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ABSTRACT Objective: To investigate the effect of microRNA-194 mimics on proliferation, cell cycle and apoptosis of human os-
teosarcoma cell line SOSP-9607. Methods: MTT assay was used to detect cell growth. FCM was employed to detect cell apoptosis rate
and cell cycle analysis. Cultured SOSP-9607 cells were divided into three groups:negtive control group, blank group and experimental
group. In experimental group, hsa-miR-194 mimics were used to increase the activity of miR -194. Results: Hsa-miR-194 mimics inhibit-
ed SOSP-9607 cell proliferation, while the control group had no obvious effect on cell proliferation. The apoptosis ratio of the experimen-
tal group[(10.1£ 0.22) %] was obviously higher than that of the control group[(3.3% 0.19) %](P<0.01). Hsa-miR-194 mimics increased
the cell ratio of GO/G1 phase, simultaneously decreased significantly the cell ratios of G2/M phase and S phase.( P<0.01). Conclusion:
The hsa-miR-194 mimics play an important role in cell proliferation and apoptosis in SOSP-9607 cells by increasing the miR-194.
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Table 1 SOSP_9607 cell cycle changes after transfected with miR-194 mimics for 48h

Group GO/G1 phase (%)
Control group 51.47+ 0.82
Blank group 50.44+ 0.45

miR-194 group 68.13+ 0.51%*

Sphase (%) G2/M phase (%)
40.37+ 0.51 8.16x 0.36
41.50 = 0.88 8.06% 0.71
26.77+ 0.26* 5.10+ 0.38*

Note:* P<0.01 miR-194 group compared with control group
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