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Abstract: Compared with traditional therapies for chronic liver disease (CLD) , Bifidobacterium has the characteristics of multi-
target intervention, high biosafety, and good host compatibility and provides new strategies for intervention of CLD progression in
terms of microecological regulation. Various studies have shown that Bifidobacterium regulates liver homeostasis and exerts a
therapeutic effect on CLD by regulating intestinal flora, maintaining antioxidation, promoting energy consumption, alleviating
inflammation, improving glycolipid metabolism, and exerting an antitumor effect. This article systematically reviews the studies on
Bifidobacterium in the treatment of CLD in China and globally, explores their different mechanisms, and elaborates on the
interaction between related signaling pathways (such as the nuclear factor erythroid 2-related factor 2 signaling pathway and the
adenosine monophosphate-activated protein kinase signaling pathway) and the liver, in order to provide a basis for probiotic

intervention in liver pathology, as well as new ideas for the comprehensive treatment of CLD.
Key words: Liver Diseases; Bifidobacterium; Signal Transduction

Research funding: National Natural Science Foundation of China (82160888) ; Guangxi Natural Science Foundation
(2022GXNSFAA035573,2023GXNSFAA026361)

12 9 (chronic liver disease, CLD)JEF8 FFAEZER: A& AR B TR, HAHRIE T R 4 Fr e 30 m K
WO R BRI T R A MR g 0, S AT F Y CLD B R AR R R 5 2 R /e IR 2 8 A 5, 9 4n
e EEBIXT . PE5eTT, CLD ZE BRI (rh A BRI 25 A e o B B AU R SR IR AR A . O



WER,E . WA EEMEA R T RERRENH

465

R FFEAE 6 D H UL b A Rk e, n] i vtk Jie Ay 27
Hefb, JHREAL R B v

WUEZ ¥ T ( Bifidobacterium ) 5t — & A Ui A 43 e R 45
Fa 2 2 R AT 1R, B A AR SO M JE#E L™ IR
FEAL 0 BRI IR B4 LI 38 by B kAR . 78T
A U AR TS BRI, BB TR AT PR 7 7 1 P E AR
T R ARSI K R B Y AT, U
FREJE O 25 29 804 (W) F, |32 434 T B il . 11
i RN Y0 5 22 A AR 2SO 2 A X LA A T 3 SUEE AT
BRI PP U R A BT B LU AT TR 2L U AT o R L
FFR . BUBEFF R @ B E SR PO B PR A
PP S ER, O DR B PR 40 35 5 30
FENAR R . AR SC R ERRE X CLD A I FRIF ISk , &
Gt 2 v WU T TR E IR T 3 R R RR PR AL i TERE
SV AR R AT IR S B A L B b e
55 T T 950 CLD K274 I A= B B 09 A T AL, O
TR LT A DG 3 B, hy 25 A B i B 1 R 4 B A E
AT CLD # 1 3 B g M=%

1 MEAFEFH CLD 5 FHERER

L1 ERmEpASHEREHERE ALY 70%
AT WD E AR T T IEARIE . 1 AR N B R | B
21, 5 It P Al A 3R] 2 T B 4% Ao g 1 TR A
FEREARDL T A AR AT S AR SP 5 (Y
HH B AR AL (I RE AL AR I e 2 S B
TR B Pesh K Ap S, T AT 15 3 1) At )
A7 AR, i 1 # K O S R PR TR
PR TE A S R ZEEL . T8 o B A2 P gy T e ) 2 S
HA: BRI REAL U BT FR ST L RE A RCRH 8 fs P D
PR R A= W 1 IO B ARG IR S fr 4 i 229 3%
B, 22 BUB R B T ik ) Jd S AU A2 Al B S B
W45 22 R A A PR AR SR A 80T CLD, XF
TARRE PR 12 VA 4 , LR AU AT P i o 4 5 P & AR
occludin 5 "B % %5 [ claudin-1 . claudin-3 iy mRNA &
ik HG5R  b R AN IR] Y B R i e, L B HLAR 5 I ) 2
B I e LI A DR U AT B U T 3 3ot 415 2 M
B A0 SR B A5 R AR 1 Can e 28 A SO ) L IR
[ B AU B, 38 PR 45 1 T8 A S A T ) 1 R )
B DI RE , DT 2 25 A AL 1 5P Gl A 00 1o B 614 5 2
D371 LA 10 A B R ML S P S BT
SR GEE W T RN R SR E MR T e X i
25 5 5% BB BT R (short-chain fatty acid, SCFA ) T g B B A9

FEvR RS o AE AR A 1 A8 7 M 9 (nonalcoholic fatty
liver disease, NAFLD) H, 75 % NUBLFT T8 i) 44 ey ik 45 2%
FRER R LA B S5 AR A 252, IR 28 25 8 IR T
R ¥ I T Jo - 35750 TG T Jo R T v JR 45 A% 1 B0 18
Ha5E AR BENTR T TR A 1 A W AR B, DT B3 i 1
PREEIF IR A I R, R R R EAh,
B LBUBRT 7 ) S0 Ao 1 iR B R A D 1 1 3Rk, kT
YATRE FRRETAE S L R AR R I 1N 2 I
S AL RS R RE R S S e ER AR (BRI L A AR
200 YL A0 2 ol b 2L 200 L, ) A B SR B 2, DT S AT
REAARAS T (0 i B B R T B . TE Ak 27 i R T, 3573 XX
S B0 T[] Gl DR 4R, T e D5 S A R AL 2 R A
e R 200 o AR 91 B BB A KT BB AL 8 5 T T Ak
(KT e 0L IR 2 A R, B — B T R T TG
CLD MHBIFRCRA IR . B ERHE W E ARG, H
HhOSUBEAT B A 2583 B e B M T A e
W25 5UA . B, SR B B T & LASUEAT
ARG IR HABAT 2 R A4 221566 T 57, D CLD it
BT IURmG (E1 1) .

1.2 RAA A RAFRBACEE  AALDIRUE AN
A S PR AL R A1 2 R AR HAZ O HLRIE T
M) 7EE 4R (reactive oxygen species , ROS )3 15k e A
R B 2 AN AN TR, fi & N e A B RO o 2
ROS Az i it S B0 N IR T S8 A0 2R G O T R (LI L A5G
DNA I8 BRI 75 & A= 484k , 108 T 300s FTF A R A i L 2
AR UL o S UURR R ST 2T AL E AR , e T fig &
JENATFREAL P . BIFFER T, 175 22 BUBHT T AR TE D4R
AR I ARV E P o PRIBSUB AT B AT i b A%
Sk F 40 & 2 A 52 L F 2 (nuclear factorerythroid 2
related factor 2, Nrf2) . Il 2T Z il 5 i (heme oxygenase,
HO) 1 } NAD (P) H it %A {k 34 J5 i 1 (NADPH: quinone
oxidoreductase 1, NQO1) 3 ik , 3 58 %I & Bt 24 & By
(acetaminophen , APAP) 175 S 19 2.t BT Bt 475 (acute liver
injury , ALD) /IN BURY TP IUE S0 48010 RE 0 L 48 52 T &7 4k b F
RN E AR D A B RS O 1 2 T (metabolic
dysfunction-associated steatotic liver disease , MASLD VR
R, A% R I AT S R T P R Y T 4 S A (sterol
regulatory element-binding protein, SREBP) 1 #% ¥ 3 F
i CYP2ET 21k, 42 ROS i BRAKCR , 1l i Jo ik S b A
BRFE T 5 K U A D0 T 38 s AR AR VT 400 B P ROS 7K
S, BH W A BE =) BF 20 M9 98 (hepatocellular carcinoma,
HCC) F R Ak, HHLR 25 B Ak N i e A AR K R 7-B 1



466

IGRFFREfR L EE 4255 280202642 A  J Clin Hepatol, Vol. 42 No. 2, Feb. 2026

B f o

W 13RIGF-15RE
l l W E R

EREEER / \%‘Bﬂzﬂsa&%ﬁ
. r,"g‘\.“'
SRR —— _, L

& ® . ® o
® k-

Eﬁﬁ_ﬁlﬂi%‘ &ﬁ%
%
LEL

PEIF s occludin, & A IGF-1, S FAEAE K T 1;LPS, I8 2 HE .
E1 M EE SIS FRET R CLD KT iE

Figure 1 The process of Bifidobacterium intervening CLD through the intestinal barriers
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Figure 2 The process of Bifidobacterium intervening CLD
through antioxidation and energy consumption
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Figure 3 The process of Bifidobacterium intervening CLD
through the related inflammatory mechanisms
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il 2 1 Keapl 256, PREFAIRTE R o Y40 i 22 1) %21k 7
P I E Bk IR A R RA B, Nef2 B iE S A Ak
Wi 8 TC 45 4L S 3 NQOT  HO-1 254 & AL il 1) 5% 5% Al
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