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CAR-T AR T IHIL R G BRI R R
Research progress on the CAR-T therapy in treating gastrointestinal tumors
IR G RS EAR FOGEEEERFMEAEKEGER MWBA, i 200433)

B ZE] &P ZARIEE S T 40 (chimeric antigen receptor gene modified T lymphocyte, CAR-T cell) Jf 47 ML R {7~
TR IRCR, WO B B AN R | TR AN 4 B e ST AL R SR SR A T FTIE . Ak RAEA AL
Jilv IR 40 40 B RO D IR AP 58 A7 22 5 5 WOHE 1) T R (TR B AT CAR-T 4 i (g e - AR B b A BT ARl . CAR-T g y6 97 5 HoAth
G2 IR T A AR IR T — B (U RE R 8 AR IR A0 S 56 R /N BRAAR N SES6 . B BT A7 TE I BRI A5OSR IR P R A 4R A AT
SERIEH ™ EIENG 7 CAR-T AT 78 e , B 1 HAE ST TP R o« ASCRE 2ok CAR-T 40 SVE T W Ak R 48 I R it

TR i

[RSRIE] A R SRR RS T AL s B e s B8 s A MO s MELE 8 5 IR e 45 B Mg
[FEIS2S] R735:R730.51 [XHKARIRES] A [XEHS] 1007-385X(2020)07-0813-07

THALR G MR B RO R A E 2 BT &S,
2015 AF VAL R G s (s B8 s B s JH R
i IR ok e R 435 LI ) B R 9 214 T3 A5 5 o5 B
AW R IR R ) 49.9%, THAL R GRS BUN
T FE N E 160 54241, &5 A e 5 BOE T N Em)
57.1%M 5 111 55 [ AH S 4 A 93 531 5 17.6% A1126.3%s
EH O AT DL, e I T I £V A 2R G IR B iR T o
PR VIR ERZO IR 7 . G PR R
FEPRMZ AT T 41 i (chimeric antigen receptor gene modi-
fied T lymphocyte , CAR-T cell) & J7 IfiL i 88 &7 1
RF I RCR , IF B O CAR-T 41 i i 2% [E FDA #it it
HFRI7 MR ARG . IERAWH CAR-T 4R
I7TH A ZR G M8 ) R A S I R A AT R A, A R4
LT T A NS SR g . (H/& CAR-T 4 fREH
F5 78 A0 22 G I 98 A2 N 1) SRR VR 9T T Il i 2 Bk
A8 JI TR %) i [EE s J AR i 9% 24 i A s 1) 4 B R S A
Yo% B A 43 CAR-T 40 B AE DL 52 4211 e 2H 230
WG AR 22 1 2 R SR T it RS AV 4 L DR R TR 2
A 1iE (cytokine release syndrome , CRS) %5 2 il] T Il PR
I 5 T8 A 2R G b e 1 SR T S A A S B 1 B 1 0 R
(¥ CAR-T 4H e 5 R AN 3R, AR UK CAR-T 40 v
T IH AL R G MR B Tk A —2RiA

1 BTTRYAITH

L1 REE

13 e 20 3R T 1 20 40 A ol 2 P 4T i 52 1
A2 (erythropoietin-producing hepatocellular receptor
A2,EphA2) /& Eph iR M 7t J v i — 5, Hom] DLUIE
I A 3t b Bz 18] 5 ¥4 1k Cepithelial-mesenchymal transi-
tion, EMT) AL A Afe i 5 # fe o A Y o T 200
I, & EERIRANHTE (esophageal squamous cell cancer,

ESCC) # EphA2 i ik LAl v] BLik 2| 50%, I H. &
FILX TG 25 5Bk . SHI 28 2 1 25 4% EphA2.
CAR-T 4B , AT X B 4L T 40 ffd , 76 A4 b 5236 o]
PLAFETE £ 1 ESCC 40 1 (P<0.01) , 3F H. & 7 &1 #t
P 7E 5 ESCC 4H g 4L 55 7% 15, EphA2.CAR-T 4 73
WA ] TNF-o0 F TEN-y 55 19 20 i 5] 7 7K P v - 0 R
T A M (P<0.05) s {H 2 MR AT R N 3258, H2e 4
P R A BIUESE . AR A KT 32 4K 2 (human
epidermal growth factor receptor 2, HER2) 7E 14.9% [1
ESCC " i #i4 , 7 H HER2 & & ik B & R &k
BE S AEFPK PR 701 vs 24610 A,
P<0.0D". ZHANG %545 13 4] ESCC £ 2 1) 41
21 miR-143, & I miR-143 34 T IF 5 v it iz
BT 20 i (1) 205 52 BN A0 IE A ¢ . 45 F 1 miR-143
Feik, AT LR HE CD8” T 41 1 43 A4 < I 20 241 it o
T 380 98 RE PR 7 149 4304 » 3 5. AT A3 R HRE2.CAR-
T 4t % T ESCC 48 i 1) A% £ 1 L 1 3 1 4% =2 1
176 BE iz 1 FE [ (glucose transporter 1, Glut-1) SZ
Bo BEAR , 1ZHH 50 R B miR-143 f L7 6] 4P| i
Jéz 2, 3- XN % B 1 (indoleamine2, 3-dioxygenasel ,
IDO1) W1 4 4| , v] LA miR-143 A i, 3k 1
FETE T 41 B () B 8 288, 3X — &5 RO 5 CAR-T
Y MR TT MR ()T R it TR L
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12 & B (glypican-3, GPC3) & — P I B IR £ Tt JH 25 B 2k

EE A AN, CLDN18.2 75 16% 5 J& 41 23 /1
34% I B R AL 2R b s RIA , T AR IR 3 4 2R P A
BT B b A £iA®, DOTTERMUSCH Z519E &
FNHEH 1) — IUF 5T I, CLDN18.2 76 B Ji Rk
N 42.2% , IX TP 2 S AE L RE RS BOA VR TT B R I TR
B LIZEMEES. 7 AJE{k CLDN18.2.CAR-T 4l il »
76 B 40 M R 5 PR R /N BB Y e, CLDN1S.2.
CAR-T 4 Jiu fig 42 i 2 b g 2 23 b, % R I8
CLDNI18.2 [ A, [5] I i oA 5 30 H ] /) Bl I 2%
AR E AL MR ER . BTl CLDN18.2.CAR-T
4 0 FT B8 978 T CLDN18.2 BH M 5 3% 15 e 16 7 12:
Z o KiF R MEFHRIE | CLDN18.2.CAR-T 41
HTE 7 1) B e 2 R (I PR B B CAR-T 4 g
IR U5 3 e 4 /1N 5 Fo 54097 BB S FH 1R 47 e e
BN A FRIE— B IGAE . [7] 2 2 (mesothelin, MSLN)
A 1) B 988 < it et LTt B e DA % B o b o
FIEM, LV MR E T MSLN.CAR-T4IL, /£ 5 B
S A0 B L 15 TR, A S A T AN R
FVAN L IR 1 5 WA RE FT o FE /0N BRAAR P9 5256 R, MSLN.
CAR-T 40 A5 15 MR AR R 40 /1N s 7 HL-5 0T BRZH T 41 g
FHEG, BT DA 25 2 K B e s 0 I 26 % /I R 1) AR A7
Wio fEgh 24577 30 1, 8 J o S LU i Bk e S S RE A
CAR-T 4 %) b8 (R e A4 AR BT . (AR E R
I, LA FUK P B T B R A, R R VR A
CAR-T 21 Jfa B[ vi] 2 fi Jirb 988 25 20, Fir DA SR 988 A v o
7 NG AT HRTESLhr B, R iES
ANEE TR A W R R R . HR X R,
AN 25 2505 7 300F — 58 52
1.3 M mpesefele & &

Fi% 2 52 2K M I Met (c-MET) #2& J5 % 3£ [ MET
(=4, 32 BEAE b R AP B 4 R L 4R 2 G A i AN
1 L0 M o 08, 72 MoRg ik Je b R 3 R, HAE
% o SIC A 988 24 L O 4 e 7L s T e 0 45 L)
) HR R AR IR . LIU &5 U 2 B ) o-MET it J5 1)
c-MET.CAR-NK 4H il , X} - /5 % 15 ¢-MET ] HepG2
Y1 Al , c-MET.CAR-NK 41 Jitl 5 457 R R 1EH
WIHER o-MET R K&, WA X FRHEH . %4 R
R, 5T R IE -MET K HF 41 fie 3% , c-MET.CAR-
NK 41 i 7T e A2 45 5 FIA 2697 FB . Bhah, 1zt
FAKIL, 5 T 40 A EL , NK 2004 3 iy T30 &R
(interferon vy, IFN-y) KL 4H Ffd - 05 40 g 45 7% 1) 33 (A
- (granulocyte-macrophage colony-stimulating factor,
GM-CSF) ¥ £, 73 WA IF) TIL-6 %5 /b ; 1 CRS . E H IL-6
5. ERIER E, CAR-NK 41 /it 5 % CRS (1) A fig
PEBEAR, TENG IR B BB 22 4. BRI LS 2 1 3R

F1 L VB NAER RS oy 7 WSR2 B I R A 5 R 8
TR IEER . FLAE 70% B RF A e h s Rk, 2 7
WieWiiatr e —1 . HIFREB, GPC3.CAR-T 41
Ji AT DL B b A% GPC3* T 4 M g 40 B, I ELIX b
AR E GPC3 M RBFEEIEMK. =R
GPC3.CAR-T 41l Jfg v] DL 1) 22 35 GPC3 1 A 48 Jfd
P #R BRRS ARR 1 2 K, 5 3 S K T 00 s DR A7 8 A
BT BR 1 2R A7 1A

HER2 7 0 & @ o (1) 32 3k L 45 9 26.5%",
FENG %51L HER2 Jy#E s 14 8 CAR-T 4t i, - 751
R AT 71 HIE R BT, 32 H B2 AN
HER2.CAR-T 4H ffd 5 28 57 32 1 1 A IE /8 o (1) 22 4
PEVRTAT M R A i . SRR S 11 6 8 3, i 1~2 A
11 1) HER2.CAR-T 41 Jifl CCAR-T 41l ffg 7 iz Hh 2.1%
10%kg) , FoH 145 28 2 3R A5 4.5 A H 10 e/ 5 1
BFIRIE TR E L6 ) B R, AL T R AR A
(progression free survival, PFS) A 4.8 ™ H ; fE % 41
B VB R AR JE A 11 R B L A i 2 45
kLA S C J B ER [ AT IL-6 T+ &, 1 0L HER2.
CAR-T iy 7 R B nT AT
1.4 JRIRSE

P T, 66% I g i 9 5 % B7-H3 FRIA A4,
I H I =2 IA T PFS ARG . DU SRV 73R
BH , #H[7) B7-H3 [ CAR-T 41 g n] 78 A4 41 100 i) gt g 5
B R 4 B ¥ A K, I L AR AT 0 7 R U S
#% 18 (patient-derived xenograft, PDX) /J» i 55 7 1 1)
Jo Ji i e o R B & B0 1) B7-H3 1) CAR-T 41 g 11
LR B 7 4-1BB AT BLR AR AR T 2 Ak -1
(programmed death-1, PD-1) 31 , Bt LAAH XS - PD-1
G I8 (0 Ji5 i b e 40 0, R e M A0 T 32 A4 - T A 1
(programmed death-ligand 1,PD-L1) 1= 1A i 8 X
T4 7] B7-H3 [ CAR-T 4 il 5 iU . #E 3t 90%
[ AR 5 e B 0K MSLN™ . BEATTY 462
TE 6 91 B i 555 M A T 5 S R B B 1 je 3 b b AT

BAE 3 0, 3 3 R 9 Ik, RS E| CRS MR REAR
LRIER, I B AR MR R . 2683
e , PFS & 3.8 fl1 5.4 A 5 1 I g TR A 1A%
GG R N B 1 FTIESE T MSLN.CAR-T 41 f2 1176
I IR e RO Y o 0 I I e 8 R4 T S 51 Jik
i e A Fl CLDN18.2.CAR-T 41l g 1 (4 2 4 55 A2 BE 11
I A B4 (NCT03159819) , B4 CAR-T 41 i i3 97
R LB BSR4 /) o P 3 B N AT DL e e 8 2K [
B 7511 PR S H 52 3 7 CRS R AR #2835 M 25 AN
R I T iE N 2 A el — D4 e .



TR, 55 CAR-THEIRTT IH AL R GE MR W TE 0t e

- 815 -

1.5 “AWE

I 41 B % B 43T Cepithelial cell adhesion mole-
cule, EpCAMD s& —Fh 57 b 25 1, H #F AAPEIR,
EpCAM 7£ 58.7% M1 45 E i T =i 38, nT AR 3
it 96 4 R fieh B3 T 4 L P A U bR B . ZHANG
SRR T ) Ji g 40 i EpCAM (1) 5 = 4R CAR-T
4 il (EpCAM.CAR-T 40 /i) , 1% 40 ffd & #i EpCAM {5
SRR AN EEVE R o AR Ah SIS AR DL 2 WAL
IFN-y Fl TNF-o £ N 1) 22 Tl 240 i EXL 5 767D BROAS AR
B o, EpCAM.CAR-T 41 ffg nJ DA S 32 00 1) B L 88 1)
A K T e A AT B YA T R 1) 25 0 (R BB B IR FH A B
PAFHE R, RN R A B B R S ZHANG %527
W% 7 % —fCEpCAM.CAR-NK92 4 fitd ik & % K F
R IT 45 EL R (1 RO, 75/ B 45 B Vs 1 A% A A
A dr, EpCAM. CAR-NKO92 41l fil #% % 11 Jill EpCAM %
TR BH 1 1) 45 L e A0 B R IFN-y FI ZF AL R S5 2
T 20 1 [K]F- s EpCAM.CAR-NK92 £ fitd A1 %t X A J& B
A N T iR R R AR T A A . X
AT HLYA T T AR A T R .

2 ATTHIREM

2.1 CRS

CRS & CAR -T 2007697 55 5 WL I AORE , = 22
PN T AN LSRG I IS I 5 o 3B kI ) i s 1
HIFF B ThE 52352, 70%~90% 4% 5% CAR-T 40 L VA J7
1 EF B I T A FFREE R CRS™, R4 CRS T3
(050 73 B HEAE O B0, AR 238 50% I B 2
PR F A W 9 ROE S a0 i A VB IR 25 A AE R A 32 0
M2 2 EHEH™, CRSIKLESE CAR-TY LM
LR T IR L CAR-T 20 gy £« b8 47 1 A0
BE ARG IGOEYIE R

PLAEIA A CRS = i CAR-T 41 A ¥ fi# i e 5
i, H A2 B Bk 22 PRI A 0 2 B, G 24 i/ A% 200 i A
W 4H B AE CRS R AE R RE e 3] 7 EEAEH .
CRS F835 ML H , 5 k% 41 H/ 0k 20 PR A 0% 40 Jfa I8
(IL-1RA. IL-10. IL-6. IP10. MIG. IFN-a. MIPla.
MIP1b F1 sIL6R) #5 A A [7] £ FE 1 I mte 7™ 1)
CRS 3 L3 F MCP1 A1 MIP1b /K F T+ &5, 1F v B
4 (440 R -5, MCP1 AT MIP b REAE 3F 75 41 g AR
R,IMH—BRUSE S R . IL-6 2123 CRS
(1) EE B i TR 7, Bl BF FE RS B, A A B AT Y R
1T 48 2 TIL-6 ) B BRI

FE 2R .91 (tocilizumab) #2& 5 5 [ B0 IL-6 52 7K $1
A&, J& — 3815 FDA #it#E T CAR-T 41 il 5] A2 1)
CRS 69T W 254, HonT LAE A 520 CAR-T 48 g it i
JAEFH I B0 R 23 CRS. Siltuximab /& 5 — Flt 8

SLREPUAR , 18I 5 TL-6 25 & FH 1 0TS b 7% 208 40
J K BE W7 IL-6 15 5 . 5 4R Siltuximab i& 3% A 3 £
FDA IRt , {H % IL-6 ISE AN ) ELFE Bk g0, 7T
F 0097 X6 PR S50 R B2 53 28 ] I8 3R TG S L 1)
O, SHEEREPUAH L, Siltuximab ¥ 5 — A
ot I HAELS A IL-6, B ] e 2 PR R XA 2 R
girp IL-6 17KCT , T FEAR BB FHL B IL-6R W] B 3 B4
SRR AR 22 R GEIL-6 T, IX AT RE R I A A 5
P H BT R K IAE — AR e YiE T T
CRS % . BiH CAR-T AT kAL 5 2 1 ML isE
e ARSI A JRE ) LY S S R T R TR R
IR« CAR-T 41 i v I6F Jieb 63 47 s A0 4] A=
Yibs EVBEAT AR TT O Rt

2.2 CAR-Taftif F094v 2 &

CAR-T 4l 5 3 I ph LT 1% 45 R 9 CAR-T Al
5K 9% 47 A iIE (CAR - T -related encephalopathy syn-
drome, CRES ) B 5t 22 250 5 20 Jif AH 0 #4235 M 25 S AIE
(immune effector cell-associated neurotoxicity syn-
drome, ICANS) , /& CAR-T 4 Jifl i3 97 1) 55 — K IF K
FEP, AR 1) CRES [ R A F gk J& 75 FE A P 22
St Bk T CAR-T 40 0 45 1 R0 b J6g 58 704 45 TR 3% .
CRES = ZE LRI MR » HeAt 5 WL AR RE R 60455 0
VRN JRy StV Ty RE SR 45T, B0 45 SR THRE AR ) 2R 72 B
AHEES T . CRES KR AENHIIAE R, e 2
Ao B A P R G [ 5] AR

KT CRES J LML (1 — B i /2 : CRES 72 th
TG AR CAR-T 4H R R 248 RS T80 28 RE A1 5T 51 kS
o IXLEERMENT FECP KM A RGN A
(1 A 1R /N A ( SUFR Weibel-Palade /) 44 ) ¢ JC I
£ 1% 2 2 (angiopoietin-2) fl von Willebrand [X -1~ 5
B A A R 1w B e, AT 40 TIE 5244 % 2 R T
BEAS 5, A0 P9 e A0 2k 26 7 I i o e 1) S 48 4, 920
35 5 T = 0 = 1Y von Willebrand [K T34 5 80k
MRS o [ 5 20 P DR AR A 1) 98 90 20 it 4% 218 33
) oL Jo 5 e v, TR SR ME AR G i — A .
X B A PR 2 AR A 5 /NS /D 46 B (thrombo-
cytopenic thrombotic purpura, TTP) AHEL , 5] 1 1L ¢ &
S5 i T e Xt T CRES A 2K

73— Mk CRES ML (B 40 B NK 41 5
NK 4 if 53 W5 IL-2 FH IL-15, £ CRES &35 35 4% K 0
Thim o NK G s AR BOE PR R 2 2R G2 /NI
JIR A0 L, 3 A R RGN I R IERAEE . XX
/R FABL )2 — B 0 0 IEAE /D BB RS h idk AT . 7™
HL[¥) CRES (3 X 5 7 B %y P #4385 A AN A
T2 BEIR T 5, 3% B8 M A 14 38 0T 43 - W] Re AR o ia T
& FFiR77 CRES.
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CRES H¥6 97 77 2\ FE BN RE SCRRIGTT « BR T
CAR-T 4l 8 433 i) 390 57 12 43 FH /2 2 4 P 3H A, oAt
- FRE i P B s A FREY . EARFE B A BT L FDA b
[RII6 YT CRS 254, (HIL & A IEHE 7~ B CRES HiR
JTAER o BT B o S [ B 2% 6 CAR-T 4 e 11 i
W97 A TE AR 0A , 76 L2 8% CRES HF A
A W RUAE o 50 20 B 9 v Lol B o A T el 3=
TP N CRES B3, H LG 7K i (1) 538 R Af 2%
2 A R R S [ B R

A W03 7E CAR-T 410 g H i % GM-CSF 2 [A],
AJ LUE GM-CSF B8kl , 1T i 2 {5 44 28 AH O 55 Mk
b B TS 25 520 CAR-T 40 F8 A 470 P 988 2 SR 47 7 3k
—BIRAIERY
23 WhERREHS

CAR-T YR IEIT P2 AR B O I AN R FH 4 R A
RTINS SN ]I S B o= o 1 S =12 48
BEEAR O UR PR AR 5 O IR IR R0 30 . K4y A6
FH ISR H R (E R A SO M O i A
HRIE . AR O ThAe B 1 R AE AT S 2k, 5 o 1
LN BN HIE R AT ) . CAR-T 4 iR 7
JE O ML R B3 908 B AR JRHLA 0 A 28, E
5 Jie B A5 0N IAH G o L 28 0L, T BE S TL-6
K, IL-6 FE IR G SRR IRTS N B A2 O WL i (1)
fRHER R,

FEXT252 CD-19 CAR-T 403697 1) )L 38 22 2 (1)
I3HT R 10% (1) 5 35 7 CAR-T 4 i v Jm 22 0
AR D RERR AT o X Fh I RE B AT K 2 R SR B IR) 45
B, — AN B BRI, A2 CAR-T 4 IA )T
1)L B R, o 1 B Ao O Z AR D) RE R AS
B 24% I B R AR LT , 75 B CRRATT. fE—
i CD-19 CAR-T 2 i v6 97 itk LR e 5 13.6% 1Y
R T B I R SRR TR LR, — T
O [E] U I 9 SR B, 7R #252 CAR-T 4l L ¥6 7 1) A&
H L, HEE - EE MENSEA T . DS
EATEE W T AR OISR IR, JF 5
Ji RO LA S A A O

H A CAR-T 4H A6 Y7 7= AE (10 IV AN R S 3%
BRI BT I, FERPSHERIT . X T
CAR-T A IGI7 J5 O ML A R F4F (10 8 21 75 2 =K
P FR e AR M 00 o U 000 60, 475 22 U (telemetry) < 12 &
BB B PR B8 7 00 B0 PRI U A s 25 GO LTLATS
R0 AR B DO A

3 miEHHkER 5315k

3.1 AFR % 3$e 56 CAR-T e
FARE & CAR-T 4U A5 SR TG 2 22 IR IE 9T I e

TR 227 1 R Bk e, T 2 38 22 B R 1) CAR-T 4 Jif v] g —
E MR JE b A 27 b e 4 B 1 0 B B R o S K A
CHOI 4542ty CAR-T 41l 5 BiTEs Ik & 4 5% J7 1%
VBT IG5 4 R, RT3 SRR St PR AN . H
A XURE 57 1 CARAEAE NN 3 AP isc it 77 K- CO#E [ Py
R #H S PLJIR (tumor-associated antigen, TAAD [
A~ seFv 43 il 5 LS 5 (CD28/CD137) i 15
5 (CD3Y) &, Hob—4>scFv 5 CD28/CD137 #i%,
Y —A>scFv 5 CD3CHHIE . X FE H R IE —Fh 8 i Jil
MIEH 405 CAR-T AU R4 & J5 , A RE SR AL 5 5
SEELRBE S, BER S TELT 4 A AY
CAR-T 41 Jitl 38 31 [] I 2 32 1 e 470 J5L #0084 i
CD3¢ Wi 15 5 A1 3L il M5 = 07wl 3L A 4 H 51 i
CAR-T 40 iE AL (2O PN seFv B EK G 5 N X A5
TR, (3)—Fl scFv [R5 2 Ff TAAR™
3.2 #F K8 AR CAR-T e

FAXFF AN AR 1 CAR-T 41 g, 38 Fi B /) CAR-T
A AR i R B o BT B AT R R . B0 R E bR
()38 FH A CAR-T 4H g, 75 115 R B FH w28 25 1) S5 A5 B
B, A A PRAIG, B R T fe o A 7
T8 I 6T CAR-T 48 M i 47 N 289k B2 48 i it R (human
lymphocyte antigen, HLA)D [ 50t , o] LAk S E 5
FEW) [ 87, A3l FH A CAR-T 20t () et it 1 ml g
3.3 BFR R ENT BRI Byt Fath b

i 988 G 9% 0 1) 4 43 A 1 (tumor immunosuppres-
sive microenvironment, TIME) 13 /% [ il CAR-T 4l Jity
BT THA RGN T A R R 2 — o e 20 P 5 A
5 200 L S T 24 4 i 5 2 00 ) 2 L T ok e R
JE BB B4 925 5 B, L b T &40 332 Vi 381 g o, gt
b, I JEE IO 58 (R SR AL R E TR AR AN R
it S8 N R 1k A 858 2> 4170 1) CAR-T 4 i 1 4 FH 2L 6P,
CAC AR i TR PR 5 A 2 B8 VR T R I B R AR,
H B0 2 fo 2 TR B R AE 9 S DL R LA
Jii s COEEX B & /7 : PD-1.PD-L1 555 K
G HI 5§ 2 — , PD-1/PD-L1 #l1#1] 5§ 5 CAR-
T 40 16 & B2 AT 2l Ve 97 AR, M b T 4
CAR-T 40, 7] 3 PD-1 BE IS AU () CAR-T 4
Ji T 2 K N S AR A /N AR AR, S T 4H A
A A AT B TR0 (2D 0] e oA BT R A« 1405 2
¥ (hypoxia-inducible factor, HIF) 7E J& 41 iy -F /7 7E
i FRIE AREAEL ] T M S A AR BT BT i
iz VA E 32 R, K CAR-T 41 i 480 88U% [X 15 5 HIF
Rl % BGHT A CAR-T 2 i (HIF-CAR-T) , 7E A 4 5K
B b, o] I UK AR AT T B B DR (3O FE
R BEFBEAE H « FU S50 ST UE B AE /) B8 £ 2R 15 Y
H, CAR-T 4H Jifd 58 i) 5 6% 1L 411 Bk ( T-e CARD W@ 3
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DA Tt g 10 A R A ) e A A o (4D 1% 48 A R
T SR - 7E OP B0/ AR A b, SR RGA IL-12 B
T A 16 (MUC-16) ] CAR-T (4H11-28z-1L-12-CAR-
T 41 A AT {2 3E TFN-y 43 K T 41 B 76 A4 A A7 375
V) S A 988 /I R AR A7 AL
3.4 i iA4E CAR-T ey A

CAR-T 40 f 75 & P - 2 B B K 5 97 20 22
A G . R CAR-T 20 Mo I T2 /2 24 /T 1 BF 52 #4
BT, W E T 2R H caspase-9 5 FKBP12(iCasp9)
() 285 R S8R LE 51N R AR /N 43 1491 an ) K A gt
JEE ], f2 4 iCasp9 1 FKBP12 &5 4y 3k — ik, S 3T
2 Jf 8 6% £E CAR-T 20 i v 5] A\ 35 . 4l i 2
BRI IA, SR IR A BB % 5 5 , CAR-T 41 i
8 T255 76 CAR-T 48 i v i N 3R R AR KR 1 52 44
(EGFR) 8 CD20 & [H] , P4 2 & $. 450 5] 2 i § 40 0]
73 7 % 47 % 1% EGFR B{ # CD20 4 1 ] CAR-T 41
Jf . Fr BRI W AL 2R G iR 1) CAR-T 40 Jf e ) 2
W R AER STE A LA A, (H R 2 35
RN AN BERFSEAFTE Y 18 1) CAR-T 40 g, e i SR &2
R AR K R Z PR AE FT I CAR-T 4H ™
3.5 FARCAR-T it s & A 5] 22

1A CAR-T 40 BTG Y7 T 10 2 4 e () s PR e
FIBHIE 2 (12 2 /R
A B AR R KFEAH B S 4% . k4, CAR-T
AR SRR, ETNIREES N A
CAR-T 4l 697 PR AVE B0 5 >R if A (]
i 5 Hw?ﬁ@[ﬁmfﬂ’ﬁ 41 ) 2% R0 Al B E 2 1 £
AT T AW G, I B VAT [F] I e I
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