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Effects of sense and antisense T-STAR gene on colon cancer cell line HCT-116
ZHANG Lingl , GUO Lian", PENG Y()ng-~l , CHEN Bing2 (' Department of Health Care, * Department of Endocrinology, Southwest Hospital,

Third Military Medical University, Chongging 400038, China)

Abstract: Objective To investigate the effects of the sense and antisense testes-signal transduction and activa-
tor of RNA (T-STAR) gene on the colon cancer cell line HCT-116. Methods —The sense and antisense T-STAR
gene was stably transfected into HCT-116 cells with lipofectamine. The expression level of T-STAR in those cells was
detected by Western blotting and the growth velocity and proliferation of those cells by cytokinetics. Results The

arowth velocity and proliferation decreased after transfection of the sense T-STAR gene, but increased after transfec-
tion of the antisense T-STAR gene. Conclusion T-STAR gene can inhibit the growth velocity and proliferation of

HCT-116 cells.
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Fig 1 Western blot analysis of the protein expression of T-STAR

in HCT-116 cells
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Fig 2 Growth curves of HCT-116 cells transfected with T-STAR
gene and the control
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