction and carotid atherosclerosis were selected and divided into
observation group and control group according to different therapy method (n =40, each). The intensive atorvastatin was
given in observation group,and conventional atorvastatin was given in control group. All patients were treated for 6 months.
The levels of blood lipid and hs-CRP, neurological deficit score [ National Institutes of Health Stroke Scale ( NTHSS) ]
before and after treatment and follow-up observation of adverse reactions were compared between two groups. Results

There were no significant differences in age,sex, history of diabetes mellitus and hypertension, smoking habits and alcohol
consumption(all P >0.05). After 6 months of treatment, the levels of low density lipoprotein (LDL-C) [ (2.45 £0.45)
mmol/L vs (3.67 +0.63) mmol/L ], total cholesterol (TC) [ (2.34 +0.34) mmol/L vs (3.36 + 0.35) mmol/L),
triglyceride[ (3. 34 £0. 64) mmol/L vs (5.63 £0.34) mmol/L] and hs-CRP[ (1.34 +£0.45) mg/L vs (5.36 =0.34)mg/L]
in observation group were significantly lower than those in control group,and high density lipoprotein (HDL-C) was higher
than that in control group [ (1.92 +£0.42)mmol/L vs (1. 66 £0.39)mmol/L,all P <0.01 ]. At 6 months after treatment,
NIHSS score in observation group was better than that in control group [ (9. 34 + 2.50) points vs (12.34 = 5. 50) points ,
P <0.05]. After 6 months of follow-up, there were no serious adverse events during 6-month follow-up in both two groups.

Conclusion Intensive atorvastatin treatment can significantly decrease the levels of blood lipid and hs-CRP in patient with
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ischemic cerebral infarction and carotid atherosclerosis compared with conventional dose of atorvastatin.
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