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Progress on Biological Function of MEN 1 Gene

JIN Guang hui ,ZENG De quan, XU Bin
( Department of Basic Medical Sciences, Medical College of Xiamen University, Xiamen 361005, China)

Abstract: MEN 1, one virulence gene of the multiple endocrine neoplasia type 1(M ENI1), encodes a protein referred to as menin.
Menin plays akey role in the regulation of gene transcription and maintenance of cell phenotype via interacting with transcription fac
tors w hich could directly influence histone modification in the nucleus, such as MLL(M ixed Lineage Leukemia) . Aberrant menin ex-
pression or nuclear translocation caused by MEN 1 mutation results in unregulation of signal pathways and occurrence of endocrine
system diseases such as M EN1. Recent studies show that the function of menin to epigenetic histone modifications is associated with
endocrine neoplasia and norr endocrine neoplasia such as hematological tumors; Interestingly, our recent results show that menin regu-
lates pleiotropic growth factor( PTN) through H3K27me3, which is an important mechanism in lung cancer phenotype, suggesting
wide biological roles of menin. Here we review the previous and the recent progresses on the biological function of menin, especially
on the role of menin in the development of norr endocrine neoplasia and the pattern of histone modifications. These findings indicate
the potential effects of menin on other diseases. The new knowledge will help to further reveal the menir mediated epigenetic regula
tion in diseases, and could also provide new ideas for therapeutic interventions against disease targeted on menin.
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