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ABSTRACT Objective: To investigate the effect of chemokine 8(CXCLS8) on the development of atherosclerosis (AS) in mice and
its possible mechanism. Methods: 40 male Apo E- mice were randomly divided into AS group and G31P group, 20 mice in each group,
meanwhile 20 male C57BL/6J mice was assigned into the control group. AS group mice were fed with high fat diet for 12 weeks, G31P
group mice were were fed with high fat diet for 12 weeks and subcutaneous injection at the same time of G31P (The injection volume is
500 wg/kg), The control group mice were fed with regular diet for 12 weeks. Then ELISA method was used to measure serum triglyc-
eride (TG), low density lipoprotein cholesterol (LDL-C), high density lipoprotein cholesterol (HDL-C), total cholesterol (TC) level. Re-
al-time polymerase chain reaction (RT-PCR) were used to measure CXCLSmMRNA and MMPImMRNA expression in aorta tissue. West-
ern-blot methods was performed to test the protein expression levels of CXCL8 and MMP9 in aorta tissue. Results: After 12 weeks
high-fat diet feeding, the levels of TG, LDL-C and TC in serum of AS group were higher than those in the G31P group, while the HDL-C
level was lower than that in the G31P group (P<0.05). The levels of TG, LDL-C and TC in the serum of G31P group were higher than
control group, HDL-C level was lower than the control group (P<0.05). The expression levels of CXCLSmMRNA, MMP9mRNA, CXCLS8
protein and MMP9 protein in aortic tissue of AS group were higher than those in G31P group (P<0.05), and the expression levels of CX-
CL8mRNA, MMPImMRNA, CXCLS8 protein and MMP9 protein in aortic tissue of G31P group were higher than those in the control group
(P<0.05). Conclusion: CXCLS8 has high expression in the aortic tissues of as mice, it may be involved in the development of as by affect-
ing the expression of MMP9Y, inhibiting the expression of CXCLS8 or delaying the development of AS.
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Table 1 Comparison of blood lipid levels in three groups of mice(xt s)
Groups n TC(mg/dL) LDL-C(mg/dL) HDL-C(mg/dL) TG(mg/dL)
AS group 20 47545+ 27.57* 127.45+ 18.46* 15.56+ 4.54* 204.46+ 25.65*
Control group 20 135.46+ 35.56 27.57+ 13.57 36.57+ 2.43 125.45+ 21.56
G31P group 20 216.49+ 55.81* 75.43% 18.91* 21.35% 5.62* 168.52+ 19.26**
F 19.162 23.129 15.833 9.738
P 0.001 0.000 0.003 0.037
Notes: Compared with control group, *P<0.05; compared with AS group, *P<0.05.
s i as o e
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Fig.1 Expression map of CXCL8 and MMP9 protein in three groups of

mice
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Table 2 Comparison of CXCL8, MMP9mRNA and protein expression in three groups of mice(xt s)

Groups n CXCL8mRNA MMPI9mRNA CXCLB8protein MMP9protein
AS group 20 30.45+ 5.46* 2541+ 3.96* 0.71% 0.11* 0.56+ 0.09*
Control group 20 2.50+ 1.57 1.53+ 0.89 0.31+ 0.02 0.18% 0.04
G31P group 20 15.63+ 7.49* 12.14+ 5.85* 0.49+ 0.08*" 0.37+ 0.06**
F 13.436 21.132 27.331 33.224
P 0.025 0.034 0.007 0.004

Notes: Compared with control group, *P<0.05;compared with AS group, “P<0.05.
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