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FE  AMPK A2 RKtas P SiARRF, B ARMAT PREELEEZXETLHER, KLIAT AMPK 842 B8 AR 6945 A
HATERIE | G A A BAF TG Ao i I7 B FT B EUAR X 09 R T 42 A AE AR BRI B8

KR AMPK; g AU AX s 80 )

FESES  R969.1 XEERRRS A

NEZEHLAAHRE AL RE ) B2 Y i, 2 A=)
JEE Y B L N ST o R B e A= AR N RS R A5
FRACETEE R VE R T i 22098 . R4 E AR N,
FEHEAL AR o0l i A — R A A B
B FAERAALAR IE 5 0 A i 2 B R Y,

R 2 AL & sh KR AR R A0 5500 i A5 11

HEAERRE, BRTFRRIE E 1 (AMP-activa
ted protein kinase, AMPK) 1E > fig f A8 9 8 45 rh
WX, BERETR T Z R AR B CIAE G Bl S s R+, 78
Arerela PR A th A E L EZE R, A3
X AMPK P08 B A VR A — 2534
1 AMPK HI%#3

AMPK J&— i i BE DR ST 1 22 24 1R 95 24 R 35 1
T, DL o—, B y—F L2 0 S U5 = BRI A IE
I TAFE T BRI R, o AL I, P
FEAWMIEE A iErE, 172 (7 95 &Z R (Thrl72)
IR FR AT AV 5, B I AMPK FU4EFIRZ s
FEAE BL AT B2 WIFR B X J5 R 1 6 45 B,
AMPKB1 HJEEE R S0 RS A, I AMPK T
P, AMP 5 ATP 145 AMPK () y W% Bateman
WEE A, Wl STK 58 3E Thel172 EBERR ML, LIS
AMPKF, A, AMPK 930S 7 U A& LR 3 .
BB R AL o WL Thrl72 &K o WAL Thrl72 Y
EWETR AL KL M 5 v W% Bateman 38 25 & fiff
AMPK B30
2 AMPK HiEHRT

AMPK 3G PEJE AR R & 4, BEAT Al AMP/ATP
Thim, B EES; Wl 5 AMP 454, (2t
AMPK |74 (AMPKupstream kinases, AMPKK )
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WERR LI o MEJE Thel 72 PGS, AMPKK £ %
F45 : JIF S B1 (liver kinase B1,LKB1) %5 2 ]
M PE P -8 (Ca2+/calmodulin—dependent protein
kinase kinase—p,CaMKK-B) P XHfb4 KK+ B
PETE B9 FH LS 1 (transforming growth factor( TGF)—
B-activatedkinase—1, TAK1)®, LKB1 7ER & HLIAfE
T RN R AP bR AR, 2 AL
AMPK fig T2 1) E WG, RE R
fb AMPKo—3lV % Thr172 ffi AMPK 3076, o n] 38
A AMPK Al AMP HHOC 98 IS 1, #0062
W A it ( protein phosphatase enzymes, PP2A ) 5
(1) AMPKo— 7 & Thrl172 2 B2 fb T 0% AMPK.
CaMKK V& HEAZ AN Ca™ Wk BESZIM, WFFE & BE,
M Ca kT n] Wi IR 1k CaMKK-B 4K i
WO AMPK, AT AMP/ATP U {EZ AL . TAK]
W28 TCR-B A5 S iE a5 AMPKy WSS &
Wi AMPKI!,
3 AMPK 3$fg B RIE TR
TERLARRR B R v, 22 Rh Al S 5 o
TREE B RHEENEN . SBEHEE A(CoA) Rk
fitf (acetyl-CoA carboxylase,ACC) J2&JI§ I B2 (fatty
acid, FA )& B e Y SRR , i H i -3 - B i ot
I F B (glycerol =3 —phosphate acyltransferase,
GPAT) FiI 3—Fk—3— FH L I3 — 9 A IBE AT B A i
fiff (hydroxy—methylglutaryl CoA reductase, HMGCR )
D)3 550 2 H 3l =g (triacylglycerol, TG ) il fJH [#] fi
(cholesterol, TC )£ BUAY B A . 42 BUBA: AR i it
(hormone—sensitive lipase , HSL) J&AEF T8 Ji 4
(B o [ BS99 TR 45 5 26 1 (sterol regulatory
element binding proteins, SREBPs ) J&iX $6 A g 1)
i SRR REBEIEHE TG A TC (94 . CCAAT
Wasg 7 25 4 % H o (CCAAT enhancer binding
proteina, C/EBPa ) J2: JIg 11 4t IS i) JE Bl acd i 1140 e 5t
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K, RERS AR UERR T A B AMPK R I PR 1k
DA SR il K 5 53 DR 7 5 Vi) 9 P T O L O
PRI 5k, DT 81719 i o5 B B o ARG v e 42 0C
A

3.1 AMPK x ACC #9#8%F  ACC 225 FA B
SRS B AR G . ACC FEAEMIRI AR,
BIACC1 Al ACC2. ACC1 AL 2T CoA FRALIN
W CoA R HE FA PS5 1, T ACC2 U388 3 10
N BEAZ AR A% B2 B —1 (carnitine acyltransferase 1,
CPT-1) P Zebifhrf FA 1) B4k, ACC1 F1
ACC2 #4°8 AMPK 1 B4 T 0 . AMPK 38 5
Rk ACC1 K ACC2 iR 05, I AFEIIH] FA
AR AERE FA SEARROVER

3.2 AMPK % GPAT #938%  GPAT J&f#fk TG &
AR A R D BRI IR, GPAT A
AP FEER SRR, B GPATI-GPAT4, GPATI1 Fil
GPAT2 i TLRLARIMEE , 17 GPAT3 Fl GPAT4 {3 T
DI  , — S5 B0, 2R A i Fe 3k GPAT
xR HUR IR A AL W D> 80% , JHEIE — kA H
FEARE YA BN 2E A0, R A S BN TG &
A NS, FERFAR Y, AMPK BEAS R 1E L b 4
GPAT BRI SRR, AMP-2R 4 Sk
FH P e A2 b A2 1 iR ( AMP—analog aminoimidazole car—
boxamide ribonucleotide , AICAR ) 1] 38 17 1875 AMPK
i N H GPATL {4, sl D AR A g R 3R
3.3 AMPK 3 HMGCR #38%  ANEYE TC Sk A&
Yy, i TR TC ok A FIEA P06 B A2 -4 2
i, 2B CoA iEid 26 A~ B EE Ak Ry IR M
TC. HMGCR /& TC A=¥)G Ui BR i , TG P2
5 TC G % . 5% R W], AMPK 38 & {2 i
HMGCRSer871 @R AL HMGCR {544, 1T 4
TC & 7,

3.4 AMPK % SREBPs #9383  SREBPs 2175 g
TG B AR . BETIACH SREBP-1¢
FLPAT FA AR, SREBP-2 2335 TC AR5, i
SREBP-1a Xf FA 1 TC fA A W /EH . Hrh
SREBP-1 ¢ ;2R M) =2 s 7, s
Z 5101 FA FI TG A AR CE LR Rk, B
ACC1 JRWIFR A Bl ERRIEAATE A RIFIEE 1 55,
FAS #l GPAT 43 illJ& 3k FA & BUFT TG A i
PIFPOCHERE , I H W& #1552 SREBP-1 4191, A HF
SEUESE, JHET AMPK 384 Bl w5 R b SREBP-1c
) Ser372 Fll SREBP—2 1) A< P51 437 s, =200 1y 4l
SREBP-1c 1 SREBP-2 & [H % 5 , AT # il F vife
FA 1 TC £ Bl 02 1820 9t/ g B A i o

3.5 AMPK % C/EBPa #9i8%  C/EBPa J& T 52 &
PR RS S K158 M, = MR T TE LT b 20 14 5 5
PR 7, )35 S T 4k A i N AR 7 R TE i 3% AR C/
EBPa AMUBEMSAEHE A B33k, T HILRE S T Ak
YRR SO 32 A y Bl , 2L [R1FE S i i ik
20 16 i T 200 L P A2 AR LR AT A A AR
SFRBHSAE T TR AMPK S8 T BERR AL cAMP {K
#PE B H B (cAMP —dependent protein kinase,
PKA)Ser568 #i# PKA. & LR PKA BE—L @R 1L
C/EBPaSer196 ,Ser626 il Thr66, i HACTE o ¢ &7
EERIECT , BERRAWEROS PP2A i C/EBPa %
1k, i S o 2 A A D TS,

3.6 AMPK # HSL #98% HSL /& TG /K fi# ik 12
(%) B S, A2 ) L2 T Jre RN R DR M 75 i Jo e i
) 3 2R W M o WF 5T R W] AMPK GE i {2
HSLSer565 Wtk , il HSL Ser660 FiI Ser563
AR T I8 HSL 3, DA T 400 4t i s 400 A 1) i Aot
PEHIP,

3.7 AMPK #f mTORC1-ER & i&Z69A% I
AWy A% 2 HbR (mammalian target of rapamycin,
mTOR ) EAT I 75 20 g A= 1A RE B 3 XU AE A
IR E F R S e, RIERnERE S
) 1(mTORcomplex1,mTORC1)FI mTORC2.mTORC1
REAS P2 E I SREBP-1c FRIAFNRIG AL, P
( endoplasmic reticulum, ER ) —Fh i s SR 4
i AR S TR AR ™, 4 ER 23K
i, ER Bl Halad 3 FER A H S shokdr
B RN, BIURS S SR -1 B 5 s -6 il
FHH BB FE ER 345 (protein kinase—like ER kinase,
PERK). BFFEERM], TEBNR B 41l , PERK FIEAZ
FIPEE AT 20 138 SREBPs ik, TMi7EFLAR I-
BeAfErr, R PERK U 2] SREBPs i A
WitE . Li 5P I8, AMPK ] 38 1 40 ] mTORC1
ARTTADR] ER NI, DA TSR A B 5T 3R AR

4 AMPK #iEF

4.1 AMPK E##EH  AMPK B #3805 | GE %
FAESS S AMPK JRHS , m4aMI ATP ADP
5 AMP 7KV R AR ATART S 35 AP 33k 2T 711
AIRE S AMPK H5E WAL K AR HARAH EAE I 155
AMPK FGAE Ak, TS BRI o B2 UL bt e bk )
A (C29) AL AMPKo 345 Fa sk , 38 mT 9
TEPEVEHBIEOE AMPK 55 =3R4, fff AMPK 307%™,
IBE W) I NHE BE A ( A—769662 ) | 2 Ff DR A A77 A= 42 7K
MR AR 5— (52 Bk S W -3 )1k g —2— R i
ﬁﬁ—é}i(compound—w P PT-1 & MT 63-78(Debio0930)82
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525 &

LAV AT VE R AMP BE4018), B30 A TR
AMPK, Al AMPKa WP 3 Thr—172 E#1k.
AICAR H R 151 B WO A BRI B AR DR e
WEfR1E A AICAR HRBEFRER (ZMP). ZMP {E AMP
B 5 AMPKy W 3L b 007 05 3 456, AR
AMPK., BEEATAE Y (WS010117 )1 Ht 202 il 1+ 5
AMPKy WHAHEAEH , A0S AMPK™,
42 AMPK B&3E7  SEAMA AMP ol F5FH
R AMPK A5 PP AMPK (A 422 5005
. WEBOERIIEA S AMPK & 2E B EAE .
W5 R BT, IR B0 24 = FHOSUIDIC R W s g — )
(thiazolidinediones, TZDs ) 254 GE % 18 1= 11 il £ A 44
PEMGEEE A 1 (nicotinamide adenine dinucleotide,
NADH), 580 AMP/ATP FCAEHE e, i AMPK
— LIRS PN R T M R BT R -
3R FIRMR AN 22 2 3 S RE A M0 ml IR SORL AR ATP
A R , 107 /N EERS (berberine, BBR)#{{% AMPK NI 55
RIS GYA . Pl , AS R AThey
JNAHAELN AMP: ATP LR, IS AMPK®Y, a—fi
SR (a-lipoic acid, ALA) U A B AL Fh C2C12 41
JH P9 R 45 7K SF | 3 CaMKK 8% AMPKP, {12 i3 i
D55 FRRIIR B4 Ak,
5 AMPK #EFIXTRE RS VE T 1R

AMPK 305 I BRI (0 15 Z2 R Il i T
PE, W ACC B TR & B (FAS ) 55 G HE B , 4% i
T AT 7 i 38 %, JF IS A AT OCH A iAR
WAL A7 ATP 45 . C A SCHkHRE , — H SN
BBR 1 L3l i 0% AMPK 5 516 S A a6 7 IR
KRR PRI, PG At g 7T D03 1 805 v gk
I A9 SIRT1/AMPK 38 g £, bR R i gt
PR T 5 B D PR A ™) Beale b9 A 3, B Al
AMPK 3803 751 SRS e %o Jig Jo A gt 2 5 1E o
VK iz T 3 3 3R AMPK M T 30 ] SREBP1c Al
FAS 23k, A 800 Bg BRI, & S mEk S
TP I = BRREASIE S S FE TR AMPK
T = B MUAE Y AT R 3Z AR 3 3l 5 fexaramine
PRUE TR U S /N S O RAR AR I Rk, BT
AMPK-ACC-CPT1o {5 5538 i , SR HE R W AR A Ak, I
M R AR RERRVE
6 REBE

AMPK I BE BT 1 fE - 1 51 o fife S A 7
PUARR g AR BT A rh A 45 DGR E T o BRIt
Z Ak, AMPK 7EME SR AR Th IR & 4535 FEE T,
5 PRI 254 — W OSUN™ K PG Al 31 7 Tm] 3% AMPK,
FE R REEVE FH 0 R IR R FE R NR VR, X TR R

A IR IUAE A9 J 3 B BRI IR Y, #%

UL SCHRARGE , &7 JEREJE O B 5 JE K rme iy J& 25 i

R P i 7] (tyrosine kinase inhibitor, TKI) 24T

FIIRE 250 e i6 7 i e b R 2 e I =R AE | e

[ 52 M 25 LA A 5 4, A SCRRATGE , &7 Je B

JERERS HAEINH] AMPK FEPES, LU EOFFRERER,

TKI 25T 2459 B 2l A G R L aT B AMPK

FHOG , 2R 25 W T e PR FH B0 3 i v B 32 B 22 4 G

TEARIAS R I B2 UKL B, AR SCX AMPK 3

PERR B RO FHRE T 250, % TR LA At

AR, A IR B SLAHSC R AUHER B A SR R

W HAT R AR
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