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Abstract

Endoplasmic reticulum stress is an important defense mechanism of cells, which can maximize the
resistance to internal and external stress. Stress can activate downstream signals to restore protein
folding function or cell death, and sustained high intensity endoplasmic reticulum stress can trigger
programmed cell death or apoptosis. Endoplasmic reticulum stress plays an important role in the
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occurrence and development of ulcerative colitis. This article reviews the research progress of en-
doplasmic reticulum stress in ulcerative colitis, and provides a new idea for the treatment of ulcer-
ative colitis.
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1. 518

TRz I 45 i 4% (ulcerative colitis, UC) 2 48 i 1 7% (Inflammatory bowel disease, IBD) I —F,  Hik s 2
ERE LM 78 2ORE,  [FI 2 —MIE YRR, ARSI AR TSGR, RIWAMH R EE, HEE
Gy RS RAF o MRIEIRIE IR, JREVE 0 AT FEAE At S Rl AR 0 . 28 YRR DR 2R T A SRR
TR PREE. e RBAE T THI[L] [2] [RIETSAE ) 203 28 8 Rl =i (3] H AT UC YRYT I R Z 7 VA s
S-S KR  WE B R S e RS 2 A5, RAEIRYT 700 20, (HIG 2 3 B 0 R AT iR
7, AT AR LA 1) S AR IA B ERAR (96T H AR[4] . Bk R R0 SR RIIE T 1A e s Il R A3 AT 78 L
DURUR IR WL RO oS8, SR EERIEIT i oNia ) R . B EEE MR S, ORI Z AR ANy
TYVRIT RN TTRE, 5 B2 % (Endoplasmic reticulumstress, ERS) 15 ()35 97 11 25 1 98 K i 8l Fi S B 4 e ik
TR A R P A AR — Bt AR, i B gl B B N R, BRI ERS 5 UC
HBHERENERR, Ul AR RN Y62 20 TP m 2 S EBUGE i BLAR L, [5G A7 SR Fide H
o 5 B G 8 25 T R i b B TH RS BRAS AR R AR R R PR B T EEEA . U NS E BIBHE,
1 b Kz 40 (Intestinal epithelial cells, IECs) &4 ERS, i& a4, ERS FIARHT &5 H &N (Unfolded
protein response, UPR) & 4% | B EAEH[5]. UC TR NS W I R2 A K47 DL H 5 g% I N ) R 2
TMAE R UPR 76 UC Hlt ) 1 8 /EH, AUkl 4% ERS SRiAI7 RIZEAR UC J2& H R 78 B8 1, 8
IR ERS B8 LLRFE(E R . B CHE H, ERS It & 1] fg il 4% ERS MHCIE A 3 - i T,
v B 453473 17 280 5% 0y 5 5 A DX T B s R 17 5 e i 9 Je 26 3 3 UC R A (6] H AT UC 9%
Berh TR S RN I SRE R NS, [FI A B RS DA G, TE UC AR R R
EE T EENBIE, BIA SR T ERS LR35 1t 45 48 v AE AL AOBIF 72 39 J

2. ERS 578 R Rk

JEAE R N AN SRS, B TGRS B R AN S e S 1 o Tl 6B B 40 R it
THEZWBERELDRE, HEERMEE LR E . B SARE LG T T R TN, R
TF [ 7] RIS /N b = B0 20 RE s AN T 8 B 20 A B b B 2L, AT SERI ) e AR PR 1/
Mgk i) se R . bR AN AT A o VU SR:  ERA AR i) T AL A% 52 16 53 I 0 Bt 4 A U T i M 20 J oK BELA
AEMAEDB]. MRANEUAFRANIER E A E A =M B 5 BIEER ST B LRY . B 0 e
MRl 7 SRR S 5 S AR E R0 T E A mT BB I TR, SR AR R G
HHAE[10]. b R A A )i i S A e e . R PR S R A A S5 R R B A A R, L RIHCAR AR SR AR N
Ro FTUL, MR E A2 BRI, R REE AN, REERES . BRI ERS 5
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JTE 9505 B A 5 [11]-[13], ERS A K UPR TE iz N A2 Hh it 2 1k BL RO SEREVE o 1) R LB S 3] 17
TAEF[14] [15]. Mo b B A MO AR U HE B, BUA AROE I R 25, % ERS JEHBUR. W b A K A4 ERS
J5, REME VR 5 22 P R IR ) B SR S8 M DR 1 1R i, F P R BRI I e Ty B 3 B S5 [16] . UL FT L, ERS
ShF R R Z A HV R R, e ASE UC MERAEKRE.

UC RFAE AR 52 B 2 e 2 o7 o TH B (V) B P RO A3 BB PRI R AR R . i b e o a1 4k R s
RS s HEAEM . i B BRI S # AT A UC RA O, ERS /31 UPR HJMUE
FEpFERS TG EEER . RWEREAENGERNNEE, ERPHEDRE T EEEH. B
2 B K B R AR T B 1 RRE G I 40 M T B AR, A e B RS I S5, T DU T A HERI[17], 18
HAHBRAESEASREEREANMEEENE. FEAEREY LR FREIRe T R EEN 0K, HpEx
i o 2 BT WA ) S (18] Rlk, ERS SHRME S EEEOMBEATRRT, #—228TH L
B BRBRIhRERZ 4. BT[19]5 T FLRHT, 45T ERS AHOCH H I 7l 3 GRP78. CHOP 531k, [
I AR B A 239 0. Long 28 [20] (T Fe kL, 1675 = Aefgilid #1H] CHOP. GRP78. INK [{3£iX,
kB b R A T BT L@k ERS, k> B R AR T, 4R IE I A B IR A IR AR
A A RS2 ERS 2 B2 % ERAN M S MR A A Th B8, R AR B AL 5 UC IIRAE, WA REKR
L, SHARET, AHAEE WK B R RS 2 [21]. VP2 UC B R ARG 78, SiEAsE
W, 24 ERS HEIN, IERE RSN, KA S BHIE R G RS [22].

3. ERS HHX{5S1@K%

P )i % (endoplasmic reticulum, ER) & 4 A i) B 224 pl iR 73, J& — PRI G5f 4n i a%, /£ 8 A B ain T
GRGEBIATTESER, B35 TEARMNITS, ERTSMNEDRMN ER F#iE HRPIAT eI D)
E[23]. BhAbh, ER B A7 AR HOR 464 T 4UH N Ca® IR FEE o 24 5 A 3 o 281 IR 2 Gn 400 P Ak TS5 4
FALRIBEEIA RN, 2 AR I R, XN 2 S EORE AR T B EGRERIT SN E A E ER BN RE,
A CaZ Jefii, AEBARWIZRIA, MIME AR T ERS [24]-[27]. A T M R M (0 28 5K /7, ERS 3805
FURUE UPR, BB PR AT B 8 0T 1 B o/ B 1 B AR ok akss ERS JFK R ER IR E[28].
2 ERS —EFFEEAFLE, UPR UG 40NN HJH 45 5 35 2 HOA T2[29], [FIS UPR CA1H) ER 18 #A NLEE
32K 1 (inositol requiring enzymel, IREL). & FH 3G R #F 4 )it % 3 (protein kinase r-like ER kinase, PERK).
BTN F 6 (activating transcription factor 6, ATF6). IE# &M Nefil 58 &A1& E 78 (glucose
regulated protein 78, GRP78) 45 & /£ — it ib T AR BEIRES - 42H i i T RECIRASHT, GRP78 5 PERK. IREL
HTATF6 it 5 SR SR AL S, #43 PERK. IREL Fl ATF6 B 2 B iUsis A5 5@ %, ERS &
A JE AN £ 4515 5l DK 4N i Fa 45 [30]-[32]. 5 GRP78 fi# )5 ) PERK BEER{L, I EAZAM)
B UR T 2a (eukaryotic Initiation factor 2a, elF2a) BRI . elF2a [T R Ak BE 6% Uk /b P4 J5 I 1) 2 11
YRR, FIRME 25T ATFA RIAM L. SRR ERS B, 4 PERK-elF2q Ji#E Fif 1Y ATF4 22N
P40 A% h 5 CIEBP [H)35 25 11 (C/EBP-homologous protein, CHOP) 44 &, i e 42 U T FH 9 35 PRI i i ik 44
MLFIFET[33] 24 ERS K HAAF7E 2 B I TR0 B W i AH SS i 2% CHOP. c-Jun 2228 A Ui i (c-Jun n-terminal
kinases, INK)AI2: bt K A& F-12 (cysteinyl aspartate specific proteinase 12, Caspase-12)i# #[34]. Fpid b 4
MR EE ) ERS, 2 FECHE T 2 MLE] S (R 3E RIS KT8 SR, 90 an 4 M 0 9 T DL 2 R0 5 98 R
(ERSPEIP
3.1. IRE1/XBP1 ' S#Y ERS {55 1EE

IREL & —Fh 22 2 B2/ 77 T BRI AN N UIZ MEIZ IR G, HAE NS ISR, 76 UPR iR RIS ZEH,
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FRAER N T2 R IA I R EEAE R H ) IRELa [26] [35] [36]. 24 ERS KA:I, IRE1 BEWSBERRILIE
R, BOEH NI ER RS, UIE) X &455 %A 1 (X-box binding protein 1 spliced, XBP1) mRNA
FEAE XBPLs, A5 A5 AH 5% 28 [ 5 B iR S . (ER-associated degradation, ERAD) [37]. [RS8 IREL &
i) mMRNA %8 (RegulatedIRE1-dependent decay, RIDD) i F£ 45 i T 4% biAZ 12 19 D) Bl 4 ik 5 7A) J kR
411 mRNA [38] [39], £ idid IREL A1 XBPL (13 = K ek 55 ERS [ & /1[40]-[42] . A, XBP1s #1 GRP78
WAE NI ERS KA EE R E . AR IERR XBPL {1/ % [ AR Th A8 B 55 245, %o 8509 B 1
REJRG5 . [FINT XBP1 6k Z Bef% 175 5 P T I S, S 30 E 4R 28 S B HE 5 [28] . XBP1 [F]IiE /2 ERS i 2
HiAh mRNA BT, £ ER FHOC mRNA EFEMEFEME, 1% ER R fidH. AR RIAR0], bk
IRELS S 3[R & S8 ERS, [FI A& fLpE GRP78 KA & . #7 IREL Ak, 258 UPR G, it
M51% UC. IRELICREFEMES ER H I mRNA SRIEHE ER & 181 R 7 [43]. HIEEAT WL IREL 1
FILME UC HIRAREFRERBEZER, IREL FKIA R FIE 2 4820 HLAREG M . Zhang 25 [44]18
R IEE R IREL RIA KL, UPR 7E UC BB R iy, #0 IREL Jnas 7 UPR A ERS, K
IRE1 AT A/ UC [ fESE 5 . SKAENN[45]38 5 N F DSS itk Wil HyE M % T3, &Il GRP78. p-
IRE Lo A2 /b, Ui BAIE 40 IREL/XBPL /51 ERS, BEWMiG UC. HHULRT UL, Rt 5Ts
R IREL M AE UC H IS H 5T UC i B

3.2. PERK &8 ERS 558

4 UPR KA, PERK 1ENAE — AL SRR/ 75 S IR HR 1 WA &5 R dak fr 195 et 2 1 ek <2 31 UPR
FAE P 2R 5 1 BH R IR S BE[46]. 7E ERS KAERT, GRP78 @ f#FRxT PERK [0, W% miIR
HRZBIPRHR AR R T 20 (Eukaryotic initiation factor 2 alpha, elF2a)Ef, #EMEIT elF2a 125 315 ff
RNA (messenger RNA, mRNA)FIFIRE, i ZBR BT AR 85 15 [ P4 Jo X s (1) 832 R ke ER IR . R B
WERR ALY PERK SCREME 61t 1t hrid Ak 8% 5% K1 4 (Activating transcription factor 4, ATF4)[) %%k, ATF4
FEAK T v e U T P S R 1) A AN 0 4 e ) TS RLRE JI[47]-[49]. Rl ATFA ik 2 ios
CCAAT/H 51 7 45 £ 5 11 A Y5 2% 11 (CCAAT/enhancer-binding protein homologous protein, CHOP) 3 [A],
CHOP RSP T B R (30K, ik Fad (e I8 T2 25 DRI U 45 40 i P 9 T F2[50]-[52] - CHOP AT BAfiE ik
elF2a ML, 1SS elF2a BIPEIER, 2 EAME ER h RMEHI . AR, K MEF 44
Fa ) CHOP ik ] LA i ERS Y/ 1-[49] . RIS A1 78 &L CHOP RSk BCL-2 [¥13RIA[53]-[55]
PAR A AR T2 3244 DRS [#RiA T+ =[50]. CHOP 7EIEW 15 N RIAEIAL, MM MK AR CHOP
#ikox BH[56]. CHOP 5 ATFA M EAE L, AR S R B S N R B, os (23t 8 A BT & B 2 A [5 7]
Rl UC &5 PERK %A HHOGHE[58], 24 PERK #siG T, 2xib—Biis NF-«B, FEUE KK 114
m, PR AR RIE SR [59]. PERK ZE4H LK T AR R FEIERI[60]. 24 UC KRS, 7E ERSARE N, MK
HEREUFFMLRAERT, AR T HERFENG[61]. REREE2I KNS ERS K&
fF, A PERK. i/ CHOP |8 & 1] LIRS AR DR 20 Bt p (1) 452497, 38 B ORA 1 b e g B (1) 4
A2 S [63] AT T UE B B ATF4 K, ks> 98 RE 138 J57 (YRR TBORAM | 28 RE SBL o B 78 & BN, PERK-elF2a-
NF-kB il %5 UC A, AT DLIE o # i) Hod o ok 20800 90, OR3P/ B R4 iR, k> UC i&
AR A5 [64] [65]0 [ Hsf A7 SRR 3P e i 01 S04 SR ER'S B 2 2% il UC K BRI &5 W 78 iE[66] -

3.3. ATF6 /I 28 ERS 55 @ %

ATF6 2 &8 it S 2 B 5 45 M I BB R A [67], 40N ATF6a Fil ATF68. ATF6a 2 UPR
AH I R E R 1 [68], 2 BAE R A R AR iEE N, 24 ERS RAERT, ATF6a Bi45 GRP78 70, 4
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PR ARIREUIER, FAERARSOEEN A B, B RN AL S AT DO PR R B B A
KB fi £ 1 (ER-associated degradation, ERAD). XBP1 %5 £ [ ¥ i 4 45 P4 ot I A s DL K 15 40 B8 T2 1
I FE[69]-[72]. WIERARELIFA|IE ERS, ERS FFEME, mAFHAMMIET, EWbLESS. #ek
B, bR/ ATF6a J5 s BIP Fl GRP94 Kk R %, FHHZ W b+ CHOP yRis g n[73]. A
Wt EW], 7E DSS %S /NR G R BRT, #i ATF6a /N BRI 45 I SR LB A BN R B M 8 [74]. A
PR R, UC 9 NI R IE 9 M BE X dsk e ATF6 75 5 58 15[ 75]

4. BESRE

Zi BRIk, ERS 5 piE i K AL R R E UIA O, ERS A5y — b B ARy L], (EE 3L ERS
SUE UPR, SEUILZh RESADT . ORI T, BUEM R, GRS T . A B A Dy B A R AL 2R,
K257 ZMIEHAMIIE . WK ERS SHEME #15 C 4oy RE R G, I RpEkid 4 ERS AT LL
TR LA IR YT UC. AERIA B 78 UL T A 5 0 S S H AR SHLIRIAE UC s i i . i ik % ESR
WU 4+ 8 RS A AT AT UC KR AR KAR SO OB S S il (Rt b BB IAE R, 4ERE
BEEDIRERRS CRONIRTT UC 29T RINEE i . CHZ O ARY], GFETE. H&. Mg Rk
gk e 2 M 4552 75 DL LT S B 2R (IR T T AR R ERS YRYT UC AUEIER], ASRIRF h B2 241l
L% ERS Biift UC AR —RT I TJ5 1. [RIIN 25T ERS St V4 I R Wt FEL i AN+ i 28
WA e T TB AT 2t — Dk FEAR T

e HE

WL P B 25 KA R I H (2022JKINTZ11) s WL B 2 K 2 vh BE 258 2 B BT e st H (2022006
2021J03); WriL4 BE 24 PA R R H (2022KY912):  WiVL4A H BE 25 RH% 1+ 81151 H (2018ZA029).
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