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[ ABSTRACT] Aim To investigate the effect of long non-coding RNA (IncRNA) MNXI1-ASI regulating miR-218-
Sp expression on proliferation, apoptosis and migration of non-small cell lung cancer (NSCLC) cells. Methods The
expressions of MNX1-AS1 and miR-218-5p in lung cancer cell lines and normal lung epithelial cell lines were detected by
qRT-PCR.  Double luciferase report assay and RNA pull down assay were used to verify the targeting relationship between
MNX1-AS1 and miR-218-5p.  After interfered with the expression of MNX1-AS1 and miR-218-5p in A549 cells, MTT,
flow cytometry and Transwell assay detected the effect of MNX1-ASI-targeted miR-218-5p on the proliferation, apoptosis,
migration and invasion of cancer cells. Results Compared with normal lung epithelial cell lines, the expression of
MNX1-AS1 was increased and the expression of miR-218-5p was decreased in lung cancer cells (P<0.05). Luciferase
reporter gene assay showed that MNX1-AS1 could bind to miR-218-5p, resulting in a significant decrease in luciferase
activity (P<0.05) ; And the RNA pull down assay also confirmed that miR-218-5p could specifically bind to MNX1-AS1
(P<0.05). After inhibiting the expression of MNX1-ASI in A549 cells, miR-218-5p was up-regulated, cell prolifera-
tion, migration and invasion ability were significantly reduced, and apoptosis rate was significantly increased.

Compared with the MNX1-ASI1 inhibitor group, the cell proliferation, migration and invasion ability were increased, and
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the apoptosis rate was decreased after co-inhibited MNX1-ASI and miR-218-5p (P<0.05).

Conclusion MNX1-

AS1 can affect the proliferation, apoptosis, migration and invasion of non-small cell carcinoma by down-regulating the ex-

pression of miR-218-5p.
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