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caused by microbiota in chronic pancreatic diseases.

3. Development of novel treatments using immune 

responses against microbiota for chronic pancreatic
diseases.

1. Identification of  microbiota associated with the

development of chronic pancreatic diseases.

2. Elucidation of pathogenic immune responses 
caused by microbiota in chronic pancreatic diseases.

3. Development of novel treatments using immune 

responses against microbiota for chronic pancreatic
diseases.

Recent Activities

Research Area

Study on Immune Responses against Intestinal Microbiota 

(Associate Professor Tomohiro WATANABE, tomohiro@med.kindai.ac.jp) 

Study on Immune Responses against Intestinal Microbiota 
Associated with Chronic Pancreatic Diseases

(Associate Professor Tomohiro WATANABE, tomohiro@med.kindai.ac.jp) 
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factors leading to IL-22 production in the pancreas.

2.  Elucidation of molecular mechanisms how IL-22 maintains

pancreatic acinar homeostasis.

3.  Development of novel treatments using tissue repair and

regeneration properties of IL-22 for pancreatic diseases.
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Research Area

Development of a Novel Treatment in Pancreatic Diseases Using 

(Assistant Professor Ken KAMATA, ken.kamata@med.kindai.ac.jp) 

Development of a Novel Treatment in Pancreatic Diseases Using 
Tissue Repair and Regeneration Properties of IL-22
(Assistant Professor Ken KAMATA, ken.kamata@med.kindai.ac.jp) 
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Recent Activities

Research Area

iseases                                Elucidation of Pathogenesis of Pancreatitis Diseases                                
from Innate lymphoid Cell Populations 

(Assistant Professor Kosuke MINAGA, kousukeminaga@med.kindai.ac.jp) 


