Establishing a Murine Model of Acute Pancreatitis: Toward Cytokine-Based Therapeutic Strategies
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Introduction

Acute pancreatitis (AP) is a devastating human disease that is
responsible for ~300,000 hospitalizations in the United States annually. Cerulein-Injected Mice Developed Pancreatic Injury

Cerulein Induces an Inflammatory Cytokine Profile in Mice

The mortality rate for acute pancreatitis is 5%, and 20% of patients
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Aim 1: Acute Pancreatitis (AP) Model Figure 3. Histopathological examination of pancreas and lung tissue in mice with cerulein- j
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m'm:t?S .afjcert’Fhe 6 and final cerulein injection. Mice were sacrificed 72 hour post-inal Mice with pancreatitis showed histomorphological features of acute pancreatitis, including
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was also increased in the Mock and Anti-IL6 groups relative to controls.

Aim 3: Acute Pancreatitis with treatment pancreatitis.

C57BL/6J mice with cerulein-induced AP received cytokine therapy IP at same schedule as > Cerulein-injected mice showed pancreatic injury and cytokine
mock injections. Mice were sacrificed 72 hour post-final cerulein injection to evaluate the _ : , , : : :
effect of cytokine blockade on pancreatic injury. Serum IL-6 Levels Differ Across Control, Mock, and Anti—IL-6 Treated Mice changes consistent with prior AP studies.
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