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Influence of recombinant bovine PrP° protein on hamster mRNA
expresson by injectionin brain
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Abstract  To observe biological specificity of recombinant bovine PrP protein, such as the pathology to hamster and
irfluence on PrP gene expression level , a purified prion recombinant structure protein (104 ¢/ uL , 34 L) wasinjectedin
the brain of six hamsters. Two hamsters inected with phosphatic salt buffer served as controls. The animals were sac-
rificed by bleeding through eyeball vein on day 102. Samples consisted of brain, cerebellum, and obex. A part of brain
was fixed informaldehyde, embedded in paraffin wax, sectioned, stained with H. E. and examined under microscope.
Another part was used for total RNA extraction. PrP expression was tested using real-time RT-PCR in both test and
control groups. The results indicated that, within 102days, neither abnormal clinical symptoms nor histopathological
changes and PrP gene expression difference were observed between the test and control group. This study has demon-
strated that the recombinant proteinfailed to cause pathological change and PrF° gene expression difference in tested
rats. This finding provides a significant irformation on the prion structural biology based on the recombinant protein.
Key words TSE; Prion; real time PCR; mRNA expression
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