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Abstract: Objective To study the effect of Omega-3 PUFAs derivative 18-HEPE on the invasion of endometrial cancer( EC)
cell lines. Methods Transwell chamber was used to observe the effects of 18-HEPE on the invasion of EC HEC-
IB and RL 95-2 cells. The expressions of invasion-related genes MMP-2, MMP-9 and inflammatory factor IL-6 in
HEC-1B and RL 95-2 cells after treated with 100 pg/ml of 18-HEPE were detected by western blot and real-time
PCR. Furthermore, PTEN expressions in these two cell lines treated with 100pg/ml of 18-HEPE were also analyzed
by western blot. Results 18-HEPE inhibited the invasion of EC cells HEC-1B and RL 95-2 in dose-dependent
manner. Invasion-related gene MMP-2, MMP-9 and IL-6 expressions in HEC-1B and RL 95-2 cells treated with
100 pg/ml of 18-HEPE were obviously inhibited. Moreover, PTEN expressions in these two kinds of cells were ob-
viously up-regulated by 100 pg/ml of 18-HEPE. Conclusion 18-HEPE could suppress the invasion of EC cells
by several aspects, and may have a widely clinic application prospects.
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