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WFZeR RO EE (3530) : Pathogenesis of prion diseases involves transition of PrP® into
PrP*. The purpose of this study was to examine if the lipid peroxidation product,
4-hydroxy nonenal (HNE) would modify the structure of PrP® through formation of PrP‘~HNE
adducts and trigger the formation of insoluble PrP%. The mass spectrometry analysis
showed that PrP® was accessible to HNE modification when the cells expressing PrPtwere
exposed to exogenous HNE. However, the content of proteinase K-resistant PrP bearing HNE
adducts was negligible, indicating that HNE modification would not be a sole cause for
PrP% formation.
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Fig. 1 Polypeptides modified with HNE did
not involve PrP® in red cell membranes
from various animals. Membrane

proteins in the ghosts prepared from

red cells incubated with (+HNE) or
without (w/o0) 0.1 mM HNE were detected

for HNE adducts by immunoblotting (A).

Likewise, PrP® proteins in the ghosts

were detected with the antibody (B).
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