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Abstract

Leptin is a protein mainly secreted by the lipocyte, which is related to the regulation of food intake,
energy expenditure and fat storage closely. Currently, the theory that leptin resistance is a prima-
ry risk factor for obesity has been accepted widely. But the clear mechanism has not been clarified
yet. The occurrence of leptin resistance may be related to some hypotheses, such as leptin recep-
tor mutation, leptin transshipment, leptin signal suppression, vascular defects and conversion
defects. The researchers from all over the world are trying to discover the mechanism based on
these hypotheses and are expecting to cure the obesity completely. This review 1) briefly intro-
duces the gene expression and the molecular structure of leptin and leptin receptor; 2) analyzes
the signal transduction of leptin such as JAK/STAT, Ras and MAPK; 3) summarizes the access of
leptin resistance. Maybe the work will have the certain reference value to the obesity research in
the mechanisms of leptin resistance.
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EBRTEEHBHARS WK —FEAR, SHAEE. 2R, B EESREEETM<. B,
BREHENEREEN AN EELRERCLEE M, EEAENKEREITRESE, NEEER
AR, BREE. BRESNH. MEAME. BRePEESMEDY. SERIOBFRE ERE X%
RV ZERHR T RERE R R NS, HTBGLRERE. A OTER REZHRNERREIN S FEWM T HE
NE, S TEERSE5MJAK/STAT. RasHIMAPK(S 5@k . EAEN T ERIKTAHIMTEEERE, D
B E PR RIEDHHIRE —EHSEE L.

XA
R, ERIN, BRRXE, F58E8%, L

1. 518§

P8 2% (leptin, Lp) A AT i J2E DR 2k 1) 8 0 5 =420, 3 58 ol IR I 4 L 933, e et 55 L 52 Ak 5 45 T R H A AL
— B DR ARSI AR RE 0 E B, EIEE S N A A N AR S S S SN RN
REEVHFE. MRS REN . Baat iR, WREIENARPIME N /3 BT s iE s 55
R ORI AL RS AT AN R i, R B O E TR A i S A
YISRE R . T2 A AR P AL HE A TR AU P 3k BB 07 23 AN Bt g 107 5 il 2536 1 B S s
DIRe BT RIS P2 B TE R B, BR ob /N AE, 7E—S8mi 1428 25 RAERESN Y (40 db/db /)N AT fa/fa
KNS B3 SEIEREE T, B 221 ob RNA FiaIhn, S EAKET i, Hxshg ik &
AHPUNE, UL LL Pk A 2 1 S SN ES BOE OB AR T R, AR IMIE T B OK T 2 g
B AR MEZE S, HSARTE . RITERECRIRN & &K EARKZHEHEEE AN
IMELERE R IMUAE, A2 5%0) AL 3798 227K K [2] . Considinc &5 [3]FH U 4o 9% 7 V20 i€ I3 98
FKF, AR (313 £ 24.)ug/L, IEFEEF N(T5 £ 9.3)ug/L. REREAMA MG R KT 5,
MAIANBELEAR N R FEIN G AR, PRARER & RGN 7= HObon, [R5 R B3 A 3 IR A7 70 2 24K
P, AR RERE R AE BB IRAS 2 R

2. &
2.1. BREN

RN R EA R REA 1 16 kD AR E A REER, A EARRHE, KE
PR FP Ao J0r 1 IR S A 1 21 DNRIERRE S S S KT, 51 SRR E A
fs BENIMLE 8 22 DI A5 5 IR H 146 DN RS RRBEGE A IR IE R 70 7 [4]. BRARFER A
WEHEAL . SEEAE MR, (BT Rr TN e, RS MXDE R TR EMTS . SRAEE
ST HEME M RS T S RE T EA o RN BT B [4]: = REMINRERIRG M, FRadk
S 5 P AN BB A, AR ENE BoR, HRD 7K 4 4 R ETE - I - B - B
HEF, TR AR DY B3R e R 5 R4 5]«

R T AR RS, DRSS KRR T R 96%, 5 ARIFEPETER 84%, A5 K FHE
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BT I RIRTE ik 83% . IX AP A b A RIS AL AR AR T B s 52 X i A= P 22 B Ak 6] o
2.2. RHTNEEFRERHEH

JEE NI F Y, 2 ob JERFIRIE ). ob FEPTRAL M) /N ERAEAMA K B HLHIED
IR s TR R FAAR R 22 N 20 Sk . FENZE, ob JE: R SR8 e % 1 s 745 JE R AE . IR ik
AT Fe i 1 AR 2 RERGR SRR [ 7] ob JEDR I RAZHR 7R 198 RAENLA Re E AR T BAA R .

HL b, HREMZEIEE. Dt ZNEOEER, HFEAMI A 1) MHEEE. g
BHIHFE; 2) WWAEKKSE: 3) WITRIERMN. RIETIRE: 4) (& EEg. mEEK; 5) HHENs
W 6) PRYELRSIThAL; 7) 4ERFIER 1M e Q4.

A I 5N A SC I AR 5 A SEIAM IR B . WINRE RIS, ERIE A Rt R E N
YER o N F M AL AR A 22 PR 1 3 £ Rk 22 MRS SZ 28 20 1 I LR ) B /ORI 2%, 3k 5 R AR 2R A
FH o e RSCTR T 33E ) Bt 2 2 18T R S AR TR b 2T = AR NPY 328 5 R G0 A )2 22 B i 25 (melanocyte
stimulating hormone, MSH) 4%, 43 BIE AN 8 AT IS RAEME « B2 5284 5 E R T 1 Ei
B, IR T A SR NPY, BEICE AR 1) MSH 20 oz Al i &, Hal
AE IR B VAR S BB A RGBSR AL, BEEARIE I A R8](14 2). s R KT IR
W, Y8R EEE T W R AR, AR TE BRI R T R
WX S A1 JE a7 i) ELBAE ARl S5 & 1 (B (e M D A . IR, 98 3 (i e | VR B I 1
ot 4 e kA A i S5 (stearoyl-CoA desaturase-1, SCD-1) (3G S . #1] SCD-1 )3 5k SCD-1
BRI R AR R B R IDT AR TR, AR E SR, IR0 A MR /N BRUIR D7 2 2B 22 I K
9],

Eiﬂ?ﬁﬁﬂ?ﬁﬂmbﬁ%
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Figure 1. The mechanism of leptin: suppress appetite and reduce
energy intake
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Figure 2. The mechanism of leptin: increasing the energy consumption
and inhibit fat generation
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FCH BRI Bk FE AR 53 X

JEER AT DU AR R 2 i A T AR g5, R RAICIZThRER T M wTIE,
FFiF T B IR AZ A A/ 25 6 AR SER T o (tumor necrosis factor-o, TNF-o) 3k . LA Jak
JEUR A JONE I SN, Y8 BRI BESG N, RO OC B S DR R IE G N, R AR RN . 8 IR A
BF, R o R, ML ML E G . (R, R 3R A TR T LA S Rl JORE e M FE R R FE T
—EMTER

TERFAEAT, R BRI 5 R B & AR Th e, BRI FAEER . XTI =2 1 Bk
T AL, fAE4. a2 0 s R o B A B B A= ol 2 CA TR DT R S A0 5 in, - Bs L AERE s
S G T AR S AR A e R AR FRAE o AR R P ey R IURE A A mT e D 1 7 L =
PLE B R R ReREGR, M ssgin, MeimReE e TR, LR NE M A G T dE . SIak,
WRMSE TRMEAER, FRFEENLE R, HTMENsw, WA EKREE, 4ERFmEARu
BT E.

3. BEZHE

J8 25 5244 (leptin receptor, LR)J& T | RGN A 2K K, |2 oA T AR AR E ZH 41, LR NS R
AR, AN BRI N A SRR . AR IR S5 M E R 7 A KRN, o LR Ak
AL REAIRIANAR =R, 2K P LRa. LRb. LRc. LRd. LRe Al LRf 6 F 2 5214 (1) S AR 1) )2
1 db FE[RIFE 5% 5 B B2 oK

KA LR S HMNESESIX, FESAT TR ReRIAMAEIR Y MaEw, HIEREGFESE
SIhEE. BEMME S SR EE JAK-STAT &%, F1 RN, i U8 P A R (1)
T S R ST 25 )R 1 TR [10]

/N LR 2 894 NSRRI B H i 4>+, NESIESZAR: AN LR H 1165 N2 FEFR ik LA B,
5 /N I 80%I A1 [11] /N B LR ARG — > & P IR S1 I I 2 R & S 1) Box AP AN FF TR Box2
B¥ . Box1 fl Box2 27 /& JAKSs HI45 &0 /1, SR A 0T 7L 38 30 H A BoxL Rl 4t i I (1) 2 18 17 71 %of
T JAKs FJBIE 20 R [12]. R Box2 AN T JAK BER S A EEH, HanS %A Box2 Wi,
X2 RGN STATSs 15 Sl LA RER S .

4, BENESESIRRE
4.1. JAK-STAT 5 =B

JAK-STAT & HAT#HA NN T Lp B 53N EEiRE . LR A G A B S ER A RMEEE 1, En]
T B BCFNEGE JAK BETvE4L STATSs Ms2IlE 55 5.

4.1.1. JAK # STATs

JAK & M i — P B S R S M Sk B B, WA K JAK B SRR . 5 LR 45461 JAK
WA FESE JAKL F1IAK2. WA FREN, E91Lbd i 1A JAK2 #uE[12]. ER T STATS
IR AR T, FEERZ STAT3 25 LR 5 ZI{E 5%, 54h, STAT1. STATS #il STAT6 A
Lp ¥, 1 BAEAFZRA A & AR T STATs 25 Lp 51215543 [13].

4.1.2. JAK/STAT &%

Lp 5 LR 45 & F vl 2k — A IF S EOL 5 JAK [ 7358, {8 JAK 45 & B Z A 244 L JAK
KR RE, HASBHRUA A TR, (EHEAMBEE. HHK JAKs {52 7R A 45 H 8
FOSRE LI R (Tyn) B R B IR AL, ZAKIEIE I Tyr-P 545 EH) STAT 701 1) SH2 S5 KA EAE ], (5%
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RE5G I STAT 40 T IIBR IR AE IR A . T LLIACKH, BERRAL I 32 4R S BERR AL 1K) JAK ¥ 2 SR 25 WK
T MO N B R AL AL ) . STAT 43 FH A5 SH2 A SH3 45 k3, C i — MRS IS IRk 3E, B
RIREIR AT STAT HITEA 73 B2, B JAK BERRALIK) STAT Z3 1wl idid Tyr-P Al SH2 45 k43801 1 7] 54
B TRAR, N SV R TR I R R R B AL A, SRR b e e E
275 TTCCNGGAA 454, B3k e N IRIE, HItMurieEE, W c-fos. c-jun &, MIIKIE
AN [14] 6

JAK F1 STAT fRFFEHRES (B R R BERR 10 IR (8] L, {2 JAK F STAT B8 F/KF A BE
TR R T PR, $RORBEIREERG 7T 825 JAK-STAT 155 # 50K (1 ¢ 41

4.1.3. BEEHET

JAK/STAT {55538 6 vl 4 41 M 5 715 5 3 #ifil (Rl 7-(SOCS-3) Frdilitl . SOCS-3 Al 5 JAK2 454, il
JAK 1) E B BEIR A RS2 AR BRI AL, HEMILAE Dy Lp (55 @B IR 1, wILLS Lp RAFESL, 5lEM A
MIRERE[15]. S —A S s 2 1 R E R A IR RS 1B(PTP1B). PTP1B kR /N R I A Lp AEUK
PESGSR AN STAT3 (B R LR BE R N, S8 /N BRI M4 5 I SRyl [16]. LB PTPLB ] LLHI Lp 155 1tk
o WOEM STAT3 BYE EHMHI 1 (PIAS3) W B 1E /& —Fh JAKISTAT IR 0 HI A7, & v FHITE 1k
(1] STAT3 k5 DNA 454, Xt STATL WITEAEH[17].

4.1.4. £IBIhEE

Lp F 28T JAKISTAT 15 5874 T i K IEH A B DRE. £/ BT ikt STAT3 B H 32510
TEFE. SR SWREAMER T B XSS . Lp 5 LR 445, @il JAK/ISTAT {5 51 #,
PRI HAGE R POMC 2L, N RAIHIER 1 NPY F1 AgRP JE[ARE, IM4ERFHLIARE B AR
WP [18]

Lp 7EMLAREABAS R 4 e i i s STATs Al RIEA R A IhRE . andls] B RZ A KR
(G RS R 7ESNBEAN AR 52 R0 AR FE 40 MR 27 P9 A odad xE STAT3 RIsed i 4 i 1 A= 04 B2
e, 55 STAT3 #EANAMZN, /5 KGF ZE 1R IEFE H A MRS .

4.2. Ras i&&
Lp B 7] i@id Ras i 2171

i

BT,

4.2.1.Ras EH

Ras 25 [ /2 B 2 M B UM (RTK) (5 B4 S48 R i) E 0t , Hyd M 5 456 GTP 5 GDP BL#:AHKE,
HBOE AT RN R M, R AE K24k . Ras 55 GDP 45 & i, 5 GTP 4544 Ras-GTP
N IR AS[19]

4.2.2. Ras i&#&

Lp 5 LR 45418 JAK B 1L, 510 JAK W] 3435 Ras & [, Ji51LH Ras & (4 3t — B0 Raf. Raf
ROH 2 AR 72 R E RS PE, Ras nli@id 5 Raf i N dish & 1i0F Raf R4 S5 A M, (2 1F
Raf 7> F T B — ARG AL Raf ¥ MAPKK BRI A 2 0%  MAPKK X ff MAPK (75-#% ERKSs)
BERR AL IO o TEALI MAPK 3 AL Bk A, BELHEAE FH B 8 Rsk (—P Ser/Thr 25 1 IEE) M40, W0&
BN L R, T 54 KA e R 3 19]. MAPK 34 7] {4 i 5T PLAZ 25 i J53 25 (A B e Ak T A 454
. Bk, JAK BERT/EF T Ras J@ER Y LM B, 2k Ras FEALAT A 7 10 —28 0 B RR 1L AR M
Ras il #% 1) N iE, 1T Ras N F1iEME . X —(5 5 FI@ RN Ras-Raf-MEK-MAPK &%, 28

RE T TIN5 @ R[14].
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4.3. MAPK &£

4.3.1. ERK1/2
AN AME 5 IR (ERK L) ME N B BB (MAPK) IR IS 01, A 22 5B 75 S R a1, W0
JE TS AR AN RIS SR A5 S i .

4.3.2. MAPK i&1&

Lp 5K LR 454 )5 7l LLSUE ERKL/2 /v 35 5. Lp 5% LR H1[1) Tyr985 5 JAK Z5& M
WERRAY,, 57 2R I X S PR R IR 19 (SHP-2) 32 Jik i Pl ZA IR A BE R AL LS, S5 E N2+ Grb-2 HH4E &, TRfk
FUFIME S T MEKL, B3 ) MEKL B FR L ERKL/2 Ji5 fif HWs , B 24 5 20k 5 1 $E 35 (R 4 c-fos BX egr-1
(R IE 3G 58 [20]

FATF K, SHP-2 Alfe i 5 —F i N3 ERKL/2 {5501, 5 Tyr9ss Jook, HH i)
LR nIRER EEHPEA, (H RS S L] v AR B [21].

4.4, EebigEER

441 BEEKRBNESER

Lp AE% G 07 8 A T, 00 G I 400 B P o O RO R s T AL 2 AR 3R . Lp REBB LS
AMPK [ EAAE, il B WL (RS CoA BRALBF(ACC) vE 1, Iig g iR 1 44k . AMPK i& AT B 1R
1 ACC 119 53— AL ACC-B, FNHI L AEME 1, B8 i A B 0L 7 g P 06 8, 386 5 i 107 1 PR S A A T [22]
Lp B REiEI o B FIRRAERGUERIER, S1RARBUE QLR ) A= P25 R o

ARG, Lp BEWsiE it STAT3 % PPARa, 5 SkHE CoA LA K CTP-1 %Ki, SEUE
Wi E A E 58, (RS LR M4, X5 5@ ARIEM[23]. Lp iR Huia xR 08
AN R B, (BIHLE] AT 2 .

442 Lp EEE5RRRFSEROZEER

Lp mldd 5 R 8 25 5 RBH LS 50 T EAEH, Z25REBRESRFESIESEL. R
K, Lp A8 5L 15 2R 00 A SRR A IRS-1 BRI K T B BB S S, EHSER
AR K 2 AR KIS B Sl K 2 [RAEAE —A> “positive cross talk” o 8 & a] @i 0% P1-3K A2 HEALAH )
1 ] B B S R LA o

ORI TR B, Lp AT I8 A F T 10 A5 5 1 i@ % b — 28 (5 55 5 R 741 IRS-1.1RS-2.PI-3K
MAPK %, WFTES RATE SRR REL, XEHAEREWER SR RESHFEKZ MG
AR AHEAE I [24]

5. FWMANHIR AT BEEEL
5.1 ERZHRESERIRM

TE [E AN KB RSS2 i C 2T, B R P B (db/db) 98 25 52 1k 5L R 98 A8 g 5 308 S 4K B[ 25] [26].
db/db /NER OB-R M X AT N R AEBMZEHRL T, H G AR T, /A —Fi7% 1 OB-R mRNA,
LRI ERNN OB-R AN EE, B LSHRES, HARKESEERAN, SRR AN
T HnRe B FERBRARA TR E IR, RURAE T RIKHU[25]. 75— MBNBEH AR R I 35 52 AR ik ]
RAL o (EJH FZARBE R RAZ B, TR R R IA 198 32 32 AR AR 22 7 )i 524 130 x 103, B& T4
I E 831 N EIR TR L M N IS 3 AR MM X, FTRE AR T R BEAN[27] o IX P S2 A4 S8 AT B PN IX RIS JIEE X
B WM T 5 R IEE RS, TR —FEEENE S, T i B 2K

©
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B, SECERIEW ARG, TS EULR.

RTERZHGEEAGT, AAESRER S — W nie: R E N2 S AR TE A
NERE ISR, T I 3R S AR DR R0E T IR AT e R AR IR PUR A 2 — o Il I SEER e, N LK ob-Rb
RILKT B, ATEOR LS MG 5 SRR R KRE . BEARIE . RIS R AT
WAER, EARFRABI.

5.2. ER¥EESERER

P8 S A B AT VAN T e A2 R B HSPUR AR I — L o 8 3R A2 A LE L s £ T 40 1N R AR ik 4% A
R BURIEE R, ke M3 S AR 598 3 ALK B I K 518 (28], AH 4 2R 8 2 /K P s, i
B ERK PTG 2 RIEW, UKL M K512 KRG B A TR,

P 3% i @ 3 I 5 5 TT B B OB-Ra WA SZ AR A3, 5 3 1E LA B ity FE R0k, 8 RIS RG2S
BT OB-Ra B2 AR IIZRIB BTN REIRTS FE, EAF/ES . Halaas S [29]8F 50 LI, REE5 T 0UACRE(diet
induced obesity, DIO) A = & MUGE, XF 7MEMEE 2= A EUK, I 1) OB-Ra mRNA FikHgn. H
El-Haschimi 25£[30]#1 & 3, DIO i OB-Ra mRNA [ AT B BA48 4.

JEFER Koletsky § i &5 JLF-#:4 OB-R mRNA,  H A/ i 5288 2 LU AR A8 SR, X W8 K
(10 5 AP S A7 38 3 52 AR /KT TR 198 3R AN MLV 02 B A i LR - AR Koletsky BRI K
R SE R, RUPERGE S 2RSS FIENE R, R, XRIREA GRS OE =K
Fhim B 5 K KIALT 58 K7 ] B I 15 598 3 A2 A sk — Sl M AL S AR A
(ALERGIAPY, I o o ) 8 3% 52 A B = W] R B MR (1 R IS B, RAE R ERHLPT. R L E R S
Foyd ZARPUWL S B F) T /R £ 5%k, Rahmouni 25 [311 A1 LART BT 7T [32] & B, I AKX 5. (Agouti 5 ) I ANk
Z A RIS B ThREVERG IS R G0, H R B A I s A v S 0] B R R T R

AL, RIS R AR TR v g G i A e R R 5 2 s & A s G, ks
98 F S B

53 ERESHISERRR

5.3.1. B4R 1 SZHEERF

P8 e LR T AL AR, SEUA AR/ & 1 (interleukin-1, L-1)3Z2 /& 541 71)(L-1 receptor antagonist,
L-1Ra) I IE M AP WA . BFFE R B0, AEREZ M L-1Ra /K-F KIETF e, I H 5 i 8 20K 7 R 1R M.
Luheshi Z5[33]AIBFFE B, I o B s AMIN AT — L2 15 & AR 00, L-1Ra g HEEH X s & e,
e . HRE M AEERR AR BT L1, =WES L-1Ra J&, 3 R sl e/ H
AR T S 1 F 9855 T 60%LL o fHT L-1Ra GEA e M i ifn fi 57 e[ 34], 24137 L-1Ra /KFF i,
L-1Ra 7Ey& KL lE A T i B K, RS R A . Wik, #RFEFH L-1Ra
SRR TS L1 IR A IR R, IR LTS L-1Ra K TP EETF A B PR R R L,
SO e R o A3 2 HE AT EL A o i ) S PR ARG A [35]

5.3.2. #FaEFESHMHIF 3

YHH R 715 S 40417 3 (suppressor of cytokine signaling-3, SOCS-3)AEtEHE A FIEH . &Y
OB-R 4G5, WMME RS R 2R AT RIRR R4k, Ui, S8 ES2 0 P X BRI JAK 2 A H
HEIT, MIEBERRAL G 0t — ik, TSI JAK BSZ BRI . 05 1) JAK %R R GEE  5 5 5 S
S I0% ] 1 (signal transducing activator of transcription, STAT) I (B S FR vk JE i A= BB AL S B, AR AL
() STAT JERL R AA, 3 NZHMIARZ NS BRI 55 . SOCS-3 L& H —A> SH2 45kt Al—A> SOCS i,

O,
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SH2 fit 5 JAK H H FB AR A BRI L &, W JAK B SRR RRICIER, 1 JAK 8 F A REH
WO BRI JAK BE IR, LA REA 215 515146 [36].

N R AN A A R SOCS-3 AKP T i o] REAE A RIS E . . AR
o\ AR IIHI T BRI E F: AT L-6 Al— S 41 41 HAB 40 X 7 #RAE 15 5 SOCS3 mRNA ik
HEJEE T i) SOCS-3 JKFHUE AR E# wr, 1 A B o & AR Bl — LR IR AR 715 5
SOCS-3 MRNA FIEINFTEL, " Ffili SOCS-3 T e W il 8 2 2 A S M5 S A%, AT S 2P X i
R, MR 5 SRS E 412 SOCS-3 mRNA AN 2= S Foh & v £ 3841

Dunn ££[37]3#5 iR 4MRE6 & L, OCS3™ /MR (4l T SOCS3™ /N AN AEA7 1) [38] A1 7T SOCS3 4
SRR PR B/ B [301 e #l 2 Iy STAT3 BERR AL I, I8 S HUR VRGN . X LK BI7E SOCS3 Bk = 514
o, R BRI B N5E; SOCS3 A AP — M, (55 EEEAA/ESR SOCS3 A1 T IR It
i, EFE L ob-Rb yE T AL STATI 555 MM EEN T TR IIRE, NAERFSE 205
I 75 SOCS3 FRIA K 154 ob-Rb 5 5% 5, Mifi 5|2 AEHE )L & Hs Z AP H I . Dunn 55[37]
[F I %3 SOCS3 X MAPK/ERK 15 5 il i A7 S it dl il A/ H « SOCS3 X % 38 s 1 1 47 2 Jl ik 45 &
ob-Rb-Tyrl 138 SkSZHLK). H4h, Steinberg ZE[40]1 & F, FEANM T8 UI4HHE + SOCS3 o] LAFNH]E &% 5
(17 AMP 38 skl AMPK {558 B 1074k, AT 5] 28 Z AL

Fuentes 25 [41]5%F B B3 40 B UL () 988 2532 4K . SOCS-3 R £k . JAK-2 Kl szt it — B #fil 1 1%
WS AT .

5.3.3. ZEEMESELTEESES 1B (protein tyrosine phosphatase 1B, PTP1B)

K G R ARG, ORI K Janus SEE(JAK)/STAT i@, 12 FhIk REALER TS, fHifhe
JRY PR D, BoEE AR R AR, RERTHRERIIN, JRAENLAR NG I R R4 R R T A .
FORI, MFEFKF5ANE BM | & IR K2 EAOMEE AR S 2 MU, $om 0 P ol A7 76 8
FHPT. PTPIB 7E KB T ey 2 B4 e IR AL X KA. 1) PTPLB Al X JAK2 [ £ A 1EH 51
LI FAPL[42] . PTP1B Z: [R5 Bi /N BB 32 S AR LU B R B%, 8 R BURMEIG 5, S RN 310 T K STAT3
P A TR B RR A A 38 [43]. 2) PTP1B 3= B2 J8 e 78 i 8 i /E F R 44 o &= S IR i =, 1 ELA % PTP1B
TN A0 R 2R R A, AR ER IR A R DG AR FH [44]

White %5 [44] A Fi 4 th, PTPLB S it i 41 i A 198 3245 5 % 3 i S 808 =i . PTPIB 7£
06 RS 57 i R0 A 5 v Il 5 2RI 3 G 5 R R HR B I L

5.3.4. Hit

SOCS-3 LASM H A 4H M X 11 n] GE 2 598 345 S5 16 10 FUR ISR Y, 51 RS &t 40155
JFHIA SOCS & TR — Wk, i 5 S&@E K — Mo, HEASIAK BEEEE,
Sl IR STAT A SN AL, 6] STAT R SHSIE/EH, i ihHE £ 24N SHES
fEid. HbAh, VLI STAT-3 & HMHIFI(P IAS-3)Be4Mi] STAT-3 HiE %, FHiE STAT-3 5 DNA 454,
AT SEL BT 98 2% P AR P 2 8, R R AR BRURT IR BB R i PIAS-3 mRNA [ERIA TG B 1 2 57,
PIAS-3 2 SEE RINPI R A RIEH, 1 EfedE— B,

6. RE

HAT, HRIMIURERPLEDE B B Y, (OO RIS SR 2 AR R, HRE
S M ARG BB SRR AR, AT S A B . (EE IR TR AL, T IR R LA
RIBE T B RIS, NSO T EHE A RA T RERI A R, Mg BT fe fit 7 8 5 3%



98 FRIT 1 R T JR AR 2 e S

Bl BHEEFAICE BT REEE ZHPU0 7%, ORI E n-3 2 MDA Z NPT R
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