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NI BEFBR) VBET A LIS VIEREZET ST T A vEF—E A 2 — FId, HHIEA D S OFIEE
WEBANTET 2 OISR b—RESHIEN Y 7 F VEEFRKTH 5, EEOREF 7 o—= v FEROEHICE b
BV, SIHHEOHIRBLDTuFA v F—EDsn—= v I MBiTbhTE, £, BEEDHOSNTVWSE b
7/ LB E D, BEDNICBTRTO+F —E4TFOREHERSEAI> C Lt b, 4%, ChooxF—€H
FIREBYTFVFy b7 = PEBRMEEZHSMICL TV T, EYFENEGRICE & T2 L0, RERE »
B =X AQIEPPCIEELEOREFEICAKECES LTV T LREEVWEL, RRX TR, EEVBRTF/o—-—=v /I
BRI LIt v/ AvA=v+F—¥ThH5 SLKORELSVICZ OEYENEEEC DLW TR ON MR :M
Dz,

ToF4 v F—EETHEUT B9 7 F 2 4 V55 degenerate primer ZHE L. EAE y MFEEKH» S RT—
PCRICXDHIT B 74 v %5 —¥ DNAMRE Y B— =2 /532 LRI Ui, & B5ic. C0 cDNA K% 7
o—7ELTENEY FFBDNASA4 75 Y —%2R% ) —=v2 L., open reading frame &% ¢cDNA %2 7 o —
=Vt COFRTOFAvEF—FR, )V ALA=vEF—ETRESNLFF — ¥ F A4 v ENKE
WicHEs, 207 3/ BEY ZEF#ERS D MAPKKKK (mitogen—activated protein kinase kinase kinase kinase)
T& % STE20 & 40% 2R DREMMEEE LT ¥, SLK (STE20—like kinase) & &% L1z, Bz FIERO LI
WELE Y b TR, SLK OMEERIT 28D 2 O 3RS /S LML, £ELE Y F SLK O cDNADO—HE 7T —-7 & L
TE FSLKDNAD 7 o—=v 5 %iTo1, ZDFER, £ b SLK I NKIRAICFF—€ F A 4 v & CRIBEIIC
% vy B D degradation ICB5 3 L Wb TWA PEST BFI%. & v/ s BEOBEERICEAKRLTVWE VD
NTW3 coiled—coil EE AT 2 INEHT A I EMBHSME 72, 1, northern blot BT P iR
FRmIc LD, S OHBICBEVWTmRNA, § v 7 BL VDO SLK ORBEWEEST BN TER, &5I1T, in
vitro kinase assay i< & 0, SLK 3ATEE TH % myelin basic protein 2 b v %2} YER{EL, B2V vB1Ld
T34+ —€NTE L THIET 2 C EDBhE 57z, |

I, SLK DSHERET 2 v /' F MmER WA TR L1z, SLKIZ7Fu 54 v+ 3 —¥0dhThH, STE20 ®#PAK (p21—
activated kinase) 78 & MAPKKKK & L THEET 20T LBVRLUEEZBLTW I &M 5, MAPK cascade % il
BT E25FTREVHEHERI L, 22T, BES TCRBICHENEA TV S 35D MAPK cascade I 81+ 3 SLK
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ORI oW TR L, $9'. MAPK cascade #4232 Z EBESNTWARESTEGY v/ 7 EH SLK OF
HEEET 200 E I MEFHN, LML Ras, Rac, Cdcd2 © 3 BHEOERMBESFEGY vx7 Btk b,
SLK D%+ —€iEHREL LB o tee CORRID, SLKIRINSOEAFEGY v 7 BO TR THREET 5+
F—ETREWT EMRENT, /2, COS— THIENTSLK 2 SRHFAIE S 2 &Itk » Ty ERK%. JNKZ%,
p38 2D MAPK cascade ZTEMHALE BB I EMTELE M 512, E5IC. MAPK cascade D FHICMHE L., BEYS v
NIBORBAHBEL TOREERTFS SLK OSRBIC L - TiElbaniEhote, LT, SLKIRIHS S
> ®D MAPK cascade D LFfi++ — ¥ & L THEET 3 5FTldL EHERIS L,

L T AT, &iT Xenopus T xPlkk 1 (Xenopus polo—like kinase kinase1) WA N FhBE R FI/o—=v 7 &
i, BufcZ&ic, xPlkk 1 & SLKOT7 3/ BEEFIIE. FF—€¥ F X 4 Y TTT.6%. 2ETH448% LS
FECLEVREUEEFL TV, BUEHBMICIBTS600, EbET7 YAV AHzV3#ELERE (BN
BETH2, Kbh2boFIOLINFHVEUMERLTVEIEM S, SLK 3 xPlkk 1OE Y v F —s8—
TRV EHERIL 720 xPlkk 113 Plk (polo—like kinase) %V vB{bL. FEibdT 2%+ —-¥TH 3, 2T T
ErFSLK bt b Plk%) vBILL., TEHILT 200 ERET LI, TOHER. SLK i3 invitro BV T Plk 2 EE )
vEB{EL. #F—E¥EHEERS R L. MERICSLK 2B8RAERSEA LIk, PkiEHEMLERT B
EMbip oty il Plk BHERIEKHD G,/ ML SMBIch I THEET S 7074 v+ —ETH B LM S,
fRE M & SLK ORB L+ — €iEH OB W THRET L oo £ DR, SLK O+ 5 — ¥ iEH 13, Plk ORBE P
FF—EEUSERTIBHICY -7 R BAIEMbhot, PEOT EM S, SLK AN G,/ M#ih oM
e id <, Plk2EREY) vBIELL., 20+ F - ¥iEHE2 LRSS Pk OLEEFF—¥THEILMHAS L LN -
f2o —H. Plk 12 Ga/M 15 5 MEIO¥IIC > TRE L. G: $15 SMEI~OBTL. MBS 5> OBiicM5 T 5
TEMEISRTVS, £Z T, SLK % SLK @ mutant 25BN TREIE 3 Ltk » THEHIcE/LHEC 3
DTRBVWALEZ, NIH/3T 3#8ia% SLK Ic L D ZEMF RGBS &1, £ DR, SLK D kinase negative
mutant 2EHIRE S BT, SHREPERLE O - RS HICBRTIRENED O, TORKE Plk
DHYFIEHBFLEZ SbE 3L, SLK O kinase negative mutant OFFIIC & » T Plk MIEHIL T & 4 WIRAEI
Ma. G,/ MEOBTPMBIIRESHR L - HERTH S EHE s N,

Llb, ARETRHETF7o—=> 7L SLK i3, Pk O ERKICHBL, 20+ + - CiERA ERIEZEICE-
T, REEBO G, e oMBOEESEITAHIET 2 7o FA vr+F—¥THEILEBESHII LT,

RXBEORROEE

AFE TR, TELEY MFBERMLSFEL ) V. At =2vdF—¥SLKOBERFE/Io—=v 7L, &5ictk

FSLK D7 o—=v7%&iT\., TOEYFHEEIC > WU TOMRERB,

1 :berSLKIE, N=KRIgfllict ) v 2t =vF+—¥F 24 VTRESNILESEFE > TWi, in vitro
kinase assay Tld. MBP®t 2 b v 2EHELLTY vEB{LL, BOY vE{LEM¥ &R L7/ F/. northern blot
AT P MR L FREIC L D SLK RIBEVEBRICBLWTRRIN TS T LR LK,

2 : SLK 3D MAPKKKK T& % STE20 L FiUMEEZBE L TWicZ & h 5, ERK, JNK, p38FR D L+ + -+
ELUTHEET A EMFEE, L LSLK . 2o 3 2DOMAPK cascade®iEHE{L L5 » 12,

3 &L, STE20&L VW d SLK it L T A ICaVWEHUEEET 3 Xenopus Plkk 1 Mro—-—=vishi,
Xenopus Plkk 1 13 Plk 2V vERIL L., EtEbT 5%+ —¥TH %, 22T, E FSLK dE Pk %Y vERILLTE
HALT 2D EILERETLILECA, (1) SLK R invitrolcBWT Plk #E#EY vBILL. Plko++ —fﬁﬁ%
ER&E5E, 2) MENICSLK 2BRERIEAIECE->TPkOFF—EEME LR ESE2 bbb
720 512, B) Pk I G2Hih oMBANOHITP. ML S OIS L TWARFTHEI LMD, SLKD
kinase negative mutant % BHIRE X € MATIER, ZHRILPCEKILEV > LARSRICHAZRT IRESED S
it
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VUEARRTEET 7 0 — =7 L1 SLK 3, #HEEHOG 28 SMBlIch i THEET 2+ +-¥TH B &0
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