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Research advances in effects of tumor microenvironment on glioma stem cells

GAO Xiang-Yu'? , YUE Kang-Yi', ,CAO Yuan' ,HAN Hud®, LIANG Liang®, JIANG Xiao-Fan'. 1. Department of Neurosurgery , Xijing
Hospital, Fourth Military Medical University,Xi’ an,Shaanxi, 710032, China; 2. Department of Biochemisiry and Molecular Biology,
Fourth Military Medical University ,Xi’ an ,Shaanxi, 710032, China

Corresponding author: JIANG Xiao-Fan, Prof. Dr. Chief Physician, Major in neurosurgery research, Email :jiangxf@ fmmu. edu. cn;
Liang Liang, Assoc. Prof. Dr. Major in molecular genetics research of tumors, Email : lliang2 @ fmmu. edu. cn.

Abstract:  Glioma stem cells (GSCs) , glioma cells with the properties and functions of stem cells, have drawn lots of attention in re-
cent years. GSCs exhibit stronger abilities of tumorigenesis, invasion, and resistance to chemotherapy or radiotherapy than general glio-
ma cells, which may be the main cause of tumor metastasis and relapse. Studies have increasingly revealed an important role of the
tumor microenvironment (TME) in the generation and the maintenance of phenotypes of GSCs. This article focuses on recent progress
in the effects of TME on GSCs, and reviews the influence of TME factors ( hypoxia, acidity, damage-associated molecular pattern such
as high mobility group box 1 protein, and exosomes) on GSCs.
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o A ATRCR HMGBL AT LY GBM 4 T 75
N Z ARG, 445 W 3090 B Ak 2877 W) 2 AR (re-
ceptor for advanced glycation end -products , RAGE ) | toll
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