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BRIAERND FGIHRRER

R 8 SR KXIES &R
RERARA (R E) SIHFEAHE 20 F 8 2 (A5 B # (K

OCHE, NEE Rl WA RE R R DRSS . 3T 10 AR, X
TR SR R TE Y A JEAL ] A RT 5T, J0 AR R SR

Ae RTG53 TR S B T BT 5T A T H Rt
JEo IEH AN RBEEREMEEEHFER A2, ATk
HAERT AN TR E X R i T LA AATE 2 A i A 3R 3T
RO AP EERE BB R ARREE
T B 2R TR AN BRI i 45 it S e IR AR S RS MR ER
FIR S BE IR R T M BRI AL 7P, a5k
T A KR Tl (rewarding center ), f27E £ 441

TR S EERTE RUFR S M 280 5 a2 Uit AMEIESR T, B
B3R BN RS AR L AR Y s sha b LR '
B B R S T ALK R TR R AR B AR L B ot A
PR TR AN T IR A TS 86 T HIE S E M
ZERR, T P S B FIRE AR AR SCRLIE Ao XS T o
W TTE S W% SHEREREHE S S MR EE
£ A R AL S AR NE ST i #2 bR (I 1) B 58
BEIRHEATERIR

1 AR ERSE TG
L1 PRt E R A T RfERS ey
e T TR FE FEH BRI 040 T LKiE
PNIA% (ventromedial nucleus, VMH ) 1] 5| A2 34 445 £ 8 i1 .
RERE WHAREI /D AT S AR s 4545 T LA 1A% (lateral
hypothalamic nucleus, LHA) A3 /8 & K F R, 1278
VMH " R84 “Mf K" 7778, LHA "I R “B& T X" 77
7E o SEAERITT G U E IR SRS A M ARG S
&1 BRI Re IR A
T R SR8 (ARC) Xt T4 4 F il 8 50 5 5K

?rﬂﬂ"EFFJo ARC AR 2B & RBHLEERRENEFES

FUARE R P At b G 0 E 5% 4% (periventrical
nucleus, PVN) [ F [CHGE N A% ( dorsomedial hypothalamic
nucleus, DMH) Fl LHA/ S [ Jil il T Ffiki (perifornical area,
PFA ) (LHA/PFA) 4532 ARC AR 2Bk Y/ BUZE 4 ik
(NPY/AgRP) I POMC/CART i 22 JC58 b 4% 5, bR ERA7

EESM WIIEEGREILEER S ,310003
BEHEE BIEF ,E-mail:zhaozy@ zju. edu. cn

A7 pb it B &7 5 M &7t 15 2 0 FTRiX
SEEFIA I B 5 R (8 1),

F'| A ]|1,\

.t..;kl‘ H /'

L5 |}
B1 TERSESEXNSEuEHEIE"]
i ARC: SR A% s PVN B 554% s VMH: F i B A% ; DMH: F |+
FEEF PR AZ s PRA - S [ JB LT i s THA . F Fo i #0427 s NPY 5 i
ZBK Y5 AgRP: Il B3 19 AH 2 K 5 o-MSH : £ 2 {7, 2 ; CART: cocaine-
and amphetamine-regulated transcrit ; CRH: {28 [ IR 2= i E &
8 EE s TRH: f@ FIR AR 38 BRI 3R s MCH: B 5 3% g 45 %5
Orexin: B A s BDNF : i A M 42E FR I T s ME : [E i

1.1.1 ARC  ARC # i B F 77 B9 1E T B2 & (median
eminence , ME ) 432 #h i (1 B £ AU F #5715 5, ME R 22 1
T B o — 26 BRI, 0 Y JOROFIRE o i 4R 2 AR IR
1(GLP-1 ) DU AL 67 o 1 A 5 e, T o) — 2645 5 40
1 2 Cleptin) FE 5 3 45 LU AL H7 L i i 57 f , D50k
Eﬂﬂﬁﬁl‘ﬁﬁ%ﬁ%%ﬁl‘ﬂﬁ‘éﬁﬁi% &S s SR AT R
Mo ARC PT84 22 5T s — B8 3 3235 POMC (pre-
opiomelanocortin } I CART ( cocaine-and amphetamine-
regulated transcrit) 1 # B, 55 — B NPY F0 AgRP 19
FILRBSE R

1.1.2  NPY NPY BfirhfF & m i 258 iz —.
T ILRN T NPY B4 S 57 4R 25 F B £ 4 v R S50 3y
R EARE . = EN T FE NPY mRNA %5450 NPY
FEmg ., E 5o ARC 2 [k NPY ik F 20
ir. ARC NPY MZ it ST EI R PYN, 345 ga s 2
R R N IEST NPY f/F 3] PVN BB & A B0



.- 56 -

2 REERE, TR ST NPY R T HINE RSN, T
RBEETHFE S5 G G I RERE 30 ] 52 BRI 2 3 3 B 1
PV DR Sl 35 50 3 0 M 55 35 T AR B BB RAOK T

B NPY % iiE B 2 7 B 698 HE £ BRRY 15 5, SR T
NPY EREZ /MNRBERETIESWEE RN, FES
ER BRI AR HIF AT RE R LR AETE 8 5
T EBREARAZ AL A0 A 38 3 8k B9 15 538 B% L 20 AgRP
wiE. ANFERRefEst b R o0 kP FER AR S a8k
(17 5 S IR Xt NPY 2R A F 03 A AT 0 L
PR E .

JE % Bk & % (pancreatic polypeptide famly, PPY ) 4 35
NPY , Z ki Z YY (peptide YY, PYY ) F1JiE £ Bk ( pancreatic
polypeptide, PP) , SEEIR G B FRERZ IR G 5, Z K0 Al
ZHRY, Y, Y, Y, Y YT kT AR Y, 2
W e/ DRSBTS B Y 2K, FE R R R K 2830
IR R R AW E] Y 32 IR AR Y, .Y, Y, Y
ZARA 2 NPY B EEEN . 3F H VBRGNS iR
NN T HH Y, 2R CERT R B, Y, %
REE /NS NPY B B 5 . SA1 . A s
P Y S 32 1A P 7 24 A A UK T 7 ok K A S B AR
FHol B AN KR Y, Z R R R T
'SV AR B A DN B 4R R BT () O R
T e 0 2 J BN B M B B o Y 24K 52 SCSE M R v T
J5 10 h pYRIYE/> NPY 5 PP i S48 & o4 fr i (AR B
BEMWED, R Y, RN NPY [ 5 7] Be = 1E 748
BRI REMN A ZIERAABEER I &, NPY 3§ S F12E
BESHERTHE Y, ZHREEIFIHELY, SRR E R/
R NPY S a2 A AU A BRI, R, 5 Y, 20k
—HELARC B Y, ZRS0E 4040 Fl mRNA 7E 25 grad TR,
BES5 Y, ZEFEFE NPY F BRI B K. 1278 Y, Z{F
AN SR Y, 2R Z 0/ R IFE N IR RE, 2% M
HEHAMER, ZH Y ZEERmEEEHEmMIEEE.
SEAMET Y, BT Y, Z 0k B A shimH NPY w2 mrorEm
Y, 3% (A 5 R B I BRL A [) T AR ) 22 B R 4 B B T A R
IFBERE . R IIET Y, 2R NPY 257 HO AT 53 4R 18 L PP
X F Y, AR R R/ B PN i AT PP Y AT R A R
=
1.1.3 BEFERG BEFEREOERE ERER
B AR ZE 42 (MSHs) , 2 POMC (9ZL% =), 18
A BB R ZERRGEEEEM . POMC (335K F
K MHLIR RO RERDIRAS  BE B 25 T leptin A {3 POMC mRNA
FIAFEAE IR HEE 6 h 5 POMC F3AE ', POMC %
B 5848 8 POMC R F= 470 G 8 T i 57 o & SR R
FE VB E IR D RER 4 IR R R . X/ RO AT 5k B
POMC [T — 8 T Bk gt B DA B 5 IR B R R
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BR R Z -3 (MC,R) FiB j7 iR & k4 (MC,R ) 51
AT T el 5 g & A Faf O 2 ——ARC . VMH 1
PVN, MC,R #HRETA/EHC W, W5 28304 MC,R Er
ZESEPTEMER, fE ANEEIEH MC,R A5 1% ~
6% 1) PR EME R ARG, M MC,R 284051
BMENRRER A S MC,R (T BE 4 S B Al v
£ MC, R #Bh 0T 48 & To/EH L MC, R R Z MUK E 3Rk
RN . B MGEE MC,R FI MC,R ¥ 88X AL 87
7= A R o

MC, R/MC, R #5571 AgRP 8] fif MC, R = 9/ 48
BN XTT MC,R 8RZ /N, 6 IEF IRE I B T &
{BHERE =30, LI A RE T B AL & B R RIEE T2k,
MC, R 82 /0y B DA 5 g el hf (i HL A4 o4 B iy i A7 3
Mo AZE MC,R 28 W T A

MC,R/MC,R EEM M EMHEAZRBEOE (o
MSH) ,a-MSH 7¢ ARC (MUFR A IR L. WINENEA T
MC,R B RIBT 6 3% 6, 45 T 2% S M4 P10 Al 2 B AHE
Bo BT XHEEMMEH, «-MSH H 5 PR AR 2 735, 5 m
REEEVHFE, A I I 8 SEUHE | B A0 b & 1 B FIAR g i 41
PR RATAE
1.1.4  AgRP  JiIF Cagout mouse ) iBRE 5507, B H G
HIEE FRRII R Mo RIBRUEE M2 o-MSH DU BB iR R 52
T (MCR) Z= 45401 AR A MC, R S35 8y
ik AT T LW MC,R & SEUBM. BREE WA E
SRR L (B RIE K AgRP 78 ARC BN EBH & 7T
Fiko AgRP 2 MC,R Fil MC, R & sk B 5007, 25 & pd
AgRP mRNA FRIABENN, AgRP 49 C 35 BEREBH KT «-MSH 11
IREAEH, AT IR IR A, AgRP 555 MR A IC e,
HEEBEALZ, K AgRP AN E MC,R. AZE AgRP EH
A SR E MBI EMFIRE ¢ WME NS AgRP 5
AgRP(83-132) R ffi s fin VR AT 445 1 J8 L IESE AgRP
BRI ERIEN . KRS EH#EE 6 h J5 NPY mRNA
FILPEAL, SR AgRP A {ARem AT IR T BE T E
WL, AgRP XBEEREE AR R E ZHFE S &%,
KA AgRP G2 4 751 R HE B AR I v 0 TR IR R R
WS (TRH) WA 20 i B I kere

AgRP FI NPY $1258 75 J1 4R #f & 8K 53 F, 90% [A]
JFEFINT ARC #2270, NPY A id ARC 19 Y, (k441
POMC 31225511, Jilik ARC g NPY/AgRP ¥ 42 507 7= 4
FRF AR R, EALH AT RSB EE PVN () NPY
ZRBGE ARC 19 Y, Z K906 B iR R FiE i PVN
i AgRP X} MC,R/MC, R /EH 354, 28T, CIEFH NPY/
AgRP F R m% /N W IF oI B A3 B D FR B RS, T I
il 55 RE L2 AR F 2% (A VMH) = AgRP, R/ 7E
B HALE AR BT g e
1.1.5 CART CART 5 «-MSH [&JE#;:5F ARC,LHA I
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PVN 7] I 335 CART MUt &0, YU s ARC i) CART
mRNA ik & 8 . SRIMT. 25 leptin 3 [ @ B [ AR B
(oh)/ob) NEAME 4T leptin 7] §:30 CART mRNA 3234
AN, KU N R ST CART MBS 4B e B, 42
CART R AE R I 7 rh A TR 5 A — 30200 R R P
4 CART(1-102) #1 CART(82-103 ) 3 1 IE % 1R & LA J%
NPY S it KB SBRH TR

1.1.6 PVN PVN#4 NPY AgRP P J7 [ 5 25 (5 2 FI A
R HC A R 2 4 ARC IR 4% (INTS) 35 55545 38 3 1) HoA 5
S PVN X5 248 £ X HY ki AR 4 E (CCK) |
PYY .ghrerin 88 #X % (orexin ) f1 GLP-1 & FE &%, PVN
B ST B R o 2 s N AR B R B 9 AT ]
NPY 7% 5 H B Ak FE 5% 40 2 . PVN 7 41 28 B o R 4B PG
SEER AR AN, PVN B i 540 O R 4 22 BkonT B
it AMP #E F A1 ES (AMPK) £ 3 {5 5. AMPK Sy R IE
ZBIKL B oL (ERIE AL ) (BRI y- S EAE (T I
BN HM . FEEIRERIEF U leptin B 5 2 i MT-11
(MC,R /MC, R 3 ah#)) %] ARC 1 PVN ) o, AMPK (175
P, TR 2E B AR BT AgRP MBS o, AMPK. PVN ft
AMPK 7K 3N S EGE B3N, o, AMPK JE 0] BE 32 MC, R
WO L B 7E MC,R B R dlr/ b R SR R R A E 5
S FRBESS IR o, AMPK (375 4]

PVN V55 B8R & 10 J3 3h T Hofil 1 22 9 40 W0 R 5
ARC 1 NPY/AgRP F1RB 7 T £ (5 5% 4F PVN, #{#% H TRH
W20, AT TRH B E7E PVN ig3kik. MK, a-MSH
RO ST ELR B T TRH B4R FLL 3B 125 & BT 20 TRH 91
o NPY #2453 PVN 55 0] /6 H FAR S b 1R B2 ik
% (CRH) ¥ 2TT ATT R m e 1
1.1.7 DMH DMH 54$ ARC = Ah#h £ 4% 2 [ A7 4%
IIZ B 2 L ARC f) NPY/AgRP 3 2 08 45 ) DMH™ .
DMH mJ8Eh B H B A 17 5 R ThEE. B & B DMH /Y o-
MSH [H#: RO 22748 5 NPY P2 mdE R i . KRELK
25 5 R T B R AU RENS DMH t NPY sgZkis™ .
1.1.8 LHA/PFA LHA/PFA i35 —H(ZS M1 &%
SEpR b7 PFA B9 NPY 3% S & /E H HL 76 PVN 38 8%
LHA/PFA & 7 F ik B € K 4 % £ £ (melanin-
concentrating hormone, MCH ) ¥ 2270, 25 £ 5 LHA/PFA 1y
MCH mRNA FIkBEH0, K BN E N R E 4T MCH &
B REOTEEARRE 1 MCH-1 Z R3S HRI B R, K
MG SR E T, 1B 5k MCH Btk nofs 2 A
ANELFR B B8 I & JR R 1] O AR B T MCH 2 (] B2k
N B A TR TR 9 R BE BT ARG A, R HL ARC
POMC 1M leptin ¥ & F & 4RI, leptin Bk = 47 ob/ob /]
B MCH B[R]tk e /N BB Z 38, i {4 A S 02 AR
W L b ik % S48 R MCH W] REAE Il T leptin £l
POMC [ F IR o
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Orexin A FIl B J& i3 & 5K % [ ( propre-orexin } { 7= 4] ,
7 LHA/PFA 1K B 4% (zona incerta ) P TN A K, A2 R
orexin BIHHZTCRIA B MCH (32 TEAR R o Orexin B2
TCIB I TIE A T B R £ A PYN ARG (NTS Al
HEMETEMIZ s FREH. VMH 1 orexin-1 SZ2{k 3
MR X orexin A SEFI TR & L T orexin2 32 K F#EHGA
7F PVN, Y] orexin A FI orexin B B ELZEF1 F7 . 2R Al {14
AR mRNA FaAH AR I TR e S eTE st
LR, Orexin A XA W E M MBEEFE R 2
s fH orexin B AR o SATH . HE— 2 AORF 5T 4 BR orexin
A BASHAREERN, H 24 hBES8EIF AW, M
FLC I 24T orexin A IR AE RN,

Orexin f2Z T 2] 530 B E B 7 MR E G
4700 Orexin ZER & /D FOE A ZEVERM NPT . YLK
RET ,orexin AIREN- SR BEAI B RN LB RETT .

Orexin ITAE B R R R A L E T R/EH. O B
FAiE & IR AT 235 orexin FT leptin T 5% {19 orexin $f 2
TE. T2 I IS ). Orexin 10, T 5 F5AE . 0 4
HO P2 IR SN2 T orexin T FHE BE™

LHA 175 K& i) NPY . AgRP F1 o-MSH #i 22 K4, 5
MCH 4l JE 1 orexin 4% HE . T2 R 5L orexin L [R]
Aftie 3k NPY Fl leptin Z 1K M AERE & AEMTE 21 &
ZRERGESHES E LHA TR E MR & TR,
HHFIEH orexin P4 T AL BT, (I MLHEFE orexin
¥ T ¢-FOS FIAH orexin mRNA pyFissg ™1,
SHEFREZAAE T & A bi & a0 VMH FI ARG,
VMH F1 ARC (¥ (&8 450435 NPY

MCH F1 orexin #f1 £ 50X} T-RE &= 11 52 & #EVE FH B HLHI
MRS, B O AR N IR 5
SR UL FRGE T Bh AL R B R
1.1.9 VMH B3 E% VMH 7835 e 2R F 4 %
FEAE L AU VMH 15745 S 805 & B B, VMH 352 ARC
B NPY \AgRP #1 POMC 42 Ui 22 3% 47, F 58 T
P L i 22 4% 40 DMH, S8 5 BR80T 20 B T 3R 6z a0 NTS. ik
B SICAERE 525304 VMH i NPY 3K MC,R &3k
AP T AR S SE B O M 28 35 T (brain-
derived neutrophic factor, BDNF )£ VMH 155 Bf 3235, 25 &
3 P 2 A B B R L 3752 BB R a1 . VMH
B BDNF 3% {k A5k BDNF {55855 0 /N R B 4 B4
L AR, B, VMH B BDNF #2250 0] BEA B 55 —
NS R RGO B AR E (R 558 BRI T liE IR
o
L2 T FEMFNTEELST ZHEEMKER,
HE NTS. BTk TR0 F T00 (5 S8 BHE 32, oA Bt
REE I E AT R EAEH . 2T ARC,NTS f#5I1 & %
FEEJT X (area postrema ) , 1 Ab I 15 57 12 R 52 4%, {H 52 0T i
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%o ICRENTS RIE3Z5E B Bl k£ M2 5 T REAR 1
WU B A1 TR E B (4 leptin, JBE 5 2 FIE B 2 45 0
NTS &5 KB NPY 554500 40 5% Y, F1 Y, 21K . NPY %3k
PSR B 30, NTS |1y NPY 2 nae fl # 47%) PVN. NTS iF
TEE B R 250 K BUNTS 45 POMC, A 2N 75 2
B4 B POMC 3B a4 T CCK AT 3#0E POMC #z ™ .
MC, R H7F7E T NTS. 4 4 K% 1 47 MC,R/MC, R #h 7 m]
W R AR S R
1.3 R 538 (rewarding pathways)  FTE By "%
B AR R LA R TReE MR, HE
B3 (rewarding effect ) 37 BB 470K 45 A S0, £ 4 HO A
OREFEVURINFIR S RS0, RE0E SRR E
T MBS RS HIME M. 26 SRR B T Ik
Z T Ak R /D B IS 4 T S RS 0L B Y
A% By X B AR T 5 77 2 AR A T S R Ve FH B 2k
FIRIELH AT LR TS L B AR A
NZEST R AT O (R R 2 WA LR

ZM AR SR EFROERTT . TIRMEZ RS
LU S X I I E S DA D, IR A S e
ik R B IR B0/ BB 2 2 10 B R 2 T BT
MR o 7R 2 W el R (RIA )T BRI IR e A% Ak
I 2 M B B R 0 TR B2 % T O B

TR RA BB B B — 5. R RURAZ P TR
S B 22 1 R S A O S T O e R o
W NG WT A AR L AT LB - % b4 470700 7 LA
(T SRS EL At 7T P AR A R A AN B L -
T TR (GABA) ¥ & 04K A% 1 LHA Ui Bk 2 m] Al st
LHA M2 mEiml A S5 R3E &, LHA i) MCH ¥ £
AT RERIR B (5 5 Bl IR AR T 540 L (R SR AR A% A MCH 214

HADZE e AT T8 ik P U KRR 2 DA R 595 e (5-
HT) A S R 50t 7T 8 3 %2 9% (o] S 4 ) £ Ak B R 2
#lo TR IR R R B CB, FREL R B R,
CB,Z{EE T CART MCH FI orexin 3 {57, Teptin filt25 i1y
SRR leptin J /R0 T I0 006 P4 B KRR 2K B &
X1, OB, 32T AE R TS I 448 A T TG W 4 e 1A
BAMAS WG R CB, 2 isH ) T A Rk 36 45 5 5 7% B
TR AR BRI . S-HT @3 5-HT Sk HiEH m T
ARC R R R IESEm™ .

2 RBEmERININEES SRERAERTIE

1994 4F, Zhang 4571 1] J 52 {37 5% B ¥ 1%
C57BL/6] ob/ob /NEUEE 6 S B B EBLT ob B4R,
FRIEHFERE ARy AR R AFIRK LAY ob B FEWARAE BRI # R
fTIERE  FFIESE T ob ZERFIAF=HH leptin, 28 My 40T 73
WA — R R ZEER AR R R 167 M EERA R E N
B AL B R H T H 21 DMERB AR N

2.1 leptin
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Wi 5 KL TE A 146 SRR 7R R0 i A leptin,
RN 43 B 16 000 AYAERERIL 2K, R & N iRk
AP ERER G KB E AW ERER S 50T
THRARAE R B TR DU R A T ML B
BB (RIS S PRI Py A sl e

FEPR (db ) B K 4 hD leptin 321K . Leptin 32 (K Jy SR
FEZE 11, J3 40 B B 1 32 R % , IR AS TR) mRINA B9 42 1 1
JG AT leptin Z A3 3 B K B (ob-Rb ) 45 B R0 43 3%
Bl KB leptin XF B AEAr 0%, Z A4 E A X85
JAK (Janus kinase ) FI STAT3 (signal transducer and activators
of transcription 3) 54 s AT 45 & 56 155, JAK/STAT3 %
123 SOSC-3 (suppressors of cytokine signalling-3 ) 3535,
1L Teptin 388 12076 A58 42 175 5k 1A S5 6 L A1 Teptin 388 38 10 i
it I BE A K (5% 12 25052 leptin /E F FHE B0 00 F 2285
R# . 47 leptin ZIKV]BETE leptin 325 b 1M il 5 B 4% 42 1
EAEH o Leptin 2R IARA R SHEA T leptin 254, A
A

HATHBT 2 %0 leptin HAG T2 AR 222000
B AR R PR AR B AR 3 0 RE B TR A T IR R
W25 B4 16 A EOIRAS B L leptin mRNA 3K ZMH L M
leptin 7K B, LA AT AR & — F2 50038 17 S I 2 A B 38
Frim b TR TR LMATE R B A 1R R
[ leptin 7K AT BEVE N “YUR” 15 5 16 A Ko Leptin X
(RAEFIA R IR 7E7E — D RIR ARG, SR R HE E 3
B I leptin 7K ST+ 57 AR T CC T AC 983 v b4 438 2 ol
A BERTHFERE N 22 AL ENE Z BT, fil leptin 7K
SRR /D L A o oA AT AR R A R RTRE A T AR A o
Leptin 75 0 GEVE R AS I -1 5 P9 0 il O — 3B 70 . B 5 IR S
Fr AT o Ak, leptin W IR IE B AT DIRE, SR E AL
B leptin A] PR3 MM ob/ob BET4 T 77, MM ob/ob B R
AT ER BHEAEREFBEE RN, HEYA
leptin J4¥7 BRENBZR A B Ah, B ATk G HA T /1.

ARAT 6. leptin 2334 FE R % 45 AR T Ob-
Rb 7776 T F [LW, St H 2 ARC.VMH .DMH f1 LHA™',
Ob-Rb mRNA 7E ARC fi§ NPY/AgRP #1 POMC/CART # 22
TT 323k, Leptin 1 #] NPY/AgRP # 42 5T, ¥ 35 POMC/
CART #2557 45T MC, R 5 H0H AT 55 leptin 91K
RN, BB RREEEENT lepin (FEEEMN
#AE, POMC HZTTHRZ leptin (55 H/N B KF N
SRR leptin 38057, 1B LT Bl 58 4562 ob-Rb 4
/NRPEEE S, F2HH POMC Xt leptin {5 5% % BAR B E(H AL
E @ '@, PYN,LHA . VMH 1 {1 ¥ 37 X ( medial
preoptic area ) A fEt 2 leptin HHAE FHFBAL, B N 76 Lk
KT ZBL ob-Rb, E AR R T Fo Ml ff 4% leptin A1E
I, ARC PVN F1 VMH it Bf 323K leptin SBUE 6/,
T A IR X B i 2 A A B 2 o 5 ARC
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#AIR]LNTS HA ob-Rb, leptin {14 B K2 4 = &R
HEEUE > SRR NS SRR ST leptin AT I NTS
AT Ao

Teptin FEAE T 4IAE RN ob ZL R A F=H) , KR ob ZE A %
AFATE M Teptin Y /b S 20 & M BUIE L 14T leptin A PR
o [FFE, AZE ob BN W ERINN leptin 18> AT F 2
T EE (O AT JHE A R D BEIBR | leptin JAY7 AT 0HE 73 R 4 15
FBE

SR, 7 —SemG G 2 e R SR RE S I A 4B B R 3L
HIAERES T, BSRNE N 280 leptin mRNA F3A88m, (H
1M leptin 7K AT SR 5, 150 B3 LE B 1A P X leptin (14 527 96K
S5aLTC R R, X PG RN leptin FEPT, TR HH ob HFE FRIL
(9T WP AR rE R AR AEAE Teptin HEHT
G MEREE HNL 5% Sy ob FE LR leptin L2, KE
OB T RIS ob AR, Ml leptin 1M 58 154
N leptin 3697 T0R, L, HE leptin HEHTEL G2 76 A ZEIE
RER R A TR AR

Xif A2 leptin 2 KB TF 5312 4 oK & BL2E 28 B TR TE
W, AZERY leptin HEHUI G A BEH leptin SZ2IRZEH 19575 2k
R, Leptin HEHUIR S K A= 00 J5 IR T B o - A& B e
E leptin IFLIRBAEHTY) J leptin 45 G 25 110 14 0 450 0% 25
leptin J8(7b ; leptin 37538 75 52 B (%% 12 RGT AT s T Rl
leptin HUBA 2 T0IR 5 RETHK
2.2 BEBE BESREPERGFERENE R E R
IR W7 S W, [R] leptin —#¢, 1L 3% v iR & ZOKF
REALUR A 28 Ak LR RE B 00 4, i 3 e 5 R K F -
T LR RE B T i R S R A TR RS EATE
FEAR KRB FHUR T4 I & 3R i UM AN R R B R 1Y
SUBFIHLAR BRI A7 53 A7 70 G L P R BB Iy 2 12 5 2R BURk i)
KHEEE . 5 leptin AR, B S R 77 I 7E R 5 0l g
f0 LT leptin 48 B & AR ST G818 . RIS F LU FIAL ] 3
o L 5 I o AR O R S A B LT O B R R A B
SRIAWG AERREFES  EREE D> hFHEHE. R
KB EEHES R FEEER >, URRERET
R, ORISR 3 BN PVN 5 19 5 25 2 86 1 BLAR TR A s i
FR VMH 7 51 8E & Z SR8 0k 48 In, )2 i 56550 1
RERKAEE, Filk, VMH 1 PVN 1] B85 X o 55
SEMBEE LA Mt/ MR ERR ES R
SRR 2T R I A AR B | o G SR R m g & K BT
ARC HiZEET R X RNA $EHUE B R Z AT E [ ARC
B 5 R 32 PRI SRS B AR RGN o 8 R R == P
SIS RE FHENE XS R R, I
WET AT EEREEMERTL, PRORESE
Bl /0 PR v Bl A B 55 22 T A2 S B ik

it R RS R T EIA L a4
TS A W] R TR ST RS RE . SRR S
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TN BB ST LA IR L B Sy I R 5 KSR T el
ER 0L L T 6 I A R L R S pn B o Xt ik 5 24 3h 4
FUPRIRA L 86 B, 45 A A 0 I R 5 2 K &
MR R I . R, 1Rl 45 25 TR 45 25 i ekt 2
— i RS R RGN I AR R T

T 5 B B K B AT o BT R B PN B B3 4
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