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Research progress on CAR-T cell therapy in non-small cell lung cancer
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FIT A it e P 85 % , FH F 60, 47 it i i I 6% s 0 K 240 L
fififEE ™o BT %F NSCLC iR 77 » IR4E I B AL L 73 A
7], &5 R UAS [F] VR 97 057 2 i F AR YIER A 530897
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7& NSCLC ) — 2397 7 %8, Heh AL OS 2108 9~12 41
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Pt 41 1) R0 R T 3 P Ak LR U o R B 5l ON
NSCLC B3 HaI7 AR 3 7 28 08 (B2 B
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2.1 ARFAEET E A FeARre) CAR-T 869 & A

FER ST 32 - 4K 1 (programmed death-ligand
1,PD-LD7E 2 Fh S ik 1, 5H A2k PD-1 25
G5 FECT A0HFEE , senn IR IR ST . A SRk
£ CD28 il N 45 14 15 () PD-1 JT 5% 2 AR 18 M A% SE i)
CAR-T #1ififg, % PD-L1 #1115 544k vy CD28 JL Il EfE
5, NI ERT CAR-T 4l 552 PD-L1 /S 0], SE4F
Hh &% CAR-T 4 I HT MR R o (R, FE IR R e
HOX MG ST 70 B B — e Wil EE v, R ELTC 5
AT 18 5 AT PRI , L 28 A g P g™ iy DABE
7] PD-L1 ¥ CAR-T 40 V5 77 B AR & — P A2 17697
NSCLC 254, {02 H 2 A A e i

B7-H3 /& — Fh ek A5 2553 ¥, 7£ NSCLC 4
HERIA , /& CAR-T il yA3 97 NSCLC [ —NE R
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Rt R e M T 40 MR e g 4H 2R, 2 3 T 41 i r )
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#r 53 € CAR (TanCAR)-T ZH i , TanCAR-T 40 it 75 i
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CAR-T 2 B 55 fit 968 40 B 1R R A e 0 o bk KGR
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211 B A 255 3 B e e R
2.2 PYAMAPK 13 5 i@ % 48 X 5 F A ¥e 47 69 CAR-T
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MAPK {5 5 i@ % i Ras/Raf/MAPK (MEK) /ERK
SRR R, T8 Pl 2 i AR AF N R rp i 2 Ok
BER™. AR I, MAPK #5804 e 3=
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O NS IR 7 N i O I 2 = S =1 2
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1278 /871", MSLN 7E 1E % H 2 h RIS, H7E 5L
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YIRe A R 40 i . {5 & MSLN CAR-T 40 il 5% 15
NSCLC 40 il 1) ¢ A P 722 o QIN ZEU s i R 0,
PD-L1 CAR-T 4iiffii 5 MSLN CAR-T 4l g B & o7 FH 5
i3 41 B P R A% 1 B BB 5 . 7 MSLN CAR-T 41 /1)
CD28 4 g 5 4% F in X DNAX #4035 2 11 10 (DAP10)
PRI 2 52 5 #3526 i M28210 CAR-T #ilfl . &5 &
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(AT R FH S 25 3 i, I 40 Wb v K P B 4 B R 7
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1M HL &3 % EGFR CAR-T 4RI 7 iR 52 K 47>, LI1ZE™
Wit T—F EGFR CAR-T 4HffkRiAiE LK F CXCL13
Z4& CXCRS5, LM 3 CAR-T 41l 3T # 31| % 15 CXCL13
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ML B Rl g . EGFR 22 R IIICEGFRVIID /& EGFR #
W IIIRAE L —, e — MR Rs 71 R A2, fENSCLC
2 EGFRVITIZE A4S KA 16%~39%" . W Fi 4t ik
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FAA AAA1E R, AT s K AR /N BRI OS , HLGERRIME
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HIETT VAN TR GUIRITIT A 2, B — e .
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PRISHEREAN ) LSZAK 1 (receptor tyrosine kinase-like orphan
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BRI, T AT PSS S Wt FCAR 0SS 7 B-catenin A4
ST IEEEY . LA RPR ], ROR LRGN RAL
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FHZE R R B ROR 1T CAR-T iz 5 NSCLC
HEpr,
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411 e 154 B A S B A DR /T A R T A R B
(prostate stem cell antigen , PSCA ) 42 — il S 1ol i LI
i 7 10 40 B 3R TH PR, 7E NSCLC 21 21 i 3R,

PSCA il it PI3K/AKT 15 5 i % 34 il c-Myc Kk , {2 gk
PR AR KB, BHER A 1(MUCD & —Fh g bl 85 (9 , 76
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WOE PI3BK/AKT J8 B 2E 47, H MUCT 5% i n] S5
NSCLC A [ i g I 5 A8 & PR, MUCT 7 fig &
NSCLC H&7E LI Az B #0AR . WELSE7E AR
e S PR ARLR /s SRABES IR B, PSCA CAR-T 41l 5
MUC1 CAR-T 4 6518 F v] LAAG 244 il NSCLC 4
£. LA, PSCA MIMUCT #fi7& CAR-T 4Hfie 59T NSCLC
(PR TR b o BN 2 K S R A S M PR, A R
TENSCLC HZ 3Rk , I fE HAR IR 2HE R Rk . i
Fi 5 X(LUNX, 4874 BPIFA1.PLUNC #1SPLUNCL)
el SRS b R v B A S 0T £ NSCLC 4t
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41 i ] AT 4 7% 1 NSCLC SR R AR i 1B I 2E 4K OS .

3 CAR-THMEL & TSI IATT NSCLC BIllaR
BIBNISELE
3.1 CAR-T @B 43677

AT EE R CIR I, Bl 55 2 KT R B AN PRl ot M
ALY 258 mT DU I G2 R PR AT T AR R A R
S, AT S PR G IOBE . TR AL T E 4
G KR oY A NI el iAo oS e E R R Eed R Al ot
AT CRI— R 1 45 T 52 80D s il g A= AR
B R 7E ROR1 B NSCLC /)N BB AYCIr, BLybof)
AR % (Ox/Cy) [ TIAL B RE 95 175 SR T0 Rl 778
T AH 2 B A P (2R 0E , AT 32E CAR-T 4 B 7 A
TR IR . 7 CAR-T 4013677 .Ox/Cy b3 5
ik 988 A < 0 41 U 2R 1 PD-L1 225 301, Ox/Cy W7
TobFE AT DL CAR-T A0 i [a) IRl 22U, 7F H. 24
I & L PD-L1 G A a2 BH W B, 1% 5 %8 7T BA4E /5 OS
o, AR, R AMHIEE [ PD-1/PD-L1 3 B AS 2 DL SZH
e TR T8
3.2 CAR-T @B 554877

TR TT A AT LA B R B0 0 MR 4R A, 1 ]
PABI S R G B AT RN, URHA T A AT RESE A
i 2 T 52 A R i 8 A DG B i ) 3R, WA T 45 IR
Ji FR P e 4 3 TR MHC- 23 73R IA 3G ™. 7558
F-NSCLC )55 7 , 21k MSLN [#E BSR4 5 Gy
815 Gy IBURGEYT i » KIIGETT 440 H MSLN ik i
Fm T A 5 RS % MR AE T, CAR-T
41 Y6 T S5 AR08 () B A5 7R T CAR-T 41 s A e 58

TR GRIEBI M AR S, — 2l TEERNT
Y1 Y B A I AR o (ER S Y6 97 T8 3 TFN-y
AR 1 g A P8 B 858 v A i ) 28 B 43 7 1 R
L7 248 L 86 B 231 1 38, 85 T ZHPRn BB R /1"
BFF 7845 SRR B, IR YT IR RT3 il CXCL9 . CXCL10
FICXCLI6 (1) 53 , AT V5 A0 T 241 i 4 21 i 25
21, IR, JBURHET 7 I8 T AR SRS 10 ) T 4R L.
TR T I T LS IR P e B AL A B AL, AT A
U EEME T RN A RO IE S BRI 2 e, hah,
TRHATT Befig i PD-L1 CAR-T4HMIAHK /K F- PD-L1 %
ILHINSCLC S Fi R AR I A A e 77, mT R e RN,
TRYT BEIE AT CAR-T 4H Mo 7 b3 o IR i 386

CAR-T 20 i 6 7 S A48 (0 F 72 i 72 5 S B B
JEH & CAR-T 4G T 51U 1 IT 8k # 6T A
IR TR B> o HHT, AN BEHf € A 226 T ABUR
1BIT 5 CAR-T UMLEL A6 TT HIIF 77 5 45 ) it , ik
B 2 IR ARG R R LA 00

4 % B

CAR-T A6 T SEAARE TS AR AR 2 A,
L FEHE R bR A BV AR IR TR SR A AE T 4l
S5 IR S ik L R A SRR R (R AT . CAR-T 4]
MR D)¥6 7 NSCLC O I T e e e e
F H CAR-T 40U gets s 2h i i =i 2 i 41 23,
R ARG RS CAR-T 4HIAiA 7 NSCLC 2
ZRIN TR 2 AR (E R B Z AR R Rt . Utk
4, CAR-T 41 LA 97 BB 16T BURE YR 7 NSCLC
FEARRIG AT . B2, CAR-T 4Hfi59 7 NSCLC
BRI R L FH I e 4TS e 3 — PR R
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