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AMPKiF 5 T i Kisspeptin 2 4t B AT BEAIL

EMy4k, fhomT
(AFRFFRENEESE, B 210014)

WE: | Kiss-14 B %5 69 Kisspeptinfe T i IR A 5 424 T - 2K-ME IR (HPG)#h Ik, 1L R 3ILRE
ERMEE/BDTHEFTRELE, AMPKIEAWIKRE 269 e = Kt BT, 4% B4/ B4E A TKiss-147
%7, ®rhKisspeptink A& KA, H M WARREDRNGIET KE, Hi, i K#TELAMPK
A8 % 9% 2 % Kisspeptin & 42 T T HPGH 69842 . A F b, AL AMPKAE A T T & fiKiss- 141 2 T
M) R Ak 2 K M7 AMPK T Kisspeptin £ 2 K 3265 A TAE A #4428, AMAFARARGREEHES
HPG#h 7 it B A58 7 At A2 5 69 X R AR LRIk 3%

KRR RARBR IR E MK B Kisspeptin A 4o; fe & R Mfr; T - EAR-M R4

Possible mechanisms of AMPK modulates the
hypothalamic kisspeptin system

WANG Pengyin, XU Rui*
(School of Sports and Health, Nanjing Sport Institute, Nanjing 210014, China)

Abstract: Kisspeptin, encoded by the Kiss-/ gene in the hypothalamus, is involved in controlling the
hypothalamic-pituitary-gonadal (HPG) axis and can receive signals from energy metabolism hormones/factors.
As an important energy metabolism factor in the body, AMPK can directly or indirectly act on Kiss-1 neurons,
affecting the expression of the Kisspeptin system, and the normal function of reproductive organs. Therefore,
the Kisspeptin system can regulate energy imbalance through the AMPK correlation pathway. This paper
reviews the mechanism of AMPK acting on Kiss-1 neurons in the hypothalamus and the regulatory effect of
AMPK on the Kisspeptin system after an energy imbalance. This review aims to provide a theoretical basis for
studying the relationship between the body’s energy reserves, features of the HPG axis, and reproductive
function homeostasis.

Key Words: AMPK; Kisspeptin system; energy imbalance; hypothalamic-pituitary-gonadal axis

Kiss- 1755 PRl e W11 g Jiv g 40 1) 4 4% DR -1 R AR [ RE 7 M 2 AR ——G B A AR K 32 /8 54(G-protein
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A 45 5 I ) TN U R (follicle-stimulating
hormone, FSH)AI{E i &4 % & (luteinizing
hormone, LH)7it, ZIMMBIEHIMERH TAHESSE
o WA T S T B AR IR 2. i Kiss- 1 8 R IR
B Kisspeptin R 4 & Ui 15 T b i - 2 A4 - 14 iR
(hypothalamic-pituitary-gonadal, HPG)##x ELiZH
5@y AL, RIS H A S )
i R EMEL, Kisspeptin?ll H A e #H 2 i =
AR U T g R R I B ) RE S
Kisspeptin/i, GnRHZFW/KFHGIN, <7535
e, LB IE T O T A HPGH S shaR ar™, T
Kiss-1/GPR54 538 8RR 2 1 BN BN B
TEPERRB R WA . HEIRLRE R RES . Rk,
Kiss-1-GPR5415 5 1 & i 20 L 30 1) 75 454015 30
FIATE N 53 1 D RE ) OCSEIA T, AE BN AR JE T 4%
HHOREA R B ARBIER

b E TR, BN E RN, HKiss-
1-GPR54-GnRH1E 5 18 I 14 il ¥ Kisspeptin & 4t A
X2 5HPGHIM I, HAEA RS M
ThBE I 2 P 43 WA % (1 SR 21 s 2. R
% 5 IR # (arcuate nucleus, ARC)H HIKiss-1#4 70
TE fie 5 2R A4 52 W IR 7L 30 400 25 A i i B A Tl D g i
B REEEEH. VAR ERA G, ARCH
MIKiss-1RE K HIAE . 25655 77 je & PR
S FERARCH Kiss- 1715, AT GnRH/LH
B3, LR PE IR R 7 WK A, BT
M A ThRE" . Ahmed "3 X6 I AR 14 K RO
4:10 dv 20 d. 30 d. 40 dFFAT50% K fr#E T 5
KO, FoT EWiKiss- 15 5 204 & DL K M FSHAN
LHKRFE7K P B & FRK . X378 T e fifiKisspeptin 5
et T fh Be E-P AT RSO U, 10 dIIRE #
2 PR B AT 5] RS H R K B . LuluZs " DR
FLITEMEFETH SRR A, EHRARARKRFE
FIWE sh i H B e IR 1 IR0 4R B
HIGnRH FH 14 4 28 70 2= FTK isspeptin & [ R 1A /K-
whn, FHEMEEERS, #RERETFERES
{213t i Kisspeptin R AR K IE . A 5T ] BAHT
SO W LK BB AT W IR TR IR R ORI, AE IERE
EPERE T, &R B BKR T iKiss-15: K]
AR B R Rk AR LT &, JFR i LH/FSH >
WASE I, E RR R i iR A E A A

FEA B, 52 e HL R [l 5 3 2% 52 fl (testosterone, T)
ATl — % (estradiol, E,)AIr s fzhae!™. Hit,
fe R Tl N B Kisspeptin & 8t K 5€ B 2B 5
DIREMI AT o

PRI, Res RAT U/ A T Kiss- 1M1 78, BA
6O HPGHIK A2 HER . RE . Bl
T2 S re AU R DL AR R IR oS I R A
¥ [adenosine 5'-monophosphate (AMP)-activated
protein kinase, AMPK]. WHi#Lzh%) N8 =¥ EH
(mammalian target of rapamycin, mTOR)%§gE &Y,
R/ 1 Re e ELREE A B/ E ] TKiss-1#1 420,
I Kisspeptin R FE £, Hd, AMPKAE
N M Re AR 1, ARRE R E RS
HEFAEH TARCH WIKiss-1#14 70, s2ReE QM
PN K iss- 14028 70 1) B R 72

1 AMPKE#{ER FKiss- 14022 sTRIHL

1.1 AMPK 5Kiss-1##142 ¢
AMPKJE —Fi 53 = RAET &Y, &—Mredt
A3 2 v B R S ) 2 E R BRI, R — A
AT Ea(al s a2)s BIADTRTTEEERBL. p2)Aly
(Y1s y2s v, JTiZRIET FRM. O &
L. BRI SR, s, s T
AMPK o3 F 55 AL I i Thr 1 724067 55 fd AMPK 3 iR
fa, FrEATPRI N ARG FE 2 s, 1TV #6
ATP 1) A BAC U B0 G A% 0 1) A8 AMPKUR #5 AE 1) 3L
B, 2 HRTIAREENR M. BRI, HPG
B ST E AMPKERIE, HORHUARE =
RS S FIFNE P 3 WAI R P A e 2520 e 3
A EMNARCH, AMPKEFIEARBEHEE. /it
SREEA U SR A i P H R RE R A PR,
AMPK HJal. B2+ BUFAy 1 3EFRE T T o hi
ARC. =55 AR A A% B B A X ) S@ i 5
M &P BEETHAEAH AR SR TR R
P, Horb, RIET N EMARCHKIss- 145
AMPKo% 2% 4] . TorsoniZs ™ F| F A7 4458 44k,
14 928 20 A &85 B v ek e 1 AR 12 /)N R AR C A7 i
P F 34T Kiss- 1 MAMPK a2 & S AT, 52 I ke A A
HEPE /N B ARCH K iss- 1 #1148 TEREWS 5 AMPK a2
mRNAFL[FEFRIE, #RAMPKA] PIAE A T Kiss-11#

éé—‘o
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HARAMPKAE 5 5Kiss- 1114 0 2 (At R &
%, {H HAT$8 B AMPK X Kiss- 11148 76 H #:AF F Bl
B EEE 2> o AHOCHAEHESLIG 4R, AMPKYE
FE i ARCHHZ o R4 8 47 M 1145 3 1 IE T8 11
KEAEH, X T855 7@ E eIty
Rt AL FL S B NI LAY 38 TE 2H L
AMPK fE BRI A 19 88 10 T8 AT 4ERFAS FLA
P AEREYER BT i & H FARCHZ Jo
N AMPK 375 f]AICAR(5-aminoimidazole-4-
carbox amide ribonucleotide), HEAEFELE R EIR,
ATCAR A AR IIFERL A5 R, 170V 55 AMPK A0 ]
il Compound C£> {2 & I L2405 25+ HL AL (K]
P, X AMPK )35 P 6 14630 18 FL AT 15 25 1
FIER, [FIN L e BT JF LAY 55 13 1E 4 1)
e F, AMPKAE % nl DLidid & v iE B aEAEH
T FEMARCHIIMEZTT, Kiss-1#4T5IENARC
o ReE S5 OCEM AT, AMPK A REFT I
TR B Bl E R R B AR . AR B TR E
P 22 B AMPK G Kiss- 1 # 28 70 1 1 4% 22 HH 25 118 i
T, HEKiss- 1 Z TG P )2 IR v] BE 2 H
SO REEM. A, BRITHHIEITE, AMPKYS
Kiss-12 [f] 1 ] e AA 72 HAR R R 85 5 d ik, A
ik — AR

AN IR E VE B AMPR B Eh 7 J5 2 il ARC H
Kisspeptinff 2 L&, 14 ARCH JAMPK 32
FIHNHIJE , Kisspeptind il A1 n. Er %4
H 68 SD K BRI ki % 43 ) 33 55 40 pg i Compound C
&, Rz AL S B R ARCEBAL K Kisspeptinff £
s EE N, PCRES R T RkCompound CH AT
HKiss-1 mRNAREK . FERTT B IAMEPE R BT RE

E1 AMPKEIZEITH NERARCHEZ T FREF&EIE

B2 M30% R & RE RIS, FIH G4
FRRIAEKBARCHIKiss- 1412 o &I
Kisspeptin £ [ flp- AMPK BH 14 41 i /7 75 JL 3R 1E
It Hp-AMPKIK P34 I i P s, 1M Kisspeptinik
R B BT 5 T 2 e K R A A Ak
PEVETFE B AICAR(1.5 mg/mL)iE4LHE —H G, K
FA R AT 24 22 ZHALTRAE R BARCHY R B R 15K iss- 11
FZ e R D I 50% . R, AMPK{E S5
ARC Kiss-1#&yt 2 (i BA HEE R, AT
Re P AT e B A% HIARC T BEfg 3L Rk . H — &
LIk B HAAHK, AMPKIHTE 5 2| Kisspeptinik
X BUCUATH AT S, 2EE R OGER 2 M AE
V11 2% F 2 AMPK X} Kisspeptin & 4t HAE FH Al 52
m, UL HEMAMPK 3 ZE A5 f At & PR S 1
ARCH Kiss-1# 2 70 k& H S 5
1.2 HitggE iR/ B F4&AMPKiF#ZEKiss-1
WZIT
1.2.1 mTOR B - 7T #& 2 AMPK 845 Kiss-14¥ 2 7T

1585 AMPK P [ B e AR 7, 7
RER ARSI P XA, mTORZE —Fh 2 &R/ 5
AMRUEEF, PAmTORCIFMmTORC2HFh & AW
fEAE, &2 5T W5 & 8 1 i 2 A AL %
#%. fEARCH, mTORM G5 AMPKAEHFAZE
P Kiss- 1456, KB, mTORS T KK
Kiss- 1R ERMEFEMIER B k0", AR
mTORE M 2 1% X HP G #ill f1Kiss- 1 R & 52 m
Roa% "It 5 MMM R Rk &R, R
PLK BB IE I AR B B 48R . i LHATE, /K P
B N B R R SR AL A 22 AR A IR B i
Kiss-1 mRNAZEA, KHmTORE ZM#H|ARCH
Kiss-1ImRNARIA . X8, mTORKIES: 5]
ARC Kiss-1 mRNAZKF[EACHIE HFIH S SN AEIR .

SR, mTORK 7 LF 22 (Bl #5115 Kiss- 1 #1122
JCHT, UmTOR(E @B P EuER, H RO
LG 2 B AR B 1 S 6 G 2= 0T B TR 4K T S 6 4% i
{& % A (phosphorylation ribosomal protein S6
kinase, pS6K), 2 FUFRUN 4> F I, M
Sl ALY RIE T . AR SR I AR AT N
SR PR AEMTOR AW ThRE -

{HF e iiKiss-1#1 2850 _E I AR IEmTORM T
WA BpS6K, FEH XM, AMPKAE T ik
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ARCH HJKiss-1# £ o RIA, IF-RE#HmTOR
15516 S HHE WS 32 8 1A B AE B Rk
O, FTE AL 2N, AMPKAEmTOR K _E i K]
T, il EAERE R AL mTORC 1 42 1 22 R sl 70 M
T FE T SR, HindupurZs e /N BT
JIE T W82 B mTORAE HEThr 1 7247 55 BB 4L, 1498
AMPKEME. AN, BF#EEB1(liver kinase B,
LKB1)BE% 8 1 @ B2 1k Thr1 7267 S G AMPK . &
W AP, LKB1A] G5 mTORC A7 % ) i AH B
£ F LA#E AMPK Y $#27RmTOR B 7] At il i
Thrl1 7267 Sk AMPKIE M. BRI, 2535550
mTOR B A @ i pS6K M 42 1E I FKiss- 1114876, H
A 8 IE L Rt AMPK ¥ Thr 1 724067 S A1 EAE T F
- fiiKisspeptin R4t . {H H §I ¥ JoHff 55 % B AMPK
EmTORTEW#EKiss-1#&uH MG R R, JH8k
W 72 Al 7 AMPKEmTOR 5 Kiss- 115 2 v R % (1)
1EF .
1.2.2 B %% % (APN)2 AMPK A 4% Kiss- 14 4 7T

NEWI R RAA N EE R R B2 —, IR
iR 9 N 43 A 4 B Be % 43 WA IR K 3% (adiponectin,
APN)FIE & (Leptin) S REER MR R, S 5EE
A AT AE TE R A I B AR R 7. R R,
APNFILeptin 5 T b HH Kiss-1 [ 3814 & BEAH G,
It B AT el i AMPK 58 B X Kisspeptin 5 4t I
WL,

ARSI AN F IR E APNIE & R EANGT1-7
4 i J5 F) FH P CR 43 AR WL ¢ 1) APN R % W] S 4101 |
GT1-74fi Kiss-1 mRNAMIFEIE, I HAPNIKE
FK, XtKiss-1 mRNAFJHIH|/EHBEE, $#r
APNAERE M T i Kiss-1 02655 . 1 78 it 72
1, AMPK AT RERFE B Z BN TEH . AMPKZ
APN R AT, APNEER] LB BOE F S
RZAMPK DL & 4™, g s AMPKi& #2410
A1 2 A 1 P IR T B S O LH A 9 i SIS 7T AIE
SZ, APNRERSE T AMPKANH|GnRH 43 s, Wen
SR AR AP GT1-740 i 2 )73 5 APNRTAICAR 5
RIL, Wi H D ZMH GnRHM W, HAPNAIEL
RERS (L BE AMPK [ FR 10 2 (1 R IA KT3I, 15 B
APNRERS I — S HE = GT1-740 g - AMPKJE ) 1)
FRLFERE, BUEAMPK; APNAIAICARZAES i
SHEEAL AL, TTTAMPKANH]7Compound CHJ

SR AL R Ak, APNIU AT 5% i Fh 25 B Ak
FEIR AMPK /& APNYE i 5 HPG il i F2 A 1) 85 2L
Fo WRANBETERIL, APNAIAICARIL BEHEHH]
T EMGT1-740 M0+ 1 Kiss- 1 3£ R 5%, BRI
)T ;M Compound CHJHINKiss- 178 K55,
BB A TG R . 1 Kiss- 155 R 3 j 0 A
o, RSB A [ (specificity protein 1, Spl)/2&ifi{E
Kiss-1 5855 7P B 5 Kiss- 1 3£ R E 3
THARRN S, PR GEMIREL,
BETT 5 W Kiss- 18605 . B 70K, AMPK R
WE1E 5 70 W 40 B A0 R T B B B (extracellular
regulated protein kinase, ERK)AJ LASr5:Spl HIfER
P, H APNFITAMPK Rl i i ¥ fe g 8 n F
i GT1-74H M 7 Sp 1 2328 & U4 55 Sp 111 7. 4H A 7
A Rk, AMPKAE N5 APNA: 2 E F 1) B
BAF5 07, B EE N EGTL-741Z st 1)
AMPK R k2> Sp 1 AT i 553 1 40 4% 1) 5 6, AT
i Kiss- 13 D5 (1 3 21738 T R0 2 /K752 2040 i) o
TR AR ST g o SD A BRI i =5 465 24 1) 7 v 3 )
ESTAPN. AICARFICompound CHITE R SLLG 1 &k
B, 2> HIESTAPNAIAICAR G, 3t s 4 Ak F2
R T BAS I F ARC 1 Kiss- 1 #1248 O BRI 3 )k2b
[N Kiss-1 mRNAFESRAFHe . Bth, £
fili ARC " APN A BE Ji ik AMPKAE 5 i B 1 1l SD K
R N EEANARC Kiss- 175 K 21k
1.2.3 #& % % AMPK A #xKiss-14Y £ 7T

FE R Eirh, Leptin] L5 ik TKiss- 14112
JC_ I 2 5248 (Leptin receptor, LepR)AHZE &
1% Kisspeptin R4, Leptinff1id i8S 0¥ B
fIKiss- 1B KIS, SR, FEESSE TR
i ARCH 1A Kiss- 1 R AP 28 oo R I R AFE R
2140%FLepR. KL, LeptinHARBEALIEIT S5LepR
455 I Kisspeptin R 4L, {HIEARCH A A] BEAF1E
HAMBE A HFA R, AMPKA]GEJE Leptinii
HKisspeptin R4 7 — & 4%, Leptin ] Geid i
AMPKAE il T ARCHIKiss- 1122 765, Leptinfig il
i p70S 6 3 AMPK a2 I [ Serd9 11 2 4k, M 1 411
HIAMPKGE 7, 5 AMPK# ik B 7AAHY. FIHH
A SIS S R B, Leptinfi % 18 it AMPK A 5
WELMETFEE, OfEMEE. KOESSE T
BT TR R ) Y, Rk, Leptinth
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Al e BIAMPKFT FF R Fe I ARCHZE S0 H (1) B8 il
iH, #HMZ5iHEKiss- 14706, Kiss-1{H4 TEH
WoE 5 ) B od o B T IEaE Ak, AT AR A7 AR A
B4 . cAMP Vol 45 A 5 (cAMP-response
element binding protein, CREB)&4H & A 4% 5%
KT, 5T RZARIES). CREBIFTI# 3%
PG FI(CREB-regulated transcriptional
coactivator, CRTC){E NCREB WA 75 ) ¥ 5% 5 Bh [A]
¥, BACRTCI1. CRTC2FICRTC3 =FifRA71E,
HACRTC1EZAE T b RiE, 2 RIFCREBIH
P TIPS, WFRCR L, Leptinkg LepR4: & )5 Rt
358 N M ARCH [JCRTC1 L B R L A% 5
B, EHECREBE A, MiKooZ " i,
AMPK A At & IR #ICRTCI% 1k, I NCRTCH
AMPK I A 3 [F B B2 AL AL f——Ser 17147 £,
AMPKHGE K AEBERILET , CRTCHITE LI 252
FIPRH] . IRTHTIR, Leptinf M~ Ll AMPK
WETE, PR Leptinth AMPK I 11 540 1 4F F £k 4%
AMPKXfCRTCIEAL I HIHIEFH , [A] 424 58 Leptin
SFCRTCHIVEFY. Kiss-1%: K & CRTC 1) B4
br, HBET&4ECREBIL AL, CRTCLA
CREB4: 4 J5 151 T Kiss- 1103 8 i 1EY, B
WS Kiss-1% 5% . Kk, LeptinfRfi] AMPKIE 4
B, REBE (L iECRTCHE I H S5Kiss-1H 3 ¥ |
FICREBA 55 45 & i 15 Kiss- 156 3%, 4k Al — 4%
Leptin-AMPK-CRTC-Kiss- 1842, {H 21X % #1210
FARR NS M FTIES. &, Hila =M
ffiLeptinXfKiss-1#1 &0 KIEHEIERH, BE S S
Kiss- 11122 76 _EILepR4 &4, AMPKHH A% | H
BHEAEA, — 757 AMPKA S Leptinif {2 ARCHf
ZoeH B TIEIE, 5 — 5 o] R i AMPK A
CRTC i #b 33k M £ Kiiss- 1 5 5 KF Bk AT 4%

g bRTiA, FREMAMPKEAEY B /ERH T
ARC Kiss-1#1£276, s&¥T HKiss- 141148 70 & F il iE
MRfa—ERR, 5 “BeRMR-HE N w”
MBI AE IR . A, AMPKIE/EAMTOR.
APN. Leptin% H Ath g & UM/ F TN gL, #
B HAEH TKiss-1#1 £ 6 (&12) . Kiss-1#£8 T fE
5 APNMILeptin V. E4RIX R, J5 2EHF 70 AT i i i
B AMPKW 52 Kiss-1 17 1A LR FLAMPKAE 1% 4>
REBAC UM R B Kiss- 11 R P s B . b Ah,

Adipose tissue

Leptin Adiponectin

&

(o)

CREB‘\&/ @ Ty
N

\

Leptin R )

Kiss-1 neuron
A

E2 BEERBEHMZEAPN/Leptin ZAMPKIEIE T
R Kiss-1184£2 7T
AMPK % 5 T APNFILeptinifl % Kiss-1 [ 72, X
& 15 B W E AMPKAE IE 1 g & P IR A& T #O6
Kisspeptin 2 4t K FEAE 2 J&5 SO b AT 385 .

2 AMPK a]#4E R FKiss- 14842 ST AT REHL

B ELEAEH T Kiss- 1127050, AMPKIE AJ fi¢
T AE T Kiss- #0248 76 1B 0 48 70 [A) 452 5 Jons
Kisspeptin R 4 1) 2 FgZm . 72 F EEWARCH,
EamERYTERMREEMET-AEIRY
(neuropeptide 'Y, NPY)/#] i 2% K AH 5¢ & 1 (agouti-
related protein, AgRP)FIHIE 11 48 oK 22 7 2%
(pro-opiomelanocortin, POMC)/R] - [K-2 P4 i 1 15
# %k (cocaine- and amphetamine-regulated
transcription, CART)"*", NPY/AgRP5POMC/
CART P X 41 22 76 5 Kiss- 1 1 48 70 LL W 48 1 A7
e, fEREE-PHRAZBNE, XEME TR IE
e B AR RS i Re A R RO R
FEKiss-1#Ze o) RIE, A AMPKGZ R 1.

Ae EARHE S A Ae i i AMPK A TTNPY/
POMCHZ 7T, AR feEABPRA ] LB AMPK
MR ik BT A 1E S 45t el g, 7 AR Y 1k A A
PR A N, JF 8 ORI ALH M NPY /
POMCHIZ JGIH Sl n] S8 £ B B PRI A
TRl T AMPK ™ AE DS PE SR 4 AP os, B
R ke BT K AH NG B, 5 0 i e E T B0 A A
sl Rk, REEARUHE 5 AE 0 IR T AMPKIE Y
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NPYEPOMCHZ yuigtE, @M% T iiFKiss- 144
2 TCo
2.1 AMPK£ZNPYiE#=Kiss-1#122 5T

NPY #1128 704 T Fr /i ARC Fp i 78 {1 £ 1 Ao
26, WEHPARYURER, S S i & 17
N, EIE AR SR ML AR BE B AL IR HE 5 5 T AL
R T S AN 1. RAERERIESE, NPYH
2 JuMKiss-1 £ eI FIfEE TARCHY, XUbRid
FEROCSL KW, Kiss-1 5NPY 2 8] 7776 M H.i%
B, NPY B £ 448 S5Kiss- 18 B R 1
2, NPY ARS8 i A Kiss- 1 20 i AT LA 26 ke
FEKisspeptin 24t » Hessler 5 L1 $2 B ) Rl A2 1k 12
R T /I8 B F A 5 DR AZ 40 32 9 T IR ITNPY At
IR WG, A b =000 3% s 7 BRARC Kiss-1
WA TCBEAN R . R, JFH] F EiARCX
B Kiss- 120 N FAS B8 IR B, $RORNPY @i 1)
41 T FL DA R B AR K iss- 140 B P9 (045 K 7, %FARC
Kiss- 1112 0 ZE HEMHIER .. Hik, NPYHFE
il 5 EIKY %28 1 (neuropeptide Y receptor
1, NPY-R1)%& 55 Kiss-1#) ik . HesslerZ!*
TE 4 B3 6 7 T 3 RN PY-R 1 BEL BT 751 J5 R B
NPYXFARCAEKiss-1 FIHIHIE FHIRSS 1, BEIRTE
Kiss-1#122 70 i J A I 2358 7 NPY-R1, {HNPY-RI
(25 T A ENPY R Kiss- 120 70 30 1 15 1
FANPY-R14), 7E/NRARC Kiss- 14028 70 H i il
FINPY-RSHIEE M, HUINPYH 2N %655
HXF R i Kiss- 142 o A4, SR TINPY 38 it
AN S AR R AR P 73— 2B W S RAIE

TERE B R ZNPYAE FH T Kiss- 112 6 11 78
i, AMPKZ 53, f 44255 F] AICAR
AEFE/NERRRE T FE A R 5 K, AMPKRES {2
BENPYRERIFRIA B A, AR FE F AMPKIK
T AR 1) 7L EENPY F SR, A TR 94 FE 7 4
BB RN T RIANPY IR LIS BT,
Compound  CIRUFMHI] A BB 2 HEXRINPY #1228 70
S, ATCARFE AR, i AMPKEE 5
AT LA HENPY R IE, & fE M HINPY # £ (035
M B 6 B AT RO OB, R, LR AT
1 BB PADIRAS B, AMPK: O J5 2> 78 24 Ca®
MRANPY M Z e, BEENPY"! 4k i # il
Kiss-11 2815 FE A GnRH MK i 32 240 1] 1T 982> LH

ST gi b, RERARIENE B (3 B fU AR R )
FEAMPK G, BUENPY 2 oAl o i H AR 2 g
B a5 Kiss-1 #1270 _E# 7 NPY-RAH &5 & K 450
Kisspeptin £ 4t 46 4F F o
2.2 AMPKZPOMCiA#=Kiss-1{8122 T

POMCHI & Ju/EN T el R B w4 e, 18
T B A R T RIFEEAE . POMCHIZ
JC R IE M o- & 2 40 i ) ¥ 2 (a-melanocyte-
stimulating hormone, a-MSH)H] LL-5Kiss-1#14 70
TR, o-MSHAZAPOMC K ik i) —Rh#h 22 ik,
iHId 5 MR 5 2K %2 R (melanocortin receptor, MCR)
TWAMC3REMC4RE & KIFEAEH . Manfredi-
LozanoZ: 176 5 M K RIARCH KB, a-
MSHEZF 4 5 & Kisspeptin [ 28 70 4H i 44 %5 1) 4%
fil, MC3/4R3Z B4 5 25 3 8 Kiss-1 mRNA¥; %
KPR E TR, A B ) 2B R . % A
E5Za-MSH-Kiss-1-GnRHM £ J0 {5 5l B RE 8 2 5
HHERYE B MRS

AT HIAE 9 D E S, T i AMPK RE % 3@ b
IHPOMCHIZ IR IRIL, 7T B T7 1 &
HE/ERT. OnZE@ it /N RN BN ARCYE T
I3 B RN B AMPK ) L, 8 L ARCHF 57 1 52 ik
AMPK [/ R J5 S e b 472 & i AR o £ i
7%, RILAMPKIE IR 1] A POMC mRNA [ 2%k K
SEREIN, PR R B AMPK 5 POMCAEAE FUkH 2%
SRMAMPK 2 & &4 FPOMC# £ e, HETIIA
EE. HAT LR, ST TFPOMCHIZ LA R
BEEEME, AMPKZTEERN, LeeZ 1
N, IEREE T &R RS I T Bl o 1) y-2K
F£ T R (gamma-aminobutyricacid, GABA)REHHI TR
Ui [AMPK 1k, MM k> GABARE I FPOMC4H
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