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a-Synuclein/Copper/CLRO1

a-Synuclein is an amyloid protein that has been shown to aggregate into Lewy Figure 2.: A.) The mass spectrum of a solution with 1.:1:10 molar rati.o of WT a-Syn/A30P a-Syn/CLRO1 showing that
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binding events can be observed on both proteoforms of a-Syn when CLRO1 is added at a 5x molar

IM_MS Of a_Syn/CLRO]- COmplexes Figure 3: MS1 spectrum of A.) a-syn/copper, B.) a-syn/copper/CLRO1, C.) a-syn/manganese and D.) a-| concentration. IM-MS data showed that CLRO1 binding events lead to compaction of WT and A30P a-syn.

syn/manganese/CLRO1 solutions with the corresponding Unidec spectrum. The data indicates that CLRO1 competes| Additional binding of CLRO1 molecules promotes greater compaction of a-syn structure. ECD fragmentation of
O CLRO1 1 CLRO1 5 CLRO1 with copper for binding yet enhances the binding of manganese. WT oa-syn/CLRO1 and A30P a-syn/CLRO1 complexes indicates CLRO1 binds to the n-terminus of both
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Figure 1: IM-MS data showing that CLRO1 compacts the structure of WT and A30P a-Syn. | Figures 4: IM-MS data of the 9+ charge state for the A.) a-syn/copper/CLRO1 solution and the B.) a-
Binding of additional CLRO1 molecules show greater compaction. The structure of WT a-|syn/manganese/CLRO1 solution. Copper seems to compact the structure of a-syn while manganese only has a slight
syn and A30P a-syn does not seem to vary significantly from one another. effect. CLRO1 compacts the structure of both copper bound and manganese bound a-Syn.
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