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The central mechanism of emotional eating regulation

ZHAO Xing-Qi, LIU Dan-Yang, ZHOU Yu-Dong*
(NHC Key Laboratory of Medical Neurobiology, Department of Neurobiology,
Zhejiang University School of Medicine, Hangzhou 310058, China)

Abstract: Feeding behavior is key to supply energy for life activities and thus fundamental for survival. Feeding
regulation is very complicated and requires the coordinated involvement of multiple systems of the body, among
which the central nervous system (CNS)is of particular importance. The CNS not only controls hunger-related
feeding behavior to maintain energy homeostasis, but also regulates emotional eating such as hedonic overeating.
Here, we review the central mechanism of emotional eating regulation, with an emphasis on the interaction between

the feeding and reward circuits via neural projections and signaling molecules that integrate the metabolic state and

emotional salience to control emotional eating.
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AT N (feeding behavior) &ALV T3l &
AT R E R R, RS BB IR AE T SRRV
FEEVIAT N, SEFERERE. BENTERENT
BB AT 90t . $3 6 10 AR 75 A0 JE A i i o
W5, B, SMERRBA. RS R
BT T L B XA RS (central nervous system,
CNS)! s SRJ5, CNS BEEWR S AW iE YR 17K
UL HAAE A A NG T, A VPR
PURFERE (RIDUVRIER ). B ERNME. A Y
ARIHPIRZS B R 4R L Rk R 2, T At
BEHHLRI AR, iR aiT s Y,

DL = RS B S LIRS B AT NI
=, YLHT B B 2 4E R VLR R B AR A (energy
homeostasis) ) 8 I& 2. YURKBEMEdE N EER &

HAX (feeding center) M, MIMJEZNTREAIT N, b
FHiREWEAT, e B, MR, T A
B HAX (satiety center) AH S 48 70 M Ay, 3 170 0161
BEE . BRI AN, AMAR SR 52 Al PR 2= A
. HEMEGIRET UREBRET A, thiniEdE
(1 46 I SR AT BN IR G I Ak sl idh fr, X MR &
AT NBEFR N1 45 3% £ 47 9 (emotional eating). 1
SRR EAT N E T B RA RN, EH%
R, EREE N E AR RS R R,
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PR EYINME. I E R E JASE vt
ORASFRE AT LU 470 B,V 2R 20
EEAAHET AR AEENE, #a5A0
Sl S RSN . AR IR R
N2 15 48 AR E HIEER,  ELFE NEEAE P BRI 2R
P 458 10 s B S 09 1 R IRV, 1 2 b
fiF (eating disorders, EDS) 53 FH £ [EE . H B HIAR
JiE . SHRIERE ST 40%~90% JL R R U, X e
MG T BAE R, S REySIERE
Tt BRI 2 1 5 4 R 5 ok
Z NP B T VAR FERAS, 1% 58 5] K EDS
AR S I A B IB R ZE T, DR L 46 AH 53R
AT BRI AATGE .

BEE MR EE . EUER . TRl SRR PR
#, BEATAKZ BB R CAR T KER
J&o ARIH N ER A BEILE NTF, XN HET
CNS B, JLH R LM A5 i
W FBATLRIR o

1 RRESERRIT AN RLS

HUAA T e B2 1) 46 HORI Y FE AE — 2 ][] A 38 0 Ak
TR PETPIRAS . CNS X REE-PATI4E R E 2
FEEMIVER . Kennedy™ F1 Gibbs 25 ™ 73 HiI{E 1953
AN 1973 4R T CNS fEAEFEM S B 1) “ Il {5 5 7
M BMEES”: 2 FMPR R, XE(ES 2%
7 AR T U R R BT A RN B AT O I S BR i X ——
T

T e 2B 57 i 2 R 48 (melanocortin system, MC
system) #& FH I FrJixi 13028 B 17 Jii 5244 (melanocortin
receptors, MCRs) I #iZ2 Ju 2 B, £ 24T N il
5 R #% (arcuate nucleus, ARC), & %% £ 1 5 1) <4
74" ARC P AFERI R SR R % UM
gH M . — 22 3R E R B K AT BT 2B B2 & R (pro-
opiomelanocortin, POMC) I £ 70 ;5 5 —RM&E I
95 R 12 B BRI I K BR A 58 28 ) (agouti-related
protein, AgRP) FIfHZE ik Y (neuropeptide Y, NPY). &
WIGE ARC i) POMC #28 TCREJ D 0 I EEN
B, HAMEERHEM ARC 1) POMC £ T4
e, B REEHFE, FEUN R AR
R P oA i 2L 1Y T AR O 3R AR 2 T B
AgRP &t Rt N R a8 ™, FERER
Bt AgRP # 22 el o2 P EOL AN B, AR H Az,
FEAET P R R 4 03 KK MCRs. H
POMC & M 85 U] 1M % 1) - 58 €0 2 40 ) 3 &

(a-melanocyte-stimulating hormone, a-MSH) RJ 37
— A% 0 1 MCRs R ¥ S e EH M. i
AgRP I /£ A P I 1 i MCRs $5 31 7 38 o 5 1
a-MSH FIfE R &4 A & A 19, Ble &l
MCRs 1] MC4R TSR RER 5, S 1k
R MCAR 2 T80/ B ey U s R % 2 R A JHE 45
SER 1T

ARC A7 T55 = 2 JA B, st A of i o o e 555
A R E TR LSO R S 5 TR 2 Ik
HENRSER, Rk ARC # A N2 X 852 A1 i 45
SHE R, 2SR R TN EAE S
T, WY K (leptin). BRI E (insulin), B YLK R
(ghrelin) F1 I & it 47 2% (cholecystokinin, CCK) %,
YIRVER T ARC. HRAMIE SR A 5 5/EH T ARC
RN 24K, 52 POMC #122 J0i% 3 J2 NPY 1)
B Ay Uh, TR BN IR A E 1,
LR 2R 2 N ARRAE P T i o of i 7 5 2\ ARC,
BoE AgRP MEE OB IBAE i2E AKX IK) NPY 1 AgRP.
NPY. AgRP it 55 50 wh AN 20 s /E T N Bl =
551 (hypothalamic paraventricular nucleus, PVN) &54%
AW X DA AR H AN T, BRAERELT
9o AgRP I T DL I 43 WA i) P10 o 20 38 o y- 2 ik
T & (y-aminobutyric acid, GABA) 5 POMC ## £ jt.
CEO ORI HIE N, AR AR RER

Fr 7l ARC AR N & 15 5, CNS
W] LUl i 245 SRS E T . R0
W AZ (nucleus of the solitary tract, NTS) A £8 & Al
Bz B, ATl B R A AR RS S 1T S
A7 P NTS o 1 47 7E POMC # £ Jt, Al
ARC R, ZPE#0E NTS #) POMC #1414
R4t &, 1 ¥ fliX 2% POMC #2870 J5 /N BRI
R EAEEARE AR T X gt R,
TESE ATy RIE AR, BLNTS AR 4
SO R IS 00 1 A5 5 SRS, 1T B ARC AR
AR 5% ) KK e B AR A g A s o i Y

B T 2 8 1) MC system 2 #b, CNS ILFAEL
M X Z5REREIT . AR, N s
[X (lateral hypothalamic area, LH). " Fixi i p3 il [X
(ventromedial hypothalamic nucleus, VMH). PVN,
HH LA 4% (central amygdaloid nucleus, CeA). [l
% 55 [X. (ventral tegmental area, VTA) A1 714415 4% (dorsal
raphe nucleus, DRN) %5 £ ANk X 2 7E 3 & A #5 H k
FEAEH « LH H 7 24022 70 1] L2y W AR 2 (orexin)
FIEEE ZREEF 2 (melanin concentrating hormone, MCH),
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PSS WIETER B8 1. R BRI AR R G
VRS B AR G W DM BE SR AT P s B
| VIA ARG & o r SR E S .
MSH # Z 5t MSH1 SZ /R BRI 1) /1N B A4 By 8 2,
VMH N2 M a K, LS RIE(E 5. VMH
Hh ) — SRR 22 TR IR B IR R R I e 228 TR I T
(brain-derived neurotrophic factor, BDNF), 1% ¥-5§
HRZERILE RS FBUN R B, s Ee
P Ak, — 2 VMH 40 S A R A 2%
AN TR S 52 4, R RASBRINL A4S B A AR s 7% 7 1
FEE I k£ P

gi BRIk, DRI RE R AR (I RE T, b
TR I L R 3 R 1 R A2 2 sh W 3 fr AT A IR
Ao HPEEAT NRRSE— BN A S, POMC #4 T5i
W, AgRP ML TTHAMNE], 1A AR SEE 5 20 10
AR, REEiEil, LR REE EH R AR .

2 EMBENHERINEE

'Y, THEESEAENMEY, 2K
R E N LB W) 2 A T 2 I 150 /=%
E R AR T RIS R B, fE1X
— AR O 2 R G T OB B A A
KE—F, BYRFOARE3 MOEES : BEW
M5 K 1P 5K /E F (hedonic impact) 1M % XK (liking)
W) A WU 2 P (incentive salience) T 4% 480
(wanting)*”! LA £ ST LR R AL B I T R (predictive
associations) 1M %% >] (learning).

Wi 125 2% L% (dopamine, DA) £ 4% (mesolimbic
DA system) & i 5 & ¥ 3% 5 RN 1) 3 23 BOA
# B DA R EH RS A VIA. R # (nucleus
accumbens, NAc). PIIETAHf7 )2 (medial prefrontal
cortex, mPFC). 5 (hippocampus, Hip). &AM
5 4~ #% (basolateral amygdala, BLA) A1 J& lll & 4 £k
(ventral pallidum, VP) %, DA #l £ o =& % 43 4
VTA B, B Ol b il 2032 5 245 DA & &l
HIE, 2 5%% “wanting” FIEEAT NEIHL, R
BEAIRIAEN Y, DA A U BERT 1/ SR & AOK
A7 38 8 B > B, VTA N [X [ DA #f 4t it
NAc ] GABA Red il PE# 22 e A7 £ R ER A, 2
B T A% OB . UM 3 NAC 19 DA &
JCARERN, AT 3NRE I IR B/ BRI s il T
B B, VTA e84 DA #2 Te 2 B 41 F) mPFC
MR BRAEM TG, 5% mPFC ASF2m /N &
BE SRR AT B, (H SRS . LA T

Mk g BT, VTA A PR DA #] NAc #1 Hip,
M) S8 22 B PR 28 2% 46 W3 1 AS R, I AR Ak 4%
FRANB L (R I 2 ) F 50 3 Y,

DA $H RGAT bl 1 & M B A7 75 % DI b
2k, JLF R 17 . ARC 1) POMC
AgRP #1205 VTA # 2 0 #8745 B2 H 4% 4 =%
Z.o ARC HZ JURE BT 2833 J5 A 228 ik mT AR FH
T VTA i X I 476, S 5 817 NI sE k.
VTA ) 2 B 3 B 4 2 56 ——DA Fl GABA fEff 4
6 P 375 MCRs ), H POMC 22t iy K 1A 3
P£ 1) o-MSH BE 7] L B 82 30% DA #1 4 J6 {2 if DA
BEI, 78] DU 0% GABA #4876 (8] 8240141 DA
FHZTCHITIRE . a-MSH XF DA FI{E I RCR £ 2 LU
i DA RGH R FUN A E M, HXE DA [
TEFH R A BRI REIE Tt — P L. AgRP & JTRE
i IR GABA i) DA #40 ™, N iR &
PR DA R FE KSR TR T - AR
Y J5 POMC #22 eis, HEH 2 VTA () HIR B
Jit a-MSH 5 DA #4 JG ) MCRs 45 & #0i% DA #f
G0, HRETEHN M HILFEE, 4TIk
') AgRP #2270 GABA BEJsUk/b, X DA #£E 501
FOHI 955, AgRP X DA i £ oo i) 40 il 78 F 5] atk
AN JE LK YH POMC 1 4: Je Xt DA #4876 [ B 2L
N7, DA T DR R i AL B

Bk DA 4, KIRE. BT 289 0 A S 5% i
(5-HT) A Z AR AL B8R HREMAERES
a5/ R NAc Ay 5 b 52
WA 2 e T i W R, SR e
by, REWINERVEmEAN Y. S-HT /LR
o 58 1 IR 15 5 R LR s i TR SR 0 B i 1Y,
5-HT2. SZM¥uE POMC #£:70, 1fi 5-HT1, 244640
#il NPY/AgRP #1876, 34 3130 ) £ 8 1 2 51 1,
[RlI, 5-HT2./5-HT1, 52 ARGk Z 1)/ BRI H B 6K
IR AR T, SRS T AR A B LR R AT LB
KR VTA 1 DA #2250 ™, Sl E . &
F AT DL B2 A B2 Hb 52 VTA (1) DA #1407
P T BRAR B IR s v, iR |

A BDIRES T IR EAT AN T RN UA R RE R
T, A SRR F O 5 R B B R i
PIBEN o H 243X R IE P 1 454 ke (i BN AT &
VIR B3Nl “EiFE” RE RS G, 20U% DA %
HARGNIThEE. R AT R DA g Y, et
& NAc &b DA B, 28 R0 K RN =
RER ) A G B O, SR TEB RS T
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Pt T3 N, ABE K b B RIS AT N,
ISR NERE, ELERAE R R R, TESRSEAEIRTH]
TEMER, R&GEFMBYINIR. Wik, KRG
WA AL A A AE W AN LI A FRER L 52 B 4 A7 D
Ja R TRk st fr, A KRN RIETEREf

3 ENRHIREREEME

B S S M SR R IR T, InRR
KoHE M. TERIMM S AE RS RELEAN
I AR R, ISR AR E H
M E RIS RE IR IR R B, AT B
BRI R, AT IR £ 38 hnsigk > g YN .
JE 73 6 55 B AT v B A 2 B4 AR H O S g 18
35%~60% I ANEEJTRES T2 EZ R aY), m
T 25%~40% [ N 1 i Had e akceE B,
WL, TN Co 38 R T8, AATT4 BE A0 m) T4
AFEfEE. B ERaEy . skt R, 2
#& T Z PR TR R S TR 2 1 A
RERE B 1R 70 S U EE 1 0 7E JE Rk R S A RA
BB, IR R AR R AR A AR PR A
K. EAGEAMBEE. LY miFEREE
AR 2R A P AR N\ P T i B Ay 8 B

RS II I U T S Wl R N = gl o 7
(hypothalamic-pituitary-adrenal axis, HPA) 520 .
TR PVN i X AE 9 HPA B2 46 mi 5 2 Fh s
JINHAH IR . PVN I8P 22 B 421 15 i oy
W CCK JF8/0 M B i sk 3 &8 B PVN 431l
IR B b i 2 5T 3 B TR - (corticotropin-releasing
factor, CRF) {2t POMC fi74EH) —— 'S bR B
% (adrenocorticotrophin hormone, ACTH) R,
I 2 UL T B A R N . Bz B AT DL R
AT AR UURL B, AT LLE ik PR A i o e
FREBURE B LR AT NPY [ 43k B sk 3 A
B2 1 38 3 7 B 4B L i B IR ik CRF AT ACTH
RO R S, T R g B R B LR & R s Y,
iR ERAA. KBS HPA 2R, B
DUz . NPY ZZ MR EHRE T THERE, &
AR A 5 A = s

JE 715 E R #E AT AR MC system B 424H
F*. POMC. NPY. AgRP % fif 2 fik LA K MCRs T
RSB AT R . NRIES: 14 RAER
e s L WAN R R i RN A INA S =R Y =
ARC ] POMC #22 o Ei A6, #fi] VTA ) DA
e P, B AT N, ELL 10 RETS

CDI1 /MR BT S PEAL A RIS /N B, R
i AgRP F1 NPY ff] mRNA /K380 9, JEF 0
X e e A R . AR R I g
FEAZ PRI /N BRI, 5T MCRs #3)7
MT 11 2t — PRt &, 1 MCAR S Z (¥ /N B R
A 1B b Sk Y IR G 7 B

JE T T LSS 2B R G5, N DA R,
NAE I 25 P55 R AT v e P 2 T 5 K 1 2k
O HE Sy AT N2 5 35K (reward seeking) 179, {2
B R E YRR, HE 5 e A
CRF. JJiiBEAn 2 e IR S5 mr DUEH T 228
AH O XA AL, i3t — D b, K77,
B EORAT B W T B I B SR AIG BA AT DL G2 i R 48 1
TR TR 2% B 2% A I J1ik &8
mPFC A2 X ) Dhfe, THih 4R F47 M
e, FEnaT O EaA v,

BhAh, R AR R E S s T AR
Ji U2 R0 i e R Y A5 O o R B R 4 A
171,
4 MIREXRRE

AL 2 (1) H RS B BRI 2 A ) 00 B Atk
TR . BV PRk L ot B 5m 2
FREE AN BB S A R IR SRS B
AR, HERMEEI R ERAE. EEACE. 4
13 J5 BL RS A EDs 47 40%~90% [ 3k s 26, 15
R TRERS R AL FEAAE R B L . A PEAS
CL 4k 271 A % T 3 0E 45 EDs f 59 8 7 R & 7Y,
#iltn, EDs BF G BURZ A HAELIHER 721 H C
Ft N B LIRS U0 Bt 67 T 15 4 a4 S 5 £
AT IR BRI 2V P P i 22 G B 2L

FIHR AR RN £ FEE B AN & PR JR e 1S
9 N HN N S5 MR D Re Bl . B TR,
NAc. CeA. PFC. M F7)Z (insular cortex, IC). &
5514 (parabrachial nucleus, PBN). JE{l SR {4 (ventral
striatum, VS) FIRT$17 5 JZ (anterior cingulate cortex,
ACC) ZE W [X 2 5 %6 4 5 R VPl F0AE N2 1 17 26
SRE VO, BRI A R A5 A T I 2 AR & AT AN
RO Z AT, HEATR B ARIR B AL H A
A

AT TR I, = E a YR FEFI AR R
iE S FIHRAE 2 [ B AR S U7, Kifa (— 4 H)
Al AT YRR BAETT LB RIZF 24 /N JE R
I YR AR REREAT e, /DB 12 /NI 10% HlE7K /12
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NI RE K R 5 IE S R 3~4 J 5 R R B R
AT P RIARNE S TR A&V I BE /N
SR EL HH B FEREAT A, IR PFC i [X 0 2. 13 5 B A
FERERE N ™, e R, KA OB e
FRAERAT . IEERHT TR, 1C-NAc 3 B
PR OE TR N, BUSZI S AT /N B
e B,

KRN m RIS FH RMIIT A KR
FH SR MRIR 7 G, (R SR IE PRI K 5250 AR 7K
A b S 56 P AR B AR REAT A B2 BT B
FEH 6 R TC B R BB R I T e W O 207 P AIC 1
SRR ™ HETIA N, PFC ZE4MAAH < i [X 4
RN A% AN PEC i X 8 %) B AR i 57 DA &
HPA il =7 [ A5 76 400 A5 RE 10 & A v %5 5 B B4R
F RS R 4 T, ok B M A A% T Rl
b R U R I X (025 2 VRS I NAC) #E
A &3 S B

AR A AR 3 . RUR BRI &7 A
1t 5 CeA. PBN i B (locus coeruleus, LC) = 4™
i X 2 VA . BE CeA W] 15 5 21 1) 2L 1H e B,
CeA FA3 B B th AN QI 497 J5 BB AR O 7 5 45185
CeA 7] LLTH B Z AN RI KRR S B B 0 CeA tHTE
BRI RIEEN « 1 CeA &I AT J5 A
ik (prepronociceptin, PNOC) fI4H it m] LAy b vl &
RN, GBS CeA W R IAE RS CO
(PKC8) [ 22 7o I w3 i =5 5B 5 GABA 38 24410
H e P ghAh, JBE S R SZARAE CeA 41 EKE
ik, AE CeA AbvE 5 R 15 28 AT I 25 PR AR /D B 6k
£ P, PBN i X AT LA 7 0 25 47 25 ek b s @,
FEALBRAE T 2P BUE PBN 1 A] LA
A TN, PBN BIFRES Z I A5E K (calcitonin
gene-related peptide, CGPR) 122 7T 2 ¥ ¥ B V)0
CHrEmRIE ), (HEEMNG, CGPR &k
HIEHRAR MRS ™. Ltz 5RE]
s . LC oA oiEd £ E EIRENR R
PR R LR TS PBN #& o0, DL B IS 5 5 CeA
3 PBN 01| V43 565 PR KIS R4 % PBN #1227,
G CRMERVAT Bl P, DRk
B, ZIEIE R CeA. PBN Al LC AH 12 TG 1
T AT B B H ] (e 2 WL o

5 BRERSEERS

EDs J& i AL — R A0 SR, M
2P JR & JiE (anorexia nervosa, AN). #1242V 57 & iE

(bulimia nervosa, BN) DA & &7k 2 B JiE (binge-eating
disorder, BED) #& 7 WL 1% B FafG, 3 ERI N
B R RS A E RS W, 25K — RAVE
PTG BURAS I 20l 1 MRS B AR S 1R s B Ay
AEXT T R TRl A JS 23697 B R B2, (HIB B
Xof T IX L5 (AR T 70 A R

EAFE R L, EDs toeiG il 45 7 JorH ok
FERIRER o AESEAE Jo e FE Ir) 3, 8% H B A 0T A
FEREAEIE LIRS, BT FT I NE I £ B 35 18 ATl i
RAEMI RS P, AN B s T fl fe A, I
X JE R B s 2 )RR REAT . BN B F R E
MBI ()3 £ PR B AN IE 2 I AMEAT N ONRHE, IR
RINEE A EBERE oo 24 RHNAT SRS w0
BED B#HAERRE R G HIME TT. BIEFEAVERS
4o TR ERERG R I RIG YT I8 F S A R
FER OB R YT DL B 8 56 @ B .

FSUIAN R 110 32 B I 2 5] R KR A A 3 8
MIELAR, IX A1 G 45 o DL TR AR 2 1 TR
o flan, KHSAEHREETYBROEE RS
DA )5y ¥ P7 OB AIC DA 52 s (gt ™ s R
I AR A AU %52 B AT i B8 2 R I SR A4 1T Y DA %2
& (D2R) [ FH 2 ® DL K A i DA [ RE T3 #545 —
SERRFEI T B 5 70 R 1/ BB AY 1™ Rl BED
B U MR E] T DA AN EMILR 5 X LB
FAESFE AL = i, BPEH T DA #H&6ig
BNFEA, AH R4 T 4 e v o Ao S />
LA VR 1 A4 48 N SR 3R A5 4 [R] £ A gk 1
DA #h& 70 FAFEE R . RS RSG50 T2k,
JE T R B R i B R AR BT G 2 R 5 )
DA £ CIE P, 182 102810 "™, EDs ik
PRI 28 G0 3 I M 503 3 A 4 A 1 T I JR 1) £
JIEA (acetylcholine, Ach) FIBEFEE 5 ", DA I Ach
4% GABA- SRS H LA LT 1 B 2 aniREs 1
o X RINERIEENFENAT ERE T HKR
(1 22 5% ) B A i 3 0N S5 A — SO A B K S 1O,
X5 R PR R — B Britbe Ab, BB
/B Hip-mPFC 1 # t 47 /£ BDNF A1 52 44 J Lk
AR B (TRKB) #5524 . D CA3 Xk
5 R ZIRRIEW > OFC kb 5-HT2. %44 Fi%%
Tl N AR Ak U7, J AR Lkt T i £ 5 T 47 45 4
SR R I 3

FERINEE R TT TR, IR D Re I 4R i B
(fMRI) BFF R I T B BEAG 2 24~ 515 45 %A
RN IX IS5 KA, R G @ PR AT I B
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IR T S5 FERE 1Y, AN BRI X 45 38 1k £
BRIMER M. ACC FIEFUE/N, FHHATERTT
JG K E 1EH# . BN B3 NAc i X (AR BN, VS
A DX fR AR AL B . 2tk BN HR 5 1 1C A AR 1
R S5 FL i DX AR RUE Bk & OE . BN SR 35 7 T 6]
AN E DL B BT, TC i X i o R R 1,
XA RESE BT EDs (5 BB A Jw S H
AR % . NAc, VS, IC. #{-#% LK ACC
EW BRI VIR, XEegE NG bk —

TR, B85 TGS AT NS EAE R
LWL, KRR IR AL (B 1), X LR T
JEfRm T T RIRER I M, OOt b
EARAR A FEMRHAEER, R TREE . DhRe MR
FEIR B RN AR SRR I R . W FEN DL L
AT UAREHEE 7« 0 AR H ARl X R E H br 4
TRIES, ORI E T IR AT A 3 AL
MR L. (H H AR R AT AR i AL A
TN L. (1) TATH A2 f e X AR &

R T EDs 22 L5 AR5
6 SEEFRE

FRAT NRNURLERF A AT . IS P2
W OREE, 2R BSOS R

TR RS ERTI D Q) FE TR R R
FE LS X W] P B AT 9 R s, (E AR
R A 22 e AE e b R AR I DA S 7 2 T B
WAEALEIBT AR R sk =, TIX Le 7T HEFR T A e
WA R Y B B R R . PO TR 2 B2

THAEMRE MR AR TIEE M ERIE IR, W SERE. LB E S EOREE &, AR
BEMER BIT HRHREI AR IEIEH
L RSERAH | < mm—
; - TEMBRERRSE
|—>; CMESESHTF 00 iTrrorrorererosseroesessnnnenes
L R EH R ERAIE
: (NTS ) (LH R T - - AR
............................ - ENSBRRESE
g o -ENSBERAS
(PBN  |(LC pS— ,
O (VMH ) (ARC _J--»CRF/ACTH—> }ﬁ)ﬁﬁb
L J1% . AGRP/NPY | o :: . :
| prm e \JmkpoMc J i |
{155 S5 e mia v S—— u
L ) & g = cToTTEmTEEEEES TEEEEEEEEEEEEON T TETTEmTEEmEmmmEEmEESmEEEEEEEEES
: =

» * BRRR

e ” EHEEHERNEE  snms
st ERpm  (MPrC | (NAe e imE
= ' = L° mﬂmﬂﬁﬂeﬂﬁg%h KSR
g anm BRERSSERFS | +ank
‘ Y =AY S
e BELESHT E :gﬁgf
' 5-HT

T ERMARCER F5 Z A 4% BI(WINTS)#E A E 50 T, S 5IRERESEET . Bitzih, BB IRESH
A LR AT N . MG ROV E B DIVTAR X RN 2 B R G e b i, MR E M1 4t Al i 2 57 i &%
RGNS WFREF TS 5. D)o THRAE 5 m 1 208 HPARN G, R R M ER TR R M2 B
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