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Neuropeptide Y and its receptors Y,, Y, modulation of pain
GAO Yun, HONG Yan-guo*
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Normal University, Fuzhou 350108, China)

Abstract: Neuropeptide Y, a peptide hormone with residues of 36 amino acids, belongs to pancreatic polypeptide
family. This peptide iswidely distributed in the central and peripheral nerve systems. NPY is mainly involved in
feeding behavior, cardiovascular activity, pituitary secretion, etc. It is found in recent years that NPY is also
involved in pain modulation. There are six NPY receptor subtypes, Y;, Y,, Y5, Y, Y; and Ys. Currently, Y, and Y,
receptors have attracted attentions. The studies have shown that Y, and Y, receptors are associated with pain
modulation or processing. However, their mechanisms are not clear. This review outlines the recent studies
about functional role of NPY in pain modulation.
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AR IEHE KRS 8T AIREE NPY AR &
MANZET (DRG) L TTH, NPY A7 bl b i A7
B, ANEsh G S, FRETE M, Rl &)=
BTRETMNPY WM& B ERSM; NPY /K,
T DRG & o I ERIA W2 Bt IX LI G ARk
B, DRG FIFHET NPY 25 T A ph & 545 J5 1)
PRES TC ] IR YE AR AL,

TR, X NPY 55/ o A= B 18 190 m] A A gt
AT THFIT . WPV ST NPY fE PR HE A 20 5 [ 1)
BUBCTR it 7 i 00 o A i ek o0 JIBE 1 fis Y5 NPY BR
NPY a6 BT, R BORTA7 F5 1k SR RN Hs 77 S 33
4 ISR AR A, HLC A% 5 77 o A2 I AH
KT, NPY 7R Rl K1 R AR FH T 4% Y, sz ARt
FIBIB03304 Jrfifii. FILEAHEAF KL, NPY 1k
I A E - 2280/ AMEMEiti G, KRR
WINPY 75 8 {2 PE = ™, il (intracranial) 45 790
NPY [HIL ML 50K BIBO3304 A A\ A A% H1 i 1 %
PRS00 5 S BRI UBR D 3 81 o NPY 7R R AZ K
SEIRER AR F A&l NPY SRR LY, Sz AR H T
e, FIRWFFREW, NPY ZHHIE 2L i3k FE
PRZPEIIF (neuropathic pain) BGRT-NPYIRIAE HI &
AN
2 NPY Z{K

BEACKIINPY ZEG Y, You Yy o Y, S
Y Y NPT, Y Y, RIBAEM A RGN T2 A7
76, I DRG AAFHENY . HErmmt Rk, Hik
JA G NPY AR F &Y, Y, WAL, Y, 244
Y, ZARERE G AR AR K. WEEE 5 G,
AT BT FH 2 A0 R PRI (cAMP)
T B 5 22 R0 HR 08 (mi togen—activated
protein kinase, MAPK) i, th ATl ik o I g
C(phospholipase C, PLC)fififi li5 ME/VLEE4, 5 —WR
(phosphatidylinosital biphosphate, PIP2) 7Kfif s =HilE
1% (phosphatidylinositol triphosphate, IP;) A1 Tigit H-
i (diacylglycerol, DG) !, TPy ff:JH TP, AU 1 F5ith
B, BS 1 (Ca®) BETHBIMIIR , Blad i 410 1 J5T i Ca® 3
HERAA, FHATHE N Ca2 MREES), Bk 4h,
Y, ZARE RIS S G B AR K IiiE (inwardly
rectifying potassium (K") channels), MIfTiiE—4&
A A A5 T g e,
2.1 Y, 2AE Y AR TR, fedon

FERINPY 3 FEUPYY B0 . i UL 2 Siie %
B DRG HH 1) Y, 2R AT/ hA g ot 157,
JLE L) 0B DRG MIZE TG 20% — 25%15), X 46
DRG fh&E o K 2 HULRIE CGRP ISP, v, 57
AL T b, FERE R XS A D AR AE
Y, ZARTER R SE D A iR 0. R RS &2
DB THANFE Y, S22 T (Y, receptor neuron) £
BIAENET: —R (type 1), fr THBET — IIHUZ, H
MR TR, BERE, HEY, ZHhEAn
SR EECE MR RS, M (type 2), fiTH
BE I RZ, B REME e — 8 (type
3), MLTHREIIIMRE, d/ANUMEIcdR, fEE
A B —RUNRRZ TR, HEE BN
fhgg ey PURY (type 4), A7 T8 TITF0 IV K )=
(AL 38, R Z A oA,  Ho S
BT —IIME; A (type 5), AL TAFHEV — VIR
2, BRI Sk 1 S 1 K 2 s & oo Al
B N (type 6), 0T XARZHREDIH, HK
T2 udl il B2 (type 7), L2 FVIAR)ZHE
SRRy o X T AR E b RE AT R
ERLME I REEB G, RM—LeH R, NIR/b 5
TORY, AP OB T, BT R
20 RRR IR B AR g A

2.2 Y, %Ak Y, AR EEAL TR, fgS
NPY. PYY MINPY ;46 it . fE/NE DGR &0
W, Y, AR R BAAAE TN SO A S T
HERIEY, AR DRG RIS LT 4Erp, 25 40% IH
CGRPFLFRIA, T FLRIXIB, (isolectin B,) FIANE40%207
R Y, 2R AEANNE_F e AL, alRE ok i Rl
KM ()Y, ZE A TR b, XM
HAGHLRER60%, HXsmeohRkEINA
CGRP [k, KZH (L 70%) Fph &bk = 1B,
HRIE; ()Y, ZARE AN TR, DR A7
16, X erh 4y 85% 5 CGRP B 1B, Jh&ik,
TESRUHE A I HE S AR E A KRR Y, AL YE M
4%, IXLEA 2R ) 265 25 40 3 BEAE TS AR B AMI TR 1O . %)
BHEN Y, ZAAF CGRP B¢ 1B, Whr et Bon: KZ
HRIRY, AR KRR B 1B, IMRIE, AUAEH:
SRR AT Y, B4R CGRP f LR IL, LR
WilG, M NRIE Y, ARG AR T TRk i Y,
TR AN, WY, 28 [ 4K F DRG
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PTG, AR RN RIFRERIZ TGN RIA Y, 244 10,

IEH KB Y, 2248 mRNA 7fEK. AL DRG i
ZIUFERE [ — VEMEah g RE, &Y, %244
mRNA ) DRG #4762 5 S DRG & TGN 15%
—20%, K Y, %2k 24K DRG & ILRIL,
HEEWNRMZ 15% —20% (NRY, ZHY
10%) o {EAMNEP BB R S Yy rh I, KR
/N RIS DRG M TTHI Y, ZARRIE B, BAE
YF2 KB DRG #1446 NPY mRNA 5 Y, 24k %
IR XU, Y, SR A B R A K.
3 NPY REZ{A7ERE R EIEH

NPY HA S0 B AR e, 1K 152 )
W 2 AR A,
3.1 NPY XM Rt 4] bk Y, S2 A,
RIS BRI R BEL), HA R R e i is
B2 B Y, SRR SR /N B 0 /N BRAR B
. (1)DRG MiZ 0 SPL CGRP Kk B B i,
H P E AR 1S B, AR Y, B2 A4 e
ety AP IRAE Bl S as R I E T (2) Y, 24k
FED R R /N RS BE TS M SP L CGRP RS 1
e AERREA 0 R BB A b B, Y, 2R SR
RERE T P,

FAEWFORI, AL TR )= R P A Z T b
MY, ZARBOE G, AP IRma o Xar k. by, %
PRIy “ R TG, MRIEIX R NPY ZARI fhee
TCEA NS, e AR SRR EIR >,
WIS Y, 2, BRI 2 Ay Ik 23 R 1) v ) o
ZInM N arE, BRARHEHE N A 1k

y— ST 2 (GABA) -NPY I h [a] i 22 75 5
FARPHEIIR-1 (NK ) B2 AR BB 28 70 AR S i e
AU, FOREEATRERIE NPY 24k, NK, 24 H#
S C K BAAAE T A VI MVIIT — 1V 22, %t
PIAR B ) A 21 o R R AR 120, ARIX Y
NK, 89 # 4 o0 ERIA M Y, 5240k 0T fg il b d
EH

ok, WA ER, NPY EES Y, 24k
VB FH A0 A J) 0 i e 2 Ao 1 o 22 38 T TR R TR i
BT fHULETHEN, NPY Wik SAFHE Y, ARG S
AR . NPY 7EFF B8 T I BRI v 4 Y, 32
RFEPURIBIBO 3304 Frfihidn, AHASHER: 4024 Wi P 45
P, 2o NPY 75 6 () B0 A H gt Y, 52

AT A 2 T8 3 By 52 A R FEAE IR o

3.2 NPYX[ MG ) Syt AbdullafiSmith!®
W ARSI BoR: IER AT, WIS KR DRG
ME I LY, ZRE, etk m, MEH
Bide, 2Lty P B o &

SNERRAE G, NPY R B E i, HAE
DRG & e 4 Mok t IR & NPY B85 A% Lo /M B0
MDRG MAAT R NPY AT S “A8 X Xar k™
MG AN EATERR OB IS DRG #h& o i F40 I
DRG FHZETGI IR T BRAR AL, A5 DA PE B i i i
Wi, 5 BSOS E TARIE M DRG #iZE o0, MMl
fEVF 2 1) DRG #H & e BOE " s Amir Fl Devor™?
W R AT Xy MR AR AR KT RN R A48 0 2 ]
KE5MERsiGE, NPY EEA KM DRG ML ik
IS Y, S AR HELE /N DRG R Tk FIRIISE 18
=3 Prik, H#EW Y, ZMARA RS A8 X%
wtE” GG, UL mrHEN, Mk R PES
Y, 52 A FE B0 R AT ek B A A 2 R R I e AR
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4 NPY 5Y .Y, N SHIINERIER

KL RIEREFE S DRGC Mg e Y, 24k
mRNA %3k Fi, M NPY &k &Ra2k, M
K, FEBAMEREETMNPY mRNA. Y, 524k
mRNA. NPY MY, SZ4RE ARG EI INET
Oludare ZFPSHRIE, KEUEH AT ST NPY W EHH A7)
NN (carrageenan) B G584 7 (CFA) U4
JEL AR EKGE 3 h, HLHI AT AEE NPY HiK
PUE B T KB 7K A#, T RE A& NPY B 7K A ) 1/
J BER SEAN T BE A kAL 3, T RE S NPY A5
S N TR PR AR RN o B RR PR Y, B2 AR IR0 e 5
TN, RIERLCTRE R T v A AT I PR A
B B, ALY 2 AR AT s 0 AR 2 5
T CGRP (IR TBOKR FRARH LR B0 o Btk 4t
Yo 2R EE R B N B2 Tl R R A R R A ONE
(neurogenic inflammation) FISPRERLHL NP o XK B
J5 R R VEST NPY BRI Y, 32 A5 T LBk A
BT, fHEN, RIS Y, ARSI, %2
PEFE P AT BE PG 28 PR 0
5 NG
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