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Primary PCR

Secondary PCR

1. 47 L 1= CDX10» 7" A E— &2 4815

The primer sequences used for primary and
secondary PCR amplification of CDX1 were as
follows:

primary PCR forward,
5-TTTTGATT G GGTT
primary PCR reverse,

5'-CC AAATACAC AAC
3'; secondary PCR forward,
5'-GAAATGTAAATT GTTT
secondary PCR reverse,

5'-C C CATACTAAACCCTTAAAA-3'.

GGAGG-3%;
AATCCT-

GGTT-3%

2. nested PCR THIL 1z primer

Combined Bisulfite Restriction Analysis
(COBRA)

MKN 28 Kato Hii

SW480

MKN 74

MKN 45

3. COBRA m#ER

AGS, SW480T A F NALBEMETH - 72 (X 3),

S HLICEHEMZTIERZ M/ S 72, bisulfite

genomic sequencing #4T-72 (X 4),
CDXl1gene =B B#AERHL D _EFRic 5 FEFH O

- BIYEMIEER T dense methylation % &7z, Xt

a9 i KATOIII T i%, sparse methylation
(26%) %7z (H5),
[522] Dbk Y, BiEMakkic 8172 CDXI

4. MKN28Iz & F % bisulfite sequencing D #E5R

mniarge
i

Prome

KATOI

All Other
Cell Lines ©0000006000800000800

@ methylated

" unmethylated

5. 7RE—Z2FERD A FILLETORER

DFEFHNH/RIMIZ, CDX19 promoter FHIH D X
FNALD B G- B REE & 72,

BIREERE/NEEEE O R EZEH aprataxin @
MHEEAEO O BEBE & HEERIT

AREEEREATSEET R M

TR BHH

H R ABARS VEBARYE D B /NS S 1S, B
KTIE7)—FIF4 RAELSIHREZ TH %75,
HARTIHET V7 I > MREZHS TSR FARE
ENEENTRDE, T INT I MREZES
FZERIFEE & 3 — 1 v 23 - RERGEE) AT
RE S BRALFREIL, O { #%ik, aprataxin i&
BEFICHBOEEIRAHINZ LD, H
ULERBTHDEEZLNDE L HICT -T2, W
BaeF LT, BEGESHRITEET N7 I I
SEZ ) RERELFFRE (early-onset ataxia
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with ocular motor apraxia and hypoal-
buminemia: EAOH) & \» 9 EEBZDIRIES 11
Tv» % (Date H et al. Nature Genetics 2001) ,
Fz i3, EAOH E BB 4 R 6 fEB DEGHRIRIZ
DNWT, BEFEEIFRAABINETIIID
TREMIC AT L, SR T T 1 55% 2 w5
ICHTHLD missense ER ZFE L, MMHOFKRIC
$ BE# & [7 U insertion, missense Z5 £ A5 7E
95 Z & &Lz (Shimazaki H et al. Neu-
rology 2002) . EAOH DJsREMREH D /26, JRIA
& A aprataxin  FHEEHR T 2 &8 0 HHE -,
BIEZTFERIC L % aprataxin EE O MBANG
FENEALZRHT 22 L 2 HI9E L7z,

FHik - #ER

Vel cDNA 54 72 1) —& bV, Bacterial
Two-Hybrid system % A \» Tshort form
aprataxin CHEEH T 2 EH O HBEZ A
2o ZDFER, 2 DODUREEED D B EE D HBE
37z, 12l%, Collapsin response mediated
protein- 2 (CRMP- 2 ) T, Z 1L FAERERAOIH
FLIEOMEMILIC — @RI IR T 2 MR 8 >~
SXZETHY, MEMEOMBRERICERELF
El &) WEEMES D B, b J —Dl%, FLJ31106
L) 77— T, CD34RME m#E - BB A g
ICHHL Twb HSPCl66Ic R ER 2P —DdH %
EATH D, ThizZNL LOBEREEEIC DWW T
IFEHPEI N TGV, SRBEINREEEH
WICHHEVER 2 BT 5 TFTETH 5,

EREALEEMBICRAIY, TOFREH
F—r DEALEIRES L — B TEHEL
72. GFP, Mlyc & short-form aprataxin O glA&-
EH%Z COSTHIRBICHEE I 25, BFEM
IR Ic £ BAEL, 167&EERE D THRAZE
BY, S0BRHDEHRD AL GAD, F£7295%
HOWBEDCL L TAADI AL AERDD
ZEAIT, BRICEIBELR, FREREQE
R MBEICIE, BEREDEERD
FEHr LR LNz,

EEE - k5

aprataxin iZ, AR OEIERERICEIEL
72 CRMP- 2 & DAHAEAER»TRBENTEY,
EAOH iC BT 2 RKAEMEDEREE & DBYE

DHEE E N7z, aprataxin 2 EEIEMITICSEE S
2L TS, BAEM BRI -CIIRBAEI R -
TBY, MIENBENELIIREICES L T
5 Z R E NI, THAELERTIE, 71—
L7 PRI LIEH L DEAEEAPES L,
72, 2FEENI AL RERIE, ERFT
triad A—2¥—7 7 I J—DRFINZT I/
MREREICAIE L TV 5 72O EHDEEERE 2 3k
72 LHIBBARRIEDSZAL S 2 L2 Litiz, 414
1, DNABEICBEEL T\ % & 24 5 long
—-form aprataxin T, Z£Ic L ) MIBARBED
AL H LN B EET T 5 TFETH 5,

DNA Fv 7RV EBHEAERSMABOS
A 45 o iR R

BB ERKFAT MRS
=EE ¥

‘FREERBMARIIPRIEROMIETH 5 8
BikaRg, BIFMiE, EReEIFMIE, Sl e
SALFEI N D Z ST 505, 5k
BRIV HERFICBE T 2 FIC DWW T AL
MBS Z v, =7 20 RO BESF Mk C3
H10T1/2 (10T1/2) #kE & 10T1/24mkE % 7+
FOICk o TAETZZ EICX VISR
J5 T B BBk ASAME B & 55 284 B bk M 160140
FIZTERBRYICIZI0TL/28008 & XA § 2 = & &F
HEETH 2205, BLLEESEMFICIDZENETN
AREGMAE, BhMiE~N S bFBEINDL, S
L C10T1/213 Kb DIREE 2 HEFFT 5 (Ni-
shikawa &, Blood 81 : 1184-1192, 1993), =
o ORI EMLFFRELAL TBY, B
R BRI HE D S LA 2 o tE 2 n i El &
BT 272D RWETNEZEZ LNE, TR
XRS5 LEEE, Ko {biERCEI b
L5O0FHERTAIENT, Zhosnflas D
mRNA Z#HH L, GeneChip 3 A7 &% FHWT
BIRTFRBEA 7274 ) > 72T 72, 10T1/2#0
g, AS4fHAE, M1601MIBIZEBlOTEEEL 29 5
B, 7R —fENEATo2E TS, BALRIC
B b BETRI Sy — > 2L 72, 10T1/24
B Tl3 AS4HIEE=> M1601#IRZIC B L, CD90,



