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Effect of Long Non Coding RNA LINC00222 on Proliferation, Migration,
Invasion and Apoptosis of Lung Adenocarcinoma Cells and Its Mechanism
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Abstract :Objective The expression of IncRNA LINC00222 in lung adenocarcinoma tissues and cell lines was detected to
explore the effects of IncRNA LINCO00222 on the proliferation, migration, invasion and apoptosis of lung adenocarcinoma cells
and the related mechanisms. Methods The expression of LINC00222 in lung adenocarcinoma tissues and cells was detected by
qRT-PCR and Western blot. Overexpression vector LINC00222 was constructed to verify its transfection efficiency. CCK-8 assay,
Hoechst 33342/PI staining assay, scratch assay and Transwell assay were used to detect the effects of overexpression of
LINCO00222 on proliferation, apoptosis, migration and invasion of lung adenocarcinoma cells.Western blot was used to detect the
expression of P-GSK-3 3, GSK-3 @3 protein and (3 -catenin nuclear protein in lung adenocarcinoma cells. Luciferin gene
experiment and RIP experiment were used to investigate the mechanism of LINC00222 affecting the biological behavior of lung
adenocarcinoma. Results The mRNA and protein expressions of LINC00222 in lung adenocarcinoma tissues were significantly
lower than those in adjacent normal tissues, the difference were statistically significant (#=7.388, 15.100, all P<0.001). The
expression of LINC00222 in lung adenocarcinoma cell lines was significantly lower than that in normal human lung embryo cell
lines (F=21.926, P<0.001). After the overexpression of LINC00222, the proliferation, migration and invasion of lung
adenocarcinoma cells were significantly inhibited, and the number of cell apoptosis was significantly increased (P<0.01). After
overexpression of LINC00222, GSK-3 3 phosphorylation was significantly decreased, GSK-3 3 catalytic activity was
significantly enhanced, and ( -catenin nuclear translocation was inhibited (P<0.01). LINC00222 targeted the binding of GSK-
3B, and the expression of LINC00222 in GSK-3 3 protein co-precipitation was significantly higher than that in IgG protein co-
precipitation (P< 0.05). Conclusion LncRNA LINC00222 was low expressed in lung adenocarcinoma, and its overexpression

inhibited the proliferation, migration and invasion of lung adenocarcinoma cells, and promoted cell apoptosis, which may be
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related to its regulation of GSK-3 3 catalytic activity and inhibition of (3 -catenin nuclear translocation.

Keywords: LncRNAs LINC00222; lung adenocarcinoma tissues;biological behavior
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