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migration of human osteosarcoma cell line Saos-2 and its mechanism. Methods: Saos-2 cells were infected with
LINCO00511 overexpression lentivirus to obtain a stable infected cell line. After overexpression of LINC00511,
the effects of LINC00511 on proliferation, apoptosis, and migration of Saos-2 cells were observed by CCK-8 cell
proliferation assay, cell clone formation assay, apoptosis assay and cell scratch assay. Western blotting was used to
detect the expression of EMT related proteins E-cadherin, Vimentin and a-SMA, as well as the protein expression of
PI3K and p-Akt in PI3K/Akt signaling pathway, so as to explore the molecular regulatory mechanism of LINC00511
inhibiting the proliferation and migration of osteosarcoma cells. Results: Overexpression of LINC00511 in Saos-
2 cells significantly inhibited the proliferation and migration of osteosarcoma cells and promoted cell apoptosis.
The expression of E-cadherin protein in Saos-2 cells was significantly increased, while Vimentin and a-SMA protein
expression was significantly decreased. EMT of osteosarcoma cells was significantly inhibited. In addition, the
expression of PI3K and p-Akt (308) protein was significantly decreased, while p-Akt (473) protein expression was
not significantly changed, and PI3K/Akt signaling pathway was significantly inhibited. Conclusion: LINC00511
regulates the proliferation and migration of osteosarcoma cells by inhibiting EMT and PI3K/Akt signaling pathway.
LINCO00511 can be used as a potential biomarker and a new therapeutic target for osteosarcoma.

long non-coding RNA 511; osteosarcoma; cell proliferation; cell apoptosis; cell migration; mechanism
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Figure 1 Comparison of the proliferation ability among the

3 groups
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Figure 2 Comparison of the original results (A) and cell cloning ability (B) of cell clones among the 3 groups
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Figure 3 Comparison of cell migration ability (A) and cell migration rate (B) among the 3 groups
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