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Supplementary figure 1. Protein coverage of W-Tau peptide-binding proteins shown in Table 1. Coverage images of
the eluted fraction of W-Tau peptide-binding proteins from both control and AD samples, along with their possible
post-translational modifications. Proteins analyzed (as listed in Table 1) include: Tubulin alpha chain 1B (A), Lactate
dehydrogenase A (B) and B (C).
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TUBULIN ALPHA CHAIN 1B
(TBA1B_HUMAN)
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