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[Purpose and Background of the Research]

The Kriippel-like factor family consists of 17
zinc-finger-type transcription factors. KLFs
are known to play important roles in
development, cell differentiation, stem cells, and
various diseases. KLF4 is required for
induction of iPS cells.

We have demonstrated that KLF5 is one of the
key molecules involved in development of
cardiovascular disease and metabolic syndrome.
Recently, we found that KLF5 also plays a role
in chronic kidney disease. Members of the KLF
family are suggested to interact with each other.

In this project, we will analyze the
transcription factor networks that control
initiation and development of cardiovascular,
renal and metabolic diseases, and cancer. In
particular, we will focus on KLFs, such as KLF5.
Our study aims to elucidate the common
pathological mechanisms underling chronic
diseases. We will also develop novel
therapeutic strategies against the molecular
mechanisms.

[Research Methods]
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We will analyze the functional roles of KLF5
and other KLF members in cardiovascular,
renal, and metabolic diseases, and cancer using

Chronic
inflammation

technologies, such as tissue-specific genetically
altered mice. We will elucidate the common
molecular mechanisms underling those various
diseases. We will focus on cardiac hypertrophy,
heart failure, chronic kidney disease, metabolic
syndrome, diabetes, and cancer.

[Expected Research Achievements and

Scientific Significance]

Results of our previous studies strongly
suggest that KLF5 is a key molecule for
development of various diseases, including
cardiovascular and metabolic diseases, and
cancer. Our study is aim to elucidate the
common pathological mechanisms underling
chronic diseases and cancer. Our study would
also lead to development of novel therapeutic
strategies against the common pathogenic
mechanisms.
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