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The Influence of HCMYV Infection on Expression of Genes Associated
With Lipid Metabolism in Vascular Smooth Muscle Cells

CHEN Hua,LIU Wei, CHENG Jie,et al
(Department of Clinical Laboratory ,the Third Hospital of Changsha ,the Third Clinical College of Changsha,
Xiangya Medical School ,Ceniral South University ,Changsha ,Hunan 410015, China)

Abstract: Objective To investigate the effect of human cytomegalovirus infection on expression of genes associated
with lipid metabolism in vascular smooth muscle cells cultured in vitro,and to clarify the possible mechanisms of atherosclero-
sis induced by this virus. Methods The expression change of genes associated with lipid metabolism in vascular smooth
muscle cells cultivated in vitro after human cytomegalovirus infection were scanned by gene expression profiling chip.  Re-
sults There was an obvious abnormal expression profile of genes associated with lipid metabolism in vascular smooth muscle
cells after challenged with human cytomegalovirus,the main up-regulated genes were low density lipoprotein receptor-related
protein, very low density lipoprotein receptor, scavenger receptor class B, HMG-CoA synthetase, HMG-CoA reductases, acyl-
Coenzyme A :cholesterol acyltransferase,fatty acid synthase,and so on,while the main down-regulated genes were apolipopro-
tein A-I (APOAL) ,apolipoprotein M (APOM) and apolipoprotein H (APOH).  Conclusion The involvement of human
cytomegalovirus in the pathogenesis of atherosclerosis may be by changing the expression level of lipid metabolism genes.
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HEH B4 R HEH hC A R 24 h 48 h 72 h
low density lipoprotein receptor-related protein 10 & E RSB A2 XEEE 10 2.71 4.49 3.70
low density lipoprotein receptor-related protein 11 R R B H Z AR A 11 5.13 3.85 3.83
low density lipoprotein receptor-related protein 12 R B NG 1 2 A e 1 12 4.33 3.95 3.76
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