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MFFER R OBEEE (330) : Recently, we developed an in vitro recombinant PrP (recPrP) conversion
system with shaking (Quaking-Induced Conversion; QUIC). We generated recPrP-amyloid in vitro by
the tiny amounts of mouse brain homogenates with Chandler and 22L strains using this system. The
shape of B-sheet spectrum by infrared spectroscopy in these recPrP-amyloids was similar to that of PrP*°
isolated from each infectious brain, and unique to the strains. Additionally, the conformational stability
analysis using denaturation by guanidine-hydrochloride demonstrated that the stability of
recPrP-amyloid was similar to that of PrP* in brains, indicating that prion strain specific conformations
are seemed to be conserved. To determine infectivity of recPrP amyloids, recPrP amyloids was
inoculated intracerebrally into wild-type mice. recPrP amyloids significantly accelerated the onset of
disease.  These results suggest that prion strain-specific conformations are transmitted to
recPrP-amyloid, which is PrP>-like infectious agents.
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