PURBERIR B2 20234 SRde 3
Journal of Southwest Medical University Vol.46 No.3 2023

[EmBENRBERZRILEIAE IR

SN ik

B EENC AR

LPEHERE AT A S (BT 530000) 52, PHERRIC IR EEER: FHEERL (B972 530000);
3. PR BRI IEEERE AL (BT 530000)

[ ZE] EIn2MHF7E (acute—on—chronic liver failure , ACLE ) 2—FEM MR H IS S E IR G D) RE =S RO A 1E,
Al A AELE AT NS B 508, 16T THERE R R AEERIK 50% Lo ACLERURIRHLEIE Jy, =AM , 1IX A AL S ACLEIG R T3k
PASHR AN A EEHIN > —. A 45 A OIS IR SR ACLERIRIA IR L M a7 dt ek, UIHIA B T T ACLE A%

WU R AR ETT 5 RS %,
(K821R ] 1B InatEIT =08 ; ST =08 AL
[hES%S] R57 SCERARERD A

DOI:10.3969/j.issn.2096-3351.2023.03.017

Current status of pathogenesis and treatment of acute—on—chronic liver failure

MENG Yinjie' reviewing QIU Hua’,MAO Dewen’ checking
1.Graduate School of Guangxi University of Chinese Medicine , Nanning 530000, China; 2.Department of traditional Chinese Medi-
cine , Guangxi Medical University Affiliated Tumor Hospital , Nanning 530000, China; 3.Depariment of Hepatology ,the First Affiliated
Hospital of Guangxi University of Chinese Medicine , Nanning 530000, China

[Abstract] Acute—on—chronic liver failure (ACLF) is a syndrome of acute jaundice deepening and coagulopathy on the basis of

chronic liver disease, which can be complicated by one or more extrahepatic organ failure. It is difficult to treat and the fatality rate is

more than 50%. The complex pathogenesis of ACLF has not yet been clarified , which is one of the important reasons why the clinical ef-

ficacy of ACLF has not achieved a fundamental breakthrough for a long time. This paper reviewed the etiology, pathogenesis and treat-

ment of ACLF based on the latest evidence—based medical evidence, in order to help understand the pathogenesis of ACLF and provide

reference for clinical workers to choose treatment plans.
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LR R (45% ) , fi i DL B 75 PR Al B (35%) , '
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AL A MIIRSE , A EAE T, 4 N P B R
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crosis factor o, TNF—o) ZEVHI A K K7 IR BT, MG 4
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SAE A5 F R B AE
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HE—L W5 /R, 7E ACLF (B3 11, 335 MERTK (1) 54%
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g iGN, It 5 RGN AT SO AR Y o AR A
SRIB 55 A AR AR Bl , ACLF #7120 Ml e 1)
il , Z B M BE 2 (lipopolysccharide , LPS) il i# 5 TNF-
o 149 A BB A0 R B A, 240 N 2 400 B i DR (HILA -
DR) [ 3235 T &S, ACLF 835 30 0 3 B R0 & g
5O A R A AR DL S e d il B, Sy o P o) g
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J& W A B A o) R AR BRI, SR IS B
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3 AEEIRYTT ACLF
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3.1 ARIEEIBTT
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FRE I AR A, LR B A FE I, DR I o
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HAhE IR R WG Z sl ), 5 VAT RER TR, 22
SEMAIG PRES SR, BIF5E 3R RO AP ARORS 1 DAL 8 77
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E DI AR 9 10 S 1 B R 28 mT LA A o oy 8 4K
15, PN B R A6 A5 DI RE , B 3R VAN I 2k
3% , 9% (Hepatic encephalopathy , HE ) 1) & 42 2 BH
8RR, MR AR FE R
3.1.2 JaR &7 ACLF s G YT 7 28 48 e 7t
Jea VAL B B S e AR &R R R RN . i
PN HBV PR30S PR L 95 B 25 45 IR Y7 IR
HERBRIEN , A H TR . g B
JF 48 95 TR . — T HETE  BEHLXT BRI 28 WBER FH T
WEEIRYTT (BB R Pk K E) HARPom s iR I7 x
W H I 2 R R AR S i b 8 (HBV-ACLF)
BE IR, 255 BoRPUR AT B E PR R
H3AH K6 AMRIEHER W 5EESE HBV-ACLF
FL A R R ST REIR YT RERR AR R IE R
R 0T %) JFF o o F8 3, AL B30T R 4R 45 A
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3.1.3 Bs ACLF 5t %
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ternational normalized ratio , INR) \HE 432% JHZT £ L
PEF R LA 2 R FE T Rk S ARG P2, 397 B
JeRBRIFR I Y KRR AL R R
AR TBiG HE, M 38 HE B9 7™ 572 2 8 4% 8 1 %
FHEA S, AN HE 5 A A H AR R 0.5 ~
1.2¢ /kg , 75 R 1E TR AN R AR T, G0k 70 S04 S Ok
iz, Lhibt e s A B8 L Ak Bt RE R BUF I sE AL,
FFE R R ACLF AH & B P ki 2 £ 2 i 7K fif 4 i
PR, B0 HE Y7 B 0 P XU 2 A /K e 23 e
Fii PN R L S ORI 9 & A T BRI  IALRE B
JE 0 7K Jieb %) B B A B PR R

3.1.3.2 B W E MG f T Bize e 2SR
(acute kidney injury, AKID) [ & 4= $2 78 ACLF B ¥ J5 A~
R, AKI 19 e 6 P 28 AL 45 41 TR L AR IR SIRS
58 RIESE 5B 30% ~ 40% FFRE AL H 5 Y AKT 2 ih 21
DRSS, 340 AR 319%™, AREMIILE S
AKTARE 200, AN IUAE B UE S22 ACLF (8 A7 —
ANISE BTN R 2, ACLF H8.35 & IR AN L E 5 TG a
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Bl iR AKT A A A0 SR < 5 ol JRe e | 24 TE AR ol 25 4 L 3kt
TRTE 1Y B R 245 ) RV B 8 FH Ik i 52 790 D e 415
KHE WA TEATIEE EFEEE AR ) s AKLR R
7 TR i BRI PR 24 1 iy AR el A5 AR
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=, £ A 1iE (hepatorenal syndrome, HRS) f&
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e R R M B IRURE SRR | 2 JER RN A 2Rk
PeAER T Bk 2 HLIF ST A 1 302 45 JH- i fb JER
e B B, B 98 45 SR WO, R UL ) R & SBP
(27%) DR 6 (229% ) FN At R IR L (19% ) , H=>% B
WECH WL (57%) 55 2% FHE T R 38%, 4% 1) FL I 85 5t
BEV: 5 489% FR) IR 191) Ay 4k X R | B A Rk K e
PJEYE b7 LU R 26% ,21% 1) RS B T8 IR
28 dIBET-H K 22%Y, ACLF 5 & IF B Yy, k4
BH 2% ~ 15% , FEURICETIE A I SRR,
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PRI AN IF RS A AR A O “HF " . ALSS 73 =
2 A . A Y A (bioartificial liver, BAL) | dF A= 9 #l
(non-biological artificial liver, NBAL) Fl{& & % (hybrid
artifiecial liver, HAL) .
3.2.1 NBAL NBALZJE T BUACREALAY S B, 1] A i 2%
e JIE 2T 2R W BT | il VGZE AT | IR 8 SRR TS R R
PR A IR R 5 BT, SRl T
Uy REE WA R BB i TIRRIE 2 IR YT KUK R
TAHATEAA TG B EE PR, NBAL# IR R
ﬁ[ﬂlﬂﬁﬁﬁ(plasma exchange , PE) OUER (M3 40 W BfF
% 4t (double plasma molecular adsorption system,
DPMAS) . IfiL 3% i #7318 32 ( plasma diafiltration, PDF) |
I3 F W B P A 2 B8 (molecular adsorbent recirculating
system, MARS) | IfL W 55 . CHEN 51504 738
10 Z2 BT O PN B 1 250 BN [ RFBT ) HBV -
ACLF (85 1IG RGOk, 25 3L R PEIRYT 32 & I KT T
R BAE TS , 2 250 Hr & AR LI (cre-
atinine, Cr) . S\ JJHZL 2 7K F- (totol bilirubin, TBiL.) & Ifil
it J5 1) (] (prothrombin time, PT) S 43 2 PEIRYY
BAEFET- IS FER I 2R . Meta 4307 i /R1OPE X AL |
rh R BT R T R T RCR W B, Bl
f14— T AR Meta*! 7347 % ] PE 7ER# IR ACLF 45 30 o/
90 d R ALy ML T MARS %5 0 24 f T il & (i
IWAF ) HEA R R B, T PERYT G 2352 IR, i e RS2 it
/D AN TR (4 NBAL 3677 4 2N SRR 7S 14 34
S )l PR _E s e AR T 7 58l 2R 5
fili J A BOBE ML DI AE \TBIL /K- A To/K U B L A
T RAE AT 55 PG IS MR B, AT
HEAL IR T VISR I B A fe KAk
3.2.2 BALA=HAL BALZE & R85 77 00 -4 i OCJE
PR IEPE 20 M A5 ) e TAE RSN W R B 25 N, 25
JHF 3 vy R85 ML 308 5 S 7 e A ) >3 5 4 7 1) ST
LA T A 48t , 22 I A PR PO i 25 5 I B A W e Ak
TIHE , REA RO HE 27 R W5 BR FACSE, MG D e .
HAL J& K NBAL 5 BAL P 2 B 455 N . FLARAY
ALSS 2 5 AR JFER A= W e B OFFIE) e s, 2
B OE AR 25 5 B A W A RE BAL th T &
ARSI, 2 5 0E ISR R H63 1 ALSS, 7
PN T2 H Ao i A P 2 22 4R A A
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B A1Hr A BASZE 5T rhu ot BAL BEAT T KRB & T
1, % BAL#EAT T AW A Ak , (5 B it BAL AT BR
TE s ) S 6wk I ARG B BEU, R S BRI IR 1
H AT BRI IESE BAL X T 0 85 S8R 52
WL B R BRI S5 R0 22 ) (H il T BAL
of RS R AT I & 0 B i U 2 i A= 4
SN A S S [, RS ERIG PR AL
3.3 i

WA (liver transplantation,, LT) FEMEkAE T
APEn 2RI TR B IR IR UG o 98 B — T8
s, PR 1.3 S 4F B A7 R 53 51k 85% . 75% .
68%"S, K [ LT B3 ARJ5 1.3.5 F W A7 R5090 R
84%,75%,71%"“" , i Z M M . ACLF &I AN B %=
W RECE 5 B LT RS TS % VA 5E , SUNDARAM
ZEUSIal [ 43 M T 56 801 4 LT H 3 i I R B k), AR U
EASL-CLIF iZWrbnifi, B E W 77l 4 40 JE ACLF 4
ACLF-1 224 (ACLF & 1 5 v s A AL 516 R s ol 6
ML il Th A 14>) (ACLF-2 2441 (ACLF & I+-4T:
H2 B ) ACLF-3 (4 (ACLF &3 348 P 1
B 78 B R ), 45 4 B E LB 4 B R 54.6% . 15.4%
15.9% . 14.1%, 45 B i 77 ACLF-3 2% 41 5 4F 1 17 &
(67.7%) PUET HAA L (75% ~ 19%) . SR, ¥ oh—
TR 7T i 7R ACLF-3 98 5 RS A | SRR AR A7 1
4 83.6%, Tl ACLF-1 24 il ACLF-2 2 (8 & 1 45 A7
K 82.3% ~ 86.2%, Gt A5 R R = H AT R TG
25 A LR ACLF-1 241 ACLF-2 25 2 3 1%
KT o4, 520 ACLF 52 3 BT RS A 70 s 0 PR 25 45
2, & A RO 51 49 fe FEIE A R (PR AR R A
JE A TR 20 ) BRI PR R IEA T [ Bt 20 A, 285 SRR AR
I BE ML B B[] 3 3)) & (prothrombin time activity,
PTA) .PT.INR 5% 2 & LT RJGIET- 1 fa o A 2
TR AR ARG IR T e ACLF-3 2B LT RJ5 5t
ToHY A ST MGG 2 . LEVESQUE 25528 5% B 7, T A%
HFTZH LA ANAN) B2 E ZHEFRK
1o TR PR SR | Ao PRI 35 Sk LT AR S Y
FET-(90 ) WAk ST fa B R &R o 25 b, o T 2 i T vy
BB LT ARG A R s K TS , 5 98 LT FR
T8 I IE 5 A8 A A0 R B LT AR TPEAS , inss
FlF AR HE

4 HERTT ACLF

R ZEIRYT ACLF (W B F B > — B 2
WFFE TR B A I PRAGIE B 24 HE p 1 22 B i 1T
b /R 7 B 45 56 9T ACLF (9297 45 1S i 4 58 4t
S VIES Sl s I 5 3 iy N 1L TR 1 /N
934 5l HBV-ACLF f5# , WL i I fff 2 A 7 sk 45 <
il B AL 7 NI K 4 VG PR 7 X HBV-ACLF 3 48
JERAER A, 25 R B R P RS BRI T AR 4 ~
48 JE FRAR AR B AL Ry A TR Al Pa By 7k i 5

— I Z H IR 2 e —

Il PRAJE 5% 3IE ST AR #8548 Ay = i) v 2459 i A
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S 20 TR 240 66 0 A P, TG PR AR P I B A R
[F] R R A% 10 ) A O S SR %) 0 1, SCERPT BAE F , AAT
WD . I R MG RERS IR T I A 25 R
S5AERP LG LR IE R, S A PR
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BERE, A A 2 B, 0l g v R 7 A S i, S B
PUHE B1ER .
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HBV B T80 ACLF B 75 & 6l 1 B R A, i R
oA A, AN A B A 2 1 1R CRE R
RIF 5 ) 2549 K B I LS5 . ACLF Y B
Az B AT R AR T e B IAE | [ B i BIE AR IR A
ACLF S —Ffi G 988 2 A7 5 908 110 AR Jo e 2 Y75 A, B 928
B RAREFT T VE R ACLF &5 A% O B 28 T
AR R RA A R R I e A ] RE S Rk
JRIT ACLF FU 5 FBL . ACLF BVA T XERE K, Filie
W7 55 K i g B I HE R U . A TS A
A T A e R 30T 9 N T S s R 45, (EL I fs 5 T
YRG0 B2 0 i S S [ R, L AR B e i1 A
Rt —2B 5T s 7340 R 25 7EIRYY ACLF 2 /R —
SE IR, i B 2598 AU O — A R B
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