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WE &9 % TAOKs(thousand and one amino acid protein kinases)-% £ 2 B2/ 7 2B & &) i Bl
KRR, BT £ LT B GCK)H £ 7 Ste204F 8B, & —HF 5 tn e i RAG T M F AR K& G
B, TAOKs#EA = A : TAOK1. TAOK2#2TAOK3, MR35 EART, S 2k AT $H#wm
JoAata L, A A 2 5LREACE G M BE(MAPK) A IA 49 _E 7% 5, TAOKSsiE i3 p38 MAPKA=JNK/SAPK
EAT TS A m AR F 6 A AR IR L, AL A R A m i A T A G it A,
5 AR, TAOKSZEINK/SAPKAY /& i, 4 4o fit 9 Feudp 22 IR AT M IR S 09 K A R T A2 F K E T —
TAER, Il, TAOKSL AL & 9% fm JeL 68 R AL Fn LR K JE R 09145, 1% XL TAOK sty & 49 %
AREA I EF R P R AR RIAT T 4238, Fat L4 B QB 7 7 @ B AT T 4K
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Research Progress on the Biological Functions and the Relevant Diseases
of Protein Kinase TAOKSs

LUO Xiaogang, ZHOU Jun*

(Department of Human Anatomy and Tissue Embryology, School of Basic Medical Sciences,
Zhejiang University, Hangzhou 310058, China)

Abstract The protein kinase TAOKs (thousand and one amino acid protein kinases) are members of the
serine/threonine protein kinase family and belong to the GCK-like class of Ste20-like kinases. They are associated
with the stability of cytoskeleton. There are three members of TAOKs: TAOK1, TAOK2 and TAOK3. Their domains
are highly conserved and are widely expressed in a variety of cells and tissues. As kinases upstream of MAPK cas-
cade, TAOKSs regulate important physiological and pathological responses in cells and tissues through p38 MAPK,
JNK/SAPK signaling pathways, and they are involved in mitosis as well as cell apoptosis. It has been reported that
TAOKs play a role in the pathogenesis of a series of diseases, such as neurodegenerative diseases and tumors. In ad-
dition, TAOKSs are also involved in the maturation and activation of immune cells and the regulation of inflammatory
response. This review summarizes the research progress on the biological functions of TAOKSs as well as its role in

diseases and discusses the potential research directions of TAOKSs in the future.
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85 H ¥ TAOK s(thousand and one amino acid
protein kinases)/& — 2K 22 2 1R/ 75 A IR &5 B, H
Tl 25 /6 380 T N-3iy , J& T Ste207 A (sterile 20-
like kinase, SLK)Z i A= & HH 0o J i (germinal center
kinase, GCK)# ZX Ik I A% 1« TAOK IR 2 e AL A
=N A 51 TAOK1. TAOK2FITAOK3. TAOKI1H
R PR N Al 5% AR 15 B I8 (microtubule affinity
regulating kinase kinase, MARKK)5X 71 1] i 5K Y& 1]
TG B 20FE B2 (prostate-derived sterile 20-like kinase
2, PSK2), # F HHHUTCHISON%:!IYE 4 - 1 7, 3
W1 1) Ste2 035 1 [7) U P Isf, K BRI 28 23 4y B 45
F|; TAOK2 SUAHIR 9 1l 1) Ji R 5 ) 76 T 204 i il
1(prostate-derived sterile 20-like kinase 1, PSK1), [7]
Ff HHUTCHISON [ B2V 5 75 1); TAOK3 X A8 A
JNK/SAPKH il 4 Bff (c-Jun N-terminal kinase/SAPK-
inhibitory kinase, JIK)SH 9 40 f fi7 A= 55 A g
(dendritic cell-derived protein kinase, DPK), 7£ 31k 3
JE 73 v 5 3 B AR A AT 52 AU TR 408 (epidermal
growth factor receptor kinase substrate 8, EPS8)JCIEk
B RIS 7E N BB H A b, TAOK TR T Y £
E17p11.2 F, 5200427, KEEZIN3.0 Kb, Ji
e 4 KA1 001 MR I BRI S TAOK2FE K AL T
16p11.2 b, E20 oM e1, KEEZ7593.7 Kb, Hgmid ik
FIAFLEP AL TAOK2-a( 71 2352 R IR 7k A5 LA
JTAOK2-b(#1 049 FER IR IL); TAOK3HE R A T
12q24.23 &, #2640 1, KEEZ1282.7 Kb, wbd
898 ME IR -

TAOK T 5 % &5 Ko 4l e B2 DR 5T, HIN-Jiii 93K

Mg &k #)48(kinase domain, KD). JEK#) 45 & &5 148 (sub-
strate-binding domain, SBD). [H]R#[X (spacer region,
SR) K¢ C-¥ii 2. [X (C-terminal tail)f4 B, Ferb, 76445
HEWIENEGH —BE & 2 AR 1 X 3(Ser rich),
1 5] B X FHC-3iiy 2 [X A7 A5 P B = /> 45 it 05 e 45 1)
(coiled coil), I #MTAOK2%E 1T C-3ify ) [X 38k 38 3 7 —
BUE & RN 4 (Leu rich) (1), TAOKSsYEZ Ff
A2 2235, TAOK/27E i Fl1 52 AL Hp g ik,
T TAOK3JUITE A1 & 1 20 i Rk v kL
TAOKSsIE i 22 Fh i 42 18 5 40 ffg 2 77 AAC 1 .
TAOK @& 225y Z4 i FE B LR 77, IR F 4 ik
A SRR AN A5 A0S 3 105 BTAE IR R T R4
e 3 d i ThAg AN, TAOK IG5 LS & A M
55 A EAER, ERE RSN & A4 E 2R
R T2 RGBT 8 15 40 B i 2R P AR 1Y 1B
MAP3KsH{ 71, TAOKSsfE %8 i i FR /L MAP2K3/63
Ep38 MAPK(E &2, it LL4h, TAOK1/3tH S
5 5 2l Hippof 5l i, il iIMST1/2. MAP4KsELE.
PR AL ATS 1, (248 R i % s 15 R F YAP L 12
A3 B T s 7, IR AE SR, Hippofs 5 # A N TE
IR (R R AR R R e R G g% DL B IR 5 PR 5 3R
HPTH A EE R RIEE RSP, R, TAOKSTE S
R oI5 G35 I iR B X AP S5 7 A R4V E M = =2
—ANE BB 7T 7 ), B RO R T AT
PATILEG % ATk R I T TAOK I/E #RE K A K Je
H AR E . 7RI, A SO 1242 1E TAOKS I AH
KM FCREAT A2, I 1 B FLAE A OG5 R AR R e h
ECEIIE L, DA G ST 50 B2 8 1 B

0 347-379 458-651 754—877 1001 i
[ AR e i
TAOK1 |N| KD | SBD | SR | C (=3 Leu rich
0 347-370 486—547 574-601 681-713 943-1060 1235
BN BN [Way)
TAOK2 |N| KD | SBD | SR | C
0 343-393 452-502 548—-649 754-879 898
7] | VaVay] BAASAAN] RAASASNAN]
TAOK3 |N| KD | SBD | SR | C |

N: N-3fi; KD: B4 Hdk; SBD: JIKA4E & 45 k3K SR: [AIF@IX; C: C-3i .

N: N-terminal; KD: kinase domain; SBD: substrate-binding domain; SR: spacer region; C: C-terminal.
Ell AZETAOKIHZEHIEE
Fig.1 Diagram of domain structure of human TAOK1
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1 TAOKSsEIZT B 22 5S4 F2 X B JEE
HNREARE
1.1 TAOKSsiE1= 40 At E HA

WOITALAZU I 72 & B, TAOK ) i 1k 3% P
TEN B S0 A B NG 22 0 L RE R, b
A 2257 FW 25 0T BRI [FIR, TAOKsHImiPs S 380H
22 47 L1 40 o 5 00 H S U B Al K BRSPS, I
i 2 A A b 6 T 4 B — 0, $2 /R TAOKs 5
A 2253 F45 R 40 L5 A B 27 B AR R 440 L R 0 (1 1
Wi E ML E K. 2 Ja, GARGERE N TAOK1/27Ef
22 43 Z4AN 0 5 A4 K% 7 A TE A o 67 R VR F AT g
#fi 7" RhotH SCGTP%; & & HRhoE(Rho-related GTP-
binding protein RhoE, Rnd3). fEf 2243 ZditfE
TAOK 1/2F1Rnd3 (1) P 343 234 58, H P93 40 45
4, TAOK /2§ FZ AL Rnd3 CA 3y i I 1) 22 & R ik Fk
(8210, S218. S240), Ji5 FRnd3 M i i ¥4 # 22 iy
Jii; MRnd3mi % 5, N E SR AT 22 5y 245 R
1 it A 5 L 275 A A 4 B v o s A6 R AR S, TR
JR o ZLAE T, $R R TAOK 12 7] fg it Rnd3 2 5 H %
R AL R A S M o 2. SaAb,
LISKOVYKHZ U 5t 48 H, TAOKI I i 0G5 T
N T2 DR 98 200 RN X € 28 b 7 AN B P A 22 4 3
BERR, RIS FIBY B A 2257 2R i etk &
RAUBEWT 241 . 4% B AT iR, TAOKsX} T4k 5 1E
B PRI 22 53 2 E R RN 40 B JE) Sk 6 SR MR
1.2 TAOKsZ5DNARGIEE R M

DNAF A S bR i 2 — A2 BE W8 452 1 41 i
WILAE 5 32 4 IDNA . TAOKSsHE % i 3o 3 B8 A4 1%
L MAPKEEEMEK3/63i% p38, Mifi 25 p38/ 511
DNA# 518 5 e W17, RAMANZEUSIHE ) N B 3l
S A 2 DN AJ A R 1 W el S 5T . 8 b S R
FREEMRAE L S5, TAOK sHY S R0 ; 11 TAOKs 3% 5
A5 Bl it [ DU B 5% 10 DN A3 475 4% (1 p38 1113 44 A
JGo/MES 25 ST, A3 25y BTG R TG,
1, AT 45 5 DNAS 1418 52 I B, 3R B TAOKSs ] fig
I 5 A p3 85 M Go/ MR 25 £ 1) 3807 >R R DN A5
13 R
1.3 TAOKs25MEMAELXRATIE

IEH AT 229y 34 2 2 5 35 DR 41 A2 0 BT 6 75 11,
R 2 B4 0L A 4 A BIR B S a a S80E
FEAG AR AN Y AR AR S PR IR R AR, 4K X 50 PR 1
KA RN JEI, CAPRAZEPA ] v 3 & 40 HT 1

TNEAEH LR F AT AL ARAE, X OFpAs [F) 2 A
()R HEAT 125 22 B IR/ 75 S BRI 1) R AR i
RINTAOKITEFL IS « &5 I« il B e 2 23
A KRR, 205, LISPE A0t &
L TAOK2TE fiti i H 238 7 ; BRIk LASH, TAOK1/3
W R BUTE S5 B e 3k e I R p Rk R, PAXS
DRI VE S BAH A 1% 22 7 1 O i 356 DR 2 S 1t Bk 2L 4
i {0095 A 200 Ff 29 A% 1) 3 LR 55, COYAUDZETR:
MTAOKIFRPAXS [ E B ik A& 2L K 2 5 (i 1)
RRA . A, TAOKI-PCGF2. 1% % 58 Nt 53,
g R 0% () i 2 L R1C9) K], TAOK s 1] BE7E i 88
ORI EEAER.
1.3.1 TAOKsA LGB e R AL E  KELHEMIH
BA RO RS SR 2 R YT AR RFIE . 2RI
PRIEH 2 51 R 2 W 225y 9T 5 8005 71 R4
(7= A=, T e 2 B R DL SR B A A 1) 0 AR TR AR
MUK g7 fAA, T 38 b0 2 WA 223 34 e 55 2 ORI
HHRUAET-7?, TAOK I FITAOK2TER 224y 245 F b
3 ) 5 AL 40 B TR R R O A, HL 3R T BT E O T
DA 5 il 78 41 B o o0 A% 1) SR 4E, TAOK 1/2 [ 5 25
0 BE 5 5] ke N FL RS 240 P A N FLARE S Al A
22 oy RPN A 2 DR 2 R A A
22 5y ZLOM I oy LG, (RIS AT 22 93 R SR i ) 42
K DL K 20 M A8 T2 28 36 T, $2 7R TAOK 1/2 ] i 12 i J8g
YRS O AR SRR, Ak T A 22 o B HE )
KA, ITTAE BT 8 40 A F 43 4 FNA7 5 20
BIANZECR I TAOK3 ] B8 A2 Ji e T 40 i i %
B OGHE . TAOKBTE R AL h Rk B & T
Jei 55 1R . AR IE T-AN3DERIA S 1F N AEK Y
N R i 40 i i 3 M MU B TAOK 345 5, TAOK3 1
Sl 2R T RN R e 200 P 4 i 5 I NANO G L CD 44
(1) 55K, 80D BE TR TE RN B T 20 M A 25 42 1)
IR K, FFASE R MR 41 B % 75 P V5 (gemcitabine)
F6) 35 D] 245 78 B AURK, T TAOK 3 26 56 T 185 1= 441 i
REAE, (232 Fi IR PR T AN B A5 150,
1.3.2  TAOKSs##h it & fit 24 e 5 TAOKsit 5
A 37 TR 25 7 %5 )M 9% . SHARMAZ5EY R B TAOK2
7E X BRAFH il 551 i 24 1 28 t8 2298 4 il v 3R 08 =
W, TAOK 2k 25 S INKA il 771 14 58 1 4 il X BRAF
R A BUR M, BT TAOK2/ZINKAE 5 CV A0 1)
T 7, DR Ay B €0 258 40 i 6 BR A1) 751 i 24 ]
fie /2 HTAOK2BLIHINK 5| 2 ¥] . TAOK3E 7L M i
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B R IE KT S 2 T R LR R 4R, LAT
SEOATE L A A L R P R TA OK 3 2 I 7L i 441
XPUCE B 1R 254, WS S H A AR (eribulin) A
K B 5 (vinorelbine) V5 I T [ BBUB P 3G i, 1Ty idk SR AA
TAOK3 T 35 7L Ji T 441 Jf %o it A S 1) 245 90 10 e 1k 1
7; TAOK3 1t 74 th 5NF-«BIF 14 AH 3¢, £ Np65
Wl 1k b, R, TAOK3HIH 7] S NF-xc B ik 14 1)
BE o4 25 TAOK 30k 3 a2k 1) 7L Ji e 401 xof 48 A2 2 119 T
2y, $E7N TAOK3IE it ¥ i NF-xB KA 2E FL ik 41
L o} Al P R 1) 25 0 24 P (1 P A

A1, TAOK s 5 1 [ 98 1 il f5 2R . TAOK3
5 R B ROMANUIK 2538 LR 117 51 e 240 e (1)
TR I S SE IR, B G B BITEE Y — 2D AIE S N T 41
Jigess 33 PR AR S SR IR, L3R IA I 3 4 R B B AR
M R IT G B2 R A, $A R T8
Jige 5 AT MEBCER RRF IR 9T S5 TS 4R AR . SHI
SR FUHE H AR A0 B ., TAOK I FEF ZH 4 )
FIEKV R m T IR E w55 H 2R, 1 HTAOK1 ()3
KKV 5 R AR TNMZ 3 DL R 5 22 5 1 s 1)
S0 A @ — B 5T KN, TAOKIE 41 i
T P B R TE 7K T 2 B TAOK 13 PR R Ak 7K T %
I 51 & 5 TRIEF, JF 40 e TAOK ) Rk 5 F g%
M AFECDA T .. BRI A Mok g i AR
SR H A5 IR T /K P 38 2 3 IR ARG, SO A
Jf & HH TAOK 1 (1) 2 i v] B b T 3 ik DA FR I R 4k
T A, I ELE R S B 2 P IR, 5 2
TR R . LIRSS AR B, TAOKSTE it & i 11
JaHRE Tz ER .

2 TAOKsZ5WMEREMIMETHNAE
2.1 TAOKsBIEWMERNE
MITSOPOULOS %5 PSR 7 $E th, g i s 724
TAOK2-a(K57A) Bk ik = i i 45 14 15 [ TAOK 2-a#) C
Ky (745-1235) 7] LA 5 35 45 A 4 HL A8 2, 1 TA-
OK2-afIN-Jiij(1-940) AN Be 45 & 8RR e T, K TA-
OK2-a 2 5 1 8 4 & A e I ¥ e e s iIAE
I HAZAE H k57 T TAOK2-a ) g 3 14 . TAOK2-
alll I C-uif 5 E 45 &, TEAN A B B P AR R E 1
TS LA, IR0 TlUE A 5R R 1 7% 1K B (nocodazole)
PP, [FI AT 45 A O O W e B A Ab,
TAOK2-ails e FEAR S 25 G I 3 1 RS PR i PR A
a- il 8 B 1 RTb- U B, T O R e AU AT LA

TAOK2-a Nl F A E, FF N R H X a- 1 8 & E Alb-
T B IR B IR AL RE /159,

SRIM, A SCHR IR IE TAOK 1 BE W% 3 i % Ik e
S5 FIT 5 B (microtubule affinity-regulating kinase,
MARK ) B0 &5 A 38 b U 45 & SR I TAU
MAP2. MAP4, FECEAT ST 7 & A I
11, lERMEREST, Ak, LIUZERI 5K
I, TAOK 17 S o (1) [R5 ) Tao- 1R 2 T8 A e
PEL K3 1 AR AR () B ZR T R . VA
() Tao- 1 U 5 B A Fe0E, MR, XTao-1MJHER
TR, R AR 5 %) AR e AR, 3 BT 4 i
Ji B LS R S R SR, AT BSOS T 1O 1)
KAk, o s B il T LB B 1 R 4 B R
5, Tao-1AE 5% 29 B 1F 3 (0 A= 4, 40k 1T 410 ) i
PIZEL .

SR, TAOK245 & A2 8 TUE, M TAOKI
MM AR E
2.2 TAOKsE5#HATAE

VAN WOERDEN%! Y I TAOK 7% - By #ik 2k
(I R RR o 38 I MR AN R R B ) 3 g B/ i & IR
. AR LMREFRINME . LK IR R G T I B
BEEER; HeAh, B N AL RN BRI 2
20 L H TAOK 1 Y 238 /K P (LR R B8R ) 2 4 55 4
ZIuW B ER TR, 51 KK & 240, $ER
TAOK 1] 18 7K - 5 1 28 50 Jl SR K I 52 i R &
HX.
22.1 TAOKs# At ZLRANH KR FEFIL
BB 50 AR A il 2% R A A A 1 3 T A B 2 R
g5, Feah AR MR R PR wh 28 98 1) AR KT 2 P
fEH ¥, CALDERON DE ANDA %5 "5 | 7E/)
SRR B 2 5 4 28 5T TR TAOK AN 56 & A7 T 4 KA i
pTAOK23E {7 T #2255k, 75/ B OK i H1, TAOK2 A
pTAOK2R /e 3R 1k T 7] X FUR & FZ 2 1 K JE AR,
PR ARG IR R TAOK2 )R % R T R A 48 0 AR K HE
FF-NBh & B & &I TR A uh e B AEK
A 22 T (B0 DA IR 53 S B, TAOK2 (1)
IE SRR NN T WIS 4 R B Ak, TAOK?2
AN O R WS e sl g L E2apve Iy N~
F PR B R R BRI, 42 7R TAOK 2% T #4148 JT 1)
REBRIEE B REE ., /NRIANTAOK2EKIE K
SR BRIE B VE R E T AR 2 0 B S T A
FiEh 92 (PR IR BEINK K 75, TAOK 23 3 1A U fE 5
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CCENTp L T R 51 0 2 JR AR 451 49 - 2 A INKCBS iR
1k; 3 HAETAOK2 N i J&, 41 B iE MEINK ()it R 1k
AT DA A A 4 8 70 2R I R (1) T B, 3% B TAOK 2
1E 9Sema3 A-Nrp1 1) T ¥ 8] 38 ik 3% I8 A4 S0 INK
I FHEAR MR T R K. 5341, VAN WO-
ERDENZEUIH 7t 4, 78 /I8 BRFE AR 1 0 22 040
1, TAOK 1 1k 228 2 35 Hf) 1 il 5% A S R )
TR AEASVERE K2, TAOKIMITAOK2X T4t
AT R E 5 o6 T R e MR E AR — 2
222 TAOKsA L Rikey L F Ak  WEPN
942 FILER 25 1 Va(Myo Va) & 2 fill T 1% 04 75 1)
W TR A 28 TR R T A 5% A, G 220K Oy A2
Wl DN A SR AR R ) AR, A R R 1) 5 fl,
MyoValll 75 73 2 2 & 9% it 52 o7 22 0 93 A 1E 5 fil
DI e 4+ 77 10 & 45 B ZAE W, TAOK /23 1% 54
TAOK 1/2 75 & R ik FE T440/ 4750 FR 1k 3G RAL &
FOE S b 2 020 i Hp 200K O 2 38 22 RO 98 a2
J1 4k, TAOK1/28E 1% 45 & H 4 ZEMyoVa % # & Ju i
R _F, T TAOK /28 B A4 2R 1% 98742 ) o e AE F, 3%
HITAOK 1/2 7] f il 1 T440/T4754 SEMyoVaZ #f £
TR 5 DLV 5 #2220 R Ak BT AR SRR R I,
TAOK2FE 35 5 SR T 4 48 70 41 I A SR 8 2 AN
FesE PN, Rl AE B Sl R R 8 AL FINMDA
AN TRV RN RIIX ZEAE K TAOK2IE T H #
BB P A 40 B 4 Sept7 C-3it R 75 B R TR HE T426 1% 5
FL 5 0 22 W IR 3% o 8 T A A2 R SR TR T 4 75
(1, BEER L I¥ISept7 5 9 fih =2 42 2 (IPSDI9SE: & K%
FLRR ) F W ZE i, 32 1 2 25 X = A PR TR 1 S
T 1 R AU, RICHTERZEM4 45 1, TAOK 25k
Bea /0N BRI 00t 7 2 R B TR O 8 0 R IR R
(52 i P FH A P R MR PR AL, 3 B 5%k 2 P2 S 35
B&; TAOK2HRRFA /)N B 5 20 2R 240 H Rho A 135 AL,
T ARhoA-GTP/K - {3 T i, FF H. 34 IIRho A P
Al LA R TAOK 28k 2% 5 62 (1 5 fish 6k [, RhoAfS 5
FF-WLEh & AR5, 1E B F-lsh & A R
5E P DL B3 I AE A SO AR 2, PRI TAOK 2
B2k AT RE I L IR 2D Rho A 5 1 BRI K BEARF-AIL5)
HARIRRE N SRR sk . Rk g R AR,
TAOKsZ 5 T #12 Ju IR i BT B s -
2.3 TAOKI1Z5RITHER

22 IR 4T 14 5 9 (neurodegenerative disorder) &
— o O A R 2 0B TR A BT B, LA

B[R IR UEERG WA T W 55

Bi] 7R 25 e BR TRI A 75 R B B S R IR AL U
FHOGE FITAUR M0 8 R £F 4 gl 25 . > B IR 2% 6 R
95 I, KR (1K) A 48 T 4T R R SRR T B R, O
Wl Jl o} BB E 22 FN L 22 4 45 BT AR, L AP PHF = 22
i B PR AL I TAUH 1%, FF Re s 5 88 % R ik (1)
PR R A eG4 . TIMMEERT R iR R 9P S 400 i it
FIETAOK 1] i HIMARK 75 & FR 7% FE T208 FI TAU
KXGSH 7 IR AL, I HAE K B b RR B8 i vE 5%
Y 9% 21 it H TAOK 1 - MARK A% iR 11 -K X GS-TAU
FE 5 BT A LB 8 B s AR R AR 3k g A7 T
M MARKK i B, TAUN A 4 TAOK 1 18 2 1k, 2 B
TAOK 1 it i HEMARK 5| E2 TAU B 2 14, i TAU
M b TR, 3 T A 3 A R R I BRI R AR R
J&. B 7 8 TAOKI-MARK-TAUZ Bk 2 5, 1% 4k
I TAOK 1728 7] DA B W FR AL TAUM™ . 1 B[ /R K
BRI E AR X L 2, 3 R BLTAOK /244
RAIRFR SIS 1B IR 1L, 7 H 5B R b I TAUSL 3 {7
TR SR AR Y a4 R AN I E RO 8 BN
2L I TAOK 12K [ 7] DL B 2 TR AL TAUSRL T 45 &
B KX GS 5 7 (0 H A2 22 2 1R ik £ S262F11S356)
R 256 1N B X I (TR A R AR AR T23 D)), Hor
TAU S262/S356 /11l & {4 /2 B /R 9 BR i A A2 ke
HH 1 A, AT 7R 2 2 B BOg A B, T T23 101
e IR A U] 2 A TIUZHE 485 1) TV Jl it A2, 55 B 7R 9% 1 R
5 7 B R I A 2P0, B DL AR, TAOK /2410 4l
FRVAT DA WA S ek 05 B R AT TAU R B RR 1L /K FBY, /i
IEF K, TAOK1/2i@ i (i i TAURSRE 1k, HHEBIF /R %
R R AR KR .

A Ak, TAOK s 1] 585 1 H 4 A% 1 & A=
R, ZACHSEP2IE T 8 1 i B 414G I % I TAOK 3
VERNE & 2 2 2 (leucine-rich repeat kinase
2, LRRR2)W I A HAE B A, Wiz 5
LRRK 27 5 [ 9% ikt Thy R B A5 R ot 8 i 52 BT 22, 7f
LRRK2 1) 5 4 S8 2 01 4 A 08 o o WL ) 33 A 5

3 TAOKsEH#E AR AT

YRR T AR AR PR MR T, A2 4EFr
o Aa S Y B E i . AZA-BLANCZPIEE F-siRNA
%, W8 B TAOK3 AT LA TRAIL A S 4
o NS ) R VN | AN oS
Hi A B BR TAOK 35| JEEINK L 2 Bt R 4 BiFO 1 P 33 %
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15 LA SR (ADP-#24) 28 & i [poly (ADP-ribose) poly-
merase, PARP][1ZE, F1F BEDNA W ZLF 40 f 8 1
N, $ER TAOK3AE AINK ) _E i ki, 47875 INK
PIPETE TAE Y. 5 ik AH &, WAKABAYASHIZP!
F& HH, TAOK3 1] G} il 58 U] Wi 175 5 (10 400 194 Ji ot 22
S TR REE o DD O SRR D R 2 4
() 5l 2% 51 AL TAOK3 LA S A2 3 T 25 I BimEL A Hrk )
Feak B b, B b HE T RS A R A e
BimEL % i /K V- # TAOK3 i, AN 32 INKE: 7 4
O FIF MR, 2 I TAOK3 AT g LAAS K FINK T P 1)
77 2 URBImEL, M 1 i 12F i 5 17 W7 175 5 110 R0 IR i
PR TR

M T AR R 2 R — RIS AL
b, CLFE A0 US4 B RS V60 B R T N Rl 2
ZIHNTZECO FE 4008, 98 T L B4 bl . &AL
BN T 1 BR 2 A AN R /)N 2 it e 4 A b N R
PETAOKI 3G 4k, 75 N FE /N 20 B fi e 248 fw o it 5%
IETAOK VIR 7 40 i 46 R ke e R T2 /A T
B, T I R IA TAOK 1 25 7% % A2 AR TAOK 1K 57A
W) A 77 AR AR Bk Ah, TAOK 1A 3 i 385 g v 1
BOEINK, 2 i RhotH o< 25 [ ¥ 1(Rho-associated
protein kinase 1, ROCK1)F1 2} bt K 4 fifg3,  H. 4351
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