88

a B-crystallin EEAFHET AEREHS 2T 5 H
9T, aB-crystallin Bttt B & st O B,
2 NBE R ORI L OB EME AT L 72o
SIIERRFEL /Y 12 Alzheimer 5§ & BWT S M7z 4 4E
B, « B-crystallin $ayE 4t % v T 4 FEH O KA
BIZBF 5 aB-crystallin FEEMERROSH L £ D
M AERE LT, aB-crystallin BiEmfEHiie o BB
B D W ELIZEE O AR % & 3250 5 ik
CENBRTH 70, KIMEEI4YFRIZBITS o B-
crystallin Byl %R & Methnamin SREETE
ABE GEHE L@@ M) OFE KU Gallyas-Braak %
& THRERME RN L fifest) oBELREL,
—REREE VTR L72o o B-crystallin FEH
AR & M R FR MR L BE L DA EE R
EDOME %D, « B-crystallin O HIRATE B4
PR A% L T ARSI R L Twit
CEE, EEOMBMBEELECEEL TS EE
A 726 aB-crystallin ®E%M & Gallyas-Braak {£ED
B TEEL- LI A oB-crystallin MR
BN ring ROFFR L MHREHRERILAITER SN S
ZENBEO PR o7, aB-crystallin (XHIfISE & B
HLUTHEL, BHEABORMHERLEbLoTWAHT
BEMED D DAY, EEICIEET A 2 & THIRE PRI MR
BERMELATHBET A L WL ML,

15. Genetic studies in Parkinson’ s disease with an
a -synuclein/NACP gene polymorphism in
Japan

(BERAN—%FVR/IIB D a-V X712
/NACP ®{zF ZB DIRET)

R M B (WEEES)

R—F 2V 9% (PD) 13d o & b LV HEE RS

D—2TH%, PD BEDOREIMIRF -2 — 1 VI3

5N b I BN E AR L € —/MEE LiTh,

NR=% 2V VIRORBENFHTH S, a-synuclein

(a-SYN)/NACP 13 L ¥ —/MED EEHERB T TH Y,

ZOTOE— ¥ — AR IR RS VR LEF DS RIA

oIS, 40, BARA PD BEE (200%)

CEFEE (250%) TEOLREHET L, R

ML HETHRORMME h Ak ESHL, 0

DNA %t L7z, BEEID 7514 <— REP1 & REP 2

%\, REP2 % [y -32P] ATP |2 CEE#L, BiYE

T 548 % &85 % PCR I TR L7z, HiIRL

ECFEWER)T7INMT I PV TERIKE

L, 269bp=7UN1, 271 bp=7 "IV 2, 273 bp=

7YUN3, 267 bp=TYU N0, 265 bp=T "IN —1,

263 bp=T7 NV —2LRE Lz, BIETFROHEE,
PD 2EZ#I32/0 (25.5%), 0/0 (21.5%), 2/1 (15.5%)
DONEIC% ¢, EETHREEIZ2/0 (24.4%), 1/0 (18.8%),
0/0 (16.8%) DMEIZE o7z, T IVHEEIIEAMH
THEXZZIADT (¢2=837, p=0.14), £OTY
VHTIYNEERE ol TOLHERIIHARA
PD BRENDEGIEIREL W EATREBEINT,

16. Axil, a member of the Axin family, interacts with
both glycogen synthase kinase 34 and f-
catenin and inhibits axis formation of Xenopus
embryos

(Axin 773U —0D—BT&3 Axil 37—
FUERBE) CBEBR 3L LEA-HATZ K
AL, P7ZUAYAHIINOEHTRENHTS)

A % B (EFEE)
Fid Wnt ¥ 7S F NV REERICBTL ) a—F Y

EEEE ) CBR{LEEE 33 (GSK-33) DI « fi%

¥ 572012, GSK-33 XA TAEBEDORER:

KA, ZOHKE, FHECHEZ 2EBERE L2, —

DNE Wnt ¥ FFVEEEF TS Axin L [A—TdH o

720 D—21F Axin £ 4% DFE—HENH B b,

LT % Axil (Axin like) & &fHF, HALZEBIEENT

2{To7. Axil 138387 I JEEN LY, HEEEMIC

RBELTW, Axil 1d GSK-38 & B- 7=V Il#E

L, GSK-3B XA p-7=rnY) YEBRILE{REL

720 S5, Axil ® mMRNA 27 7 A AHINLD

THENEAT S L RBEROREPROONI X,

Axil 13 Xwnt-8 IZX A7 7 1) A Y AT TINO T RAKE

TRz IH Lz DLEDFERDS, Wit ¥ 7 F VR

HEIZBWT Axil 1X GSK-38 R p-h 7= L HEEHKY

L, GSK-3R I2&5p3-7=>D") YEibziR

ETHIELCE-TR- DT O5BEHELT,

FOER, T7UHYATIIVOMEBIRIZBT S

R 2 IS 5 2 L AR S 7,

17. Complex formation of adenomatous polyposis
coli gene product and Axin facilitates glycogen
synthase kinase-3/3 -dependent phosphorylation
of AB-catenin and down-regulates /3 -catenin

(APC/Axin &I 7 ) a—7 EREE) VB
{LBEE 35 HKBEHDB-HT = D) L BIEESRE
ERET B.)

e oH o E (ARFEED)
Wnt ¥ 7 FIVIZBWT Axin X, GSK-33, APC,
B-h7F=v EBEAEKEEL GSK-33 2L 4 3-7T
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