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[Abstract] Objective: This project intends to analyze the biological behavior of GSCs and the activity of related
signaling pathway proteins by changing the expression levels of miR—182 and PER gene, so as to explore the
regulatory role of miR—182 and PER gene in the biological behavior of GSCs and identify the possible
molecular mechanism of action. It brings a new target for the treatment of glioblastoma. Methods: In this project,
qRT—PCR was used to detect the endogenous expression of miRINA—182 and PER gene in glioma stem cells
(GSCs), and the expression level of miR—182/PER gene was silenced or overexpressed to verify its influence on
the biological behavior of GSCs. Then, the PER gene was predicted as the target gene of miRINA—182 by
biological information software, and confirmed by double luciferase report analysis, and then co—transfection
technology was used to further confirm the regulation of miRINNA—182 on PER gene, and elucidate the
influence on the biological behavior of GSCs. Finally, the correlation between miRNA—182 and PER gene and
the degree of malignancy and survival time of GSM was analyzed based on cancer tissue and para—cancer tissue

of GBM patients, and the conclusions of in vitro experiments were verified. Results: The results showed that
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with the increase of GBM classification level, the expression level of miRNA—182 increased gradually, and the
expression level of PER decreased gradually. In the silent group, there was no miRNA—182 expression, and the
PER expression level was the highest. The expression level of miRINA—182 was the highest in overexpression
group, and the expression level of PER was the lowest. In the negative control group (empty carrier), the
expression level of miRNNA—182 was moderate, and the expression level of PER was moderate. Conclusion:
The expression level of miRINA—182 in brain glioma stem cells was significantly increased, the expression level
of PER gene was decreased, and the silencing of miRINA—182 could promote the expression level of PER
protein. miRINA—182 silencing could inhibit the proliferation, migration and invasion of glioma stem cells and
promote their apoptosis. Overexpression of miRNA—182 can promote the proliferation, migration and invasion
of glioma stem cells, and inhibit their apoptosis. It was confirmed that miRNA—182 overexpression combined
with PER gene silencing could significantly promote the proliferation, migration and invasion of glioma stem
cells and inhibit their apoptosis; miR—182 silencing combined with PER gene silencing could inhibit the
proliferation, migration and invasion of glioma stem cells and promote their apoptosis. It was confirmed that
PER gene was the target gene of miRINA—182. It was confirmed that miRINA—182 targeted regulation of the

core biological clock gene PER, and then affected the biological behavior of glioma stem cells, which was of

great clinical value.
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