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In cancer molecular targeted therapy, the progress of kinase inhibitors has
been remarkable, but the identification of breakthrough drugs and new therapeutic targets remain
as important issues. Recently, we have found that the Wnt signal inhibition by ivermectin (IVM) is
mediated by binding to TELO2, one of the components of the mTOR complex. This is an attractive
cancer treatment strategy with a new mechanism, but overdosing of IVM causes central nervous system
depression through binding to inhibitory neurotransmitter receptors. In this study, we hypothesized
that "both of enhancing the Wnt signal inhibitory activity and reducing central nervous system
depression can be achieved by derivatizing IVM" and synthesized a lead compound for a Wnt signal

inhibitor that acts through TELOZ2.
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