B4 1M
2022 4F 2 H

E R EmFMEIFERE

Journal of International Neurology and Neurosurgery

Vol.49 No.1
Feb. 2022

W F EF R

o—,;—_:ji .

TERAH AR P A RO BT i

FH R AT 2N HR 291 730030

M 730030

CHI3L1 ER &
B RER BHRR, FEL"
1. ZMKF
2. éd‘l‘lk%ﬁ%ﬁv%fﬁmﬁfr ol =
W BJLTR

I LA K CDAT AL A4 Th2 B 36 S s 1 T 4t
BN RTURA Ko %CERA T CHIBLITE GBM S AH L (2 4%
HIBIFSE , S GBM YA DG BIE T P Lo .

, CHI3L1 7E K B 5521 83 (GB M) 5
i 2 I A A B R G AT A e P E VR T AR 1) CHIBLLIRYTY GBM

filf—3 8 H - 1(CHI3LL)J@ THERE K i A 205 18, T UM AR S 395 1R 2R FeA% s A nld IR A DG B s 4 g

HFETK I HFT GBM (4 3 1

[EFRHERFHMEIIRIFERTE, 2022, 49(1): 61-65.]

KGRI TR AN s JUT BTG -3 R AR 11— L5 A8 A 5 S Il 5 it 21

FE S R739. 41

DOI:10. 16636/j. enki. jinn. 1673-2642. 2022. 01. 013

Research advances in the role of Chitinase-3 like-protein-1 in glioblastoma
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Abstract:

As a member of glycoside hydrolase family 18, chitinase-3 like-protein-1 (CHI3L1) plays a critical role in the

growth, proliferation, invasion, and metastasis of cancer cells, angiogenesis, activation of tumor-associated macrophages,

and Th2 polarization of CD4" T cells. Studies have shown that CHI3L1 is abnormally expressed in glioblastoma and is associ-

ated with the malignant progression and adverse prognosis of glioblastoma. This article reviews the potential role of CHI3L1

in the proliferation, invasion, drug resistance, angiogenesis, and immunosuppression of glioblastoma and related studies

on targeted CHI3L1 treatment of glioblastoma, so as to provide strategies for the adjuvant therapy for glioblastoma.
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