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Fig. 1. Changes in hepatic mRNA levels in wild-type
and Car-null mice after TCPOBOP-treatment.

AWFIETIE, TNHEBBERTFOIH, aL A
T — LB D A A R U B
FERE DRI T % DHCR24 (25 H L. #d CAR
(2 KBRS FR AR OfiFAT 2 HE D 7,

. B MBI~ 20D DHCR24 (&1
D7 ae—H—EEK 4 kb ZETNLT T =
FT—PULR—=F—7F A FZERL, vk
AT Sk HepG2 Ml 2 AW C LR — 2 —7 v
YA Z1772 o7 (Fig. 2), TDOfEHR., bk
BLO~wov20OWTFNOa A NT 7 MNZ
BAWTH, B FCARZHFEH L, & b CARTE
PEALE CITCO ZALEE 35 & LAR— & —iF
PEIX 1,52 fFIZ8M L7, 2N bR X
. b h&~17 A0 DHCR24 #MisF-1% CAR (2
K VERTEIEM L SN D Z L DVRIR & T,

I’| man DHCR24

-3972

mouse DHCR24

[ hCAR(-VCITCO()
O hCAR{-VCITCO(+)
B hCAR(+)ICITCO()
| I hCAR(+)ICITCO() |

Rslalme luciferase acnwly

Fig. 2. CAR-mediated tr tivation of reporter gene expression
derived from human and mouse DHCR24 gene promoters.

The relative reporter activities in the control group {open bar) for each construct are set at 1.

Data are the mean + S.0. (n = 4). Luc, luciferase; hCAR, human CAR.
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Fig. 3. Identification of a CAR-responsive element in human
DHCR24 gene promoter.

The relative reporter activities in the control group (open bars) for each construct are
set at 1. Data are the mean + S.D. (n = 4). Luc, luciferase; hCAR, human CAR.
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Fig. 4. PXR-mediated t tivation of h DHCR24 reporter

gene expression.
The relative reporter activities in the empty vector-transfected/vehicle-treated group for each
construct are set at 1. Data are the mean £ S.0. (n = 4).
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Fig. 5. Influence of dietary intake of sucrose and cholesterol
on Cyp3a protein levels in mouse livers.

Western blotting were performed with liver microsomes. Arrowheads
indicate bands corresponding to Cyp3a11. Chol, cholesterol.
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Fig. 6. Influence of SREBP2 expression on Cyp3at1
reporter activity.

Luciferase activities were normalized with f-galactosidase
activities and are shown as ratio to those in the cells transfected
with pGL4-basic and each amount of SREBP2 expression
plasmid. Data are the mean £ S.D. (n = 4).
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Fig. 7. Identification of a region responsible for the SREBP2-induced
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Fig. 8. Binding of HNF-4c: to the DR1 motif in the Cyp3a71 promoter.

Gel shift assays were performed with *P-labeled DR1 probe in combination with wild-type
DR1 (self) or mutated DR1 (mutated) as competitors at the indicated amount.
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dependent suppression of Cyp3a11 promoter activity.
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