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Abstract

Nanog is a transcription factor that is involved in the self-renewal of embryonic stem cells (ES) and is a critical

factor for the maintenance of the undifferentiated state of pluripotent cells. Extensive data in the literature show

that the Nanog gene is aberrantly expressed during the development of malignancy in cancer cells. Nanog is

specifically involved in the process of carcinogenesis and can be a potential biological and prognostic marker for

malignant tumors.
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