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LeptinfT SHIJAK/STAT/E S 1@ B X B KA 158 T

R SR LR

IXE RFEHE HLe
(BRI, ZRAEIIIETE S TR R, RV 650201)

mE

Leptin/™-F#9JAK/STATAZ 538 3% £ 4 5 g R RKiste9 8 T . JAK/STAT/E 5 i@ 3%

J&, CPT-169 & X /K-F A &, i@ RGBT A b ig RS AT . KX EZZ2NBT L5k
X T leptin/~F 69 JAK/STATAZ 538 3569 40 A%« VE A AL & M8 T Feleptind AR 4 &580E @i
% ME 58 3540 JAK/STAT . PI3K/Akt. MAPKZE, vA B X #4251 3434 B 5 R D 44 A AP R

#HE.
KR

1 518

U AF oK K IR, leptingy '3 [JAK/STATAE 5 il
I 1) YRR AT B R U7 IR 1 3 fif A A R (P T A
. AH H #7226 TTJAK/STATI 12 [ HF 97 2 42 vh 45 41
PROMETE . A3 Ak T R G g 1 Y R iR A T T, A
FRIAK/STATAE 538 o0k g AR A 15 I 70 2
A A B A FHTAK/STATA 53 15 (1) 4 FH AL Bk
JE ARG V15 1R S W 9t e, RN TT REJIE 2R AR
TG S S LR S .

2 JAK/STAT{E S @& BYZE X
2.1 Leptin

Leptin 2 1L JHEE DRl (ob) 2 L 1)l 11 16745
R AL R A R TR, R IS 44U
TG, b B fil 0T 2 T 0 4 O,
(R4 P9 56 Mileptin s AR A O R 2R 2, £ B4
PGS BRNIMAE ARG, ML, YRR BEARA
5 BT v, S R L KR
R SRR . S R FEOIR IR 2% 4 leptin B A A
A4 WA P,

Leptinff) 45 1] 5 ZEARBLLE BT J7 1 — 276
LA G 05 AR 4 4 T TR A TR, g
i AR T Ak, AR TE, Wb R BRI, — R
TEZ T R SR B RSB R D, leptinth 35504
PR BRI A AR 5 B PR, T 3 P 8 Py 43 i 2R
G5, ARBEBI R RS E, RRE BRRN  JR S

leptin; JAK/STAT i 4; SOCS3; CPT-1

G BN, Leptinid HA7 (e Bk i 40 L 550 . 23
RIS ML DI RE, BEAt, FON G2 Dy e M IAE SO 1
TR H AT st s
2.2 Leptin={K

Leptin®Z 4 (leptin receptor, Lep-R) /& — Fft i fli
AR, B TIERA N T 2R 5K, TAK-STAT & 3 1=
LG 5L T IR S, Lep-ReH 41 i 4 (1) Bic 44 45 &
DX\ 5 I DX R A X = 0 ZH . Lep-RACI L Y X
TG, — A AT LU Tanus B (janus ki-
nase, JAK), 55— N 0] ARGS9 54 5 S skt A+
(signal transducer and activator of transcription, STAT)
FHEAER, LA 5%, H i &AM Lep-RE /DA
5P, 5l Blay by ey dy ekdn s, MRS HAELN A
(K &5 A7 r AN TR, Lep-Ru] 43 24 K 7 (Lep-RI1) Fl 4t 7Y
(Lep-Rs)j . Lep-R1, HA5Lep-Rbj&E T-K 1524k,
ADIREZ A, BATE S 2 oi6e, HEmBh A%
o BRI Lep-Ra: 20 A T EME. I, K
I Jk 2% A R AL 35 J3: B PR K A L A8 A o, £ Bk 6 A
Feik i g, Lep-Rasgleptin % i IfiLfig i f 213k T I
I PRI 231 3k, (PR By ik B AN, LRI Re )
AR . AT 2 A 2 AR A K L 3 B A A
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RGJUIIE T ehw, P2 AN RAA L WiE. 5. Bk
IR B RN TR U 41 2 A Lep-RIEL A [ 15D,
LeptinffJy &« &1l 17 £ FIAR £ 6 Lep-R (1) 3 [
FARFE AT A LR,
2.3 Janus;¥ i

JAK (janus kinase) /& —2 g it Py 41 52 PR B AT 5
PEWK 208 B U . B i R I A4 KGR, 4y
WIEJAKL, JAK2, TYK2FIJAK3M, ®f =% %
FELE TSR AL 2R 40 b, T JTAK3AAAAE 17 i Al
MERG . RENTAKSE K A7 = JE RS 1R 45
P DX 35K, T BB 3 A0 M M o B B 4 A X )
JAKI G &5 o) 1y 3R R A0 2 JFE VA T IR T3k I 45
JHIX FITH2IX, H XA THLE AT A Y 68 10 S i 1
e 0 77 B S AR AR 1, A8 SR MRS A A A — m BE AR
SEP A Tyre TH2HRR A Dh R IX, SEDhREANTE. 3L
EOR ST EE IX 3k D g H AT AN B A . fEJAK/STAT
T B, TAKGEOE 52 4 5T P B S I 24 R ik
SR AL, I STATHR (L4 35 47 5, [F] I ik B A 5 12
L STAT I IhfE!,
24 ESRHSMERBEERT

5 5 e RN ) 0T IR T (signal transducer and
activator of transcription, STAT) & — Ff fit G DNA %%
HHE AR, 5 A RER G 5B, K
PG SR TEVE R, HIAKBBERGE STAT & 1 15 5
330 30 B R N JAK/STATIE % . ZEW FLBh Y040 i,
STATsK % 1] 43 A-EAN WA, STATL, 2. 3. 4. 5A.
SBFISTATG, & AT A 35 R0 73 1 P4 Tyr 5% 55 1 1o
4k . STATs—f H1750~8504N & JLTR 21 Jit, 5641
REDX: S kum gk, IR E-IR e L4538, DNALS &
ghfik. SH2Z5 M3 Bgmis 3 5 25 K 3 UL S J
PGS . SH2 ) RSk 7 STAT 5 75 4k 52 4
V1) % 2 PR Bk B A 45 B, L CoA iy 5 — o7 5 Tyr Bk 11
WML X STAT S A DNAE KL B, by 3L st Th g
s, Hoh IR b 22 SR Ve e STAT AL A7, NAK i 5
EiDNAZE A o AIXFI 5, STATS K] C A i 4 si UG 4%
FIAE B AN R AR R B ORI 2 57, IS AN AR
TR0 (1) 240 i DR 0% Ui AN [+ 7. 284 () STATs A 1 0T
AN TR S R A RS, ARl IR AOIR A5 (W STAT 2 (1 LA B2
TE AP, K AETERAL S5 W BRI — R4, ¢
Wi TRAR B v B SEER AR, I DL R U1z 2 41
%, B e s A

STAT3 & JAK/STAT#: 4% T i) — A 1 3 4
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gy, HoBOE Al B AR K AL E A RIR SR
RE A EZR AN, STAT3RE % 2 4 1&
R SRR R IR P s . GEE i R
JAK B 0% 2 1 1 24 B2 5 R I (protein tyrosine
phosphatase, PTP) % STAT3 H A 11 i 4E H, JAKsHI
STATs |- Tyrkk & 1 2= 5 1R Ak 2 JAK-STATE 5 T
L 1245 RKIMPTPAAE T 40 i e, 4 iy
SRR AL A o % N 2B PTP AT BEAE A [A] 1R IF.
A M55 oA U R, d5e AT STATS RG5! s 4l
A5 5 8 5 | X 1 (suppressor of cytokine sig-
naling, SOCS)fE S 11 42 45 & M I AKs R 75 7, BH
W STAT3 [ -
2.5 WBEERHEET AL -1
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ferase 1, CPT-)/v; T £k Bi Ak 41 I I, 8 46 K B
MCoA Ly PR T 1 i 15 PR Bk, 2 T 07 PR S A 1) —
A BRGE B A5 W L B ) AR N CPT-14 /b A7 i Al
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VAT BB R R n DU I 5 R ACCTRE AL
Jo B IR I R Co AR B2 I B I i #RICPT-1, DAl it
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PR AR WS AR, 4 40 i P U0 25 T I R VA 52
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SOCS. 4t Jfil X 1155 ‘3 1 7 SH2 X 5 £ 11 (cytokine-
inducible SH2 containing protein, CIS)FIPTP1] 4= i
TR AL AR 26, PTP R DAY 3% fk I STATs 2% 3%, k2
o AR . 25 SOCS 3 £ ESOCS3,
X JTAK/STAT ) G454 1) 2 220l 5 LR = Fhidk iz
56 (D)) FH RISTATAHBL Y SH2 45 ¥ 3, se 4 45 &
41 Jf IR 52 A4 A0 B DX P sl R A T S R A A, LR
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BH; () FHSH2 25 ok 55 B8 £ 1 (A B IR I 24 IR 45
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7 ZLJAK/STATIM % (1) 2 520350 5y AN 5UE IR,
STATs ¥ %G 2% F 4114l 7 (protein inhibitor of activated
STATs, PIAS)RE ¥ 1 4% 45 5 1% 1R A4 [ STAT — R A,
SCWSTAT3 5 H AL A I 45 570,

4 JAK/STAT{ESEEERI{ERHLEI
LeptinflLep-R45 &5, 52 M4 g i W 51 4k 52 44 ¢
Fi% 52 2 P I AK s, JAKsH B2 1k 52 14 1 (1) Tyr985.

STATSs |- [{ISH2 45 k4l 15 52 A4 F e i 1 A ) 16 2 I
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A JE STAT 5 2 4443 &, I BB el — S8 A4k
FEUR CIRAR, #is 2 41U %, S DNA LR E
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F1 -3 (caspase-3)iG Pk ALK, a2 im 400 i 40 J o 720121
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receptor substrate, IRS), 1 1M J 7% ol 115 9t UL 2 3 g
(phosphatidylinositol 3-kinase, PI3K)/4 [ H#B (ser-
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) E A% 2 ¥ 4K 1 (mammalian target of rapamy-
cin, mTOR)f5 ‘5 1H #

5 JAK/STAT{E S i@t iE LAY AT
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P, TR S AT R A s, n g i R A A AR G B2 112 (un-
coupling protein-2, UCP2)J& [X] Fl 4 At it 4 fb 4 14
B W) i Y 52 {y(peroxisome proliferator-activated
receptor-gamma, PPARY)JE [K DL A% & it 25 41 25 i ik
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PR (1) 3 B 1, e ] DA IR IR R AT PR 75 B i
TIE, th2F REANRE ] T ATPI A= il PAERBERE L, K
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e ACHTY . PPARYyX I 107 20 23 H- vl = IR K i
F1R) R Pl I3 2% AR R TR A T e s T 1Y
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o WO FISTAT3 532 2 1% N, HNPY LK) 5 3)
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SOCS3jEE 21| 47 s st i 15 O T, PH I STAT3 3% 4
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PPARoE I N 324K, &L 27510 )5, PPARa
IR RXZARIE e I — ZR AR, TSI STAT3 5 Ho 45
G FEAEH, I 5 W AEAHBFA S AL B (acyl-CoA oxidase,
ACO)EM . CPT-15E R 45 X 3k JPPAR ot W TG4
&, WA RS, ACORICPT-1/ g 17 R S8 Ak BT 5
BLP)Wlg, ARG N, BGam T HE TR (1) 2 A0 1S4k
FISTAT3 Al ] DA = i 1 460 A4 A4 1 55 A 52 Ay 4l 1)
1% 44 Xl -F (peroxisome proliferators activated receptor
gamma coactivator-1, PGC-1o) 1 F il ACC X Ig [Iij iR
& [kl (fatty acid synthase, FAS), H:-HPGC-1a1] 5%
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T R % A £ 1 I (AMP-activated protein kinase,
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2L I AMPKATI 4] T ACC, ACCHI F#A% T 808 —
FECoA I /L, TN Bk CoAR] LLHIHICPT-1, fir LA
{ECPT-13 I, &1t A 7 R 1 23 A7

Leptinff: F T- P A ff 22 R 45, 38 A2 kA 22 7%
PE, SO LT ERR R IR O I, B IR D
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&1 JAK/STAT{E S iEEEE
Fig.1 The mechanism of the JAK/STAT signaling pathway

AR AARERE H, IR B N fe = FE. PRARARE
71 H B, {ig 22 3% % (a-melanocyte stimulating hor-
mone, MSH)Flleptinds) A X £ K1, MSHIl i) 7 22 53
24 55 AL B I (mitogen-activated protein kinase,
MAPK)5 5 il % 14 5 leptin /™3 R STAT3 (135 44, >k
WAL RE BT o BRI EE A2 NG 07 40 P 73 WA 1Y)
A7, T2 A AR AL WA, HA T
ZRE MRS SOl ALYk RE AR S F I RE
7 ELOIR 40 i v, R 1 25 {2 HESOCS3 (1) Kk, il
leptin/3 I STAT3 K i FRALAE M. A BT s ) 72
HT 5 S8E T ARG, SFEkItEEA
AR By B ), (H L RE W 5 | leptind 4T, F 4K
TPTP1BHifilleptingt T I STAT3 {5 5 ¥4 T, H
HI A Ky leptindiRPi A2 it N JPE Y 2 2R Rl 22—, leptin
HRPUIE FR 1K A7 A BEleptin i AE PA A X leptingif /b {4
HE 5 RV E S B JEHLHRIZLPU R (1)FE 5
Az, Hogw 5 i leptin /e A% 5 ¥ T g R R, 2R
S leptin il fiE Alleptinfik HiT. (2)Leptiny 52 14k 45 &
JarE G S S E G . (B)I X 7 % X leptin ) JE
EACEAPE IR ()40 M N A6 24 D5~ 410 il leptinids
BB 17 H, leptin 5 JBE & 3 2 (0] H AT X ) i85
YER, JBe s FRBURE % 5 Eleptindik ™. Leptinifiid
PI3K/AKtE 5 % 51l 1, i mTOR, mTORYE 44 Jig
W, AR B RAT S DA A

AR A O R AU E R . mTORfg a8 it o 12
A B mRNARREAH OCAZ A (A S6 2 1 Ul >k 1
SHMRNA (1) 4% 5% FIEH TE, AR BE I i il 1R A 31 1) =A%
WS O TN 4B 4 & 4 1 (eukaryotic initiation fac-
tor 4E(elF4E)-binding protein, 4EBP1), F #{4EBP1
MeIF-4EREJEH oK, T FEAIC T 4EBP 14 eIF-4EAK
R0 ) TR L 4 1 A oA ™ 5 46 I PISK /A5
5 B 04 0T DL 3 R I8 i 3 (phosphodiesterase
3, PDE3)i i, & {EcAMP/K “F, 41 ] & 1 % iy
A(protein kinase A, PKA)X ¥ 2 BB AR 17 B 105 4L,
BETTANE T G105 20 Mo oAb, %45 5 10 B 0 e s A
TPGC-1af B FR A AR 25413 i 107 PR A A0 14

6 %HiE

LeptinfEHLA W 2 A) 2 BI4EH, 7ERe AR,
T DiRe, ARG . BT S A E
BRATEA . LA T MIAK/STATS 53 i s
Ji, AT BA B 5 IR A A DG R ek, ik im e it
JIE 7 2 V1) 93 il o WO 1A 5 B 11 3ok R v i T LA
Wois 5 AT ORI 5l i, WiPI3K/AK T/ 5 %
mTOR(E 5l . MAPK/S 5 i i, 1% 4618 i 5 iR i
R E R TEH . BE4h, Leptinf&bt 5 i iy
PG DIROCR, IR FSACH R 42 1 i FU e g1t
B R R A
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Research Progress on Leptin-mediated JAK/STAT Signaling Pathway in
Lipid Metabolism

Wen-Zheng Wang, Su-Mei Zhao, Shi-Zheng Gao*
(Yunnan Key Laboratory of Animal Nutrition and Feed Science, Yunnan Agricultural University, Kunming 650201, China)

Abstract Leptin-mediated JAK/STAT signaling pathway mainly involves in the regulation of lipid metab-
olism. Activated JAK/STAT signaling pathway increases the CPT-1 expression levels, involves in the regulation of
lipid metabolism by promoting the synthesis of fatty acids. This article mainly focused on the latest research prog-
ress on component, mechanism and regulation of the Leptin-mediated JAK/STAT signaling pathway, the activation
of some signaling pathways, such as JAK/STAT, PI3K/Akt and MAPK, induced by the combination of Leptin and
its receptors, and the lipid metabolism regulation by these signaling pathways.
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