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The inhibition mechanism of protein aggregation by extracellular chaperone

Ozawa, Daisaku
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To reveal the inhibition mechanism of protein aggregation by extracellular chapero
ne, we searched for new extracellular chaperone and examined its function. Serum amyloid P component and C
-reactive protein are members of the pentraxin family of cyclic pentameric protein. These proteins inhibit
ed various amyloid fibril formations in the presence and absence of calcium. Moreover, serum amyloid P com
ponent bound to amyloid fibrils and suppressed the cytotoxicity induced by amyloid fibrils. These results
suggest that serum amyloid P component and C reactive protein play an important role as new extracellular
chaperones that inhibit protein aggregation in vivo.
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