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Abstract : Hepatic steatosis, characterized by excessive accumulation of intrahepatic triglycerides (THTG) ,is a hallmark of
nonalcoholic fatty liver disease (NAFLD) and a prerequisite for most liver diseases. IHTG is closely associated with hepatic in-
sulin sensitivity. The deposition of lipids in the liver itself may contribute to the impairment of hepatic insulin action. As an ef-
fective intervention to prevent and treat various chronic diseases,exercise can promote short-term and long-term systemic meta-
bolic adaptations. The most significant adaptation of the liver in response to exercise is the reduction of IHTG ,even without o-
verall weight loss. Therefore , this study aims to clarify the complex relationship between IHTG accumulation and hepatic insulin
metabolism, and emphasize the importance of exercise in regulating IHTG accumulation and hepatic insulin metabolism, which
may provide a novel target for the management of metabolism-related fatty liver disease.
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i =& (intrahepatic triacylglycerol, IHTG ) & = % 1]
M SRR I & B, TR A A S THTG —
SEIF, B VAT &t A2 S B g1 =R
AL, 90 L IHTG ik LE VAT 5 BMI B AETH
T FEFFEE B 55 Z K47 (insulin resistance , IR) , A IEHE
R ACHNEHL(WUA FIE) B IR A2 LL5 |4
i e S i a AT 2E B AE ( metabolic syndrome , MS) ( X
PRIR ZEAE) B K- TR AR LA IS | A
SR MS BB, THTG AL Z T A Hofth VAT
AR PO M PR PR S5 AR DA 25 LAY G, IFIE IR AT
BRI SEARI R 1) E IR SR R 7R RS
8 i I ( nonalcoholic fatty liver, NAFLD ) S8 H | g
Wi o  50% B 52 AR R i 30% , Lok AR
AR R 2y 2 £, 3 2 iR BT s i LRI PR
ALRE J7, I 38 1 34 i % 14 45 (reactive oxygen species,
ROS) 7K 28 i 34 2246 7 3% (oxidative stress, OS) , A
MINE AR 2 SO A IR X Fe i T THTG & Pk IR
R 2l v FE e R T

i sle Z AR ESOR A RARYT B, s 3 ml
AT 22 250 28 PA) 53 D0 6, DA T -5 B0 B BT 17
A B A N R X I B e 1 2 Y 3 0 R
THTG () ™) R e /> 4% ~ 14% 5k T LAl
THTG P 35% ~81% , (H A B FE 45 i, AT )
BAIRIZ ) FHBOIHTG FREMSEAM" S L,
&Rz sl S 5 CaIE W T L e AR 7 B it (H
B Il TR R I3 —FhOr I T 5 —MOr % i
ARMEPFAL R Rh iz 3 7 U A %, Bag L, ARz sh
JEW THTG fe BUAR ) Bt (LB J1 32 3l ] B8 otk
HEAT A R0 Bl 0 R (9100 il 2 52 PR AR ) 2 41t
— MR, B, B B R GG AR R AT
ARG, P AR SCLL THTG B R FNFIE IR b 4%
O F RIS S THTG FIHFIE TR 1952 Wi L) B v
TERYIrTHLA , iz shy A B IR A AH g W P T
o Pk A 107 T B2 Pt B AR

1 REBFERNS R ESE

JPIEE B UL I 20 27 25 R -1 7 T
B CHE AR, ARG AL AR, AT~ 45 3
JERFRERR A A G e 1, 0 S UL 0 17 L 80K
SN E . IR 2T HERSNE & 5 Bk A [, Sk
Ja TR AR [ £ 2R 15 9 JIL PR ] 4 W5 SRR 52
B, BE M AR A 52 4 5 JIF TR BRI 2 TP e 2B

TS R RIS s D AR AR R B AN, AHXS T4
JH TR JIFHE TR ECEARRR, RO JFIE TR AN 2 5 20T
FFEARE S A SN JE O D G 2 | 3 2 B I i
JRAR B WA S, LA IR 5 3 A2 AR (mus-
cle insulin receptor knockout, MIRKO ) /N 5, 2% A5 5 figs
5 2% 32 KR B (fat insulin receptor knockout, FIRKO)
INERATS SR HAT TE RS B IRLME AR 5 Z K, DLRQE R
2 WS e X6 S 5 T A R SR &5 2% 52 AR R (liver
insulin receptor knockout , LIRKO) /s il 3% Bi H 25 i A1
S e A T2 R 52 AN LRI e J 1 2R i
DL BRI AU R AU IR S 2 LLS | A it &
S MS (R IR A2 LA™ A= IR | i S
WO MS, JFUEACH SR e 2R IR, P R E X 2
NAFLD FI 2 BB JRJG (type 2 diabetes mellitus |
T2DM) ZFEARGHE S i [ ARAE

T B B UG g 5 Z AU (insulin sensi-
tivity ,IS) = THFIEFAAE I 2L, OF Hoar s UL IR J8 5
RAEAESFRERAS T AL ZU IR Z R0, S35k, A FoE 4R
HFFIE IS Lo BRI 4 8LsE 28 5 52 B L -
IR 2345155 9 12 2R 0 K 1) 0 4 5 SBURIORE I 5 i, 5
BURFR A ARG I s IR i 2H 20 IR 2 BUIR 4 1 52
0, 4k s | L E B AR TR (free fatty acid, FFA) FIH
AR, 3% 45 - 2500 B0 v 4 2 B AN FRA 8 o 189 0
T 56, e I A 1 3 R R e A o AR D5 A i 15
S, FIRNE TR G MR S T, — 7 T R
AR U w8 0 2 W B OSBRI &
Wy N T4 45 A 85 H ( carbohydrate — responsive ele-
ment — binding protein, ChREBP) ; 55 #b— J5 [, =5 IfiL.
Tl S B0 IR B 2R IMLAE , [ AT L 1 el 9 e P4 5
5 H 1c(Sterol - regulatory element binding protein 1c,
SREBP —1c), [AIMw i A 242 1 58 THTG &
AN LUK TR Y FRA AT LB 4
W, M0 6 B THTG B JFURE, 75 41 FFA /Y B Sk
Kim L4 A (acetyl — CoA, Ac — CoA) , Ac — CoA
JENR R R AL ( pyruvate carboxylase , PC) BYZE #434
TR0, AT i) B A2 a0 AU e S 20 A1 TR 3%
JFREERR B RGP T8 P B H- 3l ( diacyl
glycerol,DAG) % 1t , DAG 4t F Y FE 1 I Ce ( pro-
tein kinase Ce,PKCe) % ( AN JFHE 1 E 2 PKC 5+
R ) AT DA 5 BT & R A5 5155, XA T3
WA B (GS, glycogen synthase ) BT T [% b &
SEELAKT X5k & 5% 5% 1 01 (factor forkhead box
01, FoxO1 ) B 32451 , 3l S A 5 DR i s e =X
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TN R iR 8 3% B ( phosphoenolpyruvate carboxykinase, R RN, B9 THTG B 28, HFAE IR 24t 4h
PEPCK) I Z i — 6 — BEFRAE ( glucose — 6 — phos-  J& IR F£EA0 4514, IFAE IR AME IR F1 IHTG AHH A2
phatase , G6Pase ) FJ & 3, M\ 17 384 it 1 U 47 265 4 7= PEFH 3 BOEPETEER (LR 1)

AN B RFTE R AME TR SR X s

€D 1

VLDLT

lGIncogen
synthesis

B BRRERRSAEERTEEEERE

F U IR JEATEFNS S & B BT B0, AP IR RFAIE 2 B8 2 28 (4 UL A 4 % W S50 SBCRN R FH 5248, s 0 20 B0 fige 4t ol 52 452
JFEIVE TR A AR AR S AR A A AL B sl D A B SR8, AEAVE TR AMJA) IR A0 THTG M B IR OB MEDRR . ACC: &
TR A JRILEE (acetyl — CoA carboxylase) ; AMPK : AMP 7% {1k 25 [ J /i ( AMP — activated protein kinase) ; Akt: HJ 2 [ % /§ B
(protein kinase B) ;ChREBP;ﬁZ)%ﬂ(’ft%%ﬂﬁ@fEﬁ:%%E i ( carbohydrate — responsive element — binding protein) ; DAG . TEREHh
(diacyl glycerol) ; DNL: A3 JE5AE A% (de novo lipogenesis ) ; FAS: iGN R & B ( Fatty acid synthase) ; FFA ;37 25 I8 W5 R ( free fatty
acid) ; GLU ; #j & ( glucose ) ; GLUT4 AR EE A 4 (glucose transporter 4) ;GS: A R glycogen synthase) ;INS; e E
(insulin) ;INSR ; J{ &% 2 3Z{AK (insulin receptor) ; PC: PIEHFR IR L ( pyruvate carboxylase) ; PKCe : £ 3§ Ce (protein kinase Ce) ;
SCD1 . if JR LA A JHu B 1 (stearoyl — CoA desaturase 1 ) ;SREBP - lc: A [ B E 75 e 458 8 H e (Sterol — regulatory ele-
ment binding protein 1¢) ;TG : H M =HE ( triglyceride ) ; VLDL : # {25 B JE 2 11 ( very low density lipoprotein) .

) ‘ (R T7 R PYAk it I 1 8] A 9051 7 4 1% 7 2B (endoge-
2 BFREREBA 2 1% 2 BF AR R u'% % AN O] nous glucose production , EGP) Fljk & 2 4/ /Y EGP

BEIFHA S SIEAL 4 1S A EE PEAS PR 1S D)5 B
AR R 28— 1E W B e 300 [) 4 28 0 A2 Bl he-
2.1 IHTG 58FaE 1S patic glucose production, HGP) FOEL I 1 H T BB

JBE I BAEUAE IR M2, SRR RS REERD" Y HGP U/ FERPIR S T I &
e A A 2SI e TR | X SR A RIS ) — A SRR H#,H$Hf£ﬂ£u’% %ﬁi@‘@%‘%&(hepatic insulin sensitivity
HE o 7EBABE PRI AR BE B AMA Y  THTG S &N index |, HISI) A LU ZERY HGP A 3% 5l 5 2 vk
FFAEE 2k BMI B8 AE T AFIE IR, 22 AZSTHIMF BETRBLAY I8, LR (AT IF 1S A9 B AR 3R 5>, 7
FEMMG G SRR BAR THTG ST ASONEE AT BMI T IE® (25 ~26 kg/m?) BN AR50 B
BER IR, PR, THTG & &5 E 1S Z VA6 FHWIE  THTG & w5 HOP Ml DA,
WAL 5 IS AR G R - IEF M e 2 AR MR THTG (9 281 HISI Al
B X ATl S AR RIS TTASERETEE 1S Z ) 2 &t B2 Pl e & X AT RE &
http : //xuebaobangong. jmu. edu. cn/tyb/
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Hi THTG 5 & A JBe 5 2% ¥k J& =2 8] 19 1F AH 5C 5K 3l
2 FE—A~ 352 44 AR 4L AR Y K Y BA B A 5T
HLIHTG Bt 1.5% B UL SR 7 & 1k 5 R
B IPIR] HGP S 52 45 , 1 F Atk 9 15 32 vk B2 O o Wb
AR BE, RS THTG T M 28 #i ke n , 558 IR
Fa BRI (homeostasis model assessment IR, HOMA —
IR) Z#HEN ™ (HOMA - IR #5540 T+ NAFLD &
#H IR ARMPRER) o

5 IR B E AR 52 NREAH G, T2DM B85 1 1
FFREJE B A HGP W W TE — WU X AR A
T2DM HEJHE IR RE A A AR 52 v FE AT o e 5 3R
iy ) HISL R HGP 4] 5 THTG 5 fAH 56, 76
T2DM B3 1 THTG 5 FFAE 1S S ™), fEk
VR PR I IE B NAFLD AMA 85 9% A~ 1 11
JRAR T £ 356 (oral glucose tolerance test, OGTT) & B
WA S5, A 454 bR 17 299 8 1% T2DM T R
R N RE b s AR 5 R0 30% Y FEAE B
EEHR S JE G NAFLD 3% (1) HIST BEAE T
2950% , THTAEME BRI BT 31/ W B NAFLD S8 b {1
R e Z e I I X HGP A Fm il sz i i &2 | 5
A H NAFLD M AAH e, MS 3 1) THTG J&3E MS
BAEN 4 £5,5 BMI L,

B TEEA RS EA T2DM 94k THTG 1
MRS HIE 1S ¥ R AR, X B Wy =
I HGP T 32451, S35 IR 10 A B i B3R T
REJE TP JBR 5 RAE 2 0 I, e, DA BB E
SCRF THTG RS MS HI T2DM AP iigg 2 i AL 2=
BLAEVIAHE
2.2 IHTG SRTREHESR&E

ORI I i W5 728 1 72 B 5 =R IR ( tricarboxylic
acid, TCA) JH¥R@ &2 PIAHC, W F e i N iR £k
IRERFIFT MR 63 W5 3 28 TR D5 A2 PR 4 L
BEAT N AL P 9 HE JREAS AT IE TCA 1 35 38 B A PC
A (TR R R B Ak R LR ) T R R R T R
I3 — BT IHTG m i A RS bk — bk i,
TR FE B AR 20 2% 40 B B, Aok iR PO & T
w5 RO RS R, SR E A EL, B
P 55 P A TE I A b, P A R U ( pyruvate ki-
nase ,PK) FEN RN NN, PK 2 A0 BE M 7~ A= 9
P2 fi i — 2D W PR 2, 76 NAFLD fE 3% (9 JIF %
Kb, O PR B S 4 B 4 ( pyruvate dehydrogenase
kinase 4 ,PDK4) Y3 F R IKH G, PDK4 4% 79
TR (pyruvate dehydrogenase, PDH) A5, X

PP D BN E R 5 1L A Ac — CoA, IHIILIE I T
PC KR AW, AT 3G I 1 0% S A2 IR ( Rk &
fi) 00 DRI T P T R G A G I (R AR ] b Y
FEIRAR) W R EORBE L IR IR 3 M A R, X A
BhF IHTG R, a2k, TCA 3 s AN i R 175 21
TR A mME s R, xR ERT
NAFLD 2 Tt s iy B 22 AL

2.3 IHTC ERfERESZESHS

[ 5 R A A R B i RS R
By R 2R (B2 TR ) 454, 5 & v LR IT ke
receptor substrate , IRS) 5 [ 4% , IRS 1Y % 22 2 ik ik
o A A 2 MES ERS A, A
IRS MW 22212/ 93 2 FR BRI ALK 2552 ) IRS 1Y 1F 5 1%
RIRBER AL, I FEIRS SRS RZIRMNEAREN T
W, T S E 55k S0,

JHNE DAG & 38 &5 i NAFLD AHSCHE IR
MR R 2 — . E A R 0 A8 1 A ™ T SR A A
o OBFE DAG &5 IHTG 2 IEMHE, 5SS EN S
F14) 780 25 W A B 1) 22 B0 AR OGO s B LU Ce
(protein kinase Ce,PKCe) B 1 BEFIE . LA UEHE %
W],DAG 451 PKCe ¥TE ( NHIEH ) 22 PKC 5
PR ) BT LA RIS 5 R AR S 4 2 W,
IHTG F1 DAG F 2 FHE IR (LTI br

BRI Z Ah, JE 5 R AL R Sl R H A R s 2
SENFNE IR M EE S R . RNA )T o, 5ih

I 78 e 1) 9 A R ARk 6 HRZH A HE , BB NAFLD
FTNASH A HE A AR BERE AR Hh i) JB 5 2215 5 R
SMARTIE ) fE NAFLD (5 AP R b, LR ik
MRS THTG 1EH B LL | TR 5 3R 52 (R T Al
A UF B B2 ] LR IRS2 mRNA FaAHK |
A 78 1 105 A8 1 fB 3 B IR & B Akl /2 B & i
Uﬁ//l‘[’u] .

2.4 THTG 5FHEREBEER

B 5 Z AR IE LR AR 7 1 2 b B ) 32 40
IR KIRHLEI A% O, B RGPE IR 1R R I3 ik
5 2R RN AMEEMESE N, AT IR 5 2R A i, A
TITAEARE I B A 2 B ot Y AR v JBR B 3% 0l
ANFEE VLS iR TR B 3 4 14 B ek A Tl e kAR
T2DM,, ¥R i 5 2l B BN R 45 8. —
5T ] BB SR J IR £ 2R 43 W R BE I 5 5 — 7 TR R
BRI, XA B O

JHF I 2 Jo B2 2RV B 1) B, O B E AL
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PRI ZH AR . ARSI & A TEAE Y R AERE  AMPK 36, 35 5 AMPK 1% 1 8 IA 2 T )7 /00 20 3

PR FNE SRR 105 A2 1 A HE T, K29 60% ~70% 1)
9 5% ZRAETIE T i B, 25 2 1) DRBR 5 R A v it
R, X P IR £ Ok i A i R RE T T
THTG 53R 5 2519 HGP 101 52 461 AT 0 Jok 5% %
T BRAR AR UIAR G, oh It A 14 B P e 1 R il
SE X4 B A E A O, 7R A AR
T2DM A AR JE A A 0 E A~ A 1) v i 5 3% e 30
], THTG FR 3R 5 4 B B3 3T bR 2 SO OC I AR s
HERLC P/ BT ) 5 BB JfE A T2DM HR B JEFJIE TR A7
S R I 3R A e B 3 A4 I e
AR RS NS R R R B
U AR I B AG BF5F 1 ( carcinoembryonic antigen —
related cell adhesion molecule 1 ,CEACAM1 ) £ /&5
R - B RZEE SN, CEACAML BN T
e R AR N AAE R A B S Y — iy B S
T A0 b Y R A ZR A% B (insulin — degrading
enzyme ,IDE) (1T M >, B9 8RS THTG
TEH B AR K G, T2DM Al NAFLD H 3% B JIEAE
il IDE mRNA R HARY /I BUFFIE R 5 4
CEACAMI SR [FRE 2 20U S R UG B il 2 5k
B B 2L AIFAE 1S 3245 PR THTG &5 4
TR 5 2 I PR AR AR G THTG BRI 2 4
Ve [ 5 3R IAE Y E S R R

3 EFEIEEERER TR ER
AR 55 =44
3.1 iEFED DNL

R g (AL 2R 7R B AT 58 R W NAFLD B85 1 —
AN BRI IC IR AS B W] DNL 2 54 T (o ik
JET DNL) ' JFFAEfY DNL 3 %52 SREBP - 1c
1 ChREBP 45 [l 5 s [H] 7% , 2 S T 4% AT IE I
JEPE NG W R A B (A Ac — CoA) B SREEEE H, il 4n
OB A RALEE (acetyl — CoA carboxylase
ACC) JENBR & (fatty acid synthase , FAS) Fli g
PRl A ARG 1 (stearoyl — CoA desaturase 1
SCD1) M-

VFZ i RN S A LT 5 AR IE W iz gl n] LA
NAFLD , JXSe8C AR A B2 1 U1 K T 400 i g 15 Jg%
#R——AMP 15 1k 55 H B ( AMP - activated protein
kinase, AMPK ) 9 3 i . B T I8 JiE R0 98 0 BE AR T

NAFLD (A TI6Y7 KM T B 7738 sh A
Sz gl &Rl IS ImAnM N ATP 9IS #E, 580 AMP /
ATP FLAE 3N, TS AMPK'™ | BUG TEYE R0,
PG 0 AMPK A] DL o B 42 A ] 2% A2 40 il DNL,
R HEERE, AMPK 2—FRE =RIKE &Y,
I AMP SRS DTS i 7 1R 6 B ) B 3 Tl —
ORI A R AL 1 (acetyl — CoA carboxylase 1,
ACCL) BERR AL R 16, 5341, AMPK 3£ 7] DL B 3
R SREBP — 1C B 762, /0 IFAE DNL, HR 2 [A]
g A%, AMPK S o 389 0 20 fid NAD * 7K S Sk 1 5,
SIRT1 W&, #E— 20 S EON i SIRTL 845 1) £ Lk
ARG PR 98 5, SIRTL 336 nT DL o 25 2 Bk 1k
SREBP — 1¢ A1 ChREBP > BH W7 H:F 3% i hi g 56 A1
SN DNL I & XU 3R A5 A e vk
FEAS Y AT P 45— 263 [A] i, 3 B0OC Tz gl xf A2k
DNL BYiEHE 8 /0 , AH GBI 58 4 BT, A ] I 2R A% 40 i
( peripheral blood mononuclear cell, PBMC ) 5 i 41 }fy
FLAAH R A IR R AR, PR A Tt m] A o AR 3R T
MR Oh 28 N HRIE T a8 shn Aek AR A
FHFIE DNL (09 Rl SE3E4E , 12 5 i3z 3 (BT e A A
izgl)) T 2006 A0 JE I H R A0 L (peripheral blood
mononuclear cell, PBMC) ' SREBP - 1¢ ik &M%,
(EARER A, MG PBMC AR —E g B
BFIE R SREBP - 1c FZIRE, HUE R E (&
2).

25 b, iz il o PO E e AMPK T SIRTL €
HHHIFFE SREBP — 1¢ 1 ChREBP %5 8 J5i % 5% [N 71
Bl SRS, DT B ALK I A o8 G 1 2 3k Ao /0 I
DNL, F#AIX THTG &4t
3.2 IEZhiEHN FAO

JIF IR AR 17 2 S8 AL (fatty Acid Oxidation, FAO) f&F%
fiX IHTG &y HEE RS, TEMFLsh W 4n i, 4ok
A ik AR 20 i (3 R R 3 FAO, I 52 5 41
AL it A 38 5 590 406 32 AR o ( peroxisome proliferators —
activated receptor o, PPARa) #5710 . TF % A= FLIR B
T,FAO EZ R AL R T, R NG I (22
FFA) 1E R RE 54 51 > B AR P A 10 7K, R ) 02 2
G A 2 e AR SR, 24 R ST R AR A
LARARTRESZ A0, 30 ) S AL A A L (5 38 A=
R R AL, (H Rk St AR 7 A KA 1Y ROS A
AR IRER , v] BE IR R R R &
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Exercise

TG; l

B2 E3hxiAFAE DNL B0
#d ARIE I8 SRR B FE ATP, TR AN AMP/ATP B LUAEL, 4K T30 AMPK , $#0% B9 AMPK 38U 5 AR 53 hi i
%, b I SR IR % sk Rl SREBP — 1c Al ChREBP, MM/ FFIEAG B9 5 . ACC: S BE4HEE A Y2 ALEE (acetyl - CoA
carboxylase ) ; AMPK : AMP &b 85 H 7 ( AMP — activated protein kinase) ; ChREBP: T IKAE i B e 45 & ( carbohydrate —
responsive element — binding protein) ; FAS: J§ iR & B ( Fatty acid synthase) ; FFA . Ji# %5 B TR (free fatty acid) ; GLU ; % % B ( glu-
cose) ;INS. 555 % (insulin) ;SCD1 . f# IS BEAES A MR 1 (stearoyl — CoA desaturase 1 ) ;SREBP - 1c:JiH [ B A e 4 AR
M 1c(Sterol — regulatory element binding protein 1¢) ;TG : H il =g ( triglyceride) ,

FoxO1 YE A AL RE A QI Y SC B 15 K 7, fEis
ST FE R I ATP B AT 9% AMPK 387G , DA i o 354 A
Hih = BE g B B8 ( Adipose tissue TG lipase, ATGL) £
JHFRE Y 235, B4 0 THTG 1Y 43 i LA ™= 4R B 22 1 FFA
(REURP ) ' 7> FFA AEEE DA 20 0 60 J5i % Jie 2 it
LR AT ALKLAR AT B - Ak, AL AUHCHAL T2k
ARSI R B b i BE 4 1 A $5F8 6 1 (carnitine
palmitoyl — CoA transferase 1,CPT — 1), 2R, lEJ &
SRR =) ACC AT LA CPT1 BTG 1 , 12 2 ik
(9 AMPK 1] LU ACC B93% 1, NI, 32 3l n] LAl
L% PPARo Il AMPK 34l CPTI A 3% 3K R 1
AFIT CPT1 FARIT IR iz B Lok b | 4k iy 3 hin it
JIE FAO, ik, 28] LI id FoxO1 Al PPARa 134
JEFREE R 7 0 53 A A B — AR B D) 2 8 ) BE A R
BRI Z A, 32 Bl Tl DLt T U ok 4 ) 5 ok 05
FAO, TENZENRIIMEIF A B b, ] LIS ) 2ok
TRRY SR BB , D AN e 2% 25 R R B - E ALy
M 10 T R S BSR4 1 A0 Ty R R A
Haus % A1 17 44 NAFLD B 7E 00 7 K1Y
HEzNIZRTE PBMC H i FAO 1550 (0] [a] 32 )2
N JHFAEZE A FAO 1500 , 45 R E LS 53 FAO b3

. H T BAGRIESE | 12 3 S BUIF LR A 55 1
e FEBE— 5 1 B Y S S AT T i BT DAk
/NI IESORL A D BE, TR HEIIT CPT -1 &6, )
S IBENEIGIN T CPT -2 AL A B0 (acyl -
coenzyme A dehydrogenase, ACD) Fl = I REWEF, T A]
SENFET FAO RYBR R EE > 18 shal £, AMPK i@
PR NAD * KPR i SIRT1 3G 1, 2 — 2
SECT U SIRT1 $EAR Y 25 LA AL R I8, 451 2 aek
SEACYI RS TS Z AR y FIRCE 7 1o ( perox-
Isome proliferator activated receptor — 7y coactlvator —
la,PGC - 1a) ¥ 0% 9 AMPK 1 SIRTI 43531 i
BT A Z BRAL T PGC - Lo 5 LKL A= )
KA FAOPY, SIRTL [A] B¢ L 0l L 25 & i fk
PPARB/PGC — 1o K4 FAO | DA T #8357 - 7 T FE 1
A, A s A ER (K 3)

EAS B, L FAO BAR T LI /D g i
FRAE PR TCRR , SiE 22 i 105 BT BT B, (L 2577 AR
A ROS, X FEARN IR 3 188 T i
TREWITEFR T 4eb g iR . AHOCHIFSE SR, i
SNALAT LG I FAO, 38 AT LUK ALK i B 4 AL fE
771, T ack B AR AR LA A0

http : //xuebaobangong. jmu. edu. cn/tyb/



.78 ﬁgﬁ:“

e 27 %

i

A A R

p-oxidation
' i =§

( '~-w\v
Atol) 'S

Mitochoadnon

B3 iEEh3 HTG SRS H
F U B FIFIR S AR, — D7, 1890755 THTG M@ REIT AR IR TG 1953 , 3 —J7 IS 855 FAO MBGEINRZRLIA Y B -
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