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Research on influence of human cytomegalovirus infection on expression
of vascular smooth muscle cell lipid metabolism-related gene”
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Abstract: Objective To investigate the change of intracellular cholesterol lipid metabolism and related gene expression after
vascular smooth muscle cells infection by human cytomegalovirus(HCMV). Methods By separating the primary umbilical artery
vascular smooth muscle cells with a multiplicity of infection of HCMV attack as the experimental group and the control group a-
dopted the DMEM/F12 medium containing 3% bovine serum for simulating infection. The change of cholesterol content in the
smooth muscle cells after virus attack was detected and the gene expression gene was detected by the gene expression profiling chip
method. Results After vascular smooth muscle cells were infected by HCMV , the intracellular gene expression changed significant-
ly,in which low-density lipoprotein receptor-related protein 10,11,12 and HMG-CoA synthase, HMG-CoA reductase and B scaven-
ger receptor were upregulated. Apolipoprotein Al and apolipoprotein M were downregulated. Conclusion HCMYV infecting vascular
smooth muscle cells may alter the lipid metabolism pathway related gene expression,enhance intracellular cholesterol synthesis,re-
sult in the cholesterol metabolism imbalance, thus participate in the pathogenesis process of atherosclerosis.
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