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Abstract; Ubiquitination is one of the protein post—translational modifications (PTMs) found in all eukaryotes, regulating thousands of
proteins. Among them, the ubiquitin—proteasome system (UPS) can induce the proteasome to degrade target proteins, and then activates a
variety of signaling pathways, which plays a regulatory role in a variety of cell life cycles, and plays a crucial role in many aspects of cell life
processes. Tripartite motif—containing proteins (TRIMs) are a class of E3 ubiquitin ligases that play an important role in the regulation of in-
tracellular signal transduction, development, apoptosis, protein quality control, innate immune response, autophagy and cancer. In this re-
view, we have focused on the role of TRIMs in anti—influenza virus infection, including the regulation of the innate immune response media-
ted by the direct effect on influenza virus proteins, pathogen recognition receptor (PRR), and induction of viral autophagy. This provides
more new ideas for the prevention and control of influenza virus, and further lays a theoretical foundation for in—depth research on the mecha-
nism of anti—viral infection mediated by TRIM family members.
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I 5 AN AR T R R SZAR S B, Rl N AT 1
FHHE 40 M JF 4 vRNPs B 3 40 i B b, BEJS
VRNPs 22 BE A A0 A% h #EAT S i — i
Hr, AR pH BN AR SRR M EER 2 (hemag-
glutinin 2, HA2) HPFEREG, BSHTE M2 &
FiE A K 3h VRNPs A M1 L 5 2R 1R 0 3 40 L
R A U R AR TR A A T A ke, SR
HMLEREAFRRESY, MmN EA
(nuclear export protein, NEP) Flfg £ 5 HEN 1
( chromosomal maintenance 1, CRM1) A H#%E &
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(tripartite motif—containing proteins, TRIMs) &7 E
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(ubiquitin, Ub) H&EH R L ARELLES S, N
xR Tz R, Mz RAGIEE AR
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B-box S5 AT 1 4 IR TEZE /1, (central coiled—
coiled domain, CCD) (& 1B), RING %5 #4385 1/E K
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K2, C I3 — DXCICRT DS el SV 200 i 5 A7 DA S R BB 2R
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PENE R FEPTEFR T COS S5 44 5 4n
B AR A RS T A A DG



- 140 - Animal Husbandry & Veterinary Medicine 2025 Vol. 57 No. 1

.&

265 FI A

E2

€l

o X
by~

SPRY/PRY-

SPRY/COS

B1 ZEARZEZHEHEE (A) 1 TRIM EAEHAEER (B)
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TRIM £ FAEBUR BE SOV K8 H 2 G E Y
YER, HEBWMEINEA LT 3 7, a. HAHEHE 5
B, BHAT AR M R b PA RPN 2 1A
( pathogen recognition receptor, PRR) 415 &4 4%
BEs e SEERGLE Y A MR, A SCA TRIM KR A
B BA TR RE S X — A DI, 2l 3 A
FERLI AT I 3k
2.1 BERRFESEL

#843 TRIM & 4, 40 TRIMS F1 TRIM22, AE4% &
PR ARG RE AR 1, DA R b1 s 7 1 S A1
Eﬁﬁ%%%,?ﬁ?%?%TMM&ﬂ%ﬁﬁ%ﬂ
HAPURBEEE, 1. BERSZE & N MBE BTN EE 1
1 (human immunodeficiency virus 1, HIV-1) )3 3
+, A HIV-1 KR4 HE P 5] (long terminal
repeat, LTR) RS e S BRI I E i 3C A
iz = Ak, M & B R W 8 (hepatitis B virus,
HBV) i .0 LR W5 (encephalomyocarditis virus,
EMCV) HHAMFEIED . Pietro 25 3 i 58 & 9,
TRIM22 g% 5 H RN 2 (TAV) Y NP B A
AHAE, IFESHE AR, SZMEHIm N R

Hil, AEFFE AP, TRIM41 B SPRY 45 #dk BE % 5 0
BYRFEE I (nucleoprotein, NP) AEHAE, %
NP Z 24k, XEW, TRIM4AL & 75 F B A 57
R HHE T 5 TRIM4L 25, TRIM14 g5

NP 256 31 R, NIMA R vRNP 2 &I A,
MTW%mﬁﬁaMEﬂW]ﬁthmmzﬁ%ﬁ
PSR 9 R A W 3 PB1 B AE Iz 1k PBI,
il A LR AR R BRI R, B 2R AR B R A TS
PP Sun ZEPV SR, IAV B PB2 & 1AM
TRAF3 1) K63 iz R b, Jf ik — L fH 1k MAVS 5
TRAF3 JE A A9, M5 m] RIG -1 T i i
HIfE 555 TRIM35 i RING 45502 LR AT E3 32
RIEEBEGPE R AR 25 M 3k, REAEXT 1AV 1Y PB2 &
FIHEFT K48 12 R AL IR RE A, MIMiHlil 1AV 78
6 RN E S, JFiE— LR 1AV YL 5 R 1
A R 0, AT RB], TRIM25 AT L) 51 40
Az R i vRNPs 254, AT 300 1 0 B 7 RNA 4 (1)
FEARTT ) TRIM74 T 8 7 A0 498 51 [ B 2L A il
YRS, HEAIEASF RING 2505, H E3 12 254
ity 5 M T el O S AR 2 G IR T 2B,
i & EH R R RE, (BRI v — 25
1M TRIMS6 REAS LI T E3 12 2 3% $2 W 06 1 1 J7
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2, AR S R RNA B9 & R0 25 B RT
i, ZFh TRIM K 38 i 1 4 50 ) 37 80 7 PBI,
PB2, PA. NP S5 [, FEMHIf%E RNA H5E vRNPs
HAEWIY Ry k¥ EEZAEM, BRI Z 4, Fan
LR B TRIMT XoF T 22 Fh i 38 5 2 LA 410 1 7
11 TRIMS2 REA% 38 i L 0] £ 0655 8 NS2A 2 1l &
a2, X AR R AT — LR TRIM & [ X
TR A EAE . (AR E M), lsable
AELNT L, 2009 ARATH HINT ZERRLA K 1933 4E &
1934 4EHiAT 1 HINT FEkkXE TRIM22 B30 5% 224 4
FLA— 5 BT 32, 110 B s 2 e A i =
AT IE N PR SRR, DL A M Y N BR A DA 3k ok
TRIM & 1 A S 50w S AL
2.2 WEEERERMN

TE QAT SO 216, TRIM & % T PRR /519
[ G (5 5 5 A 2 IR s e i R, A e
(%) PRRs AT LA 51 5 AG K 5] 95 J5E 1A A 2 4 7 485 =X
( pathogen associated molecular pattern, PAMP) 55
DNA g RNA, FR80E A G 5O oA O 115 5 4
F. RIG-1¥£3Z{K (RIG-I-like receptor, RLR) J&J&
FRECYL 0 M f, 3R A0 B AUEE ((double — stranded
RNA, dsRNA) o 4% RNA (single—stranded RNA
ssRNA) IEZEMLIRE P R EARET, RIG-T 4
TAEVEYERTBE, . CARDs 2544 3k 45 & T i e i 45 14
BAYHE ALK . 2 RNA JEEARSE, RIG-T [ C AR
ZER IR (carboxy—terminal domain, CTD) H3IJf-45&
5'-pppRNA, ZJ& RIG-1 43 TS558 WP 42 31 ¢
Jit CARDs Z5F4938, 9 BEL% CARDs 23T B DU R4 JF:
BT P P (A (VA a2 ¢ AL AN M NS Y AL S IR R (R i
I (‘mitochondrial antiviral signaling protein, MAVS) ,
TR, MAVS 2[Rl B #1 55 IkB [ eIkB kinase e
(IKKe) FI1 TANK %54 0 1 ( TANK-binding kinase
1, TBK1) M % T4 % 95 X+ 3 (interferon
regulatory factor 3, IRF3) o IRF7, JFH, KT i#F—
AP NF-xB, MAVS 25 T IKKo/B/y AR
TR, M %A NF—«B B30 7] IkBa, 7F3X i3 2
Hi, NF-kB 25 (i itk AMA%, I3 H R i 45 2
SN PR F- R Ak P78 PN 1) 2 S e AT R adk A
P HAAEEME, NF-«B RS AL R
RLR /- 5% 1 B T4 % (interferons, 1FNs) %7K
ST AR A A AT R B, TR R 1 A R
YeBENS B THE 1AL IFN R JLFRR T 30 2 i 3 3k ]
(interferon — stimulated genes, I1SGs) M 7K 3, 0
ISG15, CXCL10, Mx1 %%, HR &R ES AN

IFN ELA B 8O # E  im e, M, PPR 4+ &
114 1 G 38 2 A i s B I SR e i At rh R
YER.

—2& TRIM #E 1 7] DL 3@ &F #08 m) RIG -1, MDAS,
MAVS, IE[@###% PRR 4 50 B A e i >, H
o TRIM25 fE M= 7 A A B, vEdif®
RIG-T CARD 53 K172 5% 31 K63 £ R iz 1L
#E RIG -1 25 AL I 9 37 Hpoms 838 4 s,
TRIM25 iAo 6 RSN & 2 Rz 4%, MMk — 0
58 RIG-1 fOTEE) | 24 RIG-1 #0355, TRIM25 23
i K48 2 R0z R AR #E I 1 B K A= 5 A %
PR RIG -1 AH G R iE (5 5 o0 F 47 T i 4%,
Mz RS HE A 15 (ubiquitin specific protease
15, USP15) fEfSAE#E TRIM2S By £z K1k, M4k
£ TRIM25 AR 7K LA ML RS SE 1) 18 B e 2%
KSR T RURD 2 B R AR S M B A 1
(nonstructural protein 1, NS1) &%} RIG-1 /i S #IHT
SRR 5 e S A R PO, Rk TRIM25 7EHT
WA SRR EHEER MKW, NS1 5
TRIM25 B HAEZ:FHE RIG-1 CARD Z5#1 /Y K63 £
Bz Ef, MWTHE RIG-1 /- 509 18 IFN {5 53
UYL EEEME, XAEPUERTZEET 24
FRR TAV F0kH, Rajsbaum 22 RFS R0, AR
A/California/04/09 . & i A/Hong Kong/156/1997 .
¥R A/Swine/Texas/4199 — 2/98 K il Ji& A/Puerto
Rico/8/34 TE R Y NSI 25 H 45 H EH & [A] i TRIM25
EEAFAEM T AEH . Marcos — Villar 251 BF 5% £ 01
DL T 1 B e 23 TE A AR T NST Y 7 =X AL R
FH H3K79 H 3% % B DotlL 4 23k, M1 41 il
TRIM25 H)#ik, BZA&FEIFN-B By, X LeptsR
#BFEH] TRIM25 2 — BT s, 17 NS1 D)7 Jip gk
s Em AT R EZENEN ., 5 TRIM25 L
HlZEMl, TRIM44 38 i #1] MAVS 19 K48 iz R fLkF
i, MIMFEE MAVS 7K I i 1 %0 TFN 3 g
1M TRIM35 [ ELHEEH 0] 0B 5 PB2 B 15k, iARERS
{2k TRAF3 1) K63 iz R4k, #t— P58 [ & IFN fY
P, R TRIM ARG ZFER 2S5 RIG-1 4y
S REERN S, {H TRIM25 fE8 ET 42281 1) i Jsoms 75 1
FE, Wik, ASFE TRIM 8 6T H s 2 B 175
I AT G328 SR NE P 1815 1 A 5 IR A ISR

AN, TRIM 5 H G BR T R BT RNA 5244
AT DL A HOIR GMP - AMP & 88§ (cyclic GMP -
AMP synthase, ¢cGAS) —T#FEILF LA T (stimu-
lator of interferon genes, STING) 4™FMIHIN DNA 1%
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BB, 4 cGAS THAIFI 2% DNA J5, &f#fk GTP
1 ATP &1 “FRIR GMP-AMP”  (cyclic GMP-AMP
cGAMP), cGAMP fg 8 %5 & Jf ¥ % STING, filt &
TBK1 X} IRF3 iRk, BlJ5, WS R IRF3 2 1
JH TR IEN B85 SRR B, EA R
E3 7 R TRIMS6 REMS15 ST cGAS Hz Rk, M
I 1E 8 7 cGAS = STING 4 5 19 DNA 1% g3 ™7
TRIM14 7] IR SF K2 246G USP14, MIMIEE cGAS
K-, HETR 1 BRI A2 # (herpes simplex virus
type 1, HSV-1) IGHY 1 & IFN {553 4K,
H i - B B2 W1 AL E 25 GRS IR TRIM 2 5
X ¢cGAS—STING id Ff TGk o PRI, I 2o B JR e k)
TRIM 5 FHHYY cGAS—STING 3l % (1) 5 Wi 38 75 ik — 45
%,
2.3 ATEE

I Wi — PR RS A M N o A a4, T
S B LT N B o A TR X R A
MR SUZBESE R 0 [ s/ MAN T, BES ST B RS
JEBEMR , RIEATI R, AMEREE PN 3
%, WIEE AW, AR SFEEN R A, A
Wi E 22 P A= SRS B o AR b R FE I S TIRe,
PSR OB (R I AR AT bR . BUE . i
To, PUMIE . RAESON | [ s R 1 i LA
PUE IR AR, M, iR
i EYFATE, AR TR ESIA S <"
AIPRERLE AN, BEETE . AR AR EE AT
RIGFEFAH AL A S W, M RWEE . EMCV
MEZREZ R R, W HSV -1, A 4035 2 A+ 3
VU PR RZ 9 B 1 2 il 2 32 B A WAl . (EAS
2, F WEAER 5 A AL T & A F Ak
M, HZ M A 1AV B9 & 4s, a1 H5NT, H3N2,
HON2 LK HINT #F] Rl ) ook & i
JE& HSN1 RefEIE L1y [ el B F——f 7L sh i &
M8 R ¥ & M ( mammalian target of rapamycin,
mTOR) DA SR [ WE . — 7, © A F 780 W,
TAV 1§ M2 5Tl 18 2 A RERS 0 il [ me/MA S s g
MR, 45 A W /IMAYE B gl i rh R, DT il
TAV TE1E F AU A3 DUAE A 5385805 59—,
IAV 1) M2 fEHBE B 5 ARAHOCHE M LC3 KA H
fE, 155 LC3 G, MM AW kA, A
SRS EE B Y S 2E K A A OB 4 R E B
BT —WFSE R, 1AV JRY AS49 405 S 0Eidt A

Wi /MA LIRS EE B 2R BB EEALE

ZHiF5E R M, TRIM &5 AR A h 240
FEBYIAE L 14 %% UNC-51 FE B W 305 % 1
( Unc—51-like autophagy activating kinase 1, ULK1) ¥4
AW, BEJS A% S H Beclin 1 FIE AW, Aigl2-
Atg5-1C3 1T EA&WHTE A W/ IMATE 110 44 B B & 15
FEEEMEHCC BB TRIMs 5. 6, 17, 22,
49 figfE 5 ULK1 BAE, {2 Beclin 1 EHWHTE K,
T 1 L A HF ST R W] TRIMs 13, 16,
20, 21, 28, 32, 50 5 ULK1 DL % Beclin 1 A
ST 000 B AR TRIM 2K A 1012 R ALIE M A X
S HIEE A Y ST S, H TRIM32 B E3 2%
TR U P 2 W ULKL B e s e, 53 4h,
TRIM17 #1 TRIM59 #E &% # # Beclin 1 4% § /) H
W 707 i Zhimov 25 IS KB, TAV 1 M2 & A
5 Beclin 1 Z 8]/ HAERENS 3 — B AL A Hﬁﬁi, Ginsa
WA & A, PRI 28 TRIM 8 7 B O 2 B e
D5 VR A A TR — 24858, 7€ Hela 4ff0rf, BF
FAGURIL, TRIM & FREHE7E A W/ INMATE it A&
XF A WEFEAT AT, R siRNA XF 21 FhoAR [ TRIM &
AT Rk, X 67 Ff AR TRIM & (1 #F 17 #ib, 3
REA BLRAR LC3 M= p62 fENIK Y 5w ik
Z I PIE B AR 1, FEVETT [ W T R AR 2 G Y AR
F, T TRIM & 5 p62 Z [ AF1EE HAER RS,
T R N A A R 4R (THP-1) " TRIM
BEEJEH IFN -y SEAT R, n] LA B 24 FhOAS [H]
TRIM 2 R RE U2 08> 13, X £, TFN-v i
S A REVE R — R AR 2 [ EE B, [FRERT 2 TRIM
EAWS 5 RIEERH IR B8, TRIM & 7
55 [ WA AP0 R AR e 5 S 19 1 e e B R
BIAE R0 05680 Qparrer 25174 B, TRIM23 fE K
E3 12 ZiEHE R A ADP - 5L AL IR ( ADP —ribosy-
lation factor, ARF) FJ GTP fif#, F|FHH GTP-GDP /K
ff T PRI E TBKT —RIRRIE AL, ff A W2 K p62 &
HEREIRAL, 4 TRIM23-TBK1-p62 A Wit —4
Ptk S e 2 ik & B9 F WE, SR, TRIM & (X% T
TAV e T 5 8010 [ We A B 1 5% 38 T iE — 20 1Y
W%,

Kl 2 MEET RBFRBUR S45 0 TRIM 2 H 78 i
JEF R I PRR A5 4 1A G I b k1) AR
FRER, =1 P e 5 &2 il 14 5¢ TRIM &
LB,
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vRNPs TRIM25

2 TRIM ZEEERBFEEF PRR T SNEFERREPEEZENER

F1 MHRBRFEFEFHEX TRIM E5

AR TRIM % H JEEERLH
TRIM22 ST NP B UEAE, Rz KA
TRIM41 SREETE NP A EAE, AR R AR
TRIM14 SRR NP A EAE, [ AR AR
N N TRIM32 Sl PB1 AR EAE, R R
R TRIM3S U PR2 B CTAE, (U A R
TRIM25 515 BN TR VRNPs 254, I UERTE RNA BERIIE (1
TRIM74 AP HIR
TRIM56 AT E3 iZ 205G EREE M, MH AR EE RNA 195 0
TRIM25 7% RIG-1 CARD 4544 K63 £ % iz LMk ZE R4k
FeRAIE SN TRIM44 M) MAVS K48 72 R ALFRAE, Fose HoRKFIF R T 20 IFN 3 %
TRIM35 {2t TRAF3 K63 iZ %k, Y3 [ 2 IFN (1774
I TRIM23 TRIM23-TBK1-p62 5 4923 i — 25l 75 3708 36 fih A 1 4 it

4 EHftt E3 M SR RREIH

4 R 220 TRIM H FE JiE 2 A= fim Jl 19 vh 4
HERWEMEN, AR EN, @z RAeTA
VRNP i 571 BE GO i S 2 (10 SR A BTG 1, AR
AR R /KT, eSS R S I
FEF RNAQ SC i 0, Lin 257 % B CCR4 -
NOT ¥ %2 E5W)W K 4 (CCR4-NOT transcription com-
plex subunit 4, CNOT4) fEN—FHA E3 2 Rik#E
PTG PR 9 PR, AR T 2 1 AR R i A2 ) 7

IR IAV NP Sz 254k, 2P HI596 5 RNA
WK 4 9 RNA R A B ( RNA - dependent RNA
polymerase, RARP) T&E, HAMH AV BUE S, 1
Gh, FWFE R, —F s HECT Z5Hk i £3 2 K
HEH ITCH 2 i B9 2 AR 1 32 40 f ) 22 [
T, ITCH Rt 5 M1 kAEHAE, M kEZ Rk
IR, M f2 R 0R H vRNPs BB . Liu
USRI gE R, 12 % 4 AR MARCHS 3475 M2 &
Sk AV B, JF & A2 17 R AR A DT I TAV
FIRERE, T M2 M R4 R K78 SRz Z AL Xt L
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A G T AR BE Y P A R RE A SRR T R OC
T, (AEATER A & B R 7 FE SR, X
SetF RN R R AR TR R 2 B B &
PR IR G 2R

25 LRIk, TRIM £ H 2 7E 2 B T gaiE 52 n]
LU 2 PR AR R AP OR ARG T s # A
NS TR R AT IR E T Z—,
VFZRWIE A DB T B AR BIE TB . X
PRl A B HoA s 28t , B B ATIm IR B B
BTBA 2R, PUaE— D PR BT X T2 7 A A%
HZ2r iR st A st ke, Raoe A3t
ARV RAERNE L, ARN—EB80) T e
I AT G % DL R Y i st o
ﬁkﬂﬁyﬁﬁﬁﬁﬂﬁl?%%%ﬁmLﬂﬁ?%
AR A F B T B R B A 2 b
RUONE [ s B g2 0 T 700 %) 1z T3 BB A A 28 B AP i ek
YL it iR GEME RAE B ZR G (system inflammatory
response syndrome, SIRS) [# XU, 73 41 it B 75 &
il A v RO 32 O R AR IR PR W i < i
B DA A P R VR 2 D T R R 2
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