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[ Abstract] Glioma is the most common primary intracranial malignant tumor. Due to the strong genetic
variation and significant individual differences among patients, as well as the difficulty in generating new
mutations and antigens during the progression of glioblastoma, the research progress of targeted therapy has
encountered more obstacles compared to other tumors. Immunotherapy and tumor-treating fields (TTF) are new
concepts in cancer treatment, and their phased breakthroughs have greatly inspired the field of glioma research.
This article provides an overview of the new discoveries and advances in the treatment of gliomas in recent

years, to provide reference for future clinical treatment of gliomas.
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i e o 988 2 7 L B R ME CNS % M v 78 , WHO
KH2 AT ~NE, HFTHERERFNIVRIK R
+ 48 f, 4 (glioblastoma, GBM) & J& & 1 % M i iy
ty48.6%. HTEF K, F#H 11X GBM#AT T K EH
R, RAEFE AL BEEN, BERET G+
EBEBAHNISARAY, MR REA:RETR TS
MERNRERD, BTAMNE, MBENREFE
RHRRERE, X—BHESBEMRABES = £
SR BRI S ok Bk B AT, A
JJ F A 2 B RN AT, A R AT R A R
PRI A L E T RATHER, EEANF R
B AT B Al b, BT L ey D e
5 ¥7 (tumor-treating fields, TTF) "*) 2% #f & % i

BRI B AT . BB R E AT Lt — A
BT RS, SR AT BE WK
TR, i e L, BN, RRETA
i T 8 B AT P A R, E % I R
B LR, KT, B AEE T B ERE RS
Pl b BT B BORE B AT B, 254
T A SRR S T RN, B A %9 2 A b i i
F R LR FERA AR, Kk, £EA
2 AR B AR T N R R B %%
FALEI TR, N T R R T FMILE,
WA T RS BT BB, TTF 2 —f 4t
I o AR AT T s, H R AR P R b 3
%2 W3 TR B A W LB AR, T4
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Pk 20 0 o L S T xR A K AL B
FWAE, #t—F AR T TTF 8 R, hE i
ORGSR T b, FA, Al KRRk
B, TTF =] 1F 4 3% 97 Ji B J o 8 34 e, FF B A )
K TR A7 0 AR SO xR R R 9 T B
BRI A0 H 3 R IATHER , U R R W K 607
RFERESE,

— RS R TY

i R S T LA S A R, R e L R A
Wy S FRETRAIGR 2 BR R E A
VIR RS, R R A ki,
s, BF 5T I PR B Y AR e 4 A kB AL T DA
HRIZIBIT R E DA, S BT T R
B R

1. % A 2 8 A2 7 M 3L - B R 1 (programmed
death ligand-1, PD-L1) #7#| %] : PD-L1 & —4 5 2 F
MR THEW G EREELT, LM EREIET
apEN, A5 E N RN Rk R, KRk
TN e 2 — M M 4 M R PD-L1 5 T 48
8 A2 5 M 1T % K 1(programmed death-1, PD-1)
MEAERNN Bk, PD-LIITH FI A B EY

B e N g s B s R e Y BB B R
FE LG AT T FR 2R, WS

T 28 i (glioma stem cells, GSCs) J& fiL %% 48 /I A5 &
P, AT S A B 4% 217 (natural killer, NK) 20
ML 76 7 BE 98, %R PD-1 5k & NK 48 g 36 77 41 8 /) B
LA B FE K, & ] PD-1 7T DA An 7 NK
261 J 3 B R W E AR T % 4h, PD-L1ATH A 5
R B R B S LR B R UR B AEK N R AR

SR, X PD-L1 #EATIE R IX I B, R A AR
A B T — TR K369 il £ & GBM A 2 4y T
I K X 36 o, fE B 0 PD-1 3 % & 301K 47 R 2 A
(nivolumab) 5§ W R ZK By oy EZ WP LA FH T
ERXA, B NI0MNA LA, T4 0 T3t R EFH
FaE BB a4 400 4K GBM B 1 ik
PRAR B o, S 5 R 4 R AR 3 ) B A A B
W Z M, MR EPIR A A EFETHRE 4 A X
. JE 4(cytotoxic T lymphocyte-associated antigen-4,
CTLA-4) % % A & & 47 %] 7] 7 & # 41 (ipilimumab)
AT T EEWZ M E L, £ —MHHPD-1
B3 [ 0 IR 4 2470 (pembrolizumab) i 7 2 X E
B R B I R, R A R
FLEFHRAANA, o R ERIEKREK
Wy E P, PD-LLAE X 254 0y g )RR 30 K T 82 5 &

H oz 5 3 Rk A A R LAY & AR & 4 immune
checkpoint blockade, ICB) # * (Ol R E R )
&0 R R 8 B B PD-L1 Rk KT R AR A
MEERM, £RH61%~88.0% ", F—FEHT
it 5 Mg & % 777 (tlumor mutational burden, TMB)
Hx, IMBR iR N EHF 2T EBAN
O RN, #5707 GBM & oy 2 R KK, X
A8 4 B 40 e G R A R A R Y LA
51, — T 4 66 1) GBM & Bl K ik % P,
XEE F PD-1 301 4] 677 Wy B ST A ¥ fn
FKAFHPN, ELRNEEHEF, § REINF RLH
A8 K 09 B B BF B 5 5K 77 2 A [F] JR 47 (phosphatase
and tensin homolog, PTEN) R % & # & &; T & U
B EH P, 2 FE A E B % 5 (mitogen-activated
protein kinase, MAPK) i % % fk B %“0 , kT
PD-1 %% 76 97 7 GBM F th 5 JR R B 5 4% 5 2L
REBRFRBFAEA K, XUEFRERRT 6
7 BB S % e Y AT MR SR L B e, B Sk, W
T GBM 2 % LT 41 jf o e & s £ T 2 Ho A€ 38 09 i
0, FSE T 4 I L B o L A E 3T B
%ﬁ%%ﬁﬁf@fﬁfﬁﬁfoT%%ﬁ%%ﬁ
HE—NER , BRI R E R M H M Z
ﬁwnLcuAAT%%%fﬁﬁéﬁﬁéxTMI
immunoglobulin and mucin domain protein 3, TIM-3)
FkH S, @l ETFIL-2, TNF-a f1IFN-vy #
AR THb2FHTHARNEHEE S TE, BEit,
B — W S R A 8 A0 T B Rk T 40 e AR
>H(;k (zzl

2.4 R 28 B8 (dendritic cell, DC) & # : DC /%

WYL B 40 AL R iR, B B R AR
P2k O R R AT, B RDC T DL R A %
HORF AR A R BRPE O LR, BB R AR R R AR A
(autologous tumor lysate, ATL), 4k J& F 1 N A& # 1K
W, 5695 R RO E 28 A F P TR B 48 A8 (cytotoxic

T lymphocytes, CTLs) I3 BE MY E RN, fE A
ATLH EH A F BB EEm g 2, —# %

P08 DCJZ v ICT-107 & & 6 MR &R AL, 271 4 &
& % J4 # < Bt & 1(melanoma-associated antigen 1,
MAGE1). & & % J& 48 X 41 & 2(melanoma-associated
antigen 2, MAGE2), B & B B 48 X & & 2(tyrosinase-
related protein 2, TRP-2), gp100, A& & & K FF%
& 2(human epidermal growth factor receptor 2, HER2)
AIL-13Ra2. 1 e R IR 58 T H At AR % &,
ERESRRE, HFTREFLEKGCBMEF N L AR
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Fn T3 R4 T (progression free survival, PFS), &
HHAEFH A38ANA, e, PFSTn & A 7 H
by 3 o 5 MAGEL fn AIM-2 Bk sk BAE 12, £ 5
Sh — T4 X ICT-107 89 11 3 16 R R 3 o, Z 2 4 1y
AR Z MRS, RHIAHEFREH, GBMAESH
Wy PFS B % W &, & 78 U E 13 A4 +F, 2 HLA-A2
PH P BB X ICT-107 B & 0 ok B4, 3697 &
REA DO E A T 889 1 KR 5
B, REmEAEEDCEEN — A A, BEAM
R T R R R W 9T W R A, AT
% xR T B — F A,

3.4k & 917 % K T(chimeric antigen receptor T,
CAR-T) 40 97 % : CAR-TH L & — M HE H # &
By Rk R A T4 M Z R T 4%, % 5 R A i
T 4 LR R OE T4 R, BT T 4 A R e e
ik B 2 FL0E 20 M0 B 3R R CAR i M 4 45 A3 A0
B, 7 435 A 42 T D 0 4L AR, B A 4 A 3 AR 2R A A R
REPR R A EHE Y CD3 % R #aF
40 By 48 A0 A T 48 BLAE B R, R T A A 4 A R A
HEATEE A ABRERERS P04 B
FEW AR LR, BEEF RS L ¥ CAR, W
ILI3R o2, HER2 % EGFRv IT'"’, IL13R o 2CAR-T
201 B2 TF R W B AR %, B R CD137 1F 7 2E A
WnFo GBMARERBIELH XMW, 2% R
TR R T % —RO7 R B A A I g o g A
HRmFH AR, ERM RN REA P
4t HER2 CAR-T 48 fig,, [ £ fif & & AR B0/ L IFN- y
P2 RMHEF 2w, 1T HiERKE KA,
HER2 CAR-T 40 Jil B/ B #F 89 AT % 1 5 s K57
2 4 — 44 104 EGFRy I A 1 8 4 % GBM
BB I R R3S o, #r7E EGFRy I CAR-T 41 1 £ 31,
HEFN AN, EEERENT2E, CAR-TH
DA 2% 45 B B A, (B2 B R, A0 B R
# EGFRv Il CAR-T 40 f KF T, I MAJF B T4
Bl A B, RBZETRREZHAM, B4, F
# A CAR-T 40 8 7T 86 008 7 B 8 o 4 2 41 41 AL
H, M EMAE LB ER ARG, Bk, £
A e, 41 #] 4 F (4 IDO1 . PD-L1) By & 35 & 4 4o,
X 7] # % EGFRv Il CAR-T 48 8. 5| & 0y — F % 12 &
%% R ML, Bl i % 9 CAR-T 4 i 5 .z b & B 40
H A 8 T e A E R P BT, CAR-T 40
TR R G S A I, SR 23k BT 5] R A i T
B R E B A, &R 4T CAR-T 4
MG 3 IR AR W B ARTLR £ K R ]

F BRI BT R T B R R DAL A O By
R,

AEBERE: BEREL MR RFN
IR 4 H B ST o VAR JE R B BE T DABOTE 48 A
HaH, LA LA EFRE R, R
W& S BTV R I RN S BURE 2 B 4 AR
TR, BRI F LN R ES b, 4T
BRI A o i 20 B o XA 36 9T S s T DA R B B
SR E R, B R B AR RN, B
= Wy I KR 30 T % 38 9 21 2005 45, H101 74 98 7 %
BT L5080, 20154 — Mt L H 4
% # T-VEC # % B & & 25 & I & % # /& (Food and
Drug Administration, FDA) #/f | T 677 % % M B
& %, DNX2401 2 — F V5 4 REm 2, BEAHOT
VT B R TR B B AR R, - TR
B4 37 BB RS R R A T 1 R R
W, E NESTDNX-2401 T B E K A F M, HFS
Jib 92 2e0 8, VP Y S JR M 4B B FE T, %k 9 DNX-2401 7]
fe B A B L R O PSVRIPO 2 — #
KRN AEEKFTREH, EACDISS # i, X
MEERET USSR ERTRETHRERS, F&
B ML Ay Sz A, TR R B AR
7251 2012—2017 £ th — T E 461l B K
WHO IV 4% il i 7 8 2 2% 6 I AR AR 30 o, 78 A 3E 4t
PVSRIPO 41 t & % GBM (:GBM) & # £ 24 4~ f Fu
364 A By B AR K 21%, T x4 8 24 4 A Fn
36/ A A BENH K 14% F1 4%, BRE AR
WL T R R UG AT R e
M, R BEERFNET 7 ZHATTEMNMEE
KEMBAR

5. CAR-NK 28§97 3% : NK 20 i, %% J -F CD34" ik
B4 f, & —FF Sk K Rk N e e, B R e i EE
F BTN ES ., NKAREEH RS B E K
ZH, R ER R AR, AT ILG®R
RIS, B, NK4 B 2 Ky 305 M i
oy B Fb R A E R 4 M, 5 CAR-T 48 i 48 t, CAR-NK
H& %Ak E, #FRFW, CAR-NK 25| £ %Y
WEERBZAREFHERSEAME, FHEKRT E
CAR 2 15 41 B £ % 1 5| & W 25 oy e, & — 3
s AR 28, NK-92 48 i 7 45 5+ 1 & 35 erbb2CAR 28
ML EL A WK B R M, EA BT R F K GBM
INR T AT, BT NK-92 B HE S 1A
fefa R E B HEAG NG, EREEFZINE
BIEREAE, R LA KA NN Z AR,
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Ao, BT RANKZH L9 8 s fndt g, B
R E R AN X% T % 4 T 40 48 (induced pluripotent
stem cells, iPSCs) 4~ ft. NK 48 i, 3F 2 1t CAR 646 &
b R R B v T B, iPSCs-NK 48 M
% % A CAR-NK 42 B 38 40 L KR .

6. B ik 20 fL TR o B R O A K B 4 A
(tumour-associated macrophages, TAMs) % iE £ % DA
S W M2 B vk 40 B £, TR R % 30 OR
H,RFMRFGGHHER, SHEABETR, K
BB IS I TAMs £ £ B 7 B R F A, X
15 TAMs #9677 KR T M4 &N B
Jo R AL AL o, Ry U @k TAMs #3898 A /N 3
WK EFH A, ETE R TAMs & A % 4L,
i TAMs 14 470 Jif 7 8y M1 EL AR A6 o7 6 2 3 T % 9 40
i, Hl 5 ER B o e OF 51 & 40 e B TR E 4
ﬁ'ii%[“]o W T TAMs & % T % 3% | % & F (colony-
stimulating factor, CSF) #t AT 4~ ft fn 7 7&, £ /N &
GBM # AL o [ii Jf| CSF-1 40 #| 7| BLZ945 ¥ £ % i />
M2 B AR AL, 3F B 2900 Bl k0 K M R
i, CSF-1 404 7 5 PIBK 47 # A5 A 7T B F 7€k
I PLX3397 £ % — Ak CSF-141 4| 7, A A
R4 o o B A, £ — TR 437 Bl rGBM &
69 T3 AKX 3 o, PLX3397 8y AR % 1 B 4T,
BEBNRRALLE, BRLEFRE G HEMEY
Bk R R BT 3%, TAMS 72 B 8 SRR
FEREWAE, 5 MG R RN ot AR X, oF
LA i P 5 o Rk i E A . B RT, TAMs 47 #
BT KA /D B A P ATIT A, ERSAT A
Kl KR I, H2, UL TAMs A 38 5 th 5 50 08 97 5 s
AR —ZEWEKS, &FRNT MM E 5 TAMs
AR 2K M, O I R B0 4R U0 SEE R .

= B E B9 TTF

TTF =2 — M A ERNENMWIF BT 7 A,
K — FE R Y 9897 R A& B BRIk
FroPE S, R K3 (1~ 3 Viem), F (100 ~
300 kHz) B 20 W 37 % Rk 8 260 L B A KR 24T 4 £
Ao B, BABEBKRRREA, TIFET RSB
I IB A %, B KRR R T 18 hFl B2 4% v R
R AR R B, T R % R A
WL R W R 0m, BRI T B | RO e A Y
V- N ) R W Dl S N e B
F WY R AR P R I, 200 kHz 7 4E 69T B9 Rt
i S N TR E e S NE R e
&AW 37 (< 1 kHz) & % 0 40 M EAR AL, 44 2 70 28

JL 8 3 A v Sk, X AR B AR LA B
H 5 B W 37 (> 500 kHz) 213 48 o 1 B 4 o 0 F
RWESTFED, 2 FRERG I EEEN I RERE
BB E TR . SR B R R R ST R A
FHE R R R B AR IR ER, ERERT
Brab st B R A LB FEEERENEAL, TR
(100 ~ 500 kHz) 89 7 F 28 & 3 & e, 5 2 7| o
ZMAKE, HRTER B E ML 2, £ R
£ RGW I YA E R, X IR A SR
WO R34 D, TTF o7 W R 40 4 % b Bk e
B K, B L FURRE | BT A R R R R
B e A T Z B, TTF 3 33 31 %] 27 4 R Ak L R D
MERSTHME M H 2 pHIRE, xS
R R ERAE PN E TR RE R
Bl A A % 3 BR E B R e, TTF 1R T %%
FEAMEME RO ZE WP, &g EReIEd
g2 0N B Rk R TTF 2 40 J B i, i Fn
BFAANIARE, FRCTRENEH N, TR
b A R A X TTRA g AL o K B R B R,
BT A 29 BAER 24, TTF AR XT3 % 2 A 4
A, WDNARAG . A s ARt
200 0 R 3 T e e g BB,

1. TTF %f DNA 4 4% 89 % "8 : TTF & # 3F 52 ¥ DA
B8 o o Fsx S 98 4 B R X O BB, AR O BTE
B TTF 7 9K 2% 41 % 5 DNA R 45 9 6 &, 1K I
R R TG 4 B R A R, TTF & 5] 42 4t 3k
Al wy R A DNA G AR 4 y H2AX B R &, Rl %
BTSSR DNA U 2 s 2, A4
2 AT E B BN R T B, BT AT R E R TTF 35 7 DA
BREMGEEE, RTMEATIFY AR EHEE
K, 9F H % # %% %5 DNA 4 & i % & BRCA1, MLH1 .
MREI1A . FANCM . ATRIP f2 FANCD2 # & 2 T3 .
5 v 5 B TTF AR b, TTRBE A 3007 4 % i R R
By yH2AX R B EAEH. U EEREN,
TTF 8 1 98 55 fF 78 B9 DNA 3545 15 & &6 A7 3 Jo b 58 ¢
MO R T X TR FUNT d x4 TTF £E I R o iy
B EEALFE & B, AT AT R R T AR A4 R R
TR, ZE/NBAEA S R4 E A TTF 5 H 31 y H2AX
W% % , 2 U TTF o BUSS 38 IF 48 49 DNA 345 30 215,
X 2 A TTF ¥ LU 3 52 DNA #5747 %0 & 4 57 3% 48 5% 25 4
ty 7 3, TTF 7 L% S DNA 7 i DNAR 31, 3% & — ##
| BB AR A, T B AR B E R A, (2o L
EERANTHRE, REME S HAR LR, 21
TTF K 37 36 ¥7 89 i I 8 2 # 2 H I mTOR & % =,
CDKN2A &t % , M T B JL B 8 3 5 3ol Pl 218,
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2. TTF 3% 20 Jf8, Bk 00 % V0« B AR 7E b O o A2 R
fEKARGTE N BB ET RN AE, £EEN
B, B EERERABIDEEA; EBE
BB, B O 5 R Y A KRS T A X
165 7 TTF 4032 J5 B9 B8 40 40 HH 30 B vl Al = LR B &
3k B, IF I e e AR A T R I B v R
WRRY K& b A O, Smmk kf
B, MK EAREIREAWLC- 1) ALY
" 1 % & @ 7(autophagy-related protein 7, ATG7) fg
a7 K B AR A(LC3-TD), S K B %
ZTTF A G 0 Fa AR T A L2 RH, LC3- 11
MEkH*REAT, XEAUTITFFLN RS H 20
BREHE T, AEWFH FE, TIF T # T
LIRS, REFRENE G B EEAMP-
activated protein kinase, AMPK) ;& — F# v By IE
HHETF, WA TIFAE G AMPK k3% 8 2
' AKT22Z 5 — A B4 X8 B F, TTF 42
J& Feik AT BEAR, T Ak 09 JR B 2 TTF ¥ 5 ik 40 fa &
7 miR-29b, 7T LA # B 41 4] AKT2 & A W9 1E /', H
AW A& & 8 2 TTF 0y 40 e & 1 1E R o — 3 2,
TATIF W — M@ G HLH . AFHEENR, MH 8%
HABBETTE Xt M8 Wy RAFEH, BEA X
SRk P T AT R EH A TIFR 2,
b, #0 ] B s A T A R O R TTF 7 308y X 8 A
%, H %% TTF R 40 i 77 7 270 T W9 5 AL 1
"t —FHE

3. TTF % 40 J.3E % &8 J 49 % v : GBM [f] & il
WL R AT B d A AR BR300 XA A 1 T AR
ZRMEHRE, B, FHENCEEMRKRNE 2R %
B TTF 7 4 1 H B ae A AT T AT R 0 M RDR SE
1% F0 Transwell 5236 7] DLIE B, TTF % B 2 w8 D i i
FE At A2 AN, AL ERER
HEREAMATS TN, RAERZ NN &S
WA FEARE, HAF RIS, TTF 7 LD 4 i %
WA R R S, TR B AR R
5 %t B8 41 40 e ARt , TTF J& 89 GBM 48 8 % H 30 40
DB, EHEE R, RENEREELR
AR R TR J 4h, TTF AL IE 5 Wy 4 f 4
FAM FRIL, TTF 7 f 28 18 T 9 i I 8 28 1
B9 NF-k b, MAPK #1 PI3K/AKT # % /> & 41 if %
TR o EESNA H 40 M LI, R ILTTF 7 LA
P A% 1t % A % £ K B F (vascular endothelial growth
factor, VEGF) fn &t &% & H F(hypoxia inducible
factor, HIF)-1 o Wy 3k 3K, 3| fn & P9 Jk 40 L 2 K, I8

DA LA B TR, DA B B B IR T WY 12 B AT A
Ao,

ATIF ¥ nsm o B FZME: Ko FRIAER
NS, U Sk £ By 7 AHFATHEESH,
IpFhEFRIARERTNDILEEY ®F
T A AR5 R R 45 UL ETTF AL 2R )5 Y i
RuEEmpe, RNARELNHER L, LER
Z B K[ TTF 4 # %41 (240.6 +91.7)nm’; * F& 4.
(129.8 £31.9)nm” |5 FL3X i 3L AL K 3L F M % 28 Ji
BORHIATEERABEMBAT, B4, wH
JERF MR R R 30, 21 L TTF A 32 J5 24 hik
BIEH, HEHALN RN L& W TTF £
B IR K % % R A (claudin-5) 40 0 R B B B A
(Z0-1), T F 34 o o ol o 2 B 7, 42 B — 0
BHRH, KRB N L3, TTF 23 Aot 4 o 4%,
BIREAIgCNFETR, 8w T B A AN N NE
(O, ax BB 5% 4 B E SCTTF 40 i by 4 38
B BFAE W, HAR T TTE 7 6 2 1 4o 25 4 th ofn i
BB T F B A 2 A b S 0 BN B R, X T R
& TTF 3 Ao 57 25 4 BOR v 69 15 R AL

5. TTF 3t % %% 358 0 % v < 7 2009 48 8 — T
XA VX-2 b 8 A AL (R 8] & R 880 ) SEAT TTF 6
TR T, ok 4R TTF ¥ R 4 ik 8 % 9% 1
o 5T R4, TTF AR 30 Bk 8 A B % 6 )7
BB, AEHBUENEICDAS E R EW S,
£IHE % thCDA" 1 CDS" 4 fiE 0 P, X T4k &
U TTF B A R b8 5 ORI 0y A S HL R &
TTF 43 5, 8 M8 45 & & L ATP F &% R %
WA TAHENNREFE, XTEEFRARZR
Ma gL R Ry hRsHES TTFT 4
% % % — F M A A 5 (inducible nitric oxide synthase,
iNOS) #9 mRNA fn & & i K734 E ¥, iNOS 2 — 7
R M 4 BRI S E v A A S M R RLAR A, B
HRT S mmpit e, 2 TIFA R 5,
/NECE VG B P B TL- B AR TNF-« Rk AT 2 & A
B, KUTTF A 4 FFER M AR R EREL,
WA, AR T A4, AR HE S E s a i
HEATTTF AL 32 5, f 8 20 0% Pk B K, 3X 3 52
T TTF ] LA 7% B v 40 0 0 470 Bk g fe e K 7',

6. TTF 9 I /KK 30 ¥F /& : 2004 45 TTF 89 I /K
I (EF-07) #4207 J& X 3 2 & GBM B H BEATIETT , #
KT R FITTF 3 97 GBM By % 4 . B g 78 2006 4
TF & A4 237 ) 8 & T GBM A& 3 ey T A I R 3
B (EF-11) 7 e, g 5 TTF 367 th & 4 5 4
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B AGST B B M, B AEFHMPFSH A L KX
A6.6560MH 225214 H), ETIFA T B
Rfkéﬁmiwﬁ:%ﬂw%%iﬁﬁﬁmi&

F, XEZWTIF 5 7 #9697 & & M GBM 77 T 8y
rﬂﬁﬁoﬁfﬁmmﬁﬁmY/ﬁ@@%Mﬂ
J & V£ GBM & # Y1l K 3% 26 (EF-14) ', DUTTF B
G E ek AR R R T 7 %, M BT 229 ] Bk
e R B A, TTR Bk a4 32wk 7 41 69 PRS An &
A FH R EREGT 54040 A.209 5 1604 A),
HHEEFEEYBARE 3% 529%), #2023 F
- F i K4 E, Novocure B — 2 W AR & A T
TTF B¢ & %% 16 97 45 % 0 36 /D 40 B Jio I R X 2
ty % 4, B LUNAR X % (Novocure Highlights Use of
tumor treating fields therapy in treatment of Non-small
cell lung cancer, September 8, 2023), % Il /K ik 3o &
4276 ] 4 2K 97 % ok Bl e B AR D 40 R R
FEPD-L1 B 8 ML T R A R = 1% 0 &4 7+, B
TTF+ %5 i8Iy B & 36 7 B9 6L £ 7 0 23.6 1M A1
8 Rk S A EE R 105MA . 5
S, 34 F TTF+ %% 76 77 Bk &7 % , PD-L1 & 2k 3 A
5EHFHEMR, XTHAXWN T ERKATIF S
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