5537 &5 2 ] FA SR 4T (AR R Vol. 37 No. 2
2014 4£.6 H JOURNAL OF NANJING NORMAL UNIVERSITY ( Natural Science Edition) June,2014

.)("+"+"X'
{ ot |

Yoo

gk PR IR M VDI FEN1 S 3 5098 nh 56 &

JEIS =TS o3 RIS 5 S T B S g
PSS A A B2 YA 0 T B A R T 9000 VT I 210023)

[#E] FENI 2 —F&ise M 2 DI Es , B 5'->3 lap RN VIEG(FEN) (B AR M VIS (GEN)
AN (EXO) = RISV J1. ZE4UE Y, FEN #£ £ 4% DNA &2 b 2 B4R A, 46 IX) 0 7 B Al
A K BSR4 R4 5 F FENL 1952 22 D068, 40 9 0 8 FEAE S — RS B R4 ML, LA O
FEN1 7£438 i A (8] 5 H S B #EAE A FENT DIREZR R S BOE IR 41 1R PR RN S8 38 Pk T I, e 5 R B 438 g
T8 P B4 22 b G (0 A AR G OBENG . AR SC B 4% FENT A S REJR45  DhREJ 185 it i 56 B A— ANk

[437] FEN1,DNA #4516 g

[HESEE]02;0243 [ XEIFEMIA [ XEHS]1001-4616(2014)02-0007-08

FEN1’s Functional Regulation and Its Link to Cancer
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Abstract: Flap endonuclease-1 (FEN1 ) is a kind of structure-specific multifunctional nuclease which contains 5'->3’
flap endonuclease ( FEN) activity, gap endonuclease (GEN) activity and exonuclease ( EXO) activity. The multiple nuclease
activities of FEN1 allow it to participate in numerous DNA metabolic pathways,including Okazaki fragment maturation,
long-patch base excision repair and telomere maintenance. As such, FEN1 must be precisely regulated to execute each of
its functions with the right timing and in a specific subcellular location. FEN1 dysfunction will lead to genomic stability
and integrity descend, and eventually induce a variety of chromosomal diseases including tumor. This review mainly
targets FENT’s functional regulation and its link to cancer.
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