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Clinical study on the relationship between serum high sensitivity C-reactive protein, lipids levels
and carotid artery plaque and cerebral infarction
Wang Li,Zhang Fan ,Chen Fei
(Department o f Laboratory ,Nanjing Brain Hospital Af filiated to Nanjing Medical University ,210029,China)

Abstract: Objective To evaluate serum high sensitivity C-reactive protein (hs-CRP),lipids and the correlation with carotid ar-
tery plaque and cerebral infarction. Methods 56 patients with acute cerebral infarction (ACI), 72 patients with lacunar infarction
(LD ,40 healthy persons controls, were measured about serum hs-CRP, total cholesterol (TC) ,triglyceride (TG) ,high density lipo-
protein cholesterol (HDL-C),low density lipoprotein cholesterol (LDL-C). On color Doppler ultrasound examination ACI group
and LI group were subdivided into plaque groups (ACI-P,LI- P) and no plaque groups (ACI-NP,LI-NP) , those of hs-CRP, blood
lipid levels were compared. Results ACI group had significantly higher hs-CRP,TC levels than control group.and also had higher
LDL-C levels than the other two groups. LI group had higher TC levels than control group(P<Z0. 05). Compared with the ACI-NP,
LI-NP groups,hs-CRP of ACI-P,LI-P groups were significantly higher both in the ACI group and LI group, HDL-C decreasing only

in the LI-P group(P<C0. 05). Conclusion The increasing levels of serum hs-CRP and decreasing levels of HDL-C have close rela-

tion with the carotid artery plaque and CI formation, must to be monitored and controlled in time.
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