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The effect of IGF-IR and erlotinib on the apoptosis of HO-8910 cells
Wei Aining, Xu Ronghua, Zhuang Yali, et al
(School of Clinic Maternal and Child Care Service, Anhui Medical University ,
Hefei Maternal and Child Care Service Center, Hefei 230061)

Abstract Objective To investigate the effect of inhibiton of insulin-like growth factor-1 receptor (IGF-1R) and
(or) epidermal growth factor receptor (EGFR) on ovarian cancer (HO-8910 cell) in vitro. Methods Cell viability
was assessed by using the Sulforhodamine B (SRB) assay after the HO-8910 cell was treated with PPP. Cell cycle
was analyzed by using flow cytometry (FCM) with propidium iodide (PI) labeling method. The rate of apoptosis
was detected by FCM with Annexin V-FITC and PI double labeling method. Synergistic interaction on human ovari-
an cancer cell line HO-8910 was evaluated using the combination index (CI) method. Results PPP significantly
inhibited the HO-8910 cell growth in a time-dose-dependent manner, and its inhibition role may relate to induced
G,/M phase arrest and enhanced apoptosis. In addition, PPP showed a synergistic effect on HO-8910 cells with the
cyto-toxicity of erlotinib. Conclusion Specific suppression of IGF-1R inhibits cell growth and induces apoptosis,
and it may exert a synergistic effect with EGFR inhibitor in ovarian cancer in vitro.
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