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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.

[ Keywords ] Glioma High grade glioma Chemotherapy strategies Chemotherapy regimens Consensus of Chi-
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Tab.1 Pathological features of glioma and chemotherapy strategies selection
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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 REPRIEEZ AT AR



454

Chin J Nerv Ment Dis ~ Vol.50, No.8 Aug. 2024
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mg/(m?d), $8~21K, T Im e BRTMZ 150~200 mg/(m?+d), AN S #ir 2B
CCNU, 110 mg/(m?-d), £ A HEBLFIZS d, 408 A1 Bh T™Z 4 57

1K, VCR 14 mg/(m>d), TMZ AL 57 Fi, Smzie A (2A)

258, 29K, ®FENIN A)

Ja (1B)

Fig.2 Treatment regimen for oligodendroglioma,/DH mutation, loss of 1p/19q heterozygosity, WHO Grade 3 patients
B2 A RERMAENE,IDH R, 1p/19q &K , WHO 3R EBE BT AR

[ BRI, IDHRAE, WHO 3%/44% ]
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h 4

HEE MY,
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QA

Fig.3 Treatment regimen for Astrocytoma,/DH mutation, WHO Grade 3/4
E3 EMMME,IDHRE,WHO 3R/MAREBERTHE
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BB I MGMT B b T M A o2 (1B)
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i % ,BBB 1T F K m F 1k 557 (2B)

AW RGE , X MGMT 25 14 2 1k BH 15 5 9o
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side, M—26) #n DDP 3k & 1437 7 41 36 Fn B K i Ji 78
R BRI, T U A (2B)

6 R MNRZR A B B HI LT
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Uk TR AR5 B WHO 2 ISR . xF-T KPS>
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H ATIESE & B, BRAF 3 150) 5 2l 5 22 245
T A B9 40 L A - 98 755 38 (mitogen—activated ex-
tracellular signal-regulated kinase, MEK) 111 fi 71 B¢
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£ & A (mammalian target of rapamycin, mTOR)
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TR (20)

T LR B IR R, B B AR A R K
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B A%, FEE KA G KRB R
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FESEH>T0 % B GBM B 3 o, 5 0 11 6 & AR
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224 ST B B (Trinotecan, CPT—11) 825 5 K &
BEV .BEV JLHE(HE & ST \PCZ . 455 WA IR 7
ZUPCV 55 AAZE N LRI 5 34 m] T ki
IE 3
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1~7 RF% 15~21 X, 4528 dH 1 ANE I TMZ#
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1 AN #1017 &+ 4 TMZI40~50 mg/(mP-d)] 1k
W EE, ML F ERE R ES dF W15~
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Tab.3 Common chemotherapy regimens for glioma

®3 BREERUFAER

UES 2y I e EAp e 2521 JA
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) v D1~3
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TMZ 0T [F) 26 T™Z 75 mg/(m*-d) PO D1~42
TMZ5/28 d TMZ 150~200 mg/(m?-d) PO D1~5 47
T™MZ21/28 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
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VM-26 100 mg/(m?-d) v D1~3
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TMZ+IFN-a TMZ 200 mg/(m*-d) PO D2~6 4 )8
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5 22Kk TP i DAG 30 mg/(m?*-d) v D1~3 34
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