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I @ X 4% Inactivation of glycogen synthase kinase- 3 by protein kinase C
3 : Implication on regulation of tau phosphorylation.
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TNV NL T —RORIED * A1 = X2 ARELEASE VA, HEFEREZLOFEBRBI THIREE Y YRt
YV EBHOERBZDEERNDO—2TH S, CORE) YBILy vEARTAEMORET M NEOES LR
IKHHE L. ESICRNAHOIRIEE 5 » THIFMIENICER L. EESHBERoEE2HEEST 5 2 LdBickIsonT
B, EEQS VEAMNEOLS K LTRER) VLI WE 2B L REELNILTHELEEAONS, LD
Oy EAE ) vB{LT 5+ F —€ED—> & LT glycogen synthase kinase— 3 (GSK—3) bz, Thid
R R T 78 & DS » 5 ORIE A B X S NS VEITTEHILIREEZ R L. BlLictE-> ThA cHBRmiangit L
TW TN T —ROBELDLI S+ F - FOBENEZI LTV, MEBERFOLLT Y-, 5 GSK— 3
ICE 5 MBIaAEMIzE SR & L T phosphatidyl inositol — 3 kinase (PI3K) #» & phosphoinositide dependent
kinase (PDK) ~. % L T protein kinase B (PKB) ~&H # X 7 — FAIONTE Y, HKMITI3 PKB OiFH
LItk 3 GSK-3 DY) vE{bick > TGSK— 3 3iflah 3, £I T, 4 12 PISKRAEHITSH % wortmannin %
O TR GSK— 3 /&M LE € ) YLy v EROZE L% & b ESFMRaE SY S Y 2 HWRET L, £ LT,
SORTRE—YREGUHIAFED 2 # = X & & DRARICOWT bR L 72,

[Fikis o FickER]) :

b P RFEMIBESYS Y #EE L, £ OEHIIC wortmannin (PI3KFHZE#])., Z —DEVD—fmk (caspase 3 i
E&|. GF109203X (protein kinase C (PKC) MEE]) # 7ML SER TIRELL 7 cell lysate @ supernatant %
Western blot % kinase assay ICfEH L1, ¥ " &EH. GSK— 3, PKBD I} YERiL L ~ A3y vBRIL & 7 EEakdAI,
pilit ) vEBAby v REIE. Tl v BIL GSK— 3 bk, 1Y v B{L PKBHifk% F L 72 Western blot 12 THRET
Ltco 7oy GSK— 3EMEI4F R EHE & L T phospho GS— 2 peptide # AW T, PKC 6 &ML PKC 6 ik
IS & BREIRRICEES L Chiston HI AR LEIE L 7, #RE LTI, wortmannin 2iRMT 52 &tk by,
PKB &ML MHEI S N GSK— 3 EUMERLTHO, Tau— 1, PHF- 1, M 4 SIREEHINTEs v D) v 1L
DTUENED b, TOER—ENLEDTE >z FNIEPKBIMEIO/DICTR -V ANEID, HR
& LT caspase 3TEHD LRICL-TPKC § DEIIN X 4 v OUIWHHEE b, S OUIKTIC & b iEH{L & iz PKC
0 MGSK— 3% ) vEE{Ld57:D GSK— 3iEsMEIEh, v ) vEB{ELv XUV HET L, /.
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wortmannin & [E]BFIC caspase 3 BHEF|AZRINT 32 EPKC s oM fbidB &L oh, GSK—-3/EHRB LR L Z
BOLNAERE, 590 VBIELSV BBV LNV ER 5T, £, wortmannin &EEICPKC BAEHZ RN
LThb, GSK—3@EMHREALALTEFEVLAVER - T,

[#24E]

SYS5Y R FEMIAETIZPISK 5 GSK— 3D v 7'+ ViREEH, 990 ) vEILZEIBLTWA I 2R LIS
T, TRIF—YRICBIT B PKC 6 OWH{LIZGSK— 3EHEEMGIL s v 2y vEBILOSRNFEETE L%
Tlte CDHERld caspase 3OMETET7THE—V 2D A H =X AT, KBIREE) vBLs v BHOERME
HONBZTAY N2 —HORBEERF LIS VI L ERELTED, U YBRILY v OERE NS iRl Bz
BB TR -V R TREBVIEERELT,

BWXBEOHKRDOEE

AHE TR MR FMIEESY 5 Y ic PISK BAEH|T& % wortmannin % W TREERIIC GSK— 3 2B L
BB2LILEB99EADY YRRLOELE, ThERIFICEI AT R — v 2L OBFRERT LA SDTH 5, £
RELT.PISKMS GSK—3ICEZREMN s vEHDY vBLAEHIEICE > THRDTEETHEI & &, THE-
S REWHHROFMNIAIET 24 29— 3 OEH(LIZZ ORBICBES L TWT, PKC 6§ O#HIBIF X 1 v oyl
ZELEMES S GSK— 3EMMSIIEIT 2 L, BLU Y IBAOR) vEBLSHFREINBZ L EHOMITLT
W3, CORBRHAIA—EIDHEEFTEITRIF—VZADA H =X AT, KBICER) vBI(LS v BEOERMNE
BONBETAY N, 2 —ROFEEHFHHALICK VW EERE L, COMBEEMBRICH X/ - OEHSEH,HED
HEVIRFOHIPTERODSIMEEZL TV EHDLEER SN D, FARTILTROMERMRBICH T A
FLTh, BEEUNFEMITZ LIZRETHD, FORUCET 5 LElTsh 3,
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