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Abstract; Astrocytoma is a primary tumor that occurs in neuroectodermal tissue. It grows rapidly and develops in a malignant and invasive
manner, and has multiple signal pathways regulation. The typical Wnt/B-catenin signal pathway is involved in the development of
astrocytoma. When this pathway is abnormally activated, B-catenin enters the nucleus and forms a functional complex with T cell factor
(TCF) /lymphoid enhancer factor ( LEF ), thereby activating the expression of downstream genes such as c-Myc and cyclin D1,
participating in a series of important processes such as cell proliferation and migration, thus leading to the occurrence of astrocytoma.
Programmed death-ligand 1(PD-L1) is an immunosuppressive receptor ligand. When programmed death( PD-1) binds to its ligand PD-
L1, it inhibits the activation of T cells, thereby promoting tumor cell immune escape. The inactivation of B-catenin can reduce the
expression of PD-L1, while the activation of B-catenin can promote the immune escape of astrocytoma. This article summarizes the role
and correlation of B-catenin and PD-L1 in the occurrence and development of diffuse infiltrating astrocytoma.
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&, & il i B ol BEAZ MR (TLR) % 2 KT 32 1k
(EGFR) T % o 21k TR K v 2S5 LFZ K% T PD-
L1 430, 24 PD-1 5 H ALK PD-L1 Z54 /5, 6] T 40032 14
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B, AR SE4E SHP1/2 4p 7 9Fff TCR 5538 B 19 24> 1
BUEBERR AL , M T I8 3o 1 5 8 1 2 R 900 o 4 PR T4
AT S0 T MM A F S B, B At g e ik i 1A
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FEiE—2P 4R Wit/ B-catenin 38 (14 BH W7 sl 2% 7T 14 58 BB
IR R B S TRYT o

2 1 TR, B-catenin A1 PD-L1 7 5% 411 L8 o % 5 25 5L
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