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Effects of STIP1 on proliferation, invasion and apoptosis of glioma U251 cells
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[Abstract] Objective To investigate the effect of stress—induced phosphoprotein 1 (STIP1) on the proliferation, invasion and
apoptosis of glioma U251 cells. Methods Western—blot test was used to detect the expression level of STIP1 protein in normal glioma
cells (SVG) and human glioma cell lines U251, U87 and U37. The NC—siRNA STIP1-siRNA plasmids were transfected into U251 cells,
respectively. CCK-8 method was used to detect cell proliferation. Transwell test was used to detect cell invasion. Annexin—V-FITC/PI
flow cytometry was used to detect cell apoptosis. Western—blot test was used to detect the protein expression levels of STIP1, JAK2, p-
JAK2, STAT3 and p—STAT3. Results Compared with normal glioma SVG, the expression levels of STIP1 protein in glioma cell lines
U251, U87 and U373 significantly increased (P<0.05). Compared with the NC-siRNA group, the expression levels of STIP1, p—JAK2
and p—STAT3, and the abilities of cell proliferation activity, cell invasiveness significantly decreased (P<0.05), while the cell apoptosis
rate significantly increased (P<0.05). Conclusion STIP1 is highly expressed in glioma cells. Inhibiting STIP1 expression can inhibit the
proliferation and invasion of glioma cells, promote cell apoptosis, which may be realted to inhibit the JAK2 / STAT3 signaling pathway.
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