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1. CD19: MM [ 535 40 i JL-F- AN 223k CD19, {H 24T
A —FERME R CD19 B 20 i 5 24 Fpe g ik g 56
FEF RS MM &I SS9 CD19 W, 41 % CD19 ) CAR-
T 4L (CTLO19)VRIP MG B At MM E i A T 111 R e
(NCT02135406, S FE = A LB ) o R FH T2l ARSIk
IR TE & MM B35 186K AN, & B0 14 CD19 FH: 40
BB, [R) I 28 35 B AN B 4 B B AT )i (B-cell maturation
antigen, BCMA) , 280 H SEMEIR A nd et . B2 S
P A R T AR (ASCT) 5 45 7 CTLO19 41 ifliG
97, RN BT I S e BR A 1 (MR 1) W 8 R e Bk A 1 TR
FEPH FIBAKOF T (IL-6 T IR PRl IFN-y [ 10 B2 1
PRATS () 85 T 6 B4R 58 2 22 , CTLO19 MVR R S
FEN L A R BRI LR A R R ASCT 51 & M/ Mis 45
£, T HREHEZ T ASCT, CAR-T 4 JiAYT 5 (1 R
HEB: ASCT BIFE

2. A AR R AR (CS1) : CST X FRTEAS Stk L 4
e 38 3 43 - (signaling lymphocytic activation molecule 7,
SLAM7) , MM 4 ffl &5 323k CS1, i 1IF 5 G028 4 445 NK 41
i T 240 B 2 S A N TE 85 B 4 AR 2255 CS 1, 5200 i
JUTPAERIE CS1™, CS1iF T Az 1 AH G %, - HLAR 1F
CD138 MM 21 g 5 B 56 5 [t 240 B 1) 28 BT, & 42 oo 9 1
Yo XL GeAby 7 U E Wit 25 1 H v, DL CST AR,
{14 BT BT RN DC 2 11 RE 5 5 3 2L B A 40 i A 5
m 40 g 7 ¥ /FE F (antibody- dependent cell- mediated
cytotoxicity, ADCC) A4 i &5 £ T bk L 40 Mg (CTL) B it , If:
3 MM 4t AR T A R AR SRR T DL
FEREPUAR R S5 LR B CAR-T 41 3497t oA al A7k, HL
A 3hE s oA T BRSPS AR, AR
anti-CS1-scFv-CD28-CD3¢ i Bt At i s m L (R 41, 4%
J5 P S E T 40 B I CS1-CAR-T 40 , & ¥13% 26 CAR-T
I = e 1k CS1 Y MM A1 = A AR SR 19 A 4 1 H L 40
TEALIR A CD69 FRIb IS & , B ATUR A IS 58 | 15334 IL-2 Al
IFN-y, RIS TF MML 1S s Bl /s U | 45
7R CSI-CAR-T 4 MR YT I T R DU VE T, I8 A
INERI A

3. BCMA : BCMA 35T MM 4 i, 177 5% 240 i F1 i 24 B
YL R A 7235 BCMA ™, BCMA J& T TNF 32444
FG , 454 B 4 7% AL K 7 (B-cell activating factor, BAFF)
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DL N 3855375 5 B4 (proliferation-inducing ligand , APRIL) , 3
AR 2 MM 20 A= AR i 56 5 40 AR A 6 B, BCMA B f4ext
MM 4 it 2 F 5 A MM 4 L HA A 7E ™ . BCMA Bt
F/INELEY B AN IR, (6 B AN BEZ Bk, Bk
5T 25 R H2m BCMA 36 G1E 8 MMUIR YT I A5, A 2351
HEIEH BANEM T aEZ 2B B, flf CI2A3.2 8%
C11D5.3 ) BCMA-CAR-T 4i/ifg, 7351 LA BCMA-1 il BCMA-
2 SMHE N, 5 BCMA FHPE ) MM 435 77 5 R B BH 2 1)
SN P 3 5 R O35 1 O H R 2835 IFN-y™' . BCMA-
CAR-T UM RE U545 MM SR SRV 1) MM 411, 4 MM
RAL/INEUAR P 3 o L3R AR A MR E

4. FaPE BRER (IR - B A2 45 4k 8 (NHL) Finig
P B IR EL A0 95 (B-CLL) HY , 42 201 - i e
BE PR AL B BB ABE M PLIACTE D BE L JC A B 22 1 S
HEBISE /)N ERURHF 5 22 < BE 1A AN T B0 R A A S 5 19
B RS B LR e MM B T, Rk
TR 1R MM 21 6 29 T B 1 I v A 0 A B IR A H R
70% , MBS At 75 25 F MIME 4 it i A ARG 3] B0 o e e
HiJsi™' . Hutchinson 25" % 3 B 4 J)fg W #f b CD19°CD27™
CD38 " 4t jfi 37 1 w2 B 0 i 1M LAt B 21 L W7 7 AN 3R 35 %L
J5, IR A R R R DR T LA S MM iRy 7Y
HS A S R e T RE L

BT R B T FEHU AR MDX-1097 18 3 ADCC /EFI %
155 MM 4, S R 132 i 2k 1= 38 MM 24 0 25 T s e i D 1
FERHR MDX-1097 IVERT™ . Ml Bt R LA 4R
VR BE (>250 pg/ml) I, MDX-1097 75 ] S £8P 25 4 4R 40
ULHI MDX-1097 f S 45 A #04n i . T I R 56 - MDX-
1097 B24538 Y7 1T LAS S0 A i , 03 e S5 e R ML 2R
P17 B 55 R [, 10 491 MM R 64> A e ik , 35043 3
AN BN AL 4 O W AE R B, il 4% 55 5 MDX-1097 TG
KPS B, DAz s s MR R BRI CAR-T 4a At 23 1
Sed A AN, AS 32 i R I B TR B R, 5 ORI B e
[FIA A MM A, 75 5 MM B3 25k . LLEYEB 43
T IR B S BB A5 1 46/28C -CAR-T AN I ZER A S 4%
i iR A0 22, A ATV P B T I I AN 52 ) R A5
AP, 46/28C -CAR-T UARARSN AT LIS F AR R S A4
B-CLL 181 B 4l , 536 K 4 IL-2, TNF-ofil IFN-y, 75/
UL N ALAT FFEE 1Y 46/280 -CAR-T i L 4 FH FIT IR AL
NP KRGS &P NHL .CLL F1 MM B2 5% CAR-T 4iifif
TRYT I RS © 76 55 R (NCT00881920) .

5. Lewis Y:Lewis Y $iLJ5 2454 T 11 A9 1 78 S A BE 1)
VUREZER , 5 2P e 1 2 2 RS AH G , A B I K
Jdea s . R BIFIEAIE SE L Lewis Y S 31 5 19 B 5T B0 A4 7
L B VERPE BRI R 4 AL Peinert % ST K BAAR AN

AR S FE AR MR . BJS |, Peinert 557 &
W2 MR R 9% (AML) 40 i R KG-1a, K562 4 il L K
MM £l fifd 2% RPMI 8226- 13 4il ity 5 22 15 Lewis Y, i A 53
52%I1% MM £ F11 46%[1 AML 3% %35 Lewis Y, 1fij CLL £

F Lewis Y DU 35 BAME ; LU Lewis Y 4 # 5 f) Anti-Le'-
scFv-CD28-C5% 1) T 4 i (Le™-CAR-T 4 i) X RPMI 8226-
13 20 R0 5T MM 200 5 30 1 A S5 e %) 8 2 5 30 2 D
P R TIL-2 F1 IEN-y A2 43 W VE F , B 506 M 5 LeY 354
A ROEASE . A ARAS DI i 7R Le'™-CAR- CD8 T 41 il
A I T 4N RIRLN A2 T 40 B A Sk, Le'-
CAR-CDS'T 4l AE S TE IR K KB MM AAEH . 7E5
FiK Lewis Y /N BUE R | Le-CAR-T 40 Ma 367 41 A= 4510
BN BRZH W A RN R A SE g0 A5 AR A Al TR T
Le"-CAR-T 4l il % 1l 5 4 22 B9 MM FIl AML 523 9 T W31 IR
JREE (NCT01716364 , IR AFN T HIRA)

6. 18 Wi IR 20 Mg 98 HT R (New York esophageal-1, NY-
ESO-1) : ZFl 1 e i3 £ 15 NY-ESO-1, 3% S 2/
H NI e LIRSS I IE 3 R A s B IR A NY-
ESO-17, 7£ 60 il MM 35, 3541 (60% ) 3 78 3L R AR
FIKSE A H NY-ESO-1 BH 2R3, 14 s 2 2 % Mg
K1 MM [ T NY-ESO-1 2235 7K -5 5 , #2785 NY-ESO-
15 MM F9905 BER S UIAR 5>, NY-ESO-1 2 /52 ALt
Jiit (cancer/testis antigens ) H e EL A0 328 LM A B0, RE RS 7014
PN AINZS T IR BT A4 S I AR 5% CTL' ™, NY-ESO-1 £ £
Tl e v e A T ML RE AT RRAF ST AR AT DU E 2
NY-ESO-1 = F b8 /m UG 825, ArLL, LA NY-ESO-1 A4
S CAR-T 40 AT LAVE I MMYAYT A 1 B, iHSINY-
ESO- 1157165 JIK BE F1 HLA- A*0201 1) CAR-T 4 il (HLA- A*
0201/NY-ESO-1,57.1s CAR-T 411 ifg ) v, 40% Y 41 i S A 2 ik
CCRT7 %N T 40, 5% CCR FRPERYICIZME T 41, J5
RETE 5 5 P BL AL 0% ST =18 436 S RLO 41 A, 5 43
IL-2%7 Il AR AT S2 3G IF 52 T HLA-A*0201/NY-ESO- 1157165
CAR-T 40 ML B 767 AR R S eieic1s A AT T
— B G R S . %1% CAR-T 40 Bl 19 B 4P Fi AR 45 4 IX
(HLA-A*0201/NY-ESO-1is7.16s) LI R BU B4 Fab A4 BERS
#5551 HLA-A*0201/NY-ESO-11s1.1s CAR-T 4l Jif1, 3 L NY-
ESO-1 FH: 2 M ARBL Y 75 208 6 T AL, 55 NY-ESO-11s7.16 17
BB EE, 3% CAR-T 4N S AH () BE I BE5R ™, HLA-A*
0201/NY-ESO-1:57.16s CAR-T A% 155 235 NY-ESO-1 [ Jifi I8
20 ELAT R S A R FE L R S 2L e 40 AL R MM 2
JHLAI 235 NY-ESO- 1, BR il T 1% CAR-T 4L /) i FH o NY-
ESO-1 133557 s K I iy 2 W 4L A 2%, I 5-aza-2'-
deoxycytidine (DAC) 1 Ff 2% F L Ak (1) 25 ) BE 06 b 25 42 &5
U266 41 il *F NY-ESO- 1 4 P 1 B (17K - 19 3k, 42 i
HLA-A*0201/NY-ESO-1,57.16s CAR-T 411 ifd 4330 21 it IR -1~ A%
Jigeg R A E R . Pl BRI R Fab A4 F0 2% F 3EAL 25
DAC #Rfig #F — 25 #2 125 HLA-A*0201/NY-ESO- 1,57 1is CAR-T
YA AR

7. CD138.CD38 F1CD56:CD138.CD38 1 CD56 1 # 4
[F]Z2 ik 75 MM 20 MR 1T , 76 —X50%F 306 141 MM R85 1 i RBIF
SR, 55 7R CD138 ., CD38 Hl CD56 Y FHAEAS: 284351 Ky
100% . 100%71 78.7% , CD138 V£ y MM Wy KA 2 Wi 45 45 , 5
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Jibe A= 4 MM R i J 4% A G . CD138-CAR-T 4 ffd
B4 V6 5 B i 4 Ah % 405 RPMIS226 F1 U266 41 JiY , I 75 &
IFN-y/3 i A ZE B 5 e T T CD138 1) CAR-T 41 ifd
S EEYY HY I PR SZ56: (NCT01886976) , 1H [ Hif 14 058 B2 1%
P o A0 T 11 CD38 1 Ak 5 £ 328 240 B JEC 420 1) 1 e J v
NF-«B {550 % , 1fif NF-xB {75518 5 MM 4H i 1 i 25 25 1)
FHIE™ . CDS56 J& MM Fe 5 ML 48 4 , Bl 90 1k JE CD56
{14 e 2 4 7R MM IR SN T R 40 B 9 il . A CD38
S S Y CAR-T 21 ifl (CD38-CAR-T 4l Jifd ) 7 1A SN S 1k %
55 MM 4t i 2 28 JifLF0 54 % MM 2 if], CD56-CAR-T 4 ifg (5%
10°) AT A5 R0 Bk MM ASE L /)N BUAY fib g >4, {HJ2& CD138,
CD38 fll CD56 13¢5 T HL 4L 1E F 4l |, i CD138 K3k F
KA AN, CD38 FRiA Tk M 4L  NK A A5 2
fitl %, CD56 3% 35 F H HX bl 48 o0 F0 NK 40 i . ] 3kt 4
CD138.CD38 F1 CD56 1) CAR-T 4l it %] 1F 5 41 £ 41 Jfd (19 A
RN T 5T i 7710

8. NK il Jifl % 1t 5% 14 NKG2D : NKG2D 57 {4 /& NK 41 ffi
AT A0ARLAY 16 bz 4, FLRLA S MICA \MICB \ULBP 1-3 Al
Letal (ULBP4) , 15 T ZF g 40 i , 0 55 1k B8 L 3 1005
FIMMP - AR MM 41 A1 22 Bl MM A1 2R 4 3 n] 3¢5k
NKG2D HEC A , 045 MICA F1 ULBPs ', 1E 3 4 L 4 il A
635 NKG2D P B, 24 % £ DNA $5 457 , e i W AR i) A
A RGZRC M DL R EE B T 414 i NKG2D-CAR-
T AU, 5 & 3 LA L2 1 7 X 1 MM A, 5 L4y ik
IFN-y.GM-CSF . TNF-a &1k 5l - CCL5, NKG2D-CAR-T
21T MM R 1 B A b /b 1 MM 20 IR 2L
P IFN-y 731 , 2R FH i x4 I AR A T NK G2D-CAR-T 41 i, 45
B R EH R KA CD27 . CCR7.CD26L Fl & %35 CD45RO
HIZON T AMIE, We RS 1) MICA 43T 1 35 NK 401 T
2111 NKG2D 142 325 1005 78 A 206 ) f 9 143 52 7 1, L% /1N
20 WF 5% % B NKG2D- CAR- T 41l Jitd 78 42 75 1Y) MICA ¥ &
(>1.5x10° pg/ml) B A 2= 32 B4 . 7E/NERL ST33MM B Y
o1, NKG2D-CAR-T 4 f 41 A= A7 30 5k 2508 X HR A, 76 R4
NKG2D-CAR-T il 1 dJ& , 155 A H 4B AG 0 #1) CAR-T
i, I H/N B TNyt 22 T . /NEUAR Y CD4 Il
CD8 T 41l g 20 i 7% AL bn 7 CD69 & 3k b i, X 1 v s 4
5T33MM 4 i 4 I 11 502 SO0, 1 NKG2D-CAR-T 4iiff g
TEUR P T B AN A T AL R G R 1012 T A0A . A 05T
FWINKG2D-CAR-T 41l o] LA F A P Treg 2004, IF H
5 B AN N (2 S A A Y A 4 i )
TR K Eh 9k > 2232 Lh B3l i 5 M DNA #1053 4% L iR I
A& MM 4 itd NKG2D BLyAR ) 235 , 1770 1] i it S K 1
FER e il QAN S o o o VI 7 AT B AT Y ) W B
NKG2D-CAR-T 4% MM 2 F3E 50 T s R 880K

9. CD44 [l 5H 1K 6(CD44v6) : CDA4 7E 1 1Ml 2R S8 i A
b B P rh R i A A K S R T A M AR e 2
—o 5T BCR-ABL LR 1) CD44—/—[1)3% I T 40 N GE 75
SN LG A & AR, CDA4 RS 1 B 5 BT AR 2 11 3 /N

AP AML T-4000, 57 1 AML (& 9% . 35 ORI B3
Wt S e R AR 11 AT AT MM AR SRR CD 138 K Al 323k
CD44v6 , Jf- H Pt 75 52 95 i Jle 2235 BH R L T 55 , CD44ve 5
13q14 Y oA lid BA A G, CD44v6 T8 R  FLIR |k #1
T4 2 AR rp R B SCEEAE Y 3 T A RS Rk
CD44v6 , 7ETE ALY T 40 A . BAZ 200 M | A 0T 48 et 24 S 1K 3
ik, 15 CD44v6 B K A3l B9 CAR-T i i ¥ 4 . CD44v6.
CAR28Z T 4l AR P 3 154 1 CD44v6 i MM 4, i 20 41
A A T 45 R 5 7R CD44v6.CAR28zZ T 41l it P 434k Hh e ik
IL-7Rafll CXCR4 [ACAZPE TN RE™ . SRR T HREBA
5 TR T IS P 0 B B ) S8 5T T 48 L AS 5 T CD44ve.
CAR28z" T 4l fifd B A% 143 1% % , 44 P9 41 52 56 UF BT CD44ve.
CAR28z'T 4 fI N 23 BCati 1E A o 4, A RS2 A BR 37T
TP A BAAZ 2 el

= (CAR-T I MLIAYT 1T FEHE A5

1. DNAX #%f Bl 43 ¥ 1 (DNAX accessory molecule- 1,
DNAM-1) : DNAM-1,NKG2D F1 NKp30 14 J& F NK 40 Jffg 1§
FEZZ A, FHR 4> NK 4L . o T 40 yAT 20 i 2R A% 40 i 24
1k DNAM-1, DNAM- 1 fit (R 76 22 Fh J5 AR e 40 i I i
K, ALHE 2R AN AR L I MM BRI
ik DNAM-1 1Y T 40 AT DUgRE S TR0 4545 2 A2 41 i A T
AR A0, 7E LB LA T DNAM-1 4> F-45 & £ i3k
#1557 1 (CD28,0X-40,4-1BB) , %11 Z it DNAM-1-
CAR-T 4 ifd, 5945 5 P 25 05 2% 35 DNAM- 1 BC A< 11 o922 248 i
F PR FF B16F 10 AEAY/INEUA YA i s AR 1<, I K
INERAEAEIE A LB AN W, DNAM-1-CAR-T 41 Jifg
TRIT MM B SR T 22— 58I

2. K T 1% T il B 2K 1 (sperm lysozyme like protein 1,
SLLP1) : SLLP1 /Ry —Fh g S5, 78 22 Fh Wbk i 380 v
ik, A ICHANGE 44% 899112 MM B H TR ) SLLP1,
TERIRIBY BE B MM S A 41%09 85 e K $1) SLLP1,
SLLP1 5 KAy 2 i it (%24 A G, $/R Tl 38025 5 9.5% MM
BE R I UGN 2] SLLPL FiiA, (HE = SLLP1 4557 PE W)
CTL; Lk SLLP1 2k B4 5 41 i 1 RE7E A AMA 3 S vk
CTL 3 & # 5t MM 19 4E ™, #7% DL SLLP1 Ry #1 £5 119
CAR-T 41477 X4l B MMIAT T = 471

g5 b, T ARG YT I R B S MM R o RGN R
Al AFFE AT X MMUIRYT B AR Ik . #E AT RE
i v IR AL A7 R e e 25 AN BRI K A B, A MMUIR YT
S T A NSRRI . CAR-T AU LU Rt ik
g 48 K S Y PR R 5 AN, MM R CAR-T 44T H R
T R A R ATHA Y B, I AT CTLO19 {/YT MM i
RIS A — & S % M A, %5 A e 58 2 HEBR
ASCT R, HAL 42 16) CAR-T 20 AH IR 6 B = A5 5l
IREHE . [RIAF CAR-T 40 M A7 A A 7E — LE Bty , G 4 it A1
TG R e AN 55 . Rl BT ISR A,
A4S TE Z Y FRAIER , 325 CAR-T 40 A Rt e 4k,
CAR-T 4RI A BN IRIT MM A S F B2 —.
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