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HE . BH TR 5053 & M55 SR ST IE R AR a9 % B Aan R AR, FTiE ¥ 16 R &M%
ARA12 B9 CSTBL/6 REREN R Ay A AR5 A A A RIS 2 (OC 4 ), AF4A8 R, 7 SR IR 8 RARME A AN R A B
FATIRLA(NC 2) . kA5 5] 44045 18 10 mg/ (kg d) & TEE3A#EE, OCHAFNCEN AL TETEILLK,
MFELDRARE . dde, HHHEAE B FAE; B IE R R IRAS M s R e By E B KT; FER
3 T TR AL BR A2 Western blotting 2~ A& AT I 50 B A2 B3R B -F 248 2 85 1(SIRT1) | it R AL BRIk
B 7H M BE AR y OE B F—1a(PGC—1a) & P B3 AR ¥ Bk 35 4% B 1A (CPT1A) mRNAFe &G ik, HR
K )G Kk AEF) 2 FAR T A = b RT3 R IRAT T A (P <0.05) , EW)aikags)4200 Kbk %
KE. BEBETTHETEMA, B L3 WA TEHREHOMA MK S ERRIEHIHIKT OCA(P <0.05), 5
OC LA, 485 440N R 7 i = B w2 B B KB 3 AKX (P <0.05) . 5 OC 41k d, 35 445 4 2 /) BT
REH b = B A2 B BR BT IR F % ¥ B4R (P <0.05) . FFAEPGC—1a, SIRT1. CPT1A mRNAF=%& G A& ik
FHIZH(P<0.05), GiE  ZWFATARBIDHENMESIR T1/PGC— 10/ CPT1A B H4A% 3 A ik )y R84 FFREAS B>
BRAMe, RV ITIERSFE R, BEMR S TR,
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Preliminary mechanism of Dapagliflozin promoting fatty acid
oxidation in liver of obese mice induced by high fat*
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Abstract: Objective To investigate the effects of Dapagliflozin on liver lipid metabolism and its primary
mechanism in adipose-induced obesity mice. Methods Sixteen obese C57BL/6 mice were divided into two groups,
which were model control group (OC group) and Dapagliflozin group, with 8 mice in each group. In addition, 8 low-
fat diet were selected as normal control group (NC group). Dapagliflozin group was given 10 mg/(kg-d) intragastric

administration for 3 weeks, while NC and OC groups were given the same amount of normal saline. The body
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weight, blood glucose, glucose tolerance, and insulin tolerance of mice in each group were detected. Serum insulin
and lipid levels were detected by ELISA. The mRNA and protein levels of silencing information regulator 2 related
enzyme 1 (SIRT1), deacetylation of peroxisome proliferator-activated receptor gamma coactivator-1o (PGC-1a), and
carnitine palmityl transferase 1A (CPT1A) in liver were detected by RT-PCR and Western blotting. Results Body
weight and fasting plasma glucose in Dapagliflozin group decreased after experiment (P < 0.05). Compared with OC
group, the body weight, fat content, fasting plasma glucose, serum insulin, serum triglyceride, and serum cholesterol
decreased (P < 0.05); the area under glucose tolerance curve and insulin tolerance curve decreased (P < 0.05); liver
weight, liver triglyceride level, and liver cholesterol level decreased (P < 0.05); the mRNA expression levels of
SIRT1, PGC-1a, and CPT1A in liver increased (P < 0.05); the protein expression levels of SIRT1, CPT1A, and PGC-
la in liver increased (P < 0.05). Conclusion Dapagliflozin may enhance hepatic fatty acid oxidation, decrease

hepatic fat accumulation, and improve insulin resistance in obese mice by activating SIRT1/ PGC-1a /CPT1A

4133 %

pathway.
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2 FU M PR 95 (type 2 diabetes mellitus, T2DM ) /2 ™
e H NSRRI Z — o T2DM K 9 Jige £ 41K
BT 51 JHF U A 5 A B A, e 2 5 BRI PR AR
i 1 9% (non—alcoholic fatty liver disease, NAFLD) ,
J A ] R O TR A L 2 TN . NAFLD J&—Fh
5 IR 15 2R HRPT AN 35t A% Ty IR U0 AH G B ARG R L
PE T 451 05, T2DM 8 #F b A R E L B A JF
NAFLD™, fEX NAFLD A3 7 i e v, il i i 28 A
I 07 2 B AR R R — A ] BAT 2 A R
TRIT 5, X A i A R A D I Y R, T
3H 2o A A R B R R R A% NAFLDY

B - 0 % B 3k % a2 B 2 (sodium—glucose
cotransporter 2, SGLT2 ) 1l ill 51| J& — Bl B b 254
ANAS Il R A W 28R S 2, A D A | e A
077 74 e 45 D Tt B A B A I . SGLT2 410 4] 551
A] 38 15 B8 0 F B AR W5 B2 (free fatty acid, FFA) & 4k .
T SH i U5 G A 35 OB R I 8 0 9 A A i R
A NI B 7 A B RS TR T 9 b B S A
B, IR B NAFLD (9 B Y, X Fh g & 1 22k 25 1
TN DA g 105 0 JHG 2 U i s 1) B AR A, 8 T i U7
I3 fREE 2200 PRATFE R W], SGLT2 il 77) 5 4% 471 i
AE I W 35l /> NAFLD £8 35 JIFE S 197 25 9 S i/ i
RAE , DT 0/ I g 105 722 P R g 1 S AR 55 b
JT T3 B 48 B I 17 P 42 R 22 5 T B8 I R y — A% I e
AT 2 583 R IETY, e BRI RS
SN NG W5 L AUIR M AR T s, e B BT 5 B H i =
Pt O A, 3 ORI 07 o AR, HR BT D i 7 72
PEPL, By S g W 98 K B, 3R 51 ¥ RE 6 I A1 R i
V5 0 1B B /N B K db/db W5 SR 9 /0N BURF BE RS 15 78

PRV HE— BRI R I, A% 51 e el D T
S8 IO 38 B 9 A BCOE 90 A AR H = 5 A, DA
1117 22 fife JEF K i I A P00 e A, KA 37 v L fiE 16
A 2 I JUE i A TR S o figp A (L B A AL )
AN TR o DRI , A T 5 3 a2 v A S A
BB Y, P30T T A 81 e X vy 75 3 JIE B /S BT i
i SR AR A A 4 200 2 A T BIL

1 RS 7%

5k
24 H SPF 9% 6 ~ 7 J&] i fdt B AfE 1% C57BL/6 /)N ERL,
TREE 18 ~ 20 g, W 1 45 R 2 HO B B2 2 S vp g [ 51
I B4y A VF ITIE S - SCXK (F5) 2017-0007], JiT 4
ANBRJE A IR AR/ BUBURL T SR, A R R 4
VoK R FRIREE IR (25 +2) °Co ESLIFHATT, BT
A /INEGE R 1R

PG G CRILAS - 10 mg/ R, 4t LP2385, i [
By 457 ) R o) 24545 R A 7)), SDS-PAGE #E 5 Iic ' 177
B(EEARKEYHEARARAFD) , 2 E AR BOL
& (B el E RO A BR A ] ) , BCA™EE
i3] £ (%[5 Pierce Chemical 227 ) o TRIzol {7
(£ Gibeo Invitrogen 24 ] ) , 52 2 2 1 2R A il
J2 i (qRT-PCR) 519 ( ¥ Invitrogen A ) ) , H il =
P IR ] s ) G (g et A A ) AR I 5 BT AT FR
INT) ) IR B R IR S R B U (ELISA) 1) & (X
DUAERAEY TARRA R o A ALY (58 5
6 52 Ry BTG 7 ~1a (peroxisome proliferator
activated receptor 7y coactivator —la, PGC-1 o) — P
(ST-1202) (% [& Merck Millipore 2% %) , Tubulin — 4
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ST, % IS R IR S AL/ N BT E AR B RR B AL RO WL BRI F 52

(11224-1-AP) . UL 8K A% 2 08 7 B 7 2 A 3¢ i 1
(Silencing information regulator 2 related enzyme 1,
SIRT1) —3i (13161-1-AP) K A Bl b Al PBE 54 #% il 1A
(Carnitine palmityl transferase 1A, CPTI1A) — #t
(15184-1-AP) (X7 Proteintech 23y H] ) o
1.2 Y5 A ERE IR TH

W 24 {d BE A E CSTBLI6 /NER I 43 3 40 . ik
51 e £ AR IR 4 (OC ) Sz 1E 6 % B4 (NG
1), B4l 8 H M4l OC 4/ BT L g
TRE MR IR 12 JA IR S AR R /N BB R, NC 4]
NG TR IR MR . IR B v AN B TR
10 mg/ (kg d) 25 TiELE 3 JEHEH , NC 4LF1 0C 41/ i
W 430 46 7 A R A AR K o SR 2T, A /D BRORR
{4 EE K6 0 4 R e I L 5 2 2 00 ) S
/N B B A BB IHE 5 S 25 A5 R , BT A /D R i
DA B A6 0 2 Al W L 22 0 3 e R R L 1 7 2 Ak
FE/IN B, 43 5 BT IR 5 18 17 240 225 FR i, % I Y A AR
B AR B0 SR B I E BT E 414U T -80 °C
UKFE S URIRAT
1.3 HEEMERERBETERN

INEREA 252 R A5 12 h, RS R IR 1.5 go/kg
T B S0% Vi JEE 1) 4 4 0 L R0 /0N B R Ak o
Bio 3dJE, /NS 6 h, H IE 1 whke (R JE i
TS A 2R, A /0 R R UM L B R I Rt
S 2T T ARURD B 5 ZE A il kT R il s E
115307 -
1.4 ELISA# i RR B & R IEFRAFE

J A% e B ELISA 320700 &0 vd B A4 DU ke 5 2% L1
T = g S AR EE K F o /I SRR HEE 3B it B, 4 A
20 MR A B0 5 R IR W L4, A 9
ABUE . B TE 2 P RE R AR AL 450 nm P 4 Ab 132 B
BAE I AT 5307 -
1.5 BFREEHE#E

U E FH 4% Z2 5% W 5 0 I 28 3 A, A I A
HY) R B 2 5 R [ 8 A W A 1 1 T 2H 200
5 um AU A, ARG T HE B €4,
1.6 gRT-PCR # il Bf ff PGC-1a. SIRT1,
CPT1A mRNA &%

T 21 Bt AL 1E B4 2/ B, T TRIzol A 100 mg
A UR I E AP S RNA . MMLV 386 5% 5% i A
1 wg RNA & 8 ¢cDNA, fii ] Bio—Rad CFX Connect™

Optics Module 5% B PCR {X ( Bio-Rad , & [& ) # 17
qRT-PCR 5 M o 2 R 4% £F : 95 °C i 48 P 10 min,
95 CAEM 155,62 CiB k205,72 CHEAH 20 s, 3t
40 MEIR, 72 CHRLEAEMH 4 min, PGC—la 1E[7] 54«
5'-ACCATGACTACTGTCAGTCACTC-3', )2 [i] 5| ¥ -
5'-GTCACAGGAGGCATCTTTGAAG-3' ; SIRTI iF ]
5] ¥ . 5'-GATGACGATGACAGAACGTCACA-3', J%
[ 51 ¥ . 5'-CAAAATGACCTAGCCTTCTATCGAA-3' 5
CPTIA IE [ 5] %) : 5'-CACCAACGGGCTCATCTTCTA-
3', [ 1 5l ¥ 5-TGATGACTGTCTTGCTTTCG-3';
GAPDH IF [f] 5 ¥ : 5'~AGAACATCATCCCTGCATCC—
3", I8 514 : 5'-TCCACCACCCTGTTGCTGTA-3", %
FH 27 5 H R SE A X Rk it
1.7 Western blotting # il Ff A PGC-1a, SIRT1,
CPTIAEBRIE

TA BEPLEE 3 H/NEL, R BCA b2 1A
S T AR A R B, SRS N R 2 vp R TR
A1 10 min BHE (A, HEE T -80 CIUKH
EIHE AT, ff LR, DaEaREANE
mn AR DR A7, 3B 50 S S VR Rl 5 B B R A . TE
10% 1) SDS-PAGE i H i A 45 el UK 70 85, F
WK S E R 70 V. 30 min #1120 V. 60 min, FF
TR % 2 R4 Ik f vk, SRR B E 4T
ER/NIEAT VIR AL B, S B AR PVDF B I, #%
EN 44 4300 mA . 120 min, 5% ENZ5 o5 FH 5% it
JEW R =W E M 2 h, ZJ5 5 A PGC-1a.
SIRTI & CPTIA — ¥t 4 CHERiT M E , F TBST
A3 0 R 3 RS A A —HL = IR PEE 15 he
ThWESREAS LR TR Ve 3k, D
Tubulin iy N2, e il 8 8k OG IR SE1T B8O IT 24T
Bl o #r .
1.8 Sit=FiE

B 73 M K FH SPSS 26.0 4834 F . = R OR
DASH + b2 (xx )RR, WA 200 sk &
S BT R 7 22508, 20 I ] LSD-t
o P<0.05HZERA G FE L.

&R

SHNRAEEFEMESERLLR
3N AT R IRE R E LR, R A5
T (P <0.05) 5 286 )5 4% 41/ AR E 2 T

2
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B, 3R 46 B 5 Al /N RUIR 3 R B B 2 (P <0.05) .
SHINRELRIGIRMER LR, ZEF A5 %E
(P <0.05) ;35 4% 51 i 4 /N BROBE W7 T 5 4% OC 4
WD (P<0.05), W1,

®1 BHNREEMEREEMLEE (n=8, g, xxs)
41531 SERTI I R 25 (B S 5 My R
NC4H 1.03+0.33 0.90 +0.19
0C4 1.89 +0.63 4.10 £0.56

IRHE S e 2.68 £ 0.68 1.82+0.19

F{H 17.110 167.700

P{H 0.000 0.000

5 0Cd] e, P<0.05,

22 BH/NMNRMTEME REERESEHRME
Ay

SCEHIE NCAL, OCHL . kA& g4l /N2 I8
I 2 {8 43 5 4 (0.33£0.10) mmol/L . (1.05 =
0.34) mmol/L, (2.51 +0.78)mmol/L., 340 b4, 2%
B it2r 5 X (F=40.670, P =0.000) ; 35 ¥ 51 4 26 /)N
SR 2 I R B A Wt (P <0.05) o SEI S, 3 4170
BRI R MR 5 3R K P A 2 b i el 2 R A LR
i & F m A & HOMA JiE B R #9015 L
(HOMA Ji& &5 3 HIK T 48 B =25 15 b x 25 1 g i 3=/
22.5) I#, 25 Gt 2R B L (P <0.05) 5 3548 51
20 /0N BRI TR I 2R K P o A W T gt R T AR
ok 85 2R M e pil 2R TR S HOMA JBE 5 R R P 1R 5034
KT 0CLH(P<0.05)(WF2) .

®2 SHANRMPRRE R AEENEHE TERRL XM E ML TERE HOMA IR ZM st &

(n =8,}is)

215 I3 2R/ (mlU/L) R A MR T St T TR B I ZR ik T £ TR HOMA JB &5 AT %L
NC4 1579+ 1.23 11.12+2.92 454 +0.46 3.76 +0.28

0c4 19.74 +3.16 17.10 + 2.56 7.37+1.10 8.77+0.28

Boy i 27N 15.56 + 0.94 12.96 +2.16 5.58 +0.78" 5.34+0.52

FA& 8.031 38.550 73.530 89.590

P 0.004 0.000 0.000 0.000

5 0C4l R, P<0.05,

2.3 BHA/PMRMFERFEL

3 20 /)N BRI 3 H Il = R R R B AR P 22
SA G L (P <0.05) ;5 0C 4 F i, k4% 51
20 /I BRI 3 H v = g R R [ K S R AR (P <
0.05). W3,
2.4 34H/NRAFRERS Bk BTREE = tL & R AT BE
HE#E&ER

5 0C 41 He e, 3k k& 1 e 28 /0N BRI E IR i

3 SA/NRIMEH M =BEFIRE EEF L5

(n =6, mmol/L,, x+s)

215 Hih =R A e
NC4] 0.45 £ 0.07 2.04+0.15
ocHl 1.05+0.18 4.80 +0.34
ey o I0E e 0.79 + 0.08" 3.19 +0.43°
F{H 36.910 105.600
P1H 0.000 0.000

5 0Cd] e, P<0.05,

s o 5 208 (WL 1) o 3 470y BRUBF E H o =
[N T N = = e S 5 A e
BN (P<0.05);50C 4l b, k4% 51 v 4l /N RUIF
JUE H v = R L HE R R A BRI (P <
0.05)(W5£4).

25 3 4 /R BFFE PGC-1a. SIRT1, CPT1A
mRNA B} RiZEHI L&

3 2H /)N BRI JIF PGC—1a . SIRT1 . CPT1A mRNA #H
YRR EILE, ZRASITFEX (P<0.05), 5
OCZ LhAs, kg yE 41/ U IE PGC-1a, SIRTI .
CPT1A mRNA fHX} AT m (P<0.05), WS,
2.6 3ZH/NRAFHEPGC-10.SIRT1.CPTIAEH
X RIZERELE

3 /N BUIFIIE PGC—1ac  SIRT1 , CPT1A 2K 4 A %t
Tk L, ZFAGIFE X (P<0.05); 50C4H
AL, A% 51 i 28 /)N B IE PGC-1o0 . SIRT1 , CPT1A
E AR R BT E (P <0.05), WE6 K2,
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NCZ 0CH oy i 2 IE el

(x10)

®4 SANRHAFAEH M =R FFAEREEEE AT ERILER (n=6,xz5)

NC 41 0.79 £0.23 0.91£0.19 0.95 £0.05
0cHl 2.81£0.46 2.81£0.43 1.45 +0.06
eriy S INE 1.71 +0.15 1.84 +0.12° 1.30 = 0.04"
FIH 64.640 69.620 166.400
P{H 0.000 0.000 0.000

5 0CHLH#, P<0.05,

%5 34HA/MNESIRTI.PGC-1a.CPT1A mRNAMEITFRIZELE (n=4, x+s)

NC 4 0.136 1+0.001 7 0.0171 +0.003 8 0.124 9 +0.021 3
0c4l 0.060 1 +0.0122 0.0062 +0.000 8 0.0121+0.002 6
ey 2 IPE 0.094 1 +0.014 2 0.0114+0.001 0 0.0713+0.013 2°
F 1 30.120 21.560 60.250
P 0.000 0.000 0.000

VE 15 OCHHE, P<0.05,

#*6 3H/NMNEPGC-1a.SIRTI.CPTIAEAEMKIZEILE (n=3,xzs)

NCAH 0.34+0.12 0.81+0.33 0.86 +0.30
oCH 0.20 +0.04 0.44 +0.04 0.27 +0.03
IRAR SN e 1.03 +0.35 1.23+0.30° 0.83 £0.25°
FiA 12.850 6.851 6.511
P{A 0.007 0.029 0.031

TE 15 O0CHH#, P<0.05,
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NCAH ik H e
PGl e s i S s son S S8 al| | (3 ||
S S —
SIRT1 82kD

CPT1A ..“B;;““- 86 kD
Tubulin |e———— 52 kD

E2 34H/MRPGC-1a.SIRT1.CPT1A . Tubulin BH %%

0G4

3 g

NAFLD & —Fift & UL (149 5% Wil 4 B 2 ¢ i) 18 E AR
R , AR HIL R 5 R R ARG S R A IR A
WEEELA OCM, NAFLD A ik 21 AE S 2 AL &2 4%, K
TEIESE R W], NAFLD |5 & Z AR BT L A T2DM 22
BALAE IR AEAS BRI A0 I R 25 5% CanoCs i 45
PR ) 10 J bR AR FIUS AR DG I D P T e
(metaholic associated fatty liver disease, MAFLD) 58
AL LG R A O N | A AR S A L R
By RIRPUAF R AT K, R — 202 AR R TR A
NAFLD 2§ 25 MAFLD , {H MANTOVANI Z£"10\ 4y {4 &3
NAFLD AR 352 A 38 (1 . NAFLD FF 4 35 3 Oy B4l
0 0 07 72 0 i i Je Ay RS P AR I M S & (non—
alcoholic steatohepatitis, NASH ) , 1 Jii 1F J& &y i i 1k
HUEE™

e R KB AT 5 U R A TR B R R,
I 0y O A A 0 TR IR [ 22 K I T TN R
AL R W T I RS R B, kA% 9 A
SGLT2 il 7 Y AUR 25 W) 2 — , B B A AR GF 10
PRAPVE TN | 38 AT L8 e B 28 IR0 T JE i AR
TR 5 U ) Bl Y B ML X R 3 B Y R
WY, 546 51 R 7 NAFLD (B3 12 8024 A5, A IE R
U5 700 ML Y AT 2 TR 2 A e % Tl Ry — A 2 T B T IR 7K
SRCRTE S N C YN A SR
R R A B T LLE A U0 P E B D ok
ZEfift NAFLD S BT S RE™ . s s ik 5e & 2K,
IR BRI AR bR R B 6 J i, R BRI 4 I
S Re ARt K R Ji 05 7K 7 24 W 2 R R L A, Gk
& 51 5 RE 6% 1 IO B s R BT AR B L 4 IO HE Jkok
-, AR 11 40 2 A 25 -18 (Interleukin-1B, IL-1B) . %%
f A= K A 1 - B (transforming growth factor—B, TGF-)
SEHAE R T K, B i R SR AR AR S,
AR HNERTT 3 IS L LN BUBE 5 2R R K -
E N R N L A 1 N R

IRV REAR AR T 2 R 8 B 2% et K T T o I &
JHF U e == 1 R L ] 2 ST e S U R 7 A2 P B
S BN TR A B v T LAk i B A S IR R N R
114 ik £ 22 SR B IR I A R 7K - o

NAFLD = 2L £ 24> 3097 518 TR 7 22 04
358 198 & 25 SBT3 1R A1 & Bg 195 o3 ik e s K ki 25 e
5 1, 5 B0 B 1R 07 I 2E A A0 B S S A A
i B 5 1 T T B D M 400 Ui S 0 M TR
AT D DL R AR 2% B B 2 1 0 W s b 5 |k 1
= BRi s AT . T IR ST R W, SR A 514 E i b
JRE DRI /N B I 1 48 Ak T ek 20> g o 6 A 9 1
L, AR A SR R, CPT1A 2 IR TR B
ALY R E A , 72N TR B A Ak i v A 4% O HEAE
FH. e B 0 AR £ AT Bt /I BRUHFEIE CPTTA 2R304 1 2 ik
A S SO R AR 5 R S AR 08 D, 5k I A0 A N A R
AR . ASBIFSE & B, OC 4 /)N BRUIFJIE CPT1A mRNA
VAR A X 283K 5 NC 4L 2 380 /b T 1K 4% 51 e
BT EIE/NEL 3 S8 S, B IDE G I R S AL i CPT1A 7K
3 TE B R I8 B i mT DL G 1 o B
CPT1A 7K, 32 e i 10 2 S A 7K SF- , DT 920 JHF Ik Bl

WF 9% & B, SIRT1/PGC—10o J2 1 455 NAFLD JF ik
JIEs 107 2 A8 4K 1 OC B A 5 3 P, SIRTL J2& — Rl
b B 2 T Ak il R0 S S IR ML RE I A AR A
B R A 2 AR R R R N AR L B
(1) £ AL 7K, 38 ] DA 3o 98 43 0 o2 3 R %) 5 S)e A
Tk, G SIMHIGESEA, S 52 M e aid e
PR, B RS S AL /N BRI 0 ZR B L K = IR Ik
5] AFE SIRT1 235 W2 N K&, W] iR Bl AT 10 H
N NN NN R S =N e =8 Y 2 RN =
FLEG R Wi 7K 7 Th R S Ak ) B il T M AR
J3 81, SIRT & — i 8 2 (19 5 53 1R, 38 9] 19 A2 g
PGC-la BY 335 M6 1, = 5 IF KRS W5 18 19 4%
ffP2, PGC—T o 2 i 45 2R 1Ak AR i 5 480 AR AR Y
T2 BBt SR L DR, X6 TR R A T 1 A s T
AR LR AR P s RS s, NAFLD il
NASH # % I SIRT1 & PGC-la LK BEH T
K%, JF H 5 NAFLD £ 35 (4 JF 0k B o 4 FURR B2 2 fAd
Hel24 2500 AN SIRT 8, PGC—1 o i 555 /0N BRURT JE i
U7 728 R R S R A0 R U R AR A v
EREAR 22 1 PGC—1a i 35 5 RES B35 14 fn 5
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IR A 760 i U5 T2 461 T BB AR G 1% i TR 2 38, 9l 2> g iR
U5 B i W R B 5T ik ke B, SIRTI 9 4%
NAFLD JiFJIE Jig 7 1 4 A iod i 32 2 38 2 [ IR PGC—-
Lo ZWEALAK T, AT PGC— Lo, 384 ik AL 4 I iy
2 F AR . TR FFIE PGC-1a S H R 5 5 i
A AL Tk 3% 580 W) 5 52 1K o (peroxisome
proliferators activate receptors o, PPAR«) fiE % 1 il i
AR TR B AL, fIE SRS A A W) B 8, AR
JIR W AR PR PR b, 9 45 I SIRT1 J2 PGC-1a
K S T2 ik T E B 10 TR SR Ak B i 7 2 I SR
ASBIE 5T S B IR AR B 36 IS R /N B3 A S I E
SIRT1 Fil PGC-1a mRNA FIEE 1252 5 T, 42
R IS AE B T fE 2 38 a3 0 A JE SIRT1 K PGC-1a
FIK e I A 107 TR AR A 7K S AT s 2 A A
U AE R o DRI, ASBIE 5 3 B A A% 1 v ] RE B o T
SIRT1/PGC—1 o {5 5 1 ¢ 44 56 ST B IS s 7R SR A , 1 28
B 7 T SGLT2 41 30 38 AT Ak A 105 7R S AR ) 15 5 AL
il kP2 T RS AR

5

=

% X B
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