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Study on the mechanism of long non-coding RNA PANDAR against adriamycin
resistance in osteosarcoma cells”
YIN Shengliang ,SUN Yajing , HOU Tingting
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Shenyang ,Liaoning 110000,China

Abstract: Objective To research the role and mechanism of long non-coding RNA (IncRNA) PANDAR
in proliferation,apoptosis and adriamycin chemotherapy-resistant of osteosarcoma cells. Methods The expres-
sion of B lymphocyte tumor-2 (Bcl-2) gene and IncRNA PANDAR normal osteoblast,osteosarcoma and osteo-
sarcoma/adriamycin chemotherapy-resistant cells were detected by real-time fluorescent quantitative PCR
(qPCR). The relative expression level of Bcl-2 in osteosarcoma cells after down-regulated IncRNA PANDAR
were examined by qPCR and Western blot. After inihibited IncRNA PANDAR and overexpressed Bcl-2, the
changes in abilities of proliferation of each group was examined by CCK-8. The apoptotic rates of each group
were examined by Annexin V-FITC PI after transfection. Cell viabilities were detected after transfection and
culture with resistant and non-resistant osteosarcoma cells of each group. Results Compared with normal os-
teoblasts,IncRNA PANDAR was overexpressed in osteosarcoma cells (P <C0. 05). After inhibiting the expres-
sion of IncRNA PANDAR,the expression of Bel-2 in osteosarcoma cells was down-regulated (P <C0. 05). Af-
ter inhibiting the expression of IncRNA PANDAR, the cell proliferation ability was significantly weakened
(P<C0.05) and apoptosis was increased (P <C0. 05) , while after overexpression of Bel-2,apoptosis was reduced
(P<C0. 05). Adding adriamycin to drug-resistant and non-drug-resistant osteosarcoma cell culture media in-
hibited IncRNA PANDAR,the tumor resistance ability was weakened,and the tumor resistance was partially
recovered after adding Bcl-2. The inhibitory effect of si-IncRNA PANDAR on tumor resistance was more obvi-
ous in non-resistant cells (P<C0. 05). Conclusion IncRNA PANDAR can regulate the proliferation,apoptosis
and adriamycin chemotherapy-resistant of osteosarcoma cells by regulating the expression of Bel-2,and adjust

the occurrence and development of osteosarcoma.
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