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Abstract: DDB1- and CUl4-associated factors (DCAFs) are newly discovered family proteins which contain
the “WDXR” domain. The DCAF proteins can form an E3 ubiquitin ligase with CRL4 and DDBI, and regu—

late a series of life activities such as cell growth, differentiation and apoptosis by ubiquitinating the target

proteins. Abnormal expression of DCAF proteins is usually related to diseases such as tumors and develop—

mental disorders. Herein the functions and the mechanisms of DCAF family proteins are discussed.
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Fig.1 CRL4-DDB1-DCAF E3 ligase

E3 ligase complex is composed of DDB1, CUL4 and ROC1, which recognizes and ubiquitinates the substrate.
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Table 1 The main functions of DCAF family proteins

DCAFs Gene ID Function
DCAF1/VprBP 9730 Cytoplasmic retention of HIV-1 Vpr; p53 ubiquitination
DCAF2/CDT2 51514 p21 ubiquitination
DCAF3/AMBRA 55626 Regulates BECLIN1-dependent autophagy
DCAF4 26094 Associated with leucocyte telomere length
DCAFS5 8816 SOX2 ubiquitination
DCAF6/NRIP/IQWD1 55827 Steroid receptor coactivator
DCAF7/WDR68 10238 Maintains normal levels of DYRKIA
DCAF8 50717 Unknown
DCAF9/WDTC1 23038 SNPs strongly associated with obesity
DCAF10/WDR32 79296 Unknown
DCAF11/WDR23 80344 SLBP ubiquitination
DCAF12/WDR40A 25853 Unknown
DCAF13/WDSOF1 25879 Ribosome maturation
DCAF14/PHIP 55023 10q26 defected syndrome
DCAF15 90379 Indisulam induced RBM39 ubiquitination
DCAF16 54876 Unknown
DCAF17 80067 Gonadal development
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DDB1-DCAF2 E3 {Z RiEH: M 22155 S 1Y p21
RN, TR &K B, C/EBPa W] i 1 52
DCAF2 3R ik7KF-, 45 CRIA-DDB1-DCAF2
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BB BRI SRR A DGR, AR, T HGE,
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DYRKIA 7 mRNA 5% 5% K DL K B 1 A
T AR 2], (RO LR PR AL - B 45 Hh A 3
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fii b, DCAFI3 J& RNA 454 MM, HE R TR
233 408 MR SE R ) B AR, fil



%14

HARGAE : DCAF G A WTFE BE )i 79
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PB4, e A P A e JE
2.13 DCAF17

DCAF17 2 5445155 RS IR M 1) A= K %
. WX K, 15 DCAF17 iR E/IN AR, 1
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