- 302 - I R g 2 2 75 2025 45 3 H %5 30 %55 3 ) Chinese Clinical Oncology ,Mar. 2025, Vol. 30,No. 3

NK AR fr iz EMR B R E R PR TR

610500 pk P EFEHAFEFRNESHE PO E R LR
MRk, E%F, HEH

(# ZE] BRI B KR 2 — R TR AT A G T B T B A A, (R RO R
ATFR . TAFR B GAed T ik (T A JEe I ARG (NK) ALY 73 A I ORI A7 PR R R, S B R IR T B 3k 1 B iy
iR R, NKC 2R ST A S e A, FAT B A0 I 6 240 B A9 B 7, J SR SR SR eI A T T 2D . PR ke, AR SO NK
240 M7 1 A I JBURE SR TR R IS SR R AT 25 A4 NK 200 P S AR 0 rg AL N 200 I B o 114 B 8
T AL, NK AR 3 7 i 983 o ) R 25

[RER] R, ARG, STk, b
FE S R739. 41 XEkFRIEED X B RS :1009-0460( 2025) 03-0302-05

Research progress of NK cell therapy in brain glioma immunotherapy

CHEN Yongqiong, ZUO Anxiu, SU Mouxiao. Department of Neurology, Mianyang Central Hospital , School of
Medicine , University of Elecironic Science and Technology of China, Chengdu 610500, China

Corresponding author; SU Mouxiao, E-mail ;cyg8360@ feishu. uestc. cn

[ Abstract] Objective Glioma is one of the highly malignant brain tumors. Although traditional methods such as surgery,

adiotherapy/chemotherapy can prolong the survival of patients, the curative effect is still limited. In recent years, with the rapid

development of immunotherapy, especially the application of natural killer (NK) therapy in the treatment of glioma, it provides a new
solution for the treatment of glioma. NK cells are innate immune cells with the ability to directly kill tumor cells and are potential target

cells for glioma immunotherapy. Therefore, this article reviews the research progress of NK cell therapy in brain glioma

immunotherapy, including the basic characteristics of NK cells, anti-tumor mechanism, the immunomodulatory role of NK cells in brain
glioma, and the application of NK cell therapy in brain glioma.
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