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Research of PTEN Gene on Apoptosis in Osteosarcoma Cells. Zhang Hao,Wang Yong,Cheng Zhiyong et al. Department of Orthope-
dics ,Baoding Orthopaedic Hospital, Heber 071000 ,China

Abstract Objective To investigate the mechanism of tumor — suppressing gene PTEN on the cell apoptosis and the influence of
Caspase family on human osteosarcoma cell line MG — 63 cells in vitro. Methods The Recombinated adenovirus which contained PTEN
gene( Ad - PTEN — GFP) and the empty vector ( Ad — GFP) were transfected into MG — 63 cells respectively. The transfection efficiency
of Ad - PTEN - GFP and apoptosis rate were assessed by flow cytometry (FCM). The apoptosis was detected by morphological character-
istics of light microscope. The PTEN mRNA levels were detected by reverse transcriptional PCR. Western blot was used to detected PTEN
protein. Caspase — 3, caspase —7 and caspase — 9 protein activities were tested by kits. Results When multiplicity of infection ( MOI)
was 100, the efficiency of denovirus transfection MG — 63 cell was 93.2% +4.7% after transfection 48h. The apoptosis ratio was 29. 8%
after MG — 63 cells transfected with Ad — PTEN - GFP 5 days. The apoptosis appearance with morphological characteristics appeared,
PTEN mRNA and protein increased, the caspase — 3, caspase — 7, caspase —9 protein activity was up — regulated respectively compared
with Ad — GFP group after transfaction of PTEN gene. Conclusion PTEN gene can induce MG — 63 cells apoptosis probability via up —
regulating the caspase — 3, caspase — 7, caspase — 9 ability.
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