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CUEDCI1 Inhibits the Transcriptional Activity of AP—1 Stimulated by TNFa

WANG Chen-hui, LI Wen-long, WEI Chuan-yu, MU Rui,CHEN Liang, FANG Di-feng,

ZHOU Tao,JIN Bao-feng, GONG Wei-li, LI Ai-ling
(National Center of Biomedical Analasis, Beijing 100850, P. R. China)

[ Abstract] To study the effect of CUEDCI on the transcriptional activity of AP—1 stimulated by TNFq, Flag-
CUEDCI protein was overexpressed in eukaryocytes ,and Dual—Luciferase Reporter Assay System was used to eval-
uate the effect of CUEDCI on transcriptional activity of AP—T1 stimulated by TNFa. We found that overexpression of
CUEDCI inhibited the activation of AP—1 signaling pathway stimulated by TNFa ,and had no effect on the activa-
tion of STAT3 stimulated by IFN-a. The inhibitory effect of CUEDC1 on AP—1 activation was associated with
TRAF2 or its upstream factors.
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