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The Relationship Between GDNF and Pain
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Abstract GDNF (glial cell derived neurotrophic factor) ligand family and its receptor system are one of
the major neurotrophic networks in the nervous system, which are important for the growth, development, nutri-
tion and the function of neurons. In recent years, many scholars have confirmed that GDNF plays an important
role in the regulation of pain, especially in the occurrence of pathological pain. Some research progresses have

been made on the specific participation mechanism. This paper reviews the role and mechanism of GDNF in

pathologic pain.
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1 GDNF#§tif
1.1 GDNFH&#5 5%

B2 5 4 5 A A 27 FR R T (glial cell derived
neurotrophic factor, GDNF) T~ 19934F# LINSEE & IR M
KA A4l ik B49 b alifh It in 44 . FoR I 2%
fili /& GDNFX} 2 UL RE M & A s B 7 EH
HATWT 7 & B, GDNFZR AL A (045: GDNF. #2274
K [X-F NTN(neurturin).  EVN(evnovin)/ART(artemin)
HIPSP(persephin). 1SR /& —REEFIAHLL. D)
REAHOCH b B R 1 5T, B TAMRST B R IR i
5, RS RSN, RERF "R
W EARE I EJETES . GDNFY: B2 Bk 24 AR X
P15 AL A K K 7 -B(transforming growth factor-P,
TGF-B)EEZEAAIA], FT LA GDNF#: A Ay /& TGF-BAR i
R — R0 H5 TGF-PREA LG K R N5 R
GDNFZUIERE P 514 93% 1 [FIVETE . GDNFE HAX
J AN B2 2 GE AN [R] XA AN A JE 23 v ) 3R
1%, GDNFER B HIMIG Tz ik, £ 5 i
iR Z TR AN MBI SCIRAA . A% . W S SRR AL
Fik, Z Bkae M4 o LK i sh 2 o A
5811 GDNF{5 5 . GDNFI mRNATE il 4 B K fisi 1
A PR AN [ 22 0 200 LR 1 240 i Joit v 350 R0
Je Bl A 42 22 435 1) it 3 400 i A B 0 42 200 i A J T
RSN L T 2 40 PR R O A T LA R T e 40
GDNF . HAR #2245 45 B S22 T o 440 it 43 V4 GDINF,
Jiti 3 24 M A JE A 2 4549 B GDNF mRNA PR R
GDNF{E 7 B AR 41 28 75 (dorsal root ganglion, DRG)
Ik IB4(isolectin B4) [ H /NEIAH 2 ST ATEHE TS 1 1
WZ 44 rp 2k 1P, B4 — M) 32 H TR AEE
ke NDRGHIZ JT I IFRICY), iIX 327K T GDNF{E
JERRREIR S PP 2 T R sE AL . GDNFALER i o ) 3%
K EERAERRILRE, X — KA 5 & mit
FYIME, BTCARS R T GDNFEA 1 E DI RE ] #E
PEUHIST, GDNFAESME 4 B h Rk E A4 2
SR B, R R A B RIS & UK, 2R
g RGN FRIEEZ BRI ME . Iash e
SLEAN L SCIC . GDNFAE AR 28 4 4N 40 ML ) 2208
R KT e R HERR 2 IER
1.2 GDNFZ{F

GDNF 52 14 5 i oy 18k i 19k JUL I 4 5 (10) % B 52
{AGFRa1-4(GDNF family receptor alphal-4). GDNF
o A4 5 2 7 1 52 7k GFRa&s &, GFRoit— 20 5 1%

JIEE 25 1 1% 2 BR 4 (tyrosine kinase, Ret)45 &, 5l
Retiiffh, BT #R MAPK I s B K AT (5 H T REL
GDNF. NTN. EVN/ART. PSPZ} 4% 51t 5
GFRol1-445 5, HIXARE 7 1 A 450 . GDNF
Fic s 5 I H (17— S i 7 3 AT DA 3 5 4 4 A 8 B
/3 F(neural cell adhesion molecule, NCAM)#H F_{E H
KRGS, AHNECAASZ AR S A g BE AN T A 5 il
Ji K , GFROF R SZ AL TR A 1510, —fig
NA, K5 GFRoA Ret[F] I 77 7E, GDNFA fig K AEAE
. (HABF5T KL, GDNFH ] LA 5Ret B #:EH, 5%
# GDNF AV B Ret BLH 18 1 GFR oS A4 S0 48 i Y
597 FEE.

1.3 GDNFHIINAE

GDNFAE N 12 B F0 I 4 2278 57 DR 5 e ke
7, COBE R AR W B, XA RN BB A
KON B A L AME (SR AL T Rl . GDNFZ % 2 —
AR A0 RN H AR i 42 T A7 IS 1 B AR A I T
GDNFX} £ Mg 4ot sah&oc. miams
TGN IR 2 0 2 M & n B B A e AE
T R AR AR FUT B RS BB A 48 T 0 B
(14 ol SR 248 R 2 G E L g LGS IR T L Th R R T A
FE M ATE U, GDNFSZ FFDRG 12 L AE 1A A Al
PRAMEAFEDS I R A I A2 . fEDRGHZ T
W 20 2N BLAR R PR NP T F A AR
GDNF. GDNFJ& T'TGF-BZK K, & MFEM &
FRIN T, MR R M A AR RE . Ak
FiAR, I Ae s KA 2 1K, AR 28 B I 5 )
A, BHAE BRI TR BT 2 A 4 oo AR 1, AT BH (-
IR AYE T,

GDNFF & M Ho 2 65 5 MAE A 7 RH 24
PE, fRXLER TS5 25 ME RGH XHHE
HRE— NHETHAEIREHIMNE RGN G] T
AU, PLR RN A 22 22 85 11 T RE AN s v 25 7
GDNF [V 2 AW I B 85 5 05 8 B s2 ARk I 45
5. GDNFZE 245 & 152 44 B 3os i m fE
5 IS I Sl AT AL B A s A A
T gk 0 5 DR 2Rk U s e SR R AR M RN . S A,
JANKOWSKIZ: P& B, GDNF 5 % 5% /A& GFRo.1 Al
GFRa3{)F ik 42 5| Sox11id £iLH%E S . GDNF
B Sox 1152 250788 1 [ B 1w B2 AT AT DA 3 4
ZREK . GDNFRIEIAR(E T R G0 & R4 T
A 22 B AT M P AR T 3R 05 . BT Retf)
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A R AT S A S R AR I R R A
P, DRI T DASE DA (7] 7 63 15 AR g S 1k o X B A
TR BIAR IS TR H AT NS 2 . (BRI RIN A
2R AR Y R] DAR 1 A i 22 55 3 FR) T A X
A2, FF T RES 5 It A 22 TC K A ) il SR AE 45 4 ) )
FRAEBLH . AT T A B, GDNFIE i B % a2l 7]
23 i Nectin-1/c-Srefd 5% 3 A FEHAE M. Bk
T e 22 e ) PR 3 4 AN B RCR A, GDNFId /&
SR AL AR (K47 R0 97 254, IF BN 2 A ek
TR AE IR TR

2 GDNFEREMERPHIER
2.1 GDNFEHZREMTRE

T 22955 B4 9 (neuropathic pain, NPP)J& [A 4h
JE B H AR A B AR G ) A A3 BB O T 51 D 2 A
i, BIF T NPP 1) S5 8 AL 5 AL #1458 [ 38 (chronic
constriction injury, CCI). #4541 (spinal nerve
ligation, SNL). AA-H #iZ KT (sciatic nerve transec-
tion, SNT). HH#E4117i(spinal cord injury, SCD)55 . iiF
iR W], GDNFIENPPH R I 12 3 /E FH =K.

1 2 Bl NPP & A= A 4ERF 1 72 H GDNF J =3z 44
FIEERAEZN. (1) SNEBA 5] R NPPRARS, 75
HME K, CCLES 7R 25 28 R A% # 42428 Ui GDNF
HI GDNFRo-13RIEFFK ), CCIE 7R 228 14 K445
L4 J2L5 DRGH GDNFRIA /D, FiARetHH 22 TG H]
EL A3 B B B A 24, SNL 7K P9 GDNF B A& R A 451k
HE7REH 14 K14 K L5 DRGT GDNF JReti# 4 It
IZRIEIR D HMNEPR S JE 2 nT B FA 1,
XA Hh A ) e ot 4 B R T 1) GDINF Jk 4% 8 224
FH o BT PAIX S [X 35k ) GDNFTE 41 45145 51 & NPPH
ARG  H TR IS AL B 2 3514
5| 45 17 Ab 78 S it 75 40 B GDNF () mRNA 35 M 55
3RIFUETH e, 4ERES A H 2 A, 55 DRGIV (1t /5 4
Mo AN T2 2 GDNFAR B B34 hn . CCIb 2 5] 45
155422 GDNF e i45i 12t 3t GDNF 5 GDNFRoo mRNA
¥, DRGH P E Yl GDNF. GDNFRa. Ret
mRNAKIEH . SNIELCCIF & i [X GDNFE i1 2,
T R NPPIi A F i GDNF & &1 2 . (H32 1k
FIKHBEIN T BE KN GDNF& & FRRER . =
NAR SN R AR, 7 RGDNFRIA i 229, 1§
HHX K FCCIEE 5 KA GDNF & GDNFRo-11A %
IR BT, T CCLE 25 — A 22 55 VY J5 45 %8 GDNF /% GFRal

FaEHE N8, SNIEK CCIE & it X GDNFHE Jip ), 5%
F1 5 NPPJR A B H GDNE & 848 2 21, (2) thiiX
1455 51 K NPPR AT, FEAME 7K, SCI4x 5K DRG
th () GDNF B R PO, = S 205 B 9% & AE I
PR AR 27 4 GDNFRIA IR 5 Y. 7EH XK T,
SCIP®., 4% 18 M 45117 (compression injury of spinal
cord, SCC)>' 2% & ¥ 1E GDNF K iAs /b, 7+ H SCC
51 A NAFYEAE A BT AR = 509 B i) GFRal
GFROo2FIGFRo3FRIA K. I ARHT 70 R L, NPPJi A
i 5 ¥ H GDNF & & 5 1% AAR K 2. GDNF
TEARF A FAAERZE R, WA FEH 258 (4
PGB RR B35 & I NPP) AS[E] AL (40 A Bl
MXAKT) S AN R (54 - A Bl ) 5%, GDNF£&
NPP#) 5 24 FHLI o

W 7E A IAME R BINPP S BGDNF & £ &7, H.
E S AR 45 T-GDNF 5 1 LA 52 IRNPPY 1T A283253),
PEAE BRI K2R E A OER 7. 5T iEE.
55 8 7 0 SR I A 2 RG] I o . A
FLR I, B P47 5 GDNF RE S H i CCLF & 19 i ik
TR i 75 9, GDNFAE H T GDNFRao- 13 i p38 i1
PKC/E 5 18 % 11 HIMMP2. eNOSHINNOS#E ik, &
FEHT 98 FHBH 1k /I i J53 240 L sl (P RO R 5 TR B
GDNFfE Bl 55 CCLA| &2 FI 72 7 MEan i st T, B 45 08
TSR E W2, 8 4 7E ST GDNFIE B B SNLIF & 1)
NUBR IR 8, 1 A% FELWTSNLI% & [IDRGH IB44T ic 45
PR . P2X(3)3Z2 & F . K B ADRGH £ Jt
H K AINPY 8 R sk R T ATF33 i, 8 g
JE By 3 B XoF 453 40 1 20 A% N TR R M A R R 40 )
NPP{I{E FHEY, #8447 5 GDNFIE fE 11 # SNL 5 &
BEGFAPZR IA [f1 38 1, 388 ik 40 ) B2 702 Jie Joft 4 P vl
ICEENPP. W5 BE A% 4V S GDNFAH RE H 55 CCI% K
PINLACFI AR, e LR IR S E, M
W BEAZ VR ST ERKA 1 F1U0 12658 15 4 73 S a2 i b i
T AR G 7 2= Re A0 X Fh AR, 150 8 A P
GDNF# I ERKAE Tl . W om 2 5 b iR 2 sl
BURIERD. CCledh K/ BCFBEE-F5 &5 8 H/p120
EEE TR, 8PS GDNFEp 1201k & 1F &
K, HAR 12055 AL RE X, EA 1 1TE-£5 3 i
Fo [R5 E-45%0 & E 0] I DECMA-122 Hil 55
GDNFXJCCI 4 AE FH -« X 158 BHE-45 %6 25 (1/p120
IR 12 5 GDNFXT CCIFHIRHLAICY . GDNFik
REHNHI CCI| AL 1) 76 8 J kb 3 B P B (focal adhesion
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kinase, FAK)ZE [ b, FAKJZ 58 & 2B 1) BB i 3¢ 45
PSR SF 75 T BR R IR AL 1R VA 15 IR 7, i 45 & B1
(R o [R] B 3gE — 20 B2 FH 0 44k BHL T Ret D 6 mT LA
Hi|GDNFX] 4 & 22 B 13X A AE H M1 #1 il GDNF X}
CCIFHIEAEH » 31X i Bl GDNF I it RetAH &AL il 1
WL FEBUE S S AR EMFEY. GDNFIEfE
i 1:F GDNF-GFRa1-RetfF 5 # $1 l] CC L BE 4,
A 42 B ) 42 1 T R 40 e 3 P 2 A nectin- 1% R 10 %
HORUFEE He-Srefd 5 R IESURERY. WA BTk
SEGDNF# i #1282 41 f 6 P 791 (nerve cell adhesion
molecules, NCAM) T A~ & Retf5 5 18 % & 5 FURE
H, FESHNCAM X LS H R EUINCAMAE AL ik c3diE
% B GDNEX CCLR B R AR P N TE
S GDNFIA g $1 #1| LS i 28 48 W7 155 28 (SNT) 75 K 1)
NPP, — AN E EHLHE S 55 BE S fl 71 g% ¥ 40 Ak
JEPEGDNF & 2% 3 23 il GFRal %2 /& FINCAM H. #
P o 22 3475 5 R B BEE-45 35 B LI Ok, JRRE S
() #2519 N-405 26 2 8 (5 GAP-433L 47, 2 5 il
RAAK), X R A 70 A6 7 IR Be Rk B A% A\
2 4 1 R i, L 4 R AN 50 S flh 8 A4 R D g 7 THI K
FEARFER o i BRN-45 5 8 (1 Bip- I 8 1 i & BE
fIRGDNF (18R A H, 85 A 73 5 GDNFfg 3 5 BUEN-
EE O MB-ERNE O, JA 30 A R S S
SHLHIRAENPPH, 5541, GDNFA] LA IE 8 4 47 %
N ity (14 N 380 T8 P IV 41, 9D i i 48 6 PR 7 7 T
H, J0H| SR NPP . R4 S GDNF £ 525 19 i
22 TCPY R AR R 2 A VR 3%, 1 HAKZNDRG &
£ 5 F GDNF B P A1 #4742 TRPA 118 38 X 4 95 ) 384
(R S N7 B, T P 7 I GDNF AE % 18 I TRPA 1 6 1A 1
TR 28 7068 9 e TR PP U MER) . Ak &b B I GDNF
I 38 I 00 7)1 R A Ak B B e AMPZK P SR 41
#1135 5 Zsema3 A 5| EDRGI A KAHEZE 45, X Fhif i
VB F AT RE A 45477 J5 15 1 P JB B 2T 4 (AR 1) A K
NI 5 EONPPHE LT BIALA] ),

ISR T BN 7 V5T TRECBOR GDNF 5
WESEHE A A F RS . JREe. 4 B B v
Y5 GDNFHLA BRIk 2% #2245 4% (brachial plexus avul-
sion, BPA)/IN BRI H LB B PE SR AT N0, PB4 4%
Lh P EBE TS MRS R IE GDNF 195 8 #4405 Kk 1f
22 TC AR T 41 e 8 A GDNF, ] i 3% (AL Z DR G
P22 JCI) ATF-3(activating transcription factor-3)_I 1/
FIIB4 N R, AT . 35 Bl w22 40145 5 SRR L

SR AN Gk GDNFAEFH M SNLJG B B 7
IRSH IR T c-fosFis _EiR W, RN GDNFAE
iyl S T R 2 2% I A I RN TH RS, iR 32 4k Rerfi
% S BN TCHERE A 2T R AR RN 1
T IE 5 i R JORE S (1 U 21, B2 A GDNF 2451473
(1005 i T S 3 ek 4 AR R R R TR B, A2 3k
Mg A K B FAE ISR A, 3G n it g 4m
MR R SEREREE 5, B ok R A T A
FABATIRAE. (RN FS 4 GDNF RS #5454 ) v
JET T aEE . sk YIIBm, 2 GABAR
K TH T, XL [F S HSCIT] K& I NPPR L, f s
Y. GDNF[H T 21 iR 2 1) SCIF/N R, , X T 41 iU e
PR AL FE A N B IR R 40, GDNF@E i {2
ML TIREIK E (RIUNE FHL e KM EA
GAP431 % . JEAHISEAF CGRP# A IEH), 1842 SCI
5 K B9 AR EEORE FE 47, T ER miR-204_E 1 GDNF
AE4A =18 175 K HL 7 (sensory evoked potential, SEP),
BIBUR R K TIL-1. TNF-a, 3504754 X 7 BDNF, £
[F) 9855 SCIFs K H R M98 5. ¥4 R 15 GDNF[112
o3 B BT G BE RE B H1 4% 1) DRGRERS BH S (1K
SNL 5|2 IR B, 13 55 245473 ¥ DRGEE JE ] I
SRR A A 91, A P Y S 4 A e A R
1 A DRG K & %75 GDNFAE I 2 Ji 5% CCI5| i [ 4f
2R BRI, K BEAE A4 N ZRIEGDNF [ (] 78 51 T4
JL T S5 3 b 22 4545 M DR G B S 2 005 BP9 4T
o NCAMR X 5% H 1R BNCAMAR fIL fTkc3d4s 1
CCLK R BB GDNF (IR AE A , #8242 CC15|
E 8P , X #2785 GDNF-NCAMi& 1% % 5 NPP
(T8 A& B2 R 40 0 25 7 VLR S GDNF
F R Re 8 (2 B BE W B, S0 A AR VR TT
CCIH &5 BRVETR . ik i ) GDNF /731 284U
YIBT13 A8k B BT DRGHZ JC RET, 2 NS
BT13ii# i ERK/AktH #% 1 75457 177 I DRG#H 22 e bR id
HHFRIE (L IB4. CGRP, FIANPY), K E M IT
TEHARES, BRAK SNL A ML 85 . # &4 f
T B U A 2 AT 4 (fik i /MA ) GDNF = AR A%
NS, FRERBOR A REARU B 2R 2 44, 1T T3
TG Rl R T R A R RO R B . R T R I 4T
FEAE A3 GDNFYE R T HH RS2 AR 5| R A Ca2+)ik
[EARAk, 18 HINa(+)/K(+)-ATPEG A, 7R &M 485 K 2l
B (LPS. NMDA. IL-1)&¥d 55Xl 4 52, AHaH
P (spinal cord stimulation, SCS)FJ LA 42 1 3 F- A K M
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5k

ZE-BIE (failed back surgery syndrome, FBSS) 5| & (14
ZNVEPR, TEIXANILFE R, SCSHIATZR I GDNF 7K
Z (8] R IEAHE, X tHHE7R T GDNF{ENPPH 1 A,
OUCHERPYE [ FL1IE S, GDNFXINPPARZS [ 51
& i T H 2 4R 4T 4k thNaV L33 3K (1], BEIT T
DRGH HLE [ THR PR XS NLOLBBURK A4 41 & 453405 175
S04 IE U AINaV 1.3/ KL . GDNF A /EDRGH
22 eI 55 07 5 I SNSAINaNANE & (¥ & .
T DRGHIZ JCHNIE TE R IA 55 7] B2 PP & MR I
RIFHLE] 2 —, B LAHE— 5 0 5 GDNF 1 F 7T fig
A P& 45405 5 IR IE T

GDNFZ: 5 NPP) 5 Z ] 52 e i ol 2 147512
5. MAEFRETEA R JOAATE R &
RLAEKIIRE S, BB Z M4 W B
W . W7 R I, 5 GDNFRE (L 3k AL -1 b 45
4z . GDNFREMR HEREWT AL i 248 5 . 3 inIE i
PRI T, (A RE3E 0 B ). InENPPR, 7
= X B AR I R R R I GDNF RE e 1
JERKRE M CLF 4 F A0, G 78 & 410, GDNF & [
¥ 1] e 52 BIPREF 2 M 11 b, 2 17 (e 3t 52 461 &) [
RZE I A 8 HIEENPP. (HPRFIE I FHGDNF

AA[33] .

HOHINPPIIHLE] AN 25, BifEsy . R AR
JENPP 1) 5 ZLF 00 5 i 3 b 5% (1 5 5 (i ik
A XL AL B0, R SR I 2055 A 5
()AL B A 2 AR FNCCIPIE R o R I T 2 21 4
ERII AR, G ALE M R A ML . R R
B A R ABESY X RS RALRIAT 5 2 DL K GDNF-
GFRal-Akt{5 5 1% £, 38 90 H B 2 LR 1
S R RN B R . LA i 1% GDNF 3R],
AL 3 V2 i 3 AL P, R A PR KRR 4 T
1, 1E % 1L GDNF-GFRal-Akt{5 5@ 1, oo WLk
S T IR RN VB M SR, X e gk LRI, A
JUL4H i 3% 12 I GDNF R #5428 7 E F, wT BLgb
R ERAR A3 Ji (147 A1 A4 426 1 I B A R i 92 2% 2k DA A%
PEIR I BN 52
2.2 GDNF5%X M4

AW FLRY , GDNFAEL A ZK % (GDNF ligand
family, GFLs)f GDNFBUR M Z 05 5 SR M 1)
KA (KE2). WKL, GDNFAML 0 A= 5% (N
B R SOV PRI S e 7 A v I ), RIS 1 9% 1R
o o B RO, 3 R AE K 4 A o W T A1) E (prosta-
glandin E2, PGE2) 5 /& [f1J i ik Bl 02 7558 42 96

AT N
L= Y
=3 GDNE -/
<LiL -
CNS
Spinal cord
Ii GFR-0/Ret/NCAM I Cell death e i
@©
) = ot s e e | = o
Spinal cord E FAK Sema3A c-fos
Nectin-1
| Growth hormone ERK c-pre Axonal
BRG suppressor hormone regeneration
-+
=
ERK/Akt ~ e E-cadherin
GI"\II;I;'m PIZO. Na’ channels —— T a
ATF3 f-catenin NPY
" GABA
GAP43
| Normalization of BDNF
B4 Na* channels
CGRP
P2X3

Protectiveness

[ Microglia H Astrocyte J

Nerve repair

HEREAE L, I

+ promotion; — inhibition.

e

e

A

Ell GDNFAMERIEMENXR
Fig.1 The relationship between GDNF and neuropathic pain
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A7 CFATS R B ST R A JRAE L, ROEFAL A
FEl () GDNF FH P 40 5 40 EL I B4 2 9, R JE i
SRR AR, RYEZNLA H GDNF mRNAKIE i
= R, R Bk GDNFAZ K R R 04, 18 1 563 %
IR N AR IV P 1K) GDINF S 35 B A, E i a i
GDNF £ — 2 58 PEPR 7~ 40 IL- 152 3 T+, A& R
HEIH ) GDNFRIE M. CFAS TG &b
FEAEJORERT, N GDNFHUA N EIAT WA 7= 5
Wi, 7F CFAYS S [ GEIRPE T S AR AL, AR
FIDRGH ) GDNF & & [£1IK, {H GDNFHi A fgjk b 5
M3 5 CFA 512 A 23R 4 U B 3 A 1™ LAY SiE
i 4 51 S AR AU 1 88 o it Bt T A5 GDNF it
PARBEIT , 3% 2 185 14 LAY 1 9 5 A 4 Bl -2 A
GDNF mRNA FiiAHC . IXFERHM A5 T2 28 %)
GDNF ) [ BAE 3R JZ H AR ZHLUEAF R H
X Sk T 58 44 22 T T 453495 51 /62 GDNFAE IR P 48 14 48
H ek s, Sy ah, PRSI R I, B 4 PRI
FIL-1. TNF-a23 5| 25K 51 40 i GDNFZIA 5 9,
1K 6 15 B 58 19 AH OORES N GDNF/K-F 5 B 41 48
(1 JIEAT K o

GDNFZ 5 % 1% 95 1 F 32 226 9 Bl it 90 45
B — B FLAE 52, GDNFZ 5 4 3k 4 1 1
&, #ECFAYE 5 % J5, DRGHGDNF [ 2 A 1 1.
GDNF 5 F1B4FH £ #f 4 JLTRPV1 L i, TRPV /&
Fk B A2 4 AT B8 - JE 3, 7E JORE PR IR 0 ok ) R AR

Membrane
protential

P2X3

KR BB — 20T fc-4F 4E 41 2¢
JEGE PP TTIOGDNE, 75— AR BINGF™, it BL %
it 1k 2 HFTRPV 1) 3R 1% SZNGFFIGDNF XU 5 if 7%
NGFE(GDNF{i¢ ZETRPV 13 14 [ ML i 7T §& SENGF A
GDNF#UE X TRPV 1R 1A JE 5 5 2 1) /N GTPase ik
FHRas!', 7] {2 18 1 I 15 B e A7 35 TRPV I 58
1%, GDNFAHINGFi# id & # X TRPV 1 % 1k A [7] 1 4
AR 25 9 YR v B R AEM. AR, A
iIE 52, GDNFAINGF 73 1) 38 ik 4 ik 58 2 4 A K e 1
F I AR OUR IR BUR B, W] e 5 R IAIB4 R
GFRal 1177 35 B 52 28 AH OG0, AT B /2 GDNF LA
PR E FRAE F 5 5 JE R 48 2 2 1] J) 308 98 R o 4k A=
e, BT 22 PR 366 o 17 5 | SR BBOI B 1) R A« S,
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