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Abstract

Fas/FasL-mediated apoptosis is involved
acute pancreatitis-associated liver injury. It up-
regulates proapoptotic pathways in the liver
and promotes hepatocytic injury as well as
hepatocytic apoptosis during acute pancreatitis.
The signal of the production of FasL and
the expression of FasL were up-regulated in
kupffer cells during acute pancreatitis. Then,
FasL activates Fas-associated death domain
(FADD) and unmasks its death effector domain
(DED) followed by subsequent activation of
the Caspase cascade and downstream effector
Caspases, ultimately resulting in DNA cleavage
and hepatocytic apoptosis. This review aimed
to elucidate the construction, distribution
and function of Fas/FasL, and to highlight
mechanism of acute pancreatitis-associated liver
injury mediated by Fas/FasL.
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