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Abstract

Severe acute pancreatitis (SAP) is often associat-
ed with intestinal barrier dysfunction (IBD). IBD
is a sophisticated pathophysiological process
that can lead to intestinal endotoxemia and in-
duce systemic inflammatory response syndrome
(SIRS) and multiple organ dysfunction syn-
drome (MODS). Inflammatory cytokines play an
important role in the pathogenesis of SAP with
IBD. Nuclear factor- kappa B and high mobility
group box | (HMGBI1) are important inflamma-
tory cytokines that mediate the systemic inflam-
matory response in patients with SAP and IBD.
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