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[Abstract] Chimeric antigen receptor gene-modified T lymphocytes (CAR-T cells) have made significant progress in the treatment of
hematologic malignancies. However, the uncertainties and lack of controllability associated with their in vivo behavior remain major limitations
to their clinical application. Uncontrolled or inappropriate activation of CAR-T cells at unintended locations can lead to reduced antitumor
efficacy or unpredictable adverse reactions. Enabling CAR-T cells to exhibit predictable and controllable behavior in vivo, with activation
occurring at the right location and at the appropriate intensity, holds the potential to significantly enhance their antitumor effectiveness and
minimize adverse effects. This article systematically reviews recent strategies for "remotely controlling" CAR-T cell activity in vivo through
innovative designs that allow precise regulation of CAR-T cell activity and behavior. Achieving safe, targeted, and efficient antitumor
responses represents one of the key directions for the future development of CAR-T cell therapies.
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KRz o CAR-T 40 L W] 4% B5 3% Wy % F1 1 8 48 /N i F
B, BT R, B R O CAR-T 40 i 35 # 4
FHARBEERLE  FALFEES HESFSETF
B, LI CAR-T 40 MR AT A B “3B 47, 3L B3 o
TR BT B R R At 2h Rah /1 F AR B B,
B B, X 26 57 W R F BOR VT B R O R CAR-T 48 i
EHRTHBHWARBE. AXELBREH
“EFCAR-TH A THEGTHHARH®E EIEH
PR A R HT 5

1 RS FFXRIES CAR-T AR AR AN

AT IECAR-TH M EERAETELRR
K7, ¥ 8 B Mk 2 4 CAR-T 28 it %2 25 °] th Ffk s/ 4
FHm A ERRE., Flin, FCAR-TH L+ %
ik ¥ % 5 # caspase-9, 20 BB R N T H
AP1903 ¥ 7E , )\ T /- § caspase—9 K %1 #9 CAR-T 28 i
B ¥ EEAR % HAEKE T %K (truncated
EGFR, tEGFR) Bk CD20 1£ 4 “7& & 7 #% & & 35 T CAR-T
MR, EARZE SR/ ZE 2R, LK
IR #4288 § B9 28 Bg & 4 (antibody—dependent
cellular cytotoxicity, ADCC) Fu/BX b A 4 %1 4y 2
i % M (complement dependent cytotoxicity, CDC)
KR, 7E M CAR-T £ JL ™, X 48 77 3k & JR 66 78 CAR-T
MR E Y R R KR, AL
AT, —BEABNNEREETHER. Hit,
— BB R FAE RN T AR SR CAR KT,
# CAR R £ K FE CAR 5 5 4 7 E , LI A CAR-T
AR A AT T 1 R,

1.1 AT 5tk A CAR-T 40 i F M- %

— MR ENEOEE B E NS FHYFENE
T R e 2 B, R X R AR, FT A2 /N F 2
WE SR CARBE S . ldm, F 18 E % 7 % % FK506
% 4 7% B 12(FK506 binding protein 12, FKBP12) 1
FKBP- & 18 & % #H % & & (FKBP-rapamycin-associated
protein, FRAP) #) FKBP12- % # & % 4 4 35 (FKBP12-
rapamycin binding domain, FRB) % & ik & &4
WU £ ™4 CAR B4 2E R #1477 CD3z 4 5 # FKBP12 5 FRB
BiA KA, EEWMERNE ST, CARK R B F A0
CD3z A R A EEM T HIEE T KUNRIT
WL LEUNG %" B9 %, #1142 F] FKBP12 2 FRB #2 4\ scFv
A0 CAR BN RN 45 A0 R . X SE SR g 9 895 CAR-T 40
MAERAKEREBEABECRET TR FE. Vi
5 CAR-T 48 FiL 75 1K 14 4 2 i B B 3E fb. , WANG 25"/ F| 7 B
Fo Bt e L 40 K BRR 0 ZE B 0 B & O CAR-T 40 g 3 34 U
WET. HTHKEEEBEMIETHERERG XL,
ZHAFR RN EE BASARERABRENEE,

Wk V& AT T H CAR-T 48 i

FREEWEERELZINE T, T a2 D EA
REAR WA FF 98 %% RORL, H 47 CARf2 5 FF %
BN o F 2 4 % BB R B9 K 7E . RICHMAN &MV 44
# 7 FKBP12(F36V) R B R EH CimiE & T KE A
1942 A B 0y & B & #f 7 E F (degron) . FiZ @A
Z B A1 CAR # Br R 34, IE ¥ 1§ WU T degron 7 7| & #&
T FKBP12 F36V & & B & & 8 = 8] 4 A FLIR /D
4 F %541 Shield-1 7] LA degron J5 7| & & , AT 15
FCARFEfR . ZERINIE S F ,Shield-1 7 £20 h
A 1 M T 8 CAR & 1k 60% 7= A . B L3 gE e/
- F 2 W i AL FE [ 47 3% % (asunaprevir) JARV771.
ARV825 1, 1x 2 /N - F 2 4 ok JE L HH *T CAR-T 48
BT HRNAAE . B, eI EELHT
CAR-T 28 B A& 1 78 HE Ry #2 41
1.2 A& A#F4E5F 454 CAR-T e fath ) &%

% N CAR 4 M Wit BB B 1l T 48 R
B BN R R ET, AR ETHRNRERES, B
BT CARMAM R A E B A S LS, R ETH
W Z R A A B BN, B LA
STHL T 40 B R A B R e SR E R R R
2018 45, CHO %" 1k 1+ 7 — A T 40 f $ % —scFv # &
B EE NI M B T2 KB € 89 CAR M Ah B, B
8 R L 4mA2 B CAR A 4t (split, universal, and
programmable CAR, SUPRA CAR), i& it i Z A 8 4 F
B 7 B ] LUK 40 455 4] CAR-T 4 it e 75 1L 58 & 5 /1% 1%
T, @36 R B B B F BF R U0 4% CAR-T 40 g
W EEAT, R SEHLT 40 A R R M B [F] B 2R R BE 1A £ AT A
Bo BEX—RIWEAT, 46 MEMNTHEH
M o ] LB R L HY R 4% 34 Bk, 4m EDWARDS 4814
J D 4 45938, (D~domain) X & scPFv & 4 iF & #1144
JC 1 A4 7 B9 SparX-ARC-T 1R % ; B 4 #L FITC CAR-T
HEERN— RN ELS T, BB AN ERE
TR FEA BB FITC-H B I 4n, FLH BB A
BT B AE A BB FITC-H B 1B By, £ &
FPJE PR 4E & Th eE MY IR B (2 — 88D ) S 1 -FITC 18
Bk 4 (Amph-FITO"™ % . 4 3 — F W 1 7 = 1 %
TE T 40 B AT % s 5 5 BRI N B R A T L AT AR
4, HAIDY 46793 i+ C0S—-GD2 #u SIG-EGFR #J # ## Rev
WrgEn T, 0% T2 f Bl B % 3 T anti—C0S-CD28 1
anti-SIG-CD3z 7 # 45 #] 1~ 52 % # CAR. 1% CAR-T 4
B S5 R AE R B 46 F B A Rev IT % 4 F B, A e M LA
3% T CD28 Fn CD3z 2 S/ F B R 15 .

FREANFESFAHCARESHE- RSB FH
THRAWE T HTRBL AR S THRELS TR
7| & Fu B 18] % CAR-T 40 A By v 1 AT 3= 41, 7] B 4t =



e, 25 “RE 57 CAR-T 4 A 7 IR I HLIE 5 Pk

-
4

- 455 -

BRI TARRUTFELS T, E—EEE LI
N EMMETENE AR RET 4R E A
TR 2 I 45 RV R A, A B 4 F 45 A B CAR-T 48 A BX
B ERRATCRET ERIRT, X 654
B THEAERE T CAR-THM 5B & &4 *.
1.3 4% /I CAR #% 7% -F (CAR enhancer, CAR-E) & &
& B 842 CAR-T @@ i hg 1k I &

1 CAR-T 48 fE 7677 + B A1 F 40 B ) F LA 52T
BE R EE+ 4T iz, ST i T X Sk R Y 40 A 1A
FREAE ALY, IR EENS S T AT
SEH A P9 CAR-T 48 AL B o R 1, 10 T BB 28 ik T B
Ko A 3% AR AX £ (5] B, RAKHSHANDEHROO 4¢ 1% i+ 7 —
4% 4 CAR-E R A& &, v i — N FE4% 3 CAR £ 7
PAMRRE R I 2 RERER. B TERERSE
W IL-2 5 TL-2 AR iy 35 A0 A PR, X 24 CAR-E E 4L R
#9515 T 5 CAR-T 40 fL 4 7+ M 45 6 B A REH A0 BUE
CAR-T 41 A, [ T S2 30 7 ¢ 44 P9 CAR-T 48 A 1 38 1) 1 8k
T MTHA, R AEATHAT —RI e A A T
W B T4 R Bk 6 a4 “IEIEVCAR-T 40 A
RETHITE, Flananti-PD-1 Fifk- i E To4E
B, 7] ik A B 48 B T TL-2 41, a4 TL-12.1L-15
EXTHRARNBDEAETF. AR LI, L4,
IL-7.1L-10 7] 3 5% 40,35 CAR-T 48 ffo 72 0 By 3T 4K M T 48
FI6IT b BT 30, B — P ¥ A T 4972 CAR-E Bt B 40 J
B FEEaE. +EFE" R L0 EYIEL MBI
BERART K 2 M7 /N T TR R S HE
St W E A AR, SELBEATAR N 2 2%, 3X O 5] B
SRR T W 2 T 41 sk CAR-T 4 iR 65 7 ¥ &k,
1.4 1% Al CAR 12 5 47 %] 7| 52 2L CAR-T @ it 49 4k Y

BI 4 B9 CAR-T 48 FL 1R 7Y 38 35 5K wE 34 1~ B A2 B 3
TECAR-TH MR EBZEF AWM T A RBTTET
B IR R E BT AR AT T 2 CAR
DLANEY Pk 3 . {E %t CAR-T 40 B S AT A I Bk 2 A 9]
BEH R ETREA M A AL, — /g F A T
LLE B30 | CAR & = %6 5, L L 1 % CAR-T 48 g
THBHHERLTEREAEAEE. 2DBRE
Src/Ber-Abl BB % 7| , #E 4% 18 33 47 %) ik E 40 B 4
M & A B AR R , 47 ] CD3 A1 TCR A8 % & B # B
70 000 4% B BE BL 14, AT 47 41 CAR B 4 BX A5 B 8L vE
5", WEBER %™ & , ff il ik 70 & JR [EL T CAR 3
S 5% ik CAR-T 40 i % Bt 1 K &, Bk 4% 1 %5 CAR-T
ARSI B B MM E T oW KRG
ZHWE B CAR-TH A T £ H 5 F fn sk Wik £
FHESR, REILLEE sk I RRE.,
&, E BRI A BAR R & T /8 B9

&, 5 CAR-THMBR G AT 7 RMEFH—F
B I PR BT T A LU AR 5T
1.5 RAe it ig“sbib{z &7 8 CAR-T Mgtk A 8 &
Az

2T Bk AW F B9 B R A B T 23 CAR-T
BT E e BRI R 4, A A Notch(synthetic
Notch) R SR AR A T Notch X &R-B A% & 5
JB B T i B A A ROH AR 1, 18 3T B3E Noteh AR 2
RSIE NN N = R O s P e
R FoFu AT 4 By E AL, ALLEN S P49 22 T B g 4%
7 M Notch & & R iy 1L-2 5 35 70 14 it 98 4% 7 1 &
A Notch (tumor—specific synthetic Notch,
SynNotch) . 4R SC 5 & BF , % 2 SynNotch 1% & 1L-2
F 15 70 B9 CAR-T 40 i RE %% AR 98 B 8 “ 4 12 K7 B
1 1L-2 89 4 6k , LI CAR-T 8 FL AR 0 B 4 ik TL-2 ¥y
M o B B E, 2 R T IR B P A B B T AR
T AR RIAIL-2HCAR-TH M., EHENME
% CAR-T 40 At 4 15 Wy B =5 9 17 AL %1 % 8 20 7 %R
BRETRERANEERITS™, E T4k
ERACE REE.

2 ETHEYMEIE CAR-T 4B A E TS

L% WA s g AR BT DL R B 3K CAR-T 4
He Fo £ 4 78 VA R, — 7 T A CAR-T 48 4% B8 H Y
I IE, B — 77 @ L CAR-T 46 g 42 f 8 3 (e o 2
B o T AR R T LU ER CAR-T 48 g 19
& TO 1 B A P 1 TR, SE 3T CAR-T 4 L B 4K 7
& BE BE N R E R
2.1 R &S THALILCAR-T @migt) 2 w55

GROSSKOPF %" il + — fe e A A 2 4T 4 &
(dodecyl-modified hydroxypropyl methylcellulose,
HPMC-C12)#n & Br 7 48 i 26 ff 2 /7 (Arg—Gly—Asp, RGD)
R 8 B-F LB 41 K B A [RGD conjugated
biodegradable nanoparticles comprising poly
(ethylene glycol)-b—poly(lactic acid), RGD-PEG-
PLA NPJ i % o] v &f ACHE IR, 5 CAR-T 48 i Fo e L B 5
IL-15 3t [F R A H 7 5 HAT B W E ST . CAR-T 40 A2
8 d A MAIE ST HALE 2 B A, AR T 1% S #9 CAR-T 48 JE
B ROE ST R E RSB E . R R ZR
W BIAT T A R VA 4 O TR 41K AL (polymeric
nanoparticle, PNP) £ ¥ 4t B 2 ik 8 8 89 RE TR R 1R
# CAR-T 40 f B9 9 38 5t % 5 7 B A R 45 71 89 CAR-T 28
MR A, S I, TPk PNP ACEE IR [ 3 2% B 1F 8 4,
T CAR-T 40— R M i fE W A MY 3, X BR a8 7E
K CAR-T 40 it By 77 £ B 18] , 4 RE 4% PR AR B R R B &
BEE . TANG %" FT & T — b o BA B ¥ 2 70 M B Jie o 3R
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LB WGBS KN TS TR AR AW
T T R Z K % 3 T 2 e B AL (toroidal-spiral
particles, TSP), % TSP B & 42 i Ik 89 W & = FR, 7
CAR-T 48 ffa fu IL-2 = R AE H o o X A 61 3 CAR-T 40 i
Fo TL-2 B9 B0k BT DAL\ B8 B B, A i it e A
29 /D 48 LI 1 B R OE B A AR RE Ak, U RE R AR
WCAR-T 40 FL P 38 7 Fm g AL, F= At B FOE St Bl S 7 &
W1 CAR-T 20 B B 47 U L AR T A R .
22 A& ST HAEAT CAR-T MR by ik R 4)i&

BATHRTURELETHME S CAREEN
RAEREREF, RAEREKCAR-TH BT 7,
Sz 3L CAR-T 40 A W 7€ & A Ak B 3 fn B 0& « PANDIT
ST R T — A4 K “Drydux” B9 45 X BL i B 3 A
FLAE M L EME, 2 anti-aCD3/aCD28 ¥ & i 41 A
1 A 4% 26 fe (PBMC) 5 %% A5 BTH3  CAR B4 y— 3 %% 5
FRAFEMF Drydux X E E, ¥ £3 d W EI
B9 CAR-T 40 fe il & o B Z“4pe T 7 & 3% 51 2| i
Je EP AL, B8 BT AR AR A A R T RS K CAR-T 48 g, k%
#B AR 5 55 CAR-T 40 iR 46 25 77 R B 97 3. ZHU % 1E
# TP #E F % 4 % nPEG-PCL-PEI (PPP) a— 3 #i 45
(a—CD)HY B 4 3 KB R, 721 AR B P R 8 3 1 T 40
ML B CD3e Flab'), FrEX#n T 48 48 2 M CD2 B 3 T %
KB CAR UL, [a8 ESTHZAT R, A 2 SE 3L T CAR-T
40 8 T AR A /N B AL o R R R R AL A AR Fe R
£, X UHT R RS IE AW E CAR-T 4 " T & A “Hr
7E CAR-T 40 j B % & AT 817, & # T CAR-T 40 fg /M 1K
WH & B E TR, HCAR-TA T E R T
F—MEHEAEABEAEE,
23 A& A& T M A X424 CAR-T 4 fe 69 4k A
&

M 7 f7 2k CAR-T 48 Fi 2k CAR-T 48 jf1 09 41 & 4t Rt
S, B TR UM ERT AW n T
PR, IR %, AR TR CAR-T 40 1t
523 CAR-T 40 BL B 48 9 75 M 45 % . HUANG 8 " | &
MM S MR LB - 7 B B [poly(lactic—co—
glycolic acid), PLGA] & &4l & T B K & Al# %,
B M M ¥ A& B KR (immune cell conjugating
particle, ICEP), £ & F # KK 4F & /7 7| 84 45 DNA &£,
] | F DNA 42 84 8 1) B oAb, W (B Bk R OUEE I A 4
4-F 5 ICEP 4 &, 7 % V[ 41 81~ 6l o &6 & & B9 42 DNA
HE AW A0K B A A . 48 K BTOR AT LASE 1 DNA X
HWESERARBE TR GENEEE G, Wanti-
PD-L1 #i 1k . anti-CD3/CD28 By #Lf& &5 . #F 50 & %
anti-GFP f% & #J SynNotch /2 5 HER2 CAR % ik #93%
it, [ B+ ¥ 18 B GFP o ICEP #H AT B W E 4, £ B W
ICEPHE| & T,42 5% T 8 CAR-T 40 fE 645 1278

WE LB CAR KK RGMIBLUI., & T %R
3 A/E ICEP L HYDNA fE 25 B £ FE M, (F15 2 ¥] [l AT
L M T, B A 44 CAR-T 40 JL Y 1
WAT R T W 8k

3 ETYERE S XA CAR-T 4R IE M1 SR AR

Bh R E R K b/ R
VLA CAR-T 40 Bt f% % T X 15 K., 52 3 CAR-T 40 fg 9 1%
W VE MR
3.1 A& AR EA B AL Z R AHEF CAR-T 0 e 4k
M

REME E T LA T A 8B ¥ i 12 5
EXFREWAR T, ZIFERN . HBE
El (heat shock protein, HSP) Bzh ¥ A H £ 37 CT
HRXRERK, MEASCTA B HFHEFME, WU
SR B % B o FEH| Cre & &1 & ik, fE A T LoxP-
STOP 145 #y CD19 CAR & ik & 4t , B ¥] 5L 3 48 75 I #
BAE S THCAR Rk, B E#HZ R 5 anti-
CD19 CAR-TH M 5T E| X T B+ , L w R E
HBERET B CARM R L F X ERMEER. A
B, WRELRREFAUSP BZ FTAEE
CAR & 1A, B T HSP JB 2 F 9 4 8 M & £ AR B &=
BRETHE.RPRT NI ESHNERLLRS, L0
CARHIRE“TF X7, B EEBERNBNEEA L
SE LA CAR-T 40 f #1078 s vE R 45

AP REBERN TR ERER
A AR EE ] Z WA, o B B e o R
W 3 0 4 H 3t CAR-T 40 LK AT 4 el T gt
77 F BB AR K k¥ B B A Bh CAR-T 28 A 32 ViE 31 B &
5 Bk WAL, U6 9T R 5B X DA B E B
32 R AW -AE TR CAR-T Miaik g &%

F e g K MR B K OR SOOI S R B e Y AR
g6, #E T LB AT CAR-T 40 A #y 4% 4% . MILLER &%
F JHSPBL #Z X B3 F Ll T 4 & M B
5'-nGAANnTTCnnGAAn-3' & & J7 7| 8 4 F iE 1% , i &
HAERENAGES TR TEANCARKL, B £
R ERNEE FTRADKMA BT B
K EE, T K B A E 40~45 °C, 5 G 5 AL el
TRAT 40 i % 35 CAR FF & & 2R 17 i 78 40 f . TANG
S B K SRR R F FAC A E AR R N-R
2, A B8 (hydroxyethyl starch—polycaprolactone,
HES-PCL)4k % Bokr f1 % TGF-B 47 %1 7| LY2157299 vE 4F
JNER, T 3T A BB AL HE A YT A0 AN L BR A RE 46
¥ %] LY2157299 & it 8 B0 AL B 7k 5 ¥ % K s 5 CAR-T
WM B, L ER AT CAR-T 4 M & fF B B 3 8

R
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PR AL, BB B9 RE E 4R AT E] B T LU 2R
LR R . P B MO B2 B MO e B
SEZH LT WANGEF LT —MadLuhk
o R A L4 R B IR SR KB, P E B
8 3T AR A R R 1R R R ORL , R B8 R AL A R A AN
SKBFORL, H T DL TR P R R B A R B
ERFNAEMEN. K Z7 %5 CAR-T 41 i T B A,
BT LA 2 4% 5 CAR-T 40 Fif 72 B 8 oF B 32
3.3 fE A AR X IAIE CAR-T e iatk 1§ &

—BLEGRMATRKTUAELNESTE 4,
AKX —FHE, ARFEELTT T LBEEEH W
CAR-T 4 fif, V& P 7F % . NGUYEN £ "7 3 F #4185 J+- F& 1%
&, % 2(arabidopsis cryptochrome 2, CRY2) )t f# B
fon ¢ A HE JE 4 M B 2 (light-oxygen—voltage
sensing domain 2, LOV2) #% 1T 7 o ¥ #= CAR(1ight-
inducible CAR, LiCAR),# CD19 CAR At 1 4 44 35 i
41BB #1 CD3z 4 7| 5 CRY2 . AR B Fu LOV2 @t & & 34,
B K 5 B B BB 54 T, CRY2 St AR B A LOV2 46 4, 52
B 41BB Fu CD3z & R 14 3% B , #1E CAR-T 48 fg . # —
T, AT RRBANEANERFEET R
s, R A R BN R N ES T — A A
BRI T LR B, A R LD 4
FE A g R R R AT, 23T CAR-T 48 g 72 fe g
£ B o] 3 BE R I EN RA R B M K.
il 3, HUANG % " LexA DNA 45 & 45 19 B fn ¥ A 1%
MHESMNEMELSZL 4 & B 1(calciun and
integrin binding 1, CIBD X — 4 Xt R W& 2
{2 5 biLINuS = Hx @ 6 & 1A, [ B ¥ CRY2 X # Bg fn
5 3 R HE B F VPR Bk 6 R 1k E TC OB R BAT, LexA-
CIB1-biLINuS % FR #| 75 48 B &% 40, T & B B R T,
LexA-CIB1-biLINuS 4 7 biLINuS #5] & T3 \ 40 i
#, BB CRY2 LR BEAn CIBl EE K R B T — &
k., ¥ T 4% LexA JF 7| % 11 2| LexA-BS, 1 B s # 58 T
VPR B T, ESCAREFH N #F, EHXENL
A E R A G AT USRI A T 48 i CAR R 3K B9 o8

ELRFRF ,CARENHEXSORERL S
BARTFHETRNEAFR, BEaTELNAL
FHRREAR,RA T HEZFLA. B, B &
BRA B LLA s R IE RAM R A gE L
MERRHMENFERS M AREARFERE
B HETF R R AL A RENARL T M

4 FAHMMNEE CAR-T HEEAAEREL

AR AT, #2404 (DC) BF H] 1] T 48 ff 42
EFRFHLEXT 4 M0 B E R EA . FlF X —

R, MA %0 CAR R Al B9 41 R B R 2 DC & & , 14 BY
DC 2 CAR-T £ At #4948 & € | % 5 CAR-T 48 A 8 fk 9
. BRIF XM AR EADCH ERERAET UL
L4+ 3 R 9 DC B & 2 3 1 2, F R X — K B
#% 52 L3¢ DC B 7 CAR R B 370 J& B & 20 R £ & [ 4
#, 48 T R4tk DC BT AR, AT E 474 32 45 CAR-T
W TEN . 7o, o R R A
R B A7 F R, TR M LE R R R 2 AN
A IR R E M (synthetic viscoelastic T-cell—
activating cell, SynVAC), % & % )l F DC ¥y ¢
CAR-T 40 R Wy RIS AE L, 3 B T % SR s o oz Rl S B o

VINCENT & " @ S i & s £ W E. coli
Nissle 1917, 3 7 it J& & % A% #E 4% CAR-T 40 i iR
B B 475 B B8 AT, S CAR-T 28 JfL vl Fib JB8 3= £ A 2 B8
e AR LET T H KA 4 f xS T 48§ 3% CAR-T
2 f0 R T RE S SR AE R, dn B R AR T 48 L 1A CAR-T 4 g
HAEARK, YR ER RS AEER S K
oF 4 Wk 4B B 18 3T 4 0 CC & F AL I F B AR 19
(CCL19) A1 CCL21, 1 #F T 40 Jf1 16 B 98 #3358 =+ 32
Ak, IEHAIWMEEE LR TEE
CAR-T 40 At fh 14 38 5 4T 88 0 78 72 AL R N1

5 4 &

“IEFECAR-T 40 f B9 B %, — 77 @ £ CAR-T 48 g
EETRAWNA R A FRHAE, F LR AT 50,
B # 5  — 77 W F A 4098 3 CAR-T 40 e i & b . oL
REELETHETRALEERN . BHRT
W AR, TE e & 2 k. Bl R EAK
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