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Abstract: Inflammatory bowel disease is a chronic inflammatory and immune-related intestinal disease and
represents a major global health challenge with its incidence being on the rise year by year. However, the exact
pathogenesis of inflammatory bowel disease is still not well understood. AMP-activated protein kinase (AMPK) is a
highly conserved cellular energy sensor that plays a crucial role in maintaining energy balance within the body. In
recent years, studies have found that AMPK can slow down the progression of inflammatory bowel disease by
enhancing intestinal barrier function, inhibiting inflammatory responses, exerting anti-fibrosis effects, and promoting
autophagy. This review will explore the aforementioned perspectives, with the aim of providing novel insights into
therapeutic targets for inflammatory bowel disease.
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A O R AL by I M B 55 K i
WA R A5 S 2R IR A G . X IBD B £ 5867
J5 vk AL A (0 A K A R R R S g
TR ARk, B B 25 (AN A A 2R - 12
U AL 22 =23 UM - o S AR W R R 4 H
PUAE EAE IBD BB P RS T 8 iy Rk (H K s
FH I 2 25 W) 7T B 2 1 05 14 94 L2 96 ARGl w7
PRI Y XU o e Ah ol TR B 2 W A R e B A
B TE RS 1 AR PO 3 T B, DRt SRR T
BRGYT T TE A BE

MR R I 1k 2R 1 B (AMP-activated protein
kinase, AMPK ) J& —F 22 2 2/ 75 24 IR 45 Il , |1z
FETE T EAZ A0 M b, J2 2 45 20 M e R AR S 1Y 2
o AMPK A7 #if 1/ 38 (B , A9 5 Ji 3 5 s Ll
JY 18 5 RE KR T W T B AF . R, AR SO X
AMPK 7 iz 18 £ B v 47 18 19 4 T R A5 254, OF 20 i
AMPK 5K IBD ¥ 7E IR 7 HE R AT ATk

1 AMPK &# K IheE

AMPK J2& — P =y B2 DR <F 19 20 i B & L 4 2 L
AR T ALY L Sh B R S A AR i sh
XF YE R g A A o BRI MR T . AMPK i 34>
S HEZH B, 53 590 Ay AT o R I R BRI T I
oy, BAWERAGHFLZTRE (ol a2 . B1.82.v1,
v2 Fly3)P, — LA L2 i 12 B S = R A, 914301
FIBTAR R0 2 h . Hoh, ol SR 92 53
A T 40N, 1T o2 S 2 WU HE O JIL L FF I 4 L e s
FIR 5 B1 LR 32 F AR T E b 23k, 7 B2 MY 7
WL iR sy y2 WL 732 43 A T A5 Fh 4l 41,
v3 M7 R A AR 1 i LR 355, AMPK ] 78 45 Fh AR i
OGB4 B ML U 3k, TG 1 22 I —
2 (adenosine monophosphate, AMP)/H3 1 = W% iR
(adenosine triphosphate, ATP ) HCR A VT, IF 9 4 b
RIS, AL | e S A R RE 52 e 46 4
P BT o S 455 22 SR/ A TR 45 )
FIAL T N= 2R 3y DX 14 G B 5% 2 Thrl 72, J2: 38 4%
AMPK 35 28 S H B AL o Thrl72 Al 45 34 2
A P B A B B 2 (calcium/calmodulin dependent
protein kinase kinase 2, CaMKK?2 ) 5% JJT- A 3% fif# B1 (liver
kinase BI, LKBI) EL #% W B2 1L >4 & N fi% A2 &2
(AMP/ATP Jt 75 ) B, | i LKB1 8% CaMKK2 #f i 1t

Thr172 5% % , M1 4 1k AMPKa I 2, 5 30 T i
AMPK BB Ak , £E i K4 ATP, I [R] i 41 1l ATP f9 i
HHFE, MR UERE SR . y WL S 44045 5 R
MRS AZ TR 1 2 e A A TR - B— 5 M 25 A B . AICAR
(AMPK ‘& H 119 25 BR800 1) F — B XUIC2 AMPK 119
] F BTG 570, AT 40 ) 72 A ZMP (—F AMP 219 ) F1I
AMP/ATP 2K 3% AMPK 1Y y AR, B ES A 14
oKL B WA, 5 22 SR /9 5 TR T 45 He) 35,
— e L [R] B AE 44 245 4 R P 10 45 B A I
{7 AT B /NG F 3B 7 Canfk &4 991 Fil A769662 ) .
AR A S

2 AMPKZ5igiERERIPMER

38 S5 o e ML AR 5 o A1 50 P 5% 1) e KR T, A
A2 58 3 o R W WA, T A I 40 B B 5 3R R AL
R 22 VR T . AILBH 5 [ R G 752 5 B Al 1 1 i 1
Ji# B
2.1 AMPKZEMENHMFEREHRHEZIER
% 3 HLAR 5 5 S PR A Ry B B, ARG S I
B A E B ENUZ A, fE L, B
% 4% (tight junction, TJ) 8% 45 & b & 40, DT £
P I8 G 32 AN PSS 36 2R I 1 ALK R
k8 O . T KW B B A (4245 Claudins
Occludins ) & M43 T 1 Zonula Oceludins (Z0 ) 45
FHAL M 3 3 Ff 26 R A B 2 1 e A B B b R 4
Jii (intestinal epithelial cells, TECs ) f%) 40 g 5 [, 7] —
ol A 48 41 i A 5 5 13 0k 201 8 1 A i 4, 3
i I Bz 240 M 1) 2 2 K R, T A AL T A L i
WEERIEA . —BHUARK AT 425 mE M T)
J5F Wi D) B Y B A5, o et A (AN 25 28 M 40 0 L o B0 )
AT ABUR , S 80K LY 980 20 i 554 |, B
RE 20 R F- [ 40 H 40 i A 2 -6 (Interleukin—6, 11—
6) IL-B . 8 IR 3E A F —a (tumor necrosis factor—a,
TNF-o) 55, 5 30K A= 4 B 0 25 0L S 18 R i =
5, AN IBD | [ B e Ve I B b DR 45 o

ALY AMPK 3l & b 98 T) 8 (8 95 1 Rz Bt s
Yrhe , 14 7 18 0 BEFE D AR . Gl 5 R 45 W R A
R A R, R RN A W A e
I 4k AMPK {22 #f CDX2 (19 2 3k , DT/ 25 TJ 28 1 19
A, A i 1 R B AR M TR M 25 M A 1 S
55 v, 8 0 AR A 20 R |4 55 O 1 R T
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i34 %

febw, s b R e e e M S5 R R B B
KT g b B 4533 0 46 52 A FH 55 38 5 380 AMPK A1
PLSZEM, Be Ak R AMIF T 45 S 2 B, AMPK B33
5 74651 991 AT REAIK TIs (9 43 % , B £2 Caco 2 4 Jifd
(N o2 [ 45 i it s 40 L, 45 40 R0 ) B AL 4 A 1 /N
Jir b Bz 2B ) v T B AL e AR b R B R TR

Fi4h, CDX2 J& 2 5 1815 1ECs 43 1b 1) 56 5§ 5%
T, EZAEAR Y bR 4 b 22351, CDX2 fiit
Z 23520 TECs 4346, F5Y 7 AMPK 3= 2247 T i A
25 i 90 b R R T , 24 AMPK Bl s B e 2 35 1%
Ik CDX2 i Rk , 1 17T 0k 8 g 3 e B 2 B v Gn T e
TS ¥ 25 PR TR) B2 B i 01 40, L 30 b B 20 o
B 3G AR A AR 25 AR, AMPK A i i 4
5 CDX2 HE K Rk i 3% TECs 3k Al BE Th it .
22 AMPKXEREREZXEE

i 3 G 2 5 5 SR i 66 R o 928 Bt B, 1) g R
W T IAFE I . s 6 B S B Vi i Pk, AN
Ry, IR AE N AN IR B 22 (B ST B B . i i B
B (14 OC 5 B 43 40 45 B B K (antimicrobial peptides,
AMPs) 5 WA B G e Bk 8 11, AMPs 7E HIRAH 17 18 <
o R B OCHE ZVER] . BF9E K B, AMPs /K-
B 75 AMPK 8% % 16 %) 98 /0 T [, X % B AMPK 5
AMPs 23k 0O A WF 58 R BT, 78 1BD /)y BlLARE A4l
Wi, AMPK [ Bkt 2% U8 55 T AMPs 2% it iz 3 452 405 1) BE
M, BRI Z Ak, AMPs i AT 38 2 87 LKB1-AMPK
R N B O e RS, R, AMPK 1Y
PTG T ] VA 455 AMPs (19 K3k, DA T3 58 iz 38 f 92 e
BEAEHI

g1 W Y 4 95 BR R 1 A (secretory immunoglobulin
A, SIgA) 2 —Fh Z SRARBUAR , 76 5B o Wb ) v s i
W, AT 55 TECs J 58 M 2 18 Fr) 2R & SR 2 3R AR 1 A2 4
455 BIEBIEN O 5 & SR A EAEH
AT BR ] e A TR A AT M B R B B b R Y g
T, FEEERY IR, SIgA P\ Z FRAIL X e 92 K HE AT
P 0T YR 1 N R R AR BT A AR
BEAE M, A B AR T RS 14 5 171 i B RE SIgA
o N, X R A g T T R T R
P AR R B R W R, T i — 2D BT AMPK™Y . A
PLESKEF 16 1L B9 AMPK A] {2 F STgA 7 % 18 () 3
Ik, T R T ) S 9 B R D) RE

2.3 AMPKEEMEYMX ZHXR

A5 1 2 0 J2 , 1 18 AMPK A9 30T 45 1 38 A
Ve VI OG . W ik 2k W IX 3 B 3 R B T g
(T LI e B 0 S e e BB ) A 2, A
B EGE R BR, J A N I R T LA &5 W A i
AMPK?Y, XUEEAT T FLAT B F1 28 T T B 20 1BD,
i AT B 23 0 5 TBD , B BE & 5 A TR AR A i TR
S LA S A B DT R O T Y 25 R AR R, 1
i — BRSO B 6 3% 2RI 34 o i 3 A 4 X R R
BROIRAE B AT A6 EC R T R B IO AT B Y
B AR E R EE R DR AR BT Y AMPK {5 5 i
— A A A KR B £ A0 TR KRR A
FYNT A8 5 W BB B

3 AMPKZE IBD T 51EF

IBD J2& — il 1 i 38 4 i 5 | 762 1Y A 28 P, 24
W T8 U A 98 HE BN I, A 5 A 5 A AR 4% AT i A
5, ik T 240 I AT AR e M 200 i Y 3R A O IR
MG fRZE . SCHRAGE PR, 38 2 E 14 9F J 322 14 A
TPET A0S RO PR T AN At £ AR R 4 A R
TR B A AT AN EE 45 i 2P PRIk, A R4 BH
P2 R A0 A 52 IBD iRy 7 S i 1 B R P
3.1 AMPK T NF-«B{ES#I# IBDH LR

NF-«B H B 2 10 A% % 467 7T 3 1o 5 42 2 4
JHLERL - 9 7 A ECIBD f HE R X 5 ZHANG S5
I 1 IBD 5 1045 17 h NF-kB p65 263k B 35 T i —
o Y AMPK {5 5 00 T 9 40 6 45 0B B
5 B 1 (silent information regulator 1, SIRT1) . kappa
B A ) 5~ L X3k & O (forkhead box 0, FOXO)
R P53 ik 4 A A4 38 58 ) T 52 A -y R O
T -la (peroxisome proliferator—activated receptor—
gamma coactivator—1lalpha, PGC—1a) {5 5|0}, NF-«B
F O BT VR AT A 2 I TRy Rk . — T
SR B RS I R W AL ) AMPK W] 45
SIRT1/NF- kB i 44 A 410 ] 7 A= 4ie 42 40 Jifg P 511205 1t
G, A B e I S 3 Uk A 3 o BTG AMPK/NF -k B/
NLRP3 {5 5 il , 98 4% 22 i 28 B B 2 4 (dextran
sulfate sodium, DSS) 75 5 1% IBD /)N B AR B (14 4 E J2
Wi P A B PR AR AR, AMPK AT 38 5 R i NF-«B
AT 400 ) 45 i 5 1) 2B, AT AR DR VR TR I BT R e B g
P FH TR Y7 1BD .
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3.2 AMPKS5EMRMEEERET

I 40 i P 3 Ao AR 9 2 Gl Y A L R (A
PR F IL-10 . K ARG 1, 42 & ]+ TNF-a .
IL-18 MIIL-6%5)Z 5 IBD W &4 R JE. 78 UC H
R, G R A DR A B A N A0 T N S 4
Jf 7= A ik 22 B R R A R 7 pl el L P
IV 4 B AR b 2 HiE 28 UC 1F J (i b B 45k . 98 R
AMPK Z: 55 5 41 i () % AL, T 38 2o 307E PI3K/Akt
A M2 B AN AR AR, B R BT R KO,
[77) B G A T 388 5 490 £ NF—w B T 5 M1 I 4 e
AL, T IRAR R B AT
3.3 AMPK il PGC-1a B 457 5

SRR T i 18 T A L DE R A RN 2 fE R A
SEAT BB . ZRR T pGC-1a 22 54 A
IR I B =5 28 7 g, v R BT A AL R A ik .
TE UC B 1 3 rp , 20k 1 S 1b i 2 A Fn 2ok 1A
Ty BE Y A 56 3L I 23k /D . 35 RIUS-PEREZ 25Vt
B, PGC—Tou /2 3% FAR 5 L S Ak 42 i) 4
M 00 OGBS A, PGC—1 o 2 18 5 AT o5 728 4 i 45 Ak
W FFRAAS IR SAE N . B B —Fp N
ZIEIA, AR MyT R, 7e i i DSS i 5
Silm R A/ RABTARL b SRR ST, AlE s A e b R
fifi AMPK/PGC—1o 38 % 4t 47 25 Jii 41 20 v R 1R i A
AL AN, I R S I
3.4 AMPKHN#IZ R ER R CD4 MR E L
s %

Ok 2 WIEYE 2B, IBD & Hh S KAk Ak s
MG R G S A U E W) I ASTE 2 I BB Y, 4
1 [ 45 2 v 48 0E 20 L CDA'T 1Y A7 76 J2& IBD & Y 5%
SEPNZE . HOWUIIOR 2 RUBE R — & 259, £
ARk — EAENG R bz A . = B OSUIICRT i st
il ATP 1) £ s A0 400 ] 26O A I 0 5% 52 4 1 1A 3%
M, TS EAZ AN AR SRR 2 2 AMPK . RN
AN IR L T FSUIICAT 3 2o B0 AMPK X 45
[ A7 J22 P9 CDAT 48 i Ay 410 s 47 FH o i 2 152 1 465 P R
1) % P
3.5 AMPK T mTORBELE Th17/Treg 4 A 5 1

S B PE T 4838 17 (T helper 17, Th17) 3 12 %8 20
fE DT B B GE R RE B, A T ME T 40 i
(regulatory T, Treg) FJ £ 5 /Iy 18 4 32 it 52 F0°F- 4 ,
FAEMIE M E TS 5 BD WL E KR, HIk 4] E

Th17 5 Treg 411 i 22 [] (4 2% 45 , G B T W0 57 A136 97
IBD'™, £ DSS 75 5 1 /N BUGS i 96 B 784 11 S92 56 AFF 5%
H, A AR PR AR B CTD 3475 AMPK/mTOR & 4%,
—J7 A TNF-a  IL-B . IL-6 . MPO %542 42 [ 7K
-, [ 5k BHL 1k Th17/Treg 40 ffS 2 4 , 5 240 % 48 9 J2
NS B T AMPK 35 £k 0] 310 ] Th17/Treg 40 i 2
6] 1 25 AL, e I OR B R S B S I %

4 AMPKZE IBD FRYFL LT 4E1E A

UC 2 26h 58 J22 K BB JZ2 19 JAE A 22 , 7 CD W]
2 2 i 18 AR AL U A R B RE A
RAREDY, UL I A RE R W £ Ak, 7T e B0l IR Bk
7 AR o L BB . A R OR R R UE
SIS K/ SR £ AR R RS T A £ 4k A
9 CD /N B A IR 38 e ik 2 g i . A,
R IDC 2R A B 9 27 4 LA RN RO T i AR S
Jor sl G PR IR 1B 3R e i e E AMPK B L , 1)
il %% AL A= 4 1 - B /Smad {5 38 B, K AFPUET AL
UK E R

5 AMPKIE 31858 B IR E &K

I I R — T A VS A 00 5 B o 2 1) 4
0P SRR R AR R AR P AR T O L BEgE R
A 19 Wi R JH R G 35 DR o s I A T I L S e T
PE 5 RAEAT 5 B RAE KSR 2 5 IBD 1Y 509%
N2 A AR A T L Bk 2 PR R R
fiif 32 i1 G 928 it A2 1) sl AT o BRIk, A e TR T AE
IBD & A R h B T EEAEH.

AMPK 2 20 i P 5C 5 1) i 1t JEk Az 2%, 78 X i fig
LT PR A R A AR ik AR PR SR T, A
AR B AR EE. WY HEmeE R
#UFK (mammalian target of rapamycin, mTOR ) +2& 4 g 4=
K ANHE 5 Y b 98 5 K, 5 mTORC1 Al mTORC1 2
T A A AR e g AT A 18 5 R] S 22 2 A DG AR
Sl AT A S, Hodh, AMPK/mTOR 15 53 % J2: 41
JiL N A AR o AR AT R 2 Rl MR A . AMPK
(14 BT i 2 —JE mTOR , HAE [ W e 6 bk
P EH

FELE W R Kk ek R v, SAUAb I 8 2 i 05 W 1 45
¥ K T fe , 7 W RT3 A T B R A 4N A2 4
118 2R F 5 2R A A1 40 L %) 44k I 38, X 4 R TECs 1 R
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i34 %

EREZEIER] . A WRAREY) A 4% 3 (light chain 3,
Le3) . H WEAH ¢ 8 1 5 (autophagy-related protein 5,
ATGS) . Beclin—1 1 P62, A 5% & Bl 24 HHE 9 5 2
17, 51 [ W R AR RIAE ATGS Fl Le3 K VTt
1, P62 ZKF-REAR, 4 T &AL, I LA C
(AMPK 1 50 ) UE B 7 48 7 58 17 38 5 3800 AMPK/
mTOR 15 5 2 5 [ VR T, A 250 28 i
T RGRR DY, S A0, JEAEE F AL A BT
e /INER UG, IR A W AR G ) 1 2R 3k ([ WEAH G
1 Beclin—1 . LC3- T /K- T+ &5, P62 BE AN ) , HLAFSE
WE SE T 58 B A W Y R AT TS AMPK/mTOR/
p70S6k 15 -3 F§1™ . I 46 5T 55 5% 78 43 % W AMPK
i 3 0 mTOR {5 5 2 #F [ W 1) & A=, I 4E 28 1BD
(3t

6 B

AMPK 1B by 200 Jifd 68 52 948 45 2% , 38 2 98 15 B 18 B
B L BE S Z2 Fhadk 42 R I T8 AR RE SR SR, A T X
i S R E - . AN 56T AMPK 8h 751 11
1A PN A1 52 56 H9F 5t 26 B AMIPK AT BE B A 9497 TBD (1)
WRTERD 5, H AMPK 7776 T 2 R e 2# o i, 3
KRR AE IBD (IR TER AL T RAFAI AT SE . T
AMPK 5+ = RAK MY & 4, 304 K 2 805 X AMPK
B 5E 2 2 51 X AL G W ik . R, IR —Fh
P Ak 27 1) o 5 23 XS [] fY) AMPK S B A7 25 ARL Y
SR, BOKE — T A PR R R, 5
W RIS, R AIFSE % 5 22 L AMPK F1 UG fié 52 56 P AiF
5N F, UL CD 1R B 58 X G B AR 2D, OF HL &%t
AMPK 11l PRI 90 bF 5% 6 A 8 . ALt , AMPK /R
IBD 978 736 7 #0 S AT R AT KR A .

S
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% X B
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