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Introduction and Aim of the work 

Introduction 

Recent events have engendered great interest in 
Transmissible Spongiform Encephalopathies (TSE) or 
Prion disease. Several hypotheses have been advanced to 
explain the nature of the agent causing prion disease, 
including that it is a virino (which is a complex of 
protein and nucleic acid) or a small virus. However, 
prion (which is a protienaceous infectious agent without 
DNA and RNA) hypothesis has gained wide acceptance 
(Prusiner, 1994). 

All the prion diseases that have been for many years 
referred to as 'slow virus' or 'slow infection' share many 
features; as they are confmed to the central nervous 
system, with prolonged incubation period ranging from 
several months to two or three decades. In each case, the 
disease inevitably progress to death (Gajdusek, 1985). 

Prions are the infectious agent for many diseases 
affecting a wide range of animal species sheep, goat 
(Scrapie), cattle (Bovine Spongiform Encephalopathy), 
and man (Kuru, Creutzfeldt-Jakob disease, Gerstmann­
Straussler- Scheinker syndrome and Fatal Familial 
Insomnia) (Hart, 1996). 



Introduction and Aim of the work 

Aim of the work: 

The aim of this work is to review the subject of prion 
diseases with special emphasis on its laboratory 
diagnosis. 
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