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Table 1 Zoo animals diagnosed with transmissible spongiform encephalopathy between
1985 and 1998

Species Number affected
Greater kudu ( 7ragelaphus strepsiceros) 6
Eland ( 7aurotragus oryx) 5
Gemshok (Oryx gazella) 1
Nyala ( 7ragelaphus angasi) 1
Arabian oryx (Oryx leucoryx) 1
Scimitar-horned oryx (Oryx aammah) 1
Bison (Bison bison) 1
Cheetah (Acinonyx jubatus) 7
Puma (Felis concolor) 3
Ocelot (Felis paraalis) 2
Tiger (Panthera tigris) 1
Mayotte brown lemur (Eulemur fulvus mayottensis) 2
White fronted brown lemur (Eulemur fulvus albifrons) 1
Mongoose lemur (Eulemur mongoz) 1
Rhesus macaque (Macaca mulatta) 1

13



# % Wtk mam (Feline spongiform encephalopathy )

WA AR R A B 1990 R L o pow g 8T Bop L A MAF L B
B UL AR MR L 5787 (Liechtenstein) 4% %1 o #75 B
REREAAT 2 R e TRk o kA IR R R (LERS LS R
TR R RIEEE R 2 S A RAR L - B REE > AR VR G
PeAm e KU EA Y Fwre i £ 2 46 Gp Bk % (medial geniculate
nucleus) % z & 1% (basalnuclei) & % fc€ - & 1990 # B4 b e d- & ¢ 3
FEAACY A RRE NG - BRHT IEH L AL L TEL W T R

14



