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Cloning of human OVCA1 gene and its in vitro inhibitory effect on ovarian cancer cell growth”
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Abstract: Objective

To clone human OVCA1 gene and to investigate its effects on the growth of ovarian cancer cells. Methods

Total RNA was extraced and OVCA1 gene was amplified by RT-PCR. GFP-tagged-OVCA1 was cloned by being inserted into
pEGFP vector and was confirmed by sequencing. GFP-tagged-OVCA1 was transfected into A2780 cells and stable expression cells

were screened by G418. Cell growth curve was examined by MTT. Results

The cloned OVCA1 was confirmed by sequencing. O-

ver-expression of OVCAT1 significantly inhibits cells growth,compared with cells transfected with empty vector and wild type cells
(P<C0.05). Conclusion OVCAT1 gene is cloned and the inhibition of it on A2780 cells growth is confirmed.
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