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Abstract

The human intestine harbors a complex and
diverse community of microbes that promote
metabolism and digestion in their symbiotic
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relationship with the host. Liver diseases have
long been associated with qualitative (dysbiotic)
and quantitative (overgrowth) changes in the
intestinal microbiota. Extrinsic factors, such
as diet and alcohol, contribute to intestinal
microbiota dysbiosis. Dysbiosis results in
intestinal inflammation, intestinal barrier
breakdown, and translocation of microbial
products in animal models, further aggravating
hepatic injury and inflammation. Microbial
metabolites produced in a dysbiotic intestinal
environment and host factors are equally
important in the pathogenesis of liver diseases.
In the current review, we discuss the progress
in understanding the role of gut-liver axis
dysfunction in the progression of non-alcoholic
fatty liver disease, alcoholic liver disease and
cirrhosis, and the potential application value of
the restoration of intestinal homeostasis in the
prevention and treatment of liver diseases.
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1 Bp-FrH SIEEE LB IR R
ARG 14 i 5 14 99 (non-alcoholic fatty liver
disease, NAFLD) &2 i85 - IR 55 -A QU B P8Ok 5 14
R, SHERE. JE S R Pi(insulin resistance,
TR) J% I i 57 8 25 D) AR 56, oo 9 i . 5
TP9A 14 i 7 T (nonalcoholic fatty liver, NAFL)
Jo BH Gk F T R B A RS M D i R
(nonalcoholic steatohepatitis, NASH). FT£F4E
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G TG 7 KIS [ 5 T Re i 2 S A 1 S
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AW % B 1 4 i D 2 (short chain fatty acids,
SCFAs); RIBUH NG BCH 3 =B, 1875 e
KRR RGAPRGRACH, J52& 2 R AICE B R
H G AN BT 52 2 32 B e 5 1 R 15 YR
A AR N IR AR AR IR PR R R,
fl& Z M (lipopolysaccharide, LPS), ¥#i% T E
W6 £111 Ff R AR 4% P 4 IR -, 51 S T 4 i
PO SN, i R S 80N SCFAs
PRI TN, SCFA s R ME AR I & i Anas 57 A=
&Y, 5GHE FBEZA(G protein-coupled
receptors, GPRs)MH HAE B BUKY Y(peptide
YY, PYY), Vi 3 i 50 A1 5205, SCFAs
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chREBP), i fig i & k™. % Fi JC 1 sh 4 i
(I et R IR, R Z i T B I /S B AT HE B
P B SRR REDTATFFIIR. Backhed 5" i
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BRI AL B 1 IR (AMP-activated protein kinase,
AMPK) K T2 5 6 071 & B HE 55, 1%
1 100 40 2 i 2 1 Il A o 7 L PR e
JE i 4 IR -1 (Fasting-induced adipocyte factor,
FIAF), (i fH A 1 107 G s S g iy 44 e oy A
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ANJE I SR AH 9% 7§ (pathogen-associated
molecular patterns, PAMPs)A1 P 5P 45115 40 5
731153\ (damage-associated molecular patterns,
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B R G 5B ENODRE 2K 8 13
F19(nucleotide-binding domain and leucine-rich
repeat containing protein 3/9, NLRP 3/9)#tKkH
IR R B 2R R BUM I AL PS A ZH R EDN A
T TR IR NI, 73 5 B0 Tol LR 52 fA4 A1
9(toll-like receptor 4/9, TLR-4/9), 34 I TNF-0.3%
ik, 5 T S0E S S, AT #EN A SHIE g
NAFLD. H4 5 A= /N BRURT SRE /SR R 2K /)y
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HOE S BRI I E A S R AE N
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JEFEANAFLDY 7 3t — AT FT I 1] i

2 [p-FTH 50 R R
TP9AE 1 97 (alcoholic liver disease, ALD)# H
AR B B B 1 M . W R
AR I, 2R R R R S PRI 48 L PR
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J5i X N 38175 9 1 S (reactive oxygen species,
ROS) A4 A4 412" 1AL X1k
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chemoattractant protein-1, MCP-1)FI1L-18, 43
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I TLR-43435 I IE K up e r i A1 5 4 1) B
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—MMZLE R, BRYGIEYE R REALD T
HEEH.
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locomotor output cycles kaput, CLOCK)#1# 1]
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NI TR 7p R i Ca ) N R NN 7 20 A = )
HRFA S T /NRALD, 1% 5 A b 4 i i
i P A K TR R 3 AR 5GP, Bk 4, ALDA 5]
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TRl R R R S L, B AT M o B Dy .

Jig T8 A0 B 3k P AR K AT B 2 ALD B
H “Palm” RN EER R R4
WEFCTR A, VRS BRI B A F T A R )

2016-08-18 | Volume 24 | Issue 23 |



A, T g e AR P AR B R R R
W) g T TR O 1. PR 5 3 T TR SO )
DRIZH 73 Hr 2 B, TPRS MR SR /)N B AT A6 L i i 4 o
AV, I BB I T HERS LR ] 4k,
T MR IR /IS B T8 R R R AURT B )R R B R
RENE 2 OR(i SR bl € A g i)
K H, HERERE T30 Lo e T LA B 110
ALD/IN AR (1 57 — T 5 PR A, 4 A2 r
HILAE BB OB 21, RS /N R B CHY
BtE R Reg3bMReg3g IR IAPHIRA <. 12 1:TH
R MR TR 2 0% 15 il S AR 48, A
173 A2 1 P el A A0 [ R . ol 3
K TR T B 18 TR S R SR R
(/0 T 3 B A8 P TP R R 9 T A B A )
P SR W S T A ) R A R

RKZHW T CERMH, IREREET LR
B0 i A/E IR R T A
I P F0H it % T BB BRAEZE AL DI R JE A
BHEZEM. RS KRALDEA R
ZEWEAFTF A GG(lactobacillus rhamnosus GG,
LGG) & E AR IRS AR I VeI 28« WA 75 =
(14 Jo 38 o 187 1t DA SRS 5 S 1l . AN 4
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