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1. Expression of full-length NBS1 protein restores
normal radiation responses in cells from Nijmegen
breakage syndrome patients

(F1 I —N"CERBARRLEERFEBEMRICS
BMEHFEELEREIITELR NBS1 22/87D
ZBICLYIERIET 3)

(EA # (RHHRES)

[H&9] NBS RRE{EF NBSI O B&EMITO%

Z|(Z DWW T NBS1 ¥ » /87 % NBS BEMBLA THH

SRR B MRS 1DV TR L 72,

[J5i%] NBSI cDNA % BEHMMLICEA, kL7,

BRI o0 = — R VBT L7z, 7T A

yr7ay beRBERERELT Y, NBSL ¥ 087 %

DR & AR IREH R O RAELALDEN 17 - 720 #l

RSO EILOEITIZE 79—, b X P —2FHw

726

455 & #53%] NBSI cDNA #AMKLIZ NBS1 ¥ >~

N7 BRESFEB L, EEMR L FS LV E TR

AR L7z MATREBSTRICHA NBSL & > /87

DT+ — N AH & RO NBSI cDNA #E AL T

GIEEME L FROMBEANELZ RS L)k

720 NBS1 # 37 O3BICL ) NBS BEMAZDRK

EHRICEICBT 2 ESIEEILT 52 2 &5 NBSI

HYNBS DEREEFTHDH I L 2 BEEAIZRERA L 72,

2. Plasma membrane recruitment of RalGDS is criti-
cal for Ras-dependent Ral activation
(Ras (C& % Ral OEM(EICH TS RalGDS Dl
REANDBENEEY)
R B i (NREE—)
K% F&2 GTP #A6&EHE Ras OEWEAHE
RalGDS = & 215 T& GTP #545& H & Ral DML
BRI D W CHEAT L 720 NIH3T3 #03 T Ras (SHIHEIR
(2, Ral dHIBEEIZFEME L 725 RalGDS (MRS E 1272
B HNTzA, Ras &IITHI S S & RalGDS (3R
FRIZHE) L 7-o K-Ras ® C KimDWERIT S 7V %24+
L 72 RalGDS-CAAX (3 Ras JE4E1E FicHIfafE iR

5Nz, AT RalGDS XiEMH R Ras KFEMIC
Ral #{&MAL L 7-4%, RalGDS-CAAX (ZiGM#! Ras O
JEFHETIZ Ral 2 iEMHAIL L7 Ras DFESDATIE
RalGDS BEAEDIEMIZZIL L T dh 72,

PEX by, #FRE Lo Ras OIEMALIZEE - THINL
B @ RalGDS |IMIfEIEICFEB) L C Ras L#EE L, Mg
2 ko> Ral #i&MALT A 2 AR &N, RalGDS Dl
FERE~DFEEHS Ral DIFEWALICLEI DO+ THEZ
EDHLENE R ST,

3. Familiai primary briliary cirrhosis in Hiroshima

(CBERICH T2 RBMEHEE DO RENEIR
IC DWW T DIKRED
it # Z (WRFE—)
PBC 2B ABEB L EIEMNER L OMDL Y %
B O 222§ 5 72812198844 5 19974 D [ IZ T4 B IR
(2B 5% X 172 PBC 16661122\ TR RN EMES % WEt
L7ze HiE 1. KEENERBPIOBEFNRAL 2. BKE
3.HLA# A ¥ 7 4 AMA DFRIL/N% — % Western
immunoblot #3 & U ELISA #EI2CTHIE L 720 BUEE -
1. a. PBC DRIEEDH B AI5.1% DIE CTRIED
VA7 S, —REOHEE (0.0064%) 1294445
Tho7zo b WEHRARIZHS P RERITRS»
Lol 2. H2HLOFERIIIB4L108m L —
%D PBC 55.6 L 12 IZIE~EC, TR L DETL
7z stage # 2 LTz, 3. HLA ¥ 1 ¥ 2 JI3REN
BREFNCES 2 b DIZEr 72, 4. AMA ORH
Ry — 2 TR - RENRED PBC 2BV TH,
AMA DOMIEHIEIZ R %2 255, HLA O—H A & WES)
WBWTIZRBIDORERE A GED b7z,

4. Expression of the angiogenic factors in human
gallbladder lesions
(& FMEFREICSH T2 OEHERFORIR)
1. Expression of vascular endothelial growth fac-
tor in human gallbladder lesions
(& FERREIZH T2 MEREIEIERF O3
®)

2. Expression of platelet-derived endothelial cell
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growth factor/thymidine phosphorylase in
human gallbladder lesions
(& FEFREICH T 5 M/ BEDE A R iH
fIBEETF/ FI KRR S —ENORHA)
(TTR:N % (NBE%E—)

[Efy)] HEHRZ BT 5 vascular endothelial
growth factor (VEGF) & thymidine phosphorylase
(TP) I OMET %2 L7,

[}5i:] VEGF mRNA L BHDORHEXRE L,
PCNA-LI DFHfi 2417572, TP IZE L TiE, REGRE
& ELISA 2 & AR fli % L 72,

[#%] VEGF &3, EEEIEIRICECRBIL,
mRNA BRI EHDORBUEE L MBI L 72, VEGF %3
BIERE X (B LA, PCNA-LI R RRK R ¥
MRTF & OHEBIRRITEDY - 72 TP 3RO L
SR & BEMBCERICEEHL, FOHEMBO%
I, =20 77—-YTHho7, ELISA THlE L7
JEHRRD TP B LV, FEHEIVEET, M
AR TP BBEE L X {xHE L7z, TP BHIZM
BEREMHBL v o/2hs, FEKE - ) v SEHER - R
HICAE LA LR,

5. Clinical significance of MUC1 and E-cadherin
expression, cellular proliferation, and angiogenesis
at the deepest invasive portion of colorectal cancer

GEfTXKBERBEEESRICH T3 MUCT, E-cad-
herin D3R, MIYEE, RUMNEFEDERIVE
)

X B A (FREE—)
ETRKBBEREEETICBIT A MUCL B3, E-
cadherin 33, MAHEEYE, RUOMERE & EHS

- FREOBEERE L7,

(3% & 7] SRR & - 1T KIE#E 11051

% vy, MUCI %3, E-cadherin 3838, HORHEREIE 1

DI|EL LT Ki-67, RUMBEHFEDOEIEL LT

CD34 % RIEMBALFHITHE - 5T LERRREEN

HF & DBEZRE L7zo AV 72HAIIH MUCL HiL

f& KL-6, #1 E-cadherin ¥1{f HECD-1, #i Ki-67 $iifk

MIB-1, KUt CD34 $ik NU-4A1 TH 5,

[(#5R L £8] Bi2MEEELR MUCLI ODEH, E-

cadherin I D#EY, Ki-67 labeling index (LI), & U°

MVC BT XTIRERE, BBBLIUOTFREAEICHE

HEL, EEEOEEL LTEHTHAENPEL IR

2720 ##12 MUC1 FEH L E-cadherin FEBODRIF DA

AEb4, Ki-67 LI & MVC OflAEhEid L ) Fik

DHEEBICEFRTH 272 ThH L ZDMDERRIRFES:

HWRF 2 EOLEEMTOMETIX, MVC "% D
FHREEICEELRTFTH o7,

[#3E] KBRS ELIZET S MUCL, E-cad-
herin, Ki-67 Li, % U° MVC ZETKBEOEHRED
BELLT, TROEECEBINGEOLENRHELR L
WEHTHY, ZOFTH MVC PROLEELRHFT
HbLEZLNI,

6. Low density lipoprotein (LDL) binding affinity for
the LDL receptor in hyperlipoproteinemia
(BIEMEREICH I ZELEEY KEAQ (LDL) ©
LDL SEKEESEMEICET 24851
& H FE W (WREE—)
a, IIb, IV BOXESRMEES LREE TR
L7, ME»SBEGEICE) LDL 2 578EL, M
B - BLF1EB L UF LDL BRI T 2 EEHOS
WefT o7z TBEMEETEIL 25 TTNW LZIEH
LDL & @ competition assay = & 0 il L7, IfiE b
V7 EI4 N (TQ) RENFE % 513L, LDL 45E
DI EDH B TG - EBADHENI ML, IL AT
o—)b - ) VIREDREIRD LTz, ME TG &
& LDL HFEL OMICIZEVEHBEEZD, &
TG MMAELFE O LD Lit LDL B MHESEEIMET L
THBY, KTORELME TG ® LAEIZHTL T
o NHT 477 —MxEIZLEE TG MAENLEIC
vy, LDL fFICEBO SN - 1% - /K%
HEFEEOREIZVIN S EFI LA, FEEMLIEH
DHBH7OT A= NEEDATIIREL D272, %
BHREEEEOMKT L7 LDL 3 #ERMOER
Z&72L, BIbL EOEREZIIR TR —RLE
Zbh, BRELEE - ERTFEHICBT 5 BTGMEE
HGEOERESEITRIE S N7,

7. Effect of antisense human telomerase RNA (hTR)
transfection on the growth of human gastric cancer
cell lines

(b FBEERMOEBICE IS 7FEX-E b
FOXS—€RNA RS2 ZXT71733>DR)

fp — £ RE¥E—)

bt FBREMAEkIC e h 7T 45—+ RNA (hTR) D

TyFEZARNAEBRNI Y —% SR 720

Var L THBEIRIMRERE L, Ty F 2R

hTR FH N7 ¥ — (3 KE Geron 1 Harley #+ & 9

#5 S hizo MKN-1, TMK-1 fifgid7 v+ x> R

hTR EHNR 7 ¥ —BEAIZ L ) MHLSE, &5\ Ii3HE

BV FEINTZ, CRHOFRIEWTR T v F &
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