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Effects of farnesoid X receptor on expression of fatty acid synthetase in HepG2 cells
SHEN Li-li', PENG Jia-he', LIU Hong’ , PENG Yan-meng', GAN Lin', LU Li', ZHANG Qian', JIANG Yu'('Depari-
ment of Biochemistry and Molecular Biology, College of Medicine, * Administration Office of Undergraduates, Third Military Medical Univer-

sity, Chongging 400038 ; * Department of Hematology , Xingiao Hospital, Third Military Medical University, Chongging 400037, China )

Abstract: Objective To investigate the effect of the farnesoid X receptor ( FXR) on fatty acid synthetase
expression. Methods Human hepatoblastoma HepG2 cells were treated with a FXR ' s agonist, chenodeoxy-
cholic acid (CDCA) at 75 pmol/L for 6, 12, 24 and 48 h respectively, or at 25, 50 and 75 pmol/L for 48 h.
Expressions of FAS mRNA and protein were determined by RT-PCR and Western blot analysis respectively.
Results RT-PCR and Western blot analysis indicated that the mRNA and protein were expressed in a time-
and dose-dependent manner in the HepG2 cells treatmented by CDCA. Conclusion  FXR agonist decreases
the expression of fatty acid synthetase.
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