b

O &MmBAE 202518 $33% F1H

- 82 - Journal of Prevention and Treatment for Stomatological Diseases, Jan. 2025, Vol.33 No.l http://www.kqjbfz.com

[ DOI 110.12016/j.issn.2096-1456. 202440054 -« LRIk -

ZREEBF-Box XXTURE RRATHHARER

EAH, FRL, R
| B EEFR,R(100853); 2. MAELERSE —EFFv s, L5 (100853)

(BE] F- Box EEARBGRATETIAERZAEY IR B2 AR E A BT, v AR E A G —
45 4 1Y A [5) % HE 43 S FBXW . FBXL . FBXO =2 . F - Box 2 [ ) LA i 55 S HA 38 i AH 56 25 1 1 (S-phase
kinase-associated protein 1,SKP1) \cullin 1(CULL) . ¥ & # |1 1 (ring-box 1, Rbx1) 454 JE i SCF & & A K5 E3 12
RIEHEMIIRE , MBIz R - 8RR AR By SR S S UNR Y E L, S5 A0 R R SR A
AT S5 5 S E A A G s . KEFE R F-Box G (IFETE £ - i 8 M BLAE HI A F v & # 22
ke, 16y SCF &G Ui IR B R B8 43, 7T LL 55 IR 45 5 JF (1 L K48 12 2 Ak Ji5 % 18 28 48 1 B AA [ ik . AR 415 R
it B S AN T, F-Box S 16 2 11— 5 T AT LA R A5 B ROCR , 55— 5 T AT LA 25 0 7 2 A e S S8R
873 F-Box 8 AT LU S PR IR 51 140 3R 38 B AR 5055 0 7 il a2 3R - 2 1 i MO A2 1 R e, AT L 9
M TR AE5 P8 18 A G N 5 — 28 F-Box 2K [ 7T LU IR 8 28 (IR 2 R - & A AR 7 %
fift, 005 2 9 A2 5 1% 4 5 e A B R T DL HE F-Box 2 1 LA HL A 0% Th R 0 1 3 2R A R A, AT 7= 2R
e bR PR . H TR RIS ST X F-Box KR EE 1 T & 1 0 TR i 50, (E A ] F-Box & AT HUREE 25 W)
BIBF S A7 Hi3H o F-Box 8 FI X I AR 2, AR R B - fid A B AR R vh A S RE S AL 7o R &
I AT R TF A BT BE 24 0 04585 D7 1] o

[X%8#A] FBoxHEH; SCFEAN; EZR-EFEEM; dUwsE; ZRM; KRG,
ki ; TR

(FESES] R78 [X#EEB] A [XEHS] 2096-1456(2025)01-0082-07 BiEARE
(SlAZERERX] Erel, 2R, sKIY 17 FER F-Box Z DU B 5028 35 MBI 5% 4 2 (7). 11 60 B
i, 2025, 33(1): 82-88. doi:10.12016/j.issn.2096-1456.202440054.

Research progress on the antiviral immune regulation of ubiquitin ligase F-box family MENG Xiangho'?, LI
Tiangi"?, ZHANG Tong"?. 1. Chinese PLA Medical School, Beijing 100853, China; 2. Department of Stomatology,
the First Medical Center, Chinese PLA General Hospital, Beijing 100853, China

Corresponding author: ZHANG Tong, Email: kqzhengji301@163.com, Tel: 86-10-66937947

[Abstract] The F-box protein (FBP) family is a large and diverse protein family that is present in all eukaryotes.
Based on the secondary structure of the C-terminal, FBPs can be classified as FBXW, FBXL, and FBXO. FBPs can
form the SCF complex by binding with S-phase kinase-associated protein 1 (SKP1), cullin 1 (CULI), and ring-box 1
(Rbx1), functioning as E3 ubiquitin ligase. They specifically recognize substrate proteins via the ubiquitin-proteasome
pathway and participate in various biological activities, such as cell cycle regulation, transcriptional regulation, apopto-
sis, and cell signaling transduction. Numerous studies have shown that FBPs play important roles in host-virus interac-
tions. Being the substrate recognition component of the SCF complex, FBPs bind, ubiquitinate (at K-48), and transport
substrates for proteasomal degradation. Based on the type of substrate, F-Box family proteins can either exert antiviral or
proviral (immune evasive) effects. Some FBPs can specifically recognize and degrade interferon pathway-associated sig-
nal molecules via the ubiquitin-proteasome pathway, thereby upregulating or inhibiting interferon signals and regulating

host-related immune responses. Additionally, some FBPs can recognize and degrade viral proteins via the ubiquitin-pro-
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teasome pathway, thereby inhibiting viral replication and transmission. However, viruses can hijack FBPs to promote the
degradation of immunogenic host proteins, resulting in immune evasion. Although several FBP-targeting inhibitors have
been developed, there are limited reports on the application of FBPs in antiviral drug research. Given the large number

of FBP family members, further research is required on the functions and mechanisms of FBPs in virus-host interac-

tions, to provide novel directions for the development of antiviral drugs.
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Figure 1 Functions of FBPs in virus-host interactions
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