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WNEHIR EoD sLeX f5a V2 F o ThbH E-
BLIF U LOEENEETHDL I L
BN TW5, sLeX IXAMERD A7 53,
R D3 W B LT U RoMalE L2y Eicd
FEL L, OB 0E R b OBGENZ B 5
TLHEEBEZLNTWD, o, MEH /37

B2 sLeX BRI LTREY, RIESERE
DIRFEIC L W B - EIICELT D Z b,
A, Mg sLeX ICHER L, # DA RS
CREEEN T E RSN T RSB ELT
S>T&ET,

PESHCTH D sLeX 1L, PEESBEEFEIZL VA
R ENDM, GEEE OFBHIEER ISV T
LN ENT WA NS T, £ T,
ST3Gal VI ¥ LT ST6Gal I 1Z-oW Tz G-
Mz B 5T LT,

5, SEIERHETICBWLC, MiE



B R BIRE DS 8T I sLeX
DB, SOICHHEEL LT %
oML TEE,

JRETICBW T IO XY v s g E
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FHIEAE 2 855 L~ CRENT L7,
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T 572912, FUT VI mRNA OG5 BAMR S %
5'- Rapid amplification of cDNA ends
(5-RACE) #17\, =® PCR EMD T —7
T2 AR, 650 bp 1% Oligo capping (2
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L. 37°C, 5% CO2 f77E T C 0~24 KA >
Fa_— g, LIR—Z—T oA E2BIR
<ﬁ@‘%®%%\ﬂjmﬂﬁKiD\IMHﬂ
Alfa s HNF-4 (&7 A8 551X 3-5 FEfE] C
EHRPRO BN, RIZ, HNF-4aDE51E
P24 5 COUP-TF1,2 @ mRNA R %
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WA EDBHLENERST,

KIZ, NKG2D 5 L1 CD94 725 24 b OfE
Z EOWANL TRET DO EHLMTT D
72, 17 X/ BE#{RO Mutant lectin %
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WZRT DREEDAERIMET Lz, Liedi» T,

NS0T L ZDEN T HepTt
WZEENDLHIEa2,3-3 7 VERE 4y & Rk
LTb\é EDVRB SN, TD OREERED
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DR OHEIE 2 Mfl T2 Z EnFE 2 b
5,

AWFSE L . JHEEBICEBT B IfLiE T sLeX o4
B AR %ﬁﬁﬁ%% %#JT . BE
HEEOEILB X OAEERRNIC HEH &
Wo iz, S ETITH L Lfétﬁﬁﬁa
NN ‘mjﬁqlﬂﬁx(DfA B bR E
B 5 iz éﬂtoit\ﬂM(%mﬁﬁé
NKRs @ & LT CD94 5 X O NKG2D D Ht s
FEO R A BT SR T2 2 2R R O SR IRTE
{EFIETS T T RIEDOHIE, B Ok
$®%@ JRYSIE D HIAE 72 & TR 72 W AR s

ﬁ#éﬁbw%%mﬁmﬁ%ﬁéﬂéo

5. ERFERE
(WFgefzsE. Wt
TR

Gy e ONEEERT 78812

(RGO (FE 2 1)

1. Imaizumi Y., Higai K., Suzuki C, Azuma
Y, Matsumoto K. : NKG2D and CD94 bind
to multimeric a2,3-linked N-acetyl
neuraminic acid. Biochem, Biophys. Res.
Commun. 382:604-608 2009.  (&#FidH V)

2. _Higai K., Miyazaki N., Azuma Y. and
Matsumoto K.: Transcriptional regulation
of the fucosyltransferase VI gene in
hepatocellular carcinoma cells. Glycocon).
J. (3):225-35 2008. (&#HiH V)

(Fxse®R) Gt 41F)

AR S B E ORI A 2
1BER - NKG2D VY # o Roofighr (55 129 [[lH
AFEZLNHES ) TR, 2009)

2. Higai K., Imaizumi Y., Azuma Y,
Matsumoto K. NKG2D mediates
cytotoxicity against high sialyl Lewis
X-expresing cells. (Biochemistry and
Molecular Biology, Kobe, 2008)

A0k MEZ MR W B H FE R
thlE AR ZZIRER-NKG2DEEEH ) o Ko
MEHT (35 128 v H RSP B, 2008)

4. Higai K, Miyazaki N, Matsumoto K :
Transcriptional regulation of FUT VI in
human hepatocellular carcinoma HepG2
cells. (Biochemistry and Molecular biology
2007, Yokohama, 2007)

(£ Dfth)
AR b D

http://www.phar.toho-u.ac.jp/facilities/op
en_reserch/15208/theme2.html

6. HFFERHAK
(D) BFFe RS
I=H (HIGAT KOJI)
ﬁi%ﬂjtﬁL LIS - GEAD
FeH AR - 710297711

(2) WFFES R4 :
L

(3) EHEATIEA -
L



