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1. Staffs and Students (April, 2009)

Professor Yutaka Hata
Assistant Professor Kentaro Nakagawa
Assistant Professor Mitsunobu Ikeda

Other two staffs and six students

2. Purpose of Education
1) Undergraduate

We organize two courses: “Molecular Biology and Human Genetics” and “Medical Biochemistry”. The students are
requested through these courses to obtain a comprehensive integrated knowledge of human molecular genetics and
biochemistry, which is important to understand how health is maintained and which molecular and biochemical events
cause human diseases and underlie the rational treatments.
2) Graduate and others

We are studying the cell adhesion-related signaling pathway which is involved in the regulation of cell proliferation, cell
polarity, and apoptosis. This pathway is well conserved from fly to human. The mutations of some components lead to
oncogenesis and organ malformation. Several recent studies suggest that this pathway is implicated in inflammation and
cell differentiation such as adipogenesis, osteogenesis, and keratinocyte differentiation. The pathway plays an important
role in various human diseases and could be a new therapeutic target. We give lectures about our current studies to

graduate students and others, and provide graduate students with the opportunity to participate in them.

3. Research Subjects
1) Study on RASSF proteins
2) Study on mammalian Hippo signaling
3) Study of nuclear Dbf2-related kinases

4. Clinical Services
N/A
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