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e OMEE (JE30) @ In HFL cells overexpressed PXR, RIF-mediated CYP3A4 induction was
insufficient compared with HepG2 cells. Lower expression of HNF4a and PGClo might impair
RIF-mediated CYP3A4 induction in HFL cells. The expression levels of CYP3A4, CYP3A7 and VEGF
MRNAs were significantly increased by DFO. The expression levels of CYP3A4 and CYP3A7 mRNAs
in HFL cells were reduced by hypoxia (3%0,), although the expression level of VEGF mRNA was
enhanced. These results suggest that character of immature liver cells such as HFL cells with regard to
CYP expression is different from that of highly differentiated human hepatocytes.
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Fig.1 SYBR Green real-time RT-PCR analysis of
CYP3A4 gene expression in HepG2 and
HFL cells.
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Fig. 2 Luciferase reporter gene assays of CYP3A4
promoter region in HepG2 and HFL cells.
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Fig.3 RT-PCR analysis of coactivators gene
expression in HepG2 and HFL cells.
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Fig. 4 RT-PCR analysis of corepressors gene expression
in HepG2 and HFL cells.
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Fig. 5 Effect of DFO on CYP3As, HIF and VEGF mRNA
expression in HF L cells.
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Fig. 6 Effect of DFO on promoter activity of CYP3A4 and
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