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O Creutzfeld-Jacob(CJD):esporadicpnv (new variant
> OMS- diagnostic criteria fonv-CJD,

"Spongiform encephalopathy with abunda®P deposition, in
particular multiplefibrillary PrP plaquessurrounded by a halo
spongiform vacuoles (“florid" plaques, "daililge" plaques) and
otherPrPplaquesAND amorphous pericellularandperivascular
PrP depositsespecially prominent in theerebellamolecular
layer".
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