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Keapl Acts as a “Double-edged Sword” in Tumors
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Abstract ; Stimulation from the external environment destroys the redox balance in the body and
causes oxidative stress in the cells. In order to cope with the toxic effects of oxidative stress,cells
in the body developed a series of complex action to response the oxidative stress during evolution.
Keapl (kelch like ECH associated protein)-Nrf2 [nuclear factor erythroid 2 (NF-E2) - related fac-
tor 2] signaling pathway is one of the important ways influencing cell defense and survival. Cur-

rent research focuses on the role of Nif2. To better understand the role of Keapl in cancer, this re-

view focuses on the role and mechanism of Keapl promotion and/or inhibition of tumorigenesis.
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