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In recent years, tens of millions of people worldwide develop severe sepsis every
year, with comorbid encephalopathy increasing mortality in particular. We developed a mouse sepsis model
in an attempt to elucidate the mechanisms of sepsis-associated encephalopathy. The model we used was the
cecal ligation and puncture (CLP) model. After confirming improvements of survival rate via estrogen and
L-kynurenine administrations, detection of mRNA expressions of a kynurenine receptor, the aryl
carbohydrate receptor, and a tryptophanase, the tryptophan 2,3-dioxygenase, in peritoneal exudate cells
were determined, indicating the involvement of the kynurenine pathway. In this process, we successfully
generated a modified model in which intraperitoneal abscess formation, which is considered to be a defect
of the original model, can be highly-controlled.
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