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e o (Fn) « 2k <, CYP1Al1 & —# —fEhkic, Spl. CREM &9 A+
DEEEOIRBEIZ D LT HEICHEA L TWAZ L AL MI L TEE, X512, EENIHE X
NTWns EEZiE, HDACL E\WIH B R M UBLT B FUEERENFES L, B A h 72T LM
R RERIEE & FF> CBP MEET iR E2M7-, £7-. Re-ChIP 7 v A {EEITV, EREN
L& T b X (21X, Spl & HDAC1 OfEE N BIE S, IERBh SN D & ZOfER 14
N5ZEINRENTZ, Spl @ Ser-59 IV v EfbEN 5 Z & T, HEHERF DG )N LS
DT ERMBINTVWSD, TCDD LHIZ &LV iEMAL S 4172 PP2A 73 Spl @ Ser-59 O Y > (b
ZolEEZ L, CYP1AL OERGENEMEL SN DHIENE 2 bz,

WFFER RO (3532) : CREMtau acts on the basic transcriptional element (BTE), which
is located upstream of the CYP1Al promoter. The results of the chromatin
immunoprecipitation (ChIP) assay showed that CREMtau and Sp1 bind to BTE, but there
were no changes in the amount of binding at the transcriptional state before and after the
induction of transcription. In addition, histone deacetylase 1 (HDAC1) binds to this region
at a transcription-suppressive state. In the transcriptionally active state, CREB-binding
protein (CBP), which has histone acetyltransferase activity, binds to the site of HDACI.
Using the Re-ChlIP assay, an interaction between Sp1l and HDAC1 was observed when the
transcriptionally suppressed state of CYP1Al was analyzed. In contrast, interaction
between CREMtau and CBP was detected with the transcriptionally active state of
CYP1A1. We performed immunoprecipitation, western blotting, and the Re-ChIP assay
using an anti-phospho-Ser antibody. The results showed that the level of phosphorylation
of Sp1 was changed by treatment with TCDD or OP.
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BTE B24IZ Spl 3R L TWDH I E&ZRL T
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ST FIANADL L HDACL %5 telin G HNH 4
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