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[Abstract] Brain tumors, particularly highly malignant ones such as glioblastoma, have become a major challenge in
contemporary medicine due to their extensive heterogeneity, invasiveness, and therapeutic resistance. This review systematically
summarizes the latest research progress of targeted therapeutic drugs for brain tumors in recent years, covering multiple key targets
including epidermal growth factor receptor (EGFR), isocitrate dehydrogenase (IDH), vascular endothelial growth factor receptor
(VEGFR), and the phosphoinositide 3-kinase (PI3K)/protein kinase B (Akt)/mammalian target of rapamycin (mTOR) signaling
pathway. The mechanisms of these targets in the occurrence and development of brain tumors, as well as the clinical application

prospects of corresponding inhibitors are thoroughly discussed. Key challenges are highlighted, including drug delivery restricted by
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the blood-brain barrier, drug resistance caused by tumor heterogeneity, inmunosuppressive tumor microenvironment, and the lack of
real-world evidence. In addition, this review emphasizes the importance of multi-target combined therapy, optimized drug delivery
systems, enhanced real-world studies, and the exploration of emerging technologies. In the future, with the continuous emergence of
new technologies and the deepening of multidisciplinary collaboration, breakthroughs in precision therapy for brain tumors are
expected to provide more effective and personalized treatment options, thereby significantly improving patient survival rates and
quality of life.
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J iR X AR, RMARANE WRMZ —. 2022 FHE MM HE A mERN620/107%, BHHIE
ANFET AN, REFA, BT EER BT F LAWK, (204K 4 j8 75 (glioblastoma multiforme,
GBM) 47 X 5 g T 1k il B 8 S 47 2 77 AT KT 309, EARAJE B T i B 09 7 52 UM L (R 2R M R o it B T
(blood-brain barrier, BBB)Xt 74 4% % ty K 4K (L3 23), ME& o F A FWR R, A E S TR EWHELT
ARFX—BWFEFRT AL, BEREMZBEMEHE L. AXRRTFRAFERTFAEANARHE S IFK
IR, RNFIATBBB. BB =R MR MR B2 S 4 LS RO S RO 4R Sk 2 A0 Bk
&, TR F &K . F % BBB B g it 44 >k FUM (lipid nanoparticles, LNPs), % & [§ ## ¥ 1] 4 & 1K (proteolysis
targeting chimera, PROTAC)% Z##% BBBH BT At B, B NMMGE H BT NRRAR T HRESF,

1 fafpES R R EETAY

1.1 kK 4K EFZKR(EGFR) EGFR & — X # 0 B & B % B % A (RTKs), 7 58 %k K £ K H F(EGF).
AL A K B F(TGF-a), FFE %4 MR £ K H T (HB-EGE)f 4 £ % & 5 (NRG)1—4 78 I By & A ik Bt 4k 2
AR ZRAK, WOE MW B, oK R AR KR8 2L (RAS)- £ & B/ 7 & BR W (RAF)- 2 2 R L
B A W B (MAP2K)- 40 i 8 37 2 & W88 (ERK) . 8% Bk 1L 3- 1% B8 (PI3K) /& 11 3B B(Akt)/"H L0 40 & 10 &
£ ¥ % B (mTOR), Janus B -2 5 # 83 R # X W E F 7 (JAKSTAT)#E %, NTFF@pEHE. 21t
gl

R &, 50%~60% 8 GBM & # F EGFR %k ik Fifl, H # EGFRIIZA R % K (EGFRvlll) # % & % & W ;
EGFRvIIRE RN B F2—78 k5180, TRHTiEFTEENFEZHEY, SE1Kk7p12 F EGFR¥E T
X 33 oy 41 2 & 154 ¥ 5 B EGFRuIIIR %%, b T (R 98 il 8 4 K . EGFR R R 7% 7 RTKs/RAS/PI3K f5 5 #, #%3F
TG/SEELE, METHAMLRHARE, NTRAIAMBENEK., T4, WEERPESZT K, W4,
EGFRVIII )ik 5 W8 2 bS8 nAl X, "I R8T R E 410, R H X £ 8B & B ik B 37 4] 7 (TKY) 8y K 44 it
IR T H A T Y M

J&. # % JE. (Erlotinib) #1 % 3F # J&. (Gefitinib) 5% % 7 # i T %1 EGFR &y 25 4y, (23X 7 A 24 4 Xf GBM #57 2%
A IRE, 43t T790M Tt % 58 %% FF K iy B 4 % /2. (Osimertinib) B4 B4 WM BBB B L /13 AT HE K
EEGFRE LA /N fiiE Mt EEWNEEFY (overall survival, OS) Fo T3 B A4 (progression-free
survival, PES), &2 b1 R0 7 [#1K 44%, AN IR KG 1K 24%, 183% 25 %t T EGFRuIII & & R R 78 8997 %
TR FEAL, 2004, BRABEEEERAMENEITIARFEGASARAE L ZE A &6 2547 |
N E] BB T & B9 EGER #1417 42 £ 2 B (Zorifertinib/AZD3759), K E A £ 5 49 BBB F & fE /1, H il & i 4% 4 By
BITHRTY R, EHAEGBMEIT P UM AN A FRIE, W4, VLEGFRuIIN ¥ A N AR ZET 4
(chimeric antigen receptor T-cell, CAR-T)J7 i IE 7 71 B I KR 3o, #0126 #F % B o= L 71 %8 ) 0 4 T 40 i 50 3 T
EGFRVIII FH M 48 f, B 3207 357 T W % Pkl fn 2 & M3k, . EGFR ¥ 8 By 55 & WIBBB 3% 5 i 8 57 i &
115y 5 B [B] Bf B A e 7R AR R
12 RITE®RMEAB(DH) IDHR S 5HEBRET ., AR A M ERMTAEN X #E, IDHL LT 48R
it E A EE R P, IDH2 1 IDH3 L F & obrfk 71", IDHL 7 40 88 7 8 L R AT B L& R o- B R =
B, RIZHREE T fa- B X —BRELNFERHAND2EK B, WM EHAEAMDNAFE FH,
IDH2 5 IDHL £ DL, TH 5 AW B A%, % K E£ RI40Q. RIZ2K/SR%E, FFAED2EKXKZ
B . IDH R % A KPR 4 4 I U8 Bk R M GBM H 3 8 % WL, (B4R A M GBM # £ I, [ itk IDH &y A #
HRITAALPNHTF R L REME BN E2 - BH, EASMHE R IDHW Y HRMU LT, K
ﬁ@ﬁ%)@(\/orasidenib) PLIDHI 0 IDH2 R 7% # ¥ )5,, H %% BBB!"™?, 20244E8 Fl 6 H , Vorasidenib 1% # E £ &% 74
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o W B HE B (FDA)#VEJE 212 % 5 B IDHI X IDH2 RE N2 R E R WM E B D> RIR T w2, KAy E
B R R B B PR B 2, EARHLE T AR R A fE An A 95 9T B9 UK JB A (Ivosidenib) 2 H
ey IDHL P4 A, TG R R % B or ot de R 98 2 R 3 R E W 4 i 08 5 /0 58 IR 40 J 9 B B4 1 38 97
BCROY, IDH I H| F 6y RIYIESL T AR A X B AT M RA AT, (W3R R T BB
HEXEE,
1.3 Mm% WK AEKHETFZHR(VEGFR) VEGFREZRTKs XKW EE K f, EMA LMK g W EKETF
(VEGR)# A E T HEMNE A G MmA A SBRARNE, RERNGETHSEYE, S#WEREDEER, &
GBM MK R 5| I B #, VEGFRE E B AKX A K FHEAE; X—KIANTMEERETRET £o0H
A et Ek, FTaAIL# 0 VEGER, FHBTRD PR 69 d g A, HHI R R A KR

1% 2k ¥ 3 (Bevacizumab) 1F 7 ¥2 1] VEGF 89 & 41 A JE fb #.31, & FDA#LE A T GBM 3697 By Ju it & & ok 74
#1, FIEKPFS, AEMWERAMWAE, HEOXEBAE; ExXLEHREMAEHLAOSHALKE, H
e ) i T ke SR I B E I B A TR, M A R R, R 4 T 0 R A
REF., HEEEARHRAELREENEARREAEMETRBIFNEFRRN, EHEENE, 28
. TKI #0 %7 # 4 J&. (Regorafenib) 7 & X P& GBM # & It T £ % 5 67 W% 415 % 25 ¥ B &t 47 41
VEGFR1—3. JEA 408/ T 408 4 K Bl F % K (C-kit) . %% % & # (rearranted during transfection, RET). Ftif fnif
é?é’ﬁli‘]%@?%I':’Ji‘%{?ﬂ?c(rapidacceleratedﬁbrosarcomaproteinkinase, RAF)%%%*/%{E@, BE BHL W ofn A A Rk, XL
963 4m Jlo B T A OB O B 4 B0, SR £ R T Ay SR R R R R A A AR R 6T T fE T 44038 SR 4 VEGE
Hdh E ML, TEAE S H i mALE PR T E R, VEGFR ¥ K G K BB R T G T — AN E
BERN: 2 —THFEREUNSALNMEES R L. MOEERETREFEESGHT . LT RAEZET
BX A N, T AEAE 2 SL B AR 36 M SR e o 3X A 4R am AT TR B 80 6T B NGB SR R — 3 B o T o TE M 4
RN S R R
14 S &®I%H1(0ODC1) ODClE% M4 R P X #RARE, ERAELEEGBM Y, ODClkHA
AFHE AT, H5EGFR. mTOR (&g & # W R B M4, R MG AK . fE 4 sy Ik
Fl, X—RAB LS HRAFE IR UL EEFRALER, Y ERMARTHMERMET EL
Ko

—RFEE /fk@5"5(diﬂuoromethylornithine, DFMO);EE ODCI1 & F M AT # 14 7, i M4 & ODCI
TEVEAL N, M RGEI A R, AT A B R B AR P B R KT . 7 254 2023 4F 12 A A FDA #
R THREES GHETEREEENERRNG, FREFE S RRAE B R Y I K54 30 iE o 67 8P
9K T, DFMO £ B il 67 P R A G AR Sk (D& A EDEMOFEEHM, KMEAFRH
AW AT, FERVWLEREANAEREATERE; QZFEMEAROTE ., & T 5 HRHK
GEATEWT AR ), YODCIHITH A, MEmRTE T LS REEhRL, HmbRES
BERE T R EFRN L BAT, ATk# DEMO 3 &, BHTH P %KM, DEMO 5y . A Ew i
(Temozolomide, TMZ)TK{T‘EX%&/Q{?%/E\EH, BT RCDEMO W F 2 R B WM B EHMW, XANLAE
L% 8 40 ML B ROREE B, FE R 2 MY P A DL
L5 HFRAEAMEY KR L HEEATM) EFHIT, ATMAE N B &9 # B F#E L ps3. p21. A HA
2 R ¥ B (CHK)1 40 CHK2 %9 77 40 B == T ATM /3 B DNA $i 15 JK % % GBM A2 #6 41 it % #0f7 i 25 By &+ %
MHl, ZHBEABEBTH FHDNARER X+ L EXBERC, B, ATMWH F TE T FEH WL S
ATM W ATP £ &AL f, M HBme &, Mk TGS RE N BE, (£ 2 86%E L EZ 5151 DNA, #
T A& A TS, 3 E AT R ] 26 A IR A BT K B AZD1390 2 % K S E 1 I R B Lt R R MR E; A
TREAEBBFEATM TS E M, EEEWET RS EMMEAIRFR T BBB 5 &4 o 2024 A A7 13
s RIR IS4 R B, AZDI390 AR ERITBCA, AR MMHH LN GBMAZ P RIA B THE ML 4K, Hxt
2 KM GBM &I T 415 97 P,
1.6 5] 7% Mo BB B (ALK) ALK B &2 3k /N 40 0 i B9 E R 5 R K, #9 30% B ALK [H M B 2 £ 4715 B
EHAM AR, 7 ALK 30 09 M8 LA S iR by P AR 2 R F A0 A o 3X — I R AFAE X 88 1 24 4 84 BBB % 3%
BARET FHWEKR. B =K ALK F 7% 41 % R (Lorlatinib) 8 1 AR 0 F & . 18 10 Ji5 73 1 Bt & 9 S
FARA, EATRAWBBBFHEM . WREER T, 5% —RIMF F A, Lorlatinib o {# i 42 # 3 & X &
PE1% 94%, It 2 4k i o AN B BB S R P AR M A R Gl P
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1.7 % X ADP# # X 4 B 1(PARP1) PARP ZDNAH /B E R BFEWNEEA o, EHRGFEMEEAR
MR K EE EAE AP, PARPLE I BB B A IR B B3R 2 R 4 6 W Z 4y DNA #.4%, JF (% 3 DNA S 4% i 2
BB &, B4 4E 2 (Olaparib) 18 Jy X 5 M By PARP 3 #| 7|, 2 3 24 36 97 % #0207 72 ] JR o 41 6 [ oy ok 08 T 62 A
o MR RIXEe K P, Olaparib Bt & TMZ £ £ X £ GBM #J7 84 4F, &7 “Mr+B A HEE" oKk
B4 7 R R P, KR PARP I H| FIAEGBM P By Iy R A, AR FEREN B, EFELHHL
f DNA 315 /16 B 88 5 T R EX A 30 4], AT BT ik 80 400 AL B9 15 B ok 3 W 45, (L TR] B 2 5 40 MR 0 K 30 ) 26 g 3
O 20 A e R T o
1.8 PI3K/Akt/mTOR:# % PI3K/Akt/mTORfE 5l ¥ B4 M N R A Z W A KEBEMAZ —, TEL-kE
XBEBARGBHNERGHACT, AERANEGK. RUERE. HHEHHRIATHKITE X BN £ 5
RN, EGBM Y, X—EEWREHERY LR, LBANF L4 EBERIKNERARRE . HRE
K J1 & & Bl R 25 E (PTEN) 8y 5 K 30 % & | %% g Bt BILES -4,S- — 3% B. 3-8 B8 1 {1 2 & o(phosphatidylinositol-4,5-
bisphosphate 3-kinase catalytic subunit alpha, PIK3CA) EFEBEgABNEERT, HTEREERHSmY [31:32]

At — 0 EE, % = AR F 7 RapaLink-1 4 5 18 & & 8y L 30 S L% 5 ATP 5% 4 M3 # AL H & & T
Bl—2F, Ry aA s EwmEZ®E A E S % L(mTORCL) B & 3% &, X # #1 %] mTORC2 #y ¥ B /&
M, EERAANTR AR GBM 40 & K W B E MR, 6 2 5 o B B R A0 R B A b
sh, ¥ % 3% BBB # PI3K ¥ #| 7 Paxalisib i s /R ¥t & [FI A 15 K VE o £ #7150 B 09 O%- /£ & o4 -DNA W 24 %
B (MGMT)3F ¥ 3£ 11, GBM A # ¥, Paxalisib 41 65 % £ 0S(15.54 N A ) ¥ B K T AR 3697 4 (11.89 4 A )BY, 3 —
45 B % PI3K 41 4| 7| £ GBM o thy 51l R4t 7 k38 .
1.9 RAS-RAF-MEK-ERK fz 5 # #§ B A Heaf R Jv & & # B (BRAF) £ H 3 R TR A T ik 4 3 RAS # &, 5l
BRAF [l Jf — R 8 2 — R, #if MEK A ERK #4T Tl 5 5 8% 5, W& 757 40 0 3 7 09 4% 2% 3 | 7150,
BRAFH3MRE XA, HHIRRREFTENRE XA, @ URASFKH M LK RE T % 3 ) F1E 1 BRAF
V600 7% . V60OE R 7% F 72T 60% b % ik % € B T 40 ML 9 . 40% b9 1 2 7 FRO 00 40 M9 . 2% B9 % AT 28 )
2 J 8 (LGG)n 1%~2% By GBM F19, MK R B M TRASERHBUE —RUA#TE RS, B L HR T
fit & W BRAF:KIAALS49 Rb &, HHETA70% W/ N LEMMER MEH T . X —FAUR TBRAFRH LT FE
e e T e, 58 7 K AN D)

kA e REK A dh £ A 2 7T 3@ 3t b P BT BRAF VG0OE W 3 ® %, T U ##] MEK 5 54, MmN E
FLT. %77 % B3R5 FDA#LE |l T BRAF V60OE X & 1 % b L 8 (R & R A # & R FUE), A BE @i
TARATD, X - AR AR TS ETREE LWL TR, JHRKRGEFT AT AT E—MHENFHFA
H o
1.10 T A N R AR IR 3 A LR Kk K R I0AWNTIL0A) (5 5@ 8 LA /N RILEM B R &84
BEWNT)EEREERBAEMRETARRSER T ARERENER, HREHEGSMMENR ERE
EMAERP), FREYWA, WNTIOAEGBM P Wk #x A FHB AT, XA ELERMA L REEMX.
WNTI10A—F MU B 4w AEHFRFGHEE &, ﬁﬁ%ﬂ%%@%%l(frizzledl, FZDI)%/E}%U%C—_]un/ﬁ
A R 3% % (c-Jun N-terminal kinase, JNK)T?%ﬁﬁgﬁﬁgi@%ﬁé'&g B-1(AP-1), iiﬁffg%@FBJ REE W g
WMEEEEERED B(FBJ murine osteosarcoma viral oncogene homolog B, FOSB) % i, I T 4G 5% AR 4m A o B AR
MREMW A B —FE, WNTI0AR 43 E B M EL T, UL il 7 R B vk 40 o fo KR 1 B 7Y i i 4
MEM2ERN, BHampnFe, EnampsEtEa 1@ EF, KRR LmiEF X3t —FRER
g b Bt B, AT atax —4RAE, 4% O-B 3 # % B (PORCN) T #| 71| LGK974 # 1t [H W WNT & 1 t 4% 1 B 1L,
B, M H R E e, £ GBM SR A A5 /N BRAE AL o R I 4 ) R R M 0 X — R TS b 2
Ak 7 T8 1t BT WINT10A By 43, BE &t Bl 55 0 3 Bl 7 40 0 e | 2o 9 3%, SRS 1 i 20 b 3R 35 4 L 0 35 49
P E
1.11 R fE 5 5 3 % (Hedgehog)-1% W % 3 [ F 4 £ i i 4 48 % & 2L ] 6] JE & & (glioma-associated oncogene
homologue, Gli)f 5 % Hedgehog-Glifs 54 FEMMBA L MALRAT TR EZXREEZNER, LrE
WE S S AR R R R E B KM, 4 E & 3 (Vismodegib/Erivedge) 1F 7 & AN Fk ik iy T W E &
(smoothened, SMO) % &1 4| 7|, 7 PLWr Hedgehog-Gli {5 5 £ JiE KT By 42 %, *t & & V3t B M SHH & &
i £F 48} /8 (sonic hedgehog-activated subtype medulloblastoma, SHHMB)-EL 7 B # 77 22,
112 MEIR R 4 4 Ig Mk % K -9(Siglec-9)  Siglec-9 B T %X 2k & A # R ik (IgSF), MR HE T4 . BHH R



Med J Chin PLA, Vol. 51, No. 4, April 28,2026

1 (NK) 20 f . B vk 2 ML Rk 3K o b8 40 2 T AR P RO o i A R R AR Rk B (B L), TR
WM RIS, I RAR KA Rk %, 2SRRI H 0RO, PR B
7}%—/%[43]
%EGBMEP Siglec-9 B Rk G EA A FRBEMARAK, RAKS GMAET I be g e A oy %% 90 F 6
o WA R —F BT T HAA: Siglec-9 B K T AR /N 40 B A X 0 BB AR S i%’?iﬁ)?
&Xzﬁ%ﬂﬁklﬁ%)ﬁé P HE T MM A, A FEK GBMAE AL BBy A W), X — R IR E T
Siglec-"E R BR A 1E W6 T RN ATHE, XETT “SMREEINH, BREEZNMERE" 8RIKEARM,
IREZEEK, RAEGBMER NR M AFHIEK, Flb, Siglec-E 7K B # 1 & GBM & 3 H 8 78 & oy #2
Bz
AT, "ERRBAEE R AL P ) ZHAE, %?‘Ef&!‘ﬂ%ﬁ’f‘ WK & RER I, o B E HRIE
LR T, u&ﬁﬂﬂ%slglecﬁﬂﬁii%ﬁﬁ BITREANE &, FRRRITF LB K8 A
TESiglec-9é’vﬁ%%ﬁﬁiﬂﬁﬁ#’@%&i&%%ﬁT%ﬂ‘ﬂﬁﬁwﬂﬁ[ o A RBAR T AT K 1(PD-1) BV T 25 3%
BRI T TR T H o

2 NP EETT T A Ik

21 BBBEAMAMNERARE ZHALTEER. WAEHGHERY . ZEAX)IMEIDFREARF T
TEWNBBB, WEMEH LD ERBEZUERS, WHALMRERMEERBFRE. WMANWP-EE A
(P-gp). LB 2% A (BCRP)F A HR WL BKG WA FEE., st B A, THANKZATET @
M TR B T %% RAKRIR G X BBB IS E M, B RS S AR M A oK R A R, AT R K IR R
DR EER G EFEE, s, FF F E A (focused ultrasound, FUS)% A4 9 4 25l Bl — A FERE N
M. B A A F , FBREIT T BBB T8 An A kit BBB AL T EL M NE . MEBE. B
BIRELZ¥HNMERR, MM TFHMFRNEM ARSI, K0T %540 F 5 By 2R sk 4 38 F B DU By
ﬁ?ﬁ EHAYNFERTNER A G, ARNRFEAYHEUET FRRBEERGENRERE, £
LA RGAEMA S, ERP AW EZY AR T EIGT G EEEE,
22 WMBEWRAME F-WENTRERAFESM TR/ ARRSEHEE, WETE, TARES), M
BYHETMEN, B-RABT HREERER/ AR, NTSEME AR AW, RRTRXATEHEE
“]#@E)é}ﬂj'ﬁ%%ﬁar%jﬂ/um DL BE 36 97 KR % AR 25 M. il dm, ¥ mTORIH| 7| 5 DR 2k 4 oK %%
R BT H A E A R GBS R, AT R R R AR AL B GBM SFER B ARG T R
2.3 IPHI MR MIN R GBM MY R MM LR AR X B A N TN £, OB R ERR R
R, WEZINEAFH, F5FEAE ZINF A (20 PD-1 U)X b 8 89 KM 1K, DL E % # OS,
B, GBM %#.0% 697 BAZ Pk R AR BE 2 — iy 0% R R ., W2 & MILFI e ERIER, BFEUTILMHY
A B BB A K B v 20 (TAMS) B E vk 20 1 % % R F-1 TR (CSE-IR) I A L E R 2 08 R 20 i s Bk &
FEHHF (I CDAO TR E B IR B3 ; B8 R R B F 7 2 2% B M35 CART & %% ¥ Al 1y
WRMA, @i %8EERE ﬁ%%ﬁﬁ%ﬁﬂﬁ?’m% 5 S0k R SR E FR AR A B8 B R B 5 o sk A 1Y,
2.4 fORFET G MMEWAMNYREREAREDT S EE NI FRBETENNER, HRDNAK
&, Wyt WEMTRAERAREAAERE S NETOHEER.

DNA 14 & 38 B 5 7% 2 W 25 1 7 4 A QAL . DL TMZ H ), 49 45% B9 GBM B MGMT & 3 F W 2 1k 3¢
TMZ 8 R, BEKEE H B2 FxF EMTFEMY; 455 Z (mismatch repair, MMR) & [ 38 %, 7 ¥ & 20
ML 15 B EE Y] PR 15 & (base excision repair, BER)Z #E B PARP1 14 & 34 7 fnif 4 W R A8 2, AT L7 B R
WEHW, W E G RA R bR R AT AR B2 — . IR = 8% B 45 4 & (ATP-binding cassette
transporter, ABC)# 2 & G MR W AWM, BRA KRBT R ARKRMD TEHYJRBBE, KAERA
A R R . R ABC %532 & | | | (m 4 4 vy oK) W1 IR & 25 R 1, . BBB A DL 5 3 A0 fIE 2 1 IR
Tl R R, B, E— R H 2 4 TR DR OB RO L BT MGMT . % 4 (XA H MGMT, B8 T %
7 MMR 2t BER; (X4 #%| PARP, %17 # % ) ATM/ATR 55, KAk FERT LA FE LRI EH TGN E
FALE, FEMNMEMEES T F: T MGMT F EMRA. MMR@{%FM%'F& ABCH# iz EZakkitnE, K
W DNABE ., ## o, RMTREEAKMT AINE S, BRLE LN LERIET W,

2.5 HEEHFIEEHZ ﬁ?ﬁﬁwﬁ%m&ﬁ%?@fﬂ%*k TR AT £ Fh ik 42 R IR B B8 T R AR B9
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B, RBERROFLTRESME, EHEMKE, HRMRRFEILE, MREREIRENEEEFD,

AHERBTIEESREES ., MEARNERRE, MALHRFEEFLAEZ BT, BB L4
MR n AT RN, #la, PARPIIHIAIZEMGMT B3 FF AW GBMEH ¥ B R HATF T, Bk
BERATRSEMARTREFEZRS, s, ERRBBEHRTEEEY . AARENELREERT
K, MELHERFXBABE LG, LETFRRBESHL Flin, DR MEE 1p/19q 3k %
ERHFEH. BEIIT. KEFRMAT HPURAFFY, (27 LW P 80 & FF 8% 5O R E T % ff 28
T, AT S BOEHERE Z RS,

REMRUERINEFRETLEFY, DFFHLEERE. WESRRGEKNER. AT, WEEEE
E KB BAER D W IDHREWH A (LKA EER AR F BT H MR FHFE, EELHRFY
RRAGIFEHK I EF R mA R 7)), s, BEET 58T, RTWBRET ET R MRLET R
BRI (#n gk & fip ) R, EIAGIEHE S R T A, EULEIFF LT MK,

i B e i e T B R RS Z, AR RSB ERA S IERERZE ., AT RS KM LR
WA E. ARFRALLEEHEELG W RAS FREEILK, EMBOHAREEER, ANES ZHWEH#
&, KT R o, BB SEHRG R AR AR R, SEILR B AR i 9T 8 P R M e O
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3 FIEBBBHIFFABE

30 WMEFARGMBER WEBREHANE OGS FI M T AR NHER, 5 BBB WK AN L0 Z ke
b, ERAEIER FEBBB, LHMABER, FLNMFERELAREEAZHR(TR), KEFHEELZ
., KBEIREEZHRMERE A 1F2(LRP-1 /1 LRP-2), B & XK, WM LB AR ZERE, A, JR1411EH
WE— e R IR L TIREE W AW H A, BAES SR FENR R IE T X —F oty 4T HE AT, TRAENE
RSP Z kK, T AR R R R AR RS iR Ef o I E #4127 BBB N R 40 M
WK R BERNM, TEMD TR E AR ZEEY, RR IR FER LT FEALEARESE
R EZ B KB RETER, A REE BT 84 F E K 0 4 8 % B IR YGRKKRRQRRR . A & B Ik,
BT ERERBAH FEERIE, bR R E RS T B,

3.2 ZF#%BBBHLNP LNP 7 mRNA K &SR 8 R T, WOk 7 H A8 b3 i 3% B oy b Bl K R . MK-0752 47 4 Jig
i 16 BBB 45 & Jig 5T 4 K Bk (MK16 BLNP) % S it (8 (b Jig 4 e fnsk @154, ¥ 52 I 3% it 41 /& mRNA 1]
AR A 2 2 G0 2 70 Fn BT B 7 40 e i B0 ) % 3%, mRNA Y& ¥ 238 34 3t B KT i T 770 4 3k 3K B 2 0 Ji g 300 4
BH. BEBERT, REREDRTME R T, KW 8 ARG F A, LNP B SRR 2 T
W E R, kBN FRIRRIER, ABER mRNA, sRNASN D FTHYEEZAEh 0 m, X
MREUFELEENN AR BT ERG B, KT, A - FRGERAERE, RO TG REER,
PUEIFHK I EG AN T M, 172 6K AT T 28 A K u R A,

3.3 PROTAC PROTACE R B #AWEAMEIZ ZEEBMN — ARG #LIF, RELEEGSE3EHEHL
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FE b EE AN EEAE, BREXRFARERIRTE “FTRA” 8, AEARNEN, B ETEK
KA B T LI E R AR BL . 728 4T, 73] e i 2,3- W An LB 1-78 & /K A7 52 1] 4k & 1K (IDO-PROTAC) By £
FEAREME L, WIDO-PROTAC 7 # 172 K 144 2% 4 f# GBM 41 j. ' #7 IDO1, It 7E %% BBB it R I #
S AEWANFE, FTEA RS ET GBM B KA,

4 BEHRE

R EERA TR ME, WA, BR, NE. RARFHHELEL S dE AR H T THMF
BB ER AR A, LR . RS GBMAn i BE I R m R Em ', RUE 4 b AT
R KV R A S AR A 2 R G B B 25.19% Fn % M i B B9 80.8%, GBM 1 i FUE Y K £ #(57.7%) 1",
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BRRRZWERE., R L REERGTE G N T i K. Ko FH# EHWE, EGFR, IDH1/2,
VEGF/VEGFR. PI3K/Akt/mTOR. RAS-RAF-MEK-ERK, WNT10A. Hedgehog-GLI X Siglec-9 % ¥ K &y /& N\ #F
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R, BFETTHRMERERBENZ R WER L EHIAN LB, N K% EEE, Vorasidenib
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