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7L BEVE & A N ZE 40 B B R (Human
leukocyte antigen, HLA)——HLA -DQ2 1 #
HLA-DQS8 & [ 19 N\ B R 48 A &k o & (i | & /9
— B B N e, Fols RE AR R B Ak
2 QSIS I R N AE SRR RS,
I B EIE A SRy, 1 BpkE
s A A HUAR Ji 98 250, 2K B0 A 1 oh A2 B 4
MAESE A, HhEREEAE &6 DB
A ZR , Tok7E e T IH AL IE Tl o8 T, 7E
FLERE 5 kB E T, RS2 MM ERREA
JOROHE SR T b B 200 L G K 2 4 A0 I PR
1 H 40 i A & (Interleukin, 1L)-15, X &£ 7] $2 &
A48 W b Bz NI B 40 (Intraepithelial lympho-
cytes, IEL)MEEM:, S IE 2 40 T, ik
Jipn T8 S5 I ) RE AR 10, TR AN i T3 5 e 1 e
T EREHEEAREAT B EA RS B,
2H 41 5% 4y % Bk BE B (Tissue transglutaminase,
TG ) 2805t ok i 1 A8 A JEk B v s 4 0 48 Bt e
A )T g ik B 5 i 1 A 2 R 98 41 (Den-
dritic cells, DC) KM HLA-DQ2/8 7+ T 455,
YR I R TR M CD4T T 4 fR SE R B PE T
4t 1(Type 1 T helper cells, Th1)7- 4k F1iZ1H ,
P TPE T 480 (Regulatory T cells, Treg) ¢
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WPEZR L, R, AT 2 b % 40 i Bl BT s s |, o3
AT LR SR Ay It e B e P PR A 1 A BUMR (Anti-
tissue transglutaminase immunoglobulin A anti-
bodies, anti—tTG IgA) FNHt M i i fs i35 £ 1 Ik A
JEERE 1 G Pifk (Anti-deamidated gliadin pep-
tides immunoglobulin G antibodies, anti —-DGP
IgG)EﬁI‘ﬁ-‘]ﬁﬁ% Tt BETT S5 A B e R,

, RS PERZIN A PTG IgA Bk FIHT DGP
IgG Pok g &, O FLEETS Il K2 W T Btz
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IR 30% 09 N 1 #5407 HLA-DQ2/8 L BETS
Gy IEEE R Hoh B 29%0~5% 1 A1k T R FLIBE TS
AES U] R R e G FLBETE B R A R
JEE, EA WIS FLEETS B TN T8 T AR S
R 5 OIS B D | I 3 R o P R 2
R A R A A A AT A SRR, DA, M 3 T A L
PR A o aod A ) SR B AR T 2 B BIF S R,
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Fig.1 Schematic representation of the pathogenesis

of celiac disease
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B R NEA AT
21 MEERSHRER
RO R LTSI R ERE IR, A
TET/NAE TBAE TR A SFEA Y o BRTOR IR T 2 6L

SR IR LR 2, W VR A T R v A R
TG B B i B B R RTXUBR | Bk BT H R R D
—RELENEALEY, U AL Il e S
b b R A S A RS, Bk &
EREHMEAEHAR, P SARENE
T fe R e R A Y 2k o 2 1 P I A B A LN
REBLIH AL R G580 i o B R, GRE T &
A 33 A E LR Gk HE B S WA KB, 5 BTG
il R I 25 500 A L BE S B0 M ) . %
JIK B e 5 52 i L JBE 15 S8 1A 1N g 3 1R R P AL
R 2t R B e ik 5 4 % 26K 5 28 11 o i T R A AL R
W IIEY) . BE AN SR T AR T IE A
TRR I H 5 AR IR o A 4 ] AR PR
I T RN R B A T o SR TT R8RS A DN LA T i AR IR
ZF A T EH b ST T E R AR S TR
I, AR S A A RE 818 1 & iR 2
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BEPR R UK, o B B S it T il b g e
AL RIS, B4, Caminero S51M% FHUHR 2% 1 50 1 B
JI5d ok i s 1) € ) 5 LB T S8 IR I Y (TG AR
AT A 23 A 5 4 1) 22 B B I RLIK, B SR
JOR A S B S, DT A2 2 470 D A5 D 528 38 4
FI M HLA-DQ2 B3 454, 16 1k 5 % 1A o Bk R
Sk T AR SR 7 el 2t A PR T PR 7 1 2L
BETGREAL /NGy, 3 b 5 B2 W LA B R R I
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Fig.2  Gluten—containing food in daily life
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FLAT T AT LA F AL A4 B 58 4 hl A 22 B EE
JIRU S L ST SR WY, — ol pR A BB T B 4 WA 1 22
ST R 11 A 78 7R AL 7 A0 2 A K T KOS T 1 S g
o BRI,

TR B AR T S Ao O 4 R R A T T S
i EAERRE . JCERBTIRE EAR AR TR L BT T R
AR A I8 B R R 1 B 8y (HAS R 58
LEMALETE . TEIREER T RE RN R
[CTH & PUAT DA ) 5 2 B T I, T4k Bk 0 ) =F B 1
JnueT e A LR T R R SUEE AT B R A 45 R
= BEAT) SR 47 78 AR P USRI T Bk BT ok R T vk
WEREAEERERANERFELAS A
TG 2 /83 R 9 B A E AR BRIAEE R  75 DAL
PR ASR A BRI T RE
22 MEEBESHEESBER

BRARE AR EE I R AN, 18 3 5 I A
23 5 gy 1 AR PR AR I TE R IR BEIRYT T
Jo 38 B R AE U R B S8 2 &, Verdu S5PHA R
Al He 5 7L BETE 5L By IR AH G, a8t 4% e AU A4~
A5 35 A% AU B AR A #5707 2 AH LG HLA -DQ2 JE A
U A iy B U0 1 T TR AR (A B0 B R, O-
livares®™ 45 3E B HLA-DQ2 J& R % JLIEAT & R P
LA D JERER TRV TE T 13 2 5 SUE;
FF 1R IR =F 5 AR 0 1@ AR A 0GB s = 3 A 97 A
. De Plama Z52UWE B A4 F b AIGXURS: 36 B 22 L
el #  HLA-DQ2 F B L¥E5 & 1R N K A
MR B 2, BBk JE AN 2% Bk R s 4L
i FRE2 AN Olivares 25 PHIE B 76 B ZL R 5% 544
T HLA -DQ2 3 R 4 47 2 1A P9 AR #8217 4% it o
Z BT U SR AT, = A HLA-DQ2 &
PRI B ) 1 52 Ml Jfe 55 AT B . TGRS BEFLIR IR iR
R WK SR, A HLA-DQ2 5 LN iy %2
JUAAR PR TS R LA T 3810 58 2 £ i 25 35K AT S 12 AL ot
Vi BH L BE V5 3 KU HLA —DQ2 %& R R ] g F /&
i A A BK O R ) E AR A A, —dk
4k HLA 3815 5 B SE N (a0 A i b L R g 2 LM
FE 25 22 N g e B 5 3L S AH OG> L 5 SRSk
PRl 28 A5 2 52 1) g 1 TR REE T IE R AR, BOBUEL
PR RS I, S R DR G 1) P 3 A A
AR A FLBETS & s MU op A0 4 B R I,
BL3E 1 5 22 () AL I 5 K A R P T AR A R R S FL

JEETS 22 [) (4 PR SRR

3 MEEAHNILESHERERNZN

% 38 J5 I e A A A8 5 1 ) BE B R
ARG I e R N R AR 4 ), EARG
PR B 27 B b R A i B B i 1 R 2L
B gy T8 B R 2 2 15 R FLBETS 1 G R 2
o JEL ) Y g T R T o 2 ) Y O TR AT
BT & | 1B FLEETS BT S0 s 18 B AR5 76
Iy 1
31 hMERM#SYERE

SR T AR R M 0 B v A 45
Z—, HEZ AL M S &EE Occludin M
Claudin, A K AR OC & 22 H 8 /N iy 25 1 (Zonula
occluden, ZO)?, B8 AR AR o B A
Jor b B AR AR IRI B, 9 I B S R T s A
J 55 AR, (Zonulin) & — RSB T A L
OB AT AR BB B 2R, SO0 S A A i 3 T o
PEAE BT B, HAETREAT IF A b R 4 i a]
() B A P I R EUS IR  REP FLBEYS th
B A R 2 I b R A B R G B LR R
WYL C 2 g LR L
J M R AT 45 5 i T R IR R TR CXC A 32
7 3, 9 5 S A 4 fL 1A F 88 (Myeloid differenti-
ation factor 88, MyD88)4\ 3 i & (1 BE (™, %
T AR 25 B BLTE A2 1K 2 (Proteinase—actived
receptors 2, PAR-2) ¥ , I 34 58 7 b iz 4
Jfd (Intestinal epithelial cells, TEC)H 35 A= K A
FZ ARG 5w R, R, Ao R EE AR
VIO IR AE DG B LU C, I A4 £ 200 i P L 30
HHLRG  HAMM AR S8 E %% %
FEARAF NS B, FLBETS B R Y S R iy
Jif 55 DL TR R SO T K AT T AR DL S R
Wee AR ) LA B RS2 7 4 T 45 A i T e B ] )
FHASTR] 0 33 A8 i 28 Ji 1 SR e 4k . LTS R
A P S0 P A 22 TG B T 1 AP IR B 2 S 4
J9 5 [ 85 4 Toll £ 5Z {4 (Toll-like receptor, TLR)
AR ZE A G LK B 1 % B R (Myosin light
chain kinase, MLCK) 94 5P, MLCK 4§ B34
Jo 18 J) Bl ) WL Sh Bk 2 ER e, G A= B
fR ) B K ) AT AT T ISR S S, A FLBE
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5 58 RN 3 B 1 G 55 SUUFT 4 A R AR g
bt LA I 7 Mk DY BE 08 g 11— T B B MRS 1Y)
BER, OV BRI b R 0 e 0 TR B A ) R AR
1B 580 i T8 B B S A, P FLBETE R E
A PN = 32 185 0 UK PR R 7 FTF TR RE 5 5 5 Z0-1
FRENL, W b KA Occludin i i 2 DL K 5
I R R VRO W D IR T i T R
T FLBETE B R B = (4 FLAT B e s L™
AR PR AN AR DT R , A 102 B - X -12—+
SN TR, H AT 2O ) i 98 I8 38 I o (Tumor
necrosis factor alpha, TNF-a) ¥ 3 K 5% 5% | 34 i
70-1.70-2 F1 Claudin-3 45 B8 H 8 11 A9 A= il
32 MERBHSLERRE

2 i B 1 2 8003 b 1 3 ORI TR K
7 3 o e — o 2 KT AT R S 7 20 MR ), R
B HEESMN 1%~5%", #EA 2
(Mucin2, MUC2) J& A i ol LR 18 30
B, HAEREAE IS B E E A 5 b B i 08 3
AT AR, FLBEYS R BT R AR W] T
o MUC2 MIEH K3k, Jf BRI — & B 7k
JAMRETT o RPN R R B LT T s T
Y5 MUC2 2R ORI 43 W, A RUBCHT B RE 8 412 32 2
WO L8 o3 AR, WEORG £ 11 Bl e 2 TR ) 1
TG )2 JEE P RURR IR 240 J R 120, i 1 B0 T
it 22 A AR 6 sk g 3 R VE ARG, SO TR
Jo AT TR R IR RE MRV I B R R SR 1, R E R
TE B B A [ B0 2 RE R AR A b 2 AU R IR
TR C 15 22 B0 4 1 R T 1 240 L rp A 2D BT 20
JHL 53 A B R AU R i AN B TR IR
SPVEIT T b RS T 20 L ) D e M AR R A 1Y
S AC TR AR TH B IR B AT J2 08 50 i 1) A R 20 M
SRIFEE T, PR AR B 32 R P IR T A O
e o PR KR — R BAT PR SR IE MR/ T
BT, HAE LA A0 B v 3 ik 77 7 T L sh ) b e 20
ZURGRBCT P YU IR N, LAHC BT e P 4R 0
Cathelicidin J&t — 2 HAT G 52 94 4 Zh BE A9 BT 3 Ik
TE N AR A LL-374 76/ B - CRAMP
(Cathelicidin—related antimicrobial peptide), — %
A & B = B 7 9 A R Ho S8 WIF5E &
B, $0 1 IR Cathelicidin 3 33 9815 BoA 340 1 ) 4
e )Ry 378 TS IA BN S ) N )

PR 4 B B, in i ' o o B I B R AR
B R AR T A 1) SR 2R 1 LasB
A BT LL-37, DT B e vl kot HOR 7R 7
FLEETS /N AR N 4 SR B A S s 2 O g
RBP4 LasB, 40§+ 48 % P PUHE K CRAMP
eIk | A I i 1 B B DR, O B 30 i A
PEZHL IR FLBE V™
33 MERBESRERE

FLEETS & —Fh T 20 M A 5 0 e e Pk 1 o | %k
J R S Ve T 40 B A0S 3 IL-15 TR —y (In-
terferon gamma, IFN—y)Fl TNF-a 55 2 fifd 5§ B
B, Ak R 8 b Rz b g R M G R A I AT
J2 T P g2 S i, 2L R VS i BIL A v g TR
HE 55 A9 e B 1) 1 52 2% 4 32 31 1 8 2 i ¢
&,

1Y b Bz 40 M 22 1k 1SR A 00 200 B T Ak 1 52 AR
D P& (Natural killer group 2 member D ligand,
NKG2DL) i) 241 Mi, 7€ FLBEVS Al & I 2] NKG2D—
NKG2DL #HEAEH], &Gl #g] &miE b i 40
FLAB 1S, A IE R 0 A BEEREE R NKG2DL 23k
A, M ER AR IEC 11 NKG2DL ik i %
HaoE | HOBE RS Ak A9 NKG2D 551140 fifi 3L BE VS
B b Rz 4B R A TR A Y [ R A A
K H ¥ B (Transforming growth factor-B, TGF-B)
Fo BN SRz BB EREEDmRY, B
T 2 TR XS A R M 1 o R A R T 52 A N B
Wi, A 3 A AE A AT Y TEC R0 NKG2DL i) %
ik, Pk R JT O B R AL RS (TG E /N A P v kG
H B v S IR K i BE L TEC 1 NKG2DL #
ke R, /N TEN—y F1 IL-15 542 R 41 i A
T EH R, g iE FE e IL-15 Rk C
B FLIBES i b Ak, L nT 38 A ) NKG2D 22 14
RO TEL™ BT 08 R N 1L-15 B Rk sl
Bl 697 ZLBETS .

Petersen 25090 #1 T 40 i R 5] 321K 22 i 26
F K F 2L BE VS 5 B I HLA -DQ2 Wi 7 HLA -
DQ2.5 Z B AH B ARG G55 0 fh AR S5/, LA 4
A BRI T G 555 UM AT TR S TR R A R I A
YRR, H 5 LB TS B s e e A T 51 v I
U8, A BEA i 28 SR 5 S AR TURE SR CD4Y T
LT o PR, FLBEYS AR IR A 2 QM B A
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B B 2 BE ik 5 TLR4 #HZ5 &, 42 1F [ 47 2 DC
4 i A1 MyD88 4 19 TEC 43 1L-155", 1L-15 1
FLEETE B pR BRAL T h A B EEAEH], A LTS
G B DR A B /)N AR P ot B 3838 TL—15 A1
T, BA—E®ERGES TWEINNIHREE
4553 Caminero ZE13V0 511 45 T /1N BT A4 760 4] 1 .
JHL TR T Las B 3% PR 28 A8 B AR L35k B0 A6 8D 4 b
) LasB 312 (5 TEL £ 3K A0 56, 9F B
SR IEL ™ 1gfb 1 Ita 71 fasl 25 41 56 T 4H 56 3
Rk 2 kb iz 46, seabh &
B 2% 8 QTR 2 A0y 7 & Ot 4 RR LB TS R E
BE, A6 A B B 1 P31-43 Hli CaCo-2 411K
TEOLT 52 13 8 2% B IR YL 1) CaCo—2 20 a4 15
FERE T R AU, R E AL B IR fL R ) B
REAR, 4 i A1 R Ak 238/ 40 ST AR 2 1 LU (B K e 1
T, CaCo—2 K 51 3 ¥ ik s 48 7= A A BIR 1) = Tl 1
TR LA B W A0 L S P (61 [T e B A R
TG TR e (1) /) g 268 FB 41 40 0% s i 7R TFN—y \TNF—
o Fl TL-23 Fik i A, R W 4 4 M 1+ 5%
S3 W R RE 5 Al AR e Ty SN D) O IR,
AR HETFLEES MR R 2 B WS -
FHLUA BN R  [gA EAFIERTR N FE
PP AL A i B B b R HEE EEAE . 3
JBETE L B H A 0 HA — /NI i s T R
Pk 1gA L TgA A5 48 0 52 05 AH G 19 B0 M
KIAFFREE G, A 5 B S0% 1A P % i %
B, RN A A RE 2K RO, PR FLBETE 2L
A iy L3 W B B AE A S TL-6 K T3 = R4y
AT TgA K Fak BLRSEAIG 3 17T 52 e e 93 IR I 114 1
SN 8 B S A AU

4 @ R7iEEFR RIS IET R
41 =ER

i A TR TE A2 70 B A0 T8 R AR I ) 2% A T
XA AT G B A BA O TR T FLER TS
FEE PR A il TR R R RL A A G T LR ARl I 3 i
WETE o AL ARk B A Rt SCHRUE B 1) FLBE TS (R 1A
PR AN I8 i A= B AT e AR B R )
VERT, DATID 306 4 £ 25 g T T e AL R A E R, R A &2
W A IR S SR 4 9 il B B g B A OB
O B0 S A i 2L A LR BLPT B BAT IR T I

JI g AR AN 1 s o SR, 4 A= T FLBE IS 1Y
eV T ML AT AT R A2 4, AR5 07 18 H R R 1Y
PR R R IR T A () A BEA B 1 FLBETS B3 . A2 iR
HEAPUR RO FLBE S EOR TR R, S
T IR T T J B ok 7 A1 1) o ¥ e i A il T
o RAOK ik i A TR AN A A e v B, BRI B 4
P8 2 SRS At i T TR R 8 AR
WoE MR EE AR, WEREE]h I HiR
o TR RS E 2 — O RSN IE
FEBE G DTIR AT LARE i b R A Wi, Horh TR
HE f% 15 0 55 9% 1% 4 AR H 105 iUOT B> TFN—y 43
WA, DT ke 362 g 8 85 S A0 RE D), 3 b e 400 B 5
TERREME SRR EERSHEABARE, K55
DC 40 AH B.AE T 2 TL-10 1 433, #E 17 A 4L
PIEEPTYE T 45 Th17 09 HLAB FE— 28 RE
Pl T —ARas A TR B 5 2 R 8 2 #iE
B BT 1 VR W8RG B 1 Bl o e TR T T8
SEPEN G I 8 M 18 R B ek 2 1 )R R
70-1 .Occludin 1 Claudin-3 F) 2% 3k & 38 e ¢
¥ SRR ST e s R 7B b= ) SR S R
IR B A (R A8 UE B, b 70 0 R 2R 1 BT 5
S ICH T, 200 22 B A 1 IR S 00 1 I 240 i o)
M2 IR AL, £ R 40 PR F TNF-o 36020, Bt 48 240 g
K7 IL-10 \TGF-B 54 2% A1t | 5873 & i D) A7
T A TR BT R AR R AR AT T IR T FLBETE B L (E
7 2 0 22 i DR I 0 O 96 i £5 A T X FLBE TS 1 A
Mo
42 #WmHETT

fit A T — S REHE 2 JE VW TEAT 4 AR K
Bt o A TE AR TR B VA T 5 G 45 A T REAT RO E
BEIERSBE RIS by 2 A hE
ISR AU AN B 45 Ry A0 IR S, E AR WA
UL g5 A2 TR BB T FLBETE TR BERUS AT I
Ja& FNFLAT T 8 0 A= A AR g 1 T P A, AR
RS Ry (e NAR N o i 520, mTaE—2b %
BT R AE I T P s AR, i bR AR T
TR A G B LA 52 45 0 1) o B 5 T 3 HL 7 i
R T IFN—y 735 B SAE MRS rh . TR
£h BB 23 FLBE S JE A IR N Treg B AE BE 5 LA 22 fif
i EAIEM, X T2 RN SRS RN,
() 2 A JC A FEIE AN RE VS T J8 8 AR TN 48 R 2 BB AE
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Table 1 Some probiotics with therapeutic potential
X% BETLA R4EE RN
FUR AT H Bifidobacterium lactis AP B iE B e [63]
R B AT Bifidobacterium bifidum HCE i b aE i [64]
IL-12 IFN—y #= TNF-a |
¥ M AFE CECT 7347  Bifidobacterium longum CECT 7347 TNF-a | [65]
"KM |
-4 3% (Cluster of differentiation, CD)3*
T#emi |
TFBIAFA Lactobacillus casei TNF-a | [66],[67]
& 5 fp i X2
2 2K B AR R
A dx KB KK Saccharomyces boulardii KK1 P EIE R [68]
KB 5 AR AR
CD71 IFN—y #= TNF-a |
EERH Faecalibacterium prausnitzii ¥ e % iR [60]

EHEGR LR KH Akkermansia muciniphila

IL-10 T Treg/Th17 4
7Z0-1.0ccludin, Claudin-3 1
IL-15 . IFN—y #= TNF-a |
IL-10 #= TGF-B 1

W 55 L B SR ¥ Am

M2 A E v fm f A4k

[48],[61],[62]

At A SR AP AR RORN BB R YT T R AT AE B
B R BRI A TR & ah A T Y )
RIS, WFSE & T E 205 26 2 D08 il 46 2 7
Y0 G (8 P T R ST 2 1) 5 A TR S VA T A RE TR
a7, T 7E FLBE VS A R B AR R IR SR Y
SCHRUE W] G A 1 700 A DT, H AT #8 2R JC IR R
{UFE B PR A 22 B E B R, LR A Ay
fi AR ARG AT A SR AR SE
43 MEZE

XFF AR, BARPUAE R LB AN
& B IR YT R, (AT BB AR T IO R A
i VAR | 35 SO PR DT 24 PR 58 AR A — R B[R]
BT BT A R IR YT TR 2 F- e pi A Z ik
HERE RSB ZERNMR TS, LI
/N B, B— PN T e 2 R S SR A 2R b2 R
AR BT I A 0 114 ) 2 Al L R4 (EL Jip 3
A RF S SR T 1) B R, SRR TR I B
U1 BT B AR A I T R AR T | UL AT A
& AN LAY B R A T A A AR T AR K I, i

PR AR R ATI R S8 WA o AN, A i B30 4 B Mg
A R AT N AFAES S FLBETE U XU, A R 5|
e 913U Mg 3 TR AR A A T O R AR G Y L T
HLR 0 2 A G 8 IR 00 2 o B i 7, A R P AR
R G R E R R AL, EE A 4 ST
R Ja LT T R 10 i D D A RO T R B R
IEC P FT T B 3 22RO [ B AR 2 X
i 3 BRI A S S M LA L3R 2 R BUAE R )
TEBE 5T Al e K s A, MBIt AE R
o FH 5 L A A ) 22 53 i A7 03 2 IO L g
15176 AR B

5 HiES5RE

g5 LTIk FLBETE KM iFs R i 3 B A RR AR A
781 Wi e R IS I R NI S O 3 e D |
163 % 2 DR I3 ) 0 L BE Y A0 A 1) M 3 A LA
Ji7n T T R KL UE T RO T T R B DD RE L 4R Sh P
Bt 5 R R | B A SOR M A A2 L4 AR JT I A
R 3ANITHECIR Y FLEEE R I, HAT IR RS
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Table 2 Changes in gut microbiota induced by antibiotics

HAEF LA AR R T A S EARE A Ltk
&R H EEES 1L-17 ) [77],78]
IHEREFTRRE | Th17 za i |
AFE EHENT IFN—y 1 [79]
MmHEB T TALERE | ¥ # F B T kB (Nuclear factor kappa
B, NF-«B) 1
I 35 Ak MAFENT EHAN] - [80]
Mk B SLATH B F R
B A AT |
7+ EE EHENT BEBAITFMAFE  IFN-y. INF-a # IL-6 1 [48],[81],[82]
il
M A% KHE T
REMATH® 7 BEEAN] IFN—y = IL-17A | [74]
E% ARkEx #HEE CD4" T @t |
o P B v )

JPH) 3 AMESIFZET 1) FLEETE B AR AL
) A T 5 2) S8 A PN M 3 T R 2 A2 e LA A
T~ B2 A8 A B TR RN FLIBE 115 B 32 T R 45 1) 42 ThI Y
IEANEEE 5 3) BARNEE (9 6 A2 T M 2 A2 U HA R
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Impact of Gut Microbiota on Celiac Disease Induced by Dietary Gluten

Shi Junyuan', Tian Haizhi', Ren Zhengnan', Pan Lilong?, Sun Jia"
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Abstract Celiac disease is an autoimmune enteropathy induced by dietary gluten in genetically susceptible individuals.
Gluten is a type of protein complex widely present in the daily diet, whose proteins are not easily absorbed by the di-
gestive tract, thus activating abnormal innate and adaptive immune responses in the gut of genetically susceptible individ-
uals. Recent research supports that intestinal flora dysbiosis is one of the key factors in the development and progression
of celiac disease. This article reviewed the pathogenesis, pathology and treatment strategies of celiac disease, aiming to
reveal the role of intestinal flora in celiac disease and provide theoretical reference for clinical prevention and treatment
of celiac disease.
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