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NLK negatively regulate TGFp signaling pathway via Smad4 "
Zhang Limin , Zhan Yiqun ,Li Wei ,Yang Xiaoming”
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Abstract:Objective To study the effect of NLK on TGFR signaling pathway and explore the molecular mechanism. Methods
Protein stability assay was used to determine the influence of NLK on the degradation of Smad4. In vivo ubiquitination assay was
applied to detect the effect of NLK on the ubiquitination of Smad4. Luciferase reporter gene assay was used to detect the effect of
NLK on CAGA-luc and 3TP-luc, the responsive reporter of TGFB signaling pathway. Real time PCR was applied to examine the
In HEK293T cell,over ex-
pression of NLK promotes the degradation and ubiquitination of Smad4. In HEK293T cells, Ectopic expression of NLK inhibits the

effect of NLK on the expression of p21 and PAI-1, the target genes of TGF signaling pathway. Results

activity of CAGA luc and 3TP luc stimulated by TGFg. In HepG2 cells,over expression of NLK inhibits the expression of p21 and
PAIT 1,the target genes of TGFg signaling pathway. Conclusion NLK promotes the ubiquitination and degradation of Smad4 , conse-

quently inhibits TGFR signaling pathway.
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agarose(sc-2003) 1y [ Santa Cruz /A #l, Flag $ii{&k (M2),HA
Pk (12CA5) \MG132(C2211) F i 28 1 i (CHX) 1) A Sigma
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CGU GUC ACG U-3', i 1 41 Jifg 24 f#% % : 50 mmol/L Tris-Cl
pH 7.4.,150 mmol/L NaCl,1% NP40,1 mmol/LL EDTA, RI-
PA Z# ¥ : 50 mmol/L Tris-Cl pH 7.4, 150 mmol/L NaCl,
1% NP40,0.1% SDS,
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