T 22905 SR A2 20244 5 A 20 H %5 24 4555 5] Journal of Neuroscience and Mental Health, May 20, 2024, Vol.24, No.5

R B L L &R T B S i 25 4L 1
gt

FeA KR MR

100070 b7 A% 22 SbAHAT 50 P

@IS : R4F, Email: chenjing19830405@foxmail.com
DOI: 10.3969/j.issn.1009-6574.2024.05.001

(FEZ ] AL S8 AR A SRR rh i # DL G, e PO e i rhoJe W . H R,
T B 2 A5 65 40 BT JOL AR s oAUl £ 28 o g oA 1 A 8 R B 0, O 1 801 I JB 9 Hh v
BT AL, DUARBR AT 2 N TR R BB BT AR YT, BT IS 2 kAR, n DL AR b T $
SR B, S AR TOHE R A A (R R SR A AR ek 15, H o BB TEIR YT IR e 8
G, WAMAAFAETS 2510080, BEATRBIETE DA A T 25 BT 2 A 455 A A e e 0 M 0 P B e i i i
M AR TT 2, AT RE AR RSE S MR T RCR | M B U R A R R

[&88iR ] Mepug; mA/En Puniiayy; DURERsdT;  miZiplm; 2k

EEWA : FE%ARBAHE4E(82103623)

Research progress on anti-angiogenic therapy and therapeutic resistance mechanism in glioma
Li Zhuoqun, Zhang Kenan, Chen Jing
Beijing Neurosurgical Institute, Beijing 100070, China
Corresponding author: Chen Jing, Email : chenjing19830405@foxmail.com

[ Abstract] Abnormal formation of blood vessels is a common phenomenon in various solid tumors,
particularly prominent in high-grade glioma. Multiple mechanisms have been discovered for formation of blood
vessels, which promote the angiogenesis within tumor tissues and have been validated in high-grade glioma.
Bevacizumab has been widely used in anti-angiogenic therapy for glioma, however, anti-angiogenic therapy still
faces many problems. For example, the use of bevacizumab can improve the quality of life of patients and prolong
their progression free survival. However, the overall survival of patients is not beneficial, and some patients do
not show any imaging improvement after treatment. In addition, the issue of resistance to bevacizumab remains
unresolved. Previous studies have suggested that the therapeutic resistance mechanisms can be mainly divided
into two ways of promoting the malignant phenotype progression of tumor cells and promoting abnormal formation
of blood vessels. These therapeutic resistance mechanisms may provide clues for enhancing the effectiveness of
anti-angiogenic therapy and improving patient prognosis in the future.
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