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Here, we performed an in vivo and in vitro study to clarify the role of SFN and
the underlying molecular mechanism in progression of lung adenocarcinoma.
First, we generated SFN-transgenic mice showing lung-specific expression of human SFN. We found that Tg
-SFN developed lung tumors at a significantly higher rate than control mice.
One of the SFN-binding proteins, SKP1 is an adapter component of E3 ubiquitin ligase, forming a SCF
complex. Our SKP1 IHC and previous results indicate that SFN combines with SKP1 and blocks SCF complex
function. We already identified the SFN binding domain in SKP1 protein using in silico simulation, and
started screening for small molecule compounds that specifically bind to SFN. Targeted therapy to block
the SFN-SKP1 combination might be a new treatment strategy for patients with lung adenocarcinoma.
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