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& C & I

MAEd 7L a— 2A#EEE, b b TIE@ES 60~110mg/
dLTH b, =7 M IIMDZL  OUFFLEIIC A, IE
Lo — R 2 e ER R LYY, ERoMa” T
bR O 73— RREIET L &) 5T H
Bo HEHEL, WIEYWTIZEIFETIThRED, =T
MU TIEHRE BT 78 3OEBETITTON S 2 LGS
NTWRM . S5y NRELEY PERELT, =7 MY
DR D 7 ) a—47 v &I Y, 128BHO
MAT, rUa—r Ui, 1BEBET Y, $habb, =
T RUMMEZ ) 3= B H b S I F HERE L
TWbHolk, = N)PMBoEYFEOZF L3RR, bE
BRSO L IS,

—J, V) —REFINIT—ADC2 LT —T, ¥
YR BOEBINIRPE L VERETH L, v ) — AL
FIV A= RIEROBRIIBNW T VA=A 6-FAT 7
¥ —¥ (G6Pase) ®HFAKRL /) —VELV VEEHLKRF
¥+ —%¥ (PEPCK) % &, h@oBHEs4£<{do, b
FTF v b EOBILEM T, MEh~ Y ) — 23
HOfEHE 7 VO — ZZHEK T2 DO TIE R, EICHTEES
WICBEEINTWE 7)) a—7r ozl v iiGsh s,
MARHUERERIZIZ Z 07 ) 3 —7 Y ORI L ) i~
V- ARERMEREESN, BRTIEZ) a7 05T
RSN~ > ) — ZABEDMET T4 LG s T
VBB, =T b T, 24 BERITFERLL 20 3 — 4 5l
BLIZIREECHREES 2 &, MR~y ) — AREI AT
Ve ZoTERL, =T M TEY Y ) — ZAOHAED
FVa—rrTidzd, oMERE LT, ALY
<) = ADMIEIITON TV BEDOTIE RV b E 2 12,
FIT, AMKRVIUVHEEICIAZT MY IMER< Y ) —
A UERE & R A RRER G TER £ UF, mRNA HEOLH)
IZOWTHRE L7720 A MRV I VIIEREEEED—DT
by, FLLT, WEHFAELTIGT28E 2> L2955
NCTwb, F72, PEPCK, G6Pase \3fffR & B 5834
INAZFEOMERER CH Do AWFETIEA MFVI U E

BHHOINS OBEREEEE mRNA OFEHE L, MiEHd
DINIA=R, ¥/ — ARERRE L, FEH A O®E
WIZDWTIHFLENY) & IE R L 72,
HRELVFE

HE

HEL, BRI L TR n X ) DGR S EEA L
72

YT

TR DOEHE D SMA SNIZEEL 7R — 2 EIEH O
36 i 5 37.8°C, MEE 60% DERNE THEIN LIRAL L 7-%hik
361 (4 Zn=20, *ZAn=16) %, 37.8°C, i@/ 60%,
1 H 14 BMBIAT CHEE L7, K T8 (WEEERAHE
#l metabolisable energy (ME) 3.0 Mcal/kg, crude pro-
tein (CP) 24%) X HH#EH & L, 21 H#l 2 5 £ TH
B L7 36 T2 HMAMEZIZ 16 T2 #EIR L, 300mg/
mL DA PRI VAKEEEZERE kg H720) 1mL F&EIC
BbE)IREOG L, A MRV D HRGHEE Lz, Wk
6IH LT, AKEHEAEE LTHE1kgH 720D ImL &
BICA LI CRO¥S L, avyiro— VL7, F
9, RIZLEKG Loz 4\ hs, Fok, 05 1, 3,
6 BEFEIC A PRV I VIRGRE, oy bu— e TR
25 4T O EA SR ZE AT - 720 & C O IZHTEERH
oA Y2 L. F72, FRIMEHRS, I % w0
SEEL, MRS, MHEIEON E T—30CITRE L 72
WIMER U A 3 2 7 TR E BIEAIH L, EH I
DR THAER, ST E T—80CITRAE L 720

v/ —RETNO—-ADAEFE

HPLC Z W/ HEY 12k )~y /) —2& 7 a—2
DWMEEIT> 720 YA 7 0F 2— 7|24 100ul &, K
IR 125 ul # AN, BRY V87 070 BREIRYE
BC 10 mMEM®%E, =058 (13000g, 4C, 204-1)
EBI ol LiFEEHO~YA 7 0F 2 —71210ul B
L, Z 2|2 ABEE B bakde (b3 TER) % 40ul
AL, ABREIRERKCOS B L TH 5 80T 1 KR
To7:t, W& L. Ihxkmlai (13000g 4C, 10
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) L, Z2RK200ul, Z ook a 200ul ZE00L,
RS RENR T 10 MERAE, =058 (13000g, 4C,
54rM) L, ki 10uL % HPLC it L7z,

G6Pase & PEPCK @ mRNA #BEEDEE

mRNA DEEIT Yamamoro b DHEY 28E(12) 7L
% 4 5 PCRELX DAT - 720 #100mg OB & UVF ik
7% Tripure Isolation Reagent (Roche Diagnostics, Mann-
heim, Germany) ® F{EIZHEV: total RNA %3 L72.
#5066 B Nanodrop ND-1000 (Thermo Fisher Scien-
tific, USA) T total RNA B DREZWEL, lug®
total RNA # 7 ~ 7L — M 2 L, QuantiTect Reverse
Transcription RT-PCR kit (Qiagen, Germany) @ 312
fEVy, WERH Z ATV cDNA 2 B L7z, &> 7o
WTEHEHK L72cDNA %5 >~ 7L — bIZ L, Platinum®
SYBR® Green qPCR SuperMix-UDG (invitrogen USA)
D H 312 HE v, 7500 Real Time PCR System (Applied
Biosystems USA) % Hl5E#EZIZH VT, mRNA O3 =
ZME L7z )T VY A 4 PCRIE, WIZEIZ 50T 24
MPRFE, 95C 2 MR L7z0%, 95°C 1564, 60°C 30 #
DA 7 v x 40 [ ) & L PCR Bt & ¥ 72, PCR )t
Wik, 25uL o7 7L — N H® cDNA (total RNA 125
ng #124), Forward, Reverse ® % 75 4 ~—1uL (10
uM), Platinum® SYBR® Green gPCR SuperMix-UDG
25uL, Rox reference Dye 0.1 uL % RNase 7 V) —/K T#&
wHO0uL 1242 A L)AL 720 EEIXS cDNA % M A4
ATZREBER O 7T A 3 R OMEGABRY D & e & 1E
B LTIt o 720

¥ =7y PEEFORYIEHRZ NCBL 77— & N — A
Reference Sequence (RefSeq) 75T, 794~ —%
WD & H IR L 72,
G6Pase Forward : 5-GGCAGTCATTGGTGATTGG-3" ;
G6PaseReverse : 5-TCCCTGGTCCAGTTTCACA-3’
(RefSeq No. XM_422017) ;

PEPCK-C Forward : 5-GAGAGCCTGCCTCCACAA-3 ;
PEPCK-C Reverse : 5-CGACCCAGCTGGCTACTT-3’
(RefSeq No. NM_205471) ;
PEPCK-M Forward : 5-CCGAGCACATGCTGATTTT-3 ;
and PEPCK-M Reverse : 5-CGTTGGTGAAGATGGTGT-
TG-3" (RefSeq No. NM_205470)

G6Pase & PEPCK DEFEMHAIE

B & B hsix, B &% 400mg 280 B sucrose/Tris/
EGTA (STE) solution (0.25mol/L sucrose, 10 mmol/L
Tris-HCL, pH 75, 2mmol/L EGTA) bmL #hiz, wEY
FARX LTz ANV, S PIYFYT, I7HY—A
DWW 531E Tsun & D FEZHE- 72" PEPCK 12133 k3
¥ R TICHAET S PEPCK-M & ¥ A NV IWICHIET A
PEPCK-C % %275, =7 b ) OJffifiZ PEPCK-M D11
%% L, BETld PEPCK-M & PEPCK-C Oifitk % #2",
G6Pase 1& 3 7 1V — AIFFIET 5o PEPCK DREFRTEIE
D HI5E 1E Jomain-Baum & @ FFEIZHE -y, malic acid % %
B & LClsE 7Y, G6Pase Dl 5E % Baginski & o J5#:
26V, glucose 6-phosphate Z#E & LCllsg L72Y, W
FIEMWIZ3TCTHUEL, £E 1 nmol I3 5%~ 7IVA
DY N7 B Img DEMERME L7 ¥ X7 RIER
Bradford # (Protein Assay, Bio - Rad Laboratories, Inc.
USA) Tillsg L7z,

HREt

HEEIE 7V — TR, Pl L BB Z ROz, 3
Y hu— Ul (X MRV VIERGEE) £ A MRV v
5L OREERWALT 572012 Student O t REZ 4T -
726

BREEE

21 o =7 ) ol 7V a—x &~y ) — A
BEX, A MRV S 1 RERMBICR D ESEL o7,
SEEMBICIEa Y P — VB EBEEEN L R ) ERRE L

A Fra—x B <v/—x  erdmasy
(hour}, [hourh Oavka—jL
;- ; ey

] . ) J
3 4o T 3 I+‘

1 * 1 *
1 e mm 1 Fr—

—— ——

] - |
0.5 2 0.5 A
pre — pre ,

10 12 14 16 18 40 50 60 70 80

glucose [mmol/I1]

A (B)
*P<005 v bo— LB OB

mannose [umol/1]

ANRNVI UBEHE X NAVI VIERSE (av ba— B omigd s ra—2 (A) vy ) —
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ARNRNVI FEGHEX MRV VIERGEE (o ba— VB O & BlEO G6Pase @ mRNA Z5H

& (A), PEPCK-M ® mRNA %8i& (B), ®lE® PEPCK-C ® mRNA #H& (C)

*P<005 v ba—VEEE OB

olz (1De SNHLDHRIE, A MRV IVIZEHHE
HFHEOMGLS, EERTRI Y, 7o, HREHTRET 2
ZERRL TS,

A NFVI U EGHOBEO mRNA $$HE1x, #5 05
B2 T, G6Pase %% 25%, PEPCK-M #%75%, PEPCK-C
A 50% FERE, v hu— VRS R L TR L7, —7,
[7] U B R 4 C N © G6Pase & PEPCK @ mRNA Z63H&
304 ER 3G, FheEhary ru— VBRI LT
BNl Twz (12),

AMANVI UV ESHOFTKTIE &5 058HEZT
G6Pase, PEPCK-M, PEPCK-C ®» B & ik M:»Y, 2~ b

O — UEE L LB L C, mRNA & FEBICEAD L Twize B
it ©d mRNAFEHE L F U L 9512, G6Pase & PEPCK
DOEEFFEEICOVT A PRIV I V5L gy Po— Vi
IS 5L, %5 05 KEMEZTHL 212 (P<005) BN
LTw7 (X3),

% IiE > G6Pase B £ U8 PEPCK O EA = G ME & mRNA 5
BHEOWRPHERIE, FIVva—R, <¥ ) — ADIMmEEhiERE
DPWAING — 2 DD L Tz F2, EOReRY
TH A MRV I Y HEEEHOFND G6Pase BTG DL H)
VR & D8y —  BIR LT,

ZT M) OMEHR Z Vv a— R <y ) — A, 24 B
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3. ADNKIVI UERGEE ANV VIERSGE (22 Mu— V) OFEE BlE o G6Pase O FE R IEME
(A), PEPCK-M oEEZ=EN: (B), B PEPCK-C o= EM (C)

*P<005 v Fu— LVEE ORI

EEBELMRENLDY, X PRV v EHRETHIET,
IS OMEHHEMEI BT LI e 23R L7z, Zd A
PRV I UAWER AT S I L EZREL T b,
WHEBWIZBWT, A A3 »id AMP-activated
protein kinase (AMPK) ¥ 7 5V &4 LT, K, 50
7OV — AR ] 5 @) & 2o, AMPK IEAHIEA
DIANVF=ARZL AMP/ATP O E T 5 & i
ftsths s v r ) YRILEESR TdHh 5o AMPK I3E5 A
T T& A HNF4a & FoxOl % ¥l L, PEPCK %> G6Pase

DEE &P 5,

7 v MTIE, M OMEIZNE LT, FiEo AMPK
EHEASE L < Bin$ 5™, LavL, Proszkowiec-Weglarz
5%, =7 M) FFEIC B W T 24 I o # AT AMPK i
HOWMIEE 2ho7z, EWELTWEY, 2%, =
7 b TP T O AMPK {HEAL OB 2SI FLEN ) & 22
% HUREMERRIZ L TV 5,

ARNERNVIVEERSLZ=T ) EED G6Pase B L O
PEPCK ® mRNA ZH &b L OBFiEMEE, Zuou Ik
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BED LRABOB#ES RSN, —F, BEREW &
2, AMEAVIVERGLTY, =7 M) D G6Pase
B L U'PEPCK @ mRNA B L O, BEREE G
ENBZlEhahot, MEILL->T=T7 MY T
/ﬂ@K@ﬁﬁ%ﬁE%&#otiﬁt APFENVI AU

LBy, HIEmE =7 M) OFiETIE, AMPK i
@m@%%#£&5®#§tﬂ&mo

S MR A PRV I S X BHERE o] & IS & Y
B CRkE L ZF Tz, LA, FRHECIRBETOIH
#Hf 9 & 912 G6Pase & PEPCK @ mRNA FHEB L O,
BEFE RN L Tz,

M LT, METAEEERIIHT LA MRV I Y ORE
X, =7 M) OFRETIE, WHELEIY ORI T O UG & FH
L TW7295, WMTiﬁﬁE@$¥®Wﬁﬁ£§*#
720 AMPK 2/ L7224 bRV I v oEfZ=7 MY JFlE

TIIMFLENY) & 87 BT REMEDSRIZ S 7z,

CNIFET, =7 YD AMPK ki 5 F F HNF4a,
FoxOl DB IO WTOMEFIT T 4\ XA PRIV IV
HG L 0= ) OEED L IEFE T
AMPK {HPEIZRITH 5o WHFLEIIZ BT, AMPK i
HALIZ & B1ER X Eak L 72 G6Pase % PEPCK 3l LAt
WS EER 7N 3— AW ARDIREDH D 2 &SN
TwaY, T2, BB TmSNLTwb AMPK OfF
Mz, =7 M) TEBEmI GO TR T LiIcLh, =
TN OREFEBEICOWT, BHSELEEZ D,
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