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Whereas a humber of inflammatory genes are induced by activation of nuclear factor-xB and
other transcription factors, Txnip are dramatically suppressed by almost proinflammatory stimuli in
many types of cells. Suppression of Txnip by LPS is accompanied by a decrease of the glucose sensing
transcription factor MondoA in the nuclei and dissociation of the MondoA:MIx complex that bound to
the carbohydrate-response elements in the Txnip promoter in unstimulated cells.  This observation links
between inflammatory responses and metabolic regulation.
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