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FHINTTABESE, BRI N E WM . BB BN S 5 AR E SRR YRR A aE b, BERERER
LA o 28 200 I 4 Ak RS B A SR TR T O R A VR . 58 B A R (ankylosing spondylitis, AS) ) % 9 HL I 4 AR
W, ARGSRGW, 5§ HLA-B27 AHC, [ 55l 58 5] 00 SRS O FUA FE B35 0 R 2 H B B AE . S50Bh OF
W&, WBEERES HLA-B27 PRS0 KT MM & 1L-23/Th17 M4 #m AS BR M EZFWAHE., WK, %o

E RS R R AS R RIFLEA . Sy IR B0 B 191236 FIBIF 50 £ AL BT LAY .
KR R E MRS EMEY s RIERGE BRI LWL

mESFES: R593.23 XEERAEE: A

iR BB AE K (ankylosing spondylitis, AS) &
— ol LA Bl S 08 PR AR AE T T N B R H B
B MRS . 78 R R A A O, 2
57 & (spondyloarthritis, SpA) 7 % & UL i I
R, BRep RO A, AS R L L BRAE S R R
K B B R, RAE R L R E A AN B 5
fift s SCAT I BB W IR G, B A OGRS T S BUE
FEARAE 5 BRI G h A e k. fEFRE AS 19 B
WRAN 0.3%., ZKRETF 15~40 & AR, BHLF
Ko KRB RORWY, A B W G s e, 5
HLA-B27 MG, K4 w8 I )y B i % e,
KBl Z W SCER R W, AS 1Y Ak 5 1 T T8 R REOC
R L AR SO E U YA S E TR B AS h
VE T W 5% 9 8 e TT 253

1 BEMEY

NFEA — A AR 2 2w B 2 FE AL A=
HEVR MRS FRTBORTSE . FRAT] e BUAE MR 3% T A A
PR 26T P A 0 T AL i o 3K B Bl A ) T A
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ELTE: 5 B KR S i 16 R F 5 oo (B RS & A4
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EER AN : WHE (1995, B, M, 328\ 3 KR 50 28 R R
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N BB Y A2 U, A5 G0 B Bk R R | i T R
AEBHIE o 3X B G AR W A DR R N 26 P A
DI 150 2%, JUHOR I i wRe . AN i k20 A
100 JTACA40TE - 1 000 AR YRR . 20 T 250t 2
S ARG B 10 A5 R i A R R R
AR AN TR] RT LA 23 DA 00 34 T AR R T o L S TR —
5 AL 35 YUAT B B8 (Bacteroides) 58 B B & )& (Rumi-
nococcus) FIXUEL AT 5 & (Bi fidobacterium) %, 417
RO HAHAE 10 CFU/g LLE . 2 36 A 9 vh
PR R BRI AN T, AR E 2 A J I fE . X %%
AT REBO DI RERZ W K, o A TR X A A A PR
PR S, X Be A iR AL T E IR R A X IR
BETR L N AN R B PR TR AR AR T 10
CFU/g, Wishte X, ABEZRM, Wk E
(Escherichia coli) #1%%E ¥R B (Streptococcus) %, %
Qb3 bR R R A AT SN Y AR R AR R R
[6] i 3 B AL 0] 0 Ol e PR T AT 6 T A E T 3
K. WA, KEEHEWREAR AR S W, EA]
SIATH AR R B R OC i K 1 3 [m] e e A gk
b & TR REZ 8] TR RS 1 32 2 8] LA KRR A S T T
W Z AR IR B T —Fp AR E 19 sh 28l ; — BV
BEBEIR 3 nT R 252 ) AR 1 3 % WO B At
B SEVE T, DT B W & A . Y R 2D
A5 T34 W A i 110 4 5 R ZIRE 2o B Wk TT RE 2 F
T RE T AR NS A B R B A T A B 5
HETTAE 22 R B HOAS HEIZ T A 7T RE
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2 BEMENMSRE

ANERSH S W IE MY IR EL T 8E T

g, BRer TR EERARCR. BEMAEY
M A RERE B e R K E » I TE 5 i
AT HEZCEN. IHREN, hiEM e S £
ol B 2 95005 19 & S HIL TR AR OG . A B il 2 A K
BRI mED,
2.1 REBBRZNEAE BWHEEMEYSHE
FREZAGMEENNEZG ., HERKESS
T ERWZE I . B T b B R RN
A EEAER, (R E Y iE, S 2 GE AL
g JELAAR B AL o 0 R S E R 4 i A 1Y
FEA 2HMW, kN, SN, T
WS PR A A, RGO B, X SR
Tl A 0T T R A SR AN A B, [
BF 8 AR 0 W LPS R0 K 5RO RE R BT
T/ B A 2 RS2 AE o E LA 7 AR 20
FNR R PE T TE LRI AT R . (E T 2
RRAE I 2 R A /N BRI 40 T Y BE AR R R A
KRG i g 0 AR SR I T B E X T B
NFRAS I 2, s i T i 18 TR RE X S e R
A —E ML HEAEH]

7 18 B R BE 5 3 7 18 A G Ik B 4H 2 (gut-asso-
ciated lymphoid tissue, GALT) & & B #, GALT
B LANTT < 18] 38 5T A A AR A CXC e i
13(C-X-C motif chemokine ligand 13, CXCL13),
HAE ZE ok B 2H 41 i% S (lymphoid tissue inducer,
LT 20 5 4 JF A s s sy LT 40 e e 75
Sk 2H 29 A (lymphoid tissue organizer, LTo)
1Y R S S S TR A 1 A S R B S R N
ZMWM RN, ZIE W GALT, W58 &M, XLk
GALT By, A1 3% 22U /NI AE & vl i IE B
55 g 1 AR MDA T L DG BT R /N R IR JR 4
Gk A i FR B A5 R E I RERR R I I K EF A
R, XU 1 A Y AE e F GALT a0y i & 4%
KHEAVE M. 55 4, B il I 57 ik B 38 ¥ Cisolated
lymphoid follicle, ILF) #)J8 B b 4K 48t T I 38 i 2=
PE. Koy ILF fE /N BRI AR BEE 2Rk F . H
e TR 22 [RB M b O 55 TILF 1992
2.2 ATRBERGENFEE BOHUTEKH. BT
TR L - W B RCE Y8 B IR 5 5 55 4
T RE R o34k . B E P S e R N, N A RE T BR W 1E

o SRR s I 2 R AN e R R AR B L e T
FAT G W B e e 908 S R A= B, W T T
FE R4 G 72 200 ML 1 o3 bk T 4 e R S M I R
Yy 2 6] 1) 3 25l - o> R

2.2.1 M A MR A gk R E AL i AT
RERE IS S AR R R AN ML 34k . Wil rh i A AR R
ik 5 5 LA NK 40 i A [F . BEAS 7= 48 101,
LA A i 6 200 M. L 2 2 40 0 2 4y i T1-22,
il STATS {5 55 S MU R &A™ Ak L
BAB S, A E i 3 5 B Y 52 R kL 0D A AR 2R
M JC W /N B 8 b /9 89K % 0 4 40 D LU A% 52 1) 3
ANERARTT S TR i T A A R T B 8 R R
A DREERGE SR D BE . AT AR 2l o 2 i 1N A
SRR AL SE By . TH R E M, i W
RERESRShAs E 1Y T M o0tk — 5 I i d 2R )
Lo JACHS ™= Wy AR e A2 i Treg 09K H MU, $m 1L-
10 7K 400 il S R AE S I . 53 — J5 1HT A TE TR A
YT 22 R B (segmented filamentous bacteria ,
SEB) al i i {2 3k B A7 2 19 Th17 34k, 4w 1L-17
() 5 900 338 T 1 3 R 8 M AR I . SFB 5 i 1
B AN B e A, T AR o) AR B AN, W RE
IESE X PR 2B RS T Thl7 forfk. AR A
I BLR 1 AN A, AT /N B /N b e B SFB
AL Th17 S-S0 H B G P 55 58 IR i
RIRS Gy e SFB AR #E Th17 53 {6 i 78 F /2
AR E /. PR, 1 38 2R 9 mT R 2 i o [ B
FEAE R AE Th17 FM R Treg MR LI A &
FPEFHRY . X5 He %5 38 &0 & 1L-2 3397
F B A g% 1 5 1Y BF 50 45 2R S i ) T ——AIR ) i
IL-2 3697 Al LR HE Treg 9738 A4 ] Aok 400 1) 208 6 4l 1
T 48 Mg (follicular helper T cell, Tfh) #il Thl7,
T FAN JRy BR TS S A T e g A 5 A g A ik
FNRIT PR A Y

2.2.2 R A AN IRA TN ik BR T RERY
Wi bR 1L-22 1L-10 F0 1L-17 25 40 g A 5 43 06 o
o T TR R A R Y A AR A B R AR o TgA
AMLRE TG HUIRSE G 5 By 1k 4l 1 1 A% AU, i HLAE
He 4 o 2 B e S v R SCHEE . TgA
AR AN A I I b R R s A
W TEM I 5 0 P R 4G A B kA0 B . T B
A0 A 1] 30 Tg A B3 20 I o3 Ak = s 18 A 2 DC |
i) TLRS 20 fi 38 {2k W ok 5 0 9 6 2 P SE Y
Guo 5 "HHGE BB, TgA BRI /N B 437 A 51 51
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AW R S 1 TeG BT, AT RO /) B Y 266
R BB AR AR P9I TR 4 B A 9 S
PRI, TgA TE 1 18 B FEfe S e 5 b R #EOCHEAE .
O AR . A X TgA 43 Wb I 2 7E — &
e BT PD-1, PD-1 SRfE/NLE TgA 55 51
KA T R, B0 U T8 T R OB T B e A
Mg 02>, W FF E BF (Enterobacteriaceae) ¥
Jnt . HU T BE Cantimicrobial peptide, AMP) fif 7=
Az 32 B i 3 G W) R, X 2 AMP 2 i i i
B A0 i 5 o R T o 2 A AR B i T T R R R
Sl T 7 AR T M 22 0, HE b A A B A R L C R BE AR
HOMAZHEAZ TR W55 B AT RE PR A R AR R
TG SR i 3 K L A R U TL-17 A IL-22 3%
FNAE I FF W BT E AMP, X ] 2B
1k b 5 B o B IR A — > B AL A R 2,
AMP [z i e Al 23 5% 1 [y 18 o R 0 26 80 BF o e B
T 75 080 2% 1% 14 2 Pl R = R B A 3R A R IR A ) B
. T AMP (A R A R T T AR W A
J A T AR

3 MEREHMS AS

Foo AS BB AAAE W] 09 i 38 WA W 2H 25 S, R
Kbl 22 1 2 5 A W B TR R R T 2 5 R AS 1Y LA
Z—, P, FATEES 173 10 4R of B E Wy F
BORVIA & AS BB I T8 A e T AR i PR A
5E . FLHHMOR AW 0 WIS R B, 5 A BN R ZH AR
Fo. AS B 11 2K i 1 B IR B AL (Lachnospirace-
ae) E M E B (Porphyromonadaceae) 1 3% Bk B
J& (Coprococcus) F & I % &, 1 35 2% [QBR B &L
(Veillonellaceae) FXF /", vk [ (1 — 35 156 A
MIBFSE R B, FETT/FHKF-. SpA B FE I iE S
RGBS BE TR ] (Firmicutes) F B2 T &, T 3%
KRR (Prevotellaceae) - FEW A . &/ FhK -
RN B KRR AT E [CH R (Brucella) 1)+ 2
a8 hn . i 2 R 8 (Roseburia) i/ . 6 ) 2 10
BF 5 43 SR 16S rRNA J& R 7 A1 19 43 3% 2 35 K]
M P AEIE AS W iE AW B A2k, EBRAT I T AR
g U SN, AS BEHAEREN
TR 1] (Actinobacteria) Fl % K J& ( Prevotella)
WEERE ., BB, EME] (Verrucomicrobia) ),
FF T A 7 DGR T # ~F R DU AT A [ 2 B 0 T e
R L,

3.1 ASEEREEMNESR SEFEE AR
K1 ASEEHEHRBHEABMEXIAR
17/ BE-7K J& /7K
ARERIE BIECND ZR7S
B BN = B 2
PN RIARE 19 EIBREFR TR [CERE R ek R 16S rRNA
Lachnospiraceae Veillonellaceae Coprococcus 3 (K
55 0 L
Porphyromonadaceae
e 156 EIREFR W IR R R Jo H R R % 3 IR R 16S rRNA
Lachnospiraceae Prevotellaceae Ruminococcus Roseburia He
JEEER ) i & R
Firmicutes Brucella
i 0] 60 ] e BT TR PR E 168 rRNA
Actinobacteria Verrucomicrobia Prevotella Bacteroides FLIR I R
BETE ]
Tenericutes
v [ [20] 211 T P 17] T ICTE R LT TE 8 B0 %
Actinobacteria Verrucomicrobia Prevotella Bacteroides Ji IR 21 0
AT ] WA T T8 B 1 G T R
Fusobacteria Bi fidobacterium Roseburia
1% ¥ 1 &

Enterobacter
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3.2 EREYMS AS &R R HLE

3.2.1 mpEmAEHBI MK Hm AS Lm  AS
BENRR S ERPERILCREY . kR,
AS 5 & 5E ¥ % % (inflammatory bowel disease,
IBD) 2 [A] 776 K & 8 B iy 9 e st A5 Y L e i) R 0
Fo 1L-23 Jp sk i B ], 40 STATS \1L-23 21k
(interleukin 23 receptor, IL-23R )%, iX &b 3L [H fi
AS B #% It & IBD By KR T 20 57, B &
W, 46,2000 AS B I T A I8 RAE. [RAS IBD
BEPWA 0% HME AS HLE LT RER, il
TPt AS By Al iS5 IBD A ML 2 b
IBD & W7 Ji s AR 0, WA R A T
M, IBD 1Y & W 5 8 K 30 A W 2 FF 1 B AR
Ko TE AS B3 MG o & 98 18 38 3% Tk i 4
s B0 TR RE AT REE i T E R N, A DO
BURR S R G0, W98 KB, M 55 SUFT 18 (Bacae-
roides fragilis) M IR ZE M T B (Clostridium) 15
AW 1R RERS 5 S CDAT T 4l 34K Treg, f#
IL-10 ZKFFh R 2 . sfh e i 5 T fiE 2 ol s i
M AME ) 28 A(polysaccharide A, PSA) /&
1. PSA 7E#; CDA™ T 4L & 1i iy TLR2 $#1)5 .
s M B8 & L T 88 (myeloid differentiation
factor 88, MyD88) W{5 5 e BE [ [ » 55 Treg 43
R R, Bz PSA Ik B 58 A8 T bR 2 A G
INEIEARRESR B Treg 19534k, T JC B /D BUH 44k
9 PSA IRYA YT 55 M A8 7Y 40 B 2 Al E A A [R] 9%
UYL UNE DC ik TLRS. 16 4 i 18 B 10 #E B
WG e 2R 20 1L-6 1 1L-23, M2 i
Thl7 & & f AMP [ 7= 4 LU 47 g & BE e
B, /NEL DC ik AT Rl i Syk 8 BE A 5l i {2
#E RORyt #R #1740 g (ILC3 A1 Th17) 43 i ¥ £ 1y
IL-17 fTIL-22, il B i Ew N ZS 5 2 6 E
U IR LR, W bR A T LR ek ok
2 T B 5 AR S I 1Y) B RIS . R ) NE-«B {5
S P . NF-«B {5 5 38 % 09 0 16 AR T 30 i v R
1 «B(inhibitor of nuclear factor kappa B, IxB) 1§
ZERAMBERRAL, BRI, 2R EE S0 M g E gn
P AT DL 2o e A ] 1eB-o 12 B AL R IS5 NF-«B
GO ISR AR, T OAS BRI E £
M THE AR AW b % 5 TR IR IkB-o M2 R AL, X
SV NF-«B 3l #6155 5% 5. 77 A e R K17
AS BERNIRR, {2 AS [ 5 i 95 s F e .
AW . T8 AS BE 0 18 R TS R 2 &
LT M 18 Il A8 B B Y A2 45 LA K g R B A EE R
A I HAH R E 8 50 5 1 18 58 0E A8 B 1 35 A ¢

(r*=0.57, P<C0.00D)™",

3.2.2 i A AL R M EHH R AS KRB B
TE AR W) B R S A B 13 0 B8 00 A 7 S A
AWy, REFB IR0 A TR, XA A
{LRE LA W) Z RV AR BLAE AR . 38 W] DL 5 1 3 i i
FTAHEAER S 20 8 R Y5 1 3 40 M 2 (] o o
{518, H P48 55 N8 B R (short-chain fatty acid, SC-
FA) J2& H1 R E 1Y DR SN B CUn DU B 1] R BE T 1)
KIEEELAH =0, XE EME ZFIEM.
SCFA 7] 5 GPR43,GPR41 fil GPRI09A %5 G
BB Z R 45 4, ¥ MAPK,NF-«B fil PI3K
TG TR, EAMMEE, SCFA 3 a] DL
8 o 1) ) 26 2B H & 2 Bt 4L Chistone deacetylase,
HDAC) (% 75 V£ I8 45 40 it J8 300, 90 50 20 A3, ke
A% Treg WY B K % K. 18 Treg T B2 0
HDAC M3 58 J5 2+ h 4 8 1 H3 R s K+
Foxp3 i) Z AL K-, {2 ik Treg 43467, #& Thl
A Th17 Jp A ik 8 v &b 58 T B2 mT LA 3 HC ) 7 2F
IL-10 {9 T 40 4% 46", P9 me R T /R ml 38 st 40
DC =4 TL-12 A1 1L-23 il CTL 364k, WS iR
SR CDS ™ T 4= A IFN-y"" . i i i
Wik 5 e dmRMRu, PR kM, AS B E K
HP e S R K TG T SRR X HR 2, X 3R s B SR 1Y
S AR IR A A i 3 v ot R s
U OB AR L 2 B SR S T AS BB H R R
AR 35] R 15| E-3- Z, iR BiE (indole-3-acetate, IAA) (P<<C
0. 0005) A1 M| BE-3-7, ¥ (indole-3-acetaldehyde,
I3ALd) f 38 4% T 19 (P<<0. 005) » T 4 B 2 U 465
m T E R ERR . JF B — 22 5 02 s 8 TE R AK )
B, MR IE RAE . 95 0 By 0 Z IR A IR T B
TH A 5 A0 B N b R 20 M PN Y sl B e 2,3 R0
Z M 1 (indoleamine 2, 3 dioxygenase 1, IDO1),
IDOT & — s 24 i S B2 5 i . BB iF APC (1 %
FEME L, A Treg B9 & & 4k 55 5 0 mit 525,
IFEN-y {23k 5 2 BRI AE . 102 W Bk = 23 WOE B K
W GON2, i A B - Fz 40 1 e a0 =, X
MRS AS EBER P HEMCER 1 BEE3 1
(microtubule-associated protein 1 light chain 3 1] ,
LC3M).HMEAH X HE H 5 (autophagy related pro-
tein 5, ATG5) # ATG12 fy 35 iAMDY, B
Hb o SRR TTHEREE 12 5 7 A4 0 B GRAC I ™ 9
Ak = B F¢ (trimethylamine oxide, TMAO) 1y &
£, ATDMR#E Th17 (953 A FRTs s BOFT 18 8 iR
P& @ (Fusobacterium) 4 1 i) £ B (polyamine) [
AL ATLAERF Th17 ME0RvE, e Th17 i 568

Berlinberg
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YR . TR AS S Y & .

3.2.3 i A it 5 HLA-B27 A EAF A%
) AS 9% HLA-B27 & — 4% E i MHC 2 (i
FH, HLA-B27 5 AS 158 AH & 232 4 1k fir
A HGE S MHC M E W5 2 b ek iy, (B4 3EF
PR W, 5O Y a4 3 VR R AT R A2 A 8 U
YIRESE IR BE N Z Y, Ge VY HF 5t HLA-
B27 U937 HA% 40 M & B, W i V0 1] R (Salmo-
nella) 2R Y HLA-B27 (%) N\ B4 40 i vp P i &
i, fESEaE R 2 FhYb T R B0 S 2 (salmonella
pathogenicity island 2, SPI-2) (ssaS 1 sscA)
%, SPLI2 Retl il Az 4 TNF-o F1 IL-10 5§
i T . SEFAE TR AR L, SPI2 RAF
BIMRZE HLA-B27 7 U937 41 Jfa v 4 20 Ji P & ) 14
fn, 3 H M P TNF-o XY )5 8 h, ssaS: P<
0.01; sscA:P>0.05)F IL-10UKXYL )5 8 h, ssaS: P
<0.001; sscA: P<<0.05) =R EIAES. AKX
e, AS () HLA-B27 3R B, W &4 T
T A= B i R AT 2 B HH AR i 5 e B8t {HL BB 5E 42 ab
BB LT R M IBD B4 . SR LHE K HLA-
B27 %% 3 P K BRI 2k 518 A 3 AR 1 i 1 R A L]
VAR & 4l R MO 5, BT L HLA-B27 34
KB FRI A AS KM T8 AR FEE . R,
PUE SRS N e S o N 20l e e L T
PiAER O &R MWL #) iRY7 HLA-B27 %5
PR, ATk D7 RN &5 i 46 1 & J . Tl i
BEEPEM S R, IRATE . el 2P E B A
BRI RAER . KIGHT B AE S5 15 rh 51 /Y 48 E A8
PR AR BE A i L SR, FE LR RIR YT R 25 2k
5 ZE B LA 1 (Lactobacillus rhamnosus ) W& 33
HLA-B27 %5 HK B0 ok 2 45 W R 0 R . %25
A TR R E B T 2 B T T R AR B I A, R] 4
I SCFA TR =i, kAN E Treg LT,
DL AT R DA R HLA-B27 st A% I 2 91 H
T o 38 TR 8 I I T O S E SO R W) AS Y
Ko [RIEE, S5 04 98 S It AT R85 412 4% RN 41l
SAE YRR Z 1) 1 Y- iy DT 50l o B I, k)
HLA-B27 %% 3 R K B 36 1R 1 55 5% 09 BIF 98 30 55
PAE 0 LA SHfe M R AR08 % G B M R R A 2% I BH
PRVG 22 Sy R AR A TR RRE 2 08 o T2 X K R A
bk R

3.2.4 M A @it A 1L-23/Thl7 4%+ AS
W& m T1L-23.10L-17 F1 1L-22 22 RPEME R T+ 5
AS R HEVIAI L, s kM. AS B E W HIE .
AN L L 5T B LA B E B 9% AE 3R A 4R B 1L-23

FIL-17 5k Y, fe/ U 5 5 40 1 AS
B R B T1L-23 (Wt B 3Rk . I S8 IL-17 Fi 1L~
22 WAy N . 31X 2 A R S AAT AR R A
Pk T B e AR A A AR B R B A

M, X EL R TL-23/Th17 #isgm AS (1)) 4
Ak i R LG S 2 R Rk, il RS S
Thl7 /b By B0, MFoE R, A6 S EKRE
(Candida albicans)TE I 18 & F )5 68 006 /D B 18
F Th17-™, B ik B4t Thi7 ik & % 2
Ji R RE S T 0 TL-103 AR08, A R 2 B AT 1 1
B AT DL 3 1 4 4 7R A4 TGF-B; i A 9 1y
LPS FI & & (1 0] 7% 5 B 18 5% B0 0 i R i TL-
18 IL-6 A1 1L-23, DA FixX2e#8 Ky il Thl7 1y
SRR T A A AR EEN L i CDAT T 40
PEPEPE Jr kb Th17 AL S AS 1 %9k & & H
Sl B Th17 8440 5 AS &I A %
) TNF-a f1 IFN-y, X Fhid & () IFN-y &4,
f£ HLA-B27 # 3K RUAY CD4 " T 40 i % i 3 fik
A= W) () 25 F AR R B, R I BB UG IE A
BE 2 T HPETH 32 P . Noto Llana 4™ s & B
VBT EG PR 7E /DN BRER Yl 5 A v 25 5 B0 M % 5 R
Th17 s34k, M R4l 21 1L-17 (P <<0. 01) Al
1L-23 (P<<0.05) i) mRNA # %K FE8 EH745.
SCHL AR KR A 1 B 3B AR W A SFB AT DL i i
B4 Z =4 Th17", gbsh, 52 1L-23 J895 9 1LC3
WIE il 1L-17 F 1L-22 B9 EFRIE . il # Bl
DI E TLC3 (4 23 4k AT 385 m TL-17 Fn 11L-22 19 7~
AU BWESE R AE AS BE R IE R R
FANE P R A TLC3 WP 8P4, 3 Hixsy-
I TLC3 3RIK o3R7 BAFR . 7 X LL 20 i 7T fig J2
i R FH R,

4 HiE

Zr LAk, Wi e Y R T 24T B 20
SO S R G0 B e . S (e BIK Bl R
RO R T R R A 1 Ji T8 TR R I 23 e R S E
0 A G A R R S, Rk
A, BHZ2AS BEMHEWRBAAN NS
PE . FEFR B HE T R B B R T TR LA T )
FEXG TN, QTR @ i T R > . A B AR Y TR TR
A B4 AR AT D o A B R AR . R S
B HLA-B27 F1 1L-23/Thl7 B, % m DC,
Treg . Th17 Fil ILC3 45 % 8 4 M (4 3 A Bs . DA %
1L-23,1L-6, TNF-o, IL-17 . IgA #1 AMP % 4 5 3%
PEW) BT 43 W6 MATTERAE AS By k4 5 & el /8
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oo B A . ROR Bl A 2 DY 2 R e e
Fe 8RB 4+ 3l B R 1) T 20 H 2 — 20 Bl T
o TE AR W 5 A B R TR B O I O B 8 A
BIRARIBESE . 338 S XU G 2 0 A8 & L 9 4
JE o 18 AR O R EATRSUE T IO PR AR IR T 1R

ey

AERYIRAE .
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Research progress of the intestinal microbial modulation on the occurrence and
development of ankylosing spondylitis through immune regulation

HUANG Zhao-wei', MA Wu-kai® (1. Graduate School of Guizhou University of Traditional Chinese
Medicine, Guiyang 550002, China; 2. Department of Rheumatology, the Second Af filiated Hospital
of Guizhou University of Traditional Chinese Medicine , Guiyang 550000, China)

Abstract; Since the interaction between intestinal microbes and the immune system was discovered, the key role of intestinal
flora in rheumatic diseases has been recognized and studied by ever-increasing scholars, and has become a research hotspot.
Intestinal flora not only participate in the organism nutrient absorption, material metabolism and energy conversion. but also
play an important role in the development and maturation of the immune system, the differentiation of immune cells and the
regulation of immune mediators. The pathogenesis of ankylosing spondylitis (AS) is not fully understood but it is may be a
genetic disease related to the HLA-B27. The inflammation of the sacroiliac joint and spinal attachment point caused by
autoimmune abnormalities is the main pathological feature. The latest researches have shown that the intestinal flora are closely
related to HLA-B27, the development and regulation of the immune system, 11.-23/Th17 axis and other factors that affect the
pathogenesis of AS. Therefore, this article reviews the relationship between the intestinal flora, the immune system and AS,
and provides a new perspective for the research and clinical application on rheumatic immune diseases.

Key words: ankylosing spondylitis; gut microbe; immune system; immunomodulation; pathogenic mechanism





