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28 e BN S OVEREAL % TR & 3 BT RTRIROBAZE - oereeeeseeees 1
BREfRE BE K

II. SRR E

1. HLA-A*24:02 mﬁmcgﬂ%ﬁs‘ AR EEEST S CTL O &
%@%?ﬁﬁﬁ@rﬁ]ﬁ:’ ............................................................... ]_1
BEE B EmRBAY X IR - BEEAEEE)

2. <A F—AUBEAVURASRA CTL OMRHT L BRI oereeooeereoos 15
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I. REBFRBREF



EA TR A A (B8 3 YO DS Ak B BRI I 7T T 56)
TR ST 5

D3 A Re ELHOAI A 0% DI MEAL 2 B & D BT I IR OB R

BrEERE  HBE B
BRRN AT Z—TIEET EEEE =R

WREE s ARFIE T, Flx ORI\ THY AL O HEFE  # )
BB TV D EE X LD MG EFEMETY o /RBR(CTL) D BEREMRAT, 2h
RHRIEELFEB LOBBEORNE=2 U > 7 ORFEICIRY A T
B, AEEOHIIERE L LT, (a) HLA-A*24:02 SR ICIRER DS A KNG
EET HCTLOKN & Z ORISR OFE. (b) v S —ikESHR
BRI CTLOMENT & BERIGH . 3 LU c) Wilms® tumor gene 1 (WT)1FEH,
U U REFEREI IR O LR RIS & L Cof AEDOKRIEIZ DWW TLELTF
DEIITHET D,

(a)kk % TR FEEE D B ANTKT U CHRIEFIE 2 DRI FEM T 5 72021,
2 OBRAFRICTEBEL TS, CTLOENFRFEORIENLETH D,
RNA T #¥E(siRNA) & siRNAIZIERFIME OHLA-A24 2 8T 5 LV o F U A )b
Z & W THLAZ S L2 IR0 AMIREERTOV21GZ HLRfE Ml & L
T. HLA-A24BHE DR A KR I T — 7 CDS THlE 2 HilJ L. HLA-A24
WRMEIZTOV2IGHII 2 54 ACTLY e — D2 B Lic, 7 v—r
D2iZ. TOV21GD #7253, RMGI, RMGIL, KOC772 & DIREA Affifa
A HLA-A243sRMEIC 5 L7223, HLA-A24F5{% O i S a4k CEB &
ANVABRBY SFER(LCL) 2 EE L > 7=, TOV21GHllld O mRNA
MHERILIZDNATA 7TV —% ViR 7 a—= 7IEIZT, 7
o — D2 B URE s Fclaudin-1L . CTLO=Y h—7 D7 I/
E&lt 5. RYEFGQALF% [BE L7z, claudin-11%, EFKE X L EMEK
(NHBE)IZ b RB L TRV, 7 a—D2INHBEAX & FHE L, 4HEF
E LT b= 2 TR L, WA BRES B CREEmE
ERFEICB WV THER SN TV 5 AR RIE L7,

(b) BINA VA7 &M IES 253 2 A FE S A A 3RS S h
TEIERIETH D, BEEERIIEKREL LTRERMETHDL, €I T
BHEBEREEZTHI 50T, BraBRE LA T—HR=E =7
RIF RN Y 7 F o ERORRARE G L TN D, FR2BEE
KD BEPE TRFNT OV T DORRET 21T RBRBAG 2> b EHTHIC R
L. 9 B6BIOFMATEERER Tix, B Lo~ A T —HUR~DCTLES




PHBESNTZDZIFIOHR Th o7z, 4%, BEEEZ 70 haL By
B L THRFAEZRA LD, FRICE T REEER L OF OBEREM OB 3
bULEELEZOND, ETEBME T —0 0 THRAE DR WIER B
7R EogE . RE R —oTHilIBIZ~ A PR RATCRAE AT 5
VEPH DD, HLAREE 1N 5 D LIEEMORRIZ /25, & Z TTCREA
MR OHLAFEB 2 F TE RV ERFT LTV DE, kKT A F—HiR
& bbby, BIMFEBEERRE & SN AFLT-312% 5 B A+ 52T
HIICEBEFEAT LU AT AERBEL>Ob 5,

() & FRAMMAERDBY /REKIZEBY A VA RBENBLSE S 2
ETHISITEDLCLIRRER M E L CHiET 2 2 B8mbhTwn
D, BIREOIIIZE Y MBXEBY A NV AELAREKEZSHET L2 L
T, RS BAMRIZE B L TS RAHBRTH 5 WTIHR 2T 5
LCL%Z ., dulHDEEIIHNY CTX 5 Z L& Lz, REEIL, EBY AL
AREGLE B — X 0 5 S 72 R L R (PBMC) 2 W 72 E5R % 55
Zipolz, WTHERIE AL EB ¥ A /b AR5 R 458 B TEE O WT1 5%
BLCLEZBY. TE /o2 &b, ZOFEONHAENEFENTZ, EBYA
WAREG: B —HROWTIFRBLCLZ FUER M L LCH— FF—
HSR ORI ML AR 2 R 5 EBR 21T o7z L 2 A, FHEBVEBY A
VA FURR BRECTLO IR IIR/NRIZIMZ bz, K-> TARFIEZ., &
\ZEBY A /L ARBEGEFIZBIT HDWTIHROCTLH EIZBWTAHRITH S
FIREMED R S LTz,

SRRTSEE PR iR 4 et
TREEEMN BRERER LR

e

mW A THRIE TR (aAPC) ¥ AT A
DIEEZ RS TND, FERR2IEE L, HLA

FHE B BEMRSAWI-IRER 2E

A. WFFEEH)

(@) mBAREFEDY 5k % HE DM AM
JakE TR T 5 2 & TH LD Mg E N
TV > /RER(CTL)IE. CTLEMHIR DR E I
MHETHD, T, MIakE /B LIz
S WH AT DN A TIECTLEMHUR DR E
BEBILTND, fOBE NSRS Sz

AABREAR & USRI & LTS5 &

—EH L TWARWHLAIZ ST 2307 &2 K
NCTLOFE #LET 5,
Fexid, T oK EBRECE DILBED

ZRENCHEL L TOROKSE2MMIE (B HE
BEME B M AEIE) ICHLA-A*24:02. CD86
B L U4-1BBLZE A LaAPCEERL L 7=,
Z D aAPC % ff Fl L THLA-A24 ) 31 4 |2
K562 5 & O A IR RE 2 303% 9 5
CTLZBISZ L, HURE Z D= v h— 7 fEl
ZFEE LTz, & BICFER24EEIT, siRNA
WL DA OHLADRH A MmEI L, #
D SiIRNAFS (L D =2 N % L 7= HLA-
A*24:02 cDNAZ L > F T A LAY X —
AHAWTEAT L HEZHE L, AHED
B HAEZ DR AMBAERTOV21G THRRET L
77



AAERE T, Z OHLAZETOV21GHE %
W THE L 7ZHLA-A244f 3 PECTL Y v —
UD2ORBHET HPURERTF L. £EOTE b
—TELDT X BEESN IR E LT D THR
EHT D,

(b) [FIFEIE MM REAE T, 35 ML %5 N5 (X
LCHESLENTZIBFECTH D08, IEL D
A U AT BEFCBEITOND LDk
R, BRAAMVAZEEBOTETH

b, ZhERRTHEROREIRD LN
T35, [FEFEITIEE A CINBRIZEH L
FHEEAILT— RS D EETUR & ik
LT, FECHETH Y | 5RWFURMED
BENTHWD, Fxrid, 2o RFEGURED
5%, MKRMIECDRFEET D 5EHR
LogEEMNEETLTF R (w4 T —Ht
) 2SHLA BIZREH SNhD L. GVHDLY
LPLAMFEZE (GVLEHR) % BIRAITHE
ETEXHEBEZ, INOXTFRETIF
v ELTBMEEEREAS L IXHERENAY
A7 BNZIEE - THHU 7 F o & LTHR ST
AHEERABRAZITo T 5, L LBHEND
EHIFSERT D L. v A F—HRICR
+ 5 CTLHIBRA A LT LES 2, U
7 F DRI BT, BFMIEERNRT 7
2 —F bIT L TR Z MmO, Z DR
BRgE D 7 F o 8 LTORBEEL VD
DOTHLREMPPBAILLD I AN—TEDH L
Ex, v AT —HRORR LT, FUEDR
ATEAEMFEMIREITUR bR LB X
TWb, #EE LT, Fx DU HE D
R BARERIEORER) & L C#4s L72FLT-
3 FxHETAHIR L L T, Chimeric
Antigen Receptor (CAR)¥E ATHNE % 7554
LHREMERMLDODOH D,

& DI MBI SR FERAR D 35 D
1Z2EDBIZELSTNDA, KEZRRBEER
IEHEERE O 72 O ORI 2345 B v/ 2

L THhDH, &I THLARZRIZIE—B L
VBB 33 DB O R THIAE A4 CARSSTCR

HAME LT AMLERHD, O, i
AHLAIZ BT D% MIBIC X - TR S 1.
TR & 720 5 D, W TIE T AR
Vo ERWIZHLABIEF D /) v 7 70 bR
RO HILTND A, Fox [ IsiRNAT 72—
FTHLAD / v 7 XU URAREDNE D DR
MEITHOZEE LT

() EBUA VAL RBY 7 EKICm VOV

P2 R T AL RATA NV AD—FET,
HRRAN DO REZHNTEREFRESE L T 5,

EB Y A VAREGB Y v BRITGERME 2R
L. BERGE OFRMMPIZIZEB Y A VR

PR ZE &+ HCTLAFET 5, RBRE
PIZEBWTEBY A LV A%BY o SERIZ Y
EETHLNDOITEMIakTH D Y o]
FFERAEH AR (lymphoblastoid cell line, LA T
LCL)i%. EBW A /L AHUR OFUFR RN

ELTHEEL ., ZNEHWTEBY A LA

FUR & HER) &+ B CTLA AT BV T
BLFE - g c& 2 e pmEsn T
%o L7T2M o T. LCLIZMAPUR & T F
]I IE, LCLOFFSHFIRTIEICL Y .

EAMZ BV TR ATUR Z1RE89 & § 2 Mt
A E, L L IMIBTX 50 TR
WhEEZDBND,

SHEMFIEE St BATURERT 2R A
A ATERAMR 2 EB Y A VA % W CLCLO Kt
SLEAT O &L 1FIE100%0 ABUR & S
AHfEntEond Z L EBEICHE L
(Kanda et al. J. Virol. 78:7004-7015, 2004),
FEMEEEOTIZIC LY . FEOFER H
WT, BABUEWT1(Wilms’ tumor 1, 7 o
Jb I A NEIS R B A ) & F8 8§ S LCL % #t
SECEBHZE, T IOMENAWTIFUR %
PE#HE R L CWAH Z &% L7 (Kanda et
al, PLoS One, 2011, 3 X U'Kandaetal, #



FaH) o L2xL7ed bWTIHHLCLIZIZEB
VANAFUR bR EN TS89, EB

T A v ARG AR ML B ER & D 4ERE R
2 & DM EESETHIA(CTLEE 21772 5
&L EBUA NV AGURFFRACTLOMEALIZ 1
&35, €I TAREEIL, EBBUA AR

B K —H koM Z A= EER &2 1772

277,

B. Wg ik

(a) HLA-A*24: 02 SR IE [CORE M A MR Z 15
ETHCTLOBIN & ZDRBRIEDRE

1) AILHUFIRTHINE (aAPC) D{ERL .

HLA class-IB{nF D7 Y L OHF T,

HLA-AJE, BEEI X ONCHEIZ 338 72 B 51T
PLICFEAT 5 SHEDSIRNAZER L7-, =
DN, 2FIEBEICHE S TV B ESI &
M U 7z (Transplant Proc 2007, Molecular
therapy 2005), 17X, Fx CTHEIZFEE
L7-EHE RV GR¥EHR) .

LFE 3 FEDSIRNAFE A TBALD 2 Ko &5
U 7-HLA-A*24:02 cDNA%., L > F 7 A
WA B —% AV THLA-A24F 1 D IR
0 A B RERTOV2IGIZE A L7, CTLD
HEEZBT DI DIZCD86HFH L F T
ANVANY Z—=THALL, MAEEO
HLAF JOCD864y F DR HLITH AR T
NAPUETYREE, 7 —F A hA—F—
THEMT LT,

2) BREB A EET HCTLOFEHE

a N2 %7254 U7 HLA-A*24:02 cDNA &
CD6I 2 L FUANANY Z—Ti&
A L7ZTOV2IGHIRRIZ ., NAEHLAD R &
Pil4 % 3 fEsiRNAZ —i@iEiz h v 27
=7 a3 L CaAPCH#{EH L 7=, HLA-
A28V RN D F A — 7 CD8 Tl & aAPC
T2EBIE L CTMBEZ B L,
TOV2IGHIAE, = R Z5# L TV 2V HLA-

A*24:02 cDNA% E A L7-TOV21GHliE~n
BUSHEZ IFNy S v » FIEICTRIE Lz,

CTLZ v — 3R IRES R A1 TR
Lz, 7 m— v OEEER LU REOH
FE L. TOV2IGHI I 3 & ONHLA-A243& A
TOV21GHERZIZIN Z th oD JREEAS A REAK
. HLA-A2485 1% DR HEZE ML, EBY A L
AREGe ) B (LCL)E L O EFRE
K ER B RS E 7z M IRBENHBE 72 £ O
EFMEEZENE Lz v AHRRICT
MEt L7z,
3) CTLAR# T 59z = — R4 586+
DIRE :

TOV21GHI A D mRNA D> & cDNAT A 7
Z U —%fER L7z, HLA-A24% B4 5
HEK293THIREAIZCDNATZ A 75 U —D 7 Z
ARy FE2—#EIZEA L, CTL & 24FFfH
BELLZ, CTLhLoWwEnzEEdRo
IFNyZ ELISATEIZ K W IE L7z, FfEEs
FLEARXTF FERANT=E b—7"%d
E L7,
(b) YA F—HBEESHREFENCTLOME
¥ LERERISH
1) A F—HFEY 7 F o DR

HLA-A*24:02 ., HLA-A*02:01 ., HLA-
A*02:06, HLA-B*44:03¥) 5Pt > 5 F3H D
T h—=7FF K (ACC-1Y, ACC-1C,
HA-1H., ACC-2, ACC-6) WU ZF Lt L
THERINLTND, e &b TN HHLA
TIUNnERNF— BEHTEREL, w1
— LR AN T 5 GVL I O il & A %
XTI B CHEEEELWETL 0% ) 7
N—h LT, ALFEEDE, 5RIVYF
CEET LI EAME L, 3EULEY
7 F 2 SRR C & T REB & B FTRE & L 7=,
2) FLT-35 % D Chimeric Antigen Receptor

(CAR) ZHARAAEL b A LAY

& —DVERL -



Antagonistic FLT-3 5, clone A21Z%F W
WF5E 13 D LA « JRYE 5 Aipharge display
VAT AERAWTHESETALE LTRSS L

(Cancer Sci. 103:350-9, 2012.) , Z DHUK
IXFLT-3Y > K (FL) OfFE FIZBWT
H FLT-3 & MAPK @ U > g {b % #nifi L
daunorubicin(Z X % apoptosisZ #E5E 3 5, £
72 ADCCIEME 137225, CDCIE M % 58
FLT3G MR mfilasEE L7, £2 T
Z DEEE S ODNAE VY, CARD =2
ARNZ7 7 MEBRICH W, N7 4 —
LZRSpBMNZ % AR B HAIZ VT2,

3) HLAZ S RISFD ) v 7 BT _7 2
— DG

HLAS ¥/ w7 #'9 1ZiXshRNA %
W, RIERZ %
CARZHE#TEAHZ &% HIE L7, shRNA
OEINIL. BEROMNL A B EIZSIRNAT &
L., /w7 BT UREOENSDE A
AbE¥sz L Lz,

(c) WTI1ER Y UNFEREHEEORRR
THREE L TOHRAMOREE
1) WT1HUR BB LCLO L

A T7F—bRarivy baEEZETR
B L72EB Y A /L AREGET N K —14
(HLA B! A24/11) 1 3k o 5K 4 o B &% BR
(PBMC)IZWT1B B FHLIAGZEB Y A )V A %
B S E 52 LT, WTIRBLCLOM L%
1Tl o7z, = hr—/L& L TGFP(green
fluorescent protein)i‘gjffi?l"%ﬁié HEBT A /LA
ARGy S/ 5 Z & T, GFPEHLCL
%WJLKO
2) WT1FHLCLAZ VW 7= CTLEEE DR A -

ST L7 WTI R BILCLIES & 'GFP3 8l
LCL% FtS M BREHIC K 0 RiE(b L7, &
N%F— NHROPBMC & HiE3% 45 2 &
T, CTLHEZ RS T,

—I|ZTCRa + BEH{DCDNAR,

(fm B ~ D BLFE)

AWFSEEHEIZE RS A - BT IRATIT
FECBET S fmE RS (BAESEE) z@sy
LCER S, BRRNMAEZ—DE b
70 b - BRI A mEEEEZE SRR
FLOHEH#L 2 DNAMTEHFEAZ B R OARR & X
Jctk, EhL,

C. WFoemsE SR
(a) HLA-A*24:02H)F I IR R A MR Z 5
EFHCTLOBIL & T DORBHFEDRE
1) ATHEIRRANE (aAPC) DOEH

TOV2IGHIIEIZHLA Y T A 1453 F IR B
72 3TEDSIRNAZE AT D & 3/ b5HE

= %E@@HLA? T A5y F DFEHIL
IFEEICIEE LTz, siRNAFEAREL D= N

'ﬂﬁ& L 7=HLA-A*24:02 cDNAZ®E A L

72TOV21GHifiEiZ, 3 FEMDsiRNA % #E A
5 & HLA-A2453 FOHRBIIKETT5Z &
e, LA LT,
2) BB A EEET HCTLOFRE ¢

a R & AL 72 HLA-A*24:02 K& Y
CD86 % A L 7=TOV21GHila % F vy Tl
W U 7 CDS'T M fial # . B 4 %Y HLA-
A*24:02 % A L 7= TOV2IGH IR Iz %t L T
IFN-yZ FEA L7223, st D TOV2IGHENE
HLA-A24 5 O #R#E 2D 36 L O'LCLIC *¢
L CIXIFNyZ EA LR o T2, ZOCDS'T
FRERE & R A REEE L, B OCTLY 1
—EBN L, ZTOWNZ r—2D2IiE,
HLA-A*24023 ATOV21GHIE O #7253,
HLA-A24 5P o JF 5L B M 23 A Al T AR
RMGI & 115 & T"HLA-A243 AKOC7CHH i
i< BE L7, HLA-A24B51ME O e
MiaR L OLCLIXEE Lirh o7, NHBE
I, W ARR L n—rDAEEEZIT T,
3) CTLZ v — D2 iRk 2HuR A =2 — K
T HBEMBETDOREE :



7 v — 2 D2claudin-175 2 — N9 B85
TEWZRHL TV, SBLO NS
FLfE L7ZcDNARHBL T T A I v K LA
TFREAWEREHZELY, CTL=E h—
T DT I EEECS| # RYEFGQALF & E L
Iz BT F FIZEaMOREETo 1
—UD2ITRRE S T,

b)) YA F—HBEERREEEMNCTLOE
WEERRIGHA -
1) ~AF—HRU 7 F o DERRER

A FT—HRATF KE RV B
FEMAREZE T DU 7 F U RIERER
FEATDOWTIE, k234128 K ORE & T81
FEB DY 7 — Nz, NI4BIR~ A F
—PURI A~y F#IEThoTz, REEIT
BAE Y B OB RG] 1 Bl L
TFRUIF @Bk L-, AEE
RUERD o bOO, BEREEH T
Progressive disease & 72 V) | FERD 7 & 42
< Sz, BEEMEITRT- S T
bOO, EFORRLERS THINDIE
BDOY 7 — MO CRREZE L,
2) FLT-35USPEDCARE FISA AT L b 1
VA NANRY Z—DIER

A2GLIRITIREH & I D v — TREE &
. N?Eﬁ% Wi ERHO U — & —ElF|

73, CEREGZIX1gG1 D constantfE Ik 23 n &

hfwtoam@%sﬁﬁi\%%ﬁﬁf
cytokine syndrome% #5& LIET ] & W& &
NTWizlzd, BIEDERTH 55 2 iR
DCARZBSLT HZ L L Lz, bbb,
AMAE Sk constant FEIEK 1T 1gG4 % B & 1 AR
(XCD287r F B &, M N A A i
CD3¢BeA 2 FH ., Mm%’ THEA L,

LVhaeRyZ—
Nl 4 ) Lac-Z@fK%%l‘if\ EJAT;2cacn
% gag-pol D —3 % packaging signal?» & f2=
L. splice acceptor (SA) & LT, BE#H o

ZIZLZRSpBMNZ % F\ >,

elongation factor-1 (EF1)®intron 1-exon 2#f
Lz Mz, SADEHIEwild typed &,
U A NVAMAE 3B X S splicing ZhEE
% ETESINCER LTz, 7 a—=V 7 ERAL
& L CTHind T, Not IE%| % A L7z,
CAREHIERIIPCRT 7 A ~— 2 nFh
Hind III. Not IZE AL, #HIREEEH{LE
WAEE LoV by 2 —(ZHAIAATE,

L ka7 &% —[3Phoenix-GP/\ v 7 —
VHIIRIZGalvD = R — A A LT
Phoenix-Glav /X v 7 — ¥ » 7 il f@ I
transfection L, 727 = —H%—HifgL L7,
CARDFEBLL, FLT-3IZ® & 7 & Fi) 7=
LOEFEE L THW, BE, UALAR
+REASNEDREIRTH D,
3) HLAZ J RIS FD ) v 7 B~y &
—DEE

SIRNAL L TR U —=2F LIzRER,
Jidexon 1-exon 2EBAL & L CGCTCCCACT-
CCATGAGGTAT. #:iexon 2¥Ar & LT
GCTACTACAACCAGAGCGA. :ifexon 4
H#AZ & LT GGAGATCACACTGACCUGG-
CAEIINT, ZThE=ZFEKFLIH T
INA F & DOEFEWIFE T, shRNAZ FEHL X &
DREEZITV, L haxy Z—o EOERiL
AT D RS/ v 7 XU HERPBR N
PR ZEAT o TN D, A7 V== 712
W —BERBER TIE VA NVAF A X —HR
K<, MIEAIZT 2 E—LaEA SR
AR+ TH o7, % Z Tecotropic 7217
a—Y—%fE L. ¥ U APGI3/%y & —
DU T EGRICTEAL, Ear—
THOUANAEEMBE  n—= T L
T3,
(c) WTIRI U U/ FHREMBEOREIR
s LTOERAMEOREE -
D) WTIHLRFE B LCLO R ST :

WTLE R FHIAZEB U A /L ARG |



4 BB TEROLCLAE b, HFiWTI
Pk & A o s e B e A lEIC LY WTLER
FEORBEEMHRLILEZA, LCLT &I
WTIFERRICENRLONTZHDD, K60~
80% DHIfE T, HIFIEZNIZWTIE BB D%
WuEfR Lz, £/-2 bo—/LDOGFP3
BLCL b #HEE b,
2) WT1HBILCLZ AW 2 CTLEHE DA
WT13HLCL72 > LGFP3EEILCL L, [
— ANHEDOPBMCA 3ERE#E L TH, EBY A
NVAFUR R RMCTLIIR R R LT ThH -
Tzo —H. DTDREBOWTUFERNT 7
< — B PERIRN O H R & 5 72,

D. &%

(a) HLA-A*24: 024 SR (BB AR % 5
EYHCTLOHIL L ZTORFINEDRE :
AEEE L7ZCTLY v — D203k 5
P& G T claudin-113, %4 bT v o v
aVEWBRT2EATHD, ZORDIER
AIIZ B I LTV D, KBS AMIE T,
WRNZFEED R S, WIS L
EMREOBA L OBENHE SN TVND
(Dhawan P, et al., JCI, 115(7):1765, 2005), 4
B, HLA-A24%RETHRADF A —7
CDS' THIMEIZ ., claudin-1% FBi# 7 5CTLD
AIEERIRAAE TN THD Z ENH LM E 72
of, TOZEMNL, AEFEELEZE b
— 5 A THIRSZ A Mids A BE R
B EAEEmEERF BV TERESNLT
WD ETREME DS RIE ST,
b) T4 F—HBESHEREANCTLOMRE
L ERERIGA -

<A F—HRD 7 F U EERERIZ DN T
1. RESRAE B R O 72 3D OERE 138041 %
Bz =05, GVLITH O~ A F—HER#EE
DB LW FERS D72, WD R
OB AREMENE < 2y, L LBUER S

NTWD16% DBASHIIL, BEFRMEIZIE Y,
o T, BRARBROEZHIITEDIIHE %
VI N— R T8 NEMETDULENRD D,
FLT-3 % HER) & 95 CARE ATHIIE Ik
WZDWTIE, ScFviLiR b3 2 ACAR %
WBETHOICFMAE LD, BioFE
ATHIUE OBSBEREATIIREE ORBETH 5,
IgGl 7 # — A CREAE I A28 K1
antagonist& L CHolEMEEZR L, FrRMED
BIFCTHolzlz,. CAR-THIN & L7=B4&
BRI MBEERENGONLD LB
bbb, 5. invitro, in vivoD 7T vt A R
THE LV,
BEoHEDDETBAINTMBOERE
B <7z dizid, FEAHLADFB AT S
EAEMERD D, KETRALNTWND |k
F AR v ERWDFIEITHLA-A, B, C
EFNENOBEF. A6 L/ v/ T
U N HMENRDH D, HLA-AB,CETIZH
EY HELYIZFERY & T HSshRNAY AT AT
E1EIOBETFEATHNAZEL O HA6E
HNHDH, EHIZZ DR Z—|Zcodon AT
iz 1T o TshRNAMME & L7ZHLA-GZ2 £ %
BATHIE, SHIEEEIZSLSRDD
T, A%, DRERZBLBEFT L TUTF
ETHD,
(c) WTIRRY D /\FH&MakORIRE
T E L TOHE RO

—MIZEB Y A )L ABEREYLE PBMCH T X
EB 7Y A L APUFHF R A £ U —THRATF
75720, EBBUANVAFURE BT D
LCL&Z Wil 247725 &, EBUA /LA
FrREYCTLAMENE - FEshTLE S, L
7> LEB Y A )b A KLY OPBMCIZ I,
EB 7V A )V APURRFEAYCTLAMFELE L7272
B, WTIEBILCLZ W THI L TH, EB
A L A PR R R A CTL O BEE 23 Fx /MR I
mzohiceEZOLND,



(a) siRNA & siRNAIZ#RHL1% D HLA-A24:02
ZEA LA E VT, HLA-A24 ¥ s
WO BN A G ET HCTLY v — v &L
L7z, TOV21G#Ia D mRNA %> 5 cDNA 7
ATZ V=% L, CTLY v — D223
9 B PR E Fclaudin-1 £ — & b — 7D
7 X/ BERCS). RYEFGQALF%#RIE L7z,
IO OERIE. IR AT 5 HEIG
EhBETOIREELRDEZEZOND, &
= A B 7ZsiRNAIZ & A HLASWZ 1T,
D 23 AHINEERIC BISHTRIRETH 5, BUE,
IEER R S CTHEEE L 7o i 23 A Mk Calu-6
DOHLA% [FIERICEE L. HLA-A24) ML
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