7T R kAL ,2019,48(7) 115
Journal of Henan Agricultural Sciences doi:10.15933/j. enki. 1004-3268.2019. 07. 001

¥ 5% [EHF KLF REB &1 . Thse
L TR E

R VKFH LIRS, KER I EWME EwE R L EARE
(1. PEALAHRRIE K SYPVRHEE 2 BEPT B30 7121005 2. R0 4 A L RH S5 340 BEBFIT 1P 5 450002
3HRA B AW TR R B, S AR 5543005 4. 4 T HCR B T KM 450008)

E . 4% % AT KLF R (Kriippel-like factors) & 53 89 C — R 3% X3 7 34 & & 3 Mk F 89 Cys2/
His2 445 M), M B LA L5 A AR AED G S ARSI B A E T LR, ORI H AR
Fe LRI R H AN 2 ARG RH A MR A AR AR M I Ae 4L R R R T e RO A 15 AR
G RARE, RS EDRBEA R AL, B, 28T KLF R4 R T 09 R S HEIE, AR
KLF3 KLF5 KLF6 KLF7 KLF8 KLF14 KLF15 ¢4 £ % 4 3 sh st & LA 9B R, h & &
#t— T KLF Rk F B F 6945 A Ao 48 X sk 0% 09 o T AU R A

KHR: KLF £ik; X BF; &H#4; i, HEs

hESEE . S852 SERARERD: A X EHS: 1004 -3268(2019)07 -0001 - 05

Research Progress on the Structure, Function and

Regulation of Kriippel-like Factors

YANG Diyi' ,ZHANG Zijing’ , WANG Dahui’, AN Qingming’ , WANG Eryao’,
WANG Xianwei', LEI Chuchao' ,CHEN Hong' ,HUANG Yongzhen'
(1. College of Animal Science and Technology,Northwest A & F University, Yangling 712100, China;
2. Institute of Animal Husbandry and Veterinary Science,Henan Academy of Agricultural Sciences,Zhengzhou
450002 , China; 3. College of Agriculture and Forestry Engineering, Tongren Unviersity , Tongren 554300, China;
4. Henan Provincial Animal Husbandry General Station,Zhengzhou 450008 , China)

Abstract; Members of the Kriippel-like factors ( KLFs) ,which are characterized by the presence of three
conserved Cys2/His2 zinc-fingers in the C-terminal region, and control varieties of biological processes.
Recent studies have shown that KLFs can promote the formation of adipose tissue and muscle, affect the
development of the nervous system, participate in the regulation of cancer,and play an important role in
the metabolic regulation and repair of metabolic tissue at the level of cells,tissues and systems. At pres-
ent, it has become a hotspot in biological research. This paper summarizes the common structural charac-
teristics of KLFs, and introduces the research progress of KLF3, KLF5, KLF6, KLF7, KLF8, KLF14,
KLF15’ s main physiological functions and regulatory mechanisms to provide reference and direction for
future scientific research.
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