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[Abstract] The small molecule alkylating agent temozolomide (TMZ) is commonly used as a frontline therapy for glioblastoma
(GBM). However, there are certain factors, such as the presence of O-6-methylguanine-DNA methyltransferase (MGMT) and activated
DNA repair pathways, that can lead to resistance to TMZ, thereby limiting its effectiveness. This paper aims to comprehensively review
the detailed molecular mechanisms of TMZ resistance, discuss innovative therapeutic strategies to overcome resistance, and explore
potential drugs that may enhance the efficacy of TMZ. Ultimately, our goal is to provide valuable insights into clinical approaches for
mitigating TMZ resistance in GBM patients.
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Figure 1 Mechanism of TMZ

2 TMZ TR0 FHL &l

TMZ 1£ GBM B # H# a7 th AR 22, H
TR 24 1) R PR 1) 1 HASHYT &% . GBM &35 5% TMZ fiif
LIRS = ok, EEAREMRH SN DNA B2 5
RE 48 SR AN GO B AR A 55 IR 3R (&1 2) o I 4R, X
TMZ i Z5 5L FR AT FLBAS 1 — R0t e, 9T
RARIIATT HKIGST N 1 R, 10K GBM
SEHL A S RS T R
2.1 0-6-F & 7275 DNA ¥ & #4585 (0-6-methyl-
guanine-DNA methyltransferase, MGMT) % Bk &9 & 2§
B

TMZ % 3% %473 1M 968 200 A FH # S B 1 L 1)
B 42 06- 5 M4 H1 B 44 (06 - methylguanine, 06 -
MeG) . MGMT [ F= ZL ) g2 K 06-MeG L[] 12
R 2 H B E AL S B R R L, 122 DNA 1%
U1, A5 TMZ TR 25", MGMT Ji3 2l 7 F AL
R A RIE RSB L, A, MGMT J5 31

HeAL 53, BRI MGMT [ 1% 8 2, SR AN TMZ J6 77
ado ImARIRL S5 LW, MGMT & 31 FF AL 11
GBM B H 152 TMZ 677 Ja B A K (ot Jg 2 A7
HA (progress free survival, PFS) Al & 42 47 # Coverall
survival, O™, HHI, MGMT )& sl F F AL AR SR
AR AT PO R S B TMZ 97 30 [
I, BRI RIEAR R ], 2R K GBM 35 MGMT &
BT m . N TR FUH R T 15t H kAl
IR G, B FEN 5200 614 5] GBM & (1 2
DRI 20 Bt 3R 47 20 B, S AR 31 38 491 ] AE W) IR 2
A RIS B MGMT Ji5 81~ A Edls , 30 13 8] 8%
FAEYICIN o FEACRES, Herb 8 41(61.5%) & 1F
RIS MGMT Ji3 3182 38 oA ARAGIRAS , 5 82k
PRIA IR teAh, BE LN AAE R IR SR 8
A2 I MGMT 3 3 3 B o HF 7 21 it & 2
F T E MOGMT 3Rk, e 20 TMZ i 25 . X4
RMGMT Z: 5 TMZ i 245 1) 73 5 HLi vT g 56 A 52 2%,
i AT SR A AT 7T
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Figure 2 Mechanism of GBM resistance to TMZ

2.2 DNA 4 B KB &) &t 25 ALl
2.2.1 %%Ees Z (mismatch repair, MMR)

MMR £ Gt 75 4 35 DNA 52 )4 fff 14 0 i s A8
il g EEAEH . BT TMZ SRR 06-MeG 25
¥ 5 A= AR Ak, AU ) 5 i R v E (T B R X .
MMR R4t HE IR A AR BCN , H A REREAT A 212
2. fEBEJE K DNA & il i, 06-MeG {32817 5 T
MAEE CHEX, RFEMMR £ 4t ) B 5B 5 X — 4
WRACXT, T T 1 “AE 57 6307, U5 DNA XUk it
24 (DNA double strand break, DSB) , 5| 4 4 ji &5 4: .
[, MMR 72 06-MeG 75 AN REE R Se ok fF . £
T U 4R MMR 2 GE 6k [ 55 TMZ i 26 5 DI 5%
TMZ 697 JG 2R 1 GBM i35 AT il Mex-3 RNA £
K A(Mex-3 RNA binding family member A,
MEX3A) #Iil MMR S¢ 8 8 1, 350 MMR 12 & &%
BRAR. 46 ) i % MEX3A f MSH2 R iA1=, &8
S RE T Jie 98 240 P A GBM AR L /) B X TMZ ) UK
PR, Ak, MMR I8 A ¢ & [ MLH1.MSH6
A PMS2 thi] it 5 GBM & & FLI 7R 245",
222 dER R K 3% % 414 2 (non-homologous end
joining, NHEJ) #= F] /& ¥ 28 #4 & (homologous recom-
bination repair, HRR)

NHEJ #1 HRR 7E42 52 TMZ 51 2 1) DNA XU W7

Zrh Py 45 B A 0. NHE] @ i < 8 K 1,
XLF 1 53BP1, 7£ TMZ i Zj [¥] GBM 4l ffd H & ik I
Wi s 22 TMZ T 25 48 b 1 XLF 553BP1 7] LA
Z 12 5 TMZ %) GBM 48 Jf () #0125 S0 pS3.
PAXX Il APLF %55 53 % th o] L@ i 4% NHE] A
S TMZ fiif 2517,

HRR 22 14 5 W) 5 5 % GBM b TMZ i %
4% AH 9% . HRR I8 2% 1) ¢ 8 58 [K, 40 BRCA1.
BRCA2.RAD51B 1 RAD51C, /& i Jii J8 #4 52 DNA )
DBFERT . WFFRKRI, BRCC3 KT a2 S8R
JEAHLXT TMZ P2 A PE s itk oh, Hoh 22 i)
HRR [ ¥, i RAD50. RAD51. MRE11. CHK1 #1
CHK2 .2 5 Jigt Ji g8 AT 7 i 245 . 451, CHK L ]
71 SAR-020106 HE1% #l#1 GBM 41 i 1 HRR , FF i Ji
98 £ 0 X TMZ 5 ik,

23 A3 5B R K IKAY AT 2 AL
23.1 Bel-2 %%

Bel-2 SRR A 40 M8 -1 5 A i e s R
TE A B AR A7 5 A0 T 1 P S A2 v R AR O AE T
X —FEAFERE T APE T E S, B2 80
0 2 R IE W R B AR R B BB, 7E GBM
SN R, U TS R B 0 Bel-24 Bel-x1 A Mel-1
B EBRIBRAE, 78 TR AP TR A 1)
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AT, 5 AN I R T TR AR AR X AT RE 2 TMZ
i 24 ) R B HL I 2 — o BT B, TMZ ¥697 S5 1
GBM &% Bel-2 5N, 55 Beclinl HIAHE AT HIH
{0587 NN i i = L e N 2 S 1 5l T TR
ARWOA BT RAE TMZ W25 h 9y i 7 B2 . WS
BT - 1o 5 miR-26a T+, X 2k A=
AR RS, [ B SR BT T2 8 (A Bel-2 IRIA, A
T TMZ it 25, BEAk, £1%F Bel-2 K& H R ST
HEHE O IR . Mel-1 7 S A 57 A-1210477
55 Bel-2/ Bel-x1 #1171 ABT-263 ) [ 7 H , 5 5
TMZ fiif 24 11 J573 J88 24H it e A 28 32 Sk Vst 1) J2 I 88 T 4
J2 (glioma stem cell, GSCOE -1, X YL/ 57K B,
BEXS Bel-2 Z5 R H HIVE YT F AE 2 e Ik GBM AL)T
MRS 24 A RURME Z—

23.2 PI3K/AKT {3 5 i@

241 88% ) GBM Jif 8 4 247 7E PIBK/AKT 15 5
TS S, A5 R TMZ i 25 5 R Py s
MO, GBM B R ZAFAER A K T2
(epidermal growth factor receptor, EGFR)#5 U1 3 fin
o PTEN i 2K 55 0 R 842, F7 8:300% PI3K/AKT 15
O (2 bR AN R AR K Y O
PI3K/AKT it ¥% {2 ¥ 2 2 i} 25 &5 A -1 (multidrug
resistance protein-1, MDR-1) [\ 381K 7K, M1 3 5
i 25 . #F 912 B, PI3K #1011l 771 LY294002 A 44
N PTEN HF A= 7 A0 5% A% B4 Ji 57 968 41 i %o TMZ 1 8
LR I H LY294002 5 TMZ X f8 AT AT DU 2%
2 v I SO AN ML PR R T R PRAR AR 2R R Y.
4, 7z PI3K #1175 BKM 120 FIXL = PI3K/mTOR #01]
I XL-765 75 34 55 TMZ 1 1 J57 98 20 1 /) BR A A v )
BUMRAE 7 T SOR  E
2.3.3 Wnt/B-catenin 13 5 i@ 5%

T R B, TMZ 517 GBM 2 i Bk U7 ) Wnt/B-
catenin 15 5 18 B BE Y . UG 9 Wnt/B-catenin {5
Il 2 MR N F TMZ i 25 . Hodr, DOC-2/
DAB2 A H.1E ] £ [ (DOC-2/DAB2 interactive pro-
tein, DAB2IP) & i [H 7 Wnt/B - catenin {5 5 i % 4
il B W& AH 5% 2% [A] 9B (autophagy related 9B, ATG9B)
FIE, BET A0 TMZ 355 /9 B LA K 51 TMZ i
250, AN, Ok 2 R 4E R W], K BE AE g D
RNA (long non-coding RNA, IncRNA) 18 i 1 5 Wnt/
B-catenin 15 5K S5 TMZ T 2. ZR0 4K RNA I
TN VIR R EE (RNA component of mitochondrial RNA
processing; RMRP) [ RNA /£ 73 IncRNA RMRP, il i
I EE 3 F5 5 1 3 (zine and ring finger 3, ZNRF3) fi¢

HE B-catenin KI5 ; R Z , B-catenin 18 # 3 K+ 4
(transcription factor 4, TCFA {2 it GBM 4 g +* RMRP
1235, I H Wnt/B-catenin #1771 X AV-939 £ i 55
RMRP /i 31 TMZ fif 5 . &1t , RMRP/ZNRF3 i il
Wnt/B-catenin 5 5 18 2% ¥ i 1E [ 15t 0] 2%, 22 5 1K
TR TMZ T 255 53— WF 50 A 30 TMZ i 245 40 ffa A
SR GBM B FHFEA [ IncRNA SOX20T JF & »
T 38 ok 3G I SOX2 3k I I A A A1 AR A )
Wnt/B-catenin {5 518 % K44 i TMZ el

234 HAEFiEw%

% 22, R VR A G A 5 3 B AE TMZ T 24 3 72 o
WREE BN o, 40w 57 b Bz e e R 7
( cellular-mesenchymal epithelial transition factor ,
c-Met) 7 HH A A2 4K K- (hepatocyte growth factor,
HGEF) BT A4 3305 1 52 4 1% 28 BR BB (receptor tyrosine
kinase, RTK), I8 71 st i & B IR i) B B LR
Ko HEdRIE, EGFRv {5 il 1] B c-Met RTK A
ST IS S TMZIE 2. 09 T IR > EGFR A
c-Met HJ UG » Meng %5 738 1 48 X ¢ - Met 410 ] 771]
cMBP A1 EGFR #1177 Inherbin3 J& i FL A X4 i 37
RE PRI R K RIURE , 388 3 00 ) TVIZ i 245 g Joid T8 A5 28 /N il
(¥ DNA 512 52, A TMZ RCR G583 — T PR T
WA, o-Met #1177 50 M & JE A EGFR )5 |
& B JEHCE IR YT AT ] S e K GBM fi 8 /)N BRI A A
W, v RIS 25 54 1 TR TT SRS Bk, )
1 A 2a Cactivator protein-2a, AP-2a) - ZDHHC %7 4if]
It 3 7% 7% lilg 4 A A PR L A& 12 (C-C motif chemo-
kine ligand 12, CXCL12) 3 # iz 3 3@ i A [7) 1945 5
WS 5 TMZ R 245
24 KM E RAZ X IK A & 25 HLH]

I AR 7T R B0 M 9 A AR 1 g R 5 TMZ
M 2558 R %Yo RPURAE K B RE Hh, H 32 B
AR R AR AR A . AR AR TS
R % i R S A1 O TR 1 4857 110 S 40 L 4% 1 400 R A
WERAE T EEZOIEH . PHRA R R, TMZ i
251 GBM 41 i A8 & FE A, AR AR DNA & AE SR
223t H DNA #8 VUL , X R AR (A A3 BoRi i D fig
S, T 51 TMZ i 24557 . ot ¢ 22 B B A 7
AR TERITERL R, GBM 2t 4 i 22 B L A P
filf JE iR (R R AES o X FP A AR A A SR T GBM
20T BE B 1) e 7 K IE A RE T TMZ N 2. BT 5T K
LA 5 1% B 1 1 (specificity protein 1, Sp1) @i [
A Z I 2 E2 (prostaglandin E2, PGE2) 3 5 A 7 B2 B
A (fatty acid B -oxidation, FAQ) Fl = & 2 i 3
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(tricarboxylic acid cycle, TCA) , M T 15 28 ki 44 7= 24
() ATP G0, 4ERF o A0 A7 3 , S 306 TMZ 742
M 255, Ak, 7 B H K S-#% 2 1§ (glutathione S-
transferase, GST) Fll & 4k [A ¥ B /& 2 (C-C motif che-
mokine ligand 2, CCL2) [1}isF 12 th 4 2 18 {1 14t 7k 12
fig, TfT 5142 TMZ fif 254 IR LA E ARt 2
57 TMZ i 2y, 2 F g AR C ke 5 254
9%, 451 G g Tl i R 22 AN VR R J e e 40 T 4 i
T BEALHE TMZ TR 255275 4 [ Wt MIAE A= DY 0 1 A
Wt 2 75 3 TMZ i 245 (1) 5522 1 5, AR FH AL i oK
SEATE ST Sy A, B i A ) O% B gt mT
RE NI 259697 R (BT VG TT SRIE o AT TR R W, 410071
Z 5 IR WTRR Mk HGH) < B i i T R 5 1l (fatty acid
synthase, FASN) PA K2 2= 5 JIig JI7 I S0 1 PRI Bl A T
H:F% 1 1A (carnitine palmitoyltransferase 1A, CPT1A)
AT 5 GBM U X TMZ FRUE >,
2.5 GSC X ER#) T B HLF]

GSC AA 5 K DNA 2 8E ), [ B A 704k
T8 B SCHRF I8 A5 K B 258 o A LA S5 4 FR RE D 145
J2 I3 96 o A 97 AT BIANBBURR . Galli 457 8 IO
= 2 M I TR v oy B L B B 3R R A L e
FIZHHE, B GSC, 3X — A BN & 1 GSCAEHG AN B 5 /8
AU AT AT B U L, 9 D9 GSC s 3 e
52O AR TT i 24 45 J7 T ) RIF 9 B85 1 BRAR R Al
% TR 75 45 H GSC h MGMT &35 B &2 7+ &, AT
Xt TMZ RIRT 25, [AII, GSCHLi T ik 12 R HLAL
EBUERAS BT IT 29 S R T B,
GSC HIZG AR e 2235 , /b 245 01 40 L PN AR
R ATP-45 4 & ¥ 12 5 [ (ATP-binding cassette
transporter, ABC) #& — & H FH ATP /K fift 7 A 1) e &
K 3B A o 1 CRLEE 25 73 ) 38 el 40 e ) i
A . SCERIRIE , GSC 1 ABC Z % A 4 ABCG2/
BCRP A1 ABCBI/MDRI1 [¥] 215 /K 1 Tt e, X 7T g A2
GSC X TMZ 55 40T 250 inf 24 () 5 2L 22—, th
ERAE GSC AT BE & VR 7 2 WORT it R A2 5 1 o< Bt 1A
O, Mo, ABCBI AT REAE 2 M i 58 4 TMZ
Wi 2 44 PR A S DR 5 T HE PR 3R 155 1) ABCG2 R 3l T
FH A T i 2 o IR B 5 988 22 24 T 24 1 B B o)
GSC e % 1 B AR R A%, (R ) A B WAL i B
ARG LH o), I T A AR 15 g
TUOPR 855 DR 3%, G 240 i ) AH B AR P AR B8 i 2
F e 9 GSC A7 I A 2 3R A1 SRR . X e 5T %
(TN 2 ML SR B, X GSC TR YT SRS 75 B 2 M 15
AT ATREW K 2 T A RO B S A, DU R0 ik

2024 F5 H
TMZ i} 25
2.6 MY IR K BR 6 A 2 AU
R BRI AES R 5 %

Tl A e 2, L RS IR D A 2 4 R A
fib R B4R o X LE A i 5 R 4 AR LA T 3L 1]
(I T3 Ji g () A R A e A AR o L R 4
IS B2 o), T A PR 5~ Bl 44 5 (chemokine ligand
5, CCLS) -t K -7 52 44 5(C-C motif chemokine re-
ceptor 5, CCR5) 55 7 Wl {5 = 3 52 Ji5¢ Jo7 98 400 Jtd v i)
DNA #H1E 5 , #ifi 755 TMZ fif 2557, 538 kiR
(1) GBM FH ¢ N B2 2 i@ i 3% Wnt/B-catenin {5 5
T e A O () 7 O AT LR, AT R R T 245
SRR R IR AH OC 40 B (tumor associated
macrophage, TAM) A AR 1 [ 598 (1) % f& , (7] B 3
it Wi N R A K B ¥ (vascular endothelial
growth factor, VEGF) 37 PI3K/AKT i i, 4E+F GSC
FAEMIFE S TMZ iy 25 XLk BRI 1 GBM
VBT SRS AN A 5% e e 4 i, 3 B[] N % RS FL A
555 o R S e 20 B, DA S 4 T b S X e R ) A2 R
T 245 o

3 ERETMZTZhRYBTEIR T RRE

TMZ fiif 2 — B A& J5 53 988 ¥ 977 40 358 1) B K Rt
Z—, HNTE T HLH MR A B B o 223 TMZ i
2[R YT SR = B T TH R T — 7, LA
(1) TMZ Tiif 25 L1 H R, 155 A D6 B b E 47 25 90 %
TF, P 51 & 25 (015 5 38 2 )T 3% fise J5 98
TMZ FA 50 IR 1 B B 42 % A0 X6 TVZ i 245 %) i 988 440 i 5
577, B RTEIR ARG ST T TMZ i 25 v AR A
FHEVE TR, R LB 9T N AT E PR R AT BRIB YT TMZ
T 247 (0D 2R SRS, T S AP TR 8 i B sl A\ Ak e
JHIR S8 , AT 4035 52 K GBM BB (1 AEAF
3.1 4Fxt DNA #4514 Al ey 3 RG 7 7 &

MGMT 1k 7K - 2 A2 475 98 A2 TMZ ifi 245 f B %2
FIBLE 2 — o BTN TR AR VAL-083 15 3 TE B
MGMT JEyZ iR 51 1 N7 F A 1 T 2 f# MGMT A1
S 25, B A 2 DU RS IETE DAY VAL-083
TEIT VIR AR R GBM B3 1 2 A P A 20
— LI PR A AT 5 U4 FH SR A R g oK RRE 22 4 FH T
[[1]3561% siRNA LA MGMT JE K ik /K1, St 45 5
R TR /N SR AEAF IR B B A K, SR, X T
MGMT BH P4 535, MMR 38 Bk 2% & TMZ fiff 24 f) 32 22
WU 22—, Ny P A KL-50“56 71 MMR 38 1 %f
TMZ fiif 24 it 53 988 ) ¥5 2&  AE F, 96 9T TMZ fiif 24
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GBM [ )W AR AE T 7 I 7 S8 s 3Tt
B TMZAE AR Z A BIA5 538 2% 1] B A2 VR TT TMZ
1 24 J52 5 98 1A AR S . PDE4 #1011l 771 Rolipram 5
LIPS IR BT 1 P2 1) NEO214 383 FH I [ Wt
SE A TMZ it 25" s EGFR #0177 i 725 5 J& A1 TNF 417
1150 0 ) B Bk R DU ok 9 4% U T 08 % DL K TNF
()73 Wk, T DNA 5405 38 45 , % TMZ Tiif 24 1% 52 96 4
R A F
32 RIRITT R A

VT AER, T7 X RSB a5y 7 12 45 GBM B 7y
KT HMAE, RPEITIEX GBM 41 5455 1F
MU 571 TMZ, BRI S B8 T 32 AT B X TMZ BUE LA
S 2511 GBM 2H 2377 A8 o 22 il () A AR Y, BR G BE
B FESUMRAIER . SR, BT GBM AZ1E 7%
FIHIA S, GBM AR 35 RE A M G 2 A 25 R 401 777
B SRR AFAE 4l . &% EGFRy I 4558 55 1
CAR-T¥7 2223 F T4 58 GBM Xt G0 1287 VL 1 i 1o
Foz B A ROEA Rt — e . R ks
P s AR CAR-T IT VAT TEAR MEFR 2R v, vy 72
B UL SO B O A s BRI R AT e
SRR IR BT V2L B ) A7 ik 98 4t A 1 () B O e g
JNE, 35 B 5 U (R R AR . Bk GBM i
P 9 S T B AR 4 3 B (1) 345 8 99 2 PVSRIPO
J& s 3EEEAF RN 21%, @ TP e A ™. HAEH
HUHILE T B 4 CD 115 PR Y GBM 41 i, 7] i
75 IR 200 P G 928 DR 1 0 T RIURE O TR,
Yo% M. I H., PVSRIPO H4 8 86 MK J5i 48 99 75 19
#B 1% B A& 3 N A7 5 Ginternal ribozyme entry site,
IRES) # 4 g N S M Jess 248 i (%) TRES, AT V4 Bk 7798
TEMM AR E . FRZ N GBM IR #e 4t T
BT E VR IT 5%, DCVax-L A& Al I £ 2 1 bk
SE (1R S TR 40 B 3847 A 1 A 1) 2% R B ) B 4R 4
MO o I PR e 45 SR R B AR HE VR T B & DCVax-L
REZE KB 12 It GBM A1 & & GBM 3% (1) 0S, 11 H.H
A RUFI 24, BRI B R BIE RN E, BX] %
PEVRTT IR R A B S SR, N A
4T R HLA-A24 3% 1) 2 K GBM 38 T R M1k
A g 72 1 (PPV) A R 058 = 81, PPV A g 4L
K45 B H 1 0S, I RS B 45 K. Rk,
GBM [ 627 V2 Pl e 75 2L 2 T W &, ffEif
I7 757 I TSR 75 BEATIR AR R
3.3 ¥@GSC

GSC M1 H B K5 M 7E TMZ i 24 [ 3k Jg b iR 5
EREZWIEH . HAlT, € GSC oy L L [F) i

E GSC T2/ MR TMZ it 25 [ T AE IR 7 Sem o iF
FRW, TCF-B FIRAEKH T HIESKEEH4
(bone morphogenetic protein 4, BMP4) 1] Ll # GSC
o FCE R RE 0 A STt R R R Y E R K
GBM &8 A J= il N F 2 BMP4 & (1 W 2 4111
A, R RIF 2 et . BT MAEIR
PRAREG AL B B, Fem U7 RO 2 4 1tk 7 Bk — 2
PRI [RIEE, B 702 B GSCadad b i m i (1 A Sk
B R UL KR TR, 01 W E S B % B Il 2 A
BRI 7 RO 2 R & BRI A TP I . — S LIS Il
A ATE R A M (dihydroorotate dehydrogenase,
DHODH) FJ f¢ 42 2% fift GSC /-5 ¥ TMZ it 24 1) 7%
FERE R o LRI R BT ALY th e &5 B2 H] DHODH i) 571]
RE LRI EGFR 532 1A £ )2 25 PI3K 410 i1l 771
BKM120, A] LA 5 GSC A T, HE G iR HAAE
K087,
3.4 I JE % %% 77 (tumor-treating fields, TT Fields)

TT Fields & —FEE0T IR QUL Rl 2 AE
GBM ({1967 R BRI /7. TT Fields /2
ARSI (1~3 V/em) A (100~300 kHz) 22 42
FL 37 106 P A IR b R 4 ) A 22 7 2 AR, AT A
JR) S X5k P e iR AR KT T S TMZAE R T
Y AL T AT AN [R], TT Fields 1T A 2 A 1 58 i it
S AL TMZ BURIE IR o« BTIIRTE 58 2o, S5 h5
HEVRYT 7 A EL, TT Fields 97 415 K GBM B3 11
Az A 15 bR Ty SR TT 4LARL, (HAZ TT Fields
A ARSI e 8D, #2878 TT Fields J7
R A 2 T Ak, 5 TMZ VR TT 4L R
HAREL, TMZ BES TT Fields J77: 33112 Wi (¥ GBM &
F [ PFS A1 OS # R A7, Rt e [ 1R 5K 24
i 0B PE R T 2020 SR AL HE TT Fields HI T2 227
T3 B 22 B AR S 2 W B KORG24 W GBML R
& o TT Fields {F Ny —Fg X% ARR AR T B
FE I PRI P AR B R A7 ) 22 4 PR 32 1, A
AT 10 A AR ME—FRALIE HLAYN S [ [ 2 25 5 e i 1A
%% (National Comprehensive Cancer Network, NCCN)
TRE IR, BT I R Rl 5 .
3.5 RBEAEGCBMAGTT Py AATF

GBM 4if g Pk LA Ko i 3 ok 5 iR 3 b A2 HE
( patient-derived tumor xenograft, PDX) Y fg /R | i
J5T 96 1) 2 A 9 BURRAIE , ABATY SR A7 AE BRI Jmy BR 1
ToVEH R HEBRST R R/ R . WTFE N I A
7B CSRYE R GBM AR A4 B (glioblastoma organ-
oid, GBO) R MY, {R B 1" Ji 87 1) S5t Jod P M SR B AR ALE
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Rt T 5 B R RO BB 7 TR £ GBM AL
JT N 25T SR OB . — T, GBO ARy
MR R B T i 2R AR B
P REHERA E A BING ST 259, St m R A I
A AFZETT I — 5T, GBO A B RS R B SB35 g
T AR AR B, T R R T R OB
0, B 2N Gl GBO #E47 5 WE 1 254 i ik, T3l
I B8 X O v 15 JE < 4 B AR JE AR 4 5 =] (1 Wi [
Pk WA TN 45 SR B8 AR 2 5 ] A B T
(EESUTP g G

4 KFKRE

R GBM a7 7 AE il 25 JLE R IS 7 —
MR (B S A RANRRIR, JFHRE R
GBM 35 187 L)k g R M =15+
R AE R84 5 (1R T AR U N R A . R R
Z [ F00E B TMZ i 25 52 B 2 A 5 7 A4 3L RAE
MR . KRR FRZIRIEER, 2808
—ITVERAE N B R R AL . Rk, ZREA
77, RIS & 2 MO [FA TT T BOT K 26 )T
FME IEAE GBM a7 H o HH 8 77, B G R 1) 7 V2
TPEIRTT o B R HOR D AT GBM A=)
RN T R AR R TG IT SRS N £ ok,
A v b At T g Y S o A AN R e M R AT N AR AL
TBIT, SELEEL BB TMZ i 24, $2 i 16 7 S0R , 2K
BE AW, N BT R A .
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