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Abstract

Obesity-based diseases are increasing worldwide, however, the root cause of human obesity and
metabolic syndrome is caused by the abnormal intake or consumption of energy metabolism. The
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signaling pathways mediated by AMPK, leptin and ghrelin encoded by obesity genes are expected
to open a new chapter in the treatment of obesity. This paper reviews the development of energy
metabolism signaling in obesity.
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1. 5|8

BEE NS R I, RS Ok SRR Ak, 78 A [ I i () R 0 R AE 58 Wk ) BT, IR
WY (The Lancet) %5 &R, HE Oy At AR D2 M E R, LRk EE 8 A C &kt 9000
J[1]e BERESE T fe 2 N BEE AR R e, BUONE v ReE N SR IR IE 2, AN,
M SZIARE S Fi B A0 PR R A, 308 T 38 o 06 I35 0« W8 R 98 S5 73 ) R SR FIBE TR [ 2] N T IR
FRa iR, ARMESRFELSE - EBEENRERE RS, BLBASYRIRELTFNRE, FH
X SR H TSGR RNES), DRIES AR . XERGEA SRR, 7oA R
Hl BRI RE RN S AR, CARIE S RN REIRGL, AT ZEFE S AR I8 BRIRAS o DR AR R I3 AL -
D] T ff 4 ) U R P % JR N 24 A L — KR, 4Rk, AT AMP 30 1) 2R FBR(AMPK) 5 5
AP, 0 RE A AN LA SGIER Wy 2 (Leptin)y B VLI ER (Ghrelin) SR ARFREEINTR,  [FIRH8
FEPHEAE 24 At L0 R R A FR B T 5387 7 171 [3]

2. BHSrEEAH
2.1. BEEBANTSHTENG

NKEA TN S P FORIKIRE B, R R R RE 2> 1, SRS EEEA I A BRI . AV
B A S A IR I R P T AR S N SRR R R B I, HRE E RN AN FE A v] LAk
P NN PSR, WE TRV PRI R R IR, X IP S N g B A
K[4]. SRTfT, —HEEERNEE THERK, KoMt s RN, 3o R S5 HEE A
JRAEKAIR S, WnT DU I R 1) 7 OB R, AT B8 B A IR g BRI [5 ] MRAR B iF,  AERER
S AT BE R B (positive energy balance)F <. BFFEK, 4R — MEURAIRE RN KT LA L
bR A EE AT 3 G IR PR R R AR 6]

BRI RA 2 RGUEE ARSI ERIER: YRz LENGRE, B 50T
HIE 2 B s, AT 2 AR S . 22 M N AE R AE DR 2R S [R5 5 AR AR S0, XS R R A S
B IRV . 15 %R (gastro-intestinal hormones). JES &R J8 2 LK EMAE RS, SO A
BT NARIVRBAT N[ 7] R m i i 5 S 3 N B RS T T, AR R 40T DAE AR B 2 A 2
IR SCFrRE AR AS, (HAR ] DAFE AR XS REds 78 2 BA A& A4 S RN, U2 R ARSI T KGR MR,
JEJHE AT g 22 K (8] -

#2234 5T (Neurotransmitters) X T ATTRIAR & FI4T A 2T 5 s A L =K, 1M IfiLi% 25 (serotonin), EJJ 5-
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F2 . Jf&(5-hydroxytryptamine, 5-HT), W& —FpJtHOCEE R &806 )i, & nl LAARS Bh AT TRE G Hb g5 k1) B L1
AT AN, 2 AATHMEREIRL . & AT ARSI ILIE = K, A B & RN B IE ) N, AT
FHOE R, RAGIRAERE9]. MG RN T R4 =4, FHmd RS =R AT RE M 2 AN
XI55 2 5 BYR AR AT[10]. K2 8000 FH e &R T m — R 8, Hh g R E S Mg nS &y
BANBMRDHER, R, MERESREDSSEE S EMAEEE 6], Ll &R EMRAE
VR NN — T8 . HE—SER SRR B, R BRI T RS BT ARAT D B o R A P
FEUY, X BRI 7RI R TR B 6], AFFURIN, A HE M R A B B ) A R, AT
(R R 228 RG22 A NG ER (11 BEFCR A, IR S2 i A 3] 6 0 i) Ao B e b, AT
KN E RGP L TOIG BN 2 B 58, XK S BUATT SN 78 SR 22 i, Tk 22 Jah S BB A 2 ek 5[ 12] .
FRE, JEREANBER SO 2 IR 252, MTHISS 7 2 CIZREE 5, TS B AT 58 hn s 3k
eV, MXMEEAAE N HREE T, WIS 2% 3L [13]. SRR, X4
52U 2 IAE kb T Be 2 S BN FEAME R B f i — B 14].

W B R A Y TE N o W AR PR A WA B — RSB, BRI AL RS DhRE . Re BT T AR
HMEELEEEERN . EEATEE W E (Gastrin). JHFEULZE 2 (Cholecystokinin, CCK). =y IfiL## 2 FF k-1
(Glucagon-like peptide-1, GLP-1). A2 (Ghrelin). 3. [ 5 2 (Insulin) &5 5 A AL 25 B A0/ 1Y
EH . Xl S R e ARG, glk— RNV, EmEi. Bole, fmpEiE
. BRI E ARSI RE . ST AT AN E S W T 4E R B AR pfad AR AR S R B

JERERTRE S 2 B EEERET AR, Hlan YY BE. YUE. B IWERIAY & (oxyntomodulin). 4
JIH % 2 (cholecystokinin) F1 # £ ik (pancreatic polypeptide), X 2L K AT G £ mi AR ZEBRIhAE[15]. fpiE
BEE T Z R B Bsh D REA DI RE ) G R 3R, B AT DR 4 B AR, B AR S 1T B R
N MG RO AERE Sy 7R e 5 (1)~ 16] 0 DR 1 B iR =2 i B VD4 N\ B0 57 2 85 T 20 WA 1 B FLAda 4
W25 R WA AL AR DL IR, IERE AR S TR S IR MR IIE R b
BRSSO, M FBURER K A[17].

2.2. geEIHRENT S TEG

BE BV AE(EE) = AL o 4k B B ARIER(RMR) i BIAH S A B4 FE(ABE) AV &5 S 1072 34
(DIT) [18]. PREBF AN FT AR AR RMR, RO 4ERE 2 G AT BE AR . G636 PRI Ak &)
Fifi fIRE 5 . RMR J& EE MBEfl, 7ERHHALE R AN, B Ee BTl B ik 60%~75%: (HE, AN[E )
PRI 0. AMEAZE R R E DL RGE AL R 2 20 rmr I ELA P2 AR B 520 . AEE R4 NI BiE
P P EAT) MRS BE 37 VB (NEAT) [19]. AEE W] 20 NI 3&E 307 P EAT) MHEIE 3115 5 7= v i
(NEAT) [6]. i#¥, EAT X4k H & EE KITTERA] 28 AN, T NEAT & 34z, NEAT 2459Fias)E
T A E &3 BE, WHMY BE MR EAE &S SR RH, DA RHRER AP
EES, BRI AR EZEREIE 2000 TR/K, fEHEEETRITSENEIAE
TERINEE, M1 AEZaE S N R AR, M 7 IEReESEN, 3 BA B TRAR AR RS [20].
REERLH, Verga [17)5HIWF 7RI, JERER (BMI = 34) DL K S04 18 M50 1 JEFEE (BMI = 50)ff) REE
K35 B R T IR N, EARAE NS B TR G & B I8 S Bl R 3G i G 0, {H27E RMR E 1R
I, XFMESIAR . BAh, RUMEAEEAE, EMNFH M EAT B REEm. MRy, 5D
MBS IALEE IS 1 h A, AEREBI LG K2 5%, 1B JE G AL AT 5 h BNEE, ARG Lo g )
BUNMEZ[21]. R, LR ARIBEA, BATRIL, RMR 1 DIT FHEAR—E S5 RIER, Mk, B
KPR RE A AT A E G . DIT W] DAy —Fi S ZE 0 AR BRALA, e m) DA B AT B8 ff b
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A P T RE R, R R AT B AT Rt R e, IS i A A f AT, 9 HLRT AR B AT
S PR A IO BE RV AE 5%~15% [18]o BWIRRAETT . B IRB LSRRI S SEHR 2008 A A R
AR AR R RS, T I LB PR 3 A L JC N 2

3. eBNRBHESERE
3.1. AMPK {5 S BB XHRRAET

MU TFEE . UK. BEREFRREREN RS2 AMPK 5 5@ B 11, HAE ML B i
R £ X 52 M SR RN AE i DR IR UG, B R AL AR R N B 1 22 2 T 2k 380 A B R 98 [22]
R BRI B B Z B, AMP/ATP /KPR E . IR, B30, 8RR IR ICER S T DUBIE
AMPK, MR35 2 B 2R (GLUT-) ik, HEmi4 sl Sr o Ak, 386 00 25 0% 16\ &t mT DAL
TE IR TG, AT B e T R . AMPK. A DASS B 2R AR IR 5 2 1 ek, T S 4R
THREEARYW, SCEAR A=Y ThEe, BN ATP BI7P=2E, M elcs AR Pk i A= 3R Th BB 23] [24]. EZiE
Tt B0 R i A 0L JEE 4 DN-AMPK Al CA-AMPK. Fid 2634 Skak 2 575 FH ; NPY Al AgRP 3 5 Fih et
ZIKAETS B 080 I mRNA 3RIE, Wk &m0 kL, i semash g R AL . FFFERW, @i
B0 NPY. AgRP FIAMIU R b fixi 22 5 =¥ 3 mRNA FIRIE, AT LU R i i AMPK 51, MIiE
BRI HM[25]. SR, HlEHOE AMEHEI T LUE AMPK WEPESE &, Ik, AMPK fER @IS &
SE T RIES B OCHEBENER, MR A A R AR JE26]. R ORI Z IEE 5218 AMPK 1E
T s AR R 2 BE R R AR, R R B R IEYT AW AR E I TERE A, (HE S 5ikhUE
JHE R LE LA AN 2271

BT B S IR A e, AR O R T, AR e 7 & B 1S N AMPK R 2
FIRRARIIRR A, IE H AR I Ak Ak, T Z B A RAILEE(ACCO) R FF 35 R — TR B4 A
W R G U R K N BB DhRe, BT BIEEA LA R AR R b R R T 0 AR, 3 T Y 5 B A )
FE77, M B0 5 45 (1) B Ol BEZK P [28] AMPK. & —FhoCHERE, & AE% L3k g i I A0 RH [ 2 (10 26 1K
{EL [ B+ 2 A ] T Bl R ) — A SR A R K . IS AMPK, AT DA SR T A (O i BR AL S s,
T k2 FFF I I 7 1 R UL 3 st ) 7o A, DT 2 T JHE O P g [29] . RIS, 9T OR[30], #tZ AMPKa
W] e FEAERE — AN HEBERE, X SAKZM. Villena 1S ARV, i AMPKo W
/0N BR A B AN g i AR S B R B0, X UEEE AMPKaec 3035 77 AT G B FI6 7 AERIRE, AT oot 8 1 A0
iR A FETR I o

FEAC P T A LR, T B AR A R S 2R RO AU R P 46 51, AR 173 I s rhopl
AU ZEEL AN AT RE S o Hort AMPK 07 711 e 5 35 52 m MR AU 22 5T R L, AMPK U5 771 PF-739 A LAY
Rt e H AN B AR AL, BT LR E RS E#8UL ACCy Ser 1. TBCID1 #1 Ser 37 HIBRRM, &
TP R AR R R 2, FRATTAT DA Bl /N B IR B K31, k4, MK-87 AT LA Rcth it A
W PRI TEL A ) BB RS P, IXUEERIESE T AMPK USRI EEIEM . SR80, XFHEIT ik stk —
BRI, GIansg i Co e R 15 RO IEL KSR [32]. EizshEl AMPK BUEAIM{EM T, TBCID1
AT ARG, T LSRR IS D R T B S 2R R, AR A R SE R, GLUT4 %% iz Thakrs 2|
TRELCEE, RN ORISR A, JF B A BT A G([33]: GLUT4 #0002 B
FURE 4 b o6 M A NS A A, BT R B TR A M 2 AT, SR T 90% LA Ak
L RIEEEERER34]. WIRRERY, i om i f03E 5 ml LA R S s i A fe A R A R
WL AMPKa. al/a &1, {HJ&2 SECEBEUUBERR L ACE I TE, I BRARAE E 2 308 1B B LI RE[33].
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3.2. ERNIWESER

FE MR . R EAE R H el T AR g, RN EG T E R (35]. R lep
BRIz RIE A HAGRITALS W, EHT R R e, e —FEEER, 58 R2he
AMRHEREER, ZZEPHKERZETEN FESES, JHE T MRk, # @ L5~
FEMiERZ S st mae EARW . EIREMRE T, Bm i R KCrl i e o B S Sram
TR, (RAEREREIAR], R MR AKFZE A S, FEEA T P36, 4 Lep 15 LepR-b 45, Janus
B2 s, JF HER % OB-Rb 4 P 1) =A™ B B % G BRIk JE Tyr985. Tyr1077 LA K Tyrl138 [
Fefk, LA Rt ez o ahRE, Nimsgm A atiae . DIHOREE Z 0 M E S &0, dmfedtanig
()2 A BRI R FE . Tyr985 JF R H— M2 K A IR BRI AR 28 11 B, R SHP, Zidfigibit
H, BRI GRB EHHEE G, WG TN 77, H mapk Mg A DG 22 R 5, XL 5T A]
DIME 51 SR MAZ, JF B o] DOBOE AR GG s 7, AT SR E (R Fak % . 2/ R S 39 I BAR
JE 2 AT R, PTPN1L #2043k, 1X 25 3B B 4 330 52 240 H1[37]. 171 Tyr1138 $3% STAT3,
98 3SR AR AR 20T JAK-STAT3 (555 288, X2 ERSIREZIHTA([38]; HH, STAT3
R E5ERMREERARNREENE S0 1. 24 STAT3 23, ©4 %, FHEeFEHmZE, 5
WEAFRMRABEEASES, XEEATRSEMEIVTZAFRMER, QR - L2 R0 E R R
(POMC). FRAHIRAK(AERP). LK Y (NPY)FILH L K 115 5 1% 40| K 1--3 (SOCS3). SOCS3 & H KL
s 455 LRb-JAK BEEYMGERE 51%F. KL, SOCS3 1EMH 35 5 ZIHh i sle— ANl v I
TRIEIEG . B T XA, WRIEFE S T L0 AMP 3G 108 EIEEE T R2 BE, XS R IR &
AR5 RE126]. FFAEKW, PN leptin KRR —EFEE, SOCS3 55 TEREEH S
T, P LE lep-Rleptin 52K (lep-R) JAK/STAT W5 515 F. XK, MHUAGRZ leptin B, B4
P, MM-FEEMER A, TAER S 2t — B8 58 leptin (IHRPT, AT —AEHERITEIR[39].

33. BIEENSHNESEE

B YL 2R (Ghrelin) A& —Fi B B R B~ R (I E IR, & nT DAE R —Fh IR RO AR, SR A KR
fRIRE 40, Ghrelin =% i 5§ P/D1 AR ABAR & Z0M0ZH A, FLMLHI SR AT AR A A S Y1 3R R 10
WK, U Ghrelin X T2 m ik & RS T ECEEIEH[41]. Ghrelin & ME— AL ALK
W, FEEFKTE. ERKCPER A, KW n e B ae RafEhl, HFEREZRM
i, BImA R E FR BN [42]. Ghrelin FIE AR, (R#HE, HS5 R KMREEHE . 28 Ghrelin KAl
BMI 2K, AKIEME%E S Ghrelin 6| FEAKAHIC[43]. AG FE K 9 SR A0 AT DL 325 2 e e =5
FEAZ ) GHS-R1a 3244, MITEGH AMPK, Jfifid mTORCI/S6K1 {5 58 SHLH], K HEE A —FE 5,
MR — P AR IS5, X MIE 5 T DAE T i g S A A S & o R ORIEE AR, ek
BRBIRAERKE. (R AgRP. NPY DL K p-22E T RR(GABA)I 73, % NPY 1] LUsizie 58 fid 5 — 2%
P TTHIETE, GABA I ™ POMC MZ u i TRe, REWS 35 58 m WIS CE:,  [R] Ik R 40| 22
FRFENAE TS, MMIERAT SRR R H 1, i sEIe &1 PR% . T Ghrelin (DAG) AN REH
MOE I JE BB R, DRk, SREZ4 )45 it >R BEL T < ok B S AL B 2 I (MBOAT4) 3805, LA
i FE M, v DL SOt PR ARIE PR DAG BV EE, AT I8/ 08K, OR4FIEH 1) BM 7KF[44]. £ b1, Ghrelin
FENVR B BRE P AR R R DGR — 3R, & 5 4 R BRON AR U0 3T 6 7 4 55

4. RGEERE
M, RS T KR RS TR IR KI5 K 8 A M e (0 R LR a7 738, (B4
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AVFZIRT I 1) 25— IR TE . B TR AU DL 5 Z SR (5 5% AL, 7T DU it
TN HERE R A IR IR, AT R K BSCE VR TT BOR o AR SR IBIT 0 75 20 T U0 R i LA SR T8 12
IR REREAR AR BT TR TT R I BN, 38 5 ZEARR B XA 2 A5 B B SR 1R YT NE A AR
PRIR TR 7o BEA JOREAEACHBOR I ATBLR ISR AR T, DLSOBr RO Wi, AT &
DINEREAR SR AR OR R BEEE 2 (iR T 58, TR Y — 2R AT IR T B
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