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Effect of Overexpression of SR-BI on Cholesterol Trafficking in J774 Cells

ZENG Ying,FENG Jing-tao,SUN Yu-hui,et al
(School of Nursing , University of South China ,Hengyang ,Hunan 421001 ,China)

Abstract . Objective To investigate the effect of overexpression of SR-BI on the cholesterol trafficking in J774 cells.
Methods J774 cells were transiently transfected by cloned hSR-BI to express hSR-BI,an 82 kDa protein. The expression
of SR-BI were detected by RT-PCR and Western blot. The influx and efflux of[ *H] cholesterol from cells were determined
by liquid scintillation counting. ~Results The human scavenger receptor class B type I (hSR-BI) ¢DNA was successfully
transfected into J774 cells. The expression level of SR-BI was elevated in J774 cells transfected with pcDNA3. 1( - ) +

hSR-BI compared to control and vector (P <0.05). The function of cholesterol trafficking in J774 cells transfected with
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pcDNA3.1( =) + hSR-BI was reinforced compared to control and vector.

promote cholesterol trafficking in J774 cells.

Conclusion  Overexpression of SR-BI can
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