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Study of growth arrest and apoptosis of esophageal carcinoma EC109 cells induced by PI3K/AKkt inhibitor’
Shang Guansheng ,Qin Yiwei , Liang Weidong . He Xiaoping
(Department o f Thoracic/ICU Surgery ,the First A f filiated Hospital ,Chengdu
Medical College ,Chengdu, Sichuan 610500 ,China)
Abstract: Objective To explore the effect of LY294002 on growth arrest and apoptosis of human esophageal carcinoma EC109
cells. Methods

ted by mehyl thiazolytetrazolium(MTT) assay. Hoechest 33258 staining and phase contrast microscope were to observe the mor-

EC109 cells were treated with 1.Y294002 at a variety of different concentrations, The inhibition ratio was be detec-
phological change. Results After treated wih 1.Y294002, the cells apoptosis radio increased,and the growth was inhibited obvious-
ly. Ttypical cells apoptosis was observed after treaded with 40 pmol/L LY294002 for 72 h, through Hoechest 33258 staining and
phase contrast microscope. Moreover, the effect of growth arrest had positive and significant correlation with the dosage and treating
time(r=0. 942,0. 963, P<C0. 01) ,and the apoptosis had the same trend(+=0. 975.0. 938, P<C0. 01). Conclusion 1.Y294002 can in-
hibit the EC109 cells growth,and enhance the effect of apoptosis.
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