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Progress and problems in the diagnostics of transmissible spongiform encephalopathy
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ABSTRACT: The transmgsible spongiform encephalopathies (TSEs), are a group of chronic fatal neurdegenerative diseases in humans
and in a variety of mammalian animals. These prion diseases are associated with the deposition of PiPSc, a disease— speciic isoform of the host
— encoded cellular prion protein ( PrPC), which accumulates in the brain affected with most forms of TSE. This article reviews and summarizes
recent progress in the areas of the recognition of characteristic clinical signs, the diagnoses of histopathology, the detection of diseases— associated
prion protein and the characteristic in biology, distinguish the strain of TSE, and expected it can use for reference of prion pathogenesis and diag-
nostics.
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