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[ Abstract | Colorectal cancer (CRC) is one of the leading causes of cancer-related mortality, imposing a substantial

health burden. Despite advancements in traditional treatment methods, patients with metastatic CRC often face limited options

and poor prognoses. Chimeric antigen receptor T cell (CAR-T cell) therapy, initially successful in hematological malignancies,

has provided a promising approach for treating solid tumors, including CRC. This review explores the potential of CAR-T cell

therapy in the treatment of colorectal cancer liver metastasis (CRLM) by analyzing relevant clinical trials, specific targets, and

challenges in CAR-T cell therapy for CRLM.
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AR FEALE: (1) M A4 B AN EH 1
AR ES T 4. (2) FIHBT CD3/CD28 it
IRARSNETE T 40, 15 SAIEIGTE. (3) @A
CAR JERIXT T 4 i A 7 3 Rk, A FLReas 1R ) b
rEF R, (4) 7RIS 1 CAR-T 41
M, DISARIR ARG Ir G aniedice . (5) 7
HE AT RE R BB IR A0, DAMESR CAR-T 41
MR ERRCR . (6) K CAR-T 4iiffd l4im A 85
PRI, BRI A RIE X AR SO A% iR A
1&4 A1k, CAR-T 4kt K25 3 18,

%5 11X CAR-T 40l CAR {4 & CD3-C N &5 Haeg
T ERRESCEL T 4 010 T Ak, (R = g
HEMARBIFAYUMERE AR, S Ihes
Uiy BN B AR 3R A R AR 1 AR CAR-T
I A S A% I Jed T R S rhoE L 4R AR RO . R
fift D& 55 1 4% CAR-T 41 B 19 F5 A 2 1) 8, 26 2 4R
CAR-T 40 ffg 51 A 1 33 3% &5 4 5 (4 CD28 &,
4-1BB) o iXELZERIEE TG 5R T A2 (T cell
receptor, TCR) 15758 B, SCELLLT JC B ek
(1) LHNBAE S T 5 NF-xB 2556 A7, M
ProRT RS, fE0E T BRI A S AAE. (2) 2
HEy THER . TNF-a 800 73530, 3458 /il e
PENE o (3) I PR R RS B, SR LR
R T RERIR, PORBEAIMOR R . 5 3 AR
CAR-T 4NN 3% T & 2 s A b ) 4t 44 3
) CAR 4k, XAl (55 S sl T
fh: (1) ZHEIERFNEAFS ATFEAR T 475 1L {E,
BRI E A PR R R RE TT, BRI BT
TR 32 K0 (2) BF X4 Iegg B Jit [ i)
% % (mesothelin, MSLN) | 4 % 3 {{ CAR-T 4
it Jee B i B i R AR N R AR, VR TIRYT
Mo (3) 3 o 4 i s B, nl 76 Of B
Tia) 5 S P ) () o 0l 20 S A S P T, R AT I R XL
o PRI L, MEE 1 AREI5E 3 X CAR-T 41l iy
HHIEA T IR 5 5 FALHI LR 838, ARIFFE
07 TR R A T AR g B T (F S 5 2 M
SRR VR BT TR [ SRR R TR R

2 #EAREHER CAR-T 183477 CRLM Kl
PRA 5

CAR J& CAR-T 4l A2 0o, T T 40
ANFEAAMIHTE( human leukocyte antigen, HLA ) DA
e N M PR R AR ), XA 40d CAR
WO Y T A0 MRS T R AR T 40 i 4% 18 1Y TCR RE
TR T2 1 HAR. CAR BRI A0 45 IR

AEPTR (tumor-associated antigen, TAA ) Z5 5 [X
[ 30 R U5 T B v BT RS A DX 8 g e T A
Jr Bt (single-chain variable fragment, scFv) | . ffd
HMEEEIX. . BSREIXCRINAE S X . BFRbUR AR
S CAR RSk . AR MR s T 40 3 B %%
PR R, B B ARPE R I 4
MR TH 2R R IR R e BT . SR TR R 1R
2R B R RS, IR 240 CAR LU
TAA VERHE A, (HIX AT RE2s UM, R, BEHt
AE T i Bt 75 2 Bk A i R i, DU W] R
B CAR-T AU Bt #E A9 mT BETE . 7 CRLM 4,
FURTA £ LR JLASE RO CAR-T 4T T 1l
IRWFSE (£ 1)
2.1 FAEFR (carcinoembryonic antigen, CEA)  HHi
CRLM #IAYE TR J5 & & KB J& = AR, 76 25 i
Je8 A A 5 T N B i kR R R B R 1
Z2 L ¥ CAR-T 4G YT 5 F ARG A AT RE 23
D IE 52 R I X EE 7 AR R . B AT AT
o0 T T —Fh L CEA S #E 4 A9 CAR-T 41 i Jf:
PEAT T — WU T W]l PR % (NCT05240950 )
(E 1) o IAFRHE ARG B3 AL T ICPR IR PR
25 (no evidence of disease, NED ) , fik/]Nik B8 95t
FHME, HAHZWWRA CEA JL @ fHE R =30%, 505
9 1X10%kg. 3X10%kg Al 6X10%kg i CAR-T 4
Mo, FEL S et (28 d WA RFF
KRN CEHFEE ) M 24 SHBEE XA
WHIR AR R, 12 1328 52 T CAR-T 4il il
T (1X10%kg 2H F1 3 X 10%kg 2H 4% 2 1], 6X 10%kg
8 M), EE Az Ry, Horh 8 i BB
T 1290k d > R KE, R EL
3 VLR AR FBEZE A (cytokine release
syndrome, CRS) . 03 R0 40 B AH OC 7 28 55 1
ZEA1E (immune effector cell-associated neurotoxicity
syndrome, ICANS) K", 7 6 X 10%kg 7 &
rh, 4 937203 i s To R kA A ) 3 i sA #)
5.7, 10 fl 1S ANH, BEVIATESEAT ' . RS
5 H A CAR-T M MTFIEM R AFET: (1) %
RGBT BAERGYE T AN, EEHMRERT
BRAAAW; (2) i g oE T CAR-T
S R I 2 T AL SERRTIE, fiff CAR-T 4 = 2R AEAE
JHIE, A8 RO A8 45 oAt CEA BRPEIE H 2H 21
M, (3) 2B Rk, BT I3k
B TR IR 2R E SR TR . 9T CAR-T 4 Jifd
7N T CRLM AR5 BhiR F A AL TR 3, ks
fIk CRLM AR5 5 A 3 It 1B ANG 7 40
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Tab1 Comparison of CAR-T cell therapy for CRLM targeting different targets

Target Research phase

Efficacy

Safety

Limitation

Phase | clinical trial
(NCT05240950*,
NCT02416466)

CEA

Phase | clinical trial
(ChiCTR2000040645 )

GUCY2C

EGFR Preclinical/early clinical

trial

CLDNG6  Early clinical trial

(NCT05410717)

HER2 Preclinical trial/

individual cases

(1) Postoperative adjuvant therapy.
The 2-year RFS rate of the high-
dose group was 57.14% (4/7);
some patients had an RFS of 5-15
months (NCT05240950). (2) Late
stage treatment. Combined local
treatment can enhance therapeutic
efficacy (NCT02416466)

ORR: 40%; mOS: 22.8 months

Limited clinical evidence, mainly
based on preclinical models

Still in the exploratory stage, with
no publicly available efficacy data;
often used in combination with
multiple targets such as GPC3 and
MSLN

Based on the experience of
trastuzumab, CAR-T design is
mostly in the preclinical trial
stage

Postoperative infusion
tolerance is good, mainly
characterized by grade
1-2 lymphocyte reduction,
fever, and rash; no grade 3
or above CRS

The incidence of CRS was
93.3% (14/15), all grade 1-2;
the incidence of diarrhea
was 93.3% (14/15), with
grade 3 cases accounting for
57.1% (8/14); the incidence
of ICANS was 6.7% (1 case,
grade 4)

Due to the widespread
expression of EGFR in the
skin and intestinal epithelium,
this approach has significant
on-target/off-tumor toxicity
(severe rash, diarrhea),
greatly limiting its application
Limited data; using NK
cells may reduce risks such
as CRS

The risks of cardiac toxicity
and intestinal epithelial
toxicity require special
attention

Due to the low expression
of CEA in normal tissues,
there is a risk of on-target/off-
tumor toxicity; the optimal
treatment stage (adjuvant/late
stage) is unknown

The sample size is small,
and the optimal dose is yet
to be confirmed; prospective
validation is needed to
determine the correlation
between target positivity rate
and therapeutic efficacy

Safety is the main obstacle;
CAR-T cell therapy is far less
safe than EGFR inhibitors,
severely limiting clinical
development

There is very little data on
CRLM; available evidence
is mainly based on research
experience in other solid
tumors (liver cancer/pancreatic
cancer)

The HER2 positivity rate in
colorectal cancer is low (about
3% to 5%), and the eligible
patient population is limited

CRLM: Colorectal cancer liver metastasis; CAR: Chimeric antigen receptor; CEA: Carcinoembryonic antigen; GUCY2C: Guanylate
cyclase C; EGFR: Epidermal growth factor receptor; CLDN6: Claudin 6; HER2: Human epidermal growth factor receptor 2; RFS:
Recurrence-free survival; ORR: Objective response rate; mOS: Median overall survival; GPC3: Phosphatidylinositol proteoglycan 3; MSLN:

Mesothelin; CRS: Cytokine release syndrome; ICANS: Immune effector cell-associated neurotoxicity syndrome; NK: Natural killer.

CAR-T cell infusion can only

ARD is
positive or re-positive after
adjuvant chemotherapy

be performed w

Sign informed
consent

Pre-infusion screening
P
<

Neoadjuvant

<—— Pharmacokinetic evaluation ———
Safety
< assessment

1-4 weeks

Iekliine after cell

Postoperative ~ Postoperative adjuvant therapy (or

therapy (if) interval unable to tolerate adjuvant therapy) = detection. infusion
MRD detection + PBMC collection
CAR-T cell reinfusion
*
Operation

CAR-T cell preparation, quality
inspection, and cryopreservation
(approximately 3 weeks)

El1 NCT05240950 FFz% ' im g
Fig1 Flowchart of NCT05240950 study '’
For the included patients with no evidence of disease, lymphocyte clearance is not necessary. MRD: Minimal residual disease; PBMC:

Peripheral blood mononuclear cell; CAR: Chimeric antigen receptor; CEA: Carcinoembryonic antigen.
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2.2 B3R ERLEE C ( guanylate cyclase C, GUCY2C
HGCC) GUCY2C J&t—Fh 454 R 1L B, HL
21 it 3% 1T 2 (S B T g L Bz 400 i %) T s R 1T
GUCY2C £ 60%~70% K CRC H & i 5 v = FE
Fik, HAE 70%~80% [ CRC 1t ik,
2016 4 Magee 25 ' iiFWAE 5] GUCY2C ) CAR-T
4 f 7E /) B CRC B2 AU b 97 88, iX 28 CAR-T 4
it 2% B4R BT R M B, BB AR AE AR AR R Ik
GUCY2C My Ja 4 M, I 78 JC W 3 5 1 09 55 00 R X
CRC fili ¥ % 45 %, 4L %t CRC Jili 5% £% 114 1< 39 1%
P BT IRBESEAE R, R E R TR T R
GUCY2C 11y CAR-T MR 7 e Pk CRC Wil
IRIFSY o 76 B ARSI R 0 — 300 T 3 PRI
( ChiCTR2000040645 ) 1, it 1 5 GUCY2C
[ CAR-T 4 il 5 %8 [5] CD19 i CAR-T 40l g i IR &
#lg (GCC19 CAR-T 41fi) , ¥l GCC19 CAR-T
YR AE 5 R B VA PR F 1 CRC BB 3 T g 2 4
PERR AT L PRSI A 15 il GUCY2C
FEIK BAPE B R A 352 2 IR 97 SRR YT AN 32
(P OECh =2k) M CRC BE . BE e
ZI A M FEGA R (30 mg/m®) +FRBEBLIE (300
mg/m’) 7 EIA TR ELARHERR, 15 [l GCC19
CAR-T 40 i (1X10%kg 8] 2X 10°kg CAR-T 41 iy
R K ) , HLZg R el i, TG H A IR A 2,
FEWE G R B BFIE 45 R BoR, FE4E AT — 7
H GCC19 CAR-T 4i Jiftd (1) & 4% 15 i F 2 v, 6 #
KRBT E AR, S BIBRARE, 4 T R, A
R & W 2% fift %R (objective response rate, ORR) H
40.0% (6/15) . FhEHEHI2 ( disease control rate,
DCR) Jy73.3% (11/15) ; 7E 2X10%kg CAR-T £
J 77 & KR, ORR HIDCR 43514 57.1% (4/7)
M 100% (7/7) , Joilt B EAE I ( progression-free
survival, PFS) 4 6.0 ™™ H ($23Z 1X10°kg CAR-T
YRR AR R A 1.9 H ), B
SAETER] (median overall survival, mOS ) 5% T
26.1 N o TEEMEIPAL T, GCC19 CAR-T 4
JL A7 R B A KRN AT 4 L AT B A AR . F
¢ AR B 1) 3 2 A ] R 5 L ) GUCY 2C
) CAR-T 2 At £ H AL 1 AH ¢ 19 1] 75, 93.3%
(14/15) WMERA R T — s, Hp g f
BEAD T 3HETE, PR E R 5 d, XL
BTG R — it H T, AR AR AR H2 32 A 438 Wi Bz o

WRTEN NG IT e A5 B RGE 2 i . BRIETE SR,
HAER RN A R FE EZh 1~2 2, BiGILR
JU SR . A, I AR T LE AT CRS, {EAR
R, ARSI R B 3 ak DL /Y CRS,
X — w6 T CAR-T 4 7 vk & Y vPAL L H
B, RS AR R I S IR AR OGS T
7, X iE—2ESE T GCC19 CAR-T 4MIA YT 1E %
IR X 2R R AN GCC19
CAR-T AR $ it 74 1 38, W) Zimil R
5T R AE N B E T A
23 & & A KB F 24k (epidermal growth factor
receptor, EGFR)  EGFR /& CRC J&¥7 & diLhy
M2 —. EGFRAE N M, HAAME ]
B CAR-T 4 B FREEHLIR (scFv) A, TG
7 REASMHENZ E1K ( major histocompatibility
complex, MHC) 73 ¥ i$, EGFR {57 M E
A B AT 5 e b 96 A0 M R AR e s R A e T, S
CAR-T 4 il A& 398 W U R 240 . CAR-T Zii i — H.
FUI EGFR BH: P 4 i, T8 3k DA BILI A 550
AHfE: (1) PERlCEEFLZE U 2 e 2 5
(2) i1 Fas/FasL i B 15 SR AH LA T2, (3) 40
WA R F (y THEFE . TNF-a) FE5 RS
AR A 7 A e B BIF ST 14T BAAE L 1] EGFR
i CAR-T 20 L6 77 ME3A P4 EGFR FH 1 i 39 52147
BFFE AN AT CRLM 3, [HJRE 50 R Wiz
e UL (VA € €Y Sl
24 R%Ei%3%G 6 (claudin6, CLND6) CLDN6
EEEIEREEARBE G Z—, TEAEIRET,
CLDN6 £ L BB ILMZ 4 E L HEh T
Tk, WG, . AR . IHALESE, BERAR
MY IEH AL P L2 2 Ui, fEALUEM R
At R rh, G SR AT BB R, AR O R
TE MR, SIS BEERE T
CLDNG6 S Hm &R . H AR RTHFZE Tk
52, CLDNG6 [ mRNA %2 1 il %% Y irf IR 20 i, 15
T CLDNG6 ik, #rififieit CAR-T AiifiAviG{b .
A R0 PR R, B AE AT FH IG5 7 i CAR-T
S M A 0Tt e SC R 2 R IR, X — AL AR
AF5 CRC 78 P SRR e A3 3 T 364
2.5 AFFEAEKEF 24K 2 (human epidermal growth
factor receptor 2, HER2)  #4) CRLM f J&7 41 ig
FIMAETE HER2 i (JUHTE Ras/Braf B4 AU %
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1), X CAR-T A4 4 T W 76 i 0k
558 CRCHALL, R HOME R T 4125 &
Foak il vEZ 4k CD39, SECT 4N nERESE, o
A ROCR IR . 4l e HER2 7] BEAS K& DL
TP RS O EE, Potenza 25 YBFSEIESE, it
FE R B HER2 475 T 41 (CD39 iR Al )
T S50 3 A TP BEAT 80 B AR SR R Y HER2 BHM:
CRLM K &8 H . H Uk, “#m HER2+ fi# Rk CD39
T LA SRS T RESE AR AT IE 7 1A

3 CAR-T {7 R R Mk ik

31 CAR-TZ L7 %8 R R R &  CAR-T 40 il
¥7 L JCBE i CRLM MR YT+ >k T8 A 22, SR,

X R TT VL A AE T N RO, JE I & CRS
ICANS, IR FEAS K vl RES 15 S PRI,

i CAR-T 40l J wh 25 ™ 2 Wil . CRS % 4B i Al
JE R CAR-T 4 iy AR N, T35 RGN
T, BRI RAEANME I+, M A AR 3™
AR ZEREIERIE R RO S . &%

o, PESF . WUREH . BAIME B, 28K
N 4 N 391192 SN 0 7SN N/ B0 15 SNRTINS O = = N
G WRURRIXE . PRI . S DIRE RS . B DhfRed
T, ICANS B4R HATMANERE, naeS540
PR R G, HImRRIMEHE I . 5% . 5
WWE RS . VR, WU AR, BakAE,
2R K i | 2 A8

3.2 CAR-T %8 Je 97 % f£ CRLM ' 89 e bk RE
CAR-T 4 M7 VA7 I 3R S0 8 I rh RS 128
PR A%, (HHAE A JUHE: CRLM H i iy FH A
T s = DR

32.1 MFlEREG SRR IR HEA R
A G AZ ) RS B, RS B 108 5 5 A e A
TR R 1R IO ot 8 DA T e 240 B T R L
YERL, SRMTERG R 5 N, B gh 4 i vT g5 =
KT, 1 M2 BIRAL, 3R Y e e
PEARMO 7 (B IL-10, TGF-B%%) , XU T A
I E AV ] CAR-T AU 1& AL R 5, i 755
PP T 40t — A 5SS 5 Y . CRC WS
FEIR M BELE 11 CD46 1 3E 1o 55 bk A B A 1 1
( lymphocyte cytosolic protein 1,LCP1 ) AHEAEH],

B T AR IE 9135 AL VR PE T 408, Mni s B
i 9eR 240 A9 SRS N T 20 AL ) SR WA, XS S fie

JEE N 52 AR R A2 2 e 1 R ) DG SHEBIL R 22— Jiyd
A0 A HLA- 1 28001 2 2R B R ok b sk O e
PO, A A 0% B8 HLA- 1 3Rk, (HAE%%
Bt DR S A A W R e BV 2 4,
TR g A e T A s R s b e, RIS CAR-T 4 g
RERSEN KNI, e BE TR,

322 M#BMERMAENEL  — B
TENEER, eAfa B EBHIAE, ES—1H
Z AP PR A A AT s A R < T X
X} CAR-T 4fi it () B iy HAT B 9 Pt 1. CRLM
AR 7 v 2 K R IR I 20 . ( myeloid-
derived suppressor cell, MDSC ) FlJHJ #H 5 E 0 2
JItd (tumor-associated macrophage, TAM ) ., iXLEZf
J3E 2 7 AR R . TR RS, DL TGF-B .
IL-6 S5 40 i P, A4 % T BH1E CAR-T 4 A %12
TR 4 T RE G R O R A ) e 8 2 i
5 CAR-T M fE HEE A e S ai i . &
Pk e 25355 FE W L, 1 CAR-T 40 J 2 ARG AS ) 1) 24
B gy KA Reve, R AR 73 For Wb . 1
FERE S TRET .

323 AT M B IE 5 S IE A CAR-T
40 g, % E CRLM i kL B8 5 2 1% 45 4 20 21
B A2 B, WIS 1) i 9ed A DG 82T 4E A B ( cancer-
associated fibroblast, CAF ) J i 4 1 B8 i 45 [ A1
FHE A, TR WT 4l fEize” 1 A
5 A A BEL RS CAR-T 41 Jfd [ Fifr 9 A% 0 1) ) BB
TR, I 5 W AT A A0 A 4 R A it —
HIRE IR . Ak, AR Lt i Ak
TIENZ ERE, Z AR E sk
T Lo 5 U4 N B AR 308, (et S5 il
AR CAEHM . Biw ), #F—DBHASRUY T 41/
PIER HE; W, = 8b 2 bR e i o+
R PESET- AR 1 ( programmed death-ligand 1,
PD-L1) 33k, J CAR-T 40 isifgm "
324 RERFMSL CART HEFEAMTE CRC
Jihea 20 i T R R IR 2 ) st AL RN R A AR ek, &
i [m]— b N s e RN A ki 22 TB) SRR [R] A 4L
Ji o BRP S BT AR SE it A ) BB R
CAR-T 0 LA RGH KA a4, fille ks
G758 1 AU 7T RE P EUMR ke s 5 Y L A sh
2EPRERAE CAR-T 40723777 CRC Y7 Reh i
FHXCHER . CAR-T AL AITE B3R A AE |
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SEGHOT AR N REA BE A DU AR, SR, 78
CRLM I8 %5 s rfr, CAR-T 4 g & 30 i 5 2%
PEFITE DS, FRE] T IR .

4 CAR-T fify7i%7E CRLM i8I HHRE

4.1 FAEFLRGLIN  BHETA — LS
PRI C &t T TAHSCHES, IS RTEE 17
(cadherin 17, CDH17) 15 &% ¢ & IR # & 5 4
1 G FHEZ 1A 5 (leucine-rich repeat-containing
G-protein coupled receptor 5, LGRS ) . CDH17 7£
TH A0 R Y5 Y iR b S B R, TR R e
HYUP I FIAA . Feng 25 1E L UE IR N4 85 )
— M E PR ESE ] AZ X (variable domain of the
heavy chain of heavy-chain-only antibody, VHH )
YURBUIAR T4 VHHL, IZA0K BT BEAS iR 5
Jteh & ZMIHLIE ME K50 CDHIT & H, 5T
UEA Y CDHI17 CAR-T 41 /e /N BB RS rf J 3R 1y
K AT MR TS M. LGRS 7 CRC 1) il - 20
MbREY, SRR k. e St 25 V% VI
o Desai % Bt T — 10 % F CNA3103 (HE fi
LGRS 1) A /& CAR-T 4l L i ) 1697 e %  CRC
B T/ 10 a BT RIS, 3 R 5E CNA3103 1Y %
o0 N1 B ¢ JNE AN iy P )7 SR e B S S
LGRS BRI HE SR BEOCHEIESE .
42 FZ 417147 (logic-gated ) A R ¥eq CAR %3t
SUIRAL R A SV A B 8 b AE 7 CAR-T 4lifLy7
e, B AR AR B, R
ZANR A WA R XS, 2519 CAR-T 4 Y
&y ix — R T A P R D5 %80 Tmod
RGBT R BORIE T b
HAZ LB 30 2 R 1] TAA (41 CEA 2
MSLN ) , 17 410 6l 52 44 88 1) 1 %5 48 B b 38 3 A7 #F
f HLA-A*02 73, 24 [ 200 i DA A% 45 Pk e 2 i
72k HLA-A*02 A I, 4l {5 5 ## B}, CAR-T
240 Ji % 4 7 P R Y. AND ] 45 CAR & 4
BEOR T 4[] i U550 PR TAA S A B0 . 1)
n, e CEA FE K AR 53+ (epithelial cell
adhesion molecule, EpCAM ) [ X451 AND ]
£ RevCAR R GEAE A N2 Sl W5 AL vt /s i 0y
e R S
43 VR CART #mfie & % 2 4 ) i 3R CRC
14 IR TP 358 LA A e Ak DR R A, 3R B A T

T 4l . MDSC J& TAM R H#1H, DL TGF-B.
TL-10 25 40 i ¥ 41 ja IR 7 19 5 R s . e 4
CAR-T 21 M 78 WL I 55 v e LA AERF D 5 45 A1k
5 4 LA HT B CAR-T I/ 22 4 CAR £ R JER) |
FINEANRIR T, A I bR TSRS, TT
A TL-15 TL-12 SFE P HEAET- 80 1 ( programmed
cell death protein 1, PD-1) FHWHY scFv, fER/HIR
TUFREE AT A S 0], DT 9 T 20 B A e J=)
ERIFFANE S TIRE . 400 TL-15 A [ ol Al 1 JUL 72
T 1B BE 3 (glypican 3, GPC3) CAR-T 4il g 76 T
20 i Bz GPC3 PR S A9 v e B 3 s )4 A 1
Hhug sk, Jf BAe T i AR5 i DCR ik
BT 66% . 43 PD-1 FELII A scFy Y CAR-T 4
MLSEEE T B A A s, BRSPS 1 R R
ZHMIAY PD-L1 #6385, I HRERE L5530 07 X T
bR S P LA AR T 2, BB H e
DA B4R CAR-T 407 CRLM IR Y7 H 14 4
(W& Nilip=a=p
44 i@ A A (off-the-shelf) CAR-T % fee 5 4k 1
#& A CAR-T AN & RIS CGls 2~4 14 ) |
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