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[Abstract] Cirrhotic cardiomyopathy is a myocardial dysfunction that occurs in end-stage liver disease, characterized by systolic and
diastolic dysfunction, cardiac structural changes, and electrophysiological abnormalities. It is a known but poorly understood
complication of cirrhosis, with an adverse clinical effect on the overall health, survival, and prognosis of patients with cirrhosis. Liver
dysfunction and systemic inflammatory response under portal hypertension are jointly involved in its pathogenesis. This article will
review the research progress on the pathogenesis of liver cirrhosis cardiomyopathy in recent years from two aspects: elevated levels of
circulating bile acids caused by liver dysfunction and systemic chronic inflammatory response under portal hypertension.
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W FAHEL, CCM 3 A 5 H DO R 2R AR ik
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thy Consortium, CCCO B E X T CCM 2 Wikr#E™ .
Wb eI T RS A La E 5 AR L
3 R S I B 0 T REFR bR . R HT AR
2 i P AE 2, (H 2] H 17 4 1k, R Razpotnik 555
ARG LI T SR AURARAERT CCC ARt . AT
L5 AR AR E (67.2%) A1 CCC AR E (55.7% ) 61
COM R f B AR bl RV ik, 2020 1) CCC
PRAEASRAFAE — Sl L. 5101, CCM AJ R I 5 i
53 BUEAK 1940 %2 (heart failure with reduced ejection
fraction, HFrEF) B 1L 73 £ {2 B 140 % (heart failure
with preserved ejection fraction, HFpEF) o # 7 £ %%
SO IR S 45 SR B s o0 S5 L B PRI, o0 R 2R 1 2
RE Bk 55, 7 28 AR RO S RE AR MTAAE o T K 22 4
CCM 88 RN HFpEF, S8 5 i 3 B 11
W AEFERLAA A T R CR 28 0o I G745 16 o o
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B N P = A DA KR 22 S0 COMLEX — 950 Y
KYEIE %, BEAE LRI 0T T CCM &S WL (5 A5
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I BA KT e K gk s s 4 B AR A 90O0E B
SECCM R . FFThae AN 1 163 R4
BA S5 ML 1 PE R 71 & &, f45- 0 UL SR i o DA
Lt VAR P9 s 2 A8 A AR . T bk v
JFEAEAS 18 L5 78 1L, B A B £F A B R R Ak A A
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2.1 BACCM ¥ #1E R

BA L EREVE B T 1863 SRR L. BFLR
WY, B KIS BA AT LS 3L i S il 42, L2 K
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A JE, BA I T 03I G2 (B RATNIRAFAE , 52
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2.1.1  BA X pLLm i B4 A7 H)4F A

BA SO I B B A A A S L UL
FRIEINEJETE X 244 (farnesoid X receptor, FXR) P &
Takeda G &% 85K 52 {4 5 (Takeda G protein -coupled
receptor 5, TGRS 3L Y. FXR VENIZ 5244k, £ 5
PeBR K VERR 1 BA 70 F 0« EAESK, Pu 2614

AR OR B AR Co JULH B, 1F BA FXR FE O LA B H 58
5o AT A BLAG 25 SEUE IR RE AU LRI 8] 4K 351
77 S LA M 77, 175 50 LR B g T, i
Bax & [, 7+ &1 Bax/Bel-2 L AH , i Caspase-9 &
Caspase-3 1 % . [l J& 18 i 26 R 44 i i7 P 5 #8211
(mitochondrial permeability transition pore, MPTP) 7
B S 56 5 B, 366 25 SAUNE I T e i R0 FXR A MPTP
TEAEE N, 7 S O T
2.1.2 BA#rhSLmAass & F4a5

a4 Ca™ FIAE fits 72 O L4H B L Y (sarcoplas-
mic reticulum, SR) [Y] Ca 3 [F] 52 1) 25 O L 28 AL 1 7
Ao BB LA, B LAY ] 4% Ca™ il TE
FTIT, W0 SR N A7 fi# 1 Ca™ BT 51 7S O LR g UL
4, XA FEFR N Ca’ i 7 Ca® B i (calcium -in-
duced calcium release, CICR) , JLid #2532 1% | /&
A2 1 £ A BERR AL I % D1 21 Miragoli 55
R AT IE R S 2 PRI T LY R L 4% Ca™ I TE £
LRI, A5 A 1) Ca™ HL AU P A1, HL ik 2 A 7
Tk JIEL 1 EL A B 25 AR A o XM o 4 R AT
AR A R 25 SERE IR (— it T 3697 P REL 0 1 245
Y1) BT 5 o Ak Gregolin 25 & B Al 44 K B
PBL (phosphorylated B cell linker protein) [] Thr17 f
PR IK V00 FEZEL B S A, AT 2 T JUL/ P J A 425
ATP [ 2 (sarco/endoplasmic reticulum calcium ATPase
2, SERCA2) Y, FELASG LT 9 45 X Ca™ 5 e 24 T 30
O UL D RE B AT, 2 I R B LI J5E A0 22 3 i
FEIHAEA 4. HZ, CCM I BA /K F T al il i 5
Moo JULHSC 245 35 2l o B S A A 1K B Ca™ AT 52D
DL EF 48 Dh e, S 238 CCM IR o
213 BAKLMHRE G LA

JILEK 55 (1 5 8 (myosin heavy chain, MHC)/E N
O IER oy 1 Bak”, FE o U 4 rh ke A B AR A
AR FL Bl 4 0o LA A7 7E B-MHC Fl oe-MHC. 7 7 I
. o-MHC B A B KM ATP BO3E 1, BT A R
W E RS, T B-MHC M AH < o Honar 21K
B, £ KR CCM AR A A1, BA T8 AT 4 S a-MHC 1] B-
MHC. [ %% A8, T 52 O LI W 4 Dh e . Bt 4h,
Sheikh %R B BA 5 2t AH A 43 -1 1) 2 THT 45 A4 A
AL, BA A 368 3 3R Jele M2 -2 S8l 52 AR L AU L 4 L Y
cAMP FA7 2, MTH SR Co L2 6 PR YAC 4 o
2.1.4  BARFOUAE RS 4R

JIE 7 R AR A A i JEL N O LW 4 35 3 T 75 ATP
KRR . NI, S AL R 2 2 Dy e e R
IR 7 2. BIELEAE PR T, BA 2 234
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LA IR LR RS2 T B, 3 S5 ZAE  J5E 3e 325 11
TN 5 26 R i K FIFET-0 . Desai 25 7E LA
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AT R R A AT 0T R 2 6 A 508, AT 523500
WU 4 D Refehs . 3E— DT TR W], BA AT 411
o S A Bt A T TR0 32 ARy A B IO ] 5 1-oc
(peroxisome proliferator actived receptor gamma coacti-
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Pgelalf ¥ %% , I LLIE R H “JH 0 (cholecardio) ” )
ARAIR I BA 5O EAERH A .
2.1.5 BABORAMIEALE M

JIT A 4 455 00 U D T BE B0 32 44 OR 1 - TE 4
B b R 2 B8 52 4 (adrenergic receptor, AR « KK &
(cannabinoid, CB) 32 {4 . L 84 £15 18 18 45, 33 Bk A\ HH 1
Jig X512 2H RS o JUL T o 2 i 5 A 2
T B B 2 5 M N L B B s e e LT
MBS BB S . Koshy "R I, 78 AR ALK R
o, JEIA BA 7KV BT e Ao A L 5 1 DL o e - i
EESE N, o LSS A RIPERE N, stk B-AR AT
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53 IR B S B R o L - IEE R Th g, A A
[7] F) Ca™ A Na™ FLJfE AR, A1) KLU, JE D
WA R IERE, e T3 QTe I
22 BRI R A CCM ¥ &9 4F

JHHASE A S SO 1D i Bk oo L ol ok — R B IEIE Y
AR, LA i ZR B R INL i TE JE B T e 32 40 A i
325 P 1GNNS P 0 R A o il Rl BT A 52 45
A g 3 L 35 11 45 R T T J AR AR 55 2y 1 A
(pathogen - associated molecular pattern, PAMP) M [i%
IR B i A% B, B 5 0SS E R G3 BURE 4
PR ] AN A B R ARE TR . X S5 R Y JiE
I EF 7K INRISRAEE IR X LA e A 3 B4
S8 RIE B, T2 5 CCM AL o
221 RIRMALIZIAIE o

BA R [ I T 45 e 92 400 3R T A WD A L
FP A D e PR RS ) A AR ot s AR ™. Gaskari
SV I, AE FFREALIT , O LA PR AT i 1 S 4
FEN, FAE AR TN e AT TIE AL
JRFREEAR R B o JIFE AL 23 v 7 8 ) B A A P ko AL 4
Wi 73 HOFIAIRE L R TR HRZH . Bbdh, A SR EL >
PR A IR e A 2 TS PR A KB o JIEE WA 4 2

RE, FRAILO I RGN R M AE RABCIRAS 1R s R,
222 KJERTIHEFOII AT

e FLBE B 2R3 2 — P F A R A R VR (1)
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TEFAY, 58 2 DA JH 21 4EA S DAY 1) s, 2 L PE
BERIINSELETE™ . Yoon 2 K IIAESTHH
EAEILARR CCM /MO E, T RS 2R 5
(I ECAE W G0 . 2445 T2 FLE R AR 25 -3 #0771
N-lac J& , R S5 LA /N RO AT T R R A il 3
N N || By e R W = R SIS 5 N S
BER-3ARESHES CCM O 440, tEak,
[ B PR, £ FHT R A P A B B LI OV R
HREAR BN 6.6%~14.2% . MM 73 Fr
Mg - AR R -3 IR S 5 8RR A R, A
52 HRTATHR A AT — sh R b 0 3 BAR AL ],
TP 5. LIPERE R -3 CHE S HE-
pEF [k A2 Rk Fe A 509, T CCM S 80 85 WL IR o
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75 CCM B3 0L Th g B A 5% 1) 4 0E ]
T4 i 983 3R B8 TRl T Ctumor necrosis factor, TNF) -ocs
e LB Bt A -3 B LA B AR [ A0 8t 11 g = 8k
B IR 40 B 77 25 TNF-o™ . Yang 255k B T4
/N BRI A, TNF-o 1) 25 58 32 35 39 00, BOE e
p38MAPK 1 NFkB-iNOS il #% 2= 5 0 JUL I 28 9iE J )3
FHInE LN, NS5 CCM IR AERE . Brik
PLAN, 140 14 2 Cinterleukin, IL) - 1R A IL-6 t 4 1F
BH 5 PR A0 K o LI RE R RS A 9B,
223 AR

O ILB-AR B AT LIS AL IR E BRI G, 7= AE
cAMP, cAMP 1 5 2 15 {3 1l iR 1 Il A, 1 17 35
NI S S0 VLA M e . AR AL ) 2R
W, A B0 1 90RE Je A A TR L 5K, A TR
BRI R R RS X — RAEMEEE
O IEB-AR B2 BRI, fe T 802 R 1 ORI 2
REFRAT . Liu 557 RIS BF A AL, 177 IE
SHAM KR TFEESAER RAYE LREA G
A JE Al 0 2 B 50 K /mine AT A I 3% R 0 L
1 B-AR % BE K LA A A E IR 5 8- AR AR 25
R TR S U, R T R B EEB1-AR
2P AR ST AL O I R SR B-AR R
Yo SR, B-AR 5 AH BB 77 1 56 F1 7 I 5 2L
Ao R FH A BN NG 2 2 B TR AR
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PEAB IR S B G SULIEB-AR BRI, 5 —Fh
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224 WRMECBKFAZ

CB & 0 L4 | CB S22 (1 N YR PEBC A, CB 32
IRF CBI A CB2 AN AL . TR BH, 1814 48 i S BE
185 CB 78 A A0 K B0 JUE 190 J0 360 5 o 6 38 1 m B
CB1 AR BIBOE 5 90 B R AR R i 1 S = A
FYIMSE. e LUl E Gilo 8 AR IS 241 iR
TR, Y/ T cAMP #7248, 4K T 72 AR O JI
FAENLIRRE o 38 AT DL 0% p38-JINK-MAPK i
5 S ONA M T . A0, CB2 5244 (130 72 3%
il 2H 23 90 S F )3 S A I A B TR S R R T
REH T R4 EEEH, SRS, WYEYECB A
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SEPY N SZ IR 5L F R AL /N R AR R EG O L
YR CB1 SZARRIA BT B, KU REAL
NIRRT CB1 3Rk B3 B, IF R IUFREAE R
0L CB2 7K R JE ] 2 2 BRI I3 TNF-aK
-, 5 Bh s O LSRR IS el 2 SR AL R, 12
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225 SR AR FE

TE O LA P vh , 4% B % 32 25 CX43 (connexin
43) 73 {5 E LA £, L0 I ) IE  ThRE A AR e
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Z TR AT PR AR 326, 33X A 0 U UL R AL 4 11 i, A
730 W R85 DL IR 1 7 USO8 RO, AT AR 455 1
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Rl F- TNF-o 2 38 /111 . TNF-ou AT 5 RS 6] 48 6t P 77
B H CX43 13RIE, HAE A A3 i,
SECLWLGH ML R AL 5 2 RN, QTe 2K, FELL
HEAR4s . 2428 F CX43 B %5 PR30 Bk Gap26
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