FOXO01 EFEEMERHARIEE

A W EWR S TR
(WA NREBEBE, #iiT At 310014)

#  E.FOXO1 /& FOXO KKK A 2 — A R e st N7, Hom i 8 0f 5 184 45 07 200
WU I R R R B 5 A AR TS DNA 56 40 A R S BE T A5 AR o i A
S5hmn kA kEERZR %Y, BRI FOXO1 J&—RimiE 3N | 78 2 Fh e m
JibfRE o R R R AR SO FOXO1 78 45 Rl e A 4 F B i 52 0 e b A7 253

F R FOXOI; P

hE S %S RT3 X EFRIRAD A XEHES.1671-170X(2015)02-0081-05
doi:10.11735/j.issn.1671-170X.2015.02.B001

Research Progress in the Role of FOXOI on Carcinoma
JIN Yi,SHAO Qin-shu
(Zhejiang Provincial People’s Hospital ,Hangzhou 310014, China)

Abstract: FOXOI gene is a transcription factor,which is a member of FOX family. It plays
an important role in multiple biological processes such as oxidative stress,apoptosis, DNA
damage repair,cell cycle arrest,et al. It is closely associated with tumorigenesis. Recent studies
have shown that FOXO1 is a tumor suppressor,which down-regulates in many tumors. This re-

view focuses on the research progress of FOXOI in different kinds of carcinomas.
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Figure 1 Structure chart of human FOXO1
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