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Abstract

High degree of malignancy and easy to invade and metastasize are the characteristics of glioma,
and the common methods used to treat glioma are surgery, radiation therapy, and medication now.
The first treatment is difficult to completely remove lesions, because the boundary between tumor
and surrounding normal tissues is not clear. The second therapy is harmful and costly. So medical
treatment is particularly important. At present, there are many chemotherapeutic drugs or mo-
noclonal antibodies with different mechanisms of action in the research or market. This article
summarizes the latest relevant mechanisms of drug treatment for glioma.
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1. 518

2 I 8 A S R P A e (PR R G RE[1], LA e RN SSB I 2 —, A TN, i
THAEAREERS . mREEESERNR R, HEEEAREARAR, WEEFRIRT 26.5% [2]. 1R
PEBMEREE,  DAHA LU BRI 0 1~V G, SBAIERE LB I . SRR VR I B A R A R
I, O RAEANTHECY 6.9 A, BUERAMRHER T AL, BUN RS S gy,
P AEAAF I 14.6 DA 3] PIILT 3R A IE TG T #E A B0 R (5 5l Bt T Oy 2L

2. YARREF
21 MERREKETF

148 P B2 A KR F-(vascular endothelial growth factor, VEGF) /& & 557 i A5 — AR E B, HIEH
8 MR 7 NN ETH. RIUREEREE S, Mg KRR, BE 5B G EE21NR
A XU T VEGF 5 S IR A M AR . MR L USRS /b R B, TR A 5 3 EGFRVIII
RAEGEAR, GG OCHE S IE s, (R AR R, BN R R AR R [4]. VEGF [1)5%24k VEGFR1
A VEGFR2 mf U I [ 0 1) 7 2GR AT(E 545 5, IWTEAR SRS =% g 4 B ) G B e 0, s P
FAE SRS RE 775 fEAR YRG0 VEGFRL 5 (F1) VEGFR2 w] DL 3 ZE K /N R AE F (P < 0.5) [5].
i IR A R K 22 A K E P, BB RE T, SR FH JC S B IRAAAR RS, H AR B AR B A5 3 R (HIF-1)
WOF, T HIF-1 7T DL E R S T Limb-Bud and Heart (LBH) [\ %%k . BF9T &I, 1EMZ R
W, LBH it KA @ VEGFA /-S40 /A AR (ERK)(E 5 %6 S, (e e 4 iRl HIF-1 3Rk, 1M
HIF-1 #—P 4% LBH TR G, HH S8 H FGMEIEH G . %] VEGFA, fE— 2R Fal DLFEAK
YHRLIIGEERE ), AEERIR 6], MR IR AR R R S T IR B VA, AT RR, MERK
OR8N o 240 5 A R L A A IR AV P, AR SR i VEEGF T 72 B S 4kl /) fi o 4 /5 Wk
Y (AR RN R J G B A IR IR0, R W] VEGF IR b S RV G e I 577, T 3] /N i R
21Tt/ 5 M A L F 102 (R (R A VR, AT S BB A2 e [7]0 L BT 6 VEGF 1 NJRAL 5 7 % 19G it
PR DU, 2009 SEREALAE T8 R VERFUR8], MR R, DA HTr K B A, fEIRIR
TBIT AT AR A A [9]. It VEGF A H 5244 VEGFR =2 IR Ja VA TT I 280 £
22. HUEKETF-p

AR E - AT AR A K i, ITREARES), e 5 2R AEKE T,
H5 - FU i AGEMT)AHE[10], JF HOREEHE R W] TGF-B 72 2 i BUR A i Hh ik 425 JF Bt
TG R R 28 2 0 B [11], NIRRT AR, FELets LT, TGF-p it 5K eI
RNA (IncRNA)AH BAE H M #E 4715 51 3 [12] . KB+, IncRNA LINC00115 ik, TGF-4 Lifd
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LINCO00115, 3t TFE40 o H 3 58 B AR Rk [13]. TGF-B WAL 2 — TGF-42 & K AW, 1ER
JFUR R, TGF-p2 Af LLiET Smad JE# 5 AE Smad JE #2028 EMT AU AT, JG R 5w 2R 44 12 fay A s
B, FEMT AR 2811 NUHSERE TGF-p [IRIEKT, AT LI5S IR 4 (K12 28 R 1, BRAR i

3. B
3.1 RITEEALSEE
AT IR IR i EU (isocitrate dehydrogenase, IDH)Z 5 40fH K RERACHT, W] DLAEAL A AR A L A4k

B RR[14]. NAAHE IDH 2 =%, @M TARR AR, KEAFMAEIIIRE. AT 4055
W) IDHL RIEL EACIBEIAIE A, AL T2k 1) IDH2 AT IDH3 25 = RIMEIA[14], EATREIEH
T EAFE B R 1, IDHL F1 IDH2 AR 5t i e — A% R (NADP+),  1DH3 WIS A Pt friz i e
W % HTR(NAD+) . 5 AR ZURYE IDH R AN H 4y =25 IDH 48, & 1p/19q K51 IDH
RAAL, B 1p/19q A5 ) IDH RAERI[15]. IDH SR TR A IDH B0A 98748 B SRR 75 4> /K P2
RUFAAL, EAEAKSP b, IDH RAR S SIEAU =%, REZERAG R 2 — &6 AR -85 — R
(2-HG), 2-HG FA7E 18 7540 o 1) S0 VEAC T #6248 [16],  Horb IDHL/IDH2 #A N 2 i B eAE R 2 —,
XoF R IR () A JE AL BV E R (17 WG PR AT AR AP S H,  IDHL AR fg B T F ol 41 i 4 A SRy 7 2B A ) 241
&, PRASZEGH, Beatrice Philip 25 AffF CL 232/ RCAS/TVA /N FURIAR AL, (381K Nestin 41
KA IDHL 98748, (k1 s i AR A R RE[18]. IR IR I, 80% M) B 3 7 A 45 SR R /R 7E IDHL/2 R
AF[19]. — T 9 I IDHL SEAH 15 DS-1001b (EL A5 w LA i i 3% 14k ) () JR B B R R B, 2 44 78
HIE R, 7 2 BERERE20]. 765 I 29 AN EF ST, AR IDHL #0177 vorasidenib J&, 1
NFERLZME, 3 NS, 10 AFitEfae, HREMH T 2-HG 7/=4:[20]. KE I PR AT A R EHE R
B, WA 1DH FEAR ] DARESZ R T s, 17 i S0 o) A e e 8 22 o

32. EReRERQDS

L 48 2 (1 (Matrix metalloproteinase, MMP) 75 %2 Ca*'. Zn®*%: 4 J& B8 A B R IE/E . H Al
MMPs Z ik 48 7 B th 26 MR, FERR SR B B E FH ) 24 MMP2. MMP7 #1 MMP9, {2
AR 5 TS Vi ) N 2 1 R A P P e A R R R o T IR R S A OGRS AR 1 (MALAT-1) r] LAl
IR (A%, BRI MALAT-1 R AE/E 28I FEIE MMP2 {380k, 955 MMP2 13 14 AT 400 ek 78
YRR 22 MRS [21]. H. WU £ A3t qRT-PCR IFB] miR-93-5p 7E[RJGR L&A, 1 MMP2 &
miR-93-5p MIE AR, 24 Ei miR-93-5p I, MMP2 ik FR&, MRgniud: K2 8#mH|[22]. H—K
microRNA, miR-2276 M| B 424 /] MMP7, 31 MMP7 _E 3% i 3L I DoME i 5 25 Wi 25 11 3L R 4 (BCAR4)
A LA miR-2276 BT T i MMP7 (355, #HI e i) 4228 [23] . 111 MMP9 7] BL7E mRNA EAZ#EIE H
T 4A3 (elF4A3)%E T T H ST IL circMMP9 Jf L iAZRIE /K, circMMP9 i —#a) miR-124 FE2 %,
circMMP9/mIR-124 {5 55l, i miR-124 ik Mg B A2 BEG m[24]. tHT MMPs B S {2 H IR,
1A MMPs ik R TE 0 R R IR 1R 9T 2 o0 EL L .

3.3. O6-FHE SIEN-DNA R EFE L

06-FF 5L 4 -DNA H 3L 44 R i (06-methylguanine-DNA methyltransferase, MGMT) 1] LUK fe 3 M
MRS B IRk FoRIE 2 AR 06-H1 B SIS [25], MGMT J& — Rl Ak Cr <y HE i A7 72 11 g
2 Z P, TR FR R R UE I S 31 B DTER MGMT 2[R R Mgt % [26] . £ Bk 2 H AT
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R BN R YT IR R AT 2540, MGMT HUEAL T MGMT 7RI R 4 R0k, 15 fhgi 4t
F X 5 B P AR N 2 1, ISR ST ROR, B MR MGMT M FIEIE K, 7RI PR A 52 3 PR,
W98 R B 508 T NF-xB 192635 KT, #0] NF-xB Tl 7 MGMT ()&%, 7Eikpohszit iy 8%
] 7 R B A [27] . 1Ak B-catenin T LAXE INAH L H ROS HZKF- M4l MGMT [ 3%14[28]. LA L
IS IEE AL, IFN-g o] LLRESS ), @i S P53 B IS MGMT FIZik, 1655 5 J5 J8g 41 i o) 5 sk
FE R BRI AS P A A B PRI E FH (2910 DRIBE,  FFREEXT MGMT P3G EEGRI, 184 m ey 4 e ko 5 B fi
(I BURAE 2 B RTE YT IR IR A T EZ —

4, (E5EE
4.1. NF-xB

NF-kB 2H5  F50%, f1 5 FEE4: p65, p50, p52, RelB il c-Rel [27], W TSR — B4
M58k, JESHEEEDR A 3 7 ORI DNA FFAIL & [30]. R ZECBLEME, NF-xB 353 5
W BBRAE MR L, NF-«B BRI RE SR, PRI TR FUR H NF-xB I8 a7 IR
FRI AR L 155 1 3 G RS /D AR A S RNA-seq A SE AL TR YT, 4 NF-KkB (135
PEBRHL 55 5 NF-xB SEDN R I6 7T B R H — IR 51 77 (93697 J74[30] - Notch J DRI LA g A i 2 £ <7 Y
AR 524, Notchl /R NBFR TSN, R AT Bl £, #H% Notehl (¥) mRNA aJ LA
T NF-xB, FEGENSMS(EREAMIM T3] i FAFAEMMN R, VF 2T 20D BEE AN, BEAS I
PRATRCRARGT B0 2500 URFEAE T, 1038 50 A7 25500 mT LAGERE NF-«B BOTEAL, R ] R 8 i 2 R 32 02 1
HIA] NF-«B 1) CB5005 k-5 5K £ — B AL AR (A ARIDCIE 1, S35 N 4o 22 K i 80 A Bl A i 44 1 £ 0K
FERRIE R T B MR ER AR (KI53E 15 [32] . VFZBTIUIOR Y, NF-kB A IGTT IR TR ) 2L AR .

4.2. PI3K/Akt

PI3K & N I BENE BRI 3-34RE, W20 338, R ZRIEss 125, il 1 /AN IEFEAT 1 M
PSR, AR A SH2 Fl SH3 X35k, w] DLRTE A ARG X Sk K ¥R (1 45 & R IEAE (LT 365y
Hpll0as B+ & vy WUFH. PIBK 25 ZMAUM0IG5), EIEMMIGTE, G, TR AER[33]. KR
H{) PISK-AKT-mTOR {7 538 4 405 sy, 3885 7 JE I8 T RE M 1) 1 R A e R 1 /N R R, 3%
BJ PIBK A5l 75111 PIBK/MTOR XUEE #1771 4 H AT 08 175 12 [ 34 o PASK i 771 3= 22 i ok ZE 3R i ygd i A,
M ZEKAE A7 . PIBK/MTOR XU #7715 UST JRALIR IS R I, = BLid it G1 4 it J& H 5 s {1 it
HAREITS, B A4 Bax FIBYL)AY Caspase-3 /K- T4, Bel-2 7K FF#K[35]. BRIt 4b,
PI3K/Akt £ INK 3 ¥ T B R A, iR ANR IR & B CEE N . mT PI3K H UM R, [F
IS8 DO Aot AN [ ) SIE 2R INK B o] Ji B 08 R AR P AN [R5, I PIBKp110p [A] CALHN INK (I &
A HA P EVER, XA A= TR B RO BT E AT 77 [33]. AHEL T3 —H#] PIBK, BX&H
il PIBK/MTOR A= A5 (W [F) AR F K K358 73607 B0R, 1 AT e IX — il A AR A& a7 751

5. RETKEH
PD-1/PD-L1

PD-1 (programmed death 1)BIFE/F AT 524k 1, J&—FpEEM G ilh] o7, BT R@REER
e, A5 268 MR IEERFR I . PD-L1 (Programmed cell death 1 ligand 1) B4R fE AET - Bk 1, /& i1 CD274
RS E A . ERZEIMREANET, s, MEaiRimRik PD-L1, PD-L1 i#il4h
A T R GHAE L F) PD-1 AT 0] T 9bk C 4 0 44 2 1 5/ 7 A= e % i 3E[36] [37], #0i] PD-1/PD-L1
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G A B ST AE IR VAT S T R AR [38]. R 2 R —Ff, PD-1/PD-L1 {ERFAR kL, —I
96 il IR B E PR N PD-L1 SRIEAKFEBABI /BT R B, 69%I1 3% PD-L1 FHYEANA AL %2 /b 1%, 31%M) &
# PD-L1 FHPE4HM % % /D 5%, 1 PD-1/PD-L1 FIZRIA /K- 5 TEAHG, oIk 7K1 e W 93 f Bk 22 [39]
Ty TR e T 9 KR AR 40 4 PD-1/PD-L1 RIA KV BAS ATt FE R B, B2 W 1) Je SRR I e o e
BHE R, 70%LL IR B AR AS oA A R [F RS R g v SR AT 4 PE PD-LL R3E, A TS W B ) b ix
— el s s [40]. AFEIRFRRIIG R SRR, PD-1/PD-L1 78 5% 13k i Al S 5 VR 97 vh A SRs /e,
ERRIL T AGTT 2)0AS Sy 1o ot o e B () E RS, H RTAEIR PR VR TT R, JFREEXS PD-1/PD-L1 f A 2 —
AN XGRS, VT2 PD-1/PD-L1 #Ifil7) C /R RIEFVARIT8CR, e BTip e & sbt. ER IR 1) fa s Ji
PEAG, SR 4 AN AH i R 7 2 A CE A LT, A4S e i, BRIk 2 29k A st e o s 2. [R] Ak 4ol o]
PD-1/PD-L1 Fl5A —ANHr e M 5 TIGIT, B E 4 T IR FUR /N R AEA7 R [41] . AR IR, % PD-1
VERAH BN R T ILRIRE AR T BB AR, 35 KB RMRFEEE Y, A 16 L EEEFARITHIEH T
PD-1 $MIFIE N BIIT I, 19 4 BHEEF ARG M PD-1 ##15], & PD-1 MsIFIE BT AN 16 £
B A K T AR [3]. PD-1/PD-L1 #5120t 78 I # a7 ], 8 B B AN SZ I 5e B Tt
WATAFAE NG RS FH AR T RGP IR TT AR

6. RE

JB 5 g B IAL A2 24, SRR — R A B e I it BRI Bl AR R 8 L 2 S DR 251, DI R
22 48 R B JE R [ NI (0 2590 AR R AU T [ o JIRJSURE 2 WV T A ME R — 3B A T I A L
bE, VF2AWETGE NN AR, PR T IR BRI VE T, T DAPS R I i 5 Fe, 23 40
R AR VELF (/N 7> TIERRAET 250 F, R ARRIE TR IR AL
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