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Abstract

NDRGI (N-Myc downstream regulated genel differentiation related gene 1), as a member of NDRG protein family, has attracted
the attention of experts and scholars in recent years. Many scholars have carried out a lot of experiments from different aspects to
confirm that NDRG 1 gene is expressed in a variety of tumor tissues. Studies have shown that NDRG 1 gene affects cell growth and
development by regulating cell proliferation, cell cycle and other processes, and is closely related to the occurrence, development
and prognosis of many kinds of tumor cells. At the same time, it may also participate in the stress response, the action of hormones,
the hypoxia process of tissues, the differentiation of central nervous system. NDRG 1 may be a novel biomarker for tumors or a
therapeutic target for tumors. This paper will reviews the research progress of this gene.
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