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[Abstract] Nitrogen permease regulator like 2 (NPRL2),formerly known as tumor suppressor candi-
date 4 (TUSC4),is located on human chromosome 3p21. 3. At present,this gene has been studied in a variety
of tumors (lung cancer, breast cancer, kidney cancer, colorectal cancer, prostate cancer, bladder cancer, etc. )
and some non-tumor diseases (epilepsy),but there are differences in the reports on its mechanism,and there
are even cancer-promoting effects in some tumors. In recent years,the study found that NPRL2 is involved in
the regulation of mTORCI signaling pathway and can affect autophagy in the absence of amino acids in cells.
In view of the diversity of functions of NPRL2 gene and its importance in tumor and other fields, this paper re-
views the current research status of NPRL2 gene molecular structure, cell tissue distribution and biological
function,so as to provide the information convenience for the follow-up research of NPRL2 gene.
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