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WFIER R DOBEE (3£30) : Metabolic syndrome is a clustering of major cardiovascular disease
(CVD) risk factors. In livers of the patients with metabolic syndrome, ChREBP
transactivity is increased. We previously reported that gene deletion of Chrebp improves
fatty liver, glucose tolerance, and obesity in ob/ob mice. Here, we tried to explore the
methods of inhibiting ChREBP transactivity. In this study, we identified dominant
negative MIx (dnMlx) mutants inhibiting ChREBP transactivity. Adenoviral
overexpression of dnMlx in 25-week-old male C57BL/6J mice reduced hepatic triglyceride
contents and improved glucose intolerance. Next, we identified that glucose induces Fgr21
and Dec-1 mRNA expression through ChREBP activation in rat hepatocytes. Finally, we
set up the screening system for the drugs inhibiting ChREBP transactivity.
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