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ZoTWVB I EBHISNT A, HE, AM
BlcB VT, X RHBENHRET> 7 &
b= AFEBEF OFBLS, @R % DNA X F
MU L > TEEMFISNTWE Z EBHS »i
INTV3, BEFORRLERLZELR LT

FasL

BAMBEEE (PRr—22R)

THREL % 3 LMENKHEEE
O.

00N

0® /7YY
NRY:

DA HIRSERE - SRR

AMBIBRIE T ORBRBRDN, MDA LI
PHHOTVBEDTH S, ZOFKRIZ, PAKREE
WKHT X HE Lo Lk, V22T 4 v I7RE
LRIATHEH LB TH 570, BENICBET
3 ICi3BEFERLOAEIZ R, L, ¥
PrRT 4y 7 BEMBAHENLEELTH DL
%, DNA X FVALHEFIPE X F VB 72 F 0V
{LREEFANC & > T, RbBANGEETOH
BREEBHFECcCE20TH 2 (K2), Znk)
LT, REMHRFTHBADIES 22T 4 7R
BERVERBBROBRIcH S (R]),

C. IEIVIXRTF1 IR LELDHEEINS
b h O St

AMBEICE T, DNAXFALH Bzt
AP VBE7 2 F AU K > THBRFIEHI T3
BETFIE, BAMRROEFLHEICERA DB LD
ANMFEBETRE? ) Tl R L2 & )i,
DAMIRE I BB S O B iz, R



X, BEAE, BEGAE-1, TR F 4 7RI VHEHEINIEEOGDREERE 205
YO FVOHE EEEMIRRE
T ININON)
EXARYFEFIE
EXRYF—IL
DNAX F)L{LFREH] DNAX F)Lk
kX kBT EFILLEER ﬁ l EXNYBRTEFILE
DNAX FJL1E
B2 IPYIRTF41IRACEDREFRRHE
£1 BREBRBNOICY XTI ABRERE CUR1~6%2HE)
FH A R B
DNA X FJL{tEREEA (DNMT inhibitor)
5-azacytidine MR R
BRI RAERE (FDAZKGR)
5-aza-2-deoxycytidine  IMWEEEE, FEESA, FEMBEMIA, BlddA
ERE R RERR (FDAKEE)
X VBR7EFILLEERER (HDAC inhibitor)
TR AR
butyrate TR ERE DS A
valproic acid MR EEEE, EEHSA
SR=E N
SAHA HISZERASA, BEMEDSA, HHSA, KEBHA, BtEY V&
R THINEY > 238 (FDAKER)
LBH-589 ETERSA, BEMTHIRRY ~ &
BRT + 3 <7FF
FK-228 (FR901228) KEash, BMlsA, BBl JEMRERA, BIE,
% S4Bt
_VATEF
MS-275 BiRhsA, BB, JEMRaiaA, BiE BiEY Vo E
WH R Fofiat: B listd 2861 % IV RTF A7 Ak CHIIZSNTWS CZ
b, T L RTF A4 7 A E > THRFHEL T LA SN T3 AEEEEET L, ZOHRE

5 LBHSRICETER, % [Al48 X & 3 DNA X F L LEEEfAEA (DNMT
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inhibitor) 2 Wizt A F VR 7 ¥ F L{LEE
FHEX| (HDAC inhibitor) #2#2I2R7,

1. ERARORRET

X7 ==L ELT, IFIELPBAE
2 8T cancer-testis antigen i3 5% R 1k X
¢ v immunodominant ZHE & L THIG 1
T\ %, MAGE family % NY-ESO-1 o ¥ Bl 23 &

TLTw22AMAatk 2 DNMTHE# < % 2
5-aza-2-deoxycytidine > HDACFH & & ¢ & 2
trichostatin AT 2 &, ZDREMEET
%. %7:, DNMTHE#I L HDACHE#I o bty
CHRMREBH 5 LIMEINTLE™Y g
Tl BAMIBERIES 22T 4 7 2 hBE
Lo THREREDSVIEGIFEOFRE 2 IME L,
REGAEELSOPNTVE I L2RBRL Ty

F2 IEVIRXT1IARLDEEESNhDREBEERET

RENFEE T A F B BIE A SCHR
DNMTEER HDACHHEA!
1, BEVMFEORBRET
MAGE family AZARDIA, FWSA, KBOA 5-AZA-DC TSA 7
H s Ag 5-AZA-DC 7
fitids A 5-AZA-DC 8
MEBEE 5-AZA-DC 9
NY-ESO-1 BHORES A, KEEHA, FbA, BidA, 5-AZA-DC 8
BHE FRGAE 7/ —<
GAGE1-6 RS A 5-AZA-DC 8
2. ViERTEES FORBRET
MHC class I R 25 i A el TSA 10
B AR DS A TSA 11
ERZER M B 1P SB 12
X5 ) == 5-AZA-DC 13
B2-microglobulin BINZERDIA TSA 11
MHC class II AE IR E TSA 10
HeLa TSA 14
BB RN B E SB 12
Bififay v o i TSA 15
CIITA R LEEMBA TSA 16
3. BEEHFBSFOREET
CD80, CD86 BREE R A M SB 12
4, NK#lifaigtE Lo FORBET
MICA/MICB AR, FA3A, KEBEHSA FR901228 17
FFARRE D3 A VPA 18
5 7H b= AT 7 FNVEESFORBUKT
Fas, TRAIL-R2 (DR5) ‘B8t HimRm . VPA 19
TRAIL-R1 (DR4) PR B S 5-AZA-DC 20
UNELDSA 5-AZA-DC 21
caspase 8 PR B 5-AZA-DC TSA 22

5-AZA-DC: 5-aza-2-deoxycytidine, VPA: valproic acid, TSA: trichostatin A,

SB: sodium butyrate

DNMT: DNA methyltransferase, HDAC: histone deacetylase



XI EERE, BHERE-1 LYY= 274 7 R0k ) HE X 02 BB O GE kB

3. MAGE family 2## & L7 v 7 F VEED
EPRIABRDSEIE X 1T 205, B I B
HEDBH - IH DD, LU TENTIREORBIME
TL, 72 F VAR BH8HME XN TV S,
Dk ) IRREFI T MAGE#EF D X F 1L
b A PUYBTEFAALDTTEL T 5 LHEEX
n, 7 FVRIGERNCHT S E S 22T 1 Y
ZIERGH Y 7 F U BEOEHMESHF IR
5.

2. HRRTEED FORBRET

THIFEVEZAEIZ, FIIMHCIZ L - TRA
INTHRERRTF P25, LdioT, M
KFEE~DMHC O FOFKBRcHE L2 RIFTEE
FORBET X, THIlED S 0 HEdklEico %03

4. MHC class 147 713 B8 & # 84 B2-micro-
globulin (B2M) L D~F RS A -5k BT
B, INSVTHOBREFRAMETL T, #
REBRNOHFRLRNVIETT 3, &t FoBaA,
HPEITIZHLAA, B, COEEDEBEET»H 2
B, BEIEZBMTHEBELTVS, LAENHST,
BMOFEBET X, 3BEOHLATRTOHEE
VRNVICEHERZRITT I LI 5,

HA L, BRI ESESA-EBRICET S
HLA class [ FDORBEL V2L, 2D
R, DA LRI IEPATIRMDOARE B
h, #1184 HLA class IOFEBRPET LT3
Zk, 2L ZDREIERLMEBETOEA MY
BreFrfbchas 2 RIEL . FAsA MM
BRI IR DS A Ml B ¥k 2 HDAC FHE A c 0§
%L, B2MURLOEIE L &L ICHIBRTA~AD
HLA class IEHbEHEL Y. e 3y 1€
V2BRTF R FOERABREERL TV
20, HBAZRRE LIZGE, fhoBAMEL
BLCHELCEROEBMEr -7, ZoRRD—
DU kTl & ) e BRI OS5 L T
3EHBEXN, SHBRADA EFIVIRIAEZNRE
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Ltv 7 vgkcid, HDACHERIZOtH L -
7a b aNeRET SREBH 5,

MHC class 17543 ¢% {, MHC class II;8{5¥
PEERFCUTAORBR LI EY = 27 4 7 2H
WERITOZEBHEIN TS,

3. EERRHSF (BIRESF) ORRET

THIREBEELT 272D ICIETCRZ AT 5 51
FEE (1 7Fn) b, BEELRES
F (adhesion-costimulatory molecules) Iz
THE2Y TIAVBBETH L BT Y
5. BAMREE, 2O FOFBR 2R L,
THIEEIC X 2 QFEEDL 6 OB TWwW5, Maeda
5%, BHEERYE MR BV TREBD
+CD80, CD86 »FH Ml L-tE H, HDAC
FREAI D —2 T H 3 sodium butyrate il & o T
ZORBHEBEIND I LEHRELTW2 1D,
$%bb, HDACHEAZH 5 Z LItk o T,
2 AR O SR R HSTRIBRYICHI R T 2 Al BB &3
5.

4, NK#ipEE(LD FORRET

NK#ifix, MfEaRmICNKG2D L £ 7% —D
&I EENRESRE D> TR Y, BEiviilaoM
FafE Lic RSN 2 \EHEZ VAV FELTEE
bL, MESEEL2RET 2, Z0 X9 LiEEL
ZREORENZY A F L L TMICA/MICB
BHIoN T3, AILE, A, KEHBAME
RICEWTIREA EFHER L TadotMICA/
MICB 43, HDACFPHEAIFRI01228 iz &k - THHK
BIE L7217, F Rk, FFIRDHS A MR
> T HDAC BHEZE Hlvalproic acid i & % FH =]
EHrEESN T, &ad, HasAMiark
% valproic acidFE T TIEEL, ZHUc ko T
FE M 5815 72T, DNA micro-
array O CHRBIICRIFL 2. ZOKHE
MICA/MICB % & T $iE 3 o Mtk RIBRATHLR
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BEFHEHINE, RLE, 20X 5ICHDAC
BHEFIC L > THRBESEM 2V LEERT 35K
SFBEEZHDACHIE L LATWE 8, Zokd
I ABEERBBO L TROEROB VWS F
BPEENTVEDTRRVHLHEBL TV,
THIROENVIUREILS D T4 {, NKHliEDEY
PiE S HDACHIFIC& T35 Z L, NK#
fab BAGEERSE S TEELRH 2 H -
TWw3ZLRFBRLTEH, HDACHHERIZ NK
MpIc N § 2 ERE D B X 2 AREHE2H 5.

5. PR=VRITF I BIER FOHKRET
THIfEH NK#iRE S, HEORAMBEEZZRL 7~
#, Fas A > FRTRAILIC & - THERSA HR
DAL ER D F2IEELL, 7R - 2%
FET 5, BFHMC AR W THRMIZ
AEYRSND -7 Fas®TRAILL & 7% — 2
(DR5) 2%, HDACHERIC X > THET L Z &
PEEIN T2 FIBHSA MR I,
DNA X # VALIHEANIC X > TTRAILL & 7% —
1 (DR4) OFEBEIFEHEL, 728 b — AHFEHE
INTw3 2 MR R B T,
MR A& DT, MIBRA7REF—2 2
YITFINMEEFTFORRIC I 22 F 4 v 7 s
FlEHzRZITITwE5 L\, PR=0 AT F0
{&3&#E 7 0 5 7 — ¥ caspase 8 2$HDAC i Z %%
DNAX # V{LBBEA I X > THRBERBHE L,
TRAILFEH 7 R b—> R icBBEE R L
BRETNTwEP, ZoZbiy, Tv¥¥ri
T4 ARBEER REHYHEBOENZR
7x—=XiEnHTil, MRBEL7 75—
72— RXICHbRRERET AR RSB L T
5.

LIV
BAMIEE IS 2 2 F 4 v 7 R0B{Lick o<
EFCHIBICAEE L BETFHORBE 2 MH L,

BHPELERL C02Eh ) T, Gy
BB ICRBES N T RBEFEE LI
GRPOBEL TwB, Ll, WAHNLRE e
HBIERMMALT, DNAXF AALIHER S
A F VBT 2 FIVLEEER 2 Fv iR o R
DI RIEREE L L CHIfR X 3. HLA clags
INEOHEBE 2R BAZ, A - FinA .
KBHA - REDA - WER Y, EEALOBE
DBATEEEZ D > THERIEH O, Ty
2T 47 AEBERICL ST, BPAERTETLT
W5 HLA class ITUROERZEE I3 2 L
TENE, ZRETTHLEETFRERECE 2T
BB H 5, BAT 7 F oMlaEER & D)
WABRFEL ) EFCHAEGDEEZ I LB TER
¥, REERL TV 2 REREORRAS &l s
bl

SRR
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FINE BARTF FRETRE

AR, BRRE", BREXR",
HARER, —EEE, RBEE"°
1 BB

EFERRIFOMESKECERL, BEBRKOBES THANCEKREARSETONTER
0EEZEBL oo TORR, AIEANOBTHPEFTEIRRNALN-2HY, KK, EHEEL
SANTHEAESFELSELTVBRE MNET /7 F VOBRFOTTETVS, HAMNAF 77 —< b
Ao EL, DHPEORESESEFELEANL L, ROtk TS v o» i34l
KLLTEBBEILENETHS D, ST CNFAEEY 7 F VITH B ICRABSBEL, EDXD
HTEERIYVTIRED, FLEDLIBFHCOVT S SICEBRART RELEBHL 7,

2 LI

GEEPREERL, £ MBI T 2 RIFINE REASES % &P T &, 1980 R
To—R e MECEEDERIIEELEVOTREVWOL? b MNEBERFER S EIEEL
BOOTREVOH? b MERBOSEILLTWEDE S, KEh bENSETT30m? Sx,
BB L TREEN, MENLEEMNIBL T, KK 1980 FRROKERES
(AACR) THHABFELRTHE MERRCMTIREZIBD TORVEEREDL TV, L
L, 1992 FBic_NVF =7 ) 22O 7 - vEBELILDCTL 2 o — VDR T s b A5/ —
EENENSE O TRREEN, $1 2/ RFETREIN, CORARTRIE—ELI, £

Iy 2 A—% v HEMETEY, B OREYE, BMEELE, /L, h, Riet

* 1 Noriyuki Sato HLEEMKY EFE WEFSE HE %
* 2 Yoshihiko Hirohashi #IREMAY E¥E WREFEHBE
* 3 Tomohide Tsukahara HLIBERAY: EFF KREFEHBE
* 4 Yasuaki Tamura HILIRERIRFE EFE WEFFE—HE

* 5 Shingo Ichimiya #HIRERKRY EF¥H REFE—HE

* 6 Toshihiko Torigoe #HLIRERIAZE E¥H KEFHE—BE
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BEIE MBARTF FREIRE

BREMEET > LHRLTOVAMEBICORRICAT L OBDO b -1, BERES, £LOD

b MESREMEENSZ OB ETIERICHISISN, BE ) Y/ RUEBREEICHS I RN,
HLA ¥Rt IG5 E2BE LTV L, FRELOHRZETRHCTL 7 v — v L RUTE
DS URBHEL OBETHBIBILEA) IV EF v b IL-2 BAFAREE 73 - 7 80 AR
BT, ATVBEHLOTH B,

PR 1 cRT & 5% CTL OE#EOENTH 5 HLA 7 5 2 [ Rt +EERFERFEE OHE
BEACTbN, BOEHL» S Chs0WEAAWIEY 7 F VEEKRRR b 2R 4 1 IES
FRI>WTiITbh L7, BEMEDNY F v —FE L OHRFEFA &EFEIINES
h, GSK PRHEBEL L (R1) RELTBELELHERICEIHLTETVWSE, N—&TFV
BEFHRERNZORRE, SAIREBR(LE TAELE LY, THIREY 75 v 2012 FETH
Ao 0FICE 5, OB WI2FEFTICRMROAT7 7 —< BV L2HBVRIEHRDEY
75 v 2A1EL, TRIbdsTHA I, Hikv s F v EEY, CTLZFFA 7S BE77F v
OEBILETOHHLELREL, TXTCORENRLETEIFREESH D, REFESATL
TR Y 7 F AR BERROBIEROES ) 74 10 BLEXONBY,

EIRVWE, ERARYLISHOBNIEY 7 F VHRICRE TV, TZLEFSRENDS
DEIRRESAYITH 5, T I TRZOHKRERL, BLxOHARREZF LWL DL ORER
L, —HBEVET 7 F VAIEROBRLICRED &L 518 T EWMBEZDPZBT,

CTL! C‘D&%@ﬁ%ﬁT‘)?i {ER)

RRERTFF
(8-14A73/E) wmp

s g

HLAYSRI(EE Bk
- RRERAF -
HLA-A, HLA-B, ]

1 CD8PBBiE CTL (MBIt T #8M ; cytotoxic T lymphocyte) IC & 2 REHIIREE
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NA AEREOBRFEDM L v — X

®1 HIREXE 1 RETRESINI-E MED I/ F VRHE (2008 £ 8 A)
E B RFFR(72F V) HEA HLA [RRER ® &
A) BXEE
4 F 4.2 (YSWMDISCWI) c98 A3l J. Immunol.,(1998)
HHWiE PBFP (CTACRWKKACQR) PBF B55 ¥ & Cancer Res.,(2004)
(AYRPVSRNI) A 24 ¥ SE Cancer Sci,.(2007)
A2 ¥ £ JTM,(2008)
B) YNX—=XM 4L/ 0Y—
1) 7H b+ — o 2B
fEx 2B (AYACNTSTL) survivin 2B A24 H#Th Clin. C. Res.,(2002)
JTM,(2004), (2008)
C 58 (FFCFKELEGW) survivin A24 ¥ & Clin. C. Res,.(2004)
g L7 (KWFPSSCQFLL) livin A24 #i7H Clin. C. Res.,(2005)
2) RakinE
BIERE A (PYGYDQIMPK) SYT-SSX A24 J. Immunol.,(2002)
B (GYDQIMPKK) SYT-SSX A24 EiTd J. Immunol.,(2002)
JTM,(2005)
K91 (GYDQIMPKI) SYT-SSX A24 #EITh [ Immunol., (2004)
C) A A4 v F74=F427 R
fEx HIFPH 3-8 (RYAMTVWYF) HIFPH 3 A24 F % Clin. C. Res.,(2008)
Cep 55-10 (VYVKGLLAKI) Cep55(C100rf3) A2,A24 F &
AMACR 2 (NMVEGTAYL) AMACR A24 F E
STEAP-B (QYFYKIPIL) STEAP A24 F ¥
Lengsin (N. D)) Lengsin A24
D) SP 577/ uv— (E&EEIR)
g~ SOX-2-109 SOX-2 A2 ¥ &
CT antigen A, INTS1
3 EMEBHERE
Bl T CTL 3B 2 VEBHFER A 5/ —= 2L BHEEIh TV 5, BIFERO

A=V Ky ) ATHEPROGEER VAT LTHLIEREEL CTL 7o —-vERVbD, @
NN=24 370V —WFECLLEED, @A AA YT +—2F 4 7 XRDKKEICLEbD, 15
EBH B, INoDRARFEREZAVWTHIEATRES W EERRE, EESHEILI STV
W, *7/—=TI32~50ful, LRUEREE, AEDETH0~T70 oRFEADEC EBRIES
nTwaEBEbLNE, ChsicoVWTiRfthoiEi, H5 Vi3 HP 7 F L X http://www.cancer
immunity.org/peptidedatabase 7 & =SB E -\,

I TREADEE L LEBIFIC D WTlR<Z, R1IRT LI ic@E 14, 15 FEficb iy
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—E LT CTL »# 2 EERFEOREICRA RAEEVWTE L, THubL, OHKEEOK
MR, QUVN—2A44/09—-0KE™", @DNARA 707 LA ZRALIAA4 Y
T+ TF 47 AL BFEY, L TDSP (side population) FEEFIHL 2t b ERMERD
(cancer stem cell ; CSC) D4y#ic & 5 CSC EBEMFEOEE, BEIcLVAREEDI, £
HEROFNOFE, BIFETOE VEBRFE2REE LB, CITOWIEBEBNRERHET
CTL »#&f) & 3 % immunogenic epitope TH B L WVWH T ENKBTH S, FIAEY N—2 A1 4
78 Y—TRVWLS>bOEBHROBMIEELSNEDITH S, §10bb, EETRASLTL
i, EbHTHVSOT, »o, BETERIEEZAELLDTHS, LL, THHDTRTH
CTLIE+—FHBLEEMROT, CLAZIBOSBVWEHEENE V., N A VYT 42T47
2ic kBRI bEBETHD, EBEAIDNARA 70T LAIc&BR2 ) —=Vv 7 DR, K
300 DEERESFERR 7o 7 4 —VvORlE»PSESA T, LBL, THhH6DHIE520DH
(HIFPH 3, Cep 55, AMACR, STEAP, Lengsin) %5 CTL OfEMICE 5 & WS HEMHBFLY,
EITE D 295 DEESFIE CTL I non-immunogenic TH 0, FBEFHIC F v 5 v b EaJEEMH
WBEZONIDTHB, SP77 /v Y—icks CSCEEBHFICODVWTREDET S,

4 DU F UERKREER

2002 FE i Fk & »S HLA-A 24 12 ~7F ¥ & L TEEL 72 IAP (inhibitor of apoptosis
protein) HIR® survivin 2B <7 F F (surv 2 B) i3 2003 £ 12 A » 5 F—MHERREARICA - 72,
SAHBETEICABEENRE L THEKRRRZT > 1298, 32070 b a— v EEfEL 7,
Dsurv2B ®&, @surv2B + IFA (£ % =F), £LTODC o5ft, HEHALICKROEEN
$ArHAvEEZONS IFNa % ALz surv2B + IFA + IFNa D&HITH 5, T DHERE,
BT N XEWEREA ST, BUIREVERDE, BLUORBEEORRMFONI, ThbE,
surv2B <7 F FBMTOEMC X VBRI RS 2 W IRRILEEZEE, FHLAL5IL,
+IFA Li3AER VT E, iy, +IFNa® 70 b 3 =T &Y &OVHEE T L R ERRZ
B OGEnEEBonsl L, MHBHLI, COo@DF v ka—Ti}4/6 )i CEADERD
Etdr20IETHASON, £ CT LETPRHBVIESDAAEDH4/66], £LTT 35
< —, ELISPOT THLOBRIEAERLI:OMI/BHITH>DTHB, £DHHD 1HDORKE
2K 2R de I TRsurv2B X7 F F+ IFA + IFNa 0 5% D CEA DEOEEH Z/R L
TWVWEA, EEEFES &I CEAMBETL, EF/LTWVWS, 7+ 7<—, ELISPOT & pre
& post vaccination THBA S »ic CTL O D% A f2o & 5T 3rd vaccination D7 b 5% —
B CTL 2V =54 v 7 L bDAR 3 THEH, FEALTNTO well ® T HifEAH surv 2
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N4 A EREOBAREM L ¥ - X

X FE T IES A HLA-Class 138514 Survivind& g1
HLA Class I (+ :

R

pre (| 3rd vaccinatior] |

Data.064 R

(2B) |-

3 103 104
B

ol

=

18 10 Fﬁ-“w 1¢

122001

\ vaccinations

o
“109 10" 102 10° 10
FLLH

Surv.2B tet

Adjuvant IE#'":

SFU/LV 4course
TS-1 80mg/body

B2 fEF (3)-6 (BB ; stage IV) RELELEBY—H—#E
vaccination : Survivin-2 B peptide + IFA + IFN-a

108

080616.025 080616.026 080616.027 080616.035 080616.036 080616.037 080616.038

96.7% ,99.0%

1041 104 10 104 0
FL1-H FL1-H FL1-H FL1-H

HIV
|3ﬂ 080616.028 080616.029 080616.040 080616.041
1 982 99.7

102 10" 102 10% 10% 100 107 102 103 104 100
FL1-H FL1-H

080616.030 080616.042 080616.043

99.1% T 996 || 997

10710
FL1-H FL1-H

3 XKBESRE (3)-6 CTL @ single cell sorting & tetramer analysis



FIE BARTF FRELRE

BFts<=—iBiEThy, »OZFhoDBL Msurv2B R7F FERMICEEI N, EE
MEEST 2 LRSI, TOLIICHEPHLIECTLOE=S ) v I MUDIER T b EE
xh, K4 3ETREOER TH 55 vaccination %, 313 3 ERLIES CA19-9 BIEFEE
*EH, 5 b5<—, ELISPOT & bicBHS hicktiEh, Tho CTLOY —F4 Y7 ThH
surv 2B *7F FEERMENHEEE b RSN, CNS0FEEF surv2B + IFA + IFNa ®
7o ba-ABEEETCIOXRTF NERNCTL AFHEL, FHL, zhs»rEERFTR
BEMBEARELCVWIILEATRETEbDEVIZ, F1IKRLAEBRADBEEL f2fho CTL
IV —7bERREEN NS, TOODEIELTEZ LMDV TIEIHE L EREARZ
DESFFV, BEOBMRBUEETHHE Y 77 » 7 LTV & DTS, RS EHEE
BEROEEGEWEZOENBAYITH Y, BVWIKEBOHEICE D » @ VWEPBLELWZ A
Th b,

62y female Stage IVB (T4, NZ)

CA19-9
(U/ml)
400

300 |

‘ ‘ Survivin2B peptide + IFA + IFN-a.

SERERER

0 . R R . . i i . .
2005 2006

Preop 12/12 1/16 1/30  2/13 2/27 3/13 3/27 4/10 4/24 5/5 5722

200 I

100 |

B14 fERI6 (B RELE LEEY—H—#R
vaccination : Survivin-2 B peptide + IFA + IFN-a
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A A EEOBREN & v — X

5 E MERHME (CSC) EBMEREORELBERELENDICH

ok dice VEBICRET IEERE 51 CTLENET 52 HLARRCTL = E b —
ZHEHREESh, BRABROMADTITOOTVWEDLIYTH S, i, REFNCLOENK
EEHFEREOMESBOTAYITH 2, THbb, BHAATIE Y 7 2T 2206 2EHM
fak, ThicREEJT EEMR (cancer stem cell tumor antigens ; CSC Ag) DPFEIETH 3,
Bz 13 CSC Ag DRIE%R, B 20FFHOSHEEFL TV, RS IKRT LT v MEE
IRERHEZEMINE WFB, & % i3 BALB/C <= v X 5 RARMESF MG BALB/3 T 3 icfk 4 12 iE MY E
BEEFEMSvR27 =2 ML, #4175 tumorigenic clones 2187, #lA L ras BEERFTHS
h7- W3l, Brash W &3 10° T2 W TEBERERSRS v b, B%RvYRicHE, 4WTH
lem P EORERTHD CHEEEROSEVW/ 0— v Tho12, CSCOVEDDEEREEHE L
T cancer initiating ability B8EZZ SN TV 54, B IOFE#HEFE>bOTHD, A3 WF
B, BALB/3T3 B %<, #»> W31, Brash C@REROMSKREEBIREH 7 v — v
AR IC K DT Lo ZORER, W20 0hE%28B2 kL, V&2 HSP (heat
shock protein) T0BEDAFFTH 'Y, H5ViFCD44 TH - 1", 2000 FRic A, LIk
BRRABE MEBOCSC - —LR0/ETEMNOIY, RADHAEBEBLE -7, L

1990 - 2000

‘-II..IIIIIIIIIIIIII..

.
™ /_

mAb#067 = HSP70-like molecule
M (S100A4) ¥d T cell killing ?

- mAb#109 = CD44 (NK killing)

.IIIIIIIIIIIIIIIIIIII‘

Qasannmnamw®

L mAbs#061, #081: unknown
WFB W31
BALB3T3 Brash

(murine fibroblast) (highly tumorigenic self-renewal clone)

5 Murine fibroblasts (WFB/BALB 3 T 3) ®EB{LIC#: S EERERRE R
—W 31 and Brash cells as cancer initiating cell counterparts—
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