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THIEER DS A & MR 3 A e OIS, D8 A D Z AT o0 F- IR R & BRSSO PR R R O fR I 22
B LC, B - BURIGE LIFR A2 FEi L T D, SEETNRBIFE (RZEMEERIFR
EERS ATRIR (RIRERRFEGANR) ORRNIZEZ LR T b, R L.

1. DALY 7T NAFED LT HkaEE & SARIE~DEA &, JIlE)
(1) Wat ¥ 7V HilimgkeE 2 B o 5 %1 Lo Tl ok

Wt #REE O HIERFE DN E A DB ALY 7TV EFRT HHMEA L, ENEEMT 501
JlakgE 2 fEBl 9 2% 72 9DIC B-catenin ZH L E T HNAT 7T ARy VU —7 OBEEEAIK L,
IhaE BB S RIBH A OIEE — 18 EER OWUNRERIZ 1T % B-catenin {EMHE(L D BB,
B-catenin & IkBa (ZH@OD = B F L EfEEESRE B-TrCP OEE, B-TrCP ZHRE%IZHIET 5
Wnt % O FHRER AR coding region determinant-binding protein (CRD-BP)D[RIE &, ZiL b
D4y F OFIEFEE & FHREEA % B L7=. CRD-BP % c-myc <° IGF-II ® RNA k7 > AK+FT
H Y, KIGHS A TEEOMIOEEFER K (Wnt, NF-kB, c-Myec, IGF- I ZHEREAIIZFE DT 5 &R
EL, ERRMN A DN 21D TS, S4EIX, CRD-BP 78 Gli-l mRNA OZEKIZ LY, K
A5 73 Ao Wit & Hedgehog #Ri#8 DR ZEINE Z TERLT 5 Z & 2B 5 2>2 L7z (Cancer Res 2009) .
%72, CRD-BP ® hTERT mRNA ZZEMEIZ I D AEMR, M b Bl oo M % o> i E 5 5 12
& B 72 9 E-cadherin OFEHLZEAL & B-catenin {EME(L O BE 72 L2 DWW TCILFEIMFFE ARG L 72,

(2) BHEEITHERBOAIZKIER GSK3B OHLERB AT 2, TEM, WEEMENT

IEHF MO Wnt #REEHIEEH 2> 6 25 AN RO < BERE > 1 L B S LT\ 5 glycogen
synthase kinase 3B (GSK3B)D KIGAA~DEEICHER L1z, £ LT, GSK3B OEREFHIHLE
DU UEACIT K 2 BESRTEMEFR i OMGHE A ST HIL O A AF-CHE I 2 e FF - HEET 5 & 5, Wit
RBRINHIERE & TR DIRAMER 23 R L=, T D%, GSK3B FLEDHIN AR R4 ki
AR L AN AENM TEIEL, ABEZENH LOAARBRERTH S LIRE L (EFRHRE).
SEEENL, TOHRIDANRDIF A T1 =X LNTHIRE 0 A5 FREOFIEIC X 5 6
DTIHDHZ & &SI LI (Clin Cancer Res 2009, 2 #). AHFFEALIZ HIC LT, GSK3B
FHEZN R 2 R T R IR AT K 2 BRI IB 2R R TR IR O B RAJF 20 2 A 272 bt J8 IR Be i e AR S B C B
LT, [FIRRIC, YIBRREE - FEREN AIRIR OERKRIE 2 &R E R K EEE N & 4h[F T
FEHhThDH. A%, GSK3B AT 2 8N AMEOR R L EEME, (e ELRE
UIRbEE &, REEILEO N ALE TR AR 5.

2. BREEBEZNBITICL DA —F— A4 FRALFEEE JIL, 7

IR T ORBRECELE T ERN AR ORZM - FEFSZTHICHAL, A—%—XA K
bEREE ER ST 2 L2 BICHIREZ D TWD. 5-FU DX —F y NEEZETHHF I Y
IEE REESE (TS)DEIA T35, Bin A, LOH OFEEICIN %, B OKNE - BERR LS
BT FRE - BAG7A & U BN ME O BEEE 2 T LER 03 A, BliDS A% RESIZRRRT L T 5.
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KREEFE I, MRS AZ x5 E U CERAHIELSE ORI HE & AR P IERE 8 o B 4 74T L

-2 A, BT iﬁIL&ﬁ | b L“Cfﬂflﬂ’jlj\?“\@ﬁﬁé‘ﬂﬁ VAR % L0 RS 58T

%’v‘éfﬁﬁﬂzé‘* DT ZORERIE, I AW CHRERBL RN BER LA O 2 E R L T &
@%TWTé.

3. TV RT 47 RAEERITTINAZE - IBFEEORRE UL, T
DAMIICK T AT = 2T 4 v 7 B b ZOEFIZH HHEH O L ED, =
NENATE - 2l - BRI IR IS T 5220 L TWES., =8V = %7
4y 7 RED I L, L <ITDNA A F b Z gl LT, BDARBE TH % CpG island
methylator phenotype (CIMP), MSI, chromosomal instability fH A OB EZER L, KGN A %
ETIIHEDARKE D =X T 4 v 7 « TV =X T 4 v 7 2B I VAT 52 L2
HTWD. CIMP(H)H A Tl OBERRMEB A TLE L, EROMRIAYEHICE G+ 5 R
(GGH)DORBUK T 2R 5 2 & ZREEEHRSE Lo, REEX, CIMP(HHIlaZ#H LT GGH
SR BLMIIE 2 VBB L DNA A F UL D2 Eh % fi#fT L7=. GGH JR$ B CIlIZ OBk
LE#Z L C DNA A F UK T L, ZERRIEHOZEN N AIZE T % BE 7 DNA 2 F/u{bo—
RIZ72 5 2 & % %E5E L7, BI7E GGH 5@ BLMAR 2 W CREHSE IR~ O UG HE722 & 2 ff b
LTCW5b. E£7z, HEREERFFHE L7 A Fb~——Toh 5 LINE-1 DEFRIEZRZ i A
TR L72. 379 BlOIE/ NIRRT 23 AU B3 DD AUFARRIZ I 1T D LINE-1 A F AL ZHIE L,
ZOTFHRINTLE L TORRBEMF LIzE 25, stage IA DBEFERET LINE-1 DK X F /(b1
SELTETFRABRRFEMRD I EE2BIER LT, &51T, LINE-1 @ X F/UALAS 5-FU @2 & Ff
BET DM 2 7T L, 5-FU IZ X % LINE-1 OFRELLHE & ZHUT 5 DNA 2 EHHEIE N &I
HHTEEFERL L. BIE, ZOWEAFIH LI FBIRERIEDORRE Z{To T\ 5.

4. b MELEDSAMBREERL : ey 2 FK (& JIIE)

DADGF  FljE L~ L DAL, ﬁ&ﬁ@%LM%&ﬁ@%®MWﬁ%%%hé#%%%
BROMNARETEILL CILO T, DADIRKRIZEAT LI ENTE D, ERFIEIZIE
BT AEROEFTHS. 0D, & FOBRABEIINETHS. ZORKT, Y
TR IS AR ZE 0 BF & 150 LC, 200 BICL ED BN A « KEGHS A FHIEF] O BER MR IR 2 45
FELCE7. BNAMRRE IEN KIS &/ 5 DNA, 4 RNA, cDNA, % HHA (BB fENT)
RS, EEOR T ayr, RS T7 o7 a w7 BER L, BERREEERZ SO TER
fEL7z. 2007 FfkD 0, SIFSEFTIEBEARIZER CRNZ ETE RN &icRolz. 20
720, LB D ATRIEOEERIIZE 2 38127T, 2008 £R ) O ARZM B RS B E & didh o2&
BB (SRR FIRBE, ARSI mhs, SRERKERE) SV & LT, KREE
ik A5 L Lz, %0 5 ERTRIBAA 1,000 Fl, BNA 500 FlOEFELE Y EHO B
BELTWAD., K7a vy NOIEENIBEESESTHREL, KREEDRELHERZMETS.
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ENFE=
3. BRSESR, AN, B OER, PREE, KEEA, BRE JIEfnz, |
FlEk, JoiERIA. GSK3B FHEAIL HEEE L 2 o OPFRIC X 2 oFBlE
FREERG & o3 7. 5 40 BB AR FaRE, Y UARTY U A2 L FEEICR
HET A L= g0 B—F DR —bench to bed, bed to bench—, 2009 4F 7
H 30—31 H, Hi.

4. PHDGHE, K #, BEZKE, B TS, E# R, BHEW, BRES, ROFE
=, Wiz, B Rk, EEE—ES. GSK3B %70 A2/ & L7723 GBM I
95 5 VIR ERPRFBR. 55 10 [B] B Ay It B, 2009 429 A 19—20
H, [,
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2 International Session 1, 2009 4% 10 H 1 H—3 H, ##ik.
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% 5-FU OFUEENRIEBA 7 = A LIZBEET %) . 55 68 [a] H A F R

2, 2009410 A 1—3 A, k.
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Yoshiharu Motoo (BlfEFR, AHEEAN, B s, SHZEE, LEEF, TEA
e, kBN, I Efz, - FIk, JTTHERTR). Chemotherapy-induced changes
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SPEZWr. 517 B H ARE e B0 ] (JDDW 2009) 745 51 [B] H AR{E Las
RFRRED VARV T LG, HbEBEICBITAZE Y = X7 4 7 A, 2009 4E
10 H 14—17 H, .

1. FHYEE, MR 8, EZ K, B TS, B B, BEHEH, APEE, K OFE
=, WLz, BRI, EEE—RR. AR IEEIC k5 GSK3B &4 1
FER & U7z Phase I/II BEARFER. 25 68 [0l H AR B SRS VRV T A,
2009 4 10 A 14—16 A, HAT.

12 I 2 (EHFE), BEFH A, EBRZEAT, JMEfz, mfe—, 3 Rk b
N MBS AR RIS EIFAL DFRIr - DX ABFTE & I3 A DIERHLER~DIGH. %
47 [B] A RS AR PSR P IS  BF5EE, 2009 410 H 22—24 H, Fiik.

13. JILEFfnZ, P Flpk. LINE-1 A FUALFRATIC L D KBS A DT - SUEAIRS
PERIT. F20EIH LR RA L RRE - YU RV T A (3) WAL ORI
B, 20094F11H26—27H, K.

14. BIRIER (BEFE) , AEEA, SHZEE, g, 2 &, AZEA
JIUEFnZ, P FIAk, JeiERG. GSK3B FHEIC L 25 AKIFEEME ER —F3ER
ITORIBENCEE S FRPEREIEREA b 77 V—. %20 B LA Ra ks
URT T A (2) HbEEIREOFERM, 2009 411 A 26—27 H, JRE.

15. AeBpiE v, BRI, R AAZE, EEEE, AHEEAN, TERR, BARH—, )
L%uz JR Fllpk. GSK3B (2 X DM AAMB o5 L2 o6, 55 20 [F7E{L

THEREFSRE I =V AR YU A (5) — 3TH{bEEO s TR R - s
B— 3, 20094 11 H 26—27 H, J&E.

R

16. J&  Flpk. —MBEEE (A3 : NAHBINH]. 5 68 [0l H A FS S FINES,
2009 4£ 10 H 1—3 H, Fik.

0-055 Fumitaka Takeshita, Takahiro Ochiya (77 F3Cf&, P4 2£)5). Studies on RNA
interference- mediated inhibition of cancer metastasis (RNA interference % JixH L 72723
AREREINHIN R ORRET) .
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VEGF-C and -A in mouse mammary cancer model (VEGF-C 72\ LiZ VEGF-A % 12
&I % SIRNA NI 2 —BERGIZL D~V AFEET L TO Y /36 - s o
i) .

0-057 Yu Ohkubo, Mayumi Iwama, Ken-ichiro Seino, Takashi Imai (K/AfR 1%, &)l
B, HEEF—BS, 4 HE&E). Combined therapy of Carbon-ion irradiation and
immunotherapy inhibit lung metastases in an in vivo murine model (~ 7 A JEEET /L

LR DIRFEA A U & RPEEED I K 2 s amsil 2 iR) .

0-058 Ikumi Sugiyama, Yasuyuki Sadzuka (#2113, £ 28Z). Inhibition of hepatic

metastasis by DOX contained DDA-PEG modified liposome in murine sarcoma model

(~ 7 ZPPE A IE RN AT ER R 1263 5 DDA-PEG &1 U 7R ) — A O Eh &) .
17. J& FIER. % 22 MEEHFHES. 4 109 [\ B A LR P bhE @ alss, 2009

£ 11 A 15 H, AIRGEET.
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