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siRNA Targeting Id1 Enhances Chemosensitivity of Ovari-

an Cancer Cells to Cisplatin
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Abstract: [ Purpose ] To investigate the effect of inhibitor of DNA binding or differentiation 1(Id1) on the
chemosensitivity of ovarian epithelial carcinoma SKOV3 cells to cisplatin in vitro.[ Methods ] The lentiviral vec-
tor of siRNA targeting Id1 gene was constructed and transfected into SKOV3 cells,stably transfected SKOV3 cell
was selected and cloned. The experiment was divided into four groups:Cell+Lv-shRNA-IDI ,Cell+Lv-shRNA-NC
Cell +Lv-control and Blank cell group. The proliferations of SKOV3 cells at different times were detected by
CCKS8. SKOV3 cells were exposed to different concentrations of cisplatin (0.1.0.2.0.5.1.2.5,10pg/ml) for 48
hours in each group and half inhibitory concentrations of cisplatin to SKOV3 cells were detected by CCK8 . The
effect of targeting Id1 gene on the chemosensitivity in ovarian cancer cells to cisplatin was analyzed. [Results ]
Cell proliferations in three control groups increased significantly over time,cell proliferations in the Cell +Lv-
shRNA-ID1 group increased slowly. Cell proliferations were 0.449+0.072jLg/ml at 48h and 0.885+0.232jLg/ml at
72h in the Cell+Lv-shRNA-ID1 group,the differences were statistically significant compared with three control
groups (P all <0.05). Half inhibitory concentration of cisplatin to SKOV3 cells in the Cell+Lv-shRNA-ID1 group
was 1.5£0.71g/ml which was significantly lower than that in three control groups (P<0.01) with no significant
difference among the three control groups. [ Conclusion] Silence of Id1 expression increases growth inhibition ef-
fect of cisplatin to ovarian cancer cells. It provides the research foundation for further improving the clinical effi-
cacy for ovarian cancer.
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Table 1 Comparision of cell proliferation among various group (x+s,n=3)
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