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Therapeutic effects of siRNA targeting AURKA gene on tumor proliferation and changes of
cell cycle in human osteosarcoma cell line U2-OS

Ma Fangfang, Lu Chao”

(Department of Pediatrics , the First Affiliated Hospital of NJMU, Nanjing 210029, China)

[Abstract] Objective:To investigate the inhibition effect of down-regulation of small interfering RNA(siRNA) targeting AURKA gene
on the proliferation and cell cycle distribution of osteosarcoma cells. Methods; AURKA siRNA was synthesized and transfected into
osteosarcoma U2-OS cells via Lipofectamine 2000. Then, the AURKA mRNA and protein expression were examined by real-time
fluorescence quantificative PCR(qRT-PCR) and Western blot assay, respectively. CCK8 assay and BrdU cell proliferation assay were
performed to evaluate cell viability and proliferation, respectively. Cell cycle distribution was observed by flow cytometry. The
expressions of cyclin Bl and cyclin D1 were determined by Western blot assay. Results: Both mRNA and protein levels of AURKA in
U2-0S cells transfected with AURKA siRNA were significantly decreased compared with those of the other two groups (both P < 0.05).
There were no significant differences in the expressions of AURKA between the two control group. CCK8 assay showed that down-
regulated AURKA inhibited cell viability and the inhibition rate reached to the highest level at approximately(36.63 + 2.38)% after
72 h(P < 0.05). The proportion of S phase cells in the cell cycle was decreased and G2/M phase cells was increased compared with
those in the normal control group and negative control group, respectively(both P < 0.05), suggesting the presence of G2/M phase
arrest and decreased cell proliferation in S phase (P < 0.05). Meanwhile, the expressions of cyclin D1 and cyclin Bl were
significantly down-regulated and elevated (both P < 0.05), respectively. Conclusion; Inhibition of AURKA expression suppressed cell
growth and led to G2/M arrest of human osteosarcoma cell line U2-0S.
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NE R R U2-0S (hEBLERE A4y
FlfBed fBe bt ) . AURKA SEBR/NVT4E RNA
(small interferinf RNA ,siRNA) ¥ %1 Fysense 5'-GCA-
GAGAACUGCUACUUAUTT-3',antisense 5'-AUAAG-
UAGCAGUUCUCUGCTT-3' ;siRNA-NC J351 )y sense
5’-UUCUCCGAACGUGUCACGUTT-3' ,antisense 5'-A-
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6 h JEHEF T3, A T 5 5%CO, 1) 37°CHEFRH
EE 48 b J FH RS WG R 0 AR T Ak o PR A, =
TEEDAE , F 10H, PBS VRN 3 ¥k, 75% 1Y%
PRG BE B -20°C [ 1 1, Yk H KRR i ik 2 R R
FEF AT O A T i A0 S A
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Figure 1 AURKA expression after transfected with AUR-
KA-specific siRNA in U2-OS cells
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Figure 3 AURKA-specific siRNA induced cell cycle arrest in U2-OS cells
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Figure 4 Inhibition of down-regulated AURKA expression
on proliferation of U2-OS cells
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