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The mechanism of extracellular protein quality control by extracellular chaperone

Ozawa, Daisaku
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C-reactive protein (CRP) and serum amyloid P component (SAP), two major classical
pentraxins in humans, are soluble pattern recognition molecules that regulate the innate immune system,
but their chaperone activities remain poorly understood. CRP and SAP dose—deBendentlg and
substoichiometrically inhibited both amyloid B (1-40) and D76N [ 2-microglobulin fibril formation in a
Ca2+-independent manner. Interestingly, in the presence of Ca2+, SAP first inhibited, then significantly
accelerated D76N (3 2-m fibril formation. In conclusion, we obtained new insight into the chaperone
aﬁtivity of pentraxins, proposing that classical pentraxins (CRP, SAP) may be a member of extracellular
chaperones.
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