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Abstract Objective: To explore the efficacy of berberine on cell proliferation,apoptosis and invasion of osteosarcoma (OS)
cells by regulating miRNA-363 through LncRNA HNF1A-ASI. Methods: OS cell line U20S was divided into NC group.,
Ber group,Ber+ HNF1A-AS1 group and HNF1A-AS1 group. PeDNA-HNF1A-AS1 plasmid was transfected into Ber—+
HNF1A-ASI group and HNF1A-AS1 group. Ber and Ber+ HNF1A-ASI groups were added into the medium with Ber
with a final concentration of 100 pmol/L. CCK-8,{low cytometry and Transwell were used to detect the proliferation,ap-
optosis and invasion of each group. The targeted relationship between HNF1A-AS1 and miRNA-363 was verified by dual-
luciferase report. Results: Compared with the NC group, the expression level of HNF1A-AS1 in Ber group was significantly
decreased, the expression level of miRNA-363 was significantly increased, cell proliferation and invasion ability were signif-
icantly decreased,and cell apoptosis rate was significantly increased(P<C0. 05). In the HNF1A-ASI1 group, HNF1A-AS1
expression level, cell proliferation and invasion ability were significantly increased, while cell apoptosis rate and miRNA-
363 expression level were significantly decreased (P<C0. 05). In Ber + HNF1A-AS1 group, the HNF1A-ASI expression
level, cell proliferation and invasion ability of HNF1A-AS] group were significantly lower than those of HNF1A-AS1

group and higher than those of Ber group. The cell apoptosis rate and expression level of miRNA-363 were significantly

higher than those of HNF1A-AS1 group and lower than
FEATH b4 b 2 R RT3 E (2015296) those of Ber group (P<C0. 05). Double luciferase reporting
Db R P R A B Bl T A B Gk M L 061000) experiments confirmed that HNF1A-AS1 could directly tar-
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invasion and promote apoptosis of OS cells by inhibiting HNF1A-AS1 to up-regulate the expression of miRNA-363.
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