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2. Purpose of Education
　The concept of the metabolic syndrome has come before the footlight because it is a precursory state of atherosclerotic 
diseases. It has been defined as a constellation of abdominal obesity, insulin resistance, hyperlipidemia, and hypertension, 
and is a multi-factorial pathologic condition that arises from complex interactions between genetic and environmental 
factors. In our laboratory, all the staffs and students have been provided the unique opportunities to investigate the 
pathophysiologic and therapeutic implication of adipocytokines, nuclear hormone receptors, and transcriptional 
co-activators/co-repressors toward the better understanding of the molecular mechanism of the metabolic syndrome.

3. Research Subjects
1)	Role of central leptin signaling in peripheral macrophage recruitment
2) Molecular mechanism underlying adipose tissue remodeling
3) Transcriptional target genes of FOXO1 in the skeletal muscle
4) Characterization of DNA methylation in obese adipose tissue
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