Menin E&BNE WS IDEETHSRE

fPafF Gk, T EPHER
(1. L1 3850 K% PR B, 116 200025
2. L 5 R A IR 2 e T Je R AR R e 54 I 2 Bt , LT 202150)

=

i E:Menin & 12 MENT 2E[H (321577 9) , MENT J2& 2 % A% 9 73 B8 iR 1 78 25 45 1iE
(multiple endocrine neoplasia typel , MENT) % JCHE 0% JE B 2 — . menin 75 4t Ml 4% 55
MR SR TAREAR N, H S S A 1 S 1 5 L D Sk i 7 . oAb,
menin 7E 45 K 2072 56 | 40 0 43 24 4 G B A0 0 ) 300 9 4 v 2 Ok 4 A T G A T, AE T 1Y
RAERUR P9y i F w20 A (0, 4 SOk menin A B E Y = ReE TR IR
K417 :menin & 1 ; MEN1; A ¥ 2= Ui g

o [E 4> 25 :R730.231 X HERFRIR G A
doi:10.11735/j.issn.1004-0242.2013.08.A010

M EHS:1004-0242(2013)08-0656-05

Research Progress of the Biological Function in Menin

HUA Hong-wei',DING Gang’

(1.Shanghai Jiao Tong University School of Medicine,Shanghai 200025, China;2.Chongming
Branch of Xinhua Hospital,School of Medicine,Shanghai Jiao Tong University , Shanghai
202150, China )

Abstract:Menin is a protein encoded by the gene multiple endocrine neolpasia type 1
(MENT), which is the predominant cause for hereditary MEN1 syndrome. Menin plays various
biological roles: Menin interact with other key transcription factor in the nucleus,directly in-
volved in histone methylation and gene expression regulation process. In addition,menin
plays an important role in genome stability,cell proliferation and cell cycle regulation.lt is
closely related to carcinogenesis and develope of the tumor. This paper reviews the progress
of biological function of Menin protein.
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3.1 Menin 5 MENI & 1E

MEN £5& AiE LA SR P IR 55 1R . 1k 15 1 2 A
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Ko A EEEISE menin 5l X RMEST TR
HARER, K menin AT DL 251 56 i Jes 40 i 3 58 Fn
T, MM menin i F A AT FE DG AS49 S5 it
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