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Effects of long non—coding RNA MALAT1 on proliferation and invasiveness of neuroblastoma cells and its mechanism

DONG Meng—ning, ZHANG Jian— dang, ZHANG Yuan—feng, HAN Wei—yi. Department Of Neurosurgery, Nanyang Municipal
Central Hospital, Nanyang 473009, China

[Abstract] Objective To investigate the effects of long non—coding RNA MALAT1 on survival and metastasis of neuroblastoma
cells and their mechanisms. Methods The mRNA level of MALAT1 and miR-181a—5p in the neuroblastoma cell line and the cell
transfected with sh— MALATI were measured by qRT—PCR. The targeted— relationship between MALATI and miR- 181a—5p was
predicted by bioinformatics and confirmed by luciferase reporter assay. The neuroblastoma cells proliferation, apoptosis, migration and
invasion were detected respectively by CCKS8, Hoechst, wound healing and transwell tests, and the levels of protein related to
proliferation, invasion and PI3K/Akt signal pathway were detected by Western blot in the neuroblastoma cells after the MALAT1 and
miR-181a-5p were silenced. Results Sh—-MALAT1 declined the mRNA level of MALATI and enhanced mRNA level of miR-181a-5p
in the neuroblastoma cells. MiR—-181a—5p mimic decreased the luciferase activity of MALAT1 wt. Sh=MALAT]1 inhibited neuroblastoma
cells proliferation, migration, invasion, and promoted their apoptosis, and miR— 181a— 5p inhibitor promoted the cell proliferation,
migration, invasion, inhibited apoptosis, and weakened the effect of sh—-MALAT1. Meanwhile, sh=-MALAT1 inhibited PI3K/Akt signal
pathway, and miR-181a—5p inhibitor activated this pathway and weakened the inhibition effect of sh—MALAT]1 on the neuroblastoma
cells proliferation, migration and invasion. Conclusions MALATI1 promoted the proliferation, invasion and migration of the
neuroblastoma cells by down regulation of miR—181a~5p expression.
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