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Neuronal Network for the Regulation System of Stress, Feeding and Sexual Behavior
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Abstract

The neuroendocrine system of the hypothalamus is involved with the regulation of
pituitary hormone secretion and with feeding, sexual behavior, stress response, and circadian
rhythm. The neuronal networks for the regulation of feeding, sexual behavior, and stress
responses communicate with and influence each other in a complex manner. This paper

presents an overview of the interaction of these neuroendocrine systems, particularly from of

the point of view of the mechanism of the onset of puberty.

(HARBERR AR A MRS 2008; 4: 25-31)
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1. EUBIC

[A ML R stress), [ & feedingl, M sex] &b
N5 L, —HE#EEOHNHT Lz ZhEho T —<
WZERUbshaZ EEEDLDNSE., LAL, k22N R
RN 251, LA, ITNoORMEIIHRICHKL, £
NENPEBLEHOMELLLZONDDH 5.

BUR T EBBIRIC B 1T 2 RN bR 1L, T ks
BrefpLizilMoiz s, BE FOK, HRERE,
AEFHATE G, A b L AIRE, ER) XA ofiliE 7z &,
Fex BB R A 5. A, KIS AR D 285
L \neuropeptides?® [{ & & 1, T 1L 5 D
neuropeptides # &4 3 5 ML ORI E & Z D =k
LAy b7 — 7 OfHA, T b B Ak O B

HDIEHAKE NN HED LN T WD, ThS OFENTH
B0 s, BAFEHR T AN F—(CHTIRTICEE b 5 Mk
2y b=k, I ZF OREREO BB THER LA
I 72T TR, A ML RIBE R EHRE RO MR
Ay b7 =27 & EHEITEN 5 T AT REHEATR < R
BIno2H0, NS EALTEHRMRGEFE %
WETAbDEEZLND.

DL BRESTZ, AFTIE, Thoofk
Ay MU — s HESEE ) AR & OBRIZOWT
BEHL, 2Ry MU= ERBHICBVTE
Bi7z critical point & 7%, BEHMRBHIZIOVWTHE
K9 5.
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2. A bLREPBRERER

AR 2 T2 T BB IS T 5 L9, &
NOABRELEEICRE S L3728, T4b
HARAF A¥ — X homeostasis ZHLTW5hH. ZD
RAFTRY =Y RZOTAEA LSS 2WH, K
BIFEGEAN X ML X stress TH 5D, FERFEWT & 12,
WE, KA ERLOVTIIZLTH, APLART
TR AT ¥ A 5 O ACTH (adreno-corticotropic
hormone B R ANV EY) Wbz L, FEIE
RE»SaNVF V=) cortisol #5ih &5, Lz
MBoT, MHPHDINFV—VEZRIET S LICE-5
T, AMVAZZITTCWEHE) pEHAMT L2 L
T&%. aVF V= VEEHOMBIZBENTT I /]
RPIREZ2HICHEL, A AVF—R TNV IR %M
95, MBSHEEEZZTLGEEICE, ¥ ED
WEPEL 72012, BRI hz#iAT S ET, 7
I/ MEBETALEZONS. F/2, ANFV -
WCRPISEVE RS Y, ¥ UV RRBEEE G0 T4
VY= LORRREASE, F o oX T BRI
AHTIRIL T 2 D% &, SHEIS ZIHT 5. 2 512,
FIEREZHHEIL, THROBEZMA 2B X275,

CNHO—HOA ML ABSICIE, BKRTH—TIE
H—RIE R ERPEOR LI R EEE R, RIERE
BRI PSS aNF =V En 525, THIET
TR 5O ACTH ORIFE 51, & 512 ACTH I3
IR T 82 % o /il e 1 38 388012 5 A 3 5 CRH
(corticotropin releasing hormone) FEA =2 —1 v |Z
Lo TEDOZWAHIT S B

INF V= WIEE DAL ERDTREETH B 2 &
M6, MEBEFIC B THER S g INICEE I W
HIEWTE, aVFIV—VIIHTIZEEEAETS
MRS E T 5. aVF =V 5 %R
iz, 7o sTHY, EEMBEICOHL TV,
INF V=V ERRNICHETHZ EICE T, 2%
ITTHEAL S NIRRT L, DNA O IVE VIR
K%l (Hormone response element : HRE) &Hi& L,
ZORERIRGE DR, FEE OBIA T2 S 1, Hila b
REDSEH, Mlaf oML LB LEZ oM.

JEANZ I R ORIE R EA T a4 FRIVE Y ZHE
ROGEAET B, =D I ATV INVF a4 FZEE
(Type I) THY, aVvFIy—LRTIVFATFO s &
OB EET S, EhE s vaanFasf FEE
K (Type IDTH Y, TVF V=N DB Type
LIl L TIRVBAMEZ RS, o3 VsV — il
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MMEVIREETIZI ATV A NF 34 FERAIENIC
WA, TNVFV—IENREEE, Thbh, AT+
VABETIZBWTIE, XY vaanvFaf PSR
RO EELRERE LTI L% 5

FNAaANF a4 FHERIER TR TEAKICS
BT 5% FTEMAIZBWTIZ ACTH, GH(growth
hormone AR )V E ), TSH (thyroid stimulating
hormone BURBRHI B AR IV E ) FEAMIEBICB W TSR
BL, ThooRVECHURHEICEDLZ. GHAME
T, RVE Y EREGHT 50 WFN OB I 550 R
FEATOA FAVEVDEE TSI, ETHEM
BRI S WS> TWAEL HIZBWVT,
BURTEHEBEKO CRHEA=Z 2 —0 Y IZZEELR S
VIAINF AL RZEREFFHLTBY, avFv—
VOEBIEHZZ 352 bR b, Z0EII, K
Dk A IR, B 23S, RRE, KIEEE L vo
iR, WEE, NN 8T S OZRRIZEEICR
BHLTwa, HHEIATEEEATEA FRVEYOHE
WRBNEHATH Y, BRAEMENIIT v MOlEE%E
T2 e MFOaVFazxTary EOEEIELS
ZEPHmHENTEBY, T FVvaanFaf PR
FHEFICRIALTBY, BEIZPRITREAT 0
A RERNVEOHRBHPIRELTEDLZDIENTES
(E1). Lo T, aVvFy— (5y FTidan
FIAATU ) SRR —HUR T — T h—
BIEREOMICL > THREShLI LW D (K2).
ML 2OV T — )V O 2 1 O FREHIIE Ak 4 2 8%
B 2T Z R I T 2 EDBLHHIE I TV 5.
F 7, RUIMoRIB k&I R EREL2y SR 5
ZENHBH. EBEICT v VORIFERHBL, avFa
AT VIRENKT, HE5VIIRELLZRREZES
L R O RHIR 2SI OBl spines D TEIR R B EE AS
KELSEAT 5. BHREROMDZL 1L, 130D =2 —
OYEDYFTRAERELTED, 2o ki, Mk
THHIZERREDZ L RIET 5 DTH 5

APLVRAIWRORIBTH D, WL > TEDOHLD
HesEE B, LA oT, ZORMIIBITBEITRE A
F U4 FRIVE VSEEROIBIRE R 2 T 2
2, ThbbA ML ABHGOMFIZ DB S EE
LREEVWZ D,

3. ERTEICH T 2 EERIEEER
BRTHIIZEER T AV F —RBNGENZB D 2

—a2—0 L%, SRAHET S FORTHEIRE
arcuate nucleus (ARC) \ZIZEAREICED S =2 —
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M1 Zv MEBEOWTEZVvaavFas FEK
(GR), YA FnvanFaq Fz#Ek (MR) @
FEHEMAEORLE DT 2RI, MWEHIIBNT
TSR, BRI A I GR, MR OF83L
WEE SN 528, #ERME TlE GR I CAL
CA2 FHIBIZHEB T 5 DIZx L, MR & CAl ~
CA4 FTHHT 5.
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2 BURTH—TmA—mIE i (HPA axis) 12idif
BAKELHE L, & LAMWE—RK T E—T
Tefk—RFIEF W (HHPA axis) £ & 5252 &8
T&5%.

RETEANE (LHA)

MR (POA)

3 HURT s BT 2 ERIE S 7 v, Hhik
A v b7 —27 OfFEKX K. NPY ; neuropeptide Y,
POMC; proopiomelanocortin, GALP; galanin
like peptide, MCH ; melanin concentrating
peptide, GnRH ; gonadotropin releasing
hormone.
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O oA EEICAHE L, PR T A B lateral
hypothalamic area (LHA) 233 & % EERET 5
Za—UYRPEHAETHIENMONTWS. Th
DIFAEWI ARy T =2 2L, MEMRRER%E
T 5&E2ZONE (B3). BERMIIHTLE-
PFEBBIT7FNELTEELR LD, KON
A S5 ENb L 7F U leptin (FV) ¥ Y FEDO [
4] ZEWKRT S leptos IZH LR ATWHZENT) D
JFohb, LTF Uidob/ob < ADFFNEIETTH
% obese gene ® cDNA X ) HpEFE Sz R IVE »
TH5b. ob/ob=T7 ATIE, EFRELVTF U IEAES
NV EPFHKFTREZEMIELTL. ZO T A
VT F 2T 5 LRI ORAABEE ITE 2
A LI F vz BR (ObR) ZIL6 % DY A
B4 V%K L heterodimer % #5529 4 [ 1 u] B @
o 1Y A M A v2HETHL. VTTF V2 H/E
121 selective splicing 12 & - THA U A2 ® isoform
PHEETEH, €TDHIHL 11627 I/ BrohbLT
F V25D (Ob-Rb) MEEZRLE % R fetk
ARBENTVS., TOZFEEIPITBVTIE, BUR
TS, R, TR, =6, MU Z
ETELCHEHELTW AL BfME» s swmshizr
7F 21X, saturable transport mechanism {2 & - T
MMM 2@ L, BNicEgSh, & LTIh
L OZEEE N U TBURTEICHE S 200F, L,
IANF—HEREICH . LT F oMl EhiT a4
RTHHEH O =2 —0 Y ICEEETLENED
neuropeptides, neurotransmitter * & AT 5 b D &
L T, Neuropeptide Y (NPY) = = — T ¥, orexin
—2—u Y, melanin-concentrating hormone (MCH)
—a2—0u Y, Galanin 2 -0 R B Y, B
WK YE @ neuropeptides, neurotransmitter & & H 3
% 3H o & LT, proopiomelanocortin (POMC) = 2. —
T >, corticotropin releasing hormone (CRH) = 2 — &
¥, neurotensin =2 — 0T VR ERHITOLN5.

NPY (&N & E IZf7-1E 3 5 neuropeptide D—D
Thb. FIHRTIHSIREKICEEE X H S 5 NPY
FHEE BRI EREL R LA T LN
W, FOmMFIE, EfEM (paraventricular nucleus ;
PVN), ¥PWMI#% (dorsal medial nucleus ; DMN),
AL PP (lateral hypothalamic area ; LHA) 7 &, &
LRE & BAROBANEIBII A L, TS OB O
FEMINB OFEREFE BRI G- L T b, ob/ob~ ™7 A
NOVTF U OBRLNNPY OFBRKF 25 &I §
LR, NPY =2 —1 ~ 2B} % Ob-Rb D FEBLH
5, NPY XL 7F V& » THHIICHB S hTw
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5T LAbhsb. NPY OZEMAE (NPYR) &7 HE
WG EARRZHEETHY, 5Oo0%T 54 THs
U—=YZ7ERTWT, 2095, NPY Y1 Z&MEK(Y
1-R), NPY Y2 %%k (Y2-R), NPY Y5 %&ME (Y5-
R) AHEERFHR T AN F—HTEICEEDb- T
W3 NPY —a—urif, MULSEBEMHICHEHE
bborexin =2 —1 YR MCH =2 —1 » &5 L
THEY, NPY i orexin ® MCH = 2 — 1 » OFEREH
HilcBboTwnab. 2 s NPY =2 —1 % orexin
Za—0 Y ORIUNIMZEDVFAET 2 TS 0,
CZOZLIFEENEEL TLEARENLHEIIBNT
BVICHIET 5 &) BIRINEIELZ E% 35 T, &
HLhBERE2FEL2DIDEEZEZ 6N, SIREK D NPY
—a—u %, Agoutirelated peptide (AgRP) %3t
FLTWBIEFMLENTWS. AgRP OHHEH 5.4
BARZHSIERZRTIE, L7FUB512LD
AgRP #IZ T HIMBIH SN2 L 06, NPY
Ffk, AgRP IZEAEREER 2L, ZoEHIZLVS
FUILoTHHESNAEATH L Z LIPS &
o TWhY

Orexin £ 130 (5 v b, =7 R), HBHWIiX131 %%
#& (e M) 225 7%5BOHBRIKTH 5 preproorexin
7% processing % & \¥, orexin-A & orexin-B & L T4
&N 5. Orexin (ZHR THAMUE & 2o 8108
EEEAET A =a—0 T (R4), ZO5%5EKSM
PR I S R, ENME, BN, EEEE
BV A L TWAY, Orexin =2 — 1 2id 54k
5O NPY =2 —u ryoffhrdh, L 7T
»Z#k (ObRb) HEBILTHED, L7 F ¥ Dl
DEBEZITAH I LARIEBEINT WS, Orexin ZHERE
M OIEAT, FEREEERISEIEDbo T2 L
PASNTEY, FIIEREETHLF VI TV —L
DOBEMEDEH LD TV A Orexin =2 —H YO
WHEICIE, HFHE, L Vo2 E T I S
Foa—u e EMEEE eS0T U EEHE
Za2—aYHPRDHLENLEIENS, ThHbD=a2—01
YERMAMLT, EB, ERREOSIEA 2 S b RN
AIRIBEENTW A,

[Ba] & (MR- ZEE] Lvwol—Rellot
HHLOHEIIEb>TWD LI THDD, AL
FNG UV ADREEDO L DICHEEHRD, TFN—
YaviERmO LI L TABMIGEHE L TELRHT L
NTE, EHIRBICHIE L CTREE L NV REE) % i
L, BYHE - BEZFISEIIREEZETLIH LY
k2 @D neuropeptide £ LTEDBRZBIENTESED
TRV EEZOLNTWS, E5IZ, orexin =2 —
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5 EGFP ##fZFEALTCGNIRH=2—1 %
HOEFEM S 72T v MBURT T8 B .
28 ® GnRH-EGFP — 2 — 10 V)l s 5.
AN TG 22 A O GnRH = 2. — 1 >,

BE AR _
[ ] Kisspeptin neuron Cp—
‘_ﬁ_‘r—_ﬂ’ o |
L] H] »
- & - —
@m) ’ (GrﬁH naum)4 ¢ NPY neuron )«
" v L
S P
N, GALP neuron ) |
G reurn).
\H E: A ’
. = Wik Laptin
pr C_ramnx D
ACTH G
/ S [ Qéb
‘/ s
N e el
(1.&1}:::/) ( 8 ,>
(RFLAGER) (eI eI RS (AR
| | |
!
EiEED

6 BEMEIHMIETTEHLEEZLNSL A ML ARSI, EREGERET, Eas
A I 0D A 2 R 9 .

OV CRH=2— 0 v O MEINTED,
CHODZEEFAFLVARBEROMBELR Y b T =7 N
orexin =2 — U0 Y RIZHEMEL, AMLALEAE
REVSHREENOT TV LWL EZRET 5 b
DTH5bH.

4. MEF, BEHORBERBLEERY T -7

AR IS BT B AR RER B O R 2 5 D13 #
PR & &6, 4 (2 82 Wi ¥ 12 4F £ 3 5 Gonadotropin
releasing hormone (GnRH) =2 —u1 v TH 5% (R 5).
GnRH = = — & ¥ 3 F % K ui ¥ o FSH (follicle-
stimulating hormone ; J8 fg ] ¥ & v € ¥), LH
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(Luteinizing hormone ; #EARE AR IV E V) OFW%
fRL, MR, MRLVEYOSWERT. wbhW
% R T E—F e A—E il (HPG-axis) % HESET
LHMELTHOIFTHEY. GnRH= 2 — 1 |2
B p =2 —10rh» 5D inputs, B % 1X glutamate,
GABA, catecholamine, vasopressin, L TA b L
ASERD key peptide THHBHCRHBI % 7 b
LTw3. $7, HAEHBEMERD key =2 —1 ¥
D—D2LEZ5N5S, orexin =2 —0 YOFEHH D
D, BERMHRLOBEEN LRI OA M= dUREEIN
5. ZOXHIZ, GnRH =2 —u »OiF#iciy, 4
VE—RBORE, A ML R, #HBEHLEEEGDT:
Kk 22 SRR RBIE R AMER STV 2 TTREMEDS S .
COGMRH=2—u v OIEENET N, EFNL
PREEIRREICZEE T B 720 D critical  point (2725 D
2 TEEM] puberty TH 5™ bbb, KTk
TR T — T REA—E 258y & 9 2 & 25 H]
Zo%pY), ZO—FHHE %3O GnRH = 2 —
Oy OFEHEILE V) T LD TES. 20 GnRH O
B2 FETHRTFICEIHALDONEZ NS, L
12055 THDH—2DORT-7Z2F TREWEPB O RV EE
ZHLDNRHKRTHA. LHL, W 200N T
DHEFEDL F1MENPTH Y, INSORTOMNTH, B
HFNRB OB AT 22 LI2%H5b. TIHvo
72T, REOBMAEESEE) & FHICR T & v
IMABH B, TN, HBH—EMLLEICL S & GnRH
Za—UOVOEEREEALALEVIFTH L. TDZ
ik, RELED LD LAEEHOMmMEE &R TE
ZAoNB IRy, KIEMOBME, T4hbbIEN
ME»SDOLTF rOMMERsZ eilhb. LTF
CERET D ob/ob<x Ty ATIIREREEIENS
LR, ZOXTRLEIVTF U EEGTHILICES
TIEFREMEEHIBI 52, BRIV TF U9
RELTOBETHICHT 5 LT F U #iFTRiEHE S GnRH
SFWERITREDT =500, L7F v BEN%
o trigger THHLEVIRBI L ENTWE, L
2L, = HTL7F Vidtrigger W9 X0y, BE
WD gate THH L V) FEDDH L. WThIIEL,
HHLREORBIRE, ANV F—MRBHEOMHRN
GnRH OEWICHER I LI LATHAH. &5
(2, GnRH = 2 — 1 ¥ H% {AEET 2 4R T 5 4
1821k, NPY/AgRP, POMC, MCH, orexion &\ -
7o AR B D 2 MR B S BIH L TBY, £
CINLDZ 2 -0 VLT F VRRERPEE LT
WD EWH)BRBEWHE S H 2. Tabb, [{EE]
PRI I ECER L TO B WREEAS R V. TR,
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kisspeptin & W9 FHARIEE~R T F FASHEE S L,
C Okisspeptin i b L 7 F v BERBREE L,
kisspeptin (& GnRH IZl W TR EM AR I B 1T 5
GnRH OFERETEMEICHR < @) X 200 2 W fetkdsmmg s h
HEIIChoTERE, ZOHBERTF FLEA,
IANVF—RFEMEEST LI LRy, BaELhol
BB S BB LR EROZLERBL TS,

—7J5, GnRH = =2 — 1 »|ZiZ interleukin-1 52 251K,
CRH 5 %K% Vasopressin Z &K L VoA L 2
NG LT 2 MBERTF FOZHERPBIHLTB
D, AMLVADPELZ EMO2DEELZITH I LN
REENTWAS. CRH ORI 5% GnRH @ 5340
fzTrMELREDEDbYE, A LA %
Pl 2 etk asm o R S s, 2, 18R
A MU AFEREAE AR T SR TEIRNELE, I
WD L TXETsdboThy, [l & AL A
b FEMBRENICHERICER T LPELONS
DTHAH”. ZOZEiF, FIRITEFLFRZIHRICK
HTEWEERE L MREE, 5o RFEL T 2K
REDIT 72 EO—EOREIRDS, WoOMEESR Y b7 —
JOBENSTHICHBALY 222 2IELDHELT,
INSOHEREPFEHFITHB L TWEH I E2RTLEER
bha (K6).

5. VIS

Pk, TAMV AL THEAEL ] ICBb 25w
HeInooty hT—212 X EEHIZOWT, M
RS, RN WFOBE2 ORI L TE 7. ¥
WCEEFEM L) critical point 2 E 2 2HE12, 2h
LOMELRY NI — 7 DIEF GEEPEFICEHETH
D, TOLDICRRELZSERDOREIRIYTHLZ L
Whhb. LI LERERNEAZLE VW) I EF, #H
IRTFHEHLE LR v M7 — 7 ORESEDMER 2
WLz EThH Y, ZoBBEOMREREIE [ 2
FLAL THEE] ] oty b7 =27 Z2]0ICEK
FEREDIATIZ D DAY, BFREVWDIDLERS.
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