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OBJECTIVES

1. pDescribe the myxomatosis virus and the inte-
raction with its host (oryctolagus cuniculus).

2.characterization of myxomatosis strains and
evolution of virulence.
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J.Discover the genetlc mechanisms responsible
for viral attenuation, rabbit resistance and the
dappedrance of hlghly virulent strains

A.To describe how does the genome of the pa-
thogen and its host adapts and evolve to survive.
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STANDING VARIATION
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Genetic variants present before the
exposure fo MYXV that have been se-
lected in the three rabbit populations.

PKR inhibition gives MYXV resistance to interferons. The loss of genes such
as MO29 or M153 suppose the attenuation of the pertaining strain.
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cenetic variants that have evolved
independently in each population.
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CONCLUSIONS

1.In a naive population with vectors, MYXV produces
high mortality that is rapidly reduced because viru-
lence decreases.

3.The basis of genetic resistance in rabbits is
polygenic and is the main mechanism for surviving
MYXV. Standing variation allowed resistance to
appear quickly, although there have also been
changes that have evolved independently.

2.Attenuation of MYXV strains is caused by indel-
like mutations affecting virulence genes.

A.The myxomatosis virus is able to adapt to the
resistance of its host by changing the pathogenesis
and tropism to counteract the effectiveness of the
immune response.



