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Surveillance on Bovine Spongiform Encephalopathy in Taiwan in 1998-2000
Lee, Shu-Hwae, Kou-Hei Chang, Min-Chao Weng, Jei-Fu Su and Shih-Yuh Lin

National Institute for Animal Health, Council of Agriculture, Executive Yuan

SUMMARY

In order to fulfill the Office International des Epizooties (OIE) requirements for the statement of
free area of bovine spongiform encephalopathy (BSE), 85 cattle brains were collected from the
abattoirs, rendering plants and the cattle herds infected by M. tuberculosis located in 8 prefectures of
Taiwan. Cattle developed CNS signs or showed other symptoms were also included. A total of 850
brain histologic tissue sections (10 sections/brain) were examined. None of the 850 brain tissue
sections showed evidence related to spongiform change. Then, thirty out of the 85 brain tissue
specimens were examined further by the Western blot diagnostic kit. No evidence of prion was found.
These results could therefore provide for OIE to recognize Taiwan as a free country of BSE.

Keywords: Bovine spongiform encephalopathy, M. tuberculosis, brain tissue sections
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