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FAMNRXER NF-kappa B-inducing kinase is a common mediator of IL-17-,
TNF-alpha-, and IL-1 beta-induced chemokine promoter activation
in intestinal epithelial cells.
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YHEEEEICHFE L, IL- 17 IL-18 XX 27 EA A4 VRHAFELZHMMBT 292 AR50 CINC /RE-F —%
luciferose reporter IZIEAL T UE—F =7 vt Af %fTo7:, TORE, IL-171% IL-18 L HHFMICE & CINC TuE—%
— B EBL L 720 IL-1742 £ B CINC 70 E— & — O HALA IL-18 & % \ 21 TNF-a O Y 7 F EEERZ BE L LTw
BoERET 2720, INF-a DIZESFTTH 5 Traf-6 &, IL-18 ¥ 7 FVE{LET S Traf-2 DENENDOFIF ¥ M3
#5747 % IEC-6 cell KRH &4, CINC 7UE—% —DEBRIASTHE SNB P&, T5&, IL-172 & 5 CINC 7
0E— ¥ —OFEMALIE TRAF 6 248 L TW722%, TRAF23M5 L Cwihofz, &5ICIL-18 L INF-a ¥ 7 F VW G
4% NIK (NF-¢Binducing kinase) & Z® Fifi® IKK-a (IkB kinse-a) 122\ T, NIK & U IKK-a O % F— ¥ Ki
mutont %5 IL-172 & 5 CINC 71 € — % — OIEMAL B X U NF-«B OFEMILEHE L 72,
S FRIL-17 extracellular fegulated kinase (ERK), c-Jun N-terminal kinase (JNK), p38/ MAP kinose Di&E L%
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YU FMEEREE VTV L ER SR,
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