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Abstract

Hepatocyte apoptosis induced by tumor necro-
sis factor-a (TNF-a) is implicated in a variety
of liver diseases. TNF-o exerts various effects
in cell apoptosis, which are mainly mediated
by TNF-receptor 1 (TNF-R1). The responses of
TNEF-R1 resulted in the activation of multiple
apoptotic pathways involving the activation
of the pro-death Bcl-2 family proteins, reactive
oxygen species, c-Jun NH2-terminal kinase, ca-
thepsin B, acidic sphingomyelinase and neutral
sphingomyelinase. These pathways are closely
interlinked, and mainly act on mitochondria,
which release the apoptogenic factors and other
substances, leading to cell apoptosis. In this ar-
ticle, we reviewed the mechanisms of TNF-qa-
induced apoptosis of liver cells.
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