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AMPK J& —F |y o i A0 L -3 Y I A
Ly I R IR = RIKE A, S —Fp
AEAE T 5 1 5 240 A R e 3L 3 ) A R Y e o
TR . NG A 3 ) 43 0 R AS [R] ) R R GA
PR BB o MEFE AT B- L (ol o2; BL. B2).
SRR AL - (yl, v2. ¥3) . oW FE N-K
i 5 — AN 5P Ser/ Thr 3 A X A 95 & R
(Thr-172) 3785, T 5 0 TR 1 2 L33 6 0% P
JR 0. AMP HOE Y LKB1L K& Ca® 4R i 1Y
CaMKKR 2 H 21 s iR fLig. X4 ATP =
A Clna s B = B ) SRR B TH AR RS
CanWLA W i) . iy AMP/ATP By ¥ B2 25
e, GE ok b e R AL R /E . WO AMPK,
HE— 20 A2 iF BR Wi R 4R Ak R A5 B % as . XS
ATP A . 1G4y AMPK af i i /6 T i
KT, 52ty 2=k, R
WEE ARSI R A PO SR B R IE Z M R E . 1
FE RS AT ST AU ALAR OISR . R AL
1/2 (ACC1/2), HMG-CoA it J§ fif /&2 AMPK
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3 o A4 R B s R R A B =z ] Y P
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TR b BB 2 o 0 4G 0 1 R R AR T R A FH . B
FEIRFE T o« (TNF-o) JBI7 0 H T AMPK Fl
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&l ik B Mg # NAFLD £5 #, 45 3 i R,
NAFLD #& A K B e B A3 2= 8L, 55 0 W] i
SIRT1/AMPK {% il #% 4 5 SREBPlc. CPT.
NEWT R & B (FAS) ., & 15 4 B A 25 10
(SCD), ¥3k#HEH O1 (FoxOl) WEXZHH
Fil o Jiménez-Flores L M, et al BFg8 &8, 15
JE S 15 R 9 db/db /N BUFIE # AMPK. PPARy
TR, NF-«B & E . H 90 e AR 5
ZTELFANE IRM2 . Veli ckovi ¢ N, et al AF 5745
IR, 9w bk IR v Wistar KR
WEN NF-«B. 2 AR wi g (JNK) 3l 3% 30
§ R UL M. IL-18. TNF-a # fil. o AMPK/
AMPK F#fik, SIRT1 Fik 8 hn, R 5 2 80U H
FEA . Wang C A58 BUIR (1 HepG2 41 A AF
FERT G RV IR 40 g B AL R W BLHT . 45
WoR, HepG2 40 Ml i IR 34 fm. A B L R .
AMPK 3£ i5 TG PEFE K. SREBPlc Ser™™ % &
Hm, 8 AMPK/SREBP1c % 507,
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R, BT IE o R W R 5% 32 - 3 40 43 Ak e i
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WL toll RESZAK 4 (TLR4) -4 M 5015 598 15 1%
it (ERK) /AMPK 4 3 i {5 5 i@ #%. 5 W
T2DM [k s, 8 JE Tt 7112 3h g 3 i T2DM
i BE AMPK1/2 & H & #&. AMPKal Al
AMPKa2 IR (ACC) BEMR LK ., H4im
JHF W98 25 32 AR R AL, 1 3 R AIK TG R FFA UK
U B AR T sh R iz s I Sk ek T OIE Bk Bk
T2DM JFBE IR, MHILZ T, BkiEsh S8 T
AMPK, M1 H B (AKT) FUBE B A i i
3B (GSK3p) BEmfb¥sm. ok, ALK G
BB T R BRI R BUFIE TG K, T
a2 1k T Wt 1% 0 R 280 W A R, AR ME IR B IR SR Y
8 JAlly C57BL/6] /NFL, 4 8 MG I %E. 1
Iy /I B E R B B 2R R AKT Fil GSK3B
{0 A A PSR SR s S i1 I [ e i
(SOCS3) Fik, 1M X AMPK ¥ % G W % &
M, 8 JRiE s I 2k B BR AL T MR IR B ALk
BUARHE .. MmAEER. U, B8R T it
98 2 Z KA SOCS3 mRNAPY | 4% 3 /Nt &
EF (60%—70% VO, max) HEHE N Swiss /) R,
JH M A % L AMPK-ACC Tf 14 98 /b I % 0 Ji
By RIMAE . WG K. SR, 12 g
YR IR R s U IBR £ 3RV B I R A I Y K
L a4 JE JE R O A0 A I R 4 R
(MIF) k8 hn, M MIF 40 3 5T 40 i #F 55 &
B, AMPK F1 ACC B PR AL AE FH3G 58 . 1Bl 40 g
PIRG4S AR 3G . B AMPK BEAIR MIF 5 519
PRIAAL. S5 FMW ., i8S i TRk MIF & B
Feik, ATREE o BOE AMPK B 5 B R D7 s
PEPE A Yi X T, et al BFSY 2 M B 3 % B IR
RARR M, 4558 8oR atizshE 816 /h
B PR KBRS rh o K7 i 2 BRAIR, ER
ZAROK P B E &, H AMPKal/2 3% ik,
AMPKal, AMPKa2 Fil ACC B2 1k 7K - i 25 32
f s AR I i 5 AR SRR B R s
3.3 AMPKES 2558 MERD ZMMATAE
B R 8t B9 4> FHLE

3.3.1 AMPK/SREBPs/PPARa #u %)

SREBPs J&— 21 18 ig — PR U8 i 5o 2 W2 4 5 7%
SR TR, SRS G R, 45 I8 [ R
J 7 R AR A DG il 2 1R () 235 . ZERR R AE I, R
5 R AU RN D5 R AR S b R4 AR R AR
. SREBPs &t 41$54 SREBP1 (SREBPl«
il SERBPlc) M1 SREBP2, SREBPI1 7¢ % iff i§

PER IR 28 B e Rk, AN . AR D 42
BB L, HAE VR IR AR . B A AR R R
RS Y . SREBPIc 78 8 2 B = 51 # 1
B ZHPMACRE Cob/ob) TR KBS W T vh 253k
FhEr, o EOE AMPK A] R OIE o
SREBPlc, FEAKAFIE TG /K F. W8 4% I8 Wi 28
PES . PG AMPK ] /E T SREBP2, 87y
JHERE H i TC RIS rh 4 1K 2% B i 2R 1 R[]
(VLDL-C) #yK¥,

ic 3 ] AN [A) A% B2 b /R F T I E SREBPs 2
Sha 57, Ngo Sock E T, et al 5% 8 Ji
Hil & iz B a2 00 SR BB s, 45 5R
N BEI R AR E AR TG, 1
JIFEBE SREBP2 mRNA 7K F-, iy X6 3 At iy 5 [
W LDL-R, X% IR E A Z W AH X E LR 1
(LRP-1) FIH 50 i 2 AL | 9 (PCSK9) 4%
T E MY, Cote I, et al WF5TiE shill Zxt 7
JEAR A A5 1 B0 ko B R Ak K R B2, 45
N, SEHALE, 3 KEIFE TG f1 TC
& W F W 4, W SREBPle mRNA i /b,
MTP mRNA =", 7 @Rk & H 5 IR K
B2 22 10 & o J 2 3h I 25 ok b 45 5 3 FR 42
YN, S5 N7, i o B (] BRI 24 B A A4 b 191
JHRERE BT AR 2. AT R A o i 1 2 5 R 5 A= L
(SREBP1, ACCIl, FAS) #l g% 1k (CPTla,
PPARq) 3 9 mRNA 7 S, Martinez R,
et al IFR WK, REMAENGLH T Wit s
T NAFLD Zucker K B A EHE J1, FEALH M
H A BRI AR B A S 8, DA g i e
S F FAZ R S F SREBPle, PPARa. iF X 32
& (LXR) M3 Rk, BRACNE I AL ol i 0 1
B8 0 B 05 3 o S R . iz B S B0 i AR K
£ C57BL/6 /) BT IF pAMPKa ( Thr172) .
pACC F1 SIRT1 % 4, [k SREBPlc., JIg )i 1
(lipid 1) #1 FAS mRNA /K5 38 i)l 2k 318 3 i
et PPARa FIH ALK CPTla WA, M
NE R %A AL . BRARATFIE TG &85, w5 B 1] 8k
Y Qi) SFECEIRIRE N T C57BL/6 /)
SUPRER . ol B . 2 T A2 R RN IS S T
[ W e 7 7/ ) | D 1 R =
PPARa 7KV, AR JIE G D5 42 BRI PPARY 7K
S iR Uk IR BE A RCHR e e ALK LR S R
TR 8 Ao 5 e R R R LRE BT AR Can
FABP). fe&/Ci (in CPT1 fl PPAR) Fl1iE 1
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3.3.2 AMPK /NF-xB/TNF-a #L%]

1M FR G0k R I B R 5 BN I R A6 UL
R 51 P T O I I A 7 RN A Y O T B
E . WEFER. FFERR 7 AR M 58 v R
ZIAFAE BB R, G IS K7 7T BB J2 NF-
kB SRR FE AR, a0 ROS, TNEF-
av FAIMEAZ-1 (IL-1) %, kB %8 (IKK)
WG BERR L 1B, i — 2P kA2 R AU A& A
TRt AR AR 1) B e, S8TE 9 NF-B ST i {3 4%
5 20 JH RNk EL 40 B 4 i TNF-o IL-1, fHULJE
R S

5 JR i vk A2 By R 0 35 R A R AR e B AR T IR R
() BURE BE B SR DT AL IR, U /D BFE IL-6,
TNF-o Fli 3% ALT. AST K F%), Zhang G,
et al FHL 57BL/BJ /N BFFE XS, WA 13
Sl DK I 25 %o e e B 2R A DIk B AH DG 1 TR
FAAE W 5E M . 25 F R, WEvk I nT i 25 FAIK
RAEAN T TNF-a, 1L-6, HZ 40 #afb & 1 1
(MCP-1) &6, BEAR IR, 16 & 55 b IR
W UEAT 16 B (B 3 O A iz s AL
B LGEA IS, SR BR, ZilHE MK E R,
MBS A &M 4 (RBP4, IL-6, TNF-o fl
MCP-1 ¥ & PE AR, MBS KKK ¥ 1
(IGF-1) /K¥FRFEHmM, REVRION . K
Wz Sl R AR T =5 IR Ak & 1/ 3% 1 NASH K i
JHFRE TL-18 #&Hm . 1L-6 AL E KT 8 (TGF-
B iz gt B AR = R Ak B R 3R K BUAT B IRS-
1Ser™ /i IRS-1 YL M, & ERK. & INK, {§
fE INK iy ik, WMk AKT /8 AKT HRP,
Botezelli ] D, et al #F5% 8 B =% AR iz sh 2
X RN, Hailgfa s 5+ Elg Xt
FE R E A P 2SR KB, 4558 5
s J1E I RO B A Y TR K B R 2 B AR
AL R RGUEME . AR & R A T A
PiFpiz sh B, X = Fpiz s X H0 aF fFE AL
P INK B 2 6 1 NF-«B #0%, R R, TG
o H 0
3.3.3 miRNA /AMPK

MicroRNAs (miRNAs) 218 ¥ 55 055 v 78
PG R . BIER TR R, miRNAs 2 51
PE 772 P i & B, A FE miR-21, 27, 33,
34a, 122, 143, 370, 212, 378b, 1224-5p
A, miR-1224-5p # il 7 & & FEAR T & R AR

B MR/ B E RS 105 A= B A0 g 7 A8 # . 1 miR-
1224-5p B AL BE T C57BL/6 /N BRI WE R 5 AR
2. W & B, AMPKal & miR-1224-5p
M BAE . miR-1224-5p A % #% 3] AMPKa3 -
JEBPEIX . MH AMPKal 2 /(335 & H R it
7 F. BA AMPK b g8 9 & i A miR-1224-5p
RikS . 98 R Z R ) db/db /N BUSF IE AR
BRI, AL AT Be R ik AMPK B 2 1k
N SREBP1c, #— il FAS Fi1 SCD1 % M,
H o miR-34a fl miR-33 & 5ix — A, Ak
P Iz 3h X REREATIR B A S B SD R BL &
%t IR, W/ HFBEAR BRULAL, NFE2, miR-423-5p
FAR MM FEA JK -5 18 0 R A A7 A= B 7 e 4
(FAM3A) mRNA FI&& (1335, ATP KM
Akt B 2 1k . #2812 3 i o A 3 E NFE2/
miR-423-5p Al FAM3A-ATP-Akt gk 3 A ft SD
KR MEFI & 48 IRV, 5 F& it J7 SR o B Ak T %
RPN i o (T 0 | R R N S
21 (FGF2D) WK, 427518 3015 5 2 4 NI
Wi HA S Tl FGF21 K FAEE . 16
il A7 4803z Bl n] R v IR KR /N BUIE IR D A8
miR-212 mRNA fl& H i B %&ik, FGF-21 & H
TR L, HoREB s R NAFLD f94E it
P miR-212 E 1 T FGF-21", 4 JE K4z 3h ]
WL PEAR miR-378b (Y F ik, EEEIEKEHET
JEJRE R BRI T A2 .l A B AIR CPTIA R %
k. I FAS/CPTLA (1) 36 3k M B AR IE ik K
BRUJFF I 1) JI 7 R 42 b Ak 4K . Ohde D, et al
WEIR it 73z 26 8 Bk 2% 280 K B TR AH OC B 7 1 5%
e, S5 R, A5 3 AT g B E S AKT
M pAKT 4 &, i pAMPK, M miRNA-
21, 27, 33, 122, 143 ZHH |
3.3.4 SREBP1/RBP4/ PGC-1

RBP4 J} & 5 IR, NAFLD, B¥IR%GE & A
¥%. RBP4 J& 21 kDa 9 4> o 2040 o5 B 4% 18 1K
FE I PR . RBP4 32 78 i E b & . (Hl
M A D ZH 207 A, O 55 B R B 1 I 45 5 15 hn G
SrF R, DL SR R E N R IR . S OR,
RBP4 g2 #E SREBP1 JK V- F%E {7, 4k 0 35 hn A=
JEH P (4 FAS. ACCl1 f1 DGAT-2) f4 3
ik, W PGC-1 mRNA ##& [k FEY, Cui J,
et al WF5¢ 8 & (5 /. 60 min/¥K) =Fh A
SREMN B R EE s (1518
m/min), TH B Fizsh4H (21—25 m/min) .
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BARSR Iz shd . v A ik 3 20 ey 0 B 02 Bl 2 K
BUHIE RBP4 mRNA £k HALYS 5 8 il 518
3 (15—20 m/min , 20 min/d) A I & o &
T2DM KRB IR, FERIMTE RBP4 ¥ B F1 A JIE
BE T 20 21 K 8% WL RBP4 K S, 1 XF BF BE
RBP4 83 00 . a8 s %) IR JIF I RBP4 7%
P52 Wi A () 1 Ji BRI RE S sh A A 1 e 6 L) K iz
Bl Groi B2 1Y 2R G

i BRTER, s Xk IR A AR AR 35 i 7E AL
il R ARZ WM 250, X LR
I Z AR b ME R, 58 i3k R 0 A
Uige. eV AR R b, AMPK 755
wHEZMEN. B3l 5 FED AMPK {5519
BOE . 25 W IR R B A 35 5 0 o) 2L
iz g5 AMPK i #% i 28 46 DL AR R0 4
it AT REHL
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Review of the Studies on Effects of Exercising on
AMPK Signaling in the Liver with Insulin Resistance

CAO Jiao

( Department of Physical Education, Guangdong University of Education, Guangzhou 510303, China)

Abstract; AMPK is a cellular energy sensor, and exercise could increase AMPK activity in the liver,
which interacts with the intracellular miRNAs, sterol regulatory element binding protein (SREBPs),
peroxisomal proliferator activating receptor (PPARs), nuclear factor kappa B (NF-kappa B), and par-
ticipates in a variety of biological function in the cell, including the biosynthesis of mitochondria, ec-
topic lipid deposition, angiogenesis, inflammation, insulin resistance and so on. And finally it helps
improve metabolic diseases such as obesity, nonalcoholic fatty liver disease and type 2 diabetes. Exer-
cise helps activate AMPK pathway in liver, and then it participates in the mechanism regulation of ab-
normal lipid metabolism in liver under insulin resistance.
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