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WFZERC RO BE (3530) : Pinl was degraded in severe damaged liver, therefore, regeneration
was suppressed through decreased activation of NF-kappaB. In contrast, Pinl expression
was maintained in mild damaged liver. Therefore, Pinl bound to NF-kappaB-p65 and
generated Pinl-NF-kappaB—p65 complex. This complex activated NF-kappaB and induced
liver regeneration. Moreover, cell proliferation was inhibited in severe damaged
hepatocyte induced by H202 stimulation 7n vitro, through decreased expression of Pinl
and Pinl-NF-kappaB-p65 complex and decreased activation of NF-kappaB. In conclusion,
Pinl is an important endogenous regulator of liver regeneration in severe damaged liver,

and is a potential therapeutic target for liver failure after extended hepatectomy.
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Hepatic NF-xB activation and Pinl

expression after 70% hepatectomy
with ischemically damaged liver
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Decreased NF-xB activation
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Overall survival after surgery
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