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Research progress on the role of mitochondrial damage in inflammatory
bowel disease
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[ Abstract ) Inflammatory bowel disease (IBD) is a chronic and relapsing inflammatory disorder of the
gastrointestinal tract that poses a significant threat to human health. The pathogenesis of IBD remains unclear and is
believed to involve various factors, including genetics, immune dysregulation, and environmental triggers. Recent evidence
has highlighted the role of mitochondrial damage and dysfunction in the development of IBD. This article provides a
comprehensive review and overview of studies related to the role of mitochondrial damage in IBD, focusing on the effects of
mitochondrial oxidative stress damage, autophagy dysfunction, kinetic disturbances, and respiratory defects. The aim is to
identify potential therapeutic targets and provide new insights for the scientific prevention and treatment of IBD.
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REAR AR A 36 T i )t 2 25 2 BRAY B 7 1R 5
ORI B G 41T, 5% IBD 893697 LA
AU E, TR, YR IT LS, 8%
RIEN, B ey EZ B, FARAEHT
it gers R B oL R E T L SR, BLRY
BEMTOHYIA IBD (i, Ak, R bl i A& 52
LW, T RE S e SR R s L g T R A
B LR R A KD HIL, IRABESE 1BD (1
o FRVEFHML , & BB 1Y BUR i ARy R, A
B IBD BIRYT HFRERTIETE

MOk BT T R B, LRI 5 IBD ik
RV, WA MAERERHZIUHNER,
AL RE H AU R A5 | 48 E B I A 3 B A B Ok i
85 K R IR LR R D) RE AT BB R IBD JRYT I E
BRI DRI AR R 1 UK S N b A S Ak R
AR | F WED)REBR AT | Bl ) 2% 25 L | IR ) e B
LT, R GE HIR IBD H ZORAR 5 10 43 T AL,
B 7583 IBD MIBTIA T %,

1 Srrkifid

L1 RS FIhRE

LRI A — i Hy SMEL B B 5T K RERR DNA
SELH A AR R, X AR 5 40 L Y OE R A BRI RE AR
BREEMIEM, ZObARR TG 5" - =BER IR
(adenosine 5 -triphosphate , ATP ) 4, 4 2 5 4if Jitg 4
Ca’ (55153 ORGS0 0 T 5 5
DA B At AR 3 T, 2R ORL R AN B (outer
mitochondrial membrane , OMM ) FLR 7 A4 Py (inner
mitochondrial membrane , IMM ) #J 1 XUZ #5843 T 14
J, OMM SR N 55 ) 5 5 el g S A D e, /)
3RS FRT LA E eh b i LA A LR A TR
Gy ¥ S5 A 50 ok R d AR A R S I R B B
IMM _FAYAFTESR Bl ATP A il i T A5 i 4 5 A
¥ (electron transport chain, ETC) , i 4776 N B 4%
fif ( translocase of the inner membrane, TIMs) , 115 ]
bR Tz i 1 AR R R R R,
KB L 4R R LRI TR T BE . IMM (R
A8 ] AU, T U B T Oy A0 M AR RE R TR 1Y
ATP AR TR, SRR G2 AL T MM YR, 2
B & Z R0 S R, 25 ORI 1) B AL BEIR
b JEHiRR AL Z R it 2 kiikit 25
HAZ A R, 405 nl 200 JE A4 20 B0 2 | 4
PP AL 285 1 B R | 2 IR A L A% IR AR A

SN DNA ( mito-chondrial DNA , mtDNA) ik
—BBZRL AR BT 4 85 1 BT, X 2R 1A 1 Dy e A FR
S EAT AR, (R IE R R B i A A LAY
W, 0 ELVE 225008 A0 S PR PR | 5 S A AH G
SEAR , #85 mtDNA s 5 AR B IR G, TRADE
5% miDNA BB AT RE , A B T8 75 28 6 i 2
O BLER IS B By 16 e BT S %
L2 ShfkHifn 3

ZRLRTELN M N K 54 B R A BRAE T, A0
Pl Dy Be 5 A5 0 20 i S LA ) R AR, O 5
RNEBIR  K A R SR UIAR G . Lo AR 4 1 32 2
FLFESRLA E AL AR | F W S L B )R ZR L
(BRI 5 03 %5 ) FINE I DI RE BRI, 2ok
PRIy RE S 1 SURT Bk — 25 IR 2R AR 45, 2ok 4
A SA AL BE R AL A ATP A Y T 2247 T, [R]efh,
JE G4 (reactive oxygen species, ROS) ;=4 iy 3= %
Gt BRI, M LRI Z BRI, 251K — &
SR IR, 7 H R ROS, X 48 ROS 23—
IR SRR B 5345, T B — AR BR . X —ad
(G YSEZ LTS =R A QNI K AW I A S
AN, BAREORLR B HIRB S BE T, (BAER M
FEHT, ROS o f A B, i AR A4 1 T RE R 2 Ak,
i — 2052 Wi 200 i 1) 8 B A, ROS J& —FP R i
BRI H AL, BB DNA 43 & A SO, 38 B DNA Wy
SURNEALA i S 450 1, 2 1T S BORE R 9878 TR 2
AR T A A0 AR A AR 2R RS 40 2
AT, SO [, LRIk ROS A fi 41 A A1
B, IS 5 RAE R

LR W S AN N — Rl B 3R R 2ok
PRAOAIL , 77 20 0 1F e B A Oy T & 45
ZAEH . PR B, bk [ 52 PTEN 5 T3 il
1 ( PTEN-induced putative kinase 1,Pink1) f1 E3 {Z &
H RN (Parkin) P85, TELRLIARIAI N, Pink1
A F] OMM H1 IR SE LT Parkin, Parkin /328
KLARIZ 252 B, B 1 ZoRn PR Rl £ 2 2R 14 i 2
FZ F AL, 5 Sh 2Rk i B AR B fig i 42 . [l B
LRRDRE S0 (B & RS LR
ROS &) 23 A Wit 32 AR S ZORLARHE A H /N
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DIE—E s ) T AT o DR AN 2Z ] A A A2
NI A YRR TE 3 G0, BIFSE 2 L, b 1A il
ASEA 1 ( mitofusin 1, MFN1) JMFN2 N
RN Ak, TS ZRL R T BE S A
MR M 1 (optic atrophy proteinl, OPA1) J& K
RN €2 TRUN e R E i D= {ARNES % AN
3 BLHSZ A SRR DL I Y 2 S A T A 1
SN SRS BB R g BFR R B, B
JIMEE H 1( dynamin-related protein 1,DRP1) J&2k
RLPR s> 2400 FZ T, DRPI i 3 3% i
LRRLR 43 2491 F BOK 2R IR B R Ak, A BR
DRP1 W24 il o p 43 28 ok ikl 5 4
TR LR AR LR 2 Fh AR 3 i 38 5215 3l
AR, AT Bl T 40V B 52 450 0 ) BE 2k R Y 42
AN

LRLVRIT IR ) e B 4 5 2R B 405 X RV
LRLAAE R AL P« BB & 1) SR AR T IR B 1
TERIBAEXT T AR A M A w1 3 B OCH 2, 4ok
PRI B | oK Sy v % 328 % , 2 200 JRDRE G )t AL Al
fiff 1 ( nicotinamide adenine dinucleotide, NADH ) F11 2
=M O T R S K (flavine adenine
dinucleotide reduced, FADH2 ) 9] Ji€ &8 1k A= B, 7K I
ATP BYESALBEE . TR — b & rh, Zohr iAo i 4
1k TR b o 2, B — #% B AR 1 ( adenosine
diphosphate , ADP) ¥4t > ATP | Sy 2] g 2 43L o 75 A9
ABTE . LML I I 4% D) BE 5 (41 mtDNA 28745 |
SRR IR 1 Bk 4 55 ) I, 2 52 Wil H, A% 388 e ot 1
s R ECATP A AN R 38 1 40 A i = i
AR HE 52 e 440 B A T AR 2h L Ak R
LTI 55 ) R B A 23 5 | ¢ S8 Ak N IS I, ks
PRI BE 7 F I, H A% 38 2ok 72 32 B, H, 7 il 6% 34
i, 2 ROS By 22, it — B A ok (A 45
FFITIRE Y OB IR B TRA IR 5T kL
PACIT: I 3 R e A %) AT A R T it , T T 24 47 240
fat e TR AR T AR e B R

2 SRR IBD HEIER

2.1 ZAEFLNEHRGS IBD
REMTEFRN], SR AE AL N AR A 78 1BD 1Y
AR B OCHE AR T, AR Al I R A8 R A
5P A ACAE A, S 30 ROS =it 2, i 5
RALHAGFPERT ™ EIEF BT, ROS M7=k
FEBRAL T ) 21 i PR A AN 23 5% 40 B 3 s 453 493

SR, 72 IBD Sl WA B 1) i 728 g 26t J5E v, A 0 1) 4
FE R EAE T B LR AR A 12 D) RE R AR A SR A7,
M5 1% ROS F77 A i 2 58I B3R 1 LA i~ itk
A M ROS A it 2t e S dcE B Al
L, 5 350 240 B 1 3 43 RN 2D g Y 25 L, R IBD Hp
(4 9 07, 1 — 2B 5 R 8N 405 . 5341, IBD
SRR P B AL R 5 A 2 ROS AR s,
AT S 5 A48 0 b MR 20 e B i — 2R, I
Bk S 20 M PR ) R, AT 5 SR 252 1) A
A VAN AT W= YA LA O i
(' nicotinamide phosphate ,
NADPH ) X} 4455 40 i S AR i P 8 SCFR 22 1
FrE R I S 2 (isocitrate dehydrogenase 2, DH2) &
W AR R A OCHEE & RE S AL R ZRL A P Y
PO AR R I — R H W (NADP™) %4k NADPH,,
A5 4 T Rubicon /E2 NADPH S ALAER 34
YR R PR W R 98 0 B Al R AR R AN
Al R YER . — 30X Rubicon HIRFFE IR AR TT
TERIR ROS X5 AEME s (52 w7 B gE K
B, 7E 32 3 £ B (lipopolysaccharide , LPS) Hll 3 J5 ,
Rubicon RE#% 5 /I Bl & 6 L Wk 40 i 1) A1 158 24 s 14
(OMM) | Fy 3k 5t R At g it B A= AH AR T 7R
X B, ROS K2 ETF, W 4oki ik 2 5
PR L B SRR 25 B0 X SR LRI M
R o 3K — A A FRATT T R A b B A L L A& ROS 7
IBD VR IBR AL T8 L A

TE IBD SF R, i T 10 18 2 AE 1R 2L A7 A,
ROS 7= A:14n, 5: E000 38 R A0l 52 461, 98— 28
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S RT3 B8O M 3 R A 405, 410 ) R RE S
MR IBD & A5 >, Dashdorj %7 &
ERZR T A HE [ T B AL ) MitoQ 1T AR 11 40 i A R
1B (interleukin 1@, IL-1B) . IL-18 & % ji, 1
NLRP3 R /M AL, PRI ERAR S5 1, i A 1k
B, 3% DSS B R . A, AT KB, 4L
AL Mito-TEMPO [R) R REAE A 24 2l LR 14 1 4
PERIBAR A 46 Alula 557 O BFSE S5 R R
Zeid Mito-TEMPO 0975 , AL AE % i 2 U 41k
BRI REASIH 1L-17/10-23 AR KK F LK
JR AR U8 T AR G kPR A 3R 3K MR A B OE IR S
XL B R SRR AL L 1 IR T B AR TR
B, AV K, TE CD BE MG sh kA,

adenine  dinucleotide
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ER AR Gk S 1D 7/ N T SO LS Do E VA € A9
AN ZTHE T 8 78 ( glucose-regulated protein 78,
GRP78) J#%3% K1 C/EBP ([R5 & 4 CHOP FljlL
BEER 1o (inositol-requiring enzyme la, IREla) 5 IE
FROC, ERH P J5T 00 7 5 50 P JBiT 1) — e A R G
( mitochondria-associated membranes , MAM ) [ 2t A% il
SRR . AR IBD (Y & i A B
AR TSR RTS8 25 W T DA R 2%
il SERE S, TR T ik B A P ) A B T
TR X YR T R
2.2 ZHKBERINEERTS IBD

LRk B IBD R, W b B A0 Y £k
R 2R 8] 2 i T8 G 28 D RE R 19 T 20355 I ik
AT B50™ AR A I U8R B f T A e
P R 9 A2 AT RE = 2R A W R IR A 5 TR
SRR B WA OC R D BE S 2 1T 52 0 40
LA i 1 A A I, e il b R 3 PR RS
FURRRERIL . WF5E K B, S AH OC 5 1 = W R i
M # H ( immune-related guanosine triphosphatase M
protein, IRGM/Irgm1) FI 7 Mg AH G I 16 A H 1
(autophagy-related 16-like 1, ATG16L1) /2 F WLl
R 1, AR Z2 750 5 IBD 1Y & A5 K Ji %
PIAHSE, Singh 250 & B IRGM & 1 A] REAFAE T-4&
VR P BB el I T, 4 TRGM. 6 IR B Bk, Zober Ak
SIS BRI 2> 2OR B WEDIRERR AT . 5 A
R ATG16L1 PR /N B A A I 45 R 2k |
375 WY B 38 TR e Ji | TR0 &7 00 1) S b A L
W% JF HAERE ROS K- T, X B 5T
FHH IRGM/Irgm1 F1 ATG16L1 JE [ (1 it [ 2 5 3%
LR A WD RE SR, 18 240 M T A A RO T B 32 4
SCERI LR, XS B2t — 251 ROS 2k
JEIE 22 | AT AN A S8 I8 RE 1M 1O DXL

AT IEAESR R B Nix B 28 T Bel-2 KM%
H# BH3-only f2 I T8, HEKLIAR A BEHL ) %2 V)
MK, Nix SHUEMHECE A 1 %4 3 (microtubule-
associated protein 1 light chain 3, MAP1LC3) 454,17
LR AW AR WP R, TE Nix 5
M@ E C HFE N UC B, 8ok R A g
1L R  [R] B FE Nix 3 BB /N B,
LRI A WD RE 232 B0 , AT B 45 &) i A DSS
BRI R, BURFHEE M (prohibitin, PHB ) J&
—MZIIREMEE I BT, 25 T 2RI 10 IR I 3 42 e
AR, BUATSE & L, PHB 2 a1 B

SRR N, 76 IBD 420 Rk FEAI T L4t
A5 R B IE bR A0l PHB it 2k Al 5| i 2k okL
TRINREZRTL bR B Ik 2l BE B B, = B0 R IR 58
E 240 0 R - 2R T I A R Y
IR BE, BEAE P 1Y & J& , UC F8 35 I i 400 it vp 4%
LA T I 598 R AN o e ) 4 i i A
AT B2 FE IBD Bk R v, 2Rk i
FI D RESZ B3 | X — 728 A S fiff 52 403 2R AR TE 40
MR ER AR SR, I el 1 20 N SR AR, i — 2D
e T 2 %) 58 i SO AR A AR R PRk Ak
LRLR A WRDIRE M 4%, A B IBD 19 B i6 S 8
S o
2.3 Z&hEFHHEFES BD

LR B o R A M N A AR AR W
LML Rl RN 43 2L 52 Wi R ATE 25 TN 45 4, %)
ANMIREREAC B G B, AT B, AL ATl
B 5 BT AR M ZORLAR Bl ) o R A e 5 |k
H D REZR ALY R T R B R A T 3R
RHEZ I i AR RN AR U, SR I
G50 2N S S BLRRIE S W T
K, R | S A I R 1y 4 o, R X — i AR
S At ROS, 3% 28 ROS 23X 4H Jif Y 11 2 1
BT BEBFN DNA 38 B 3, 3E M5 A 40 i 08 T 50R
BE, TERXFENT, il b R 4 M sz 460, i i e
THREI S , B 8 RAE M K AR TR, b, £
KLARZ 2% S A T RS2 W Wl 7, P BUZ 4
BT S I B, 1E— 20 0 i fi 3 e e

LR A AN W Rl 5 0 2L dE R Sh AT
i, LA £ 200 I B i e AR AL oKk . AR, 24
TP 4 TR I, 2R AR 17 B e A 23 32 B 5
RIS —ZR 5V A0 RERE A, WIFSE & B, {7
FHERLIREM ( dextran sulfate sodium salt, DSS) F12,4
6——=THE A2 (2,4, 6-trinitrobenzenesufonic acid,
TNBS) 75 /N2 s A AL R 45 i 2 2R 40 i b A A
HH S AR By g 2 S A 3 T 2 A6 ] R 5 B4 i
A BE H A 2L S A N S L R L B 5 i S i
MRS A, — TR FE X6 /N BG4 21
ZRSLORR RS 5 70 2 H AT mRNA %
R PEAT TIRARLIN, 4521 W | 33X 284 1 i Al fE
FE IBD (R4 fR ik i h R BRI . 5
AT 5T S B DSS 175 T 1Y 25 1 A /) BRI T A A
INERAH G LA K UC F835 1R 285 iz 2 2R Bfext R ZH AR
LU, P 2 SRR A B T Ry, 6 B ok R 2
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AR 5 RAE N Z [HAEAEARDCHE D, A, wr A 52
B, LR AR 2L SR PL10 B2 2 S5 5 A/ B
) 7B e B W L 23 A L N T S P SN
DRP1 WRRAY I LR I I8, 05 L (A
Wi N M U7 TR AR R i I R A6 . Mancini
SR B PO JRTT RAENE I 2 d o 5 DSS
V5 LR A S SRRl -5 T B8 B B Ok 2 fift 8 hE
MR PRI, AERP 2R R Rl & 5 73 2L 3l 251 i 0
IBD AT RS,
2.4 ZRIRPFIRINEEGRBAS IBD

LML IV I B 2 0 L R i ™ A A O i A, HE
ML BEIR I D BR . IR IR AL T, o i
T S AL BRI A A i A 0 A i 3 B T T B RE R, DA 4R
RPN RERY IE Haa 47, SR, £ IBD 3% Bl 8
AR, SR R IR I BE 55 W R T 1 A2 BT Y
Wi, i ATP 7= AR J2 5 350 18 20 M ) e s A 32
filo WFFEA L, IBD £33 P s AL rh iy ok 52
B WKV FE 1 v AT SO AR Tl 0 P 22 8] A7 A 2
DIRFR, LORLIR &2 th 24 WAL 4 A i 2y
HEAREEY, BN 5 i L HE R & D3,
¢ NADH Hl FADH2 1§ %A AL 4= LK | ATP 711 £
TR LR R 7 B R R R S A4S
B S FRBE I R EAL N A 7E IBD A
SRR R T I RAE W AR ST AE , LR IA
3 BN A NDREF I , M TIT S B AR Tl 1 355 1 e
%, 2Rk 52 & W 0y % ML 2 AH BT e, itk — 20
Jal T ZORAA R D RE RS, TP UGB R, 72— UC
S T 2 AR I A5 W T A S 7R SRR R W 4 5
Proum, I RV R M BEIR 50% ~ 60%
Schneider %57 XA AL ZE IBD H 34 i 4140
LRLRIT IR 55 5265 W G YEEAT T IR AW ST, A
) TRPILER, BLAl, Haberman 21 % BLE ) 1
UC B E HImAH S b SRR S G 1 Y 15 1 AR L
R AR 7 T B e s ARG F 1~ PPARy 255
 H la ( peroxisome proliferator-activated receptor
gamma coactivator 1-a, PGCla) B SPNININITES
AL A W W T RE S, 2 0 R i 38 2H 2145
o 74h AE—TUE A Ao & B, DSS 155
(R 25 i R A RS A 5 0 REZEL AR LY, BOR AR T RE AR
KR IK I TR, 45 A AL BE R L | 5 107 R
AR =35 M 0 B 45 A0 Gl i 2 1 1) sk B T
BERIE—PUESTE T SRR MR D) RE 5+ 7E IBD K&
et P e AR

PUEALIRYT T LA 4% IBD 38 4 5E PR 8% i
AALRI IR, B bR ROS, PRI ZRobE 1R 52 Moty , DA
MBS I D) e, B9 A B, I5| e 56 2 15
S92 I R K B P AL ) Mite TEMPO BE 53R
J7 05, KB 45 W 4 21 v 19 26 kL 44 IR I 45 1] %
(respiratory control ratio, RCR) 2k KE &) 1
IV (ST BRI SERGE T —Fh 5 K B
LGS RNA A7 A0 35 ORI Dy RE B L
HLAKA, Sosnovski 250 %z A% 22 107 4 B 1 4 i
RNA 7E IBD &1 [ B 20 v F2 3B A, (i Zomi i
JIEC B 37 A ELZRoRE A4 ROS PR3, S 3 b A I
WS AR AN =R PR IG FA I I, B2, ki ik
P 1) e S8 -5 B0 18 20 i Y RE i A ZE AL, 2
IBD &ML i) — AR, @ WA X
—IGL, FAT AT AT b s A TBD A9 R IR ML, A
TR BHIRY T KM P HEAT T 325

3 NG

RAE VW i 2 — b5 M b B 40 B A i K
IR G BEms , 5 M b B 240 B i) e b A 43 3 %% V) AR
Ko LR Y5 IBD Z [8] 4 G AT AE 5 £ 7 A
FA K, 22 TR R0 85 DA 3R 2 T P L AR AR 2
AE. BFFER W], LR S Al N4 | I e D) fE e
B Bl g 2 2L R I R A e I S AR 2 T Bk
it GORLAA 1 23 1k — 20 5 EAORL IR D) RE e 1
FIA L RE R AU B A, TTIN . IBD Ji 18 48 i S 1o
AL, SR, IBD JI 38 2H 21 ZORLAA 45475 10
14 = AN R A R TR, A, SRR A
£ 1BD 1 FBLE T B s34 TR0 g b B, A1,
RAAT T TR BT T ) I 2L 5 45 7 IBD &
ik A ) B FH AL, B A 3 18] A 201 A HTBL
i, X F 54K 1BD B iy AL AR T T % A
e RS K A BB
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