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Effect of over-expression of PTEN gene on growth and cell

cycle of medullary thyroid carcinoma cells
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Abstract

Zhangjiakou Hebei 075000, China)

Objective: To investigate the effect of over-expression of PTEN gene on the growth and cell cycle of medullary
thyroid carcinoma cells and to explore its mechanism. Methods: The eukaryotic expression vector pcDNA3.1-
PTEN was constructed by restriction enzyme linked method transferred into pA10RP8 cells by liposome
transfection. The mRNA expression level of PTEN in the cells were detected by RT-qPCR, the protein expression
level of PTEN, Ki-67, p21 and cyclin D1 were detected by Western blot; the effect of PTEN in pA10RPS cells on the
proliferation was detected by CCK-8 and flat clones; and the changes of cell cycle were detected by flow cytometry.
Results: The PTEN eukaryotic expression vector was successfully constructed; the expression of PTEN
and p21 in cells with pcDNA3.1-PTEN was significantly up-regulated; the expression of Ki-67 and cyclin
D1 protein in pA10RP8 cells with pcDNA3.1-PTEN was down-regulated; the proliferation of pA10RP8
cells with pcDNA3.1-PTEN was inhibited; the PTEN gene induced cell cycle arrest of pA10RP8 cells with
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a significant increase of the proportion of pA10RPS8 cells in G,/G, phase. Conclusion: Over-expression of

PTEN could inhibit the proliferation and induce cell cycle arrest of pAIORPS8 cells, whose mechanism may

be related to p21 and cyclin D1 protein.
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(A) RT-qPCR for detecting the PTEN mRNA expression level; (B) Western blot for detecting the PTEN protein expression level.

Compared with Control group, **P<0.001.
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Figure 3 Effect of over-expression of PTEN on proliferation of pA10RPS cells
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(A) Effect of overexpression of PTEN on proliferation of pA10RPS cells by CCK-8 assay; (B) Effect of PTEN on Ki-67 expression level

detected by Western blot. Compared with Control group, *P<0.0S.
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Figure 1 Effect of over-expression of PTEN on pA10RPS8 cell clone formation

5 ControlZH#H L, *P<0.05,
Compared with Control group, *P<0.05.
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Figure 6 Effect of over-expression of PTEN on cyclin
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(A) Result of Western blot to detect the expression of p21 and
cyclin D1 protein; (B) Relative expression of p21 and cyclin D1
protein. Compared with Control group, *P<0.0S5.
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