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Abstract: Post-translational phosphorylation modification plays vital roles in modulating protein structure and

function. Protein kinases, which catalyze the phosphorylation reaction of substrate protein, take part in most

physiological neural processes such as sensory perception, learning and memory, emotion and cognition.

Dysfunction of protein kinases leads to pathophysiological events, such as neurodegenerative disorders, chronic

pain and psychiatric disorders. Examples would be taken to interpret how the kinases work in the nervous system,

based on which kinase-targeted drugs are to be developed or under clinical trials for their clinical effects.
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1 EHRNBEBREZIHESERHEE

1.1 #HERUEHEREEYNFEN

B [ 5B J5 12 1 (post-translational modi-
fication) £ R A M IEE, £d8Y). s
B SPAB TT RA L AT 56 5 5 R R 7 ) R 1R 24
wERMEE. B, EA BB (phosphory-
lation) 5 25 % &2 1k, (dephosphorylation) 1% fffi fii 2 4]
PRAEA M 70 57K 1 SEEUN B 5 R4 5 0 Dy e )10
8, RV A S B R R e A AR, JUHAE
G SRS REEZEN. E40N, ERR
Tl 2 Ak 5 2 W 18 Ak ok 75 0 20 | B 3 R (protein
kinases) fll #& [ 4 [ ff§ (protein phosphatase) i 1t
DRI, 2R O AT 2 B R G I IR R Y &
grAt . ThaglE e, 07 305 R8T sUEEE v i
57y 7K FFRA (homeostasis) R EE N, —HE
A dr B EE T AR
1.2 EEHEBH S LR INEE

WA B, B A 5B R B B (protein
phosphotransferase), B FR & H i i FR 1L B (protein
phosphokinase), W LAt ATP 5 GTP y i fi ik 3
A% 2 R R B PUR E S IR R At AR . R
WEFEMN S TED Y RET AR RS
(Nomenclature Committee of the International Union
of Biochemistry and Molecular Biology, NC-IUBMB)
P2 ) I 25 6y 44 7% (Enzyme Nomenclature, http:/
www.chem.qmul.ac.uk/iubmb/enzyme/), & ¥
% F EC 2.7 (Enzyme Commission, [iff 2% 2% i1 2 ).
IR R I AR, BB 2> RN
ZIR TG EC 2.7.10 ( H b A0 35 32 44 8 1 2 I Ak Iy
EC 2.7.10.1 F H HF 5 284 1% 24 B2 ¥ 1§ EC 2.7.10.2).
20 R IR EC 2.7.11. WE R EHEE EC 2.7.12,

HE RPN EC 2.7.13, FR IR EC 2.7.14 DL K
HoAh 2R 14§ EC 2.7.99 (£ 1),

} EEMEEME R HERTLR

CA REWTFTUESE T AR E QB2 R
Z i EEAE B D R R AL, EEMA RGIER
AR, EAEEEE S RIE ST RY)
TV RS 440 A 40 o R 40 s 3 ) S 2 TR TS I 48, T
FEAS B )52 9 5% 1) G B R, A 7 2 Hadde
5T 5K 2 ME e EEH, LRSI T
B A R 3 f 9% o o BE 3 9 . i NMIDA A% 4k
(N-methyl-D-aspartic acid receptor, NMDAR) 4}
B R fEE R R T R T 4 MO S
SR O SN, 4% RIS TR R e an R . (1) A7
T (045 /45 R R O R B 1T (Ca”
calmodulin-dependent protein kinase, CaMK 1II) &£
H SR AL - B B2 ft. AMPA 5Z24£ (a-amino-3-hydroxy-
5-methyl-4-isoxazole-propionic acid receptor,
AMPAR), {3 AMPA k512 % AU 4 T
AR ) AMPA S2ARTE by Tl IE I, TR T
BRSO S fi Dh BE 3G 58 . (2)PKIMIC A& — T i PN R IR [
7 8 WOk 1 AlF B 2R F 08 C(cAMP-dependent
protein kinase C, PKC). 7E45 8 7 Wi 5, €
CaMK I 7£ A 1 22 Tl JE iy 05 A8 PKMC 8 16 & B
SN, JE O I T 5 v 4 R E ) AMPA 2
HE, 4R T RIRMA R A D) Resg g, (HIX —id e
&7 A KB R4 58 (long-time potentiation, LTP) )
EELSARTEAE SR Y (3) 45 B 1 N VA i B A
2O ) R B ER PAL B (adenylyl cyclase, AC) 2
A cAMP JKSF,  B0E & T A (cCAMP-
dependent protein kinase A, PKA) 5 41 g #h i 5 &
H Wl (extracellular regulated protein kinases, ERK),
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F1 EQABHEBZEHRE
[EASE S THERG

EC 2.7.10 BRE MR

EC 2.7.10.1 receptor protein-tyrosine kinase

EC 2.7.10.2 non-specific protein-tyrosine kinase

EC 2.7.11 2755 FR i

EC 2.7.11.1 non-specific serine/threonine protein kinase

EC 2.7.11.2 [pyruvate dehydrogenase (acetyl-transferring)] kinase
EC 2.7.11.3 dephospho-[reductase kinase] kinase

EC 2.7.11.4 [3-methyl-2-oxobutanoate dehydrogenase (acetyl-transferring)] kinase
EC 2.7.11.5 [isocitrate dehydrogenase (NADP")] kinase

EC 2.7.11.6 [tyrosine 3-monooxygenase] kinase

EC 2.7.11.7 myosin-heavy-chain kinase

EC 2.7.11.8 Fas-activated serine/threonine kinase

EC 2.7.11.9 Goodpasture-antigen-binding protein kinase

EC 2.7.11.10 IxB kinase

EC 2.7.11.11 cAMP-dependent protein kinase

EC 2.7.11.12 ¢cGMP-dependent protein kinase

EC 2.7.11.13 protein kinase C

EC 2.7.11.14 rhodopsin kinase

EC 2.7.11.15 B-adrenergic-receptor kinase

EC 2.7.11.16 G-protein-coupled receptor kinase

EC 2.7.11.17 Ca*"/calmodulin-dependent protein kinase

EC 2.7.11.18 myosin-light-chain kinase

EC 2.7.11.19 phosphorylase kinase

EC 2.7.11.20 elongation factor 2 kinase

EC 2.7.11.21 polo kinase

EC 2.7.11.22 cyclin-dependent kinase

EC 2.7.11.23 [RNA-polymerase]-subunit kinase

EC 2.7.11.24 mitogen-activated protein kinase

EC 2.7.11.25 mitogen-activated protein kinase kinase kinase
EC 2.7.11.26 tau-protein kinase

EC 2.7.11.27 [acetyl-CoA carboxylase] kinase

EC 2.7.11.28 tropomyosin kinase

EC 2.7.11.29 low-density-lipoprotein receptor kinase

EC 2.7.11.30 receptor protein serine/threonine kinase

EC 2.7.11.31 [hydroxymethylglutaryl-CoA reductase (NADPH)] kinase
EC 2.7.11.32 [pyruvate, phosphate dikinase] kinase

EC 2.7.11.33 [pyruvate, water dikinase] kinase

EC 2.7.12 L s

EC 2.7.12.1 dual-specificity kinase

EC 2.7.12.2 mitogen-activated protein kinase kinase

EC 2.7.13 A Rl

EC 2.7.13.1 protein-histidine pros-kinase
EC 2.7.13.2 protein-histidine tele-kinase
EC 2.7.13.3 histidine kinase

EC 2.7.14 F5 A BB

EC 2.7.14.1 protein arginine kinase

EC 2.7.99 HAth & 11 3

EC 2.7.99.1 triphosphate—protein phosphotransferase

B BREsr 2K A 448 Bok E hitp://www.chem.qmul.ac.uk/iubmb/enzyme/

3 S 4 A TR R HF 0O TE A 45 4 B D (cAMP- R KIINCAZ AT N L
response element binding protein, CREB) 5 ¥l X} 4] A Zgill m T AL RS FEEEHR
ML N R i, RATERCLTP, JE/ AR BRAEME RGN R IERIA B R MR D e . AR
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FOZH K I DG (1) 240 i J ALl 2 U 5 (cyclin-
dependent kinase 5, Cdk5). %K D1 (protein
kinase D1, PKD1) I LIM J3 %185 ¥ (LIM motif-
containing protein kinases, LIMK) ¥ N 7E 4 R 4t
WK B ZAE R R S, R RLE AT,
S AINANE S R g, AR S R AR R
W& AFEBIFZR IR 517 R A RIFEAE
BEARBER T SR, IR & E B 4
ARG RIERITER .
2.1 CAKSTERZERGHRIERAR

Cdk5 & 2 & AR 2 1 90 5K i (cyclin-
dependent kinases, Cdks ; EC 2.7.11.22) [k o1, H
A AR RS A AL, BIFAEES 59
i E 4 B CdkS E AR T o Bl
505 N T p35/p25 5K p39/p29 45 A i s, Hik
G40 TR E RS 4E AN R L 4H B ghte), i
CdkS EETMA RGN EHEIER Y, B
i T R X A A A RS AR, CdkS
Wois 1 p35/p39 8 B B V) O o 3 S K1 p25/
p29, BEMFEREFE CdkS, X2 H s M 5 5 1
FHEFHRZ —, 1 p35 B N Im 8 )4) pl0 o] ge R4
CdkS % T E M P

A R, KEWTER, CdksZ
HREMERKE. RUMKE, 4R ata e S5
ZoubartE, HIIREM S 3 FIE I X 5 ik iy FE v
iz, RG2S A, A EREA. RS
Jo B Rt R H ) S R A A B ] BA DG B B 1 v S
2 ) R sz B U0 CdkS IR I T
WL F-BA] 7R % 5 2R 9% (Alzheimer’s disease, AD). HLZ
45 M 6 ) 2 1 {6 AE (amyotrophic lateral sclerosis,
ALS). A4 #% [ (Parkinson’s disease, PD) Al
FEAHSRMK A (prion-related encephalopathies, PRE) 4§
LR RGURTTHERSR 'Y, 2011 4, Su Al Tsai'”
BRI T CAkS fEMA RGN C AT RY) . BERR
A s S AR D RE, SR I JLAR & T CdkS X
ZRFNEMIVI T PR —T7H, 1EJRA W
ddz B wa R E 5o ohg P 0
WHT &7, CdkS 38X A [ e 4 1) B R A A2 4 L
FZ 5 7AW K B B R DL K SR il AR
BTN RE PRI J7 T 53— J7 1, Cdk5 fEM£
ARG H AT RE PR IE IR 226 . Bai & P
kil Cdks 8 FR Ak N H-4H i BK 3@ 1E Slo W75 if
PR 5 Kwak 4 P9 438 CdkS i if B R ik CLOCK

TAZH A AR AT CdkS W38 o 7% 1R AL
HDAC & & %). MEF2D. pl19INK4d. RKIP % &
HEAESRERES TR T B a4
3, Yo drizs P, kB FEHROR Cdks th
% 5 i i (addiction). f #4324 4E (schizophrenia)
% H P AMARSE (major depressive disorder, MDD) 4%
ARSI I R P

FA TR SNE A RS CdkS R FI%EAE
Rz o R o 1 . Pareek 4% BY 2 Y CdkS @
I B R A B IR 52 2% H 2 V1 J# T (transient
receptor potential vanilloid 1, TRPV1) i %5 Ji % J&%
ZAETEN ARRBA N RS 1 CdkS 7898 i
b B R OCHEAE R - ERIERANMIEAR |, ik
B A0 B R A 427 (DRG) M X H B /A CdkS 3
BN FALE 2 S R UL B B R
KB, Cdk5 i@ i B 8L Ak 9K 3 8 3 5K % % 51 13B
(kinesin-3 family member 13B, KIF13B) _I= [ Thr506
&3 TRPV1 2 AR 5 /R FEAR J5 ds i, 38 0 sz A4 4E
B W RIE, S . P CdkS
KIF13B [ F Ak )/ TRPV1 524475 20 i L [
B, PR SZARTRE, S RIRAT N B R R
Prochazkova 25 7 7 T S B AR B8 1F) 3 4 A58 B4 A 0E
B CdkS WS M) AR .

EEXT CdkS (IR 7T H A R e AR 2 S
f4n, "HHES g 24K (mu opioid receptor, MOR) %%
HWOE NIRRT RS, 2 HOR BRI ) 3 2
J7 3 I PR L THI I RS i 5% (morphine tolerance)
55, 8 % 1K (delta opioid receptor, DOR) 3 [A]
B 14 70 B 1 R iR 52 9 2K B, SRR 52 R T B S
MOR-DOR — % & f) & Bl 5% . Pareek 1 Kul-
karni " 42 H T Cdk5 5 p35 S5 kR 2 I B AT
BB o A VR 4 0 30 2o A & I 56 R A A S 56 4 B
Cdks A LL 5 DOR & & @i Ak DOR 2 i )y 34
161 AR, Fh| CdkS v& 14 ] LLREIK DOR [
KR TIMHIRE. H— PR, CdkS (1
55 DOR 161 A7 75 2 B8 1) 18 R A4, 48 i s 3 ik
DOR, J¥j MOR-DOR 5 Y5 — R fir o 5, 2
TV RS METR 52 PR 0 2 25 A1 o ARG DA EAfFRSE IR,
ok B TH AL A o TR B AT DOR 25— i P4 346 (1) fi
& Z JIk Tat-DOR-2L, DL 221 i iR A0 A i e 5
BB R . fd Z BT LIS DOR f
B se gt gh A CdkS, Ml DOR 161 47 75
IR WEIR AL . Sk W RSN i VE S Tat-DOR-2L 1] X
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7%

F-#t DRG ## 22 7 ff] DOR K JiE£ % i Al MOR-DOR
SRR T SRARBITE A, IR 2P RIS 1 i R i 52 1 7
e R SR T o, E SO ALK B DRG
FZ T, 161 {7 ABERR L DOR FiATFm, kM T
Ji 5 7 Tat-DOR-2L 1] LA 3 58 5 ot 54k FF 4k 38 g
WE iR 52 (6 B M, B B 250 S k5 T P A2
(1) 22 KBRS FH 245 T8 75 AT Bt

2.2 PKDIEMAZ ARG HHMERAMR

HE O PKD 55 & T 22 75 2 1R i 1Y)
CaMK ¥ i (EC 2.7.11.17), £ %145 PKD1. PKD2
J2 PKD3 =#h %, PKD1 tF; PKCu, L4 1
ZAGERIR G, o 22 ) TR R T 1 A 45 A 3
& H DI Re 45 /I, 1 P ANBE 48 45 4 33 (zine-finger
domain) C1A 5 C1B, DL PH 25 #3802 7] DL A |
PKD1 i 4k T RE 1 5 45 #y3 ), PKD1 " LA £
P OB, BRI A IR B R A YL
GRy W & B 42 il ™ DL J r 40 A A T AR A
caspase ] EI 1)1 8 i 2 a1 4%

CUA SCHkiRkIE PKD1 S 5#& 0k E . BAHE
o)L R 2 R B A S B R 2 R
P2 R g8 T B AR B T A Y, $ROR
PKDI ThEe 2 #F. 7520 M A 1 8 AL B8 7 AH B2 T g
AIRENE, ANFME S5 S K E S R R
s IR e AN MIAZ N 4 AR T B e AR A L,
A SCHRARIE He A3 T S AN 2 A |

PKD1 & 7 T~ 5y /R AR AR AT A # HO0E T 20 L Y
M AE. MHE 2R ER B, Ewsk
HEF, & mRKE ORISR SMHE ok Y
KR EY] . 2008 4, AFUH B ARIELE M T
Wk R S AN e b, PKDI1 AS] sk, HIhfEd
E|SHBuREGEN ) IR= RSS! I P LB U=t VAR M =INE-2
PR SEEL

PKDI1 &AL T4 B o6 T a1, JEHL 2
X T JELIE G AN SZ AR R, RIEM A R 2
DiRerh. EFH LT, ARWREH K I DRG
PTG ) PKD1 AT RUE A7 T4 B, sdad 45 &1
FVEAE B A A TRPVL MR AL 116 AL 271K,
4% TRPV1 % T H B0 7] capsaicin [0 N, £ 5
PO AL R O fERS R 2 B2 5 T, T
% 2 1% %2 4K D1 (dopamine receptor D1, DIR) ;& 3
ARG PIWRCRE . FIARAE S i 200G i A8 1) 5%
TEHGE ), DIR MG /2 7] K A (cocaine) 7= 42 £
Toft 0 R R AT R KT B 20507 6 B 2 A 104, AR

PR TRIL, BT K25 ) 51 K R SUIR AR
FIE PKD1 yG T s a0 R gd PKD1 Rk,
ACAREAR TR S @iz shid e, HALH S
PKD1 BB Wi Rk D1 524k 421 (& ., - H R
ik D1 SZARFI e fr, 58 T iF ERK GBS A
KN, MR AR R, b T Tat-S421
FHRE, 3R WSCRAAE 1% Tk, &8 2E
PR IRE SR I s s W E 8K
SRV T AR A e, 3 AT LA AT R PR 3 1 2%
PEVELT B AW 22 TR, AN S 1 K BRI 27 2 12 6
715 IFH, TEARBEAZFEHE S Tat-S421 jk H & IEA
RETE AR A Bl 7%, $27 Tat-S421 Jaks nl < Al
BRI VR F IR L8 < B 1B, Ix ik
WHoERN, H1a D1 SZARH 421 A7 & 5L /R vT R 2 VA
I7 250 R B A 5 2 EEL i 2 A A S 7 11— T
S

FAEEL BREREA AT T IO ORI, TR
HRBEOIRA T, A7 5] & PKDL i& 16 B iR 1k,
{8 PKD1 Bl N A%, i /e P 42 2L A
Rik, FAEMSAER YL X R IRR
PKD1 IRk 2 AT BELE PD (05 . 2K {ulh,
TE e 1 AN 453 45, Stetler 25 B2 4 1 T PKDI
] DL i B R AL FAIR 7 85 27 (heat shock protein
27, HSP27) KIFFHZLRIEH o
2.3 LIMKE#HEZZRZHRERAMR

LIMK & 3% 52 % J& T 0 E Bl EC 2.7.12,
H i EL 45 LIMK1 #1 LIMK2 PN T 12 3R
KT S A LGB, ELE 20 SR (1 4 A AN B P £
SENLFEAMIA, FRINREAAE 2R % BT C i
(G 5 A 4k e 5 L& (1) PZD 45843, LIMK ik
TH 24 LIM g538, JFRE 4. LIMK 518%
KAy FAFLESE A 58U B AE A, 0 Rho/ROCK1-2,
PKA. PKC J SSH %%, {HH L&A Nlsh &
FR A (actin depolymerizing factor, ADF)/cofilin
Z 4, 8RR b cofilin ##1] H X%F actin (1) BT 47,
ML D RERF 95 32 2 98 LIMK o 40 i B 22 1R i 425 f8
ﬂ: [70-71]o

2 2 G0, LIMK S 28 70 40 i B 22 1
XA . bt kB, 23, iE
B RFET- BAEEER SRS, 4R
IEH AR RE LR B LTP 1B AR TFE 48 8 A 1)
SR U, LIMK 5 (R R B/ BR R B 2 1A 2 2040
1268712 LTP o078 I Ty 58 25 4 57 5 T e R
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AR, HXT R AR5 Rho % /N4y
T GTP g 5% 7,

Rt ] BN NS 59 BT &, T
I D BB T B B2 R I O B B 1 PKAL PKCe J¢
ERK1/2 2535 6% S5 40 Mt 2 e A AE AR LA 7,
FIt BA LIMK 5% 15 5 800 B FEAF B (1) 9 i w343 2 34
SR BEAEAEVEAE R, Li & PO R, (ERUE
JE A, DRG #14 ot LIMK1 #1 LIMK2 & (4
oEIR Il B, A6 B VE % 1) LIMK A LIMK
shRNA 7] LAy 5 4 0E 51 &2 K9/ 5 ik, $278 LIMK
S5 T RIERE. PR, LIMK @
Xt cofilin 3 47 22 &R I BRIR L, 072 1 41 4 1)
WS A0S, AT ReiEE U 2 FhorE 5% i B e )
A AR A RE T R U e . H— AN AT RE
ML 2, 1 5 2 UK 1) TRPVI & LIMK-
cofilin {5 5 [ —MELE FIF N A . TRPVI 225
PRI R AL K AE JORESR Ja BT, (ki e Btk i 72
i, 1 LIMK X cofilin (0 R AL T LA il 41 Bl i 22
FABY), Jy TRPVI $2t %,

3 IR RGERHE LAY

IR e B N 2 S DhRE S R VF 2 0 B
R B S R v A 0. A T B A
B AR N I3 A R B A R T AR H 2 AR
UL R IR W [ 2 IR AT R Je, DURFE R

T e R e H NI O SRR T AV R 2
YIBE R I E BN R — o B B A 25 B 1
HEAIE IR BT I EER, Bl & 2 B R 2 - B
AT UAERAS REFI7 Rk HET, SEEEER M2
BN PR _EYRI7 e i B B, XU A HAh AT
SBIF A B A B A 1) 24 B

BRURTT P E RGP N 25— B A & B
K FRk. oA KEMHFTER T 2 A
TR R R ) B VR A FH AL A AH BT 259
YEFIAZ 4. Rask-Andersen 25 ™ @ &5 7 Hif 4t
FDA kit LR w72 PR a5 b 1 R g 24, H
HREF XTI R G 25 B B> (R 2), BN
HRORX 22 22 498 1) 24 0t T I LA 5 % (brain blood
barrier, BBB). 40l tA 3 R4 P450, LI/
LA B o B P S AN R 0 R A %2 Bk
AR, RGEAEVEEEARAZE TR, &
SR AR R, T A A SE R AR N At R
HEAER] . TR 22— TR B
TRIOAT, TR A IR A /).

BNz RN, HIWEA B R s © 4 T K I
PRZGHL e IR . 5401, Hooper 25 9 BiF 7t % 4,
1E AD 3% Ay A 7 JZ (prefrontal cortex, PFC) DL
J gy (hippocampus, HP) o, B J5 A Bl B g 3
(glycogen synthase kinase 3, GSK3) {IF & &I,

R2 WMERREAHEEEY

LR et B SR & BIRE T B
Bevacizumab(Avastin®) LR SR VEGF GM FDA#t#E |- 17(2004)
Masitinib it 55 CSF-1/PDGFZZ A 5 i, AD T PRATE 55
SrcH i

Talmapimod Losmapimod(BIRB796) FH 55 MAPK X ji& NP AN R 9T
PH-797804 I 751 MAPK 5 j NP IT SHIE PR A 7
Artemin(BG00010) # #H GDNF RET FHEIRAS 1T B PR A 7
Fasudil. INS117548, AR-12286 A7) AGCHK ik ALS. CV 15 AR e
Tideglusib, DM-99 k7 GSK3 % jik AD Il R 56
MK-1775(AZD1775) 75 Weel 5 & GM Il 5
CEP-1347 k1l 551) MAPK 5 ji% PD [FZREES

7E: AD(Alzheimer’s disease), [/RIKHFERF; AGC(PKA/ PKG/ PKC), & Hi#EFA/G/C; ALS(amyotrophic lateral sclerosis),
HHEM ZEALRE; CSF-1/PDGF (colony-stimulating factor/ platelet-derived growth factor), £ HIE A 7~ 1/ /N A7 4
F; CV(cerebral vasospasm), il J=25; FDA(Food and Drug Administration), 3% [ €245 & PR ; GDNF(glial
cell line-derived neurotrophic factor), [t /i A MIJE 1 #0125 72K 15 GM(glioblastoma multiforme), 2 JEVE A 5T 41 iR 5
GSK3(glycogen synthase kinase 3), i Ji & EFHEF3: MAPK(mitogen-activated protein kinase), #2%% 5G40 & H s ;
NP(neuropathic pain), fHZHJFE; PD(Parkinson’s disease), M%7k KJi; RET(proto-oncogene tyrosine-protein kinase receptor
Ret), J&JmFE RN 2 R 8 1 8 52 /4ARet;  VEGF(vascular endothelial growth factor), I N & A K A7
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7%

1M H GSK3 wJ Ui 2 fb AD SR 82 H Tau 51K
P LFYEgRSS, FEm % 1012 ThRe. £ GSK3 |
BEL I 751 Tideglusib £ 22 BE A I I R #F 78 ™ #E
PD E3h, O RRERAAH SR 7T R c-Jun 2
F R Uit BB (c-Jun N-terminal kinase, JNK) ] §E /&
PR HERE p e A E AR R e Y 0 B AR B
TG TR TR & E B 1~3 (mixed lineage kinases
1~3, MLKI1~3) [ #1175 CEP-1347 it A 11 1
PRIFTT BT IR, R AR IR T R
F 3R R B,

TEAMAMA RS T, BURZAY) & EE 20t
RITIZ—s BRI, %%} PKC 1£ ik KAI-1678 1]
ORI AR T X AL B, BF X NGF (¥ 5058 [ i
e A2 B AE P B HEN IR PRI 72 [ 25 0 B
T MAPK Z A 7 LAAL, 3645 RET 52 AR B N
JRBCAA artemin, )52 AEH TAAESNE #2 o h 3Rk
[¥] GFRA3-RET &4, 503 1 ot 4 H i itk b 22
B 7= AF (glial cell derived neurotrophic factor, GDNF)
TR IR 25 R T

4 RESRE

BN A — B RGBS RE TEA T, E
RN R G B R R AT FUm i AN g . i
CLRI I 2 B SE B R B, R A 22 &R
GRS T AR, BRI AL R
BB SR, PR B 5 H A s R
FHSAE A RIS E S5 S R - AR
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