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MiR-26-3p regulates proliferation, migration, invasion and apoptosis of glioma cells by

targeting CREB1

HUANG Qiuhu, ZHOU Jian, WANG Zizhen, YANG Kun, CHEN Zhenggang
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Abstract: Objective To investigate the regulatory role of miR-26b-3p in proliferation, migration and invasion of glioma.
Methods The expressions of miR-26b-3p and cAMP-responsive element binding protein 1 (CREB1) in gliomas of different
pathological grades were detected with RT-qPCR and Western blotting. Bioinformatic methods were used to analyze the target
sequence of miRNA-26b-3p binding to CREB1, and dual luciferase gene reporter experiment was performed to explore the
mechanism for targeted regulation of CREB1 by miR-26b-3p. Glioma U251 cells were treated with miR-26b-3p mimic or
inhibitor, and the changes in CREB1 expression and cell proliferation, migration, invasion and apoptosis were determined with
Western blotting, CCK-8 assay, wound healing assay, Transwell assay, and flow cytometry. Results The expression of miR-26b-
3p decreased while CREB1 expression increased significantly as the pathological grade of gliomas increased (P<0.05). Dual
luciferase gene reporter experiment confirmed that CREB1 was a downstream target of miR-26b-3p. Inhibition of miR-26b-3p
significantly upregulated the expression of CERB1, suppressed apoptosis and promoted proliferation and invasion of glioma
cells, and overexpression of miR-26b-3p produced the opposite effects (P<0.05). Conclusion MiR-26b-3p regulates CREB1
expression to modulate apoptosis, proliferation, migration and invasion of glioma cells, thereby participating in tumorigenesis

and progression of glioma.
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Fig.1 Expression of miR-26b-3p and CREB1 in gliomas of different pathological grades. A, B: Western
blotting of expression of CREBI in different stages of glioma. C, D: RT-qPCR of miR-26b-3p in

different stages of glioma. *P<0.05 vs WHO I group.
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Fig.3 Dual luciferase reporter gene experiment confirms that CREB1 is the target gene of miR-26b-3p.
A: Bioinformatics prediction of the binding site in CREB1 for miR-26b-3p. B: Luciferase reporter assay
confirms that miR-26b-3p is capable of binding to CREB-WT but not to CREB1-MUT in U251 cells. C:
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blotting results. **P<0.01 vs NC group.
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