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Unraveling the Pathogenesis and Developing New
Therapeutic Strategies for Inflammatory Bowel Disease

Shusaku Hayashi

Laboratory of Pharmacology and Experimental Therapeutics, Division of Pathological Sciences,

Kyoto Pharmaceutical University

The breakdown of the intestinal mucosal barrier has been shown to play a key role in the pathogenesis
of intestinal immune-related disorders such as inflammatory bowel disease (IBD). IBD is a chronic
inflammatory disorder with intermittent episodes of remission and relapse, and the incidence of IBD
in Japan has risen dramatically in recent decades. Although sustained remission has recently been
recognized as an important goal of IBD therapy, there are not many treatment options aimed at
preventing relapse or maintaining long-term remission. Based on our results of unravelling research
into the pathogenesis of IBD, the authors propose a new therapeutic strategy for IBD: “By promoting
the healing of intestinal mucosa injured by inflammation and regenerating the mucosal barrier, it
eliminates vicious cycle of relapse and maintains long-term remission.” To prove this concept, we
address to discover candidate drugs that enhance interleukin-10 production in intestinal macrophages
and to elucidate the novel mechanisms that orchestrate the healing of damaged intestinal mucosa.

This review focuses on these studies and provides an overview of our recent findings.

Keywords: Mucosal barrier, Mucosal repair, Intestinal macrophages, Intestinal epithelial cells,

Preventing relapse
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