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Abstract

Studies have shown that disorders of intestinal flora can lead to diseases of multiple organs and
systems in the human body. Intestinal microorganisms maintain homeostasis and regulate physi-
ological function and pathological state of human body with their diversity in composition and
complexity in structure. Inmune system is an important defense system of human body, and there
are many influencing factors, among which intestinal flora plays an important role in maintaining
the homeostasis of human immune system. Therefore, establishing and maintaining a harmonious
relationship between the intestinal flora and the immune system is the key to ensure the health of
the body. In recent years, many studies have suggested that intestinal flora plays an important
role in the development of autoimmune liver disease, which has aroused the enthusiasm of many
scholars, therefore, people began to explore the treatment of autoimmune liver disease by regu-
lating intestinal flora and achieved a definite effect. This article reviews the progress of treating
autoimmune liver disease by regulating intestinal flora.
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BEEFRIERABERFAEN USBABLHE L RARE, HEMEMURAR RS, 44
ERBZRERERRS, AHTABEENEBIRERS. LRRAGRNE-NEENHHRR, BHE
ERZ, RPBHEEFELER NEERARRESHEETREEERN. FHIE I MAERGHERRS %
BRI RRRREIARRI SR . ITERA DI AR LGEERE S SRR R E
REFEETERER, BRETIREZFNFANE, BEMITHRRES AT HEERRIGT B 5
SRR RIS T HIIEYT . ASCREN AT HIEERETT B 5 R TR KR M — 48R
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1. EE#E

B i — AN A KA RS, NRIER A S =L 1014, BpiE g 5 8 i S
R NG 1) 100 £ [1]. A AK 738 B HF E0 45 2 Fh o A DR AN SO 147, 3K S8 B B AE A4 P9 ISP R 24 N
RIE R AR B IhRE ORI, B TR e D2 ORI T e 52 B8 . FiR. IREE . i a0, M0 B R
SR EZ MR R M[2] [3] [4], FF5 AREAER BB UIAE O . FRATTI i S AR M 52 30 2
R TPt rT e s, i 8 . RS DhRe 2= AL B0UM [5]-[10], Wik B &880, BE IR
B9 55 o JLAF 1 B — TR SE [LL]UE S 1 TR /0N BRU PR R R 8 A7 AE — 5 IR B, 10 R B R T TS
JIR U P R B LB e e, PRIZE R RF S S T RIZRGMK E - 1921 4F HOEFERT B k& H I E R 5
& PE 7 T REAT — 52 MAH IR [12], B8 J A R R RF 78 AR IE S T e Py S S5 1A B R R iy 108 Al A A 50 2
5T R E[13] [14] [15] [16] JAiE R 2 56040 5 S B TE I 2 M i F2[17]. SEabks
SE I i 18 20 1 LA SR O M, R DU I S AR B e RS B E S AN, i R4
P05 AR ThRe 2401, M2 5 T B 5 S v 0050 & AR 1 F2[18]. W RER2 tH T 18 0 0% 1 i
(A By (I, A 1 B A B FLARU = P B RGP N BRI T TRk R e, e R T A I 3L
A G 2 S8 T3

2. BEREMR

LI B2 2 B0 MR R 3 S e MR O 44, (BRI ol AR . I YRy BARTUS, 454
HAREBIHCEMAHICAR, I GERNE « RiH) FidH: “wE, B TNRELIAEY o (R - T
i) = MR, WBPrRET 5%, ATRARSE MR . EET . BUIRY L “EikT ST
HE R PR ERE, AR, SRR MRE. KM, HAR TR TR, HERH.
BRA 5 S ENUA RIS . FEFIE
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AR E

HUAREE 220 B & % T (autoimmune liver disease, AILD)S& —2H G/ S HIMEE. 3E T4
WA PR, B RS B B S MET 4 (autoimmune hepatitis, AIH). J& % PEH V1% % (primary biliary
cholangitis, PBC). J& /& PEAfifk 14 fIH % % (primary sclerosing cholangitis, PSC)&55 .« Hops RN & L i &2
A, HATHARZEATERE, EEUCNEEME, B, . BB RS RZY], Hlmi Z 45
S WbRE, V69T LM IEE RN RS S IR LR . B U BH [ 191 W IR 1 B K AT LABHS AT R
kuffer ZHIfL, B A ML T H05 s 245, H. kuffer 4H0A & mIGRE 23] T 5em, SBREEAS
IR, S R TR . IR IIE SR AILD RN RAEEER, I EES AT
TR HRIGST AILD IS T —E it .

3. BRI
3.1. AlH

AlH 2 —FRIF R R 2ORE B, L3 AT L B SPuR Tt =201, H RN AIH 8RR HLE] 32 2598 K
8% Gy VRN PRSI SE . HIV B EEIRTT /7 IR e P B2 B A B E S, RS EIR KRR I
S B PR, BRI, (AR MERBITRIERER HA R RN E 2 [22]. Fitk, AfIFHET R
— Rl b A IR Tk

MRE[22] LA TR 16SIDNA %€ & PCR J7 kil AIH B2 25 b 1 R I & &, SRR R
HAHLLE, RUERF B FURRAT S HCR D, BB S R W LU TR, U AIH B A E R R
WIS . BRI LS BURE RS, UBURFNRR S &, G, 5k AIH 0 %5
SRS ERBIRSE[23] MBIV LR 7L, BRI AR/ N RAN LGS, Thl 5 Thi7 & &5
B TWE, MHPUERRAKIGIERAE, 455/ ETHIEA 0 NKT 408 Eof B 2N 0%, BATARFR N, B
TR R TR, I E A, BRI T ConA S AIH I8 15 B g3 v A el
DASZI G e ThRE, XA AR 2 R dok oA AT 2 A0 £ Bl A DA% 98 PR DR (R 0 SE R . L AT IR
=3 P 24 A A B RERIE YT AIH O SCRRIROE, B4 —RlEr AT T 1A .

3.2. PBC

PBC LA AR IR - S 4 . REY TR T PR AR A0 55 0 5 BARAE, 12 W - R ST AT
M7 2246 2 DL SR R P IAR (AMA) IR 2 [24] . RE A HIR(UDCA) 2 AL Gi R 2 REAHINFE Y, A4
fifRE S LR T B H TR, A BRAR AR S T AE R B RV TT - 1999 435 [H FDA ¥ UDCA
HeE AT PBC MIZW). BT EF TR 5 B A . 4K AE(PBC) I id i #f Z AL
FUIAS T R, 4878 T PBC B —Fh i) 22 R A

FATVFNTE AR 3= B2 18 W A B AT 2 AR, W T8 TR R 8 S W I BRVB K /Ny BV BR
AKFLA R FXR {5 518K 714 [25] [26] [27]. AHIRHIBNH) S50 K BTG /N BRI IR A R K SF 5 1E 5 1 3%/
SUAHEL, BTFHSURIEVTBR /K TR B B B i THEi[28]. — TRBENLX HE AT RE MR IR BT 7T [29], K4 PBC
S (i B RRZE R 3 T AT 16S rRNA WP, I8 b 8 gt Ll R B0 PBC 5 3 Wil B 7 22 P 1P A fed
X REZH 25 PR (p = 0.03), 44T PBC &% UDCA 697 6 N H, PBC MCBIMBEBFEE N, LL EHFFT
KU IHIE R FEAE PBC MRV RIGITH RIFEZER, 2MmaelEl PBC HITEYT HE i FIAEMbs SV A
Tt AL .

3.3.PSC
PSC & —FP = WA IS PEAH AR PR, DARHAE A RAE AN LT AEAL R s, i ™ SN W] A N
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PR S LB AL, S8R E &I SEMERG . BRI PSC A RALE M AERE, KZ UL
S A AR SR, B Im R R AR AN 2R 1A 2 DL S IR TE & 52 nT 2 Wik [30]. A — &6 43 PSC
BF A LIRARIER, AAEIRE PSC gl A= f1. BE. B, A ESERNFE. = H 804
ST, HRTRIRTT EEAKEE RS E[31]. 5 AKFH UDCA 597 PSC, (HFRZKWIKFIRRAZY, &l
TERBER. PIERZI 2, AHER IR &= R A [30]

Pereira %5 \[32]4&H PSC 197 Rl 5 AR AE MR I8 AR AL TE 00, WONBERR B 7E 120008 [ R i F o
7 ILE R BURAEH - Tabibian 5 [33]AF 78 &I, 44 Mdr2-/NE T I B BB il 5% 2 > H DUS, H ALP,
RN, WM REMEFIRNS, KPR, T, 4, ERAEE™HE, UDCA BT
PG CA_EREARI A Firler e, B Wi i A S FCAR = 0 e TS IR TE 1 5 Hh R B2, R4 JE R 9T PSC
AR ARG T IS i SRAL T84, FEEB M A] Ch PSC TR TG TT FBL.

4. ERBEIRTT

FWBRE RIS R A IEE WA AR LS, BiEs BEN T k. A NFERBEMT
TETT MR VIS 1 Be 08 5 B K ST ST [34] 35 B B ANV YT T BRTE &P i T8 B RFAE DG MR 2 A
WG T RZEH A T .

WFFLRI, SR (g R BL AR R B A P o] DA 52 i 106 o 3 6L A 3 Tl R B (1 45449 [35] . AILD 2 —
FhEEREA DS TR « Allegretti JR Z5[36]%F 10 ] PSC H& #HT FMT V477, fEFRLHF FMT J555 1. 4. 8.
12 F1 24 JAEAT FBGE . SEERCEMAFRUIAE YT, EIKIUEH FMT £ PSC Ja97 h =24, FMT
RIGH 6 N H ALP ACTFHIELL R % >50%; KA 16S rRNA S 2B i A= WA U 5h Jy 243470,
ZREMEBIEL N, HYS ALP ZKF R AP = 0.02). Sl i — Bl Gk IE[37], P FMT 877 5K
PERE AL AR 58 52 R ME SRR B PR AR 2 1T 2%, AT R 4 J8, BB L IRIRYTY, ek, BRIR
FMT BIANGYT f5 1 AR5 ORI, XAt S B B AN 43 55 138 AR B AN S8 AR MR E VR AT A, &5
REREIN FMT IRIT G, BB AT AR B FAIC, O GRS R ARG 0, g 2E A 2R
HERAN 7y B8 MBS MR R TR bR A P lr s, R BE VT — 5 IX SR bR SOBMWI AR 72 o K 8 ] 1 75 B — 2D Ad
LR 2 W R RIEEAL, SRIESE FMT AT PSC TR, I H B ARE U5 1FAL T 2L

5. INESRE

BT E R RATT ik, WRSEAE 48 AILD B35 (iR T T RE T EEAEH, (HAR AL
KA, HHRKPEAR DB AR R SO A 5638, HOuE 7E /R AL LA Bt B8 IR 3E & 31 1 5
W77 FARAEMI KIS T B BATRKES 10075 Ao B L 27 IR F A WE FE IR, R St R A
FBAMBHEERSRISTTE, 28 AILD RN T R3] — NSt E R, a NSRRI R
A ERZS L, (e BER NS A iz LR 1A

EE&UIH
TR E RO (%5 192010); R E R
S5 3wk
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