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Fig.1 Eftect of PB and AICAR on the in vivo interaction of PBREM and
CAR.
C3H/He mice were treated twice with PB (100 mg/kg, ip.) or AICAR (500

mg/kg, ip.) 24 h and 6 h before sacrifice. Liver chromatin samples were
subjected to ChIP assay using CAR specific antibody (2 pg) and a
PBREM specific primer set. PCR products were analyzed on 2%
acrylamide gel. A portion (1/42) of samples, which were not subjected to
immunoprecipitation, was amplified with the same primer set as an
internal control.
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Fig.2 Regulation of transcription by chromatin structure.
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Fig. 3 Changes In the acetylation of histon H3 surrounding PBREM
and proximal TATA-box motifs in the liver of C3H/He mice treated with
PB or AICAR.

Mice were sacrificed 0.5, 1, 3, 6 or 24 h after treatment either with
saline (10 mL/kg, ip.), PB (100 mg/kg, ip.) or AICAR (500 mg/kg, ip.).
Liver chromatin samples were subjected to ChIP assay using
acetyl-histone H3 (Lys9) antibody (2 [g). Control animals were not
treated. Rabbit-IgG instead of anti-acetyl-histon H3 antibody was used
for the negative control (xIgG). Inmunoprecipitated DNA samples were
subjected to real time-PCR using TagMan probes for PBREM (upper
panel) and TATA-box (lower panel) motifs. Data represented are the
mean + S.E. of 3 mice. * p< 0.05, ANOVA followed by Tukey-Kramer test.
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Fig. 4 Effect of PB and AICAR on the in vivo interaction of the

remodeling factor and CAR in the liver of C3H/He mice.

A: Schematic structure of BAF type ATP-dependent remodeling factor
complex. B: Mice were sacrificed 6 h after PB (100 mg/kg, ip.) or AICAR
(500 mg/kg, ip.) injection. Hepatic nuclear extract (300 pg) was
subjected to immunoprecipitation using Brgl specific antibody. The
immunoprecipitated sample was subjected to Western blot analysis
using CAR (41 kDa) specific antibody. Rabbit-IgG (IgG) was used
instead of anti-Brgl antibody for the negative control.
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Fig. 5 Localization of HP18 in the nucleus of liver tissue from C3H/He
mice treated with PB or AICAR.
Mice were sacrificed 3 or 6 h after PB (100 mg/kg, ip.) or AICAR (500
mg/kg, ip.) injection. A part of the liver sections were subjected to
fluorescent immunohistochemistry using anti-HP18 antibody (1 : 1000).
Nuclei were stained with DAPI.
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Fig. 6 Schematic illustration of the molecular mechanisms of the

CYP2B induction by AMPK.
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