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MiR-4488 regulates migration and invasion of glioblastoma cells by targeting SCRT1 "
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[Abstract] Objective To investigate the specific molecular mechanism through which microRNA-4488
(miR-4488) regulates the proliferation, migration and invasion capabilities of glioblastoma (GBM) by modula-
ting the expression level of scratch family transcriptional repressor 1 (SCRT1). Methods Quantitative real-
time PCR (qPCR) was performed to measure the expression levels of miR-4488 and SCRT1 in astrocyte SVG
cells and GBM U87MG cells. Transient transfection was used to introduce miR-4488 mimic nc (mimic control
group) ,miR-4488 mimic (mimic group) , miR-4488 inhibitor nc (inhibitor control group) ,and miR-4488 inhib-
itor (inhibitor group) into U87MG cells, which were then divided into four groups accordingly. Lentiviral
transfection was used to establish U87MG cell lines transfected with SCRT1 empty vector (control group)
and SCRT1 overexpression plasmid (overexpression group). Bioinformatics analysis was performed to identifly
and validate the binding site sequence between miR-4488 and SCRT1,and the dual-luciferase reporter gene as-
say was conducted to verify their targeting relationship. The EdU assay was employed to assess cell prolifera-
tion capacity,while the Transwell assay was used to analyze differences in migratory and invasive capacities a-
mong groups. Results Compared with SVG cells, miR-4488 expression was upregulated (P < 0. 001) and
SCRT1 expression was downregulated in U87MG cells (P <C0. 001). After transient transfection with miR-
4488 mimic,the expression of SCRT1 in the mimic group decreased compared to the mimic control group,with
no significant change in proliferative capacity (P>>0.05),but enhanced migration and invasion abilities (P <C
0.01 and P <<0. 001, respectively). Conversely, after transfection with miR-4488 inhibitor, the expression of
SCRT1 in the inhibitor group increased compared to the inhibitor control group,with no significant change in
proliferative capacity (P>>0. 05),but weakened migration and invasion abilities (P<C0. 01 and P <C0. 001, re-
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spectively). The dual-luciferase reporter gene assay confirmed that SCRT1 is a target of miR-4488 in U87MG

cells. The SCRT1 overexpression group showed reduced migration and invasion abilities compared to the con-

trol group (P<C0. 01 and P<T0. 001, respectively). Conclusion MiR-4488 can specifically regulate the expres-

sion of SCRT1 to affect the migration and invasion characteristics of GBM.
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