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Abstract

Autoimmune liver disease (AILD) is a group of immune mediated liver diseases, mainly including
Autoimmune hepatitis (AIH), Primary biliary cholangitis (PBC) and Primary sclerosing cholangitis
(PSC). At present, the pathogenesis of autoimmune liver disease is not clear, and most scholars be-
lieve that it may be the result of the joint participation of genetic, immune, environmental and
other factors. In recent years, more and more scholars pay attention to microbial research. Many
studies have found the relationship between intestinal microorganisms and autoimmune liver
disease. This article summarizes the composition and functional changes of Gut microbiota, dis-
cusses the potential role of Gut microbiota in disease occurrence and progression, and provides a
new direction for the treatment of AILD.
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1. 518

BEAERIE TR B AT SRr O B B e, FEnT LURY AR VE 2 2hee, I th et T
HiErAEEOR R . JMAEY. R, AR AR AL R[], EENBIEMED TR, W
FRRTTS TR ] AR AT T IRGERR 1], b JUURT G 1 DA R B 1 A BN AT AL TE - 90%
FIAHE 2] AR B E th ARG 9, Herh SCCARUBAT B . BT R N, i R E YR
Pk 300 JI AR, AT AR “S IR, W AERCT A 2, e N SREE DR A g i K Y
150 ZA5[3]o FPHEA ML BER K TR B REFESR,  MCRR A S5 (8 TPIE 2 2 85 T & e, I s
AR SR T RE S B MES . H TSI FIESE R W [4], BB e AT Z IR E R R &, B
LVFZAHERIRMIBIER, gl MBI i, RERER @R BT DS R P AR .

2. BERENS B SRR

AlH & —Fl S 5 1 G 8 S S A Y 5 R P A T e, DA 4 M DA 8 A, A [0 55 190 L35 7 S R v
PHAERRAEME B S PUik, SRR ERER (A IURE AT IR AL U A AE e AR A 5], iR 2, EFREMELAN
0.09%, HulAKZEZEIZF EFEH6]. AlH 2 H T BE B 5 R 2 M 5,  How AR R
PU AN B AR SCEE B 7 KRR S TAR7] [8] [9], AAITIATY AIH B T 8% 2 A EAR H
ST BB PR G R D RERE A AL FEAE R AN, i A At B A AT 2R E R

21. BESREMHRNEERNEY

AIH K ERAE A BN R A, Wei SE[7]96 H AIH B8 I T8 RE Y 24 vh 0 IR S5 (Jn 3k
PR BT MR ERBERL) D, T PR DR AU (U BEER T 50 5 F B B A FLAT B39 n s Liwinksi 4%[8]
PRI W R AR (U AT TR ) D2l e P PR (P B R T A LR AT TR ) M A o L P PR SR TR AR VH AL Y e
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B T 4 B A S i R D R (SCFAS), ‘B AT B L PR T 4R A 45 i A 1) B B 4 P S it i B SR R BT 4 4
PE[10], PRIE% 1: PRAECHR R/ P g 335 AIH BB W IGE A= i . SR A B TS R I AIH H LR AT 18
/P [10]. AIH B IERMAEYIN o ZFEM SR T FE, M5 LPS ZKFF+&[8] [10] [11] [12], LPS ‘T toll
FEZAA 4 F1 NF-«B JEEGEOE, FFIK T R% &R E O MFRIA[1L], AWFIE[11] [12]3R 7 1E R %% 82 3+
#t, zona occludens-1 1 occludin ik i/, M n 1 ziEmiEYE o vr LPS S 2k, FEEIFE +
FEAERISORE[13]. R AIH B A AR BEAA 2, (BRI IE A Doy S0B s S AIH R
AR o

JHiEMAY S AIH BRI ERE TR A G, — AR EWET AN AER N AR B K 5 B
AlH 12 DA K 509 7™ B R BE I PPAil . Wei 55 AHRGE 1 AIH FR B T8 Y0 4R 0 2 BoR D RE I e, B
JYr T8 s A D 2H P e R A 0 i Bl B AR AR AR RS [ 7] o BEEeRs i I TE A vl e 5 AIH 1
FEEEAHDG, 4 Wei Z5[7]3ESE Veillonella 5 AIH 5 35 AH5C, Veillonella 325 AST 7K1 LA JFFIE 28 A
FEEE R IEAC. AIH B E IERAEY RS LPS 3G INBIESL S AIH (B HHAHC[14]. Liwinski Z5[8]
it tHRUB AT B Bk Z 5 5 TE BRI AN FT AIH VAR .

2.2. ENMEYEB S REEFRPIRHLE

JE A E @S UL N R RS 5 AIH RAE. KIE: 1) REHER: AIH SR AR 4
M, IR B S R B A R, 4G SCFAS. 22 JEANRZRHE VTR (11 /b LA B, Stk S R 1) 14
IN7] [8] [9] [15], IXUEHCR = 7 B bl In . S fa SR AOE R N A B R R, MfiHEs) T AIH
It . 2) ZiEM: AIH AR HEIEFE LPS 38 hn#E 1ECs Hif) TLR4/FAK/MyDS8S {5 5 il i#£[16],
T80 bEBERA G EiE e, AIH 1 SCFASs [/ D EE7E IECs L3R1A 1) GPR41/43 Al GPR109a 1]k
TR T i Bt B AR OR 0 S RE B AT [17] o i o 58 52 453458 Pt &40 o R i A 0 M i 5 6 2 RE I . 5 7 (1040
JHR S 2 P SORE AN R [18] o IO 2P S Sl ik L [F Mk i A TEA R 2 s, W25 AIH IR
MR . 3) RIERR: AW EY Tregs Al Th17 4HAEZ A2 R [11]. NKT 20 i 30 [18] LA A | 2
AR i TE A D S 1 TRRITFH AL AST45[10], WRES S T AIH IR AR RE .

2.3. FENEYSBSREMRNETT

AlH FRUEIRTT 77152 G BEHITRTT OB R 0TI 3 AR NS I FH 24) I RUERAR T K 22 U8 5 i
RIFLEK T Aty SR L2 B AN BE R 2R T VR BN R IR RIS, (7] I A B2 o 2= IR R EE R (1) 4 55
S ANRE 2N, WR AR VERE R B SERA  E RE A R T D) R AR A 45 [10]. ATEUAEITE AIH IR AR
RIBRENATTZAMAER, AT HIERMAEY Y AIH 7388 T 3 B . 28 A48 AU S i i 2k 4
MIZHRG, 3B EAT T % RG DI RE . Ma S5 [19]T 78 FLRRAT B K508 B PTG YT AIH R RCR A0hE B2 ot
BEIITEF, BT AIH B PSS AT . BOIRZFEATTE . AR IRATTE . XSO T A LR AT R Y
KV, R ERRR T B+ ALT. AST. TBIL. SMA. ANA. IgG. IgM. IgA. DAO Il ET /K,
A FLRE AT 1 5L B T S AR W A B PT e 4R SR BRA KT ATH VR YT 2R . KXUBAT 1 LC67 FEY AT
LC27 #Ra] LUE Ik ] NF-xB 4 i i B SRl 2ORE[20] o 2 AR JCANBE 1 F2 T AR, E T (2 b i i 2
AR R E TR, 1L D20 K IAEE ST ConA J& 12 /NI IEEr 30 (/0N B JF434% 78 20 23 25 0 1L 3 2
FRAERC. Liu S[10 I —FPH 15 i i A B A e A S0 mT A ATH /N BRBERY 0 T IIE 98 0E . i e
MG/ Thl A Thi7 Z0REIFG s~ rE T 4uM 2o,  [RIN ORI i be b se B, FELIT IR 22 9% (LPS) %
B, $0H] Toll BESZAK 4R T kB (TLRA/NF-xB)ARBE AN [51 7 b R PR B R 710 7= 2 . k4,
A FU R I 25 UK A v T A K A I AR R R AR O R [22], S ERUE IR AR (FMT)
Al — e 2 3 2R v] SO i TE AR IR AR S RS A SRR, XSRS I IE A 4 AL TR T S t
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3. BEREYS B & R&ETRRER

AILD [& 7 AIH FZi84 PBC A1 PSC, PBC. PSC J& T H & %oz AR R A, o AL H R i
A 23] ORI Z FRF 7RI, BIERAE Y ARE TR 2 ) s HE YRR, R e S AR R BT LAAH
HAER, MERW, KIE AR IX MR R KR IGIT R B — 2 A .

3.1. BEitER#E B B R AR R P e

AR RS I S BN AR AR, T BRI R PR ) E B HLIA BT, DR IE 3 R T B A s AT AR
et s RS R T £ F 1 BE TR 1ot P AR R AR PR AE . IHVTER AT 40 NIRRT IR . IR R W K, Rl
B FRBEEEA R, S+ iR RE, g 95% M RRE I I FFIE R IR IR AT . A
FU[2410E W ik B R BR LA Al A B AR » Ak FEAE 50~200 pmol/L 51 A0 B T, ¥ @1 200 umol/L
5L JORE SN, TR FEAE 200~2000 pumol/L 55T 2000 pmol/L R i s AN MR B o 1F R 48 5iE K7 FIRE TR
R T AR RGBT AR DU R A (g S5 [25] 2 RE A 0 10 7= 28 o IR BRAE JFF I A AR
ST DLRER TOPRAH i ATt 52 S5 A A0 SR A 0 o S L PR AL, DT 3 58 S 0 [F) b R A R R BE R T bk 4
P A S AE S RERIBE T 3 WA 2 46 IR T O BE 3 [26] o DRIK AR BR T E S 2 40 H0 . 22 FlaR A2 I8 5 JRE I M K
%5 PBC. PSC HISZIR L .

3.2. FERNEYEBSREMETRIMEFHIIER

PBC. PSC & HIHIBE MDA RS AE TR, H BTG T 1% P Pl [ A 1728 Ak Bk AL
%2, WRINEABW IR ILEIERE . Fukui S0 7E[27] RIS M2 FRRASAHEL, PSC B3 R4 2 FE 1%
SRR, B R dn B ) F B R A TR, SR AT P IREE . REE. EREE . Bk
W B A2 I SN . Nakamoton Z5[28] K 31 PSC f35 IFSE i BRI & . IUFF B R AR AT & 1 e
Bt . PSC BAREAH LR, {BHH £ERE 1BD [29]. Bajer Z5[29]#6 7 1 PSC £ PSC-IBD i 3
EREA, RISEFEAMAEL, P IREE. HEREE. SRR REE . T35 IR & g AT 5 &8 1
T, TS ERE R . Ly SR A[B0] R I S @B HILL, PBC BEHIFRIKE. SUSF B . 7oA KE
RS, ARSI . WA ISR U8 B BRI B R R /KT R, BORILEIH PBC B3 A i
WD, BAESUREIE L . Tang Z[31EREI PBC Pl MW E. AMEHE. REE. BUARERE. /g
MAT B8 FEEKE R TR R @A BRI EEIG N, T EE . R IS B 8 AU 3 8 55 1 4
FID o X LR FEUESE PBC A PSC &35 I 7 i AR W) AH s R AR 2 3 AR AL, 1T REAEAETAE A 2 L ()
THFERML 2 0 SR 1) ' 4 o I TE A Wi vT e EL 2 5 5 RR VIR R MR I3 R R WL o Suri S5 [32]AF 78K
a4 TR 2R 1 MBIESE AT Refil R PBC IR 3R, £ 30%[1 PBC 38 I MIE HLLRRifR M2 HiikE K
J¥ 3% 75 6 1) HRPA153 % 167 £ MALEY5 %2 109 J7 41 i A2 58 XURUSL o (R I i i AR 0 40k AR 278, % PBC
PSC MR EIR R R CE T, Bk Z M 7C U i E AP T e %2 5 PBC. PSC AL .

3.3. BB S EREYHEEER

BRI R 5 B i A ) AU PBC PSC IRHY TR, IEREAI B, A EAEF . BHERIE ]
R IH R AR T ) 2E KSR I I A A RV [33] o A T 9T 2 W B P ZE FHAS ARV R N i, S 80U
LA B L AR KA G AL [34], AH X b ot AT LAIE I AR AR YT BR B FXR R BH1E[35], W1 Angl, iNos i1 1118
X FXR A5 75 5 25 DA 1 30K R DR AT DA I vk B 3, CARI 7Sz v/ o= R A SRS . IR
AMYBEHEREMDEER, AR LS NRs(In FXR)AIEE 6] S5 R FRE, B IEREYR A H
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B L [36]. [AIRH YRRt nT DK s i A e AR AR

¥ T A e o s e v /N RN G5 T R R AR TR I R A A IR RN 22 ) R A Ak SR T 1 R
R Z R, AR AR 7= 28 T — AN B K AR B SR A 2 AR R I HEIE[37] . 455 BYR
T ERAE IR AR v A1 25 B b B s i AR M AR SK AR 1R F T 285 & T BUlF B BT R . AT TR R B D)
REVENB I ER /K ARG ATAE T NI IE FLIRAT T8 . RUSHT 1 - BOIRZF AT s AT B & v [38]. Shllph 46 K%
I RE T BRACE L 7a- B IEAE F AL A IR BT IR, SR 121X 0.0001% 1) 45 i 4 B 605 33E 473X ot J2
R, 124 N 1EREAT 1) 16SIRNA J7 51 73 b O AERR 2T 8 (% XIVa A XTI JEEBE B 1] 4 BT B 4858
X LEANTR [24] JEA TR I 22 [ S AL A0 o R e R R [ e it Sy, HARAE TR T ) TR 1)L JRBER )
AN TR, SRVER TR R 3-1 7-F1 12-07 52858 DUAE AL 22 [F) A AL I A R W [39],  mT e AR R TR 1)
BRI EEE, ORGP S 52 S 23 v . KPR IRV BR IR 55 .

PR TE [A01 B A A T A= A B I R, ok N SRR IR . I s BRI R AN I IE RS . W TE )
FEAENREYT R A A B EEEH, AR ERIN & 52 FXR IS il 1y, A s i
TR p-SRIERR (TAMCA) 7K T Il i FXR-FGF15/19 JAFAHLHIE 5 AR B & Rl [11]. Bl e
WiEE FXR RBHLEE AT, HE5REMFIEE FXR A SR BRSO S —8 HiE i
At BT BR e 7 AR VR R, B TE AR YDA A S T IR R R T R BRI S A RS
T 23 5 ARV R JF 03 R AR RT3 e o RVE R 22 380U CR B R R0 ] BRAEAE “ iRt [41] “
TEM A AR [42]. “orFRRMR UL [43]5, HIIERAEY) S PBC. PSC =& aifal HAH 00 F AL
i1l e AN B

Zx LT s PBC. PSC Z A 2C R o] Rt i ey ARV . AR AR =& A0 HL 5
W), AH AR R R AR E

3.4. BEREMT RN B B RE MR RaT R a0 B

H A A& £ UIHER (UDCA) 21697 PBC T 225, & Tang 55[311FH 16S KA RNA ZE 7
FLiR T 37 4 PBC FBE W44 UDCA 697 5, 6 MHSCIE Y e 1 =F R EiFs . {(HE4> PBC &
F 1) UDCA J6I7 SRR AEH PSC HETRA BIGIT 2450 ST e e PBC. PSC Z [HH# )Ek
R, UCEMIERA YR RERIX BB AT IR AR R . ORI ER . 20 AR AR S R B RS A S A
BT ET 6 i A ) B3R 7 ik, CAaWEAt[44)R W] PBC sinl DUt 284 1. 262E 0. FEE R AR
FRIT, (A AW H T PSC HIVGYT RO H BT AFE— & F+[45], ISR ERTT IEEV T

4. BESERE

Zi ERrIR, AILD HImiE A A Ry KB, BB A S AILD KA. KIE &R A E VI
KA, REERHEWATLOY AILD 2R GUH RS . & B TR 2 BUmE a7t T bR ik
A RIRE SGHAT, — e R LR BE 2 RN [ A S e i E LAY S AILD 19INIR[46], (B BAT AR/
IS e KA AN RE I B i 7t 2 2k T 2h Wk 86 i BOR AR B i B 5 AILD 2 A1)
FERA, SR AEEE ST R EALS], RO 2 2 I N FORKAE X LS AE LA . Hk, RO iE
WE by 2t . B AT RERRINEW, KERKEFHERTZ 0. K. REGE B O R
ERAEY S AILD K.
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