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[Abstract] Background and purpose TGFet /EGFR autocrine loop ismarkedly activated in wide malignant tumot
It is closely correlated with the tumorigenesis and development of different cancers Our study is o investigate the biological
behavior and signaling molecule changes in TGF- induced ovarian cancer cell line Caov-3, and o study the effect and mo-
lecular mechanisn of the activation of TGF- /EGFR autocrine loop in ovarian cancer M ethods The tetrazolium-based col-
orimetry assay was used  evaluate the cell growth treated by TGFet. The vitro invasion assay was used o exanine the in-
vasiveness of Caov-3 treated by TGFél. Expression of EGFR ERK1/2 PIBK AKT P70S6K were detemined by westem
blotting Results Exogenous TGFé&l enhanced significantly the pmliferation and invasiveness of Caov-3 cells The prolifera
tion rate of Caov-3 was in a dose-dependentmanner © TGFét within the concentration of O 5 25ng/ml Exogenous TGF€&l
up-regulated the expression of EGFR PIBK AKT P705K but not ERK1/2 Conclusions The activation of TGFel /EGFR
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. TGFe /EGFR

autocrine loop could pramote the growth, invasion and metastasis of ovarian cancer through PIBK/AKT/P706K signaling

aurvival pathway.
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