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ABSTRACT Objective: By studying the inhibitory effect of Ouabain on nuclear factor erythroid 2-related factor 2 (Nrf2), the
mechanism of how it suppresses endometrial cancer cell proliferation is deeply explored. Methods: (1) Cell proliferation experiments
were used to observe the effect of Ouabain on the proliferation of Ishikawa cells; (2) Colony formation assays were used to observe the
effect of Ouabain on the proliferation of Ishikawa cells; (3) Western blotting assays were used to detect the changes of Nrf2 protein level
in Ishikawa cells after treatment with Ouabain. Results: After treatment with Ouabain, the proliferation of Ishikawa cells was markedly
inhibited in a concentration dependent manner, and the expression of Nrf2 protein was down-regulated. Conclusion: Our finding
suggested that Ouabain may inhibit the malignant biological behavior of endometrial cancer by down-regulating Nrf2.
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Fig.1 The effect of Ouabain on the protein expression of Nrf2 and its downstream gene and the activity of Nrf2

A B.Ouabain inhibits the protein expression of Nrf2 and its downstream gene
C. Ouabain inhibits the activity of Nrf2
7 S RBAMELL, *P<0.05,***P<<0.01,****P<0.001,
Note: Compared with control group, *P<<0.05,***P<C0.01,****pP<<0.001.
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Fig.2 The effect of Ouabain on proliferation of Ishikawa cells

A.SRB experiments showed that Ouabain inhibited the proliferation of Ishikawa cells. B and C. Colony formation experiments showed that Ouabain

inhibited the proliferation of Ishikawa cells.
i S RAMLL, ****P<0.001,
Note: Compared with control group,****P<C0.001.
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