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Abstract

Liver cirrhosis is the final stage of chronic liver disease of various causes. This disease is often
complicated by severe complications such as upper gastrointestinal hemorrhage, hepatic ence-
phalopathy, and secondary infection, leading to death. With the increasing number of studies on
the intestinal flora, we found a significant intestinal dysbacteriosis in patients with liver cirrhosis,
associated with the emergence and development of liver cirrhosis and its complications. This pa-
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per aims to introduce the characteristics of intestinal flora in patients with liver cirrhosis. We also
analyzed the mechanism of intestinal dysbacteriosis involved in intestinal barrier damage. Fur-
thermore, we pointed out the principle of liver injury caused by translocation of intestinal patho-
gens and host immune response and briefly described the effect of metabolic disorder of bile
acid and butyrate caused by the imbalance of intestinal flora on liver cirrhosis. Finally, we re-
viewed intestinal microbiota-based treatment options and existing problems currently being
studied, which can provide new thinking for preventing and treating liver cirrhosis and its com-
plications.
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1. 5|8

JHREE A 2 P — ot B 22 g X1 5162 ) AR SR8 MR AT AR AL BN T2 ORI P 70 L7 19 B 9 e i ) —
TR EOIRAS, IR I D RE DR AN T T8 bk I o FFFAE AL B8 B T R 5 1E 3 AN AR EL 2 BB R A2
MEFZR 25 25, AU TE R . i T A i T 2 80 5% BRI R 2, (A5 TP &2 52 30 i 18 40
L AU P WIRIRE R o 1 fiff P G A 2R R X AR A A A R R KT RT REAE ML, A BT DA X - S Wig
BN, LRI T SRR T 1A .

2. FREUBEEERNER

NAR S8 HEH LT A e, AN BB AR R AR AR FRIRE AT SRR TR e S R A
FUEURE: ERESE AT AR. ERAR . THREE. Mg ENIHERMAEY 99.9%LL F
NEPEIREE, CAEEER TR B Ty EER AR WIEMAES PR, 18 ERETR. %, Hik
SA IR BE L IR 1].

JiE e — AN E S IAEY IR ST, B F R4S AT R L TR DL &R, B g - FEL T .
FH T B PR PR e 7 BRI R G, [T KA 5 5 FR A S R [RIINF, Hv] DA i 1l 2R 4 B AR
WY, ERENEER. 405 DNA. WAENE B AR S 2 MPUR Ry . i B s A7 7E, i miE
BES AT REA BB R XX AT, SERAE LA B G B0[2].

VFZ W AR R B, 75 S8 1 s ) R A R R i FE v, R I8 B AR T SO, AN IR R R
AR FE FE TR AX 1) i B B X AN, E R R DN BT S5 A RN Rl e s . RAE U 5 75 SR B B gl 2k
i, AP ZAEVERRR, OUFFIR . XSRS A 2 B D, T B RN 3K B 45 A VB TE B0 M40 1 1 i
SRR PRV D () = FE R 0, T Sxe i 0 S0 1 114 W B A 22 A0 P o o Rl AR P82 S TR (3] [4] [5] (6]
JHFRE AL A G 1) i 8 A 2B A e 3 P R S5 R 4T AR DR 1 L REY T S a « R S e 4 B 4328 S R AH SR TR TR 36
Y D ERFRE RS Z B0 FIAR B S DA R AR TR MBIRIAE A, LA B AE (55 7 IR 3R S A
K[7][8] [9] [10]. AR, Wil B2l astt 5 m A B K . MELD 1F55 . FFOMSE =, 2k -
TP JF 2 9B FOBE T (1 U AR DC[6] [11] [12].
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i, B AR O R AR [13]. BARIRAER E 5 WER XY, EREE, (HIRZR M IE W o AR
WR AR FERIFENT, P RE TR P Z 18] RSBAEG 3, Dullin AR XS HAE Ak S AR R AE I B AE R 9T 4
LSRN

3. IBERF KRN TEN L E % R AT RENLE

o o o R RS T P 2 8 T P& S 0 ORI ) S e R eIl = s, 51k — &
B JEAE IR S A G 88 S I T 3 BT 45475 B E B2 40 S 2 S i i TR R O LR 5 AR, TR R T 1
B3k . LA ANl W R 2 5 B OR8N LR AE I SRR . T IR LA
FRRLXT A A A e R S AT LA o

3.1. EE#XEESHREHERER

JiE R AR A e . M DR RR AR R, S A LA S R IEAIR AN B A I R i T
WA B PRI SR E R IR RE R I TE B R R . PRI AUR I, I TR R LR i R
BB o478 A €. Chen 55 [ 1408231 fi7 18 4 2551 1T e 5 2 MO IR BB IR 1o BUENLERER 142
WEEEE, SRR EEEREAMES. FFE, Borrero & A[15]1 & BLFFREAL A B 7 0I5 SR H 8 1
RAEREL, RIHBIE T 4050 1 (helper cell 1, Th1)H 2, Th17 Jfisb, AR (EHE 1 B RGERE B A B
FAUL K S B R BERS AL s T T A 5 I R, T B R I G s 4 ) (i 96 TR S A T R E R AL
XMNMTHAESE T B W R RS S T iE Rk SEMERNEE . MUk, NaawdEAKSBE
FEAR IR 20 B B I 4l (R R B O A G, AT 1 553 8 o DA B I A B 8 i B e e[ 16]. 3 4b, 1
TE R AR TR P BRIE IS 0 BN R S SR TP, SR I 7 1L e B (IR, Sl 445 &4 1 0 20 1 7 ) e
W EE R 16] [17]. B2, MEEHRFEEEE Z MRS 75 ENIE, SO i7aE g
I TaIR RS SR AR KA A IR AL, T RE T R g L T A I A%

3.2. BiRMRREBAS| R ERENE

JHE I A A B B2 AR A . Kupffer 20 BB CIR M 3244, G Toll #5244 (Toll-like receptor, TLR), HEW%
PR K B AE Y X 20 IR B s R ERR 2 0. MEBE AL, AT R SOE N[ 18]
Xiao 25 N[191R L, FA74H B ¥ 6 2 18 0% TLRS W] #9/)%-6 (interleukin-6, IL-6). IL-8. IL-18
FEASENN, AE1S AN M R AR B A I L SORE SN, T R AE R B G . — SR FEBAESE T TLRY 5
TURIBE R G T 88 7E/N R A ZH AF 4EAL AR SR TAR 25 VA 5 [20] . BRIEZ 4k, Tedesco 55 A[21]
RIUFFIRASERL /N G P T 4H A R4t i 8 R R P09 D B 7 A TL-17, AT 51 R B FEL 5 A A ) 1)
IR IEDURANET 4k . Seo [22] K ILREER TLR3 [/ BUFFZLZUA poT 40077 A (1) TL-17 3R EE T B LA R 474
PRFRRE B B A, BRIl i JEAR T BEilid TLR3 BBRS 5N T 4Etb R 4. TifcHi s
BRBEH, BT 1 i T 03 5 A4 T OB JFF T 40 6 52 A 2 5 K B 98 T P S s O 58, S B8UTF A s 4
MOV B RIS AN S A, BIERTN poT 408, NK 408 f Kupffer 0. B MBS, #miAT TR
R RE T LT A 5 R [3].

BT L, o B R U L i B RS2 401 9 S R B AR PR AL, X — R A S R R4 TLR R,
FE S R B, SR T AR “2EATET , NINES TR - FFEF4etl - R R AR &

3.3. IAEEEF S REL RN

FHF R 72 AE R AE 7 BR (primary bile acid, PBA)JFiE T JRFEN 4 HE A WpiE , /D% PBA 7E i i A= e H
NEARIRBIHIT IR . 48R4 HYT R (bile acid, BA)TE 78 4% = B U [BIRTAE, @i Gk e g X 20k
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(farnesoid X receptor, FXR)HI G &5 FIB ARV BR324 K A5 IRV IR & e SR, L #ERRN BA 17 16
R[23]0 BA A AT LAHIHI iz 38 oA 50 B o AR (R EE AR I e v E A A, B mT DME R E 5 T
BUE FXR, HSWNEAEE g #EEAEN, S5hFENETFIEE[17]. M2 UEERY, HiEE
FEZELAE 7S BA IS ORI 2R T, 33 FXR G PEF S5, AT 06| FXR A% IE 5 (1 4E 3 T R [24] . Fumitaka
SEN[251K I, R o 2B A = A P 5t SO EL T st T B2 DR 4 3 2 A O 2 A 2R (PRI, B AT A Bt
iR G g% (AR, DT IR JAE A 88 1) PP ) g

B 7B R CASL, il A AR R NR TR, el T IRER, WS SR IERR S IIER .
Sun 55 A [26] A IAMA DA 7 A2 1T IR 31 WT LA 58 5 15 5 18 R SR P AL S8V A L IBORT A s B o AN BT
RAEH, TRRERAEYERR T8 br s () 56 BV T TR O ER[27]. BEFCR M, JFFREA 2 1 B R
TEREIREJIIRMG, XATRe 525 S IR A VA A= T BR Eh 40 B 9/ 9K [27] [28]. Sheng 55 A
(29126 W, #h 78T W2 6 PTIRCAR HEE J0E , BAEE T B #h 7 AL b R P I AT LR AR AR 2 — o B 2
WiE WA AL SR 5 T R WIEG S5 7 Ak e, X egh B ok — SR 78 s i 2L
FRARR . T RRELANREAL R AR A 1 v RERI B 5T 7 1) o

4. BERKXBSFEUHLENXR

Kang %5[30 KI5 HHAEAG TG /N RAHEL, RS8N SR ML 20K R G R R AR R B Hor,
A RHCR 5 M S AAEKE 2RO, T E RS M5 & P4 7 2 IEA G . Bajaj SF[311K 3,
ARG A b B 52 43 AT 12 75 (Mlinimal hepatic encephalopathy, MHE) ) 2888 FE i RE A FR LA B8 R I AR X =5 B
Bm, A MHE AR, JEAE s ve IR BRI = BEAE R By o FH DA R i T A T 10 e
AIREORSN FVEROR I R AR . B T AR B AR, PR . I 4 o A% 5 S LR HT R S 928 BE 0 ek 55 4%
CEEAER, HEE 5 IR KRGS, an B R PR PERERR 28, AR B 5 AL PRk R T G in o 17 B A 2R AR
R, REThRedt— P AK, REMIRIEREZ ORI, A0 R 0 5 G, T BOB G 3R
1321 [33].

5. BEMEERSEX A E U REHRENE

Pl v R 5 AR A AR A JR 2 TR R R AR SR R 2%, b B B SR O 2B A e i A B
W FERIE . T FXR AR 2 Migit, IR IR B B R DR, SE G K Je e
HIFRAER R ETTRE T BRI 8 1%

5.1. OFES%Re

— DU TR B, AR AL R I R T ) SO i T DA AL SRS R BB B R R T, JEPEAIR IL-6
S5 PORE R T 7K o R 0, 42 1) 11 s 98 R P A S T 8 ol 2 2 B A 1) 4 B 9 RE , 308 T 920 o JHF U PR 452 56 [ 34]
B OB B3 BV WIS R T DA R B B A ) 2 R, SESE A RE A R
FIERIEI K AE[35] [36]0 TiAh, Sile— IO FE A 30, i 21 4 v 3o 10 15 7 A 1 2L RSORT 14 m 40U 28 1)
= SR PR B A 48 KL 7-( IL-15 A1 IL-6) &% CD3+. CD4+A1 CD8+ T itk B4 M 78 FF R oh (3230, X ml g
S B A AE e B R T A T B R BE AR TR AT <371 A L, TR e B S 45 M ok PR Ak BB 2 i L,

5.2. FUEEMEEE

FFFASE A P S A B 1 AR A f B B 2 B 2 i UL P SR Bl s S LRSI iR R (O B 3R e AT Rl
B E AL, W E GRS, VRYT R . AR RS T ARAE o« MR I N AR 7 TE R
PR, AT CGE AT DS R TE A IR, SR JORE IR AR, 38 i I R LA RS PR A
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A ER, H RTTE RIS s T2 (38 ] BT A IR AR B AT LIS Ik 18 1 R A R e
T B SR 2 BRI RE, 30 W] LA ARG A Ik oth SR AR AL LR I PR R AR 28 (390 B 1 RIAR R B LASL, v
AR PUAE RAERTREALIF TPt H 25122 . Moreau 28 A\ [4018 3L, ES: 6 > H L ERIE R 2 AE D2
B#AI% child-Phgh C & f A A 2885 O AR AT AT A R SRR L ) XURS: G PR B AR AR BT B 22 BN 24 1R . 1 %,
T IRYD A LR A B S O T A R B AR R 2 6, IX T Re 5 TR YD B S R D i S AR )
I3 IR B O o IX T B 22 (I AR IR SR B0 I T R B R RUOME Je e A4 ST, AR BUAE R K
A ANIERE, JF HEEE L e, KRER BRI BCOA T mim 25 Mm R AR I 3 1 [42]. Ak, #
IR BRI VBRI . SHUAE AL, MR R e 4 B R URFEAE A, DRI MR R A R R 2
H Y BR =  2EAB . AT, R RS LE VR T R M R 6 S N BN B A 2 B 24 R I R S
TRI[43]6 SR, BTG B A G 1) A A PRIV R LR R 5e A e B, AR S PR Mk B A TV A
Jeo BTUA, #E— AR B AR YT RIS T I R B AT 2 T2 A A K e S FLIR RE R R A

53. R, mET

a AR KA RATAERI Y, WHE R BER. REZEONWED, X5 EDEREE R
YER o BRI 58 & B B 25 W LA T AN e 3 st i Rl B F R R 0E, FRAIR == IR 1 81 R 22 0 e g IR o
KT o 175 5101 b B i A, 38 I i FXR AS 518 B SRy 5 AR v B2 1 & R HiE i, 932 JFAsE AL By
BT P RE AR 3 ok P B 451405 R 2T 44k [44] [45]. Santo 738 0/ FLER AT B AN AT LU 48 hn FXR
R IHA PRARAS, v E I8 S N, R BRI R BT R [ B, SRk A 4E L FE EE[46]. T3
A, 2 R T2 B0 iR K B AT 1 R ARG /N BRI e U UE AN e A7 TS R, A 2 TR 967 [45]. 5
FE, iR OISR T AR I8 E M . $m R A A B L Re 70, BN B REAL R R I PE I [47]
Br 7R —Fhaf R W T 5, 2 BB o A R T R AV AL R A A T R R A, BT
U T AR ) 2E D RE AN T B B D RE(48]. SR, £ — Db AR R i5 S A R KR A, A o
AW T BRI AR, FR N ] RS 2 Rl ek AR TS A BUE AR, FEAS T RCEYI X R )
HHT AR, R E IR A I &3 42 B 7 VR AE R I iE R S 1Aaas, B AW A S 7 X HZ
FRELIT E][49] 0

5.4. EEBIE

FE A (fecal microbial transplant, FMT) & —Ff {8 FH fi 5 17 38 1 A2 40 1 70 S Pk 522 A IR 765 W B 1) 7
o ME—TIENRE S, SRR AR I SR AN R E A, T O, A
JFF B PR A0 J ) S SR AE S AT 4R AL A EJZ (3] Bajaj S5 A[SOJUESE, FMT Al BA i mine /1, =
WA Z R R T RE . b, AEREAC AN A Ve 1 oo S8 v, A 2 Tl B S X S0 T AR )
R B B RO 52 . KA e oG 2 (51 [52]. fESL2ERETTrh, FETE R A vT o3 e 3 AT A4k
BENHINEESE, FEb 7RG E K. X 0T RE S (RN B O 1 A RR S o 48 ARE Rk
/N SR AR DR [53]. MhAh, S —BUIEE R B, FERFEAE AT DL e e v SRR R KRR A T
ik e TR 3K T e ek A 11 kv s ) — P B v 97 7 I [54] RAE SRR M AE HIRBIE 7t R HUAS T
Ry, Ao W 7 BT AT S R R A S T A ) X R AR A RO R AL ) IR IR & R, BT
G PRBE U7 45 R ik sk =, IF H B iAo SR v LS| ™ E R e &g L, FEREBEN %
AR R REE— P IRAIE .

6. NESRE
WriE BB AL SRR S HOR R R B VIR R, BB - PR AR, WS S
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GRS eV, REMTREATIE RS IR AR RIS IE. B, SAr Bl AR IE B R
JFh A HE SO LR T TR 0 B TE B )R ST AL DL I REAL A TS, R 0 S 2 A AL A A2
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