Fs50E 1 [E R E R F AR FELE Vol.50 No.1

2023 4F 2 H Journal of International Neurology and Neurosurgery Feb. 2023

o—,;—_:ji .

‘g% 5 a#’i

AN ERREEEIBHMRAR

HAFE, BN, Bk, RER
L. ;é.aﬂk% Erfmt%' %ﬂ Ja“ﬁ:“ Z 91 730030

i E'WJ\W%#*EPW‘@ T R f&kftkﬂ’lﬁﬁ%])?ﬁfiﬂ#lﬁ Jied (R 2B RN A 2 S BUR A TS 2 E R A . R
[0 55 240 L 6 4 (EMLT) 2 58 S o 4 55 BT RS AR AR BRAE A GBI AR . EMT 22— ik EARSFROANIN & B FE R, AEL
Je 50N 2 U AH G LXSCEJEEM 5 )cJFE.?{ ZEITREAH AR DL AL [ 367 A TE83R | RSO 1129 T T e 4R (I Ak 40

[E R R E 3w R 2447, 2023, 50(1): 75-80]
SRR T 5 b R R AL AR 2R RS 5 40 T AL #R1IRYT

HhE 43S :R739. 41 DOI:10. 16636/j. cnki. jinn. 1673-2642. 2023. 01. 015

Research advances in epithelial-mesenchymal transition and the invasion and migra-
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Abstract:  Glioma is a highly malignant and invasive intracranial primary tumor, and tumor invasion and metastasis is the
main cause of poor prognosis. Epithelial-mesenchymal transition (EMT) is the key process for glioma cells to obtain the phe-
notypic characteristics of strong migration and invasion abilities. As an evolutionarily conserved cellular development pro-
cess, EMT is closely associated with carcinogenic effect. This article reviews the mechanism of action of EMT in the inva-
sion and migration of glioma and related targeted therapy, so as to provide a theoretical basis for the diagnosis and treatment
of glioma. [Journal of International Neurology and Neurosurgery, 2023, 50(1): 75-80]
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