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Figure 4. 36 hours after co-transfection, cells are harvested and lysed with NP-40. Insoluble and soluble components of the ©H REpOLLs, VO 1o ec P ps://dol.org/ /J-celrep

lysates are separated and designated by the PE (insoluble) and SN (soluble) faction, with a mixture of the two designated as
the T (total) faction.

Figure 4. Sedimentation Assay screening of 77 TRIM proteins on Atxn1 82Q. TRIM 10, 11, 55, 58 reduces
signal of GFP-Atxn1 82Q in the NP-40 insoluble faction of the lysates sample and are identified as potential
disaggregase of Atxn1 82Q.
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