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2. Purpose of Education
　The immune system is essential for host protection against pathogens and cancer cells, and its ability to protect host is 
augmented by vaccination and previous infection. In contrast, abnormal immune responses are involved in pathogenesis of 
autoimmune diseases and allergy. Faculty members of the Department of Immunology are coordinating the lecture course 
of immunology and instructing graduate students to conduct their research projects on immunology for elucidating how 
the normal immune system respond to pathogens but not self-antigens or environmental antigens, how this discrimination 
is disrupted in allergy and autoimmune diseases, and how vaccination augments immune responses. Some of the research 
projects are aiming at developing new strategies for augmenting infection immunity and for controlling abnormal immune 
responses.

3. Research Subjects
1)	Elucidation of the roles of membrane-bound lectins and their glycan ligands in normal and abnormal immune 
responses of B lymphocytes.

2)	Elucidation of the roles of unfolded protein response molecules in B lymphocyte immune responses.
3)	Elucidation of the regulatory mechanisms for self-reactive B lymphocytes and their defect in autoimmune diseases.
4)	Chemical biology of B lymphocyte immune responses
5)	Generation of novel strategies for host protection against pathogens and treatment of autoimmune diseases.
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