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Many indigenous animal species have been reduced to small, isolated populations. Their insular nature may lead to inbreeding effects and a r
ability of populations to evolve and persist long term.
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The focal species for my project, the New Zealand sea lion (Phocarctos hookeri), is the rarest sea lion in the world, classed as ‘Vulnerable’ by the IUCN and ‘Nationally Critical’ by the Department
of Conservation (NZ). Epizootic events in 1997, 2002 and 2003 were responsible for the deaths of approximately 40% of pups born during these breeding seasons, with increasing mortality
among adult females.

Neutral genetic variability may accurately represent the overall genetic diversity of many species and may be a good indicator of fitness. However, neutral markers may not always accurately
reflect the diversity of loci that have important functional roles in growth, inbreeding i and disease resi Here we use 21 neutral microsatellite markers in concert with several
candidate genes (MHC and NRAMP1, expanding to include others) in which variability is associated with fitness, to test if neutral genetic variability is useful for predicting individual fitness,

specifically disease resistance and growth/survivorship in NZ sea lions.

This approach has the capacity to be applied to other species of conservation significance, and may enable improved prediction of the future evolutionary potential of threatened species, aiding
species conservation.
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