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[ Abstract ] Objective To investigate the effect of long non-coding RNA (IncRNA) LYPLAL1-AS1 on migration and
invasion of glioma cells. Methods /Three groups named normal astrocytes, glioma cells U87 and U251, and four groups named
LYPLAL1-AS1-0OE U87 cells,;OEC U87 cells, LYPLAL1-AS1-0OE U251 cells and OEC U251 cells were selected for culture,
digestion and passage. The .expression level of LYPLAL1-AS1 was detected by quantitative real-time PCR (gRT-PCR). The
cells' invasion and migration”ability of LYPLAL1-AS1-0OE U87 group, OEC U87 group, LYPLAL1-AS1-0OE U251 group and
OEC U251 group-were observed by Transwell assay. Four groups of nude mice (LYPLAL1-AS1-OE U87 group, OEC U87
group, LYPLAL1-AS1-0OE U251 group and OEC U251 group) were inoculated orthotopically. Intracranial tumor growth and
relative fluorescence intensity were observed on the 14th day and 28th day, respectively. Results The expression of LYPLAL1-
AS1 was lower in glioma U87 and U251 cells than that in normal astrocytes. the differences were statistically significant (P<
0.01).The number of invasion and migration cells in LYPLAL1-AS1-0OE U87 and LYPLAL1-AS1-0OE U251 groups were less
than those in OEC U87 and OEC U251 groups, and the differences were statistically significant (P<0.01). On day 28, the
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relative fluorescence intensity of intracranial tumor cells in LYPLAL1-AS1-OE U87 and LYPLAL1-AS1-OE U251 groups was

lower than that in OEC U87 and OEC U251 groups, and the differences were statistically significant (P<0.01).

Conclusion

LYPLAL1-AS1 has low expression in glioma cells, which can inhibit the invasion and metastasis of glioma cells and inhibit

the growth of intracranial tumors in nude mice. It may be a potential target for the prevention and treatment of glioma.
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¥, i e 3 Lne— LYPLALI-AST ) — /> ¥ 75 45 4 48 5
miRNA217 (miR-217) . A W52 £, miR-217 £ ik
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