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The S100B Alarmin Is a Dual-Function Chaperone Suppressing Amyloid-f
Oligomerization through Combined Zinc Chelation and Inhibition of Protein Aggregation
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Here we demonstrate that S100B protective functions converge, making this protein a dual- S100B restores AB42 aggregation mechanism with zinc
function chaperone capable of suppressing the formation of toxic AR oligomers through both Bis-ANS kinetic traces of Aﬂ42
chelation of zinc and inhibition of protein aggregation. - 20 @ . .
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In this work we showed that
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