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Abstract: The N-myc downstream regulated gene (NDRG) family contains 4 members, NDRG1~4,
which share a high degree of amino acid identity. NDRG family is well conserved through evolu-
tion, but show distinct tissue distribution. In recent years,it was reported that members of NDRG
family were aberrant expression in various of human malignancies and involved progress and
prognosis of cancer. Thus NDRG is considered to be a potential biomarker for diagnosis and prog-
nosis evaluation, targeted therapy.
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