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Abstract

The pathogenesis of irritable bowel syndrome (IBS) is complex and has not been fully elucidated. In
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recent years, studies have shown that epigenetics plays an important role in the pathophysiology
of IBS, including DNA methylation, histone modification, non-coding RNA, and chromatin remodeling.
Epigenetics may be applied to the diagnosis and treatment of IBS in the future. This article reviews the
latest research advances in the role of epigenetics in the pathophysiology of IBS from five aspects:
intestinal barrier function, intestinal inflammation and immunity, gut microbiota, gut-brain axis and
visceral hypersensitivity, and neurotransmitter transmission.
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1. 51§

¥ 5 B 475 AiE (irritable bowel syndrome, IBS)IIfi R 22 IS SJ 15 003, 0 MOIR 70 AR . IR
ERER, AR WL ThRE eI, SERREERL) 41%[1]. B35 (PS5 1v: Daett B i) . 1BS &
RNVYFRIEAL, Y57 IBS (diarrheal irritable bowel syndrome, IBS-D). f§#4%! IBS (Constipation-predominant
Irritable Bowel Syndrome, IBS-C), & HEE >t IBS (irritable bowel syndrome with mixed pattern, IBS-M)
FIA 4325 IBS (irritable bowel syndrome unsubtyped, IBS-U) [2]. H &I IBS K Ii L A ML 7€ 4 (8 0H, 4
SRE WA IBS K5 R RO Re 24 il R e i piE e R, TE R SORE A N
I3RS AR [3] [4]0 RMEL - FRAEA L DNA JFHIIRTHE T, SR Getifh | Be R Rk M & £ 4,
3% DNA HiEbfb ., B A, Jet s MRS RNA %Ki& (non-coding RNA, ncRNA) [5]. IE4EK,
BF 98 2 IR AAT 2 0 R e I R B 1 . B AR W0l SORE S i It Thae . oo R S
HLZJ7HM5 5 IBS BIRIFE[6]. A SO E B R 5 IBS A < RIS AL LI 0 B8 L L, i #7~ 1BS
IR BT .

2. BARFEThRE

PR 5 ot e B AT B IR E VR RS i, TR PRI N B . ARk, [ P AMIF T SE
IBS B e R I BE R ThRE 2401, W Fi o, Wb 405 A % LB E(histone deacetylase, HDAC) 1/2
Wk Z 2 AR b B 40 5 %4 5 ) claudin-3 (CLDN3) X #RIA[ 7] 76/ Bl 38 i I HDAC1 #1HDAC2,
Sl g/ CLDN3 K 5 3 7 XA 41 8 1 S BRAGKT, BRAREL I Seis b, b R i b 5 40 i 455
W i R e B e B[R] Wiley S5 TR R, B4R (interleukin, IL-6) P s 4 8 A IR, 2
HAHEA 3 B 9 (H3K9me2/me3) k4L, BHILF KT AP-1 5'&% % (tight junction, TI)HEH 5 3l
T4, BEK claudin-1 (CLDND)EIE, 0 b REEYE9]. HDAC3 #if5F nl i i iE 1L
NFIL3, {23 NFIL3 &5 ZO-1. CLDN1 S K e 2h 745 & DL s L 3L 5%, (B E I F R [ 10]. JE40fS RNA
(Non-coding RNA, ncRNA)FIE 7% 5 IBS-D B b2 i VIAHK . 45N miR-199a/b K5 17 5
BEFAAE-D BF M ANIRAEDE, FRE, REERAET LML T miR-199a Rk FECE AT
PEISRAN DS, A miR-199a [ L@ #IH] TRPVI (5 S8 N AR 11]. R, miR-199 Ri{AAT g2
TRIT RIS A T SR IR 254 . IBS-D B 7 E R4+ IncRNA H19 KIA K, Hod 454 7KiE
18 25 [F (aquaporin, AQP) 1/3 BEPA| (1) s 4| K 1~ BHMT HAR A, S i e[ 12] [13]. 1BS &3 i
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/N RNA-29 (microRNA 29, miR-29a)F& x40, #E[m#0fH CLDN1. ZO-ImRNA, M4y bRz d@iFE [ 14].
IBS-D /M H, miR-144 R EEL 4 ZO-ImRNA, /D BB ERRE AR, WIRGREEEEE[15].
miR-21-5p M@ T & 4 L R & S8, fenally bR gl i Bef e v, ok piEimiE
[16]. #J%, IBS-D i3 H miR-16 Fl miR-125b-5p B FEAK, 2 ffFRxT I IL-8 (L 4kl IL-8 ¥ nfk
INEEERRE, SlEpEEEETHE(17].

3. BERERRE

WETCUESE, BB AT 2 0E J S y% R AT 55 1BS 1000 Btk e B UIAHOG[18] [19]0 BT R, RMEfL %
I SRR RS 5 IBS FIRM, FEEAR AR RIREE TS RS W 5
& {iE (post-infectious irritable bowel syndrome, PI-IBS)&5 1% i, miR-510 ik T, &ML EH-1
Fis B, SMEIASERE T -a (TNF-o) 2 HAH5C, 0% miR-510 P S 40IE 5B 1 (peroxiredoxin 1,
PRDX )ik Fiffl, N i & AEH%5[20]. 7E IBS S8R t, miR-181c-5p Mt %%, f# TNF-a. IL-
2 FIL-6 [FRIBFEAK, 0] 1BS K BRMEMCE KIE21]. 111 IBS BH M E KPS %% N AE 2 (B A7 {EH
HAER, MEBEZA o M1 G R A BB Z4A7E IBS H &L i, 40igA¥ IL-6. IL-10 1 TNF-a &
miR-145. miR-148-5p Fl miR-592 ik ZEL[22]. HDACI Al HDAC2 H&e/N R I i e vk 2 9%,
PRI TZEIEFRAE AN J T JE PR 20k oA w5 . (R, HDACI A HDAC2 38 it I 5 i - B 2 f £ 184 5t A
34k, I RIE RORE N[ 7). BEAN, RMBUEEFER S SR RSN, S5 IBS KiF. IBS BE ma
FEERE R A P i B R 3G 0, 5B SO0E, 5 Wi e AR A7 [ 23] miR-490-5 J8 ik 4 ) 248 ik 2 (1 il
/PAR-2 15 5B BRI REAE R AR MI I 3, S0 iz i 28 [24] . IBS B i b A HLER S B3 b, Horb T AR
1E5 HDAC $MHI7, Se B30 H)4% Sk 28R 40 ffd (conventional dendritic cells, cDC2), AR HIE T 404
(MRS, semafiziE S (25] [26]. B AZHEM IR T ERERHH] IBS KR HDAC3 #iX, [ ERK 1/2 13
S, P R AR TR M B N, B> T RS E, I E e R, G IBS
FEIR[27]

4. fpEEEE

ITAESK, IBS 1a EMGIEM AN BIRE 2 R RAGR] 71258 . W& A Yt HARH ™7
i lpiEE E R Rk, B A2 B E R T [28]. M B A e A R A I R BT miRNA
AR, BT 2 A g bR ANRR[29] . [ Ab I R TR e 2 P A PSR (1 = R 2 T g%
s, JOE AU s TE i TE b AR ISR IRES ki O s R T K [30]. K
SUAT T AN VLT B B S B R 4R Y TLR2/MyDS88 {5 Sl %, 23 miR-155 Al miR-223 A% 5%
Fik, S HIBEEHADHEIE 2 T TNF-a mRNA ] 3°UTR X382 RS 1 SOCS3 HIgmisF51, 22
BRI, BRBEFRBEIEE31]. IBS BHIMIEH miR-199b Fik[EE, 5 RMATHEEEREFAL, A
Jo T ok R 45 5 2 3 3 4l I 22 W RS P L R AN B NF-«B JE %, ik miR-199b [FIRRAR, Mg bRt
SRR T 40, S EUEEE TR [32]. IBS BEEREE ], RAE T FATEI T EERE
SRS, SRR HOAT I8 RO R s | Mk LRSI b R AL AHR {55 0E R, T miRNA-16 FIRIX,
miRNA-16 FJ§ A i3 ) A E A mRNA, T G zhThae, [Fe @ ™ IL-8 RIE, W%
FEEEIEIN[33]. T EREN AT IE I 00 R AR HDAC/3 36, 38N E % %88 9 CLDN3. ZO-
1 B[R G 37 X3 A E H3 ABKF, 1S bkE, [FE 30|25 0 15 R4 5 5 HDAC2 #& 1%, I
VIR BEANE K 7 KCC2 [IFRIE, BRAG A EBURE[34]. Hii 14 T S S e 0 R 11 S5 R, 5 38 it Wi
JiE bR AR GPR41/43 524k, (ki RAs 52 DR 43, 0] /0N J o 4 e Py o FEE s, o/ iR i
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RGMIRWAET[35]. WHEREFS ST REESENE . —WRISAE DL 2 U (FODMAP), fii FODMAP
R ARGE NS IE R, SIS B AAT RS AR E R, Rk R AR RR = A, b N A
Jr b S 2B rF miR-29a (R IE, B0 piE EFEThRE[36]. M ERER M INS S8CT R B 4, #
TSN TRPVL JliE, (23 S-HT PR, ik iEidsh, n=Egys[37].

5. iR 4 K R A B LR R

IBS A NI SRR vT B2 B A0 0 15 R s B U B BT 8, 048 A1 8 B AR 22 B 43 LR
[38]. BFFTSI N, IBS B ACIKIAE A RAT . FERlR S AP 2ok I FEAIC,  FRkVEHR B R PR
JBCER (corticotropin-releasing hormone, CRH) = , FAR B I Jl 5 518 3 (Adrenocorticotropic hormone, ACTH)
NEEFIGOR, BOE A REARZ ) CRH-R1 324K, (et ph2id FUREG  [RIINHB0E XAy - 4% CRH #H & e,
JBOIRSEAE 5 [39]. HDAC #iifil51) MS-275 R[]/ il i X HDAC 172 3%k, 3§48 H H3 LBt
HIKF, 33 i Y 1 4 28 78 77 Rl ¥~ (Brain-Derived Neurotrophic Factor, BDNF)#% 5%, M3E £ fESEIR[40]. 1
Gh, ShEi Atk BDNF 15 5 RO R Bl R Lk i) B, tH2H 8 1 H3K4me3 &1/ 2411, 1M A EE
HSEMAZAER 4 BER 12 (HAKI12) B ASE, ] HDAC WK HAK12 AL, {Lits
BE MR i R 120k, IRESRWAE Sk, WU N[42]. SABFURIL, 18N EIAE
H 2Bt B EP300, N7 ¥ KW HAY 1 (Transient Receptor Potential Vanilloid, TRPV1) /58 T X HEH 4
Witk, {23k TRPV Best, G AERUEME, MRk EP300 1] FEK1% L4 /KF, #fi] TRPVI Rk, 2%
il LI AR [43 ] A2 A% T Je% 9 HDAC #fil v] BELIE SO0 5 CRH Ja 3 T4 & B 4k, kb
CRH & Ji; CRH FRiE 5 218 i i o R i 22, e N IR B, R0 K IBS SRS AL
WKHE[44]. IBS HBE L+ BDNF ik 5 IR A5 = EmAR R B AEAOC, 5N IERURIESH 2 5l
%, Hraeimid (Rt R A4, SN IR BURE, 25 IBS-D BIREALEI[45]. HAFIT LT IR
i A AT A A HDAC 3 35 40 i A0 iz 24 112 Joa 4 L RE T8 =i 7% &4 5 2 1 B1 (High mobility group
box 1, HMGBI1), MK /NR S HHEBU R, Btk HMGB1 R SZ AR 1y IBS i35 45 e B L 1 24
IHE i [46]

6. HRBRES

g ER AN AT S-FR e (S-HT) il i = iid sl . etk S4efiliniEfass, AR K2 1BS
MR R B IE 2 — o TR FCIESE, RS B KR S-HT ZRTheE. el &G 58
%, Z5i1E IBS KR EERE . BEFTIESE, S-HT SZR A D fe K42 1BS 70 B 1) K idbn &, 5-HT3 %
Wit FEBOE 5 1BS-D (A B IE i TORERR G, T 5-HT4 2 AR DI A 22 5 IBS-C e 3) /)
IR, —FH ORI R IT AL CBE A [47] [48]. T _FIRIX M2 AR Th BE B A5 5% miRNA [
SREREES. PFFIESE, 1BS-D BEFMFEF miR-16 f1 miR-103 23 Fif, XFHA miRNA nl i
5 5-HT4 %Zfk mRNA ] 3°'UTR X254, RS, MmmE 1BS fER[49]. HTR7 1E24 5-HT
1 G REAMEEEZA, WHIFCESAESEREE, IBS BE MM T miR-29a (1)id 27k ] ELEEHL[A
HTR7 IS FE, SECZARE E/KSF R, 25 3 55 1 8 T AR A 22 5 0 A5 5 U, BB RN
W I B 50]. 5-HT B K(SERTE NIZIE 5-HT SR IAZ Ok, HEIERE HiESERME R 5-
HT &M= 2 IBS &3 5-HT A R AL FZFH R [51][52]. ZBFFTIESE, ANE miRNA 3@ b=
B R I AL I 4%, A HERE ] SERT [RIA/KF: 7E IBS-D KB, 45 E1 miR-200a 2235
W, Hosd fE# SERT mRNA SEU 2 E ARD, 1718 S-HT IGERAE T, d& S-HT Bug i
LA L 3244, s i #4635 5| K IRV [53]. 76 IBS H MU/ BR e A0 L Bz 48 Mt , miR-24 ¥ 13,
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fr il 278 SERT 5 miR-24 (P& FEAEIE R, miR-24 $IHIFIMIEE S 1 IBS /N 5w o 45 W (1) P 0 R A A A o
&2 BB KT, BRAR T 86 L B (Myeloperoxidase, MPO)E 14, [AH i T & 2 L 4l g -F SERT
) mRNA FlE HRIEKF[54]. 5-HT REAMERMEAE IR, H B S nrmd - 2 Em B,
SR A TEFR S M G R RIE . BEFURIL, S-HT mBdBus a2 Wi, #5155 = FE A s
F 4 (H4K3me3) RAEILN G546, Il R 5 E R E s, SEUpEEEEgm, Fr, HEai
M35 i P9 LA B0 = BE AR O, TR 2 i A= B s AU = i 5 i b 4, 3k — P 95 i
BebEDine 5 5-HT ARHF8, InJEl IBS FER[55].

7. INGEFIRRER

AR, [ AN KB TR SE R ML 22 2 5 4% 1BS (R EAEEE, XONEE— B4R 3] 1BS 127R 4
AU S RAE SIS ILRE . B2 W5 1T, miR-29a. miR-144 W1E A IBS MR Z ks &8, HEmEiss 20-1.
CLDN1 Nl & g @& e nAE 2% miR-510 R #27x PI-IBS JI7iE 28, miR-16/miR-103 "~ i§lj>¢
Ik IBS-D 1) 5-HT ARt ZEL. TEIRIT 71, HDAC ik 1%, HDAC 1/2 al sy I S E 8 E
1, HDAC3 #il 7 e i i B b 5 IR s i, T IR ERVE 9 HDAC #0177 v] 1 5 1 18 469% , 177 miRNA 1
FT77 W miR-29a. miR-200a 5407, A HKTE IBS SR, 280, HATRMEAE ZHLHIFE 1BS IR
N AFAE R R — RGN R4 I is A 20 BRI R 22 2 sh s 8 51w PR KR 35 1)
SEFE, BUESRAE L SE A I IBS (HERE - ORI AR, $EARAERSTEAL; SR s
PERrSETE, AR HDAC $0HI5R AT e 51 R AHOCRIVERT, miRNA 15 742 7R LS KU, 75 0 A DG HE )
TER &40, AR FT T8 TR FH B0 Bl P S5 50K, et IBS B AR i 4 i e 2y, 9 anfis b R 4
Ml PRETTAML. S an M S R AL B, DR IBS SRS HERVR T HE A

EHEUmHE

WA R EZRHAT R H (HH %5 2024ZL1038); #4242 4 oh EE 2451 R AR 35 H (3 H
%i'5: RNZYXH-2025-2025-016).
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