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RAE 9% (inflammatory bowel disease, IBD) , J&
— 20 LU V3 S S R E B e AL FE e 2
9% (Crohn's disease , CD) Flli 97 P 285 14 % (ulcerative
colitis, UC) , IR T 247 19 TS B AR00E AR5
N FESE . CD R BUYIERESAE , 7] BERZ I 5 1 BE AT
fof — )2, 17 UC & —Fh BB R AE , AR T 451 , H =4
R B AR AL W A 58 V8 A . B RTET X IBD i 24
Yayy AR AR IR W B BUROR el
H A ) S RN T2 A TR HILI 2 2%
P, BT AR R RCR

UTAER AT K B, SRR T BE RS g 7] RE 5 IBD 1Y

KA R SRS  HAE A IBD AR 7 HL S Ok 37
FOCH ., RSN i B AN UERER T
IR E A EY A AR R R A AR
o WFFR RN, ZORARIE LA, R B ATP = A 0870
AR 7 SO R 25 IR G 1T BE A A S 3R 48 10 S G L 5
R i 18 86 B o 11 32 480, T8 IBD () & A, I RE
JE R, fEIR YT IBD T B — R AT X 2ok AR A A
A B IRIT R, MiTh 25 G 7 & 2R E e e B
AEE LRARTRE 0 H RAE RV W ) AR SCERIR
T ERIAARLE IBD VR, LA B v B 243 5k 1 2ok
TR i6 IBD By SCER A TAR IR, 4R B 40 F .

EETIE VTI0E SLA T 508 B AR BEF AL 400 H (BK20221178) ; VL9RA BFSE Ak 52 B A #2155 H (SJCX23 - 0933) ; A i i RHL 101551 B (3 KR
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1 IBD FHYELRIATNRERF
L1 RiiAhE R R S-5 IBD

2R AR 20 b Y R 1 AR AR L S A Y B
HZ W R 5 ATP I G . 2ok A RE
i I B B 52 K R AE T B T R E AR B0
P2XTR 1 Wy IR We E 32 1A ) — R IE L, 76 ATP A9 45
T AT AR G A B A A R A TR

Ji | Rz DI RE I 5 B MO T RE B R 4R R,
SAE Y RN Ry 2 bR Re s B = A E, B iE
LU R I S ok IR e AR A B Y
HERPHE S5 T e MR RE . LR,
ATP 7KV B 23 I =y 8 S8 0E A b e 400 i & A= 5
FUBJAE UL, U TNF (L — 6 %5 05 R 38, [t
AL FE ATP 1977 A, K DAY B — 1 B PR 35
It HR IR T 3l v iy A 40 R B A RE 4 4L Y 2 4 4
A ATP, AT LAFFEE300E P2XTR LA I 240 fitd 36 i 4 5
EFYNMISET - Lok ATP () AR 2 (1 4 B Ak 3
I, T b R U SRR T 1 BE 1 BRAC, 1A AT b
FIB , S BOIAE YA

g B Rrid , Hargr 5t IBD 93697 DLSE BB IR @ &
o EBR AT R X 1 T 8 A 5 0 12 B T v Y e R
EERFIRIRAS o TR, BENZORLAR ATP (19 7 2 B
J b K 2 i 1 A A AR AR B L DA T 800K A o B
yRE=,
1.2 SRS 1BD

AR (oxidative stress, OS) ML I — R 75
N, 3k B R 4R (active oxygen species, ROS) K
A A ALY (active nitrogen oxides, RNS) f 1 5 FImE A
FRAS B P-4, 238 35 DNA 2R 1 50 R I Jo 5 48 i 431,
fil & P R SOV, SO A AR o SRR 2
N ROS iy 3 2ok U5, 4 R0 AR 36 P % (mitochondrial
reactive oxygen species, mtROS) /-5 T &4 /MA NLRP3
T A5 S E A IR 7 IL - 18 . IL - 3.IL — 1B i
Y Ra

7 IBD (& T IS LS P b ) 2 S S i
AR I R R R B A AR A3 SR T Y IR T R A
A GE IS BEH K B - 1% b R 55w, R SEAE
RS THBCAEAB I BE AR . X5 T IBD X F g 14
HRE G SE PPN UL , SORLA S AL AR i ROS 2o 2
I3 U 8 AR A L U g T T RGN, i T
18 Bl U S A IR B IR Bl IL - 1B 1L - 6.,
TNF — o S IFN — vy 55 RAE N 2 i 55 , 15 127 1
AT IETE R IBD BB AR AR A
VORI Y, SE T 7T A ROS Al 43 NF — kB 455 5

i 5 PR 1 7= A T R B B RE RS . S,
WILSON &5 "' fF 5% & B, SR AL W e IR B3 i e a1
T T BOK R ES 1 DA FE Rk sh i i 2 s, & TRy
M5 . o E LA (H,0,) 2 5811 &1 & S Y ROS,
HZ5 ki A & LA R e 4ad f L, uc &
A Wi R o 11 41 M= e 2 RS R 0T, R A ) Iz B R A
FEHCROS {77 A FUR L, Wi A Ak A HL0,; IF H.CD
A AR R HL0, VR BB B S TN, €D RS g i 22 4R
J&5 , ROS AN Wil = 11 41 R B 73 1 2838 LA JFs 2 i 4F
AL 20 B ST URD R 20 S 5 A RS R S 5 0 A
A A LU R 0 10 A M B N 2 S U
B YAl 5RImERAEY . 1ok, KL IBD B
TEAR T 9% 1 B A2 3, AN HEBR A2 Mg I ) 2o Ak 5 1 A
LB REBEAS WRICE IR N TR

25 LRTR 2R AR AR 0™ AR R S 1) ROS i i
T BB A2, 8 TR RN, A0 SR Btk
18, AR UEEF AL AR i ARORE 1 J L ) i T P 7
TXLEHF ST F W, Lok A S Ak 1V I8 AT RE AR UC R CD 1Y
WTEIRITHE AL
1.3 Zehiikah Iy 2% (RGN ) J i 5 IBD

S TRLNTRUNG R EAR S N TN i I e ik
ATP (094 B LA B2 3] mtDNA SE4% 5 S5 2 4 i 43 24 |
5 RENTE AP ES Y TR N3 A S AL NS
1 B E ML #52 1L (OXPHOS) .mtDNA ZE748 | ROS /=
A B TNF — o IFN — y 55 RAE B 743 W6, Jin i) IBD
o T 1) 2 Ji s b AR R4 AR I R IR e B AR | W
SRRy e 2 i LB A ZE AL L ROS A URTRS ik
S5 mtDNA AE RS 5 , R% ARE R AR RE /MR
A WO R AR DGR

WFGE A B, 18 5 5 240 i 207 AR 8l g 2% 2560 0T g
& IBD & AR B — > R 43, P10 S — i o 417
il 8h & H AL HE H - 1(dynamin - relatedprotein 1,
Drp — 1) (ZRLARZIAR 1) B i) Sk il > Gk AR 24 AR
153, BELIKT DSS 75 5 7 48 /1N SR 18 L B 240 1t A e
41 B 2R AR AR AL P S8 AE ek 2 25 B R I RRE
RS SR, UC B34 245 1 B 20 i v ) 4ok AR o i
47 SES AR E D T B AW, Am T
2 R 5, 3R WA o] Sk A S8 T R 4 T R Eh A
el F R A A SCI R, CD R F i ok
A FF B — LF82 /8L , I 7% 1 Drp — 1, fifi ROS A pi{ 3
i, SRR b K SRk 3l g 2 Ay, B E L
REAZ A UL I R AR TR K T R IGFE
B — LF82 5| i Yy b 2 3 85 M 3G i, Ak 4 ki ik 3l )
FYIRE AR T bR,
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25 LA GORLR Bl ) 2 S IR T R 1A D) g A
T RAE KN 1Y SCHER A2, 76 1BD IR 7 o 2 v anfif L2k
RZNIE WY UL &5 A NI DA o 2 S L 2 N PR IR o
YR BBIESE 7 1, AT PL10 AR — AN S 5, S
15 B 38 o 38 i 2ok R 478 gl A A O mRNA 3k D
DROP1 R Ak A B AR ™ B R
1.4 Zkifk Ca* Z 8L 5 IBD

Ca BN FEFEMHE FZ —, 2G5 1ESh
BIER AR, AL T AN A SR AR 20 i o R P Joit
WA T 20 i 32 4K (T cell receptor, TCR) 755 19 T 41 it
T AR TR PN D B ) — R LB A2 K (TP3R) , 3K
PR P R Ca™ R I, LB PR R I Ca™ ik
JE TR B R 1A N S A, — B RS AR 2 4, Gk
By Ca R, 251 & LR IR T B B A%, 175 5 41 i
T

X IBD 851 7, o 18 2k 5 e s 3 1ok 3 5% W 1
AR TRk e FE I8 R R RRES PR L 2 B0
PR 35 T 0 0 R 0 e YR 4 D 2 — T AR 45 1 2
AR BRI W, S8 Ca¥ i 2, B RE T B e
T, P 8 PR 9 DA 4 D 2 8 8 R R R 21 i T
B Bl RAENE , (RIMIFSE R, PDK4 6l = (#1715
CD4 T 4 i i MAM JE BRI /0 1 MAM 2 P9 5T 1) il
LRI 2 [ 55 5 B B vty 3X 51 Ca® PR M 2R 1A
N Ca® MR BE AR . TMX 2 48 Jf 455 (4 3% 15 7] , 7T
PIMAGE Ca™ 76 MAM AbREAL , 2 0F N I — 2R {554
iz, JCE LR 1L , 2 5 ATP A9 AE B, LAV Y &AL R
AR (ORI IR AL A A DL K DNA #5405
BEAl, Ca BT (0 40 25 730 38 0 1 T S8 Treg 40 ff
1L - 10 92235, A 25 T IBD IRYT o

ZE L TIR VAT L AR 14 B SRR, AR
A A B - 485, 157 1 ROS A 3 FR K RE H i) 2k B T A€
oAV e A Ty i I A T I £ 490 60 52 M) sz 40 S ) 38
/P IL - 2 0L - 4 1L - 6.IL = 17 \TNF — o fil IFN - vy
S5 PR A R IR TR L A0 1
1.5 mtDNA %748 5 1BD

A2 mtDNA & — B A ALE T SRR L 5T v i) Ftk
o S 3T A EE B, 24 S A A% B R RNA (22 5%
& RNA FI 13 4> S Ak B 2 Ak BT 6 75 09 8 (1 ™
mtDNA 6= 20 8 [ R AH OGO I R 48, #H L T DNA %8
A5 B R B K, 76 NLRP3 %5 /AR T b ki 3] 1 56
SRR, T DL RO A ARG W IL - 18 7R T
IL - 1B FIFN — o AP BEIRLRARER S, H T mtDNA
SEIT A AR ) 2 B E AL, B 5 51 DNA %
AR WRTE R

IBD A g i R 24 B IS I 3OS, B IAh
TP53 Al FBXW7 2848 U F- 5 5 IBD #H & 5 5 34 A Al
JiE 1) % J& | S 1BD (1 JC R AR 98 P, 006 Toll #3214,
i 3 NLRP3 & 5iE /MA Al STING #: 42, fith &% MAPK Al
NF - kBf5 5155, #0140 i 16 Bt B, = R AE 1) 1 e
fEHER - AL . S 5B, miDNA 5 CD
(R I SN R JE S AEAH G , P LASTE STING 3 %, fih %
ELWEAR 23 WA TL — 6 ) TNF — o Fl IFN — B &5 R A 1,
JNE B 18 8 9E™ . miDNA 28 725 RE 46 2 48 AL B 2 Ak A
R 7 SRR T i, o o 4 B 3 K S BE ML 3, 76 R
UC fB 5 25 W B 2 20 v 2 i e iRkl L 1 A
P 195 AL , ELUC 38 & A R 1 R I FF 18 55 1
AEPRE, (43 ROS AE B I, 1755 miDNA 2848 19 155 &
A7, NOD - 2 S T RE Y e 2k 8 Ar S it — A i
DNP B IRZERi AR ATP & 15 | B2 1 1 Kz R B D i, fe £l
Wi RGBT A DI RE LG , b M m S R 0, B T B
21 it 3 X 40 T i 2 40 ) R A

25 L iR, mtDNA 28748 5 3 4R AR T Ge B 15, i
T VR A B L BE R B = B AR e A, Z2 A7 TBD R
B AR , IF D I R E .

1.6 SRk A LES IBD

SRR A W AR NS AR AR L ARTE I FE 4
60368 o R AT 9 2 AR A B 40 S B U o R
B8 G A O Ea % YA L NI 1L o YA N RS S 1 T NI R Rl
R e T b/ T oox L AN R (= B A O E N =)
Wi AR T G e K S 5 A SN T OU R B, 4%
A B WETE R bR PIBE IS , VINCENT %5290k, Nix
SRR 7 g ) SCERER 1T, Nix /-SRI AR [
AT LAYE Y g T 4 0 303 ] () 2R AR5 403 , D RE R
Parkin j&—Fl 312 % - B 1S H0, L Sg R 2
it 24 7 1A A IR B 8 Pink 1 IR Ak LA 35 2ok iR 2 |
RAFHCAAN B SRR A WEVE R . SCie R B, i
= D/ R D ZAK (vitamin D receptor, VDR) BE IR 1] fiE
i} b R @A fe 1 T R 30E BB B, Parkin 55 1)
VDR [ i a] i it {2 7F VDR 5 p62 45 4 10 H W - V5 i
RGBT SZ P, P Parkin/VDR 38 B% 76 s b Rz 40 it vp
IR, 0T LA i B e B, D M 1 A E

SRR B WS I ] 5 | RS B 1 AN R S A A
BRAZ 40 YL T R . SR & B, ATG16L1 \IRGM
S5 MESE PR iR KOS A D) BE R & S8 A EA T
F 1 B 440 6 P 200 A1 3 B A2 A0, 7 | A 0 A 2 1 R R
i A5 5 38 B OE . A RER TS CD B R R AL AT
K, CD B KRR —Fh < BB AR 7% QAN
5 WG A0 6 P 4 25 2 200 B IR T 28 0 s SR AT
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AL TE AT AR, £ BUbR M O ZF I e 28 . 7R
FG 40 A2 /0N g [ R TS0, 0 o 40 DA T T BT 1
2 MR N - 4(Ang — 4) 1915 T 552 1 18 B0k
B AR E ek L R A W EQ A AR A Bl = B A A
J 38 96 i () PT RERR . AR AL A 7= (AOPP)
FE CD 2040 5 15 PR % 36 S22 A7 AH G, L3l a2 a2k
5 57 84 MAM JE i L Ca® BRI MPTP FRARK 51 2 28 4
(I N Wl T | N 7 i SR ) 7
KHALOIA 4527 g 57 7 TNFS™ 28 28 B R ) | 2 B/ B
[11 g 4 H 11 WP X 2 1A ) A 72 5 9 4 o e e - 3%
T R IR A 5 5 i iz 38 T 40 B H ) Hsp60 B = 25 33K
RRLIR TN REREAT . BFSE W, SRR B A 6 B A
Parkin Fl PINK1 7£ UC B % 1 &K AN 2 CLUH 2 AN E
W 241 6 r i 4 PR 0 W 1) A7 9 PR, T A ok
K E W 4 0E , UC B 44U Y CLUH /K- B 5 %
K, TR R R AR | 2R A 15 0 ) R T A 1)
AEREAE >

25 LR 7R IBD b B rp 2t gk ik [
DLAIH] IBD F8 3 1 I 8 45 , S e Ml 0] 4T TNF - o
LG, ANBRIGERS SRR E BT O Rl E I AT DL
T6 M2 B W 40 A NE — «BREMRAS: W, BARX
L2 Tz s T T R (H AR [ A i DAL
i A 5T 4 )
1.7 RN AT 5 IBD

1B 0 T — A A2 Y AR R AR B A T A
DABI 1b X6 20 20 Je A A 7= A A B A G i S N, 2 B
H AN A (T 40 R s 4 e 5 v R BB T 324 A R
PR 38 42 1) R 44 1) 0 R 7 1E S s BE T 40 it ) 52
B LRRRA TR TR B Bel - 2 R AL B R Y
(4, 2B AT A 7 240 0 T 0o R o T e e L R AR U
I R A E A ORI S AL (MOMP) BN K
SRR AR L BE T () SR TR R — b R T R

WF5E 2 1, SRR A T 1 8 1 BE A8 3 2 453 493 AH ¢
53 F R (DAMPS) 51 & 484 , W] H L BAX/BAK fL 1Y
TE BRI W43k, 41 M (238 ¢ .SMAC Al Omi %5 25 4 4
T, s mtDNA () B, G cGAS/STING & 42, 41 i
e R A BTG AL, 5 S NF - yBIR RIS , 51 &
I B E N, FEIL - 1B FIIL — 18 S5 2 48 [H 74
RIS, R S, AT LA 4 o 2 R R e
IR T, DANNE 2538 i 3 2 4 M AR 7 e 3 v
PR 20 B ) Card9 626 375 5 2R AA I 05 AL I E R AR
W T 7 05 A6, mtROS A= B I, 1 mtROS 2 41 it 4 7
() R e R 3R IR P MR AN A Y 3 SRR ORI
I s g | b AN i R BB T R BT AR T L i

FERIFEIHL JNERAE . BRI, OBEE T LUOE B
W 240 g v (Y TLR4, 455075 40 7 LPS 15 3 (1) R AE 15 5 1%
5, fefeiE BAXFLIE L, 1755 NLRP3 SSAE /MA F 3
MOMP 45 () SMAC 1T D fish & 0 40 H £14) 98 i /MR
L f A

25 L TIR iR LR IR B 1 A PRBE I R R
o R 4% Tt 140 375 P B BAX/BAK AL B85 #3241 11 541
e BITEBT R OAEE .
2 HEHFEEAEIIEERE IBD

R 2E B T IBD R 44 0 2%, AR 4 H: il A7)
I ASREIR , 5 5] L 9 28 o iy IN 28) “ ke — 1), K
Z RGN ISR A G, T EEZ)4E IBD iYIG IR
H L U T T IR YT AR LR R 2R YT BRI
ThAE R AS- S 20 IBD BURFIE B A Y B s .
2.1 PR Al RS TR P R AR D RE R YT TBD

WESE R I, 45 1 9 K R 45 I Fh R 5™ 2, LA SR
PR BHTE A AN pH B IN  ATP4a 193K, 1 =L Ag
B INZE s 1 R ATP4a 25 [ 23K, HEIM ATP (1) 55 5t F
SOD {4, 3035 pH (B, Vel b I A, 412 22F 445 P 2 B0 4
B SRS E 1S ROS 1 143, R R
FEHL], 51 IBD A &, rh B 25X IBD (3R YT EZkL
REAL RO T A R fRLr dnfad: iR - 2(Nif2)
S UC 1Y SRR 9 AL, £ FH & UH W93 DSS 175 519
UC /) BUBE 3R IS, 2 B Nef2 8 455 09 F I 25 11 GCLM,
GPX1.HO - 1 FINQO2 iy 3R 3K b Z 3, 6 HH 35 1 K
Wi B2 SO BE 08 RO Nef2 {7 3 g% 410 ) S0 0L I8N 5%
SiE SN, PR A2 S A ST A, I B Lk 25 P R 405 1 n
E L AR, ZWMCIF L R MR
Pt S5 0] LAV P i i A 0 A LAGS B3R 7 1BD 1 H Y
R T LAE BRI 8 P9 S B T TR B A
PO 2 Rn A N A1 ROS 7= A, i Fli 2 B9 ROS, AT
PETHA e H BT B s AR AR A 2000, IF i Wi E 2
TR AL RO, DA AR T iR BT R Bt
AALI B Y s 2RI LI I T BRE: A AKF R
TE A o Bl , 3R 20 — 1 SRR Em SR E AR E
ik, {23 SOD My i% ¥ , IF 3 i MAPK/NF — kB/STAT3
WARE S RN T 5 LAk, 228 Bl JAK 7/
STATI5 {5 5@ %, FMIL - 21 0L - 1 |IL - 5 %4
58 20 L PR 14 KT, DL SR 1 5 e 400 G 1 A Ak %
fir EAL N B iR R BB E X Caco — 2 iR H.
AR ER , LABA 1E 1,0, 38 40 i p9 23 e H K& 215
SRR AR T iE AR R RS, A
B B R L 155 Tregs A Th17 20 Bk 85 7 18 1
A= IR AT SR 25 B 9 1 e A i/ v P e 4 e 45 P
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HAREE , FRAE T 1L - 8 /KT ZRokiiAkThBE AN
A R O 10 3 [ A R 25 BRI AV E R i R A
W UAR BRI R B Nef2, BFEAK ROS 7KF I
RARRR T RERRAT J W I e A i

BRI TF 433 - fh G S AT h, PR 2
FE I I 5 T 2R Bl 0 27 P A LI YT FIAE 27 IBD %5
HERR X R PR VE R AR H HTOC T IR 5 1 SOk
B S5 22 S ORIN R RS
M oy, B @ i SR A2 T, 205
FEUHR A R IR S SVERIRIT UC I H 259, vl
F & p-PI3K/PI3K . p—Akt/Akt . Keapl . MIRO 1 DRP1
F AR, LI N2 FTHL Fll GPX4 # 1 #5k , HOR{Y
RIEPUEALRLFE i HA AT kiR gl 4 A ik
AE AR 2 4E ], B 5+ T Keap 1/Nrf2/GPX4
DRP1 15 53 [ i SL B

“HRINT B R AR, AR SR A R B s 2 P
PRI V2, B4 5 Parkin NF — kB 454 FI ) 3k DL IR
R A WIRYT UC, A1 H RN A, K ikgR
S B, H AT LG Nef2 (942 R, 338 i 2k 1 i e
f7, AR N ROS B9 & &, J 2> IL - 18 1L - 6. 1L —
17 'TNF — o 5542 5 PR 19 4306 , 335 o Ak s A il
A e H kst S Al Y 5 i, FLIE S 0 Nef2/PINK 1
AR LRI A E T RENE—F i A RUE )
R WG 21 4 o 7 AR 0 B TR T R, A I e R
il 7 NF - B AOBEBR T A NLRP3 48 PRI A 38005 LAt
LM 48 3T 8 1 B Pink 1/Parkin 926 IR gEoki 14 B
Wi A A, R YRR B B Pk pUE SR AT
G SEAE T, Tk BN A RIS IA N | B B S5 AL B R i ]
PLE AMPK/mTOR 38 (#3875 iz 18 BT 45 41 i [ s LA
EL i Yo A R AL & 7B B | s e P T
T B A S B 2 CD B A 4R A R AR .
S0 i £, T B B AT RE S 02 p6S B R 1L, 1l
NF — kB {5530 # 5%6 5 , JE 06 A W, 22 /% TNBS 55
S CD/NRIA R A AE o A 34T Ju e — Rl A= 3%
TR A B B A Y MEVE R Wl AT LAY ERB/
TRIM21/PHB 1 38 % 1fij 6 5 4 b 410 o) 2 A 1A A 52 14 4
ORI T, B 20 A A 5, DA T R 2 285 Y 2 s - 4
£F IBD fiz 38 B¢ b 0 52 . B2 1E & (sakuranetin,
SK) & — P HHY 40 L S 8 Jo T 47 JoiG BN R o A A T
TNBS 7553 B 45 17 RASAL/ N & B SK BE B 5 FFAR IR 1
55 BYIE (R Bel - 2, I8 Bax Fll Caspase — 3) , fill
il TLR4/NF — kB J8 7155 BB , 25 R4/, SK g8
03 CD Wi S RE AL S0 005 , 4 i Bt e e

PLAk, R R RN T AR AR KR

B IAEX BRI RE A — 4B R R B
TRARAE T I0TE B  E45  IRBE AR S 2 I B A 15
FESE 9 1% I VE o
2.2 W iR LRIAR I REIAYT IBD

2l 5y AT LA G 2R 2 FRR B DI, DT A A%
RFREERRIT RO . B8 IFIEIESE , DO LT A
BV AtpSgl ., AtpSe . Atpla3 Fil Atp6vOc 5 mRNA [ 1E
HOK AT ATP BTG, S0 ATP VR B, Bl Zhr
TRBE S A LAIRYT UC, SR M L AR 7 M AR v fpafE—
AR BLAh, H B F T AT DR ORI T i B
FEUESE , TCIBFE UC H 1) 22 fff 0134 2 15 sl I ATP 43
f# i (Na" - K — ATP [iff, Ca™ — ATP iff ) 2 15 7K P B i3
Yt Foevbhis I REA RS UC g i IR TS (B
TR LB A REAR

LA A MR T ST 1Y) F2 S I, AR AR
TSN 23 300 IBD 1Y & A H i H B 24 0 42 Sk R
AACRL K LURYT IBD A RAFAIPEH . AR5,
F kS5 7 HA s bR D fig R I B T RE PR
16 52 15t 9 SV R, 3 2o 1 i 55 22 AH 5 9 mTORC
5 RNk D SR A N ORI DSS 5 51 UC s 9
R, WRIREE LR DML A H FIE O]
DA3E 38 5 R 4 A FR 2 DL 5 45 1 B I SOD /K- | AR
PR (MDA ) 7K SF- DA T ik 2 445 i 786 5 ok 44 LA 8 75
MU fE B B AR

AR RLG - 242878l )25 R A 5 IBD i & AR I
P I HE AT G, v 24 52 7 RS i ek 1A B ) 2 5
T BELT B i Jr o AR A S 2Pk UC /)N BRUBE
Y, BB EAUINBR S 357 OIn AT 8 AL REMGE 4R
BRI SN EE s T K LR 24 H Drp 1 93535
PG LA 24 PR HE A WE LA L - 6 8 RAEH T,
I 2R Bk UC /N R B B 2 5 I PE T . A T
BRI FER) h 2 MU R B AR S il a9 1 4
HA 2 (L) - 18 Ml (MDA) B33k, I T ok
YRR G IR T b B S M IR, LR AR T
FITC — 7 SROM (038 1t , 14 5 9 Jz e BHL g, B4 1L -
21, 1L - 17A I - (MDA) iy 3k, {2 #F SOD i3 4
L& (CAT) A BEH K (GSH) .20 - 1.1L - 4. 1L -
10.TGF — B (A 5L, Ud W ik &6 AR 55 3% 7 J2& — Pl A 2
PIBTR A, AT AERELR AR BN VA, Dol S A g, el
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Inflammatory Bowel Disease Based on Mitochondrial Dysfunction
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Nanjing 210001, China)

[Abstract] Inflammatory bowel disease (IBD) is a group of global diseases characterized by chronic intestinal
inflammation, including Crohn’s disease (CD) and ulcerative colitis (UC), and its etiology and pathogenesis are
still not fully clear. Mitochondria are important organelles in cells. Studies have found that the decrease of
mitochondrial membrane potential, the decrease of adenine nucleoside triphosphate (ATP) production, and the
intensification of oxidative stress may promote the abnormal activation of the immune system, cause damage to
the intestinal mucosal barrier, lead to the occurrence of IBD, and accelerate the progression of inflammation.
Traditional Chinese medicine contains a variety of bioactive ingredients, which have the potential to repair
mitochondrial function and inhibit inflammatory reactions. This article summarizes and sorts out the prevention
and treatment of inflammatory bowel disease using traditional Chinese medicine based on mitochondrial
function. It is found that traditional Chinese medicine has the functions of alleviating oxidative stress and
regulating autophagy on mitochondria, thereby exerting anti-inflammatory, antioxidant, reducing intestinal
mucosal damage, and delaying disease progression. In addition, the mechanism of inflammation—cancer
transformation involved in the regulation of mitochondrial DNA (mt DNA) mutation by traditional Chinese
medicine is a current research focus.
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