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Here we present a novel therapeutic strategy for non-small cell lung cancer

(NSCLC) targeting protein kinase C n (PKCeta: PKCn ). It induces apoptosis and suppresses invasion
and metastasis by its gene knockdown in NSCLC cells, especially lung adenocarcinoma cells. First, we
discover some small molecule compounds which inhibit PKCn mRNA expression by utilizing a new drug
screening system detecting the transcriptional activity of PKCn gene. The drug screening system
and these small molecule compounds have been applied as new patent rights. Next, we developed PKCn
-specific si/shRNA, dramatically suppressing the PKCn protein expression. These siRNA leads to
growth inhibition of NSCLC in vivo. Finally, we found molecular mechanisms of the inhibition of cell
proliferation and motility exerted by PKCn -knockdown and identified a downstream molecule of PKC
n , which plays a crucial role in NSCLC.
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