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The rat glutathione transferase P {GST-P) gene is strongly and specifically expressed during chemical
hepatocarcinogenesis, but is rarely detectable in the normal liver. It was found that the silencer located at
400bp upstream from the cap site of this gene. NF1 {Nuclear Factor 1) and C/EBP (CCAAT/Enhancer
Binding Protein) were cloned as the silencer binding proteins. DNA-binding, transfection and domain
mapping analyses have revealed that these multiple factors bind to the silencer region and contribute to
the negative regulation of the GST-P gene expression.
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Fig. 1. Effect of C/EBPo. on transcription activity
of SF-B binding site.
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Fig. 2. Structure and functional domain of NF1-A,
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Fig. 3. Silencer in the GST-P gene promoter.
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