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Role of TRIMI13 in endoplasmic reticulum quality control and
its association with diseases
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[ Abstract]  The endoplasmic reticulum quality control (ERQC) system is a core mechanism for maintaining
cellular homeostasis, which primarily mediates the degradation of misfolded proteins in the endoplasmic reticulum
(ER) through the ER-associated degradation (ERAD) and ER autophagy ( ER-phagy) pathways. Tripartite motif 13
(TRIM13) is a protein located on the ER membrane, which plays a critical role in ERAD via its E3 ubiquitin ligase
activity. TRIM13 also acts as a non-classical ER-phagy receptor to mediate the occurrence of ER-phagy. TRIM13 has
recently received extensive attention in the field of ERQC. Here we review the structure and function of TRIM13 and
the mechanisms by which it contributes to ERQC, and summarize its abnormal expression and regulatory role in
diseases, with the aim of providing new strategies for the treatment of related diseases.
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Figure 1 Structure diagram of TRIM13

TRIM13 PRI H: 0 45 B4 SV 41 j 52 A3 K D) g 2 0 1
Al LAl ERAD FIN 5T [ W& 12 M ER H i
HHRIT & E AP 75 ERQC 42 3 T ) 2
KVE,

2 ERQC

ER &~ A B 12 1 A RS il NS 4
B ELAT il R 455 ) 3ul RN T 6 B AT B B A A P
TR Wi 36 K 2 85000 b 2 A RS AR L AR &
B A RE IS S5 HR R RSEE EE A AL R
TG TR IIRE N EA i P — T
IVEH

ER FRS 0 245 0 T P47 40 e At B A 4 P 7
M 2B G SR, Y 40 Ak RS A A IR S B
TR TR T, U H R 7R AL R 3, B Bk
= ORAE B S N R B I, B R T
RS BLS o, A0 R BE 2 & AR 3L, ER X
BT SRR SRR, -5 30 H AR
BRI E" | R X RIS RS
()RR 1 BT AR B ST B, B 7E ER R AT 5|
& ERS, ERS A5 Z g (G468 Q3
ZEHELFNER F B4R ) 1 2R ALENAE O, i85 5t
BT A L (AP = ) i An R sE T A 5,
HE, e RR A0 M B ER RS 2 A0 P AT H L A Ty
REMIDAEZE, A T — Hbs, AR T
— A A R R E—ERQC ARG LA
B P S RIRE R BG A R T S B 1 IR
2R ER BDhRE AR

ERQC BV ER (%) 8 1 ot o 45, iZ ik 42
AR T B WA R R A, LA AR ER 25
P& Mz T WA R B, 7€ ERQC
T JEgGE S ER AR AT S B AR B
IR B IERR AT S 4 % 0 8 1 BUR R ERAD 84
JOE I A A 4 ) ol AR b A R A
ERQC #iiI7E ER HE H & iz MFE ez

(] 3 BB AR S 1, D S e i 4 B Al S AE A 1Y 2R
H o3 W, [) I AR BHL 1 3 R AR F i F% iz, AT
P4 ST AR (1 SE AR

ERQC jd i Wi 25 11 5 40 i IR A, o DR 4 i
P78 (2R 50 s b 0 R A 0 X bt
HHPTAHIrE RS R % e O EH B
AR B 1Y R 1 BT 2 2 R L B iR R AR k)
IR N - A N 4 B i S e
A5 HG Al 200 i A g s BR E  BOC B A i 2
REROIEIR"Y . R, ERQC J2& ELAZ 41 T BR A iR
P18 R A AERR A0 M AR A 09 S o LB R 25
SRR KR, B R B, BT S W R
HAESRERRNAEAIENE & B A BER
R, X BE S BREAR BV 2 i 22 0R AT MR AR A
QB R 2% MR A4 AR AE S BRI Z A, a1
PUBRE A S DRI S IR B 1E ER JE LR B Y,
AP BUIF LT AL I foe 2 BUW A0 Mg 5 24 16 5 3R
JE oI i ER B 4TS R 7 I, £ 2 AR
ER I3 ERS MR L B AR , Mt 5 2 1T
RUWE PR I & R X et iy ERQC fig 1 IR
B33, Pk, ER AR 8 F B AE W) & AR AR AL,
Ho B P T 4R A A AR S B OCH BE
2.1 ERAD

ERAD Eh—A%& F 2 /EHIH ERQC i 42,
T Z LB AR R LR, T R B I
SYRIPNRIVE VG BRAS R B Y BN
BT I b 1932 3R i I A 5 R B IR T I
TEVUI A8 J 0 I e 1) DU 2 3 e 47 391 PN o )
JEEAY A B, 2 3R e Wl 525 W) A Y IR 2
Pl o 13k — 2D R, — H B EE T PN J5t R I
MUB R T, IRz KA, AN o 2 48
(cell division cycle 48, Cdc48) £ [ & EER:H ) —
&= B R IR B§ ( adenosine triphosphatase,
ATPase ), p97, X % & % & Ik 8 H ( valosin-
containing protein, VCP) ,J& HAE & 254 9+ 1 [



162 R E B R 2k 2025 4F 4 A5 35 %45 4 1 Chin J Comp Med, April 2025,Vol. 35,No. 4

BEA, EMNTUSE RIEWIRYE S, FIH
ATP 7K fiff- 1) R K 40 B D3 w2 B2 R ALY IR D)
BRI, TR IS 8 DA A 5 I JEE e iy B
ROk I L v 1 2R T AR I P B X
Hf R = (| 2) .

W9 &3, ERAD RE18 i it 45 il g Joi A4E W &
IR e T ER R B4, A, ERAD &
il 1,4,5- =W R WLEE 3Z 4K (inositol 1, 4, 5-
trisphosphate receptor, TP3R) 45 i P4 45 i i& 11 F=
JE S R T RS M ke
ER FZRL A 2 [ 1) 322 f 457 5, BT 1 E BH 2
ERAD #1192 . fE 5% R G 1  ERAD X & &
Hr Y B bk EL 40 1 B D R G
X /NI ST 2 B0, ERAD AT-{a] 56 5 1 43 1) Bk 2
S FEUNRIRIRIET, X L5 58 T ERAD
FERB PR Y Hk, ERAD Az
BG40 g A B 7= A TR B 52 )

2.2 HNEM AR

PSR [ 0 e — 25 8T & B ERQC i8 48, &
AT LA RS PR JIG 2 3r & i % ERAD A Bt bk 110 4l 4
P& oURAE M P 0T W 1, DA ZEH7 IE 5 R 2%
FF ER Msh& A B4y, o H 2l
FLsh, B 2t Ak Z2 AL R 8 5 AS TR A4 P o
P A, B YT L e P S I A
VIR S T A, AE N B [ g
HIER 2 ER BB I SIS IR G e &

ER BN FRY) 5T 5 76 A 5T A B b 8 AR I
5 S 1] R 5 i I LR AN a7 N D S N
fiff s BEWL e i P T I W B A 4% 5 ER Ok
TR A BE L R T R IR LR A

BT I E BE Al AR D AR T R TS R
() TERL AR T, an5 K SF P 8h B iR & 8
H AR R B IR S LA Y ARk, BT s
BB FEGE R b, N BT R A R B A [ /Y 2D
fig, |G, T DMESE ER B8 L R AR s 1)
FEJS IR %) 35 11 BT A R LA 22 i ERS 5 R ERS IR
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Figure 2 Molecular mechanism of ERAD
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TR ER TIRER 4E 755 P-4, TS T 44
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ATG) # #0855 31| [ Wi A A= W & 2B 0 6 1 LA A=
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( pre-autophagosomal structure, PAS) ., TEEEREHT
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phosphate, PtdIns3P) & JE 45 B AU 1, 1% 2544
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QW& Bl B B RREAE Q 1R B3k IT i A A
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ATG6 HYTFL Sy [ U5 ) L e i 28 H ik 34
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Figure 3 Molecular mechanism of ER-phagy
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QO PR B B B B A Bl R sk ik Ah,
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TRIM13 #{ & HLTE CLL £ K Mo 80 &
S LI L 968 RN R T 4 K 40 S Ik O 9RE 4 22 A I
A RS T R IR TH AR A Sk SR | 1T SR
LSRR A B R HRGE S R R B
AT BRI N A W5 R, TRIMI3 7E
A€ /N 4 B Bl 9% ( non-small cell lung cancer,
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TRIMI13 823K I 2375 3 4 0 4 7 1 BEL 5 ek g A=
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i A S R  E  R R S ata chl 1/ 2
TRIM13 7] A58 R 15 FFE A [ (retinoic acid-
inducible gene, RIG- 1 ) F11& {8 3 9 43 fb AH G 3
5 ( melanoma differentiation-associated gene 5,
MDAS) FHEAEHT, T 1 9455 MDAS 4S9 1 2
T E (interferon, IFN) B9 7= X F15 3 B
BIRPEOCE EY, BRI ZSh, TRIMI3 7T 3 15
THZE V5 K F 3 (interferon regulatory factor 3,
IRF3) \IRF7 S5 TR R A G EL A e 4 i/ &R 1
(interleukin-1, IL-1) [IL-18 FIAP G IR FE A F o
(tumor necrosis factor-or, TNF-o) FJZR 3K, 7E R AE
P T R R AR YT L TRIMI3 SR 15 & 1Y
RAE I 5 A 18 A OCUCY S FE B w40 i
TRIM 13 A3 b AR 5 1 4 it DR 3 ) 2 58 400 il 28
i DNA 13 5 H 2 — I H IR ( cyclic guanosine
monophosphate-adenosine monophosphate, ¢cGAMP)
SR RAE R
4.3 TRIMI13 5H R

BRI A I, = B TR R TR 2 T B/
SR B KA RE AT TRIMI3 %38 LA 5
JF X 324K /B (liver X receptor /B, LXRa/B)
S5 SMEH T 1/3( suppressor of cytokine
signaling, SOCS1/3) H{Z 28 1k 1R fift , {7 15 IH [
1 4y sl AR A AR 3 R A 1 B BB i, DA T
SOV 20 M 4 TR R Sl o R R L ) K R
W& L, TRIM13 2 5 40 0 PR 0 5, o 3%
K AT RGN R AR pS3 AYRRE T T AR AR 1
B ( protein kinase B, PKB/AKT) 1% 14 5 241 ft
P BAh, TRIMI3 34 AT 3 5 3 45 b 22 4% i
J 25 e B AR B 5 S 0 R R 2 2R 8 4 4 F
B 5 AP, A B TR AR ALY g
KB, TRIMI3 335 96 2 15 18 e BH 28 18 fili 5
(9 &L, 13 3k TRIM13 nT B P I I 384
PN S5 09 [ 5 DA T 00 ) i 96 b Bz 20 B R T, 2R i
PR TRIM13 ZERE DR /N L 4141
1 A WE /5% A6 4 KT B-1 ( transforming
growth factor B-1) Jll 3 19 "B 2 JBE 40 Jfd v R 91, i
C/EBP [q] J& 5 1 ( C/EBP homologous protein,
CHOP) Y315 EiM, i Zik TRIMI3 Al s pit K
o B 175 1) I D 2 1 R, - J R W CHOP
PR B DIRE, BT LA, TRIM13 R4 8 DRI B 11
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EAEIRT A

KL, TRIM13 25 T Z Fh5 & 4 K W
g B A B AR 38 0 22 AR AR ML ZE AR N K R
FEMEH,

5 RESRE

ER 15 85 14 5 37 B R 2H 25 14 37 B ] AR A4t
WA E B TR R PR sh A el AR H R A
B TR AR, DA 4 5 a8 5 H D Ag , Ho AL
JEHE A, ERQC &ML 2 — 8 i &
B A E A S R T BE , DT PR TIE 40 Y 1E E
ARG BN, A AR N TR L 1 3 28 P o
H W3z A& TRIM13 V5 —F £3 32 R E LG, 38 1
ZFPLH =5 ERQC " ERAD F1 P4 it W [ Wit ik
TR EAERRAIMN ER MRS h R ¥ SCHEVER
HHij, XX TRIM13 7£ P 5T X Dy fig v i 25 22 4E
Z BT Ok 2 2E 3 1 e, A A HAE ERQC
TR B B AR Z A IR, {H TRIM13 7€ ERAD i&
12 P B AR AL ) B LA E A TR A 5 3 3% b i
wIANEIEA, LU, R B4 il & TRIM13 4 5
B PR I 1 I L K2 TRIM3 A1 79 J5 9 [ e £
FHOCEE Th I EZAE WA frit— 2 W, 5
SERFGE N OCTE TRIM13 5 HiAth ERQC AHSCHE H Y
HHEAER AR A ERQC 1 B9/EH IT T4
REfB A S PE PR 458 TRIM13 (4 A5, A SE 805 1Y
TRYT R BB TR AESY TRIMI3 (1 4E 94 1)
REAN 2T ML, o 4 B RS A B 45 A B R S 9 9
FITRYT RN 7 B8 A8 S
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