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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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JRTMZ 150 mg/m? (45—F7H2)
w200 mg/m? (55 JFFELIT )
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Fig.1 Treatment regimen for GBM patients aged 70 years or less with positive MGMT methylation
1 GBM,F#4<70% ,MGMT REPRIEEF AT AR
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Fig.2 Treatment regimen for oligodendroglioma,/DH mutation, loss of 1p/19q heterozygosity, WHO Grade 3 patients
2 DRERAME, IDH 13, 1p/19q A 14EERKR ,WHO 3R BHE AT HR

[ BRI, IDHRAE, WHO 3%/44% ]
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h 4
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Fig.3 Treatment regimen for Astrocytoma,/DH mutation, WHO Grade 3/4
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SR MGMT 51 Tt 25 , {5 DDP X b8 240 A iy 24
Y5 MGMT JG X2,

s IR #F 5 4R & TMZ Bk A T 3t & a(interferon—
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B2l ST B B (Trinotecan, CPT—11) 825 5 K &
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WHES, ML A ERE R ES d 7N 1.5~
2.0 1%, TMZ #n 28 g, DNA 1 I 0 ok, 9 O°— & 55 vE v
WMGMT 5 &, AT #2.38 MGMT A2 2| — B9 B & 7w R
it 24 #y 1 o (2A)

15 TMZ [FAT3CT Bl B AT A iR — 2 br e
HI7 T 28 Z 01, A B IR ZE[BCNU L CCNU | H) 54 H]
7T (Semustine, Me—~CCNU) . J& % @] 7T (Nimustine,
ACNU) B RITT S5 B2 sl & 7 2 an POV Jr &
B T M R TR 1) — 2R AT, AR R R IR B Al
AW ABHBEEA R ZM . CPT-11 B & HAth ik
I7 25 W) 5 G0 ) 25 ) 7E S R RS B TP R A —
TEITRL

DA 4 28 Oy ka9 7 % 4% DDP fn CBP £ & K 1A
THEREMEE MG F B RE — R, A
& 4% 38 # (Etoposide, VP—16) = YIM—26 1k 57, {2
%‘]‘E%CBP%QKE’\JFEQ‘Z”@%%W%‘J\DDP%—@(Q’JEI}%

HHAEEE(2B)

10 WITERERST
FRHFWMS0 5 A (F)REWH LT, DR
TR 4 78 2 %, 1p/19q 2= & Mk 5k, IDH R & AL B8,
# i % AR B AT HOT B By POV ALY o (1A) 3 F 2
LT % PCV LT #y 5 45 B4, 7T LS 8 HOT BB 4
By TMZ 4637 (2A) 5% TMZ {ty7 (2B) . xt F IDHR %
B4 MEWHO 28,3 % 5 5 5 KX BT +
i Bh TMZ A7 3% 07 + 48 B PCV 7 #4697 . (1A)
MTEREBETEAELHTNEKLCCEH, KR
T EBOT IR A NT L BE T R R BT A B
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PCV ALY 357 +48 B TMZ 7 #m 207 + 8] 3 F 4 Bl
TMZ Ak 97 o (1A) e KPS PR RAR B 5 A IR 32
7, Al SR Bl O T -

Xt F KPS B #F (KPS=60) By 4 R i it 48 JiL 78,
WHO 3%, & 3 #97 J& % B PCV Ak 37 . (1T A) X F 4k
VAT 52 PCV J7 22 09 (84, AT 2R AT I 5 B TMZ
57 P ECE AR A 20 TMZ AT XF T IDH 572
AR IE AN, WHO 3 2% 5k 4 9% H KPS K 4 1)
MR OT BRI G TMZ ARYT , B 24T 12
ANFF AR TMZ 58 BIALST s X5 F KPS $F 43 <60 1Y &
AT DLR R 3 7 508w BT B 308 AN 1 [
B A B TMZ AT 5t 5T LA R A 58 4 TMZ Ak 97
4 B i6 7 . (2B)

Xt F 4 # <70 ¥ H KPS B #F By GBM B % , T ik
MGMT 3 B B o F % F AR S o, Z VUK A BO7
fn Bl 2% o4 By TMZ A 97, #E B8 3% 36 57 (LA), A
B R FLHTY Am 8] 3 A i By TMZ ALY (LA) 5 407 LK
J BT A Tl 5 e By TMZ B 4 CONU 4k 97 (2B) , %
T MGMT A J3 3l -+ W A0 B 1 1) 2 4F 1B 12 e
GBM, I LR FH LAl , R T o

X FEH>T08 EA R E KPS Fn MGMT 2 B &
HFFENEFOM AL, R XD E BT e F
A0 48 By TMZ A 57 3AR v 357 Am 8] 2 Fn 4 B TMZ A6
I7 LB 8 3 96 7 (LAY 4 3T DA B 340 K 4
#3097 (2B)

Xt FEBST0 L LA B KPS Fr MGMT 2 F &
FFFENHARIAHTNTOMAEL , TR AD
S| AT B F o B TMZ AL 7 4 7T DL SR B AR v K
¥7 fu [B] 35 0 By TMZ Fo 8 A 3 36 97 0. (1T A) a2
KPS 22, #E 4 R B — IR TP B it T MGMT
PR 2l EAR AR, AT R FH B4l K 43 B0y 7 sl o
afi TMZ AT B A SRR . A TH ALK A&
H,OBRBIT BT #®MZ —.(2B)

11 KIT&EBEE

FEATT BEXT MR 52 BURSHEYR YT , DT R A b
AN, e miB T 2Tl — 20T
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2%, BEV EX & {1457 2 4y #m CCNU.CPT—11 ,TMZ 7
WrEKARXRKRNETF 2 RNGEER
B (28)

BEV #4555 mg/kg 5% 10 mg/kg, ik
Fa 7 0 B 7 AR 07 RO, 2 J e G S 1R
HEFWRIRE, BEVINAZ R Mk A2y, 56
— R 25 R AT E 90 min, LU B IR 45 2575 5 30~
60 min, BEV ¥ W Jf A& E A & L% % =2 5= 77
JE S FIIE R A5 , 224 10 3™ F A AN RS N7 B 1 4 1
FHBEV. & I H AR F1 IR B & 2B AT fig HAA 7 Ak
HPE

T SR JE S — i 1 IR A% 22 S R SR
5 VEGR .PDGFR .FGFR %5 3EH . @B Je e —1
Z R BT I A A2 25 ), W] LA A T 5 GBM th
I A5 A BOAE DGR A I e AR R 1B b A A B /b
FIKIEHG S, LM B FHT >4 BTHR
R, (2h)

12 WITBRE RRIATT

IR B IR T R R S R AR e T
PEVRYT SO0 R P PR Al MO AE T 8 /A 1 (pro-
grammed cell death protein 1/programmed cell death
protein-ligand 1, PD—1/PD-L1) J2 fith J53 40 fits & 25 AL
ARG P88 2% 10 1) B 2 U A A I DR ) B
PERGAT 2SN 77 PD—1/PD-L1 HUAA AL 15 1 1A Bk 2
U AR EAHSE , HETC A 2505 X GBM (11 AR
AT G M S VR T LA A Ak S A i
TBIT IEETE SR A0 M IR T

Rindopepimut (CDX—110) & — F 4t % EGFR 4
% % 7% EGFRVIIL 8y & ¥ , 3T 4k %0 % 40 L 76 7 8 ik %
e RITH A R & R T o, AT TMZ ALY 7w
Rindopepimut = #& 4% & EGFRVIIT [H # % ¥ #7 GBM
BT, (2B)

RANO $E AL ey 7 k48 T W2 7R P8 ih
S7EUTT 6 A N, WUR B L AR s (H
PRAEARFGE , WU PT LAARSEHEA TR YT, PR T R 1Y 3
A WNHATEUIIES
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13 EEEBEMEEREERENNLST

TR A5 Figg 2 2 A5 MEURE 1 B TR VR T T
X F LB T2 B 11 2 8 RS, T [) 5 1k B AL
Xof R B B G SE AT T BB 80T 5 PR AT AR L
ARG E ., B TAR:EEH, W7 T
BT (2MWHO 3R EETEHAEH , EF AR
BT JE UL R FAT T A I EAT
T A R R TR S AT B AT, T
WEWRAZEHEEEREH THRENLT T Z
AL THEN T Z(OPHCBP) AEIHFEEEY
o T oA kB9 7 % (CCNU = BCNU) A= TMZ
%,(20)

14 fio = /88 W R T RE R BB 1L 77

X F A LR ELNY GBM B DB F AR T
TAb, da K28 LR Rk FIUYT o Ak AESS
LU B DASI AT 25 PR URiTT L (R0 7)o R
A 32 B AR 2 R PR

WMRECEHRT ST FEAT 6T UME
A - TMZ 5% 2% 5 BCNU B% 4 3% CCNU L 28 % Jk 3 ] 3%
B4 PCZ.F @ W AR fLHF 45 3 R .CPT-11 .
HARABAABARAEFELZ RGP ENA L Rt
7% (2B)

DL 2R R O AR L FE bk #E AR A sk Ommaya
EAESANT AP EL G RE, EFEEEEWMA
A b B2 7 A It B A UE 4T S Ommaya 3 B E
W BEHATEL Y, P A S FERE B
B4 (2B)

RS g A RS e 2
& BT B R 48 S GBM, n i 4 A K 2 4 (f5] 4w
BEV) S 5@ pF 24y (Bl CPT-11) B A1 .
(2B) [R5 A7 TE 4 0 9] A v] 2%

15 REEERLT AR

S S AT T 58, B AR 259 R 45 2
AR RIS (R F A A, DL 3,
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Tab.3 Common chemotherapy regimens for glioma

®3 BREERUFTAER

UES 2y M R EAp e ez A
PCV CCNU 110 mg/m® PO D1 6~8 J&
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 4
DDP 40 mg/(m*-d) % D1~3
Me-CCNU+VM-26 Me-CCNU 125 mg/m? PO D3 6~8 J#]
VM-26 100 mg/(m*-d) v D1~3
ACNU+VM-26 ACNU 2~3 mg/kg v DI 6~8 J#]
VM-26 80~100 mg/(m*+d) v D1~3
TMZ 0T [ T™Z 75 mg/(m*-d) PO D1~42
TMZ5/28 d TMZ 150~200 mg/(m?+d) PO D1~5 47
TMZ21/28 d TMZ 75~100 mg/(m*-d) PO D1~21 4
TMZ 1388 T™Z 150 mg/(m*+d) PO D1~7,15~21 44
TMZ {67 i Fp s TMZ 40~50 mg/(m?-d) PO D1~28 4%
TMZ+CCNU T™MZ 100~200 mg/(m?-d) PO D2~6 68
CCNU 100 mg/m? PO D1
TMZ+DDP TMZ 150~200 mg/(m*d) PO D2~6 47
DDP 40 mg/(m*+d) v DI1,2
TMZ+VM-26 TMZ 150~200 mg/(m?-d) PO D1~5 4
VM-26 100 mg/(m?-d) v D1~3
TMZ+CPT-11 T™MZ 200 mg/(m*+d) PO D1~5 4
CPT-11 125 mg/(m*-d) v D6,13,20
TMZ+IFN-a TMZ 200 mg/(m?-d) PO D2~6 4 )8
IFN-« 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 D1~3
VM-26+CBP VM-26 100 mg/(m*+d) v D1-~3 3
CBP 300 mg/m’ v D1
ICE IFO 750~1500 mg/(m?*+d) v D1-~3 4
CBP 75~100 mg/(m?-d) v D1~3
VP-16 75~100 mg/(m*-d) v DI1~3
CPT-11+ BEV CPT-11 125 mg/m?(non— EIAEDs) 8 340 mg/m*( EIAEDs) v D1,15,29 6 J
BEV 5~10 mg/kg v D1,15,29
TS 22Kk TP DAG 30 mg/(m?-d) v D1-~3 34

PO, FUIRAZ s H, B TSIV, 8 k45 25 . ETAEDs, 8 W7 S 19PN (enzyme—inducing anti-epileptic drugs) o

J5 B AT o E E RILRmE A

WMEAK: HREF(PLRFMBEEFS)

WEWT: FHF(PLREMBEEFS)

HEER(LUIERDFEHET ) g (LT
AFER);HEH(PLRFHBLGETC); IR
KT BB ERMNZIH), EN(ZEEEX
FREMER); PR (BEEZEXFHE ER); 5

WA (AL KFRBELER): FAE(PLKEM
B P ) FBCEREBRARKFWEMNEE
) EF(AEXRFWMBELER); BRE(ARE
EF R F RN ER); # k(b RiEEARXFH
B —ER); HEEE(P LR FEMEL S PS); 5k
BRP(BHEFKRF=EAER); RE(ETHE
Jib g6 B %)
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