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ABSTRACT Objective: To investigate the regulation and mechanism of TFA2A on hTERT expression in epithelial ovarian cancer.
Methods: We detected the expression level of TFAP2A and hTERT in normal ovarian epithelial tissues, borderline ovarian tumor tissues
as well as epithelial ovarian cancer tissue by an IHC assay. The expression of TFAP2A gene in CAOV3 and SKOV3 cell lines were si-
lenced by using small interfering RNA technique.The expression of TFAP2A in HO8910 cell line were overexpressed by overexpression
plasmid. Western Blot and qRT-PCR were used to test the expression of hTERT in TFAP2A-silenced SKOV3 and CAOV3 cells or
TFAP2A-overexpressed HO8910 cells. The relationship between TFAP2A, hTERT and PI3K/AKT signaling pathways was explored by
using the agonist 740-YP and inhibitor LY294002 of the PI3K/AKT signalling pathway in TFAP2A-silenced CAOV3 cells or in
TFAP2A-overexpressed HO8910. Results: By immunohistochemistry assays, we found that TFAP2A was highly expressed in 71.88%
epithelial ovarian cancer tissues, as well as hTERT was highly expressed in 78.12% of epithelial ovarian cancer tissues. By Pearson cor-
relation analysis, We also found that the expression levels of hTERT were consistent with TFAP2A in different ovarian tissues, and the
correlation coefficient was 0.78. Western Blot and qRT-PCR showed that the expression levels of hTERT was significantly decreased in
TFAP2A-silenced CAOV3 and SKOV3 cells, while it was increased in TFAP2A-overexpressed HO8910. Western Blot showed that the
hTERT would not significantly increased or decreased as the PI3K/AKT proteins after using PI3K/AKT signaling pathway agonist 740-YP
or blocker LY294002. Conclusions: TFAP2A up-regulates hTERT expression in epithelial ovarian cancer cells do not by way of
PI3K/AKT signaling.
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Table 1 TFAP2A and hTERT expression in different ovarian tissues

Tissue Type Total TFP2A high level (%) hTERT high level (%) P value
Normal6 0 0
Borderline tumor 3 2(66.67) 2(66.67) <0.05
Epithelial cancer 32 23 (71.88%) 25 (78.12%) <0.05

Note: an SI>= 8 ware defined as high expression ,and those with an SI < 8 ware define as low expression.
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Fig.1 hTERT and TFAP2A were highly expressed in epithelial ovarian cancer, and their expressions were positively correlated.

(Fig. A) the expression of TFAP2A and hTERT in the same region of the same specimen was detected in normal ovarian tissue, ovarian borderline tumor

and epithelial ovarian cancer. The expressions of hTERT and TFAP2A were silimar. The scale: 200 pM, 200% . Correlation analysis results showed that

the expressions of hTERT and TFAP2A in ovarian tissue were positively correlated. (Fig. B, r=0.780, P<0.001)
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Fig.2 TFAP2A enhanced TERTexpressionin EOC cells
The protein levels (A) and mRNA levels(B and C) of TFAP2A and hTERT in treated cells were evaluated by quantitative real-timePCR and western
blotanalyses. GAPDH served as a loading control. *P<0.05, **P<0.01 compared with control cells. TFAP2A regulates hTERT expression in epithelial
ovarian cancer cells do not by way of PI3K/AKT signaling(D, E). The protein expression levels of protein p-pi3k, AKT of TFAP2A and hTERT were
analyzedby western-blot indifferent treat group. GAPDH served as a loading control.
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