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Supplementary Figure 1. Cross-linking of HFIP-treated and untreated AP42. Sixty uM
APB42 prepared in phosphate buffer, pH 7.4, with or without pre-treatment with HFIP were cross-
linked by PICUP, fractionated using SDS-PAGE and silver-stained. Duplicate samples are
shown. Mobility of molecular weight protein markers is shown on the left.



