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[ Abstract ] Glioma is the most prevalent primary intracranial malignant tumor. At present, the main therapy is
surgical resection, supplemented by radiotherapy and chemotherapy. Clinical practice has demonstrated that chemotherapy
is highly significant and widely employed in postoperative adjuvant therapy for newly diagnosed gliomas as well as salvage
therapy for recurrent cases. In order to further standardize the chemotherapy process of glioma and improve the therapeutic
effect, Chinese experts consensus on chemotherapy for glioma was compiled by relevant experts organized by Chinese
Society of Neuro—oncology,which aims to provide clinical reference for colleagues during neuro—oncology practice. The
consensus introduces the chemotherapy regimen from the perspectives of pathological knowledge related to glioma
chemotherapy, patient management during chemotherapy, imaging evaluation, different grades of glioma, newly diagnosed
or relapsed patients and how to combine other treatment strategies.
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Tab.1 Pathological features of glioma and chemotherapy strategies selection

F1 RREREFESUTREIEE

JBE B R EAFAE PN ALIT SR
ER AR, IDH AR
WHO 24, IDH %75 G CDKN2A/B 4y DHiLlr OTMZ 8 PCV I %
PEBRI Q% K ukik e , AATUkIT @TMZ
Q@ Lk, 2T iiRYY ®PCV . TMZ BCNU &, CCNU A7
WHO 3/4%% , IDHZEA 8, 5 CDKN2A/B 4l (DFriz i OT™MZ

[ERERTER Q% kiR @TMZ.BCNU 8 CCNU ,PCV ,VM-26 5 VP16 .CBP & DDP .BEV

R AR MR , 1D H ZE35 N 1p19q FEf R R

WHO 24 OHrizi DPCV %8 TMZ
Q& Kkl Z AR ik @PCV )y Rk TMZ
.
@ KR, Jeai T T iayy @R M PCV % \TMZ .BCNU 3 CCNUARYT

WHO 34 O#rLk DPCV %8 TMZ
@K Kk ik e @u[ ] TMZ .BCNU 8% CCNU \PCV 75 21477 , i 1] 2498 VM-26 1§,

VP-16 .CBP I DDPi&YT
https://www.cnki.net



HE 2SR 2024 4F 9550 A8 451
2R
B PR R AT N 17 oRng
GBM, IDH ]
Y WHO 4 9% OHriz DFeAT TMZ FIRYT , FA T TMZ 5 BaYT

ABVEREIER IS 4 B BA EGFR % 7
RO 10 SR IRE |
TERT Ji 8 1 92T — B

TR R AR R, NEC

IDH H7A: 3R 18 M il L 098 , 4141
WHO 29/ 39, RELATT LS
4 GBM 153 FFF-1IE

8 RIBN R e SR

NTRK 3L gh &

A BRAF V60OE B4 578

JLERREHHCG

SRR v 2 5 SRR A ik 17 R
(TR P ER I B9 , H3 G34 28787
PR PR JL#E R HGG , H3 A IDH ¥ 1E
Y BLLR BRI TR 45 )

PRIEPE LRI TR , H3 K27 48 57

JLERREBHELGC

PRIEVE R AN, MYB 5% MYBL1 7% 5%
LA HP o T SR

JUP A #84 MYB : : QKT N il
HAENZIEMEARGON 2 1 g

F MR DNA F 3L (L RRAE
HGG,MGMT j& 3hF BRI

WHO 3/4 2%

Sl el 2 b
WHO 14, KIAA1549-BRAF filt &5

QFFEIE=70 %, I RS LU 22
OAFIE>T0 4, I R AN 22
DHE K

JihEI 4 BRAF V600K 5875
BRI A TRK @A
LR BL B

DAEIR<3 %

QFik=3 %

@K kit

ELAT BRAF V60OE %75

HA5 BRAF V60OE 7% HF- R Tk

2B
OREfE5E2 IR

Q@HA BRAF V60OE ik 587%

@5 K nik e

QMGMT HEH i 3 H 3L PR 835 7T DA% IR TMZ S BhiA YT

@)% AN fe S AT

@54 TMZ 3l Bh AT 5 24 [ R g 2k Ji2 22 I (g s i), o] P fif
FHTMZ ALY , ] LL3E#E CCNU 3§ BCNU  PCV 7 EiE 1 71k, i
Al H VM-26 % VP-16 #1254 . BEVIAYT IS4 808 n & &
GBM A3 (14 fisi 7K i

i FH GBM, IDH 7 A= B4k 7 5 %6

i PR 5 e w2 e
6 F BRAF I MEK ), Ak Al e B4 i 5685 e , ol 4 5 I
JRIAH e

WEFEIET BRAF V60OE 5875 | TRK fil & FIE 2878 A= Wb s 369 T
UEB IR VES

Al AR JE /i 263 Je sk Bl SR A TR T T AR Y

AR e SR AR Je B IRy T

A e FH 0 RSP B IR A2 A5 8 R i R SR A T S VT
ST

OB , ATLEE T CTX/VCR/DDP/VP-16 5, VCR/CBP/TMZ i
AT ] AR I8

QML SEHEAES 5 RIS, B YT IA TMZ IREIR Y7+ TMZ 5 )
IAIT+CONU, WA PR T A TMZ IR IRY 7 R TMZ Bl B AT
BT ST FRHE AR 36T (nT [ B T™MZ)

O SHEFES: I RS0 54 T 96T

SRR 1 g T DA A Y6 TMZ A1 1897 TMZ 3l i
J7 FTCCNU AbJ7

B R A2 S R A SRR ) 3R T

e BRAF SR AT 09T
AL Z AT
SERYIBRIG UG B4, A2 b7

A BRAF IR BEA TGS

O T™Z #H AT

@ TMZ B:45 DDP T &

@ S HEK B E(DAG)

@ HEH AL 25259 (I VM—-26 Fil DDP)

OA G T Hofb b 31

@i FH MEK #1550 04 [R1B 0T AT BRAF A0 57 GARAR Je + il 35
B ER+F L R)

@A LMl Ji DDP/VP-16,CBP, CBP +VCR, i 5 WS +PCV #E4T74657

F ] 1

https://www.cnki.net



F ] 1

Chin J Nerv Ment Dis  Vol.50, No.8 Aug. 2024

23k
B2 SR SR FEAFAL NEE ALIT SR

E5i2 iy g iR BiNS A7

HLA BRAF V60OE 587% - AL BRAF 5] , AT 66 T MEK 31570 Fl BRAF #1f1) 51)
WHO 24, FARE VB iz b 1

WHO 24, FARATE VIR Bz WY G TMZ A YT

WHO 3% Bzl HOTHEA TMZ TR R s G 7

WHO 24 134 3R BRYT I kR Al LA TMZ , 53 CCNU 8 BCNU, 55 PCV 7 %8
FEET B4R B Y 4

WHO 1% FARIIBR T T Rk T

RiEGFARIGIT A mTOR I R 4 55 m] 04 TR YT

7 TMZ, B ZEE 1 (Temozolomide ) ; PCV, RIS IF I8 SE AT K FHII A LI ; BONU, K352 H] 7T (Carmustine) ; CCNU, 3§ 5 77T (Lomustine) ; VM-26,
BB (Teniposide) ; VP16, {KFEIA T (Etoposide ) ; CBP, 141 ( Carboplatin) ; DDP, J41( Cisplatin) ; GBM, JIi& i £ 41 i ( glioblastoma) ;s MGMT, 06~ 1 3
IS —DNA F 344 82 i (O°~methylguanine—DNA methyltransferase ) ; HGG, 15 24 i 9% (high grade glioma) ; LGG, IR 51 & 9% (low grade glioma)
BEV, N &Zk .41 (Bevacizumab ) ; BRAF, B-Raf 5 5L |, 22 20 R/75 2 T2 5 ( B-Raf proto—oncogene , serine/threnoine kinase ) ; MEK, 22 %4 J5Ui& 14 1) 41
HMES 75 80 (mitogen—activated extracellular signal-regulated kinase ) ;mTOR , F5 1117 2 #45 ] (mammalian target of rapamycin)
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Tab.2 RANO 2.0 criteria for glioma
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Fig.1 Treatment regimen for GBM patients aged 70 years or less with positive MGMT methylation
El1 GBM,E#<70% ,MGMT RELREERE BT AR
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Fig.2 Treatment regimen for oligodendroglioma,/DH mutation, loss of 1p/19q heterozygosity, WHO Grade 3 patients
B2 SRERMAE,IDHRE,1p19q A HHRE , WHO 3REFRTHE
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A D
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Fig.3 Treatment regimen for Astrocytoma,/DH mutation, WHO Grade 3/4
3 ERY4ME,IDHRE ,WHO 3 R/4REERITHER

MGMT 33k , 75 DDP 452 24 h J5 PR FH TMZ 45 Bl
SR MGMT 5 1R AYTE 2, {H DDP X [l e 40 A i) 2514
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6 RNER5H R BRI TT

B NAR 2 5 i 59 (low grade glioma, LGG) J&
Ik T &R LAY WHO 2 R FR . *t T KPS>
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P2 ST 5 BE (Irinotecan, CPT—11) B 24 5 I 4
BEV .BEV B H sk & 1y7 . PCZ . 25 & WA RS 7
LW PCV Jr 5 N IR )7 2371 FHkife
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RS, ML F ERE RARES dF £8 1.5~
2.0, TMZ A0 28 Jig, DNA 15 Jil 75 ot oy O°— 7 2k 5 iZ w
W MGMT5 8, A T 4638 MGMT £ 2| — = th B & 7 R
it 25 B 1E B . (2A)

FE TMZ [R A TB0OT Bl Bh AT A A — 2 A e
H6I7 T 5 Z i, T AH B IR [BCNU . CCNU | A 5 H]
T (Semustine, Me—CCNU) . J& %L 7] {T (Nimustine,
ACNU) B R) T 48 | 2 55 T 2 I PCV 7 %8
TR I SBUIRR 1) — 2 AT, 7 5 e JBRg rh
AN AR Z M. CPT-11 A HoAl 4k
IT 25 ) 534 ) 25 W) A 5 R IR B Hh s A —

DL 48 2k Jy FE Al B J7 % 4,45 DDP fu CBP #£ & & J8]
oM B Y 4a e 98 A GBM 1 B R A — BT R, R B A
& 4% 38 # (Etoposide, VP—16) 5 VM—26 1k 7', 12
FHEECBPEHWEFHNF .D0PRENE T
A MG (2B)

10 {LITEX & ST

FEHEWSA0 8 A0 () RK M H 29, DR
R 2 %, 1p/19q 4 A Wbk sk  IDHR E AL &
F R G AT HOY XA B PCV AL ST o (1A) X T 7
DL % PCV ALY oy % 4 B, T L BT B A 4
By TMZ 97 (2A) % TMZ 497 (2B) . T IDHR %
AER P AHWHO 28, 55 5l KRB AT+
# Bh TMZ 67 303 #097 + 4 B PCV 7 57 . (1A)
MTERBTEAELHTNERLCGEH, KR
BT BA Y BA T R BT R B
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PCV LT O +3 BY TMZ ALY Fr 0y + B 1 F 45 Bl
TMZ 197 o (1A) 3% KPS PEAMRAR a5 A PR 4%
7, T S AT .

Xt F KPS B #F (KPS=60) By 4 & it Jit 48 i 78
WHO 3 4, & % # 7 J& i Bh PCV Ak 7. (1 A) Xt T
AT 32 PCV J7 S8 14 5B &, T SR YT i il Bh TVMZ
FRI7 PE B E A LR R A TMZ ALST . X T IDH 5878
RIEIE AN g, WHO 3 2% 5% 4 9% H KPS K 411 i
B EREROT B E[R AD TMZ ALY Bl S 64T 12
ANPF R TMZ 50 B AL YT s X F KPS 3143 <60 19 5 4
Al LLR R BT 7 80 5 M7 B 5808 A 1 (]
A BE B TMZ ARYT 5 15T AR R 2 40 TMZ Ak 97 3k
83697 . (2B)

st F 484 <70 % H KPS B 4 ¢ GBM & 2, Tib
MGMT 3 B & 3 F W Z AR A o, # PR A #OY
fn ] 2 A A By TMZ ACST , B 8 B 37 36 97 (1A),
R F O Hm B 5 Fad B TMZ AL ST (TA) 5 47 DL R
JBL # T Am 6] 2 An 4 Bh TMZ Bk & CCNU 1657 (2B) o XF
F MGMT S8 )3 ) H ZE Ak M 1 2 47 v 2
GBM, 1] LR FHERAH T , ANER G AT o

FEHS70 % B R AT KPS An MGMT 3 A 2
B F B H LW B R K E T i E
n 4 By TMZ 637 SRATR o 357 Am B 2 Fn 4 B TMZ AL
7 DA BB 58 W3 6 Y (LAY o] DL L 45 K o
#| M7 (2B)

T EES70 % B R AT KPS An MGMT 3 A 2
HFFEMEBRRTHTNFT DI AES , GH AL
E| 57 B Fo s By TMZ 465705 4 7T DL R R AR B 3
J7 fm [B] 25 Au g By TMZ Fo i 58 o, 37 36 7. (1A) I i
KPS 22, #E77 R FlB— 3R Y7 B2 Ak T MGMT 5
i 2h - Y BE Ak AR, R SR FH B4l R 2 I 0T 5 A
4 TMZ AT SR A SRR . T H 2 Z A A
H,ERMT BT HTZ —.(2B)

11 W EaEias T

FL IR YT REXS g S BURS 1 IG T, M T A AR A
AR, T a2 misy 2l — 2l
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2, BEVER & H ft fbJ7 25 4 4n CCNU . CPT—11 \TMZ 7]
WrEKAERRREF @ EALER
Hrreesl (2A)

BEV #E 77 75 4 5 mg/kg 5% 10 mgrkg, [ iR P
a7 R0 B 7 A AR 7 RO, B 2 J i i S 1Tk
HEPIRIEE . BEV 425 A2 a2y, 5%
— KA 2R )55 90 min, LLUJF B IR 45 24575 % 30~
60 min, BEV # WIf ZAEA i LE % Z 5= 1 |
JETE R IR 55, >0t 3™ A AN RS2 g Sy 5% 1 Al
JHBEV. & I He AR 1 PR 1 & A ] g B ) 4R
HE

Fii & AR JE 2 11 i ) 22 S A 5 SR
% VEGR .PDGFR .FGFR %53 M . B8 e & —1
Z A0 ST IN A A2 25 W), vl L4 T 55 GBM R
ML A AR SCHE m . T e & R AR ) i & el /N 4
FIKIEGY , LM MEHT > EBETR
. (2M)

12 WITBRE RZIATT

J¥ IR o IR YT B R S R R LA e T
PEVRIT AR o R M40 i AT T 2 1 /BC A4 1 (pro-
grammed cell death protein 1/programmed cell death
protein-ligand 1, PD—1/PD-L1) 42 it J3 4 Jits 1%k &5 #L
A B 78 3% 1 1Y) o e S A Ao I R T ) S
FERGAS AN PD-1/PD-L1 Hr A {475 iy 1 1) 2 21
Pt AR YL, HETC A 2005 % GBM 1Y il PRI
SAEHEAT R A S T A A A A s A i
IBIT IRBE T SO0 S IR T A

Rindopepimut (CDX—110) & — # 4 &t EGFR 6
k& 2 7% EGFRVITL By # , 1T 4% % 0% 40 e 76 7 % ik 4
Hlg RITHARER R 7, v TMZ AT & 5 Ao
Rindopepimut s #& ¥ & EGFRVIII [ 1 %7 ¥ B GBM
B AT (2B)

RANO $#& L 1Y S ey 7 i 48 2 8 W 1R iR
SRR 6 A N, IR B R s g (I
PREEIRFESE , W AT DLAR S A TR 97, R 7E4% T R 1y 3
A WHTE YL
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13 EEEEMETREERBEHNLT

FAR AU Fiig 2 2 A REIRE 1 BT SR VR YT T
X T L B B KT 2 W 0 2 8 IR, G [m) B BE AL
XF BRSO B FEIE S AT I G T S AT AR L
XAEFRARE. EXTEREREH T Tk
HBHEIT (2AWHO 3R EE T EH , EFAK
BT JE , T UL E AT AT O (A YR B AT
T 3 B B B TR ST B AT Tk
WEWRAZEEERELES THENMT T E
BAERE T4 LN 7 E(ODPHCBP) R HEE£Y
. E T oA IR By 7 % (CCNU = BCNU) #n TMZ
% ,(20)

14 B = /%% B BR T IR S B 1L 7

Xt L REEUN GBM B3, bR/ ERT F R T
Tiah , 4 K 280 H e JER Rk o B ke 5
1 YOS B LA AI W] 25 R U0, AR 7 4 A
FEITEAE A2 B AR 22 P 2R BRI

MKREEHART ZMAITHFEAT T UME
J TMZ 3%k 2% 5 BCNU B 4 3t CONU , 28 4% Ik % ] 2
B4 PCZ. W & W (I 08 i 4F (36 I8 B LCPT-11,
HERAGI LK REFEZ RGN EN AL Rt
7%, (2B)

DA 2R A B R # kLB A OE 4T 2 Ommaya
BRERUTHNEAHRE,EFEETEEWA
A /D 2 oy 7 A L B O St Ommaya 3 B E A
SR EHATAY T AES MR I
B (2B)

R I A K 2 G L A Bk
& B T A & A&k GBM, o dt i 48 A AR 24 4 () 4m
BEV) 2% 5 4 il % M 25 4 (] n CPT-1 1) BX & (E A .
(2B) IR TR AT7 7E 522 B 1] ot ] 2% 1
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i JBUgR H HT AR 7 07 58 B AR 245 R 4 28
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Tab.3 Common chemotherapy regimens for glioma

R3 BRREERUFTAE

IS 254 filkS HA T 25 21t (] JE1
PCV CCNU 110 mg/m? PO D1 6~8 i
PCZ 60 mg/(m*+d) PO D8~21
VCR 1.4 mg/m*(max 2mg) v D8,29
BCNU+DDP BCNU 40 mg/(m*-d) v D1~3 4J7
DDP 40 mg/(m*-d) v D1~3
Me-CCNU+VM-26 Me-CCNU 125 mg/m’ PO D3 6~8 Ji]
VM-26 100 mg/(m?-d) v D1-3
ACNU+VM-26 ACNU 2~3 mg/kg v D1 6~8 J#
VM-26 80~100 mg/(m*-d) v D1-~3
TMZ 57 A 25 T™Z 75 mg/(m*-d) PO D1~42
TMZ5/28 d T™Z 150~200 mg/(m*-d) PO DI~5 4JF
TMZ21/28 d T™Z 75~100 mg/(m*-d) PO D1-~21 4J
VARSI T™Z 150 mg/(m?+d) PO D1~7,15~21 4%
TMZ A 525 T™Z 40~50 mg/(m*+d) PO D1~28 4J8
TMZ+CCNU T™Z 100~200 mg/(m?-d) PO D2~6 6 )&
CCNU 100 mg/m? PO D1
TMZ+DDP T™Z 150~200 mg/(m*-d) PO D2~6 44
DDP 40 mg/(m?*-d) v DI1,2
TMZ+VM-26 TMZ 150~200 mg/(m*-d) PO D1~5 44
VM-26 100 mg/(m*-d) v D1-~3
TMZ+CPT-11 T™Z 200 mg/(m*-d) PO DI1~5 4J5]
CPT-11 125 mg/(m*+d) v D6,13,20
TMZ+IFN-a T™Z 200 mg/(m*+d) PO D2~6 4
IFN-a 3 mIU/K H D1,3,5
VM-26+DDP VM-26 100 mg/(m*+d) v D1~3 3JH
DDP 80 mg/m’ v DI-3
VM-26+CBP VM-26 100 mg/(m*-d) v D1~3 3JE
CBP 300 mg/m? v DI
ICE 1FO 750~1500 mg/(m?-d) v D1-~3 44
CBP 75~100 mg/(m*-d) v D1~3
VP-16 75~100 mg/(m*-d) v D1-3
CPT-11+ BEV CPT-11 125 mg/m*(non— EIAEDs) 5,340 mg/m*(EIAEDs) v D1,15,29 6 )i
BEV 5~10 mg/kg v D1,15,29
TESH 2K 17 DAG 30 mg/(m*-d) v D1~3 34

PO, RG2S H, N A IV, 8k 4525 . EIAEDs , 388855 A9 BT (enzyme—inducing anti-epileptic drugs) o

ALY P E R R IR R E A
WEHK: HEF(PLXEMBLGEFS)
REWR: %5 (P LRFMBEEFS)

(ALK FWBLELER) . RE(PLRKFM
B PSS ) B BCAREEFAAKXKFWEMNGE
) EF(AERFWBELER); BRR(CARIE

F ] 1

PELFR (LIRS T ) A ug b (L7
AHER); I FF(CP LK EIEE & T S); ik
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‘#‘%%‘KEF}%);%%%(%??Ek?@ﬁ]%%);ﬁl‘
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