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Glioma stem cell-derived exosomes promote glioma U87 cell invasion and migration through PI3K/Akt signaling pathway

REN Guang=hui', LI Wu=xiong’, QI Li—hao’. 1. Department of Neurosurgery, The Third Affiliated Hospital of Henan University of
Science and Technology, Luoyang 471000, China; 2. Department of Neurosurgery, Luoyang Oriental Hospital, Luoyang 471000, China

[Abstract] Objective To study the effect of glioma stem cell-derived exosoms (GSCs—exo) on the cell invasion and migration of
cultured human glioma U87 cells. Methods GSCs were isolated from human glioma U87 cells and cultured using stem cell culture
media. Then GSCs—exos were extracted and identified from the cell culture supernatant of the GSCs culture media. U87 cells were
cultured and randomly divided into four groups, i.e.; control group, and high, medium and low GSCs—exo concentration groups (adding
20, 40, 80 pg/ml GSCs—exo into the cluture media, respectively). The invasion ability of U87 cells was detected by Transwell
experiment, the migration ability of U87 cells was detected by the scratch experiment, and the expression levels of phosphatidylinositol—
3 kinase (PI3K)/protein kinase B (Akt) and LICAM in U87 cells were detected by the western blotting. Results GSCs and GSCs—exo
were successfully separated and identified. The number of U87 invasion cells and cell migration rate in the GSCs—exo groups were
significantly higher than those in the control group (P<0.05), and the expression levels of L1CAM, PI3K and p— AKt/Akt were
significantly higher than those in the control group (P<0.05), and all the effects of GSCs—exo were concentration dependent (P<0.05).
Conclusions GSCs—exo can promote the invasion and migration of glioma cells, and its mechanism may be related to the up-regulation
of LICAM and PI3K/Akt.
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