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The current status of application of preterm sepsis mouse model
to elucidate the clinical questions

Kazumichi Fujioka

Department of Pediatrics, Kobe University Graduate School of Medicine

Abstract

Recently, a cecal slurry (CS) method was established by Wynn JL, in which a fecal suspension (CS) was prepared from

contents of the appendix of adult mice and intraperitoneally administered to the subject mice. In addition, by creating and

storing a large amount of CS preservation solution at once following the method reported by Starr ME, the experimental

reproducibility of CS model has been improved.

We have applied these techniques to 4-day old newborn mice and created preterm sepsis mouse model. We believe that

CS model is the best solution for modeling neonatal sepsis in the condition comparing between same-age newborn pups. In

this paper, the current status of our application of this model to elucidate clinical questions will be outlined.
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