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Screening of commensal bacteria species for the regulation of bacterial translocation
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Gut microbial imbalance, called “dysbiosis”, is associated with the development of intestinal inflammatory milieu in
inflammatory bowel diseases. In addition, defects in intestinal mucosal barrier function induce increase in intestinal
permeability and bacterial translocation, which is the penetration of commensal bacterial from the intestinal lumen to
various ex-intestinal organs.

We have previously reported that the exocrine gland of the pancreas, consisting of pancreatic acinar cells, expresses a
glycoprotein called Glycoprotein 2, or GP2. GP2 accounts for 15 to 30 percent of the granular membranous protein in
acinar cells and released to the intestinal lumen via pancreatic ducts. GP2 bound to type I pili on the surface membrane
of bacteria, which utilize the pili for adhesion to the intestinal epithelial cells. The mice lacking GP2 shows more
bacterial translocation and severe intestinal inflammation. Thus, the pancreas performs important role in intestinal
defense against bacterial translocation. However, the molecular machinery of GP2 expression and secretion has not been
well elucidated. In this study, we aim to uncover the mechanism of GP2 release, regulated by commensal bacterial
stimulation and found the possible involvement of bacterial metabolites. We also evaluate the commensal bacteria

species which regulates GP2 release and potentially regulates bacterial translocation.
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