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be extremely interesting in its own right, but
not actually necessary to advance disease con-
trol and protect public health.

7. CONCLUSION

The approaches to the investigation of the
transmission of BSE and scrapie, outlined
above, differ only shghﬂy "Those differences
are due to the nature of the two diseases. BSE
was a novel spengiform encephalopathy, in
a hitherto unaffected species, that had char-
- acteristics of a-point source-epidemic, with
" an agent that could have been ‘incorporated
into a wide variety of feedstuffs and iatro-
genically administered to maive populations,
and there was early evidence that it was not
restricted to bovines. It was vital to estab-
lish, albeit experimentally, which other species
might be affected, and whether the epxdermc
could be maintained by natural transmission,
_if the source was removed. In contrast, scrapte
has been endemic throughout Great Britain for
‘centuries, is maintained naturally (even if we

" don’t know exactly how).and has a known host
range. The principles, process and integration

. of evidence from different types of studies,
‘however, are similar for both of these TSE and
can be applied to any emerging or suspected
spongiform encephalopathy.
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