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Regulatory role of carbohydrate response element binding protein on hepatic glycolysis and lipogenesis
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[Abstract] The liver is the major site of carbohydrate metabolism and lipogenesis. Carbohydrate response element binding

protein (ChREBP) is a major transcription factor mediating hepatic glycolysis and lipogenesis. The heterodimer formed by

ChREBP and MlIx can regulates hepatic expression of glucose-responsive genes required for glucose utilization and de novo

lipogenesis. Specific inhibition of liver ChREBP in ob/ob mice can improve hepatic steatosis and insulin resistance.

Understanding the roles of ChREBP in hepatic glycolysis and lipogenesis can further explain glucose-induced lipogenesis and may

cast new lights on the treatment of metabolic diseases including hepatic steatosis. In this paper we introduce the molecular

structure. biological function, and regulatory mechanisms of ChREBP, as well as its relationship with metabolic diseases.
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WF5E K BU , 76 0 250 8 8 05 I JUE 0 8% A 55 08 M 2 o 5 A o
¥ S T K Ak G R R I 1 45 A B E (carbohydrate-re-
sponsive element-binding protein, ChREBP) % # T £ % 1f
F . ASCHE ChREBP % JIE W B A 35 9 15 7 F i F 5% 3t e
fE—&k

1 ChREBP B4 FE ¥ F45 14

Z: 55 T JOE R % i B s BT BB 2 P 2 B oK AL B Y
WP R R 08 T M UE Y IR R B (liver pyruvate ki-
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nase, LPK) Fl g I 2 & i ¥ (fatty acid synthase, FAS) 5% B}
JiE A R G Bl 110 5 PRI ik, AT AR 3 T A B AL oA e .
VIR 53 & B0 LPK 45 78 40 0 5217 P 35 R 09 ) 3 F X A7 75 45 1
[ k& 5 bp B 2 4~ E & (CAC GGG 1 CCC GTG) 41 il Bk 7K
b4 ¥ R TG (carbohydrate response element, ChRE) ,
S5 TR BT O IR Y SR O A . 2001 4, Uyeda
Sy E Bk S LPK JH 3 T X ChRE % 445 &
[ S K Hofi 44 9 ChREBPY
ChREBP J& T 5 M 8 Jig- 2118 B2 % BR $v 6% (basic he-
lix-loop-helix/leucine zipper, bHLH-ZIP) ¥% 5t N F FK % , fig
5 PN RO N ) E-box JF 31, K ECEIE A ChREBP # H
i 864 A~ LR BRI AL AL, AH M 4y F B/ 946 000, ALK
FAI/N R R VR A9 ChREBP 47 82 % [ JE ™, Northern EfI
W2 22 7% , ChREBP A7 2 K /NS [\ By S5 44 7k (6 kb il 4
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kb) , T2 R K T FL S W4 AL S0, LLRTIE L A8 B b 0
REMS . /N L B OBE K L PR b i 3R R K P R e k4,
ChREBP 7¢ J§e & H s A D ik 2551

ChREBP H & A1 Z D AF M 455, ChREBP & N
A& A — % E NS 5 (nuclear localization signal, NLS),C
R & A b/HLH/ Zip 8548 BUR 52 20 12 B 18 #2548 38 (leu-
cine-zipper-like domain, Zip-like), H [i] 5 — fifi & R 45 4 I,
(proline-rich domain, Pro-rich), ChREBP & H &% A £ />
BRI 55, AT 8 cAMP K 361 1) 85 I A (cAMP-dependent
protein kinase, PKA) 1 AMP % i) 5 H I ¥ ( AMP-activa-
ted protein kinase, AMPK) 8 &1L, X 26 {7 w5 (14 B iR 1k ]
EZ 5117 ChREBP 5 fREBR A& B HL 0 46 i 4z

2 ChREBP WAFREHERE R BIA T e R HEE

JHFIE BE K BIL A £ A 09 o 22 B K Ak A5 0 388 2o 0 TR i 1 iR
Vi W AR e A8 Sy i W7, 342 3% B A0 JA 04 B W 20 L R A
X 2L 3 W) 7R Ak B P R AS Y R B A i 27 K,
R 25 W B 108 VHOUE I I O S 50 R A R R R TR R A
Towle 5 4 % 13 o A& R385 4347 & B, 3 W0 A £ 1 40
W 224 2R A GE LR TH P 32 ChREBP 38 35 /9 2 N A
139 A~ 33k 4 DA i A3 JHTMEE P9 DA 780 280 e A A Ay = 186 T 9im
B AR A HE S 5 ARG AR A Sk D N A A B s T 4
(glucose transporter 4, Glutd) | #j % #i-6-5% i B 2 1 (glu-
cose-6-phosphate dehydrogenase, GPDH) . % %5 A 5 fifs 8 15 7R
H (glucokinase regulatory protein, GKRP) %, £ 5§ Ij ik &
R3S R 2 B RS A ORR fK B Cacetyl-CoA carboxylase,
ACC) \FAS %, VU K 25 =1t H-ith T 08 A0 ik D9 o = e 12 H ik
it = Ef (glycerol-3-phosphate dehydrogenase, GPD1) | £ Hi 1A
= H % & X (microsomal triglyceride transfer protein,
MTTP) %, W UL, ChREBP J2 845 i JUE P 4 2 i R 250 3 4] 11
B S A T TR A AR A R A R e O PR B 3R R
RV AE .
2.1 ChREBP * if ik #% 4% 3 45 8 % 48 I ChREBP 2 H #
WOm LPK By 24 St 7 38 B0 LPK /YR8 , £ 36T I
WA . AR SN TSP 25 00 /N BUTF 4 IR AT 5% R W, 3 3R 3k
ChREBP fig % L LPK [ 33k KF M A H RNA 489
Jr ik, N ChREBP i# 2 1K W n] BH W w5 o 2 4 25 B (25
mmol/L) ¥ T B LPK 3 [H iy 323k B, Ge @ 5 G 3L it
€L HESE , ChREBP fE 5 LPK 45 88 3L B i Jg 3+ 7 91 &%
AL AT & B, TE IE W KR A& T ChREBP 4 X
B /N BRI LPK SR IK KT 8 | PR R /o T o 1 =X P ) R L
AT R IR R 1 AR BB D B T A D A A2 A ) I I A
6Tl T2 78] 4 W OB L0 5 1R 1 225 47 T R BRI I, ChREBP
2 PR 5% /0 R ) U J5 2t 24 L X BN BRUER 40 96 L HEDU AT fig
JEIE W S0 SRR 2 560, O — T T AR E /N LI I DR
W S 25 AR G B Y 28 3K K T R L 0 R 2 B -6- T R 6 L B R R
e N 8 g (PEPCIK) 282 1 JEL T 6 4 9 i Dt vy it 22
AN 2 OB S A AR TR SR 5 RS T R o R A Ao AR 2 4 7R
SEAEERE,

ChREBP XJ JIF i (% 58 4% A5 B A 2298 5 VR T, I ik

oy SRR 5 UL PR R B B AL 20 B S TR, UL PR AR
AP i) O W I AR SO R Ak DA T 2 AR TR i 3 A5 B
A BURE T TR UE fb () W Ol 5 2R ORE Y S A D ARG, I
JHF I %y SR A8 A A U R e o SR e L ROBE
PEAL SRR Sy 1-BE IR SR, 5 3 DR S 01— 192 SR TR 45 1
A3 R RS T 3 VN R e RS T T TN U Y AL
AR I 3- AR E S L DA R B I R 3k A STk B AT A
i, WP, 25 R0 R 2l —a A b T
5Cgluts) R (fructokinase) LA K % 45 i B(aldolase B)
#(2% ChREBP #4515 , ChREBP % ¥ 8t 5 /> BRI Ik A ey 42
R G e TR W R R 2 3 K Y- B BRI L DA T 2 0 Ry SR AR
WA, % S OM ™ M OR T 2T, 7E SR A B, ChREBP
BE PR g B /N BRUL R oA BB T 5 76 o 8 W IR B B (T 49 i 7 A=
A BEF SR 1 RNBE TSR KT 50%5,
2.2 ChREBP I Mt A 4 s %98 % 4 ChREBP 1 LU
BOE ACC HT FAS, M It £ #F BT J0E 89 5 i B8 & . ACC M
FAS #H A JH o 7 X ¥ &4 ChRE JoF, /5 T ChREBP Ay
GAESHEWMIEER, AEERERSHAEHELT.
ChREBP 4 [ & B /N B JUE o /9 I8 BT & 0l B, A2 4% ACC,
FAS, ATP-F7 45 i 24 i B (ATP citrate lyase, ACL) F1 i fit
CoA % 1 1 1 (stearoyl-CoA desaturase-1, SCD1) % 1
mRNAZZ KK 5% BRI BRI S 9 A1, 5 3800 T A g ok
B BUCR RN LY 6520, 1A N g 7 241 208 ik AR AR T
HAEIN K, ChREBP F0 [& 538 %5 T4k 45 & & H-1c(sterol
regulatory element-binding protein-lc, SREBP-lc) &% 5 TN
B R FC 8 7 B 0 F2 B SR A T, A L S T A B
P 1R) S [ 5 B JFF E A i AR 388 19 9 35 . SREBP-1c 3 %2 3% i
By R AFS AR, AT AW L ACC R FAS YRR 3R
. DA TR 85 JF U 7 A T At R B U7 2 & 7. SREBP-1c 3
PR i o /0N BRUAT IUE 19 g U B B B8 7 B AR 50 %6 5 5 % BB /1N BUAH
Lt . ChREBP 2 A i Bk /s BUAF IE 5 9 SREBP-1c mRNA 2 ik
FEBAH W B 2 5, Ui W] SREBP-1c B9 % 35 /S 32 ChREBP #Y i
U5 —J7 T (25 mmol /L) FlBE 5 2K (10 nmol/L) il
B FEACHF AN LPK,ACC FAS 2[R (4 38 15 3% 1% B AT 03 ) 5k
RiHZ Al L, ChREBP Fil SREBP-1c iX 2 AN/ [R] fl % 57 K 143
SO0 Yo A R S 1y 2RO SR A 2 L A8 L T A R R
PR A B A A 5 5 S Al S BG4 P 0 55 10

3 ChREBP 3 FFAEfERER BHERAMIATE X

ChREBP %% 5% 8 45 1 JU A #i T Max FE 2 2 X (Max-
like protein X, Mlx) FJfF7E, ChREBP #4455 Mix JE Wi+ —
RBAIRE A i 543 N 1 ChRE 45 4, & ¥ H 6 5% 98 3 1k
FALE . B, Mlx /& ChREBP BEE I IREMEES ., Mix &—
A bHLH/LZ EH,J&E T# F KN T Myc/Max/Mad K % ik
B HAT o p Ry 3 TS TR AY GBS, BEIDE P A M DL g LK
F. Tizuka HEUY PR Z W, 4 T Mix B 2 P 71 (dominant
negative) 58 45 {A , 1A A RE 0 1 B 5 B ik AR i ) 22 5 L DT B
PRI /N B B IR AC 8. e Ah . Adamson 4503 1 G g
LTI LI & B, 78 R AR 35 35 19 R 40 HNF-4o 1T 5
ChREBP 45 & IF U [ #0006 FAS 2RIk, B ifstie & 3,



« 320 -

B OFEEKF¥M 20114E3 AL 328

c-Myc 7E ChREBP 48 (1% 7 25 4 5 P 7 257 98 4y o 72 o s
FEEEER AL EH L -Myc 5 ChREBP M H AKX R, H Al
MR IE AT AN gL RN 58 Y ChREBP 1) 3t
PRIt S5 VB 105 M, AT S5 0 0 e 34 10 D g 3
3.1 ChREBP A B # F ey &A%Y 81 ChREBP % H#
S R R AL A A B X 324K (liver X receptor, LXR) \H
RIRBLE B R R R MR 2SR, AN R R
LA H 5% i ChREBP By £ K % ik, ChREBP 7 = H IR &
T BT I AL IR AR B BT R B M 2 B s LR 2
T ,ChREBP mRNA /K-t 4 Bl &R FU
3.1.1 #FETF LXR MK LXR X ChREBP i 4 K 5%
SEEAHIEEM . LXR 285G it B i E 20w+,
BB o FR 2 BB, BE Bl [ AT L T S 4R X 2k
(retinoid X receptors, RXRs)1E i 5% — R & , 4 F T ¥0 3% H )
¥ 1 RXR/LXR DNA 37 a5, DI I8 55 80 2 Y 5% 5%, I
BN A LXR A 45 05 5 i A2 3 22 58 2 0 SREBP-1c 52
W, J5 k& B, LXR # 3/ (T0901317) 45 4K AT LL ¥ 1%
SREBP-1c £ F i 5% /> BB 09 B BT B 09 25 X 3R 55, 4@
/R LXR 3 i o Ath i 42 P8 #2554 i . Cha %1 W1 98 & B0
LXR #3h %1, € 9% L % i E ChREBP J H:¥E %L [H LPK Y 3%
iK% LXR AT 38 53 34 5 ChREBP 3 fie o JF 0% i 57 & .
Mitro ZE1 A O 5 25 B & LXR AY Bc &, 4R 1, Denechaud
AT L BUAE LXRa/B KA 3 DRI I /0 BRUFF AIE, A4 246 B 75 S 19
ChREBP,ACC 1 FAS J& K 31k 5 ¥ 28 /N UM e I8 22 5% L 48
INA L LXR FA IR 405 5 AR 5 A 3 P Rk i 7
BIEPRIRE, LXR SRR EZ K TR W 7451 5
ChREBP J& 31 T (% A0 B 05X o £ 45 & B I8 98 5 JiF HE
ChREBP ik,
3.1.2 % F 7 Jig B B (polyunsaturated fatty acids, PU-
FA) PUFA X FFAE ChREBP B3 R St B A /E A,
PUFA J& 17 7+ A% A 0 40 R g 053 F )2 1 22 1 4 AR
I EEMRFAE LT 5320 n6 &M n-3 R, A PUFA AT
W e 2 Mg 05 B . o B S R D R Ak R 56 FE I R
k02 PUFA J& BT PO % i A0 G 7 A 3k & i A2 v iy 0 41
TR 400 o R A 0 U A A 6 36 R Rk 0 LPK . FAS Al
ACC, T PUFA i #4802 itk 7 19 s 5 R S AL B 7 L 2 ik
I T 1 B % e (0 6 AR TS 79002, Deentin 512403 5 44 o4 1
IRANSZEGIE 52 PUFA # ChREBP #) i ¥, PUFA 7] il i
ChREBP mRNA [ , 3 H 7 248 ChREBP M I R 21 4%
B R . e RS 3% M B 4RI P, 24 ChREBP i3 & ik Bt
A2 PUFA X LPK Fl FAS 4 5& [/ 9 40 %1 76 A, T 00,
PUFAif i ChREBP # #l JIF P9 3 % fire B2 g 105 & 2t
3.1.3 FRBRHF AFX BHLIERAEE T HRR
Wk VR B 7 B AR R B 0 2 T HLE B AT R Y R
Hashimoto %51%°) % g H AR B 3% 22 7T 5@ 3 TR-p1 1 R AT
ChREBP mRNA K& H/KFH KL, /M ChREBP £ A 9
BT F A& A LXREL f1 LXRE2 7 5 , $F 5 H 3k F % i
5 (EMSA)F£ ] TR-pl A 454 %] ChREBP Y LXRE2 i £% 5
A R e, TR-BL #2254 ChREBP B3 s IH W 1EH . 5
Hh At AT % B IR R 3 K o AT 3% 5 A ChREBP mRNA 11

Tk HH BTG,

Feingold %% & Bl 1 8 I & s Mk & i T .
# IR £ B (LPS) 3 01 {f if i ChREBP B % 15 F ##; JF &
ChREBP Xf LPS 4 = i Ak 8 SO A, b 4k, e Bk 2 05 A
FAT AR T T BFAE ChREBP B # 3 [K (4 36 35 ; TNF-o AN
1L-1B ) 58 B AR JF AT B FF 40 8 Hep3B H ChREBP 9 # ik,
X LETF 5T W, ChRREBP & b 0] 5 R Hh 14 2% 35 F I m] B &
5 SO RO B AR ep Y A
3.2 ChREBP # 3 BR AL R A% R #4x st L d ey A %
ChREBP 2 Wi 2L 5 A, Z D 17F 78 3 B BR 1k 47 o5, 1
Ser'®  Ser® il Thr*, HATIA N, ChREBP BB MR LIRS 5
LT P R 20 B A2 67 A G, 2 BT i ChREBP 13 11 J2 8% iR
Ak AN T 05 M 09 L TG PR 2 ChREBP 278 T 40 iz

] 2 0 T R P R AR A1 35 BE 5 5 JF IE ChREBP 2k A 1) 3%
kU2, ChREBP 3@ i 5 5 446 4 52 306 4L i i A 4n
JfiH ChREBP-GFP fl & 2 1955 , Uyeda BROEAL T UE S &
ZEJHE(27. 5 mmol/L) ¥ B2 /E F JE ACH 40 e 5 . ChRREBP 5% 3
PN B B A% N 5 45 T/ B B AKX 5, 8] B ChREBP
TERZ N 2RI T s RS, w7 DL, 7 % 8 X% ChREBP B
A IE 1 1 AR A S R A AL 3 A e

Uyeda 4488 2077 I\ b 7 %5 4 J2 3 3 % 37 ChREBP 1Y B
2 R FS K HEAE Y, IE W IRFS T . ChREBP 17 76 + il i
N s AR (27. 5 mmol/ L) YEHJE , ChREBP 4% % 31| 41 i #%
P, 45 G BB I A FLRR 5T & B IR R 8 719 ChRE 1, A
TR P ML P Y R 3k, W AR AR A S 30T ChREBP A &1
T NLS i 25 B 19 Ser™ & 4 2B B2 1L, N TT ¥4 7% ChREBP
IFE A A% . Ser " s BERR AL/ 2 B TR fL 8 ¥ % ChREBP
BRI R . Ser' J& PKA M B BR /b 40,5, PKA XF Ser' fi
MBI AT ChREBP /75 T 4 ff Bt b 5 (U B MR 2A
(protein phosphatase 2A, PP2A) 7] f# % iz ft ) ChREBP %
AL, O A B AN, B Ser'™ b, ChREBP ¥
PKA B B2 Ak A7 S8 3% Ser® A Thr , & ATE8 8 1L 5 F
T ChREBP 5 DNA 1454 , AT B 49445 ChREBP 1) DNA
GG, DR AR A AR Y IR 2 AR b L ChREBP 93X 3 A4
BERR AL SR B T AR . B BT v i B AR O K
BE-5-BF R ( xylulose-5-phosphate, Xu-5-P) 7 # iif PP2A,
ChREBP 9 Ser'® fii s X ®i#2 1.. ChREBP # A 40 A%, —
H ChREBP #F A 4l i 4% , 7 %5 4 8 i 4% PP2A fiEfb Thr'™ {7
WAL OE TS PEAY ChREBP, 78 Ser'™ #l Thro® fi s
ZWEM LS PR ChREBP 5 LPK 2 ChRE J¥3I 454 .
PG LPK ZE P e st

SR, Tsatsos ZE128 1 Towle > 1A Ky 7 % i %} ChREBP
o VT AR PKA (9 8% e Ak A A L i 2 38 5 55 4 i bl
fil {2 ik ChREBP 33k, b i1 % B . A% A i35 5 48 O R el A2
ChREBP RO LA B ; ChREBP # B2k 17 5 R &5, I e
T 7 2 B AR 2B, L AR DTN A A B X ChREBP /Y 9 45
2 7 AW A% B4 14 (glucose-sensing module, GSM) 1 47,
GSM H %88 i IX (LID) A 45 Bl B hi i Ak 07 <7 o 14
(GRACE) 2 #4541 p s ILA% 8, LID Ml GRACE WY& . =
FEES , GRACE Ml LID (3% ¥ . Dentin 5512 A Sy 4 44 B
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BRI =9 F 80T ChREBP #4935 4k , F) FH 4 25 85 i 1 (GKO
w Bk N BUOBE B GIE 52, GK A9 i 1k 7= ¥ 6-Bi R R A0 B 7E
ChREBP %75 1k A% 9 55 7 b R FE B AEH .

4 ChREBP EEMIMFAMRBIMARELRRTIIER

ARG = g P07 5 A P £ 9 3 ek i bk gy, U A O
AR H A BE 2 UE T B8 B0 | R BRI, T G AR RN A
BB, WESE kB, R T 0 B R K BT A0 R % % I A
P Y v S T s s A (el | S S S
o7 JEF R B 5 2 B 2 AR R R4 F L M AN E . RE
WA AY Ny fige R B U 00 4 F HL ISR AL T LR & L Wl PPARG
E R BR /N R Lob/ob /N RAE BN db/db /)N AR B 200 ¥
R BLFE Y ob/ob NE /N B BBk SREBP-1c 8 PPARy2 7]
B . i AR T A

% F ChREBP EA {2 JF AERR U & BU 9 VE A, #e L 5
ob/ob /N B g 7 I B e 5 22 0K BT % B0 A 5600,
RIS & B, LR B A 1S BT, ob/ob /N BLUAT
ChREBP 13 ik 7K F 3 & % F+ &, OF BN #08 L
ChREBP 1 &} 3 34 Jin, 7% # £ 5 % . ob/ob /) BUF BE I
ChREBP }¢ SREBP-1c 335 &5 T+ & , At 51 A5 5 & a1
I e BRI BB L. FEVLERAS LT . ob/ob /I BUAY
A ChREBP ik ., $2 /R FEYLER M55 00 T . 7T B A A
ChREBP %I ob/ob /N BUFFBIE P9 i 5 & B & #E R4 . ik
Hh L AE 2 BUBEIRHA db/db /N ELH , ChRREBP 75 JHJIE 4 ) 3% 35 1
W R E TR,

S T B3¢ ChREBP 78 T JiE B2 0 ok AH 5 B2 0% & 4B & R vh
B L Tizuka 255508 ChREBP 2 X f B /N L5 ob/ob /MR
27 A5 B R ChREBP 1) ob/ob /ML, 45 R & P, 5 ob/ob
/NEUAE LK, ChRREBP 3 B & Bk 19 ob/ob /Iy BRI 5t it B Wb [
A% L6 BT 4 R 56 22 [ B9 mRNA 235 WA L I I I W5 R 4
WD L LT B B T R K B = T I K O B SRR AIC
HE— iR R PR R E R ST R T AR
TR AgRP 2E K A9 %35 T 1845 &, ChREBP 2 X i % 19
ob/ob /INELZS B I B B B A% T ob/ob X B /N B, 1 i 3% B8 15
FOKFEBAG WA 2R LW ob/ob Xt HE /N BLAY B M0BE I A 2
B B S 2 M T 51, 5 ChREBP 2 R i 4 /N BUAH HE
ChREBP 2 A BB 9 ob/ob /N B JIE 8 J5 & 2 48 2 0 o 3
i, TR R R A W6 19 T R R T e BRI AT U
B f o RS ERY ,

Dentin 555 F) ] B 9% 7 /v 5 19 RNA (shRNAs) T HE#
A& P ChREBP #y 3% i5, £ 5 ¥ ob/ob /N U IE K
ChREBP FJ 3 ik RE % W] 2 B35 ob/ob /N BUAY G U7 I 14 456 it
% =Wk b S Ui e R Wi BR K V- 48 . 1 4 Ad-shChREBP #|
ob/ob /N KA, Al § 8 ACC & FAS mRNA /K ¥ F [
60% ,SCD-1 K H i =B 1R £ Bt #% #% 1 (glycerol-3-phosphate
acyltransferase, GPAT) mRNA 7K ¥ 1 B % % 1% A =,
SREBP-1c mRNA JK ¥ % A 8 28, Ad-shChREBP I 4 |
ob/ob /NG , ik BT L B ob/ob /N BRE 05 I AT R &
R AT A 07 TR 75 B 3% L I HLBE 8 189 i ob/ob /1N BRUFF WE iR 7 2
1 B &k, 5 ChREBP S aBR 1Y ob/ob /N B [ 1 2 L i

Dentin

4 Ad-shChREBP fig B & 03 ob/ob /N U B 5 % {5 5 i
B, AL S 8RR OK O R B B B AF 5 4 F Akt ERK1,
ERK2 1 FOXO1 B # B k7K 7. ml W, %% 5% X + ChREBP
£ ob/ob /I EUIR W T TE 1 B Mo 5 25 4 B0 3 & e ad AR vh i
F) FE 2 AE A . ChREBP W] g 5k g I BT 2 B 5 R HK 0 55 52
REPRg LYW

5 B 2

B AT N8 I e 3 BT N B S5 O o s e o
NI AR BT X S 1 K AR L LA B L,
RS R AR EAN XA FESSHD . ME
TN 2 — (5 55 R A 0 VAR T8 R T & 2% MRS 40 04 78 45
Do £ DA 248 45 200 . 05 25 B A LR B g G - i . ChREBP
I 6% R 47 JFF U 08 T A 2 M 5 ok R, 7 24k R B I AR 1 1
R R E AR R S 5, W SR AR AL, S5 08 B
BB RIRPUM R AR I C AR . X ChREBP 35 AL Y
W5 W A TR AT X i e K AL 0 I o 52 8O PR RBE R
BIBFSE E T —2 ., % 4h, ChREBP B FI A XA R BR T AT
U, 6 i J 20 20 R e 5 v S 42 f A PR A Ok b A7 3 R

Wi o T2 T NS R 4L 00 & T, AT 0% 1
ML B A 5 8 LA T TR AL, 1T 4 7 40 1) 25 49034
I7 A Bk R £ 1 SR R AR . ChREBP A 2 i o JIE i
SRR T IO BT, T 9T A B ST B Ik R B 0% 35 T A
1L & B B AR, g 8 i Glut2, L-GK, SREBP-1c Al
ChREBP 4% 3 B 1y 2 35 Wi 52 3007, B gk #F — 25 1 8
ChREBP (1 845 ALl K A= 91 % T g, 8 =F &8 A A1 B i I
TR DR 5 95 20 A AL A1) A9 DAL L S 4 9 5 06 1) TILYA U7 4R it
B R AT B

(& % X @]
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