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Tl\ga LPS
jﬁﬂﬁiﬂﬂﬂiﬂﬁﬁ@iﬂﬁﬂﬂﬁﬁﬁiﬂﬂﬂiﬁ D ag v mmgoeg
TNFR \é » ‘”/ TLR

Caspase-8 deletion or inhibition
RIPK3 induction

Caspase activation

Apoptosis
ecrosome
#F1

S ST FEER SHERFfE EER

(N=36) (N=17) (N=6)
Fim 49.4+18.7 47.3+16.6 55.7+16.1
R = 25 (69.4%) 7(41.2) 2 (33.3)
Etiology
(AIH/Drug/HBV/Indeterminate) 10/9/13/4 2/5/5/5 S
AST (U/L) 7724693 3082+3823 1672+2057
ALT (U/L) 1136+996 2900+3353 1901+2880
LDH (U/L) 481+275 1547 +2271 1022+752
T-bil (mg/dL) 86+7.4 12.8+9.2 245+23.2
PT (%) 77.4%+23.0 29.4+10.2 16.3+9.8
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(N=54) (N=5) P-value
TNF- o (pg/mL) 35.666.8 40.0+30.0 0.89
IL-18 (pg/mL) 251+115.3 17.7+22.4 0.89
IL-6 (pg/mL) 136444122 395.0+706.9 0.21
HGF (ng/mL) 37431 140462 <0.01
CK18 (U/L) 695047093 8890+6197 0.56
cCK18 (U/L) 2803+3424 28311735 0.99
RIPK3 (pg/mL) 78441136 422446225 <001
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