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(Abstract] Liver failure is the final outcome of the progression of various liver diseases with a high mortality rate. In recent
years, it has been found that traditional Chinese medicine can inhibit Fas/FasL binding, NF—«B pathway, Caspase pathway, anti—
oxidative stress to inhibit hepatocyte apoptosis. By regulating Th17/Treg balance, CTI/Treg balance, and down-regulating HMGB1
expression to enhance immune function, clearing LPS, reducing cytokine release, improving intestinal flora and endotoxemia, liver
failure was antagonized and patient survival was improved. This article reviewed the multiple mechanisms and aspects of traditional
Chinese medicine for inhibiting liver failure, providing new ideas for the treatment of liver failures
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JHF I 440 5 T Y i 32 22 0 =0, A 0 T ik A R
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SEE NI T SMEA I TR RS At
T A2 AR 5 HC [ Y5 A 45 6 T Ak & W 15 5 A% iR A,
T2 AR A0 FE Fas BRIIRSE R F—a(tumor necrosis fac-
tor—o, TNFo) 324K 1(TNF-R1) .STRAILR1 5{TRAILR2
35k A, LA EAET A2 ARTE I IUE b 2494 O[] 72 32 1Y
FIRP FET 32 Ay ) T A 5 S S BUL M T 4
PSRN IE R AT 15 5 5 5 Y (death
inducing signaling complex, DISC),DISC 4} it X
4 fiti-8 (Caspase—8 ) Fll Caspase—10 1 — R 1L Fl % 1k
ML T & | 1% M caspase—8/10 Ji 3l £ 7K ff Gk
PTG Caspase 85 i , fie 2 V) E RO R i A i 2 1 5
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T BRI 1 P 5 0 4 i 7 R R BT
Bz, POt 040 U8 Tl LASS BT
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72 R BA AL BAE 5 I RE I = RARE A 24l Fas K
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BRI L TR S IR A TR Tl =
Caspase—8, MM 5| # Caspase <15 H K = N, 155 fiff
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FRERES 9 4 JH A 4 S5 2 A i 5 L A L O

B G gl ST Y I O HE R R T LA ) T
R /N R LU Y Fas 5 FasL &3k, 10 F i
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AU Th17 480, 3 W2 48 IR 1L-17, 94 775
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