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TFEEEREL (ZEX) TNFSF15 derived from T cells may play an important role in the
pathogenesis of Crohn’ s disease.
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We analyzed the transcriptional mechanisms of TL1A induced by LPS using the human
monocytic cell line U937, LPS induces TL1A expression through the transcriptional
activation via a NF-kappa B pathway. The NF-kappa B binding site in the 5' flanking

region of TL1A was identified.
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