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Establishment of the Laboratory Diagnostic Techniques and

Monitoring of Bovine Spongiform Encephalopathy in Taiwan

Kuo-Hui Chang*, Shu-Hwae Lee, Min-Chao Weng, Jei-Fu Su, Shih-Yuh Lin

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

SUMMARY To prevent bovine spongiform encephalopathy (BSE) from entering our
country, we have established the BSE laboratory diagnostic techniques, including the
laboratory biosafty, histopathology, immunohistochemistry, Western immunoblot assay,
and enzyme-linked immunosorbent assay. We have also applied those techniques to the
continuous surveillance program of BSE. A total of 127 cattle brains were collected
from the abattoirs, rendering plants, and M. tuberculosis-contaminated farms located in
10 counties of Taiwan during 1998 to 2001. Cattle developed central nervous signs or
showed other symptoms were also included. All the brains were examined and present

negative results.

Keywords: bovine spongiform encephalopathy, mad cow disease, prion, laboratory
diagnostic techniques
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