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ABSTRACT Objective: To investigate the effects of miR-15a and miR-16-1 mimics on apoptosis and proliferation of human
osteosarcoma cell line SOSP-9607. Methods: Cultured SOSP-9607 cells were divided into experimental group and control group: the
experimental groups contained miR-15a group, miR-16-1 group and miR-15a+miR-16-1 group. Take miR-15a group for example, we use
hsa-miR-15a mimics to upgrade the expression of miR-15a in SOSP-9607 cells. The control groups contained negative control and the
blank control. The apoptosis were measured by flow cytometry, and MTT assay was used to examine the proliferation efficiency of
human osteosarcoma cell line SOSP-9607. Results: The apoptosis ratio of experimental groups was higher than the control groups

P<0.05 and the proliferation efficiency of experimental groups was higher than control groups P<0.05 . Conclusions: the miR-15a and
miR-16-1 plays an important role in cell apoptosis and proliferation in SOSP-9607 cells.
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Fig.1 The apoptosis of SOSP-9607 cells measured by flow cytometry
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Fig.2 The growth ratio of SOSP-9607 cells after transfected with
miR-15a and miR-16-1
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