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Study on relationship between serum CXC chemokine ligand 16 levels and the carotid atherosclerotic plaque
in patients with acute cerebral infarction
Wang Jinfang
(Department of Emergency Medicine , Haimen People’s Hospital s Nantong, Jiangsu 226100,China)
Abstract; Objective To explore the correlation between serum levels of CXC chemokine ligand 16 (CXCL16) and carotid artery
atherosclerosis in patients with acute cerebral infarction(ACI). Methods A total of 36 cases of patients with ACI were enrolled in
ACI group,and 30 individuals received physical examination were enrolled into control group. Levels of blood lipid, high-sensitive C-
reactive protein(hs-CRP) and serum CXCL16 were detected.and the carotid atherosclerotic plaques and changes of carotid intimal-
The serum levels of CXCL16 in ACI
group[ 3. 58(1. 06— 12. 83) ng/L] was higher than that in control group[ 1. 57 (0. 61 — 3. 34) ng/L ], had statistically significant
difference(P<C0. 05). The carotid IMT were higher in ACI group[ (1. 19=£0. 36) mm ] than that in control group[ (1. 0140. 18)

mm |, had statistically significant difference(P<C0. 05). In ACI group,the serum level of CXCL16 was higher in patients with vul-

medial thickness(IMT) were examined by using the Color Doppler ultrasonography. Results

nerable plaques than that in patients with stable plaques,had statistically significant difference( P<C0. 05) ,Serum levels of CXCL16
were correlated with carotid IMT and levels of hs-CRP(»=0. 497, P<C0. 05;r=0. 442, P<0. 05). Multiple linear stepwise regres-
sion analysis showed that CXCLI6 was one of the independent risk factors for the development of carotid atherosclerotic plaques.
Conclusion High serum levels of CXCLI6 and hs-CRP might be independent risk factors for the development of carotid atheroscle-
rotic plaques,and CXCLI6 might be closely correlated to the vulnerability of carotid atherosclerosis plaques.
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