47K H 3
Vol.47 No.3

R A F A5 (L)

Journal of Agricultural Sciences

2026 49 A
Sept. 2026

DOI:10.13907/j.cnki.nykxyj.20250516.001

HAEDL]

TRIM &
T A

4,

/%\ 9

(TEXZF DAL FR, TEL HN

Ja%
»

| AF3Y

I BE RGP I i H

A LA

750021)

B B ARREFA - TEHALRGRNABE, RAUEF AL LR, BT TR LA ZEEAR
4 B . TRIM (tripartite motif-containing protein) & & i it A BA4E 0 TmER G R M BHLEE O RR LA TE
B, KB RFENER . Fmit# TRIM & & 4o A7 $e @ik #om A4 & & JH 352 Fo 4 ) 5% A 49 S0 B A & iR 4
KRR S 5Az 5 @A | B FHAE (type | interferons, IFN= 1 ) = 24 694 B HUH), vA A #7604 008 B 3 R ok 32 41

B
KR A BRE TRIME G ; 77 B s A 4 A Aub)
RE %S .S8855.3 XERERETG A

TSR — ol p I B T R 1) A N R A
Yehig o WMBGRFE T 0 A B.C.D UFp2E AL, Horp
A FU% B0 3% (influenza A virus, IAV) B L £ Ry 3
i, O] 5| T AT AR M R K AT, IR
A R ARG R, 2 A2 U R B A 7R
I, 15 3 B S R G S B AR 2 AR . AL
PR N AR 32 44 (pattern recognition recep-
tor, PRR) P # RNA, fish & i 2 %95 7 19 56 K
PRPENE T T B H0R (IFN=- T4 B
HIFN- I 2355 — R80T i R TEN 3
(interferon-stimulated gene, ISG)AFIA, 15 Tl
H &85 H R 2 ISG 50w, K EPUK fE
H o TRIM (tripartite motif—containing protein) £ H
FEH V2 A )8 T 1SG, TEPUN 28 2% 4L 1y ik
Bk iEE mEAEH . SR, TRIM TEHT LA 5
L VR T AN 58 AV R A FRp itk — 20 i b 0 1)
W], A SO TRIM 50 88 1 AE Bt i 8 2 Hh iy 4
FHHEATAL A

%5 B 87 - 2024-07-14

BEE&TIH 2024 5 X F A0 FHA L4t R BEREAE; TEARAFL

TEER/: T4E(2003— ), W EFELAFHA,

V2 JER s e
1 AREYRTE
1.1 ABGRBURSEN

TAV (9 EE 20 iy 8 > Bl 7 5% RNA R BEALIK,
i i 4 $5 R A W R P 5 A (polymerase acidic pro-
tein, PA) R G WG 1 1 (polymerase basic pro-
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Fig.1 Schematic representation of the structure and life cycle of influenza viruses
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BGPE X f B A AR AR 2 G R AR SR
— BTN TR R R AR, B ST e A
1) PRREG, A d& s i is 2 B | (reti-
noic acid—inducible gene [ protein, RIG- [ )FE3Z (&
(RIG- [ -like receptors, RLR), Toll #£:5Z{A& (toll-like
receptors, TLR) FIAZ F R 45 & 55 H AL 25 #4935 (nucle-
otide binding oligomerization domain, NOD) ¥ 32 {&
(nod-like receptors, NLR) %5 . 33X #6457 K 58 {1 51l
BE M S5 AH 5C 43 F i (pathogen—associated molec-

ular patterns, PAMP) , AT i3 K AR i S
TEBU L 2 A 58 i B b, % T RLR 5 TLR
KERZ . o, RLR 5] RNA 2 1) 3 2
Jit PRR. 738 32k T ) fift e B 235 A4 320 5 5 2 RNA 45
G5 RIG= T B9k 5 A7 Ak, AT C A S B g 245
P 5 (RD) 1 40 il b B 735 N 3 Caspase T Fl 55 52
25K (CARD)™, £ CARD-CARD M EAEFH T,
RIG— [ ¥ I 5 4R T 2215 525 H (mitochon-
drial antiviral-signaling protein, MAVS) #% k", #f
M8 5 TS 5 50 1« I IR 3E X 52 AR A
F 3('TNF receptor-associated factor 3, TRAF3), Jf
S8 TANK 45 4 34 1 (TANK-binding kinase 1,
TBK1) Fl kB 3 i —e (IKKe ) A 0% T4 % 4 75
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TFIFN- T AE R 5 17 A AR PUR 8 AR . 3%
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(myeloid differentiation factor 88, MyDS88) , i i
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) 2R R R & A RING &5 04 38 /) 3 1 R
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H AT E %7€ th 80 2 it , Hoh A 24 i 48 e
N ISG A, i 40 TRIM 14, TRIM22, TRIM21
ZE0 . TRIM 8K 8 B A% 3R b1l , A N o 3] C
s A 14~ RING—finger 25 #4738 . 14~k 24~ B-box
(BLAIB2) &5 F s S 14> Ay ] 2% C ¥ Coiled-coil
(CO) &5 55, PR 4 PR RBCC 4 ™, Horp
RING S5t i $Ea 57 5 E2 12 R 455 WA B
LT HE3 B AL RS . B-box Z5#95J2 TRIM
FIEEA RS54, e HhE TRIM [ 454 F1%E 1 5AE
N 5Tt SR A Dy T 4 A 4 AR T (H A
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B P A (human immunodeficiency virus, HIV) R
IR PE SURAH DG, T RE S 5 A4 20 B Y B 928
JREE, CC 25 3] 2 i TRIM % 9 [] 5 5 55
PRSESR AR TS E MR I, IF e 8 1 BT Y
AU E A7, LU FEFR SR T AR, BRiZ A,
53 TRIM R 5 1% C— 2K Sy i £, 5 22748 (1% 32 ik v 245 44
I , %] i PRY . SPRY . COS, FIL., NHL., PHD,
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protein o, SIRPA)AHEAEH], P 40 i i R4 ik 5
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A5 TRIM69 , TRIMSa 1] 4351 8 45 7K 6 7 11 4%
955 2% (vesicular stomatitis virus, VSV) \HIV-1 (19 i
FC Kk R 20 A2 A ek R DT B TR R R
TRIM22 55 2 MW 25 A 1E e IR 2 2(severe
acute respiratory syndrome coronavirus 2, SARS-
CoV-2) i 4k 4% ¥4 & 1 8 (non-structural protein,
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& I W NP 25 11, BELLE NP DA 20 it J5 380 40 JH A% 1) s
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Wi A A AR 3 A0 I RS B 1 &2 T H
(el AN, A TRIM 8 ) 3 80 2 1 38
. BN, TRIM32 5% PB1 & (i@ iz £1b-E
1 0 34 158 A A, I3 A0 0 U s 5 2R 5 G 1 0 5
TRIM35 A 45 PB2 & A K482 EALLA KBt it 2
P A 6 i 3k F22, T TRIM21 5 H3/H5/H9 1y
M1 5% R95 25 A I L M1 25 K242 i K48 12 &

A0 DAHEAT 2 1 A AR 1 B e, DRI TAV 192
A B E 2 B ARE S HL MTHTMIL & 454, X2
T IX 2 AT A TAV 95 37 A4 2 FE R A 2 R i J2
K, it ffif5 TRIM21 4T B B 1 R3CR HAT A
B S ERY g D ER 4 TRIM 2R 0 21 IR
AT Hyz REEEYE . B0 TRIM25 3 13 5 4 A%
P vRNP 254, 3004 3 18008 7 RINA % i) JE R
1M TRIMS6 W) o] DL il 37 8 2 RNA B9 A i
734 SCHkHE , TRIMG 5 9t /8% 55 119 NP F1 PB1 8
FISAEAEAR ELAE T, HL SR 45 e 2 1 2 il eh 2
(IERPRUN P iE | STBURPE R ey cpiignn W AN U
Ro AP U 2% 7 NP 2 1 9 SUMO (small ubiquitin-
like modifier) LK, {H 145 S5 E— A BE
2.3 TRIM EHIAE XA REIE S8 KN IFN-I
Pk

Bi bR 2 K 1) TRIM 2 5 8 4595 7 19 4= 1 4]
W24, Bl TRIM & FIPUR SRR K2 4
FRLE LR AR S e {5 5 38 R TFN- 1= A 1AL
T . BESE R I, TRIM 5 14 J& PRR B 15 5
3 % A B EE LR T . TRIM 8 H AT L o f
RLR 38 53T, W R AR G sie B, il 9os 75 2 4
W TRIM65AE#E MDAS ) K631z 2 A& , 7ML
R EE (EMCV )R GL iy 558 TRF 3 (1938075 F TFN- [
Fy e AR TRIM4 2 9F RIG- T ) K63 92 £ 1L &
i, B IFN- T A= A", RNA BB il 157
TRIM24 M40 B A% FE AL 2 4 ki AR I A 5 TRAF3 (1)
k63 % Pz Z Ak, I A 2 IRE 3 1Y 5 2 b F % &)
i, 350 IFN- T %% 5% 306", TRIM26 1] 4 if
TBK1-NEMO #H H.AE I8 1F [a] 948755 40 i it dsRNA
PBEAYIEN- [ #3549, TRIM25 8 i3 f ¥ RIG- [
K637z A&, 8 IFEN- ik, ZEmm i VSV
Y, I H RING S5 302 HOR HE1Z RAGTE MR FT
9 B AE ) &S T RE BT, TRIM25 i 1T LU S
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NF—-kB 15 53 [ , 14 5 AL A (10 <8R G 08 s e+,
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MAVS {55, #ill# IFN-g f9 7= A1, TRIM35 38 i
5 TRAF3 K637z & {bfEif RIG- T IFN ™4, %
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