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【Purpose and Background of the Research】
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suppressing this disease. For this purpose, we will
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【Research Methods】
This study covers the cells that are capable to
trans-differentiate into active myofibroblasts in
gastrointestinal tracts, liver, lung and kidney. We
will conduct this research project mainly focusing
on signal transduction system for motile functions.
Followings are the details of each specific
programs with a list of interested molecules.
(1) Mechanism of trans-differentiation
（transcriptional system）
（SRF/Myocardin,
CPI-17, MYPT-1, RhoA, MLCK, SM22 etc.）
(2) Signal transduction for cell motility functions
（CPI-17, MYPT-1, RhoA, MLCK etc.）
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