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PR TIEIER ORIV E Y | MRIEME B L OREO Y 7 F IV EHAE LT, HEHE
BEBLOEMY AR ANV —HELZRE T2 L5128 RHEHERO RV E >
ThhALTF L, M EMEERL, KEHEESDHF-oTwD. LTF 2, 7ut st
A5 anFy (POMC) /ahA v-Tv7x¥ 3y EgEy (CART) | B
BRI A VE B AIVEY (CRH) ICX2BENRHERZREL , —2a—aXTFFF
Y (NPY) / 77 —FH#E~XTF F (AgRP) , #9 =V K~XTFF (GALP) , + L ¥
v, A= vEERVEY (MCH) IS X 2B ETUEME 263 5. FElE g2 5%
WENLA YA i, MiH L AOVIZE UTRNICA D |, BAbRER 2 G L T A LV ¥ —
BZK LS. W OPDOMLERTF Fid, BHOBRUSY — DA% S FIREIZ LM
VLUTHELS5 25, BropwshsZ LY ik, BURTER RO NPY/AgRP 5Bl
—a—urEELCHEEZRET S, HLEICHERTARTFFYY (PYY),y B &
Caly A bF=v (CCK) &, REMRZED SEBIMABICE L ROLBZAL T, BUET
WO NPY/AgRP =2 —u v ##iHl L, POMC/CART =2 —u vz i S8 T, #Ha%
WK 5. o T, BEOBMERMBENSWREIIZ OV TR OMA LB 5.
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FLDHIZ

JIE s V3o P, MR SRIE , I E 72 & A0 R
DIRRKDOV A7 EEZEZzH5NTBY , Wiz a>y ba—u
T2 L FEEHERS D) 2 TEETH L. SR
NS BRI ER L 72IRETH 2051, — AL F—EH
EHBOT NG YA X 5 TRIET B, AEDHTE
REOMAIZLY | RHERERIVE Y THE LT T
UHFER SN, ERLIRE, BWAIIET S A = X AH
BT LAV TEMICH Sk >TE T

BIE, S S O BWIEHR & HILE & & O KRS
2O OMIEEEHRS , Mo 7 va—x, £ VA »,
L7F Ui EOLEN Y 7 F VRN TRE SN TAED
0%, ZORBEAOP IR FEHTH L. 2 OHIK T
FIBNIEE  OERICBEBRT 2 MBET T FAYEEL ,
HWlma—arA iy bT—=2 %2R LTW5S.

AFGClE, EHFENICHEG L Cw 28R T~
F R fI, BRI O X 7 = X DO TS 5.

1. BERTZ:ICH T BERAEE

AMZMH LT PHRIIHKRTETH 2 Y. BUET
FRRE DI 2 Y A L BRI 2 s, —
W, R TRV 2 a5 5 L EARELZ RS, 20
72D M EIAZ (A MBI R A & T A D
MHEN T E 7z, ZOMPAIEHEICEHE L&, T
LA L CEAZHMBL TS, 3512, Z20#%
OWFFR XY, BE T IREER ORI X 0 KT 5N
A% L MR, e G A AL, SIS AR
FETHLIENHON I o TEY. T2, Kk
A B R KA R A S OIFHILHUR T I AN X
L, MBI HR T 2 M HUE SR O MR E AR 2 A L CIERE
MHAZIZAY | BURFERICEIZN S V.

2. RIKTEEERBEHICARTZRILES

BUR T HEBAMUES , HUR T IENMIR , S, DIk
1213% K OEEICHEG-T 2 MR L EZWE LR T T F
PHEELTEY , EWIZH#EL, 2y MT—27 %KL
TERERAM L TVwLEE2 5N (Fig 1,2)%. F7z,
ta b=y, JVTFLFY Y, F=83vbnoizd
WA & A 5 5 A DSINE ICAAE L, BUR
TEBICHS L CHEEABICE S LTws Y

WIR TEESIRENMEICIZBECEYETH S
= 2 — 1 X7 F K neuropeptide Y (NPY) & 7 7 —
F B 3 X 7 F | agouti-related peptide (AgRP) %
“H T HNPY/AgRP =2 —ua ¥ 5% b, #MIEEIC X
BERAGHWECH L 7t ¥F 25 3 )VF ¥ pro-
opiomelanocortin (POMC) =2 —wa > & ah 4 »-
7 v 7 ¥ I Vi G Y cocaine-amphetamine-
regulated transcript (CART) % & H 9 % POMC/
CART =2 —B Y HHET 2 V. 2o b BRI

BEZMET L5 = VBT F F galanin-like peptide
(GALP) ¥ B X P E AR IVE VR &V E ¥ growth
hormone releasing hormone (GHRH) 2, ¥7-, #Hi%
WHT2=2—10 2> U neuromedin U (NMU) *
PAAET 5.

BUR T E = 1% Tk, B2 W3 2 8B R =R
AWV E VR RV E ¥ corticotropin releasing hormon
(CRH) & HUIRBEAIE R V€ ~ U & V€ ¥ thyrotropin
releasing hormone (TRH) % AL Tw5 2.

BURT AWM ICIESREDETCHL L F
v ¥ (orexin) & X I = ¥ §t 4 K )V £ ~ melanin-
concentrating hormone (MCH) #&A 34 5=2—1 v
AENZENIT L CTHAET 5 7.

LU, ERGRENCES L Cw b RERB 2T T
IOV TR T 5.

(1) Z2—ax7FKY (NPY)

NPY 1336 7 XV BBFRIEN O %2 HXTF FT, HAksl
WRICIKHE oA 2 Rd. NPY ZBEMEKIZGC ¥ v 32
SRR A 7 M@ 28T, BIfEETICY 1
~Y6FTOHTIATBAMLNTEY, MATITY
1 & Y5 ZREPBEESLTWSY?. KR THO NPY
mRNA F1EE A LR TEBLTWS Y. NPY ®
JHEE NI G TR ETHICHITH Y, T v b TIEEGE,
1 RC b7 BT 2 & 5 Y. NPY O EIZME I
oL, V7F a5 T5EIEELVANVIKT T
5. 2O NPY OELMIEHRO—MITEETCEEN %2
LBOFLF Y UMBRENTH I EDHE SR TS Y,
F 7o, BUR TV IS ST 2 2 9 = VBRIV E &
=2 =0 OGBS PICoT S Y. H
MR L LT YL ZBhT vy T2 MBS T
D, HiERE R B Y.

(2) 77 —FEE~RTF K (AgRP)
ENRYTANL 70—V 7 E N7 AgRP I
agouti ¥ ¥ 87 HICHIFAMEZRT Y. o A7 = VAl
AR IVEY (a -MSH) OZHEEDO—DTH B 4 KA
S ) anF ik (MC4AR) 124G L, o -MSH 04
FUHIEH 2 PMICHET A2 212X D EAEZ U
X%, AgRP mRNA UK FHTRIALTEY , Z
DLRNVEVTF Y RIBY Y ATH 5 ob/ob I 7 AT
SREICHIML T35 Y. F72, & I AgRP & BEIFEH
THNTI VATV 2w 7T A, EREE RV
Wr0EBIT . BIREAMEICE TS AgRP 3
Za—BYORBGIVTF VR REFH LTS
7%, POMC & 1334583, NPY LT3 2,

(3) 7OAEA%xZ/aIF> (POMC)
R T B85 A D AMAERIZ 1% o -MSH ORIEAETH 5
POMC # &t =2 —0 Y2 fEfE L, a -MSH 13 MC4-R



CAER L, BAEZIET S . obob <7 2T POMC
mRNA OFEHBRZBLLTEBY , L7F 2535
ERBIEASBIML2ZE XD, POMCRL 7F > DTk
THEHLTWS ™. v b TH, POMC #EiET 7% Tl
i B L725ER ), MCAR &4 F 0 R 1o < i
D2RZDVHEENT NS Y,

(4) aHhA>-7>7 1423 REEEEY (CART)
F& LTHER TS REZIZRAET 5 CART i POMC
L, BERZNHTS. T/, LTF Y ENPY IS
BHICHEBRLTWB . obob < AZB VT CART
mRNA FHRETERHICHALTBY, LTF &K
¥ 54 % & CART mRNA 33+ 7. 72, v
M2 CART ZWMENES- 5 L EEZIHI L, NPY ©
HEREEHZZ2ICIHT S, ZoX5enrs,
CART #ifRIE L 7F ¥ O FHICAE L, SRR I
ThkE RS Tn5,

(5) HZ = #~TF K (GALP)

GALP 34T = VB ROWNREEY 7 F& LTHRA
ENnY ZOXRTFRIIRZ60T I OBEEIY LD,
T FORIZBWTHR FE SRR L THELET %
V. ZOGALP =2 -0 YD BULENL TF V2R
HREAELTBY, GALP=2—u vy »B L 7F oLz
ZUFTWLIEDHEMEINS Y. $72, GALP=2—01
VIZEATEMEH 2D ONPY a2 -0y, FLF T
—a—0y, AT VEERVEVEAZ 2 —T v EM
HOYFTAZBKL , BMETHLZFRSE L L
BmERTWS Y,

(6) FL*F>>

FL v ridilaeRs s (hypocretin) & &I
W, =7 7 VZHERONKEEY Y FE LTHES
NIRRT F FTHY), FLF Y VABIUBRL %
HBRTFRET773)—ThHsY. FLFYVIEBKRT
HOIMIEF OMFETREA SN, HEIZ XD ZOREEDME
EIN, 7y PORBNICELG T 5 LEAERSHEINT S
2Lk, BARAGNTTHL. FLFTVBOZED
FERE A IS LR85 <, Fibehri & v 2. e
OFLFIrvEffma—uri3BkBO= 2 —uTSF
FY (NPY) =a—u VIZ#4 L, NPY =a—ua 2
SANZEZTHY. FLFY v oEBARIENIZ NPY
ZHAR (NPY-Y1) FEEMEEHHRNIC X D B 1 #l <
N, NPY #ifERA2 AL Tna I s shTng 2,
F 72, NPY OB EMIERO—id 4+ L F 2 o iER
ENTHIENHEH ISR TVE Y. 20X IC NPY #
BREFLF Y UVARSRIIMEIC Y F 7 AZEEL, &
BABHICHESLTWS. FL¥Fyroa—urvidEas
K45 POMC =2—aréd v+ 722K LTV
2% F7 AMIBICEOOWAF LEF Y v EFZ 2 —

—
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O D% 3LVTF Ui kEfFLTnS P,

(7) A5 = 8&KRILES (MCH)

MCH 134 7 B F Ak 5 [ E S vz fifg )7 F F
T, ZOW%, 7y MEs LB, E& LTHK
TEAMIEFICREL , AL F vy ma—urkiddfid
FTHHELTWADEY. Kii, MCH=a2—a >+ L F¥
Yoa—a o EFOMEEHAPHS 2R o T
W3 P MCH /v 7 7% M9 2R 0EBE %2R
720, BEPHRO FHICMHE T 2 MEXTF FThb
B F7, Ty MIBWTH MCH Z v 7 7 FEAS
ERLE R, = X EAMOERM 2R 7. MCH 2%
WRE2HDOH T 5 4 Th ok b2EME (RL R2) ISEH
5292 A, MCH-Rl OBIRWT v ¥ T=Z b it
Pulgis & L CifedstEd ShTns 2.

DMN

Leptin Insulin

’ CCK ‘ ’PYY:%-%

Stomach

Duodenum  Colon Fat Tissue Pancreas

Tleum

Fig.1 Hypothalamic neurocircuits and signal
transduction mechanisms involved in energy
homeostasis (modified from ref 2).

Solid lines indicate stimulation; dotted lines indicate
inhibition. PVN, paraventricular nucleus; ARC,
arcuate nucleus; VMN, ventromedial nucleus; DMN,
dorsomedial nucleus; 3V, third ventricle.

CRH, corticotropin-releasing hormone; NPY,
neuropeptide Y; AgRP, agouti-related peptide ; GALP,
galanin-like peptide; POMC, proopiomelanocortin;
CART, cocaine-amphetamine-regulated transcript;
MCH, melanin-concentrating hormone; PYY, peptide
YY; CCK, cholecystokinin.
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Fig.2 Peptides implicated in the control of energy
homeostasis.

(8) BIBEERMAIEHHEAILES (CRH) &7
adJ)LF >

R THEERICRAET S CRH=a2—a v, B
BolA g B LTws Y. 2 ML AIZX Y CRHIZTF
FARPIRIML A RO S, T aRARA 5 OFIE R E
VEY (ACTH) #rizpl&RI L, moicimsh
72 ACTH BRIERE»SaVF IV — V&g 5,
CRH % %1K121& Type 1 (CRHIR) & Type I (CRH2R)
D2FENH B, A b L AKISIE CRHIR 24§ % .
CRH %7 v MRENIZHEL 2 L BETHIZIH S
2% EEKIIBIFACRH=2—u Y iIL 7 V25K
RKEHELTBY, LT7F DIy MREAKREGICL 58
HEIHEERO—IZCREZ AL TWAZ EHE SN
TWw2 %, woanF 3407 /MEY &Y, CRH
E#40% OMFEMEZ AT % %, CRH2R 12V EA1TE%
b, EAWHIEHIZ CRE X vy, vaaF 1
EMIFBUR FEBICHIL TB Y |, s EEIEIEHN %4
,9)_5 35) 36).

(9) =2—AxT>U (NMU)

NMU (&, 79 HMi» O HEES N2 237 I VBHI D%
BRTF FTH5 . NMU IZNELEOB LW T,
EEhE, KR LA BRREHEE L AV R
mEEs ™ NMU G, HETHS RIS LTBY
BT 22/ EEZA L CEOEM 2 3IET 5
¥ NMU OBEANESIC LY | KEBO CRH =2 —1
VRIFFVIYU NV T Ly Iy a—a VITHED
IGENE % 7R3 Fos OFEWMNRD LN A Z & H 5, NMU
DOHHAVEANZ CRH % A LT AW REMEASE WO F 72,
ob/ob =7 A TOHRK T T NMU DI L Tw
HZEMNS, NMU DIEHO—EHBL 7F v ZH LT

WEEELEZ LR Tws Y.

(10) Z2—a~x7F KW (NPW)
Z2—aRTFTFIFWEA—7 7> G¥ iyt
B4k (GPCR) OWRMEY #» M LTHRR I N
2 NPW OEFERICE L TIE, NPW 537 v b DI
BOWTHACHEELZHR THBEEKICHALTNE I L
25, BETEICHG LTwWAZ L TFHEIN. 20
HBOMZETIE, NPW ZHEAZIH T2 2L ¥ R 2
FLARIEH A ML AL ) NPW =2 — o 28kiG1L
ENBZEYHRHEEN TS, SSICREDHIZETIE,
NPW BE/E = 2 —u VIXSE L, SR, NI
£ L, NPW #l#%1%, POMC = = — 1 » % NPY/AGRP
Za—O VIZEEEFLTWAZ EATHENR TS
F 72, NPW (& POMC Z it s+, AGM?%W%?%
CETEAZMHTAZ LB LNIIENRTVS P,

3. KHEH 5 DERAE
BRTEIEEWIHFAET AL TF L VA B X
OHILERVEYTHLH LY Y, RTFFYY (PYY)
BXaL ¥ &2 bF = cholecystokinin (CCK) 7 &
Lo TR I N TS

(1) LTF>

L7F 3146 73 VBBRIEN LR BRTF FT, £
DOSEBUIMRIMBL R TH 5 . IR X v
M ENTZ L 7F id, R THO L 7F v 2854k
AR 2 2 L X D) e ATl L = AoV ¥ — R
ZML, hEZBI SRS, LT F U RROZRE 2o
7z0b/ob I AL TF UHBRRIL TWDE2DEW %
HIE‘?F&%%%?’@” L MIBITLLTFVEETBIUE

ZERARBEIZBVTLHELWEMZET LI 05,
V7%/®ﬁ@%ma#£%§h1w%mm.L#L,
v M REM O T, ML 7T VIREIEETH S
M REIE SN WY, Zhi L7 F o & IR,
ZOREMIMEMREM BT 2L 7F yORYT45% T
VAR—bIDD, HAWVIEILTF UK SV E
WS 2N TOERE R ENEZONTVWILY, Ba :u
RS NTWARW Y LSF L, i E A LTkl
@n,ﬁ%?%%ﬁ&ub”éNﬂyhmPal~U/
WE &2 BH L, POMC/CART = 2 — 1 V&8 2 i L
BEEMFETE Y. F72, L7F V3R TEICIER S
% &, KRS BN 2 UE L, BRSBTSV a— A
R NEMHRE OWRBEA A L TR L F— T A i X5 V.

(2) 122>

A VA VIFE AR O REMEOIAE R MAED FA2
BOt Ul g 2 &40 S, A L ~XoviZie BT
AN BE M%H@%E%W%%%ﬁLTMW‘%ﬁ
TV AR VZEEIIMNISIEL O L. BIRT



W22, AV A) oG, BETVICE
WCHEHAZRKL, AEZRLESELY. A v EL
TF IR EDO POMC — 2 —a r 2 iGs€5 2 &
BHSNTEBY VY BRICBIFALTF v EL Y RY
YOMEEMPEHER TS, REDRLIZL S &,
BIREEOPOMC Z2—a 2 IZBWVWT, £ Y AY YIZK
BT Ama—a L TFUICBT A 2 —1a Vidh)
DEMTH S Z EDHESRY , POMC =2 —1 |2
BOTA VA e LTI F 3B Lo kB BRI LT
WALWHREMEARZEZ bND. T, £ VA0 Y O¥hiE,
NPY OBz H L, £ ¥ 2 Y RZIZHE TH NPY
ORBEHMEES Y. 20X IR BZDY 7+
ThHhHAL Y A) Y EVTF VIFEEREICBNT, WD
LWL THVTW A b Tidhwv. 72, E Tt
M A 2 YAREfEEZRT. LarLl, B4 v AV Ui
JEICD D S TIRIMpBEZ A UL, DI s ik
WZ DS BT, 4 YR VIERZHEORT, ¥
bbb v 2) YibitRH s EEZ NS Y.

(3) 7Ly >

FL) VR, 287 I MBS RBERTF T, 3%FKH
DY) VERFEOMPEANF 7 ¥ VBETZ ATV ENT
Wa Y FICEH TEE SR, oW S, BAE
fEH R EFRVE VW RERER 2 &2 H T 5. BUR
THERARBZIC D 7 L) CHIRIEAAAE L, IR F A
TELTHIELTWD ™. 7L ) Yo, HETH
THAESNLZ LY UBHRNEHEENT 258 . H
TR, W ENT2Z LY U8, BICoAi§ 5K EMRE
KOBEAN L THRMEES A EHH 5 Y. HK
THANOERHIEL 7F v &3, 711 556 NPY/
AgRP = 2 — 1 V3R IC, POMC/CART =2 —1
CIHHEIICHIE S TWE 2D F LY ol
ZEIEREIC L, BER T AR TS5
OIS CIREERO L) ViEERRETH Y
BWVZ ) & By LA ASAIRE RS T L) ViR
BERZEWICEBETH LY. Zor L) v osBER
Z RIS U720 ST D, AR AR IR
FERBIELALZIIZ LY » - 7T A P ASHIRIRBE RS 12
BB F, LYY Ty IR N AHUEE &
LTHEI SR Tws 2.

(4) ~"TFERYY (PYY)

PYYIENPY 773V —00EDT, b FTIREICT
ERI A & ORI AR (L M) (SRR L, A
2T 5. PYY. s & PYYay DFETE L, PYY,04 28
EhGTHTHD. PYYe 2T v MERENICES T2
LEARIH S, R THSRE B (=2 -0y
WAL DIEEETH 5 Fos DRBATTHT 5 Y. Z o
FHIEIERIZ NPY =2 — T VICEBELTWD Y2 258
REMLTBY, PYYqg KRR G2 X D BUR FE NPY

TGS 4%, 1—8, 2013
Za—urpEH s, EAELIH T % POMC = 2 —
O OEHILEIC X D EEFIH S h b EE 2 5 Tw
5. Flo, PY Yy OEMEGIC X HEAWHIER I, &
MR EW L7725y PTRBOD SN o2z, &
EMRENLTVRDLZEBHL2ICENRTWS Y

M E ClE PYY O MAREDMKC , Bk 55w
BLRWZ EHRS, OB RICEG LT 2 1 ietEds
H2% Lol Gants 5% 13, st ge L7
PYY,y OFERIEOTG- T, SIS L CHERARE
WL ERBOLP o7 MELTBY , SHOBE DL
THab.

(5) aL¥ X h*¥x=> (CCK)

CCK IZMICDHFAET BHY, £ LTTiER/NE
L (22) o awENLRTF KT, ZEOmE Y
FFEVELTERT 2 Y. BE» 55w sh CCK i,
HEMRED SHEBMIEBZLZ LT, R TS IRED
NPY/AgRP =2 —u ¥ Z##] L , POMC/CART = 2 —
Oy oEBEEL , BEZIRT S V. E R
BEPRG % 529 5 OLETF 5 v b @95 A% CCK-A &
KOBETFERTHLIEFHELMIIINTNDE Y,
CCKEZ LY VI T 2HEHZ L o TBY, T v
MZBWTCCK ZFIRNFES L7230 027 L) »
PR LTL 7L Y oBEASUEERIGEZ 597, Wi
UV YRS 5 E CCK oA R IRz 5
Bholzb@EshTns Y b MIBWTCCK-A %
FART T= 2 MIIEEHEEESEIC % A RetEA S 0, BAE,
M 2D 5N TV 5,

BbiZ

R, IR TEZ b & Lz iRERIZB VT,
F72, IRRREE RO L 77 v %, HRBE R L0 KR
JlaR CHAE SN RTF FHEOMEEHICE > THHR
HENTWDZEIZOWTHRARZ2Y, 205 2 7 =
A LI WFE R0 TE L. F2, 208 %8
HRERTF FEOMEAERICET 25 F A= ALD
eI, R ONEGEER O 5T DR EITD D35 1]
LD, SHoBEPHEINS.
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Abstract

The hypothalamus integrates hormonal, neurotransmitter, and nutrient signals and exerts homeostatic control
over food intake, levels of physical, and basal energy expenditure. The adipocyte hormone leptin circulates in
the blood at concentrations proportionate to the body-fat mass. Leptin accelerates intra-hypothalamic anorexic
mechanisms executed by proopiomelanocortin (POMC)/cocaine-amphetamine-regulated transcript (CART) and
corticotropin-releasing hormone (CRH), but suppresses orexigenic mechanisms promoted by neuropeptideY (NPY)/
agouti-related peptide (AgRP), galanin-like peptide (GALP), orexin, and melanin-concentrating hormone (MCH).
Insulin , produced by pancreatic S cells, enters the brain in proportion to its circulating levels, contributing to reduce
energy intake through the activation of catabolic pathways. Some gastrointestinal peptides may independently
influence not only meal patterns but also body weight. The gastric hormone ghrelin stimulates appetite by
activating the NPY/AgRP-expressing neurons in the arcuate nucleus region of the hypothalamus. The peptide YY
(PYY);5 and cholecystokinin (CCK), which originate from the gastrointestinal tract, inhibit appetite by inhibiting
NPY/AgRP neurons and activating POMC/CART neurons in the hypothalamus via vagal pathways afferent to the
nucleus tractus solitarius in the brainstem. The present work reviews the most recent insights into the complex
neuroendocrine control of food intake.
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