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The polyglutamine (polyQ) diseases are neurological diseases caused by the accumulation
of proteins in the brain. Recent studies show that protein complexes named oligomers that
are formed prior to their accumulation are the toxic species. Towards establishing a therapy
against the polyQ diseases, we screened for chemicals that specifically bind to the
disease-causing protein of the polyQ diseases and also inhibit oligomer formation, using
the new technologies SPR and FCS. We found that QSI-1, which exerted effects in vitro
and in cell culture also exerted therapeutic effects against the neurological phenotypes and
protein accumulation of a polyQ disease fly model. Furthermore, administration of QSI-1 to
polyQ disease mouse models resulted in amelioration of the neurological symptoms. Our
results demonstrate a great advancement towards establishing a therapy for the polyQ
diseases. Furthermore, our strategy of screening for therapeutic candidates can be utilized
for other neurological diseases that are caused by oligomer formation.
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