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Role of PTBP1 in glioma progression
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Abstract Objective: To explore the role of polypyrimidine tract—binding protein 1(PTBP1 )in glioma progression. Methods: PTBP1
expression level and its relationship with glioma grading and prognosis were analyzed using multiple databases. The glioma cell line LN229
stably silencing PTBP1 was constructed. PTBP1 expression was verified by Western blotting analysis and RT—qPCR. The abilities of cell
proliferation, migration and invasion were detected by EdU assay and Transwell assays. Results: The expression of PTBP1 in glioma was
higher than that in normal brain tissues (P<0.000 1)and increased with glioma grading (P<0.000 1).The patients with higher PTBP1
expression exerted a shorter overall survival(0S) (P<0.000 1). PTBP1 knockdown inhibited the abilities of cell proliferation(¢=3.579,
P=0.037 3), migration (1=13.16,P<0.000 1) and invasion(¢=3.111,P=0.035 8) significantly. Conclusion: PTBP1 is highly expressed
in glioma and is correlated with glioma grading and prognosis. PTBP1 promotes the proliferation, migration and invasion abilities of
glioma cells.
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