Attachment C

Risk Analysis of Louping Ill

Introduction

Louping ill is a tick borne encephalomyelitis (TBE) of sheep, caused by a flavivirus, and is transmitted by the tick, Ixodes ricinus.  It can also occur in cattle, horses, goats and deer pastured with affected sheep and has been reported in piglets and dogs which had eaten infected lamb meat.  It occurs in the UK and Norway, and a closely related disease also occurs in Spain.  Other countries where TBE of sheep have been reported include Bulgaria, Yugoslavia and Turkey.

Other forms of tick-borne flaviviruses include Central European tick-borne fever virus, Omsk haemorrhagic fever virus, Kyasanur forest disease virus of India, Far Eastern Russian tick-borne fever virus, Powassan virus of woodchucks in the USA, Langat virus of Malaysia and the deer tick virus of the USA.  

Louping ill is a public health risk with over 30 cases having been described in the UK.  Four clinical syndromes are seen: an influenza-like illness, a bi-phasic encephalitis, a poliomyelitis-like illness and a haemorrhagic fever.

There is no report of louping ill in Poland in either animals or humans, though the Central European TBE occurs in that country.  In 1997 there were 201 human cases of TBE in Poland.
  Surveys show that forest workers and farmers are at high risk of infection.
  A vaccine is available to prevent clinical disease in humans.  Some outbreaks in humans resulted from drinking infected unpasteurised cow’s or goat’s milk.
,

TBE is connected with the existence of natural foci in the environment where the virus circulates between natural hosts, particularly small mammals, and the tick vector, especially I. ricinus.  Of the larger mammals, ticks are more frequently seen on sheep.  The main foci in Poland are in the forested areas of the north-east.  Animals, both domestic and wild, and birds can seroconvert to TBE but most do not appear to be reservoirs.  Clinical disease has been reported in sheep and goats in some European countries, but not Poland.  Compared with louping ill of sheep in the UK and TBE in Asian Russia, Central European TBE is a mild disease.

TBE is most prevalent during the warmer and humid months.  Infection is systemic and usually occurs in younger animals as older animals frequently have acquired immunity from earlier infection.  When an animal becomes infected, the virus replicates in regional lymph nodes.  Viraemia peaks in 2 to 4 days and declines with the development of circulating antibodies.  Antibodies first become detectable around 5 to 10 days after infection.  The virus can invade the central nervous system early in the viraemic period but clinical signs do not appear in susceptible animals until the virus replicates in the brain.

TBE genotypes tend to remain in their natural foci despite opportunities for the virus to spread with human and animal movements from these foci.  Rodents play a significant role as vertebrate hosts in the enzootic cycle.  The main factor limiting the enzootic cycle, from tick to tick via the vertebrate host, is the requirement for sufficient numbers of larval and nymphal stages feeding together on the same host to ensure TBE virus survival.  A favourable microclimate and environment is essential for this to occur.
, 

Release assessment

As TBE is a systemic infection and the virus can be found in milk and the cerebrospinal fluid, it is possible that the virus may also be found in the semen during viraemia.  However, infection is not common in adult deer.  Hence, the likelihood of this occurring is assessed to be low, that is, unlikely to occur in most cases.

Exposure assessment

There is no report or evidence of viral spread of TBE due to artificial insemination and embryo transfer.  There are no reports of spread of this disease in Europe, despite there being no EU directives prohibiting animal movement within Europe because of TBE.  Thus the likelihood of transmission by artificial insemination and embryo transfer is assessed to be negligible, that is, almost certain not to occur at all.

Conclusion

As the overall risk estimation is negligible (ie low likelihood of entry and negligible likelihood of exposure), risk management is not necessary.
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