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Abstract

Acute pancreatitis (AP) is a common critical
illness in clinic. Its pathogenesis is complex.
Previous studies concentrated on inflammatory
factors, oxidative stress, microcirculation
disturbance, efc. Recently, apoptosis has been
found to play an important role in emergence
and development of acute pancreatitis.
Apoptosis is involved in tissue injury in acute
pancreatitis, but is also an important self-
protection mechanism. This review briefed
the relation between apoptosis and acute
pancreatitis, investigated the influence of
apoptosis on acute pancreatitic organ damage,

and analyzed the relation between apoptosis
and inflammatory cytokines, oxidative stress,
endoplasmic reticulum stress, Notch factor,
aiming at revealing the mechanism of apoptosis
in acute pancreatitis.
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