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The final goal of this study is to develop drug for treatment of Transthyretin (TT
R)-Familial Amyloidotic Polyneuropathy (FAP). We previously identified that inhibition of TTR tetramerizat
ion in the endoplasmic reticulum that blocks secretion of mutant TTR could be a target of candidate drug f
or treatment of FAP. In this study, we performed in silico virtual screening of inhibitor for TTR tetramer
ization. Among 2.5 million compound, we selected about 20 compounds and examined the effect of selected co
mpounds on secretion and tetramerization of mutant TTR. Finally, we identified 2 compounds that reduce sec
retion of mutant TTR, one of which inhibits tetramerization of mutant TTR. Moreover, to perform high-throu
ghput screening of chemical libraries, we developed a fluorescence-based assay system that monitor TTR tet

ramerization in vitro and plan to use this system in future study.
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