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CPUNANY R Z= B E SR FLIT . ShPURE IR B A B E s =, % 625014)
L B Zh IR E T A AR e KT A 2R AE X &R e A1 515 B RS Rk .
TE S FA ™ DA 2 R R TE A 2507 T R BB Y » 1 ROl T A R (e S e
BRE, ZHAERE T REIIRE, EETUR R E R AR . Rk, 153 R
o T A S R L0 AR A P xR S AR BRI S i 32, o3 JE T R B e e HE I
— BIXM AP BOR, Ml RBOOR IR A . ASCERIR T B E S niE W S 1 T iE
RERGRERR, HIETIARIFITER, MILATRER BAENIHMS T BN RG4S .
REHR: REIY WERER: SRR R BENLE]
FE KT S852.6 SCHRAR IS A X E G5

SYRIIAF R ORI BERZ) . B RES, HEE LI 108~
104 4>, ESiEA AL E B 10 iz %, Ho REp Erss B miEt. B8
TE B RER A B 2 AR, OB G b 5 328 o i A T R AR Vs g e A, LS R 1Y
M HcERL O 100~1021) Pl fERIEN, W LRI EIIE N, 4w 8RR
by, HlE AN RS B AERNRUE LR B R a8 v B B RER 2R I AN ()18, X et
A AR A DRI HE 1 A 5% 6 B2 41 2K (gut-associated lymphoid tissues, GALTS) ) & & Al J&
PRNARSETT T A 495 FE A T, St v e ) S5 R AT A 7T 5238 AR 0L, ARl AT,
PUER R EIE R, B R R A A R M R A B A o B v 1)
FIZNAPHZ BT, RS ECEIERIH DI RERI A o S RIE AR & F- 4 B AL
fidm i, FIRERIUARIEE | IERZ, REENRIERE L —. MG EHERED AL
50BN REA RIS 5007, RN BRI BN EE N B2 —, WAL
B 51 A 2 Wl G5 ZR G DR 8, T G 88 I8 S5 N S il SR P i TE i A P ) 2
A3 AG ) TR 3E P A S LA S 1A AT BEAEAE 2R A AR AT, (B H AR 2 0t T (U
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FEeWmHE: FARERFYIEESTH (3167131062)
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FEAE T, Xof AR SR 5 200 T 52 W0 T A G2 200 0 P 86 58 2 A S LA B o /b, AR
WA ENAINECHT R TS R, RG40E 1 5B sh Wil w5 18 T8 e D Re 2 18] i
HHEAE S AT BE R ELAEBLA] .

1 Joild X 1 T8 S R G %

B S TE G R G0 = KB AL R, B Y R b R 2 B FM IR 24 B S5 A4 BRI AL
AR B+ b T S 2 0 D 3 A £ 8 R R R 4 e 2 I LA e M L 6 T A )
B R IO), R 2 B U R Y, o R A RE TR 2 5 B S A R ) S A A D e . i AR
AIAEAEXS AiE AL S S R B A 2R E
11 /% GALTs K H

B

GALTs 1 5 4 & ik B /) 45 (Peyer’s patches,PP). I 37 ik 2 3% U (isolated lymphoid
follicles, ILF)A1 iz % ik [ 25 (mesenteric lymph nodes, MLN)(, #F 5 £ 8, /N GALTs
(R B AETE B kB, JUH PP ORI ILFIL, ZEIG LR, bk EL2H 215 S48 i (lymphoid tissue
inducer,LTi)BEAETC B 2614 R 55 PP IR B, M ILFs (R & N7 ZRCEMRI A S04, %t
T F(GF-APX) I 7T KB, #5 1<10° CFU 1) 6 Fl 4l i [Fh 5 2 fuAF B8 (B. subtilis) . b
KZFAFFE (B. licheniformis) « #/NSEAUAFE (B. pumilus) « HEg53UFF B (B. fragilis) -
F A EREE (S, epidermidis) . iR (C. subterminale) VR A EIFIEN GF-APX 7
fENRRIEIL S B AMMEEIEE GALTs MK E . Jilt— D e HAATE—Fhan B R i 2
GALTs K&, TEHWENIRIE BN EFE GF-APX i&E W, RIBR T Spas i By flih
BT S MG TR BE VS5 GALTs K E 4, HAth 4 Fiis S sl py by e b 4 AN R 15 2
GALTs KH, MR MEMMEBFARREETE T GALTs IR H, TRIENIIE A 4 K
RN LR X T G e R AR 7850 R SR S a0 2B A ST
1.2 A SiEs v T(helper T, Th)4H i )18 5 514,

Th17 4HAE2 —FiRFRE) CDA* Th 4iifid, X fd ERIPTHIEICEZL, Thi7 s £
TR MEAM I T H AN R-1TAGL-17A). EAIA F-17F(IL-17F) R 4/ 3R -22(1L-22)
XF E B S VBRI R R AE DO, WHFUERRT, Th17 difRfE& i hid 267 s TE
EAIR £ i R R/ 18, A %t Thi7 iR B A5 EEAEH . b5 Gaboriau 25091
R I A AE — ML A BOIRZE AT B, Bl 2315 224K 1 (segmented filamentous bacteria, SFB),
Houf Tha7 @itk & £ o0E 2, [ANF, IERIE=Z SFB ) C57BL6 A/ BRI/ M lE A
JZ i Thi7 2 ECE UK, HRIA SFB 2 &5 Thi7 A s &1, F¥ SFB #eif 3/
BN Thi7 g A e, ok, ETRTE /N Bz E 4 ASF(altered Schaedler flora)——
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B 8 R I — AR E KRG, KA A Thi7 0 BE t e ke, EHEE
ROR G5 T SFBRO, HABMFFL R I, X 3~4 JH U Ao i /N BREH 200 pL Jli AN SRR il VR AT
JEIRIFERETS T Th17 4R 3esERY, TR BIESRTC SFB e, W/ sh Wiz iE vl 5e
FAAE R B HAR MR AL AR B, X S LA TR e e S M 15 3 Th7 ZH s 58 2k

1.3 /S T(regulatory T, Treg)Z i ()48 58 431k

Sk /BRI e % 3% K 7 3(forkhead box P3,FOXP3*)Treg 4fi il th /& CD4* Th 4H ) V. ¥,
FEYEFF I TE DY RERSS R FE R EAE . DRI, FEHTAE RAL B STC TR /) B PR 38 v AR ATS
RERCINE Treg 4/, (HHEEA NAEAZ PR R, RUIBUZEYA 45 Treg 410 %E
ot Treg A /AL ROFE L. H AT O A UM A BPGE R B 15T Treg 400856 70 1L
T R TC TR /N BUHE 5 46 BRER AT T e 40 A 1) VR B T R 3 S I [ = Treg 40 i 2 i 25 4
., 2y B, XEME R TR AT R 2 DRE— IR AT EIVEANIXIVa
2, JeAh, Al ASF AT ST/ A A 2 Treg AU AU S, (B3 —H2H)2 ASF
L E 3 MR THOR AT B XTVa R A0 Y. Atarashi S5R40E— 073 B 4 5E th NK Wi
R 17 WRAH B (3 8 T AROIR ZE MUAF B TV % . XTVa FERIX VL) B A8 1% 5 i Treg 4
MR R, AN, NSRS b 38 A e 550U 1 th e (e 2t/ BRES i Treg 4 A 384 SE AN 2
PR LA A6 -10 (IL-10) (7= A= 1280,

14 AR B 216 5E o4k

I B AUM R B AR AETERG LA AE &S b, R AETER R RO, A=A
e Rt B AR MAFE R VIMOC R, B i = sk B 1 A(IgA)K 1A
BGLLT, [ Z A RES 3 e B IR AME S T AR o ) A A Bl sk = R
YN SHMES, SEPP BRI E AR, IR B 4 r 4 sz Re, K, 18
THAGIE DY, B 2 MR A BT I RITE PP h ey, (H L BARHLE v R A . Ak,
/IS BR 5 i B A4 2 PR S DR 41 (dendritic cells,DCs)HR, 44 B 1A 6 2 1 A S8 I (2 33 4 H
(6 K53 AN E] B 241 4 461290,

1.5 S-S5 Kk E i (innate lymphoid cells, ILCs) (#3851 731k,

ILCs VE N —FhE A S e g bR 2 2 50 E, e MRkt S5 T A0 ARAEC, bk EL AT
PRI AR 3 4 ILCs B AY: T 455 [A 1 ILCs(T-bet* ILCs,ILC1s). GATA 4542 14-3 ILCs[G
ATA-binding protein 3 (GATA3*) ILCs,ILC2s]. 4k FEAH<HA% 3214 yT ILCs[retinoicacid r
eceptor-relaedorphan receptor-yt (RORyt*) ILCs,ILC3s]B, A%} ILCs [ k& JE A ThREE

— B4 WFICRIL, BN A RORyENKp46*CD127*NKL.1 ™ ILCs 5k RORyt'NK
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p46*CD127*NKL1.1M ILCs % o F A, BLIATAEYIXNT ILC3s B4 2 7R B, 7RGk
ZIHIEERER, B OILCs /M B AN =22 (IL-22) Mo ERERK, RPILERITE
% ILCs KR ThRERS. M/, AW TR AE EAERT ILC3s Wk IF o & s, Ha
) 1L-22 1) i B4,
2 B R T S R G REAL
21 ¥ GALTs K&

JV 18 B BRI GALTS K H =252 th DCs X 4H B S LA =4 0 B3 i SEEL I, 20 v
i 0% DCs - & Fiisi 2011 991 5244 (pattern recognition receptors,PRRS) K17 A& ix —id FEB01,
W LI PRRs 45 Toll #5244 5 % (Toll-like receptors, TLRs). NOD #¥:5Z {4 5 i (nucleotide-bi
nding oligomerizationdomain-like receptor,NLRs)Z:. TLRs 740 i sk HACE =¥ )5, #t—
LS EERE /> B 1 88(MYD88) % 3k £ [ R £ 1 (MAL)-MYD88 F1% Toll/ (A4 3-1 52
R(TLR)S5 I BE 5 3 B LTI R (IFN-B)KIHE L 70 7 (TRIF) M K K70 7 (TRAM)-TRIF (5 5
P, WS DCsPO. JiE1LJE ¥ DCs g5 T PP ALK H O 1) T A5, (it B 45t Ig
A; B EMIE FIE MLN, FSR0N T AMEHE0HE, 5 /NG KE i ILFs. Bous
kra Z5E0125F 58 B ILFs 34 ]k NOD1 (nucleotide-binding oligomerization domain) 541 B
A BE L R SRBRRE AR, & T A R B R
2.2 H¥% Th17 dhf g5 01k

R R 2 HORIE FEAIE B i T8 P A el LP I A R AN D 65 DCs A E A, ki
BEIE Th17 gk B ). E3CIRE], SFB REFFRIEHIAS Th17 4iffuirfe, HEAARIHL
il A&, SFB I8l b 5 40 B 5w i Ve Ry R B 1 A(serum amyloid A,SAA), SAA fE
ik i & A J= CD11ct DCs 73 4R 1 A 4l 3K -6 (IL-6) A1 AR/ 3R-23 (1IL-23) ,
IL-6 A1 IL-23 /25T Th17 i/ LRSS =B, 55 Thi7 Jii oA R 55— sk
MR 72 AR =-1B (IL-1B) , Shaw ZBSIGH UK I, o/ RIGIES LP EWRA M7k
IL-1B #2l, HRBR 1 IL-1B 32 A/ B Thi7 d e B3 pssb, R4 Bk rl fE
R IL-1B B ARAEHEIE Thi7 iR K P 7tssH, MyD88 il iz
JEH IL-1 A1 Th17 4HAE ) & Bl i 5 PR, HEMIL A T2 1 TLR-MyD88 {5 5 18 # 15
FHHIE LP B4 IL-18, BEMT{EEE Thi7 4o AL .
2.3 A Treg U5 1k

HI ARSI e D, E I AN 2 B RS Treg A% & RINLE]. A IRAIDF
R, B AL A K R T (transfoming growth factor B, TGF-B)Z 5 T i HEEN Treg 40
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I BRIV XIVa FEREE R W b 4=k TGF-B, 7S Treg 41
Ff 23, B R aifgh, fiE LP DCs MFLE TR tHEE S S Treg 40MMEE S04k,
CD103*CD11b*CD11c* LP DCs Al CD103*CD11b CD11c* LP DCs REfLSLi% S CDA*T 4Hfitd 7
&2y Treg 4HAEE%1. CD103* LP DCs AeRiAUKE] Treg AL 70 AL AR SCIA T, 1 TGF-B AL 3%
1% Jt 2B (retinoic acid dehydrogenase,RALDH), L # [ (retinoic acid, RA)HRER 2415 T Treg
ML 340, AN, 7E TGF-B f77EHS, LP CD11b*CD1lc” EMEZHfftiEt ™~ 4 RA Kik
SHpiE Treg gAY 40, M55 FIAF B 7= AE 2 4 A(polysaccharide A,PSA)H BEIE I %
TLR2-MyD88 {5 5 i i K il Treg 4HA i) 44k K 1L-10 5351421,
2.4 A= B gHIGTE L

JpiE S A T AE I A & AR R B BRI . BFFCRIN, MyD88 Ak 1/ R iE
1 CD11b*IgA*B 4l & o 2 T~ 503, Ui B LA B Re il 0% LP DCs Bt DCs ) M
yD88 1545, fiEilt IgA*B 4Muff =4 . EZ RIS, PPs Hi€i DCs it 4l TGF-B.
LR CXCL13. B 4R % LA 7 (B-cell activating factor,BAFF)RAL i B 40 L 1L Al |
gA A R4, LP DCs fEiliid 43k TGF-B. RA. MJRI¥RFEIA T a(tumor necrosis factor a,
TNF-0). BAFF. i#4E—4% L & & (inducible nitric oxidesynthase,iNOS)F1145H i S it 4 (a

proliferation-inducing ligand, APRIL)RAZ 3t 1gA*B 4 i 1) A= 491

2.5 A% ILCs ThE

SRR ERERT ILCs 1R B RIS R A7 A IR T S G RN, — 5T, LA RE
i3t RORyt* ILCs 7 ilb 4 Rl 7 1L-22 ;= A A R S e D Rele); 59— 07, AR 3%
T8 b A0 S LA 3-25 (IL-25) , IL-25 {EHF[EH 2 IL-17RB* DCs K4 ILC3s
b L2207 B o (R B AL H AT AN 4

B bR i R (B D 4, WpIE R 2 AR~ Y se Xt 18 3 18 S R AT
%, ABRIR 2 H T I TVARFIXTVa SR AQH 4 T IRAE 1S 5 CD4'T diifisr 4kl Treg
e, SSUBCH B AR P 4R 3R D BB Th 41 o fLo2%
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W |® SFB WIRFOATE | ASF || msnire || 24 AR
g @ EER | | yEmxivag =

SIgA* Reglll Y

it T T V’I AT e T

@ | @ ® e e oo.ooo @ el e g

SAA TGF-B IL-25
DCs macrophage macrophage DCs IgA*
TGF
IL-6 -B
L ITPTY ToRp (B iNOS BAFF
1= APRIL | TNF-a ROR y t*ILC3
Th17 cell FOXP3* Treg cell B cell IgA*plasma cell

SFB: 415221k segmented filamentous bacteria; ASF: & 8 R4 i0— P & (I H#E altered Schaedler
flora; IgA*: G ZEERE H A* immunoglobulin A*; SAA:IMEFEMFEE A A serum amyloid A; TGF-p:p B4k
AR KF transfoming growth factor B; PSA:Z B¥ A polysaccharide A; DCs:## ZR4IHd dendritic cells; Thl7
cel:AH BT T 4008 17 T helper 17 cell; Treg:iA751E T 408 regulatory T cell; RA:ALF R retinoic acid; BAFF:B
HHIEIEAGE T B-cell activating factor; Foxp3*: X :k/FRIZEE KT 3 forkhead/winged helix transcription
factor 3; TNF-a: /MR PR JE AT~ o tumor necrosis f-actor a; APRIL: 3415 S /& a proliferation-inducing ligand;
iNOS: % 4= %1 — 41k & & B§ inducible nitric oxidesynthase; SIgA*: 4y ws % 4 7 Bk & 1 A* secretory
immunoglobulin A*; plasma cell: 2¢4Hffl; macrophage: EMEZNAL; RORyt": 2 H R AF 3¢ U 3244 vt retinoid
related orphan receptor yt; IL: FI4HMI/ 3 interleukin; Reg Ily: fif % #4219 3y regenerating islet-derived
protein IIy.

Bl 1 BEMENNRNGERERRRE R SCHR[37-491 545
Fig.1 The gut microbiota-mediated development of the intestinal immune system (summarized according to

references[37-49])
3 15T Wil s RGN LA BB A K DI RE IR
3.1 FUMRERER A A S A
WNHTPTA, SRR 16 L8 R RGN B A EEAE A, (R R Rt w ]
RE - B 8 r G B A0 I AN I 24 B0 R A SE B A A o P 280 16 e 7 208 M52 2 T D 86
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2 W b R A By R . BT A R AL, A 9B A AR A s S )
91 BRI, BRGNS N B B, AR PHIE A AR . thAh, R
1% P42 Y5 25 A MMy (regenerating islet-derived protein IIy,RegIlly) ] 1 A PR il 4H 51533 i3k i 26 it
(15 — TG BRIESY, 1ILC3s B/ MWL T 1L-22, 1L-22 11T LA 40, B0 p3s-22 34 J5i
1k & i (mitogen-activated protein kinase, MAPK) B 5 5 1% 51 K i 54 i0% T 3(signal
transducer and activator of transcrip-tion3,STAT3){5 5l B {2 3t Regllly f)4: sk, Zheng %553
R RIL 1IL-22 et v6 S/ NN b R e Reglily (#9263 M) iR ST BRAT 14
(Citrobacter rodentium) /8 4 45 iy, 1LC3s % 5= 98 /> W) 2= 39 3 28 B A W 404k 7 B
(Alcaligenes xylosoxidians)#E N s (L2, I S 8500E T iE i dn 4 5 2 5Evel, i e
FETH 70 %Y 1gA(secretory immunoglobulin A, SIgA) 1 68 534 1 [ B V4 T % (E. cloacae)
BT AE R K AT B (wild-type E. coli) IR tEg &, By b 5E b BRIl st s, i+
[ G RGN LA T — A2 E R, EIEFE 00T PR FL A BE N b s 400, 38 4
TCEYIR i RO BRI, AR TE R E Y 515 IR RIS AR R .
3.2 FemaFt A AL AL D e

TR T 1gA  BEE 0 [ TR A A ROFH D e R U 42 R 4B R LA IAE ) 2 TR B3R A G
Fo BRI, /N RAKRNIEI T S O mEE A% I & B (activation-induced cytidine deaminase,
AICD) R BRI S EUIE 1gA HIRIZGRIE, AN ECEY 1 OUIURIREE) ,
5| 6 i B R P 2L s R A SRR TS | A B ) 52 A e M AE T2 8 -1 (inhibitory  co-receptor
programmed death-1) [k EEFRME T IgA SAE MGG GEST, FEUN IS S5 R 1 e
Ag, 5P A RN B B R AE TR B0 4 SUS AT B R (Bifidobacterium) Fl1 22 AT B J& (Bact
eroides) % 140 1 £ & T B B84k, 1T T 1 FH(Enterobacteriaceae) ¥ 4H 1 £ & I 34 iz 400
FEF158Y, i 7 XK A AT A 42 ) ) 53 P  EE  2%  M  Jo TRT FROI BE, 8 FE R IR 1 6
AR B HBUR R . bR T ORI R A A, TN R BRI AL, 19A 5
L4 B 2 AT (Bacteroides thetaiotaomicron)4h & 5 RE oM HIE R R IE, SR G AL AN R
HIC BRI 7 (BT1414~1418). &5 — S AL EA UL K (BT0687) M Zmtd 4l .3 D
Z WAL B R T CH AR AT A A 50 RIL B 2% ETHE. ILC3s I REGRFEA I,
IL-22 73 Wb pb, 23 SFB R4 1Y, AliIE Th7 40 S N1 el

BEAl,  JE e G TR DR R R 2Kt P RE S R Il TR RE 45 48, s IR~ T-bet (1 Thx21
DRI ) RE RS 42 2 15 S RGN e 2 J L RO AR I B JRE S22, /DN BRI 2% Thix21 & [l T
SE B N IE AR BUR T 5 A BRI (Klebsiella pneumoniae). 77 748 FEAT i (Proteus mirab-
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ilis)Fl i | 82 iE AT 5 (Helicobacter typhlonius) RFH, 5 stz k4 259, bR 4i i NLRP6
RN R R VR QAR =-18 (IL-18) &b, WESWR AN, HHIR
I R (Prevotellaceae) 2 A 11 45 & A 34 fin 6ol

ERHF R U] T IE e R SR & A AR T I AR AR RS R A 4
JAITRE, A5 H TR0 D E B 40 AN R - 5L T 0GR T W R AT, BE 2 I S e A
PR o0 i S I R E M e e H BAR LA A it — PR R
4 N4

KEVFRAP R T R EMpIE RN S5 EE R R R MNEREFERR, X
FhEAENLSI RIS T i AP EE AR E « SR, AR TR, R 2 @ ATEE, nifibiE
T A I A E Y (N R R 2 5 B iE R R G RMAAE TAE? BAANLHR 42
SR L RE ARG BAEE IR F? By 5168 1 0% R G B BARZ & s
“Pa-Ii- T X A B 7 CE TR A B L R, R RE Tl E IR S T BOkREGE i
PRRFAEH, FLE R R SR LRk R, B RIS S s LR B T I RCR K23
YrE SR SR AT, A ISR FE S oK N & S B 8 IR o BB SR AR A s
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Interaction between Gut Microflora and Intestinal Immune System of Host and Its Underlying
Mechanisms in Monogastric Animals
LI Jiayan! CHEN Daiwen! YU Bing! HE Jun® YU Jie! MAO Xiangbing® LUO Jungiu®

ZHENG Pingt HUANG Zhiging! LUO Yuheng®*

(Key Laboratory for Animal Disease-Resistance Nutrition of Ministry of Edcation, Institute of
Animal Nutrition,Sichuan Agricultural University,Ya 'an 625014,China)

Abstract: The gastrointestinal tract of monogastirc animals harbors large amount of
microorganisms with complex species. The gut microbiota coevolves with the immune system of
host. These microbes and their metabolites play an important role in maintaining hosts’ intestinal
homeostasis. Accumulating evidences indicated that normal microflora could promote the
development of immune system and regulate the maintaining of immunologic function of host, as
well as co-resist the proliferation and invasion of various pathogens. In contrast, the intestinal
immune system of host exhibits restrictive and regulatory roles to symbiotic microflora, which are,
for examples, immune tolerance to normal flora, or immunological rejection to pathogens. The
breakdown of this homeostasis causes the occurrence of gastrointestinal diseases of host. Here, we
reviewed the interaction between gut microflora and the intestinal immune system of host. Based
on the results of existing studies, the underlying mechanisms were also systemically summarized.
Key words: monogastric animals; gut microflora; intestinal immune system; immunocytes;
underlying mechanism
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