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The normal prion protein is essential to the deposition of the abnormal prion protein. The normal
prion protein is present with kidney or the testis with the prion infection mouse, but the
abnormality prion protein does not deposit it in the kidney or testis. In other words, unlike the
other organs, we show that the normal prion protein is not the place of the conformation of the
abnormal prion protein. The possibility that the normal prion protein inhibited the conformation
change of the abnormal prion protein was thought about by some kind of mechanisms.

We analyzed and compared the difference of the gene expression in the mRNA with the kidney
with the prion infection mouse with the normal mice in prion infection mouse kidney by cDNA
substration assay.In this assay, awe think that one over-expression or low-expression in the kidney
of the prion infection mouse is the candidate of so-called prion suppressive gene.

We were able to find six candidate genes by this procedure. A gene expression could identify
low-expression gene with the kidney and over-expression gene with the brain. We found the gene
which one genes were the most suitable to think about in the six candidate genes most and
identified genes. The making of the genetic knockout mouse is successful and we started to
perform the infected-prion experiment in the knockout mouses.
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