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B1. Protein-fragment complementation assay
(PCA) ZEDIRIE

Firefly luciferase  Firefly luciferase Comiementation
NRETR CRITH reaction

Ataxin-3 Ataxin-3

Ataxin-30 ZBAFREAL

Ataxin-3 O ZE{ERKIZ &Y Firefly luciferase O NERE LU CREFFA
S&UTESE Firefly luciferase &34, UR—2—F4%5RETS.

B42. Luciferase-PCAEZEBWNE—IRATU— 20 DOHE

/ Luciferase-based PCA system *Cizenin [ o1 ]
stable HEK233 cell lines,
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« Control drug, 5 uid 17-A8G, 4-h treatment
v Luciferase assay, Steady-Glo {Promegal

/ Viability/Cytotoxicity assay,
CellTiter-Fluor (Promega)

3. Luciferase-based PCA %(C kD
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Fluct FLusi-C
Ftuc2 i

Mean fluorescence intensity
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BE () 21T, EREATIZEH
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5 7
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% inhibition of AT3
dimerization

Z-score 0.51-0.73:(mean 0.63)
Scatter plot of 2,140 compounds
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