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Abstract  Objective: To investigate the effect of Mfn2 gene on ox-LLDL induced RAWZ264, 7 macrophage de-
rived foam cell formation. Method: Intracellular cholesterol concentration and intracellular cholesterol ester / total
cholesterol ratio was detected by the cellular cholesterol assay kit. confirm the effect of Min2 on intracellular lipid
deposition in RAW264, 7 cells under oxLLDL stimulation. In further. the effect of Mfn2 gene on mRNA and pro-
tein expression of cholesterol transporter ABCA1 was detected by real-time quantitative PCR and western blot sep-
arately, Result: Overexpression or silence of Mfn2 gene expression reduces or increases cholesterol accumulation
and cholesterol ester / free cholesterol ratio in RAW264, 7 derived foam cells. ABCAl mRNA was increased by 40
pfu or 60 pfu Adv-MIn2 infection. but the protein of ABCA1 was only increased by 60 pfu Adv-Min2 infection,

Conclusion : Overexpression of Mfn2 reduces intracellular cholesterol deposition by promoting the expression of AB-

CAL.
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RAW264.7 derived foam cells
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