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Research progress on immunotherapy for breast cancer
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N 1A LIRS S = [ P 7L I (triple-negative breast cancer, TNBC) &35 117 PD-1/PD-L1 #IHil5E Y7 i LR JE A 5 il FLIRIE e s
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J 9 BR6 I R B EOR ) » T A% GE s g BT 55
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M2 . SEGRIT FRML, fEBTRAR
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BT VAR 96897 L B v B B AR R T R 4k 1
HIR T4 B FEPR L, il DC-CIK 42 40 i 6 7
AR e L R KA R R R
Uf 5 7E 5 v FE LA B AH SSAHE F0 ™), i 2 BR S i+ il 2
BREBUI T S TG PR % A 56 01 S XL G 10
I S 3 2 I 0 HER 2 [0 4 7L e 8 I TS 5 7E
PR A A R AR A S, HT PD-L 1 Hi A0t = [ 4
FLHRIE (triple-negative breast cancer, TNBC) £ # 175
ST RABELZEE .. B, A RIMIE R IEIT
FLARRRBR 2, B AT AL T 1 PR AT Bl AR S B B . A
S B S 7L e S YR T R ORI ATt R b AT A T
griR , UH A FL I 69T IR AT IR IS
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AR AR 5 PR I LA e R A 1) R S G iR 9T 3R
5K 5 FLU LA HL 8 A 42 i 8 A e B i 1
BE 7, I AT DA I iR A 5 m e R 92 i ik £ 4

(tumor infiltrating lymphocyte, TIL) [f] Fl 28 J% i &
(LS
L1 MEARETmie sk

W98 70 L PR A7 A 70 TR e 1 T 40 B Vi A Y 5
RZEA o TR R B0 S AT DA A 4 P SR AR A i
Jed IR A8 AT R ey 5 B i e A T 4 AR TR 1 T e e R
%, XIS R X T A G A A S A A 5 BT R
A AF AR AR A S . PR SR AR 7T A L R 1 AN R
WP 2 A 2 S AR K, e DL TNBC 1 5% A8 A7 A i
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(antigen presenting cell, APC) F A 3 jil 7>+, Kl b
BEW S R PURSE 2/ T 40 vE L E A, Hrh DC
SNAA T RE BRI B B APC. 53— J7 i , APC ik
LRI 75 T 402 ) A B 32 44648 BAE H
AP 3 IR B AR S T AR AN [ )
R o
1.2 AFB#IRSE S TIL

“ I TR G 5 O 1 2 UL R AT A T T R R 3= AR
VL ERT T J 0 A2 s 2T, e BB T LG g gk AT B 3
3, SURTRLP7 A RGEA S, (R a3k i Rg R g o DRI, i
Ik R A A B e B g B A T RL TS R 1
RAE VK SRS A5 7L B MR A R
TIL 0] DA 2L IR g 28 00 T 5 2 o7 80adk A7 Tl .
2017 %, DENKERT 5%} GeparDuo GeparSepto % 6
LU 5 54T Meta 73 87 & L, TIL 7645 TNBC 1E P 1t
I 53— 0. 28 3L R e v 35 R R A T o Ak ) B
J& o BEAN AT TR AN, KT HER2 BH 4 28 L i
Jef , TIL 3 1y 5 e A A7 1 (OS) ele 8 AH O, Fi 7 R e
R S TS AFAE SR AR BT G 25

EORAE FU N IR A B v TIL BA il 5 T
BTMAE L BAES W 2 (WA AAAE B 2 7. S
f& I, TNBC J HER?2 FH 4 7Y 7 s G 92 o 1 o8 o,
TIL (1) Fe 451 8 v, BRI, X6 B0 2 Y8 977 AT e 3R o B K.
T s 28 3L B TIL BE A 4G, 3 A S BA luminal A
A TIL W FE FE s A1, WOt T8 B s H S 16 97
TR MR 76, 38 & K H N 2 WAV T BB A A 9T /5 1A)
1897 .

2 FLBRERY R RIATT R

FLRE ) S 2 1B 7 AR AE LS A 4y 9 3 26
IR TT CRLRE & R D B iR T (B
B P G PR MR T ) (AR M
W ANG YT (FEW K Pt PD-1/PD-L1 $itfAk . $it CTLA-
4PuRSE) . BT, FUIRE S5 V0 I B R % v
BTSRRI
2.1 MBAEE

e g 25 i A2 T8 B T FE P ISR LA Ko e 83 P
e Ve N AT A B R A o e R % P AT
PAGEFEK I G20 1002 BUNFREA
211 MEafazd MEaMmmEEE S ME b
J&, BEe B RS APC = A R F LR 5, (R
FELAR = AR G N . — I H JTIETEHAT AR 1 /11
HIR PR 56 (NCT00722228 ) %43, 25 L MR8 75 N ) 7
Tl e 473 ek e 2 FH 4 4t B 2 v, DA AE K S OS. i
Jed 4 2 PR % e R R SRy - B RO R S AR )
DA 5 2 L, TS 7 X 255 3 B B e, s L

2B

212 MEZRKR(EE)EE

2.1.2.1 HER2/muef i HER2/nue & A HA Fu R
PE, 01155 5 CD4 FI CDS T bk [ 41 g 370 i 4% S 2 B 1
R, HER2 /nue 5 3214 R H0CH FL RS %% 6 97 1 —
NGRS . HRT,E75.GP2 M1 AE37 25 3 Fh %2 ik g%
AR BCNEN . @ HER2 5t & ik E75 /& R JE T
HER2/neu & [ il 41 45 #4180 ¥) HLA-A2/A3 BR 1l 14 2
K, T A RORI B ETS e S PEAH B B R T bk R0 Cey-
totoxic lymphocyte, CTL) ¥~ 3% , K FEHi i EH . H
AT T /11 HAI AR R E O IR S, E75 9% 1 Al PR A FL
e B8 3 009 A A7 1 (DFS) , AH 54 I TTTIA I R 18 565
O e !, BENAVIDES 52 57 & B, HER2/neu i
FIEFUIRIE B3 7T BEXT HER2/neu 1776 e i} 32,
MAKFRIA# 3K 75 B K. @ GP2 3k H HER2/neu 1 %
IS 56 Ky 358, [ Rt 8 T HLA-A2 FR 1l 14 £ ik, 8 E75
o SR ME T 5E . GP2 Y5 97 FL AR 1 11 3 I IR 56
(NCT00524277)MI R 25 BB 7R, i35 2H DFS /= 1%
TR ZH (94% vs 85%, P=0.01) , #L /A A7 3k . B AE37
J& HER2/neu 2K ¥ 1Y MHCIIZE A7 k2 1 , 55 Tt 2
G, WE SR CDA T ARG 1, T S EFFA . —
T T il AR iR B4 S R, 7R3 52 AB37 S R TT
J& , HER2 JF ik 2 58 35 A0 B2 F B, AE37 1] LA
{f HER2 “JFid 35 JE TNBC & 52 34

2,122 MUC-1%# MUC-1 2 —Fh g &,
1 Z2 i 960 400 P 3R D 0 P SRk B R R R AL, B
—EPURE, BRI S . HAT, OF 2 00
(i AR I X MUC-1 58 1R 97 %% 7% 1 L Bis 10 2k sk
ITWFFC . IBRAHIM I 55 00E 52, Sialyl Tn-KLH %%
T T S K B 3 L R ER 1 AL OS (Cox P=0.036,
Log-Rank P=0.029) . 3 4b— Fft 5 41 J1 5 B J% 1
“PANVAC” 1 F 55 1] LA & K 7 7% 14 FL g 26 25 1)
HAL TTP S A7 OS , AH 5 33— 254 KR A & n LLH
WE, e AN, Hr A SR B £ TNBC 1 MUCT %
JBE C-K 3 (MUC1-C) ] Ji it NF-xB p65 4 8 P AL i
753 BCL2A1 M1 PD-L1 [5R14 , Ktk , £+ %F MUC1-C
W 7V RE 5 16 77 % ABT-737 (BH3 RS0 171 il
71, 4EH T BCL)IM 241 TNBC.

2.1.3 DC%W DCJ2ME—ResuSEwHIaE T T 40 M i
THLAPC, 75 %)% & b T B BN, . DCREFA
2 HLA PR, AT BAS 5= A2 T 2880 11 28 928 ) M .
WFFEU % B, 5T HER2/neu 19 DC 7 1 7] % 5 HER2/
neu K& FEEEH K. A, Indoximod+Ad.p53DC
PEw v Re B AT I BUE R s — BT R R S
197 25 WD FH ) 22 A 1 S JT R0, ABDELLATEIF
ALY I 7E AR AP N R MCF-7 S8 41 i 75 5 ok
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B DC, 28 il & B, 5 5 f5 CD83" . CD86" Al
MHC-II'DC ¥J & 2 Tt (P<0.01) , CD4' fl CD8' T 4H
Ji 45 34 0, 1 CD4*CD25'Foxp3 ' Treg it 2 T [ (P<
0.01) , Foxp 3 2 [K 3 1A 7K P B 2 [E K (P<0.01) . 7
b, TL-12 Al TFN-y [ 53 WA3E N (P=0.01) , FL 1R it &
)RR TSR 35 48 22 (P<0.01) , ¢ B CTL % fik 983 1 2 it
BEEME A9 DR, i AR FL I 20 i-DC & v Ny
FLIE % ia T TR AR T
2.1.4 DNA & ¥ DNA % ifi & @ i 5 B4 15 H b
TAA [¥) DNA 7 41], B R Rk N 8 E 5T, 2 5t i b 2
AL R, HET S A 40 PR G P A5 B P TR N
DNA & i 0] AL 7=, 5 T35 KU IMIRE G2 B
B K AR K P 18 i 98 e R S 2 51 e T T 52
GUARDINO %22 % 3l , MVA - BN® - HER2 & 1 %
HER2 i %38 1) 4% 4 M 7L i FLAA AR WD TE 1%, BRI 4T
% HER2 [T 52 1 . H A% T DNA ST, FHRAE
(R AARAT & — AN PRk, 17 R H 2F FL AL 33 TAA S
T R LA A0 R, X B R TR 11120,
22 ¥ SEIERKETT

B B PR R S MR 4 S R 4B IR R B R, e
T NKC A I [ 0 L R e A 4 e 5 e 2 A 4
I AL FEH ARG 4 AT 1) 40 B 23 4 A  Canti-
body-dependent cell-mediated cytotoxicity, ADCC) T
A6 (%) 4 A 5 1 7 Wk A FH (9 HL 1) Cantibody - de-
pendent celluar phagocytosis, ADCP) FI#MA K 45t (1 4]
Jitd 2 14 (complement dependent cytotoxicity, CDC) &
PRI I 8 G B RO o B T o AR BB 5 R B B B
B EN TIPS AT A T 4 M, B 7 B K R
F 25 DARAIEST 28504
22.1 #UHER2/nue # &4k Hh-ZEREEHIREASRH
Wr HER2/neu /3 1) PI3K J MAPK {5 5 18 % , /i
ADCC {EH , i) Ji8g 1f 8 A2 1, H A1 22 DA SR 24 BRUBE
A7 M T HER2 i 5k B #4648 1% FL AR 11096
I7 , AT T804l B AR JE i BE YT . BEAERR FLI5R
BH , SRR YA T B AR OO RR A B 58 42 2% A% (patho-
logic complete response, pCR) , {H Z 7 & 4t i % =
o BT, SUHE CRLA s JE + il 22 BR BP0 B A R AZ B
67 HER2 BH M 284 3L iR 8 1 111 59 B B % Bt 56
(CALGB40601)2% B4R 7 , o 7 28 M 9% 3 4 47 (in-
vasive disease-free survival, iDFS) ffJ ZE £ 5 pCR #H &
(P=0.01) . POWLES Z£P7jf 78 & BiL, T 40 i B 4 nl 42
(TRBV) 11-3 & [X 8 TRBV-MG2 & 1] & WX
7R 3R 28 B OK, R, TRBV i PRI 28 m] 50000 L8 3
7T 2. eAbh, 5k B4k R Mk it 24 2 R 2% B
AT PRIT R — > KR & . PANACEA #ff 7229
2\ ] i YR 4 BT (pembrolizumab) 5 i 22 Bk FR T IR

AVRTT B2 R BTN 25 HER2 [0 P36 8 v L B , oF
FEE R A

22 Bk BT — g 7 HER2 B 20 ¥ 57 B P A
55 HER2 0 A& g3k 11 [X 45 &, 6f il 2 Bk A P07 2R
fER HER2 IR X FUIRIE A A 1R F o« TTDHBE AL I PR
iK% CLEOPATRA (NCT00567190)® %% Bl , 4% 5% il 2%
TR PUCE 2 70 2R A T (10 AE F T HER2 BH M 24 7,
iR £ R 0 F 2 R SRS TR AL OS AL PFS 3
B ZE K o 55— T3 s PR iR 36 APHINITY
(LBAS500) %t 4 805 4] 5 # HER2 FH 1t 284 7L, Jig 9 28
&N AR HEAL T + 1 22 Bk B PR S BRBRBTIR T, 4
R IR, W02 2k 41 iDFS 4 94.1%, = T #h 22 2R 4 (1)
93.2% (P=0.045) , H.ibk B2 45 FH 14 2 3k 25 55 K (92% vs
90.2%, P=0.02) , %=, 25 3 it NCCN 5 1 1 CH X
BEIE T R A A T AR bk B 4 B 1 HER2 B 1 Y 7L i
St B W BRIT AR T R .

T-DM1 J2 tH il 22 2k i 5 6 30 S AT AR e ot —
o Bk 32 2 7 e B 1 R R AR R4 , 3K FDA L A T
HER2 BH 14 7Y e 1A % # Stk Je BRFL IR s 1R 97 . ©
AW TR, T-DM1TEHHR PP L R AR A b
MG 2 . KEITH &P —35HIE S, %1 HER2 FHAE
Y fixi 5 ¥ 7L e H, T-DMI BE A 250IE 2% i 576 7% 98
AR PR AR AR 25 (P<0.0D) . 4k, BORGES 24513
WFFE R0, 6T HER2 BH 1 4 5% 1 £ sl OAS B i 3 72 11
Meya IR B3, Z R B JB+T-DM1 R T Y HL
Jigg v v, HLBEPE S B AT AR RZ o
222 NERHEETERA XUREFPERPUA] DI
4 5 AR [ i TAA, 2 HER3/EGFR . VEGF/HER2.
HER2/HER3 4, 1% Fft 00 E BHL I ] 42 5 S0 VA T 97 2

MM-111 & — FlOSUfr 7 M B i fA , 78 HER2 i
I8 FUM e r] DA R B ) HER2/HER3 . Il R ATt
BRI, MM-111 5 il 22 Bkt Fr i & e 196 H i
BN HPURRIE . T 40 BBk > FeyR, [A] S i 7 g
RTovE B S T AL, i = Th REPLAR 1K Fv X ] LA
5y ani j T 404G , [FIF Fe X A] PLES & 4N NK
4 I 55714 FeR ¥ S e 2 L , i isk ADCC 450N 275473 i
oo ARAMIE AR I, £ HER2 2 CD3 [ = D) REPT
1A B2 2 Hi 47T (ertumaxomab) , B FH - il 22 2k S 410
R HER2 IR MR 19897 Bhah, 1 2 Hofh 2R
RURF S PUAR 40 BiTEs 25 0 IEZE B 780 R T ik
o 58 T VR 2 3 U ) i) R, AN A H OB
— b E] LU ) HER2 £ T 20 AR P XU S 1k A
(HER2-TDB) , HER2-TDB RE 5 1% 5 £ v % T 41 i 1
PR S g S S, ks> i IRE S e ik iR ) R A . B FEDT
I, HER2-TDB X IGA< B2 1Y HER2 i 38 18 41 i #k A
FAAR 8, HAEXT #h 22 2k BP0 i if & JE . TDM-1 45 fiif
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2 1 A0 J R v SR S T RN R TR Sz AR B
4 7 F, i3 5 (hormone receptor positive breast cancer,
HPBO) [FIFE 2. B4R PD-L1 {13 A | T HER2-
TDB (135 14 , (HE1A] LA 5T PD-L1 HTik BT i % , ix 42
AN NATTAT DU S TG G 2 A 7 A4 ) 551 R 185 o 4 2
WBITIT 3. SR .t T HER2 78 ¥F 22 155 AR 41 i f 0y
LA b A /> B 3RIE , NI 75 23— 2P X HER2-
TDB [ % 4 3 AT VA
23 DdaMmAeisTy

ok 4 P 4 B v T I O AR AR AN B R B R
P2 0N L, I e i 2 A PN R B R RO, AT A
S LR 40 i G % D BRI N FRES , B K DU
JAE T, REXT S 1 AT — e R B E . AR
0 20 LR Y5 IR 2 25 1 A G 4 B A1 55 ) it
88 3 B 52 BB
231  “ ML T % 5 89 R A5 4 B (cytokine-induced
killer, CIK)  CIK 41l ffg LA CD3"'CD56'T 41l ffd N & , 3
HNK 20 [ = MHC PR 8 DL A T 98k B2 40 i F) 470 e
Je W PR SRR R, R L R AT iR 4 L, {2 T 40 A
FA o 35 AGH CIK A] DAJEE ik 7= A Ok 5 4 H R -~ 1 i) 5%
A Pk e 4 B, G e S A3 1 T L G B B PR R A T
PES A BRI/, 78 FLR R S e 1697 s th— 8
Hegh . PANZECRE FL R I, XTIk B2 45 BH 14 \TNM 43
HRESE R R ER Ay 2 ) TNBC i3, CIK & — F
RIEST FBL
2.32 TIL TIL 52— Ff g B 470 i Jee 002 4 i, LAY
MHC PR il 14 S i e 45 S 8 FL T s ROR 2 ik 2 A
F 0 1 2% 475 410 L (lymphokine -activated killer cell,
LAKD ) 50~100 5. 1HE4, 2 AT 780HIE SE TIL A A
T SR S B T R TS T R R
R IR FHUIR T JC RO AR I g8 = K S N, R
TIL 5% Ho B A 28 s A ) 700 FR) i ST 8047 i« TIL
FE Wi R H B AT T R BT 78 B 55, S8 1T RO I e A il
PR FE AR B 7 TIL IR o 5K A S5O0 L 1
A2 Bk L 45 v 1) TIL SR 20 HF 9 18 22>1x10° /> 4H /g
Ja E i E B EARN, 45 R BN, TIL & & A& 1 R 08
78.0% » 32715 TIL W] LA 55 7L Mt 288 B 40 i S 2 2h
BE. i, ZACHARAKIS U435 1 1 % 2 Fl ik
IT 77 SR TCR a2 AR B 14 VHER2 [ P4 5 7 14 L1
I AR, 8 L TIL AT PR A5 7%, i e i HA A 1) 4
Tk 4 B AR B A RO IR TIL i — 3P 5 9 28—
BRI PR P, R BE TL-2 . S e A 2 R 400 1) 55
(immune checkpoint inhibitor, ICD 757 , 45 & & B9
JEsE T B IS 22 N H L X O S T E B VR P
T SETTRE 1B IE B
233 EFEGIMH TR BREPURZET 40 %

P97 7 (CAR-T) 52 F| Fif CAR X T 41 fg 32 A7 2 K15
i, A 27 AR DR B e R R S T M, R FE MR AR
. HAT, CAR-T J7 27 MR 5 88 3% M Bl ogi ¥R I7 b
T HUAS s Dy, (FL L SI2 A4 g 7 T A7) T i B Kk R o
76 FL e B2 1R HER2 ) CAR-T 21 i Il PR iR 56 1F 8
HBEAT o T/ I PR ik 56 (NCT01935843)1 )
CAR-T 47577 HER2 BHAE AR SR (1A 7 2502t
ATARFE. 540 1 I I PR S (NCT01022138) 1Y
157 1 CD3x i HER2/neu WU 5 1 B 47048405 () 1 AL,
T 2 2 ¥6 7 HER2/neu B ¥ % § P 7L IR 9 (19997 2o
BYRD % &0 7] TEMS/ANTXRI [ 45 7
CAR-T i g 7] JH T TNBC H) % V697« BBAk , &1 %t
FUARIEE B HoAth 5 R 40 cMet £ TNBC AH 2 83 41 J5
F] 57 25 [ CAR-T 41 i Il R 6t 36 A1 78 JE AT i, &
2 E FUBR R 25 SR T, CAR-T T AR AE — 285¢
1) RO, BT TR R Bl L CAR-T 40 i 5 82 1) [7) 45 FR
& BRI AT
2.4 FIx QORIEIPHRIF G ST

T 200 Jf0 e 92 AL 285 00 1) 3 2% 1) A DA A 43 S 98 v
JTHUAS B K280, CTLA-4 2 PD-1/PD-L1 452 4612 4%
PIREIN ] CD4 A1 CDST 4l i b 25 , DA L X X 7 4%
T I 1) B % 7R 4 0 ) A A 00 ) R 1) B % 6
T, EE T T A0 MR i R B A
24.1 #PD-1/PD-L1#ifki657 PD-15HALAK PD-
L1454 5, a2 0k T 4 My PR 59, 7 B T e
PUARBEKT PD-1 5 PD-L1 2 [8] (AR BLAE A AT DAY & i
JeA T AR 358 HR I G928 0 1 L 12 2F DIC 20 i A, 3 5 it
iR G g e 8o 5 At 2 B L IR AR L, PD-L1 7R
TNBC A [ BH P4 2 B8 vy, BB e R 38 22 4 1 T TN-
BC#E# . 1 b RAF 7 (KEYNOTE-012) & JH,
UR 4 BB AT B v R ] TNBC 838 10 % 0 2% fift R
(ORR) . A FL¥HIE 52, MPDL3280A 1] 24035 7 7%
P£ TNBC B34 ) ORRH . A 2 WHEAT A A1 AR IR
36 (NCT02309177 . NCT02129556)“41 53 51| %if 4y ik,
Pt (nivolumab) 2 YR FRPTIE T 56 72 14 L g 107 3L
HEAT PR o BEAE , B 1791007 B (reovirus , RV) A]_E i Jip
Jo 41 JfL PD-L1 1) 335 , 5988 WP i 910093 25 BX & T PD-1
PR AT 32 v 7L e BB 5 CDST 40 g 7K °F , 38 5 ¢ b
IR RN, BOURGEOIS-DAIGNEAULT 256 5% 4IF
SIZ, Y498 995 B Concolytic viruse, OV) 5 ICI FBE A VA /@
T 60%~90% {15256 /N B, OV { TNBC 5 ICT 5 Jinf
B R, X b T 8612 TNBC 5F RiGIT 2 ML &
IR, OV 5 ICTECA B o] 7B R i Bh s o7 11
— k%,
242 #FCTLA-4FKIETT CTLA-4 25— MG
PRAE S FH 0N, T 20 B R0 119 G 2 A6 25 55, 7T LA BEL i [+)
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TEALRIBUE 5, 5 CD28 a4+ M 45 & APC R [HI I B7-
1/2, 5t CTLA-4 5ii4k 5 CTLA-4 45 4, K E P e
PN . HAT, O I PR IE 55 67 VT B 4T (ipilim-
umab) F {f SE 4 B8 PT (tremelimumab) 25 2 F$ CTLA-
4 PR RE U L 3E T A0 M vd 1k, A Hiss /8 .
AbAE 1 TN ) SIS A R L, JR BT (radiation
therapy, RT) 54T CTLA-4 HuiA (1156 H 7] LU 5 CD8”
T 200 60 A4 8 PR 0 e 88 2 S 7, 37 B VR 9T 5 RT
I5CHH o] BE BB RI6 T S

243 FLAG-3#KiEIT LAG-3 Z2HiE KIMTE
Treg 20 A AN 2K B8 T 4H M0 b =208 B4 14 52 44, mT A
[P A PR 280 T 20 B LA 45 5, 3 98 Treg 4t L
()0 61 3 1 . Pt LAG-3 T4k 7] DL BH B LAG-3 5
MHC 112555 F (WA FLAE A, 3§ 56 Ji 8 45 5% 14 CDS'T
S B 1R 4 3G R4 B B R AR . AR AL R E TR T
LAG-3 HU i AH A FE 5820 o 1300 1 /11 3l PRI
IOEI%T 30 191 Mg FL R B E S T — R
LAG-3 $iLf& IMP321 ¥R 77 , 45 R $2 7~ IMP321 7] LA B
P = R AR 1) ORR

3R 2

H AT, GBI I OB ] LR T8 g (1) 52
iR S ot P R G 2 B SR AL 1) () IR AR A R R, I L
S = DAL IR S VR T IT S SRR AR bR B, RIS
A B E ) I8 TT SN PE AR . ik, AT DA
TR I R A TR AR DG 1 4 E 5 4 G2 s 0 % e
5 DR A 0 5 ARG L e i 0 i A AU AT 4 0, FREAR
AL A RNE AL AR B A ey T B,
[FII , B3 B R B AR, Bl , Atossa Genetics 11112
MU ERAY CAR-T 4L A SREAIE
T FUAE R YR TT , @I IR IR IGAE L T iZ AR
A, IX B HES) CAR-T I i E SR IR AR R -
AR, B I0 T A A E T ARG iR R IIE
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