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New progress in cell therapy for pancreatic cancer
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( Iymphocyte activated killer cells, LAKs ) B8 Mk L0 HI( tumor infiltrating lymphocytes, TILs ) E) T4 3 57 5 2 1) 40 g
T 753 0 R A HE AN cytokine induced killer cells, CIKs ) A SR ANMI( dendritic cells, DCs )L R AL G40 EE M T W40
Jifi( eytotoxic lymphocytes, CTLs ). [RIHs, A= PRl 2E AR 00 K R A A9 A5 LR 20 B , I ELAE B X B8 G0 10 B, Bl = 22 AN 2y
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[ IR ] BRARE  AUMLIAYT s St s
[ FEISZES ] R735.9; R730.54 [ STkARERD ]

Jik i s PR G i A S IR R A IE S B A e, ELAS
HA Rk, M 28U E S 24 T 9,
1 e i g 1) T AR VTR 34 10% , BT AR5 19 1L
EAEAERAR N 10% 51 209% ' R 20
W PE A D 000 mg/m® B A 6 LA AT S
mg/kg FEAT BTG B ALY, b 47 AR AE A HOA
13 N H 20 ARk, v i AR A ( high inten-
sity focused ultrasound , HIFU ) i FH F Ji# Jig 928 1) 1Ifa
PRIATT , Sung %0 BT B L 46 B Ak B 4
HIFU 697, B A A IAE 6 .12 A1 18 4> F 19 43 il
N 52.2% .30. 4% F 21.79% , {3 A A7 W N
7.0 NHAEFBIFEARREGE . 4 E AR
F R IR T O 1 2 D 1 MR AR g A T R A T
I 96 B 92 2 AU 1) e BT E e L SRR T FRATTX e R
298 L, 20 {30 e i A0 i 92 WA, A R AT A 254 o
B 92 THO S5 R 5 Bk T 0k 2L g R s s T AT
TC M Jg H v 0 B 1] 35 7 Mk R 2 ke RN A 5 i A2 AL
AN . 3 S8 A IR T Y SR B B T
RS R PN 7 N TR A 37 N Ao i S
W5 e TR 5 4 1) MR R i A G B i
PUIN AT R G 22 40 M 06 RO 48 . 40 IR 9 AR
g — T 2% B BAT 2 AR R IR I AR
J& T g AR R T T, DR ST T R R AT Y
51l PRIG YT F) Y B I 2R, O T I IR A R
AR . H AT AR g 04 4 LIS T A AL Tk R By
B, A SR I R e 1) 240 B YA O T IR DR % Ak v By A
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1 LAKs

IR L DR 3800 19 R 405 48 2 ( lymphkine-activated
kill cells, LAKs ), BRI 4 J&] il 96k I 20 6 78 142 &b 28 bk £
A E20 L2 )% 3 ~5 d iy BAT 3%
PUIRAE FH 280 40

20 ORI R R  CAPAN-2 A BRI LAK 4005
JER B i e S R B T B LR BT YPC3 ) & 5 Ho Al
Ji 3% A A A5 2 3%, 50 pg/ml YPC3McAb #7215
LAK HI A 5R 25 60% . MEHTARMKHPE LAK 4
MY EE M ADCC ) FESR =5 YPC3 BLHT A% VR B2 s BT
B . [RIAS ST YPC3 BT AT LAK 4 i 58 4= 90 il
UM R R ARG, X g AR I LAK 4115 YPC3
BT A 7 R R (3R T P TR A
b A K F-R2( TGF-B2 )7 e Jif b J8a vp i i 36
KBS I e | i A A R A G B
BCA P R i OCBE R . Trabedersen( AP12009 )
JE N TGF-B2 mRNA iy i e U AT R, 7 —
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T FON TR B E S 50 b MR h e &
BUS T B BEPE Rl . Schlingensiepen 25 ¢4 45 1
Trabedersen 75 A 2 [k i 98 41 8 A1 N 2 5% 7% 1E i iR
Ja I B MR /)N BB AR L (R 0 B3 15 1 o Trabed-
ersen 3 1 BTG A R MR 988 40 AL 32 P TGF-B2 14318,
IV 2 L 5, 7 4 BELUBTT IR i 200 L e B o AEBE 97
FHAMA 80 wmol/L Trabedersen 1A Jif it & Hup-
T3, Y4 Trabedersen ¥ J& 4 1 wmol/L I, TGF-B2 1Y
ST R R I 30% 5 W BE A 20 wmol/L B, 4334
BTt 95% ; W BE R 1k 60 wmol/L i, #5357 b
KA 2] TGF-B2 1443 o Trabedersen %I TGF-B2
Sy BRI E 9 1.7 wmol/L( 95% Al 1% X [i]
Cl:1.5 ~2.0 pmol/L )o 40 pmol/L ] Trabedersen
A LA R R S5 AR I8 Hup-T3 40 A0k 2> 90%
DI o Trabedersen % A JBHit% Hup-T3 14 {5 14k
I R 4.6 pumol/1( 95% AT {5 X [A] CI:4.3 ~
5.0 wmol/L ). X—1fHl i it i 35 14 i LAK 4 g
A5 B0 40 A FE A E PR SEBEAY , 200 nmol/L Trabed-
ersen M1 3 we/ml B BT 3% 37 WE 8 im0 T LAK 2
LA 805 N JBE R Hup-T3 T4

SRS T & B . L RBIFE A IR RS v,
A7 Jie i 8 I s e A% /N BRUBE Y |, Trabedersen 2 3 [
IR F A K LTk T 2 e B I 4 A L. BALB/
™™ /N BERD R IR 4R 1.3. 6, 245 5 Trabedersen
B U657 5 50 ml/kg, BES 7 3 YK 16 ml/kg IS,
29 d JEAbFE/NEL R 1.4 o( 0.6 ~2.3 g )If/E]
0.7 g(0.1~1.6 g; t K, P=0.0084 ), il 21 ifg
it 50 hpf B0 3] 30 hpf( ¢ K5, P =0.0284 ).,
1E—T LB R PK-1 1 PK-9 411 s & M40 1, 24
TL-2 Jil 38 2E i BALB/ ™™ /)N B F 5L 448 B A b 2
% LAK 40 AR5, PK-1 B4 LAK 40 13 5
SR FE RS PK-1 19 /0N BRUPS 3810 1 581 e 8 90 o)
R(98% )7,

LAK 4 LI 75 HCAth 40 i 76 97 6 I PR 3 56 vh B
19T B IR 20 R Al B 2 PR A T - AR 28
ARANAEC DC )YV B Tl B A 98k B4 PR 7 806 19 R A5
LAK 4 ff 5 35 v b 75 A1/ ol B 55 8K 28 ( Tegafur,
Gimeracil, and Oteracil Potassium Capsules,S-1 A2
BXF 49 IS BETFA Bl [ B R B A TR YT .
SERL R 49 BB E L2 58 S G, 5 B 2%
it , 10 151955 1% e, A A7 B B 0 A (3 2B AE 1
360 d ). #52 DC R FILITER G LAK 400G 77 1Y
BE A B AR TR 2 DC R 51y (A%
HEA LAK i,

2 TILs

JrfrJaa 32 9 PRI B2 41 H9( tumor infiltrating lympho-
cytes, TILs )&k LAK 4Bl 2 J5 () 55 — AR 4T i Jed 54
IO 240 B, B8 AR S 1 A 43 R A L, A R T P A
LAK 58 50 ~ 100 £, JS&4 TIL JH Tl RIGTT G i
FCA 20 ZAERY P s (0 = AT WA BT BB L
RARE o

SR BT GITR BATEREHTAL anti-glu-
cocorticoid induced TNF receptor ( GITR ) monoclonal
antibody ( mAb ) JHRE8 PN TE S P8 R -o- I 25 A9
A TS HE AN BB BRI AL N, HAR T 5
55 6 RUESHPL GITR HyeBEBTiAR, 25 11 RyESHHAR
(1x10" PFU )8 W FE( 5 x 107 PFU ) Ad-mIFN,
ZER R IR R AN D Foxp3 ™ 1940 i 4k
U/ (CD4 T R CDS T 1 T AR R . X
R 12 AR P B 2 B0 353 1) 7 B 88 SR 5 T 1) 1R
HEM A T A B U R RCR . TEPUARAE B /N,
P T AR CCRS YRR N IR 1 iR i= i
PEWTPE T 40 A998 /b . b 4= 1 1 k20 i e
o A A, R S R T A A S
Coukos %5 " VBF AL, MK 1 f2k RS fF 5 I 20 i A A2
IR i Az IR 285 1) o 200 L BE 14 T 40 9 i e g
RS AL 7 10 o3 AL, e/ BB 1 3RAS T Rl
M FIEIRTT

Il AR 35« 7 %3 Bl ik A6 97 ( neoadjuvant chemo-
therapy and radiotherapy , NACRT )X fifa it 45 i 9 1Y)
JP IR R 458 7 AR B R Y R RO = A N 2 D
Homma %5 " XF AT T — 09 - 3% F R U6
fy 52 BRI FE A S0 T XIS, o 22 4 A
#HZ NACRT [ 5 PUflE( GEM ) S1 K 30 Gy HYJiK
J7 1, WA 30 B8 E AT FARDIER  (H 2 A2 NA-
CRT. SRR, MR Rk L 4n i, 42232 NA-
CRT( 5 8 .10 K& VA 1 000 mg/m’, 5 1 F] 14
XK S1 60 mg/m” B4 30 Gy MINCIT ) A6 41 0 &
CD4* F1 CD8 * ik [ 41 it ) B e 18 3% v T IO 22
NACRT FyXF HRZH . £ NACRT iR 5041, 5834 1) ol
TR b T 4 AR CD8 * 4 A 1 = AR SR AR AR T K
SMAA . T 212 £ IR S B 98 ( pancreatic ductal
carcinoma, PDC. ) 1) £ 3 v A I i e 52 10 44 400 L )
SeEG VR, CDAT T 4. CD8 T 4 i 5 ik
VT T 40 H9( FOXP3* CD4 " regulatory T cells,
Treg MK F A M1 #E W4 E( HLA-DR* CD68 * Ml
macrophages , M1 ) ¢35 . M2 % 5 W 41 ifg( CD163
or CD204 * M2 macrophages , M2 &3 15 & PFA7 g fif
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P SRR ) B hR o SRR I T 240 Y 3k -
e s £ DXL - R e R ¥ s B R VR L Gl
T FEETF AR B3R 114 P A A v 6328 92 T 40 i 22 [ 1)
FHSEE, TEA IR B8 S8 5 0 DGR AN/ B A A
Protti 25 VRIS & BR, i 9 5 T vk 5L 40 ( TIL 4
JL ) RS2 A MCS ) EL I 40 i 4547 B T 77 A Th2
T JRE N IO 5 i SE F 35 TR 5 Th2 R 980E L
JO7 G BE AT 3 14 T B R 6 A ik g 8 200, AN A
B FARBREENS , 1 ELN ek J PR AR A AR

3 C(CIKs

A M 7355 T 0 R A P AL eytokine-induced
killer cells, CIKs ) & A& &b 14 i i LA CD3* CD56* .
CD3* CD8 " Ny 1Y 55 oo P 40 B B iz A i B 2
FRANARLPE 740 112  IFN-y S 52286 5 s B BT AR ( anti-
CD3 McAb )RFIFLT , th AME L B S5 1 b 2
B R B A A AR AR SN SR G e, BT
T2 MHC FE 1] AR A 5 A V98 T

AR B R B0 R Kim S0 AT T I
CIKs X A R A e e 3 1A A T, AR Z ik
55 o CIK 40 i B! Cr, B3R 51% ASPC-1 A
T g A0 B 5 R PR 6 S R A /N AR N Y 3 T R
10 J54> CIK ZHA, #1145 42% F170% 1) ASPC-
1 AR A M ) AR K

I PRI G 1 s B R £ 2009 4F 10 A Z 2010
AE9 H .20 2424 VI AT 5 AT 9K 1 R A JE i s
BETES CIK VY7, 8 1 h, %425 J&,BEJ5 10 4
T — JETE ST CIK, B I R0 25% (4716 14 ),
;o e AR AE I PFS )2 11,0 J(95% CI:8. 8 ~
13.2), i B A1 0S )l 26. 6 JE(95% C1:8.6
~44.6), AR W B ANE EIE SRR
0, HEAE 2T AR, il R W R R AR TR
(QOL)A . B mKP(Ss-1)EH 2K, BH
80 mg/m’ ,ELE M 21 d,B6& CIK E4f 28 d 5
FHAR S BARY T IR YT 1 J 0 e AR i RR A, L e 4 il
F4(53.6% 40.0% YA AL 6.6 (95% CI:
6.1~7.1)MH6.1(95% CI:5.7~6.5)"H.,P=
0.09 [0 #2852 CA199 /K F(60.7 % .33.3% )
TR RE . (77 BRI TR
JG B 4 CIK TR HAF st ] > 19 A~ A7

4 CTLs

Hur k2R R2H, 2 55 S AR g,
AT A% 47 el S 40 B 49 25007 40 B 32 22 CD4* Thi 24
MIFN CD8 * CTL ZHiffL. CD8* CTL 4 fifd 3 Iff [7) if e 14

CD3.CD8 F11 CD28, X Fr2Ny CTL( 40 #EE T 40/ )
Y. BETE IL-2 .14 IL-6 \IFN-y ZE 40 j A 7%
A SR A A A0 A 2 R F L CD8/MHC-
T PR30 200, 228 T 3 2o 28 L 2R L ORL f  Jhfe SK AE
P22 R o 40 . CD4 * Thl 41 58 & Al
IL-2 .IFN-y . IL-3 \TNF-o A S Bi75 5 ARG CD8
CTL 2, 25T e 7 225 v i dE PR . R
Je ) — KA A R AE—— T e b SR D B, 5 Fiygg I
N7 RPN v A o 2 928 200 L, A 9 A G B 4
H( tumor Associated Macrphage , TAM ) I 32 PR 58
RAAIC tolerogellic DC ) LA KA 15 14 T 4 ff( regula-
tory T lymphocyte, Treg )55 % I AH 5¢ , fig B8 A £41]
4k, Stromnes %[lg}ﬁfﬂ,ﬂﬁﬁiﬁﬂﬁﬁ( PDAC ) A= i,
EL IR I B BB A0 M A BB R, K175 5 JeE A O 1
ELH LA AS [F] SR 00 7= AE o 3k SR A 410 o 20
M5, 5 SRR T A0 YR T el 3 2o 44 N %
RAMBAEIN T, 3858, CTL 4 A XTIl 2 200 B (14 4 S
PEROIVER  JRAEAR IR A PRA

Wik 5 9 & B RIG-1 K ## JiE Il ( retinoic
acid-inducible gene [ )JEJR#E RNA 552K, i
i pE A TR R CIFN-1) A S5 5 B4 i i 0 7=
FeHEHURTERNY . Duewell 25 48 RLH 1E W i
P (O X B S L R S UR TR T A B AR
PRVANE ) RHL g8 40 38 o8 43 06 1) IFN-1 S 30 T
DCs PG ; B B Z )& CD8a ™ DCs A3 R b 5 W5
T 19 I A AR 1 -, L 38 S 2t g A it i
ZE4NHE CDS T T 41, RLH B A 78 £5 H i B Ay I
P A 0 ORI 3 oy P e, O I 7% ey 4 AT T
BT CTLs XRG40 19 28 KN o iR dT
FIR AR I B4 ) 2 /N B, Meng 25200 F F B 4 2
(IR B A R ( ADP-#%H% ) 5 4 Bl 41 1 51 ( PARPi )
veliparib fll ] DNA &5 i 2 5 2 A9 il , 24K R
FE6 5K 12 Gy AR ATM H X5 7 d, 5004 5
veliparib 25 mg/kg, 5 H 2 K. 851175 5 1 veliparib
F A 18 0 P 20, 9 K G SRR AN L PR, D
PIOHE T LUK A R P RONE ) CTL 4. Y
T 4 5 2 1 e A 1 S 38 A IR /N BRAAR N O Bk
Jo CTL N7 A i SR B A5 5 T LI BR & st
) kg

Il R g 2 Jig : MUCT %62 F1( & FR MUCT )2
— e 35 P S R ( PCO) A [ B SRR
IR AHSCHT I . MUCT FR 5 PR B EE P T Ik 2 20 i
( CTL) iR 5] MUCL 43 F A 52 HLA 43+ FR il
Kawaoka 252" —IRHF5Y . i 235 MUCT 9 AW PC
AR YPK-1 BRI 4= CTLs, R T X} MUCH 7R
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55 B 200 i 2 4 T LA KR 32 MHC B il 2 8 5% 08 AR
AL EBHE 1.2.3 FAELFED 0N 83.3% .32. 4%
F119.4% .

5 DGCs

DCs [IIRE T 2 2 A AR WP K 5 41 g X -
PR TR SR A5 A5 5 RIRCT , S3 n CHUJEL, 75 5
FEAE KA AN A0 : DDCs o 7K -2 38 I3 38 o
RGBS o0, S EH S HE AR A 25 5, AT A oF e
21 0 1o ek 200 LS A% [ P 400 o] e e ol % 2B A @
DCs 43 FI4IIA 3 TL)12, 3 8l CD4 " Th AH X %
PERCNE, Thl ARLTE A5 7 A 4L DR L g TR AE A
Tl TNF-a ) Ki-E W 40 0 5 7% 30038 5~ ( GM-
CSF ) AN - TR IFN-y ) ], 358 DCs 433t
R 7 IL-12; @ Rk EE AL BRNEE &
MHC I \MHC 1T 285>, )3 3 CD8 " Aifi s T ikt
i CTL ) CD4 " Thl ¥ K2 I s D FE Bl #2 2 5
PRGOS T R LA, B R AN R
FEAN TR IR , B = IR AR 5 S FR A A SR 4
JiE ] 5 g R 2 1 S BRONEAIR T, ] 2 v HC BT
J e 52 R CTL 40 B 7 2, 1 5 H AR e A%,
EAF RV A IR) R

A0 5 8 e B Ak B R i R 2L
( heat-treated tumor lysate, HTL ) ;= /= #4 3 8 H
( HSP )R LM DCs B[] T+ Jifgg AL, I 14 5 Hodig
PR AR 2L MUCA 7 A B8 IR I8 1 3% 4k 32 8 v
A, Yi RS R R MUC4 (138
KK, 5 MUCA FLsRe e AL P T A08EC anti-
gen-specific cytotoxic T lymphocyte , MS-CTL ) i i 1=
SR R TEAROG , R e 4 T A BIL A RS 32 i g
A5 CTLs 40052 0 7™ Az B4 AT ¥ 1 0 T3 1 52 i
N Y Fas-Fasl 81235 T4 MM T K, 7T HE R
MUC4 -5 14 200 M 13 b P 1), AN Fas R4S
5 1E A CTL 20 A 8 T K s s HA Mg 250, X
HEFTH T3P F( X-linked inhibitor of apoptosis, XI-
AP ) survivin 2 41 I 08 T30 i 8 1 50%  f i A
FIPAS R, JERT E A 98 R XTAP A survivin 7£
i AR A B e 3k 5 LA A K 0 T PG AR Y
Mt 25 VI AR G Xiao % FHI A8 I 75 45 17 10 4l %
RNAs F&E 0 4fi J BRgea-1 4B 2 19 XTAP A2 survivin
FB GO Won H R 2 AR AN A G g o T, A
it bRz (8] S A( epithelial-mesenchymal transi-
tion, EMT ), i% Tl i 52 2 B, [F] 410 ] XTAP K sur-
vivin [ 3K 1] 68 R JPRIE IR IT 10— BT A S
[Fe] i 417 5 793 o g AH DG 40 i MUC4 T survivin ) Y

mRNA #3419 DCs 55—~ MUC4 8% survivin fJ mR-
NA 4L () DCs A L, v] DU 0™ A= 5058 K ) CTL
2T %) R 40 P 98 S 2 7 2500 T R 9 A
Ji 5 75 0 A P At I 0T LUK DCs B, 1] g
PG A AT LA A 5 KT 1 #E F1 70( Hsp 70 )
AR MR DCs FE R T ik L 40 M 3 [R]85 5%
BF, BEAE HE T 48 M A 15 58, O 3R B0 Hh RF A 1 400 i 2
PET W EL M CTL) BRI TG . Andoh 2271 %
L, DCs Bilt-A AN 7] (1) 1 R 98 200 A% 7= A= AN [ 7 200
BVEA MA QGP-1 4L = 11 DCs RI™ A 105 55
(2 M54 7T BE 5 TL-10 43 I35 m, 192 19
SWAE T 4R A Ko Du S N R R R RS
P N JBE R 20 A% BxPC-3 A S35 97 3 BXPC-3-
SRR R BxCM ) |, FEARHD 15 77 B A0 A VR 1Y
A CD14* DC, DC ) 4 A6 T J5 42 5 2 AE [a] i B
BxCM 14|, BxCM #bFEfY DCs I, f#/)N RNA-146a
( miRNA-146a ) FRE 55 L. Seah, M =5 1
miRNA-146a 11 22 35 7T LLEB 43 ¥k e BxCM 512 (1)
DCs HYLNBEERSFA , X AT g /&8 i Smad4 19 R K 745
L. ABEE P K, FH B miRNA-146a (13
KR TTHME] DC AP R R DI RE ) B R R
Z— XA H AT REZ I 6] BxCM Smad4 2
AT A 3 B 1) 365

I ARG I8 2 i - 14 AN R - R 0 T/ IV 490 e i
P B SN — 000G T 1 5 SR 40 L A CIK 4 il
(e e ARAERIRRGE . 12 2 32X 3 AR P
YA TV 38 & FEB AR N S B, 5 E Y
S B R MR RN R AP I A A i R R TR R
(IFN )-y,3 YWESH/ME Mtk A L5 CD3* CD8 * |
CD3 * CD45RO* 1 CD3* CD56 * 2 i 8. 3514 m . 4
3IKEAFER 6 ~9 41~ HJ5E,CD3" CD8* . CD3*
CD45RO* 1 CD3* CD56* BY A 43 H A 3k 71 ) 1F 5
JE R, A0 TFN-y A9 3RIRTESS 3 SR IT G 24
A ARG E R R A BEH 2002 4E 1 H 1
2007 4F 5 H [\ 4E 4R 5 B E R R 22502 i A R ik
IRIT R 81 e A R A S S S Y L Tl
fikwp X Bz NS DCs, 7242 T 28. 0% HYBEAR &M
SV, A, BT R AU DCs 21 e o i 4
RN A 35. 7% , N BEHE 51 % T 4%t 28 il
9 DCs 2 W% Hg 40. 0% . 3k Su4E R, KT
DCs Y9 H$2 70 0T B2 — R AR TR A IR YT A
W75 o R o TR R I e A L i AR R AR AR
4i( CM-DCS )k LA FF A5 DC( CL-DCS ) % i A1 43
AT TR AR FRE B 2R AR R B F2 I, 2001 4F 12 H AN
2006 4F 6 HlH], 3 110 IR 2 E BN EES S
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g Horp 42 2 N B R AR DI BR R S i, 68
BRC AR ETFRUIGRHL M EE . HRHEA
R 07 A B8 A AR 22 IR 41 g ( CM-DCS ) itk EL 96 2R 1Y
DC( CL-DCS ), Jf-3 2:f 5 72 20 Ak 2 €8 e 44 ke A ) e
JELLZUT DC 4 i . 4558 o, A1 I A~
A2 40 M A7 B4 B R AR 50K 48 JfL( CM-DCS ) A %k ie:,
JE AR IR 2 DC 20 08 R R s AR VIR 5
) —A Sz WUE 2. T DCs 194345 ] fE & —
FIE 7 0 J A 22 MR Mt 9 A8 3 19 A 8% - Bt Koba-
yashi 28 2 HJF5% K B, OK432 ] g J&— MR 4T 1Y 4
BT DCs S i o i S e i b st R 2R

6 % i&

B B A (4 A IR T T R S BEIR T I — 0 3,
AR A SR AN A0 [ R AR SR A
SEBRALAR Y S D RE , LAk 245 1 A% s o fi e fe
TR 2R B R T Al I 2 U S — IR I
Teie 2 T ARDIER AT T 10 SR B 7R SR TC 1 58
e i R R 2 R O ) A B o A AT BT R ROCR
IR B AR YT T AR — R B I SRR
AT MO S5 T IRIR G T . e A RIS
=, BRI R EAHOB T A DI RE , P
BELIGPES I Z A0 TR, e IRER T, 2Lx
B 75 TE MR B S I R R S IR A, UARIIE
PEVE G RETUA i T2 7 AR DU e S e 25
s S e b A Al Y B EE AR

VR, TS SRAFAE AR WA 2 R — S22 e
7L, H RTRES AT e A F AR VIBR R A
P LA ML S 16 A A SR . BT Bl ALy R
HU25 5107 2500, 4 /N e (AR, LLEE T TR
DIBR, A5 al ATE T A A LA S ey v ik, il B
I SRR Jey F B iR S BE TP B B, 34 i ML A
DU BIBETT s — 2 H TS = A ROWia P N T,
TEGERIGTT J7 ik LU E AR B AR 4/ N R
WITPRCR . SR A I S 83697 i CTL 46 4 i 114 2%
Bl e UM R B E AR BB R, R A ]
M 2R Y 7 ROR AL R A DR B4 [R]

BEXS BT A e R, 382 LR SR — 2 4
iR BRGNS — IR O 1%, e T AR
BR AT T 45 MR A B I L G0R T BE X R P
4 B e BT A 7 1k LA A S e 7 A A X 4 B A
PEIRER ST & LR 5 1R AR, DR I m] 7 SR 3 B IR
LW, 5T La A, A e 167 IR HLIF A R
BRFFARYIER i ALTT Z 5, nl 535 5 48 I ATt
AL 5 2 SCrP R B 8 A o R R AT DG I MUC4

I survivin ), $00 HE i J32 2 1K Rl =5 400 o] JBRE R ik 9
ASE R, T DAIBCES T 20 356 A 4 I [) 30380 o 1
R, B A S AR i KIR 32 A4 410 il
F( killer-cell immunoglobulin-like receptors, KIRs ),
FORG S 45 5 AT LM ] NK 41/ ADCC /T, 7T
AE AT ASE AN 7R
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