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Effect of lipid-lowering treatment on high sensitivity C-reactive protein, serum interleukin-18 and
marix metalloproteinases-7 in patients with acute cerebral infarction and the intervention of
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[ Abstract] Objective To observe the influence of different doses of atorvastatin lipid-lowering
treatment on inflammatory factors such as high sensitivity C-reactive protein ( hs-CRP ), interleukin-18
(TL-18) and marix metalloproteinase-7 ( MMP-7) in patients with acute cerebral infarction ( ACI) and its
effect on the role of carotid artery plaque. Methods According to the results of carotid artery ultrasound,
144 cases of patients with ACI were divided into carotid vulnerable plaque group and carotid stable plaque
group. Each group included 72 cases and randomly selected 36 cases were given a small dose (low-dose

group) and high dose atorvastatin ( high-dose group) treatment. Patients in low-dose group received
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atorvastatin 10 mg daily, whereas patients in high-dose group received atorvastatin 40 mg daily. Levels of
serum hs-CRP, IL-18 and MMP-7 were detected in all patients before treatment and four-weeks after drug
treatment. The intima-media thickness, plaque area and echogenicity of carotid plaques were evaluated by
Doppler ultrasonography during a 6-month follow-up period. Results  Before treatment, there were no
significant differences on levels of hs-CRP, IL-18 and MMP-7 in patients with the same carotid plaques
between low-dose group and high-dose group (all P >0.05). No matter what treatment accepted, levels of
hs-CRP,IL-18 and MMP-7 were obviously higher in patients with unstable plaques than those with stable
plaques (all P <0.05 or P <0.01). Compared with the results of treatment before, levels of hs-CRP, TL-18
and MMP-7 were significantly decreased in patients who treated with high-dose atorvastatin for 4 weeks, as
well as in patients who treated with low-dose atorvastatin (all P <0.01). Four weeks later, the decreases of
levels of hs-CRP, TL-18 and MMP-7 were obviously higher in high-dose group than in low-dose group ( all
P <0.01). Slight decreases in plaque area and intima-media thickness were noted after statin therapy in
low-dose group (all P >0.05). Significant decreases in plaque area and intima-media thickness were noted
after statin therapy in high-dose group (all P < 0. 01). However, the value of IMT and plaque area in
high-dose group were significantly lower in compare to low-dose group (all P <0.01). Echo signals of
hypoechoic plaques in low-dose group had no obvious changes. The number of echogenic cases of hypoechoic
plaques were increased significantlyr in high-dose group after treatment than in low-dose group (all P <
0.01). Conclusion The present findings suggest that serum hs-CRP, IL-18 and MMP-7 levels may be the
biomarkers in patients with ACI for carotid vulnerable plaque. High-dose atorvastatin could rapidly reduce
serum inflammatory factors in patients with ACI, might have the stronger anti-inflammation function, to a
certain extent, and might reverse and stabilize the atherosclerosis plaque.
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(MMP-7) ; Atherosclerosis
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