Psittacine Beak & Feather Disease
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The history of PBFD

Psittacine beak and feather disease (PBFD) was rst recognised and described thoroughly in
1975 by Dr Ross Perry, a veterinary practitioner in Sydney. Numbers of birds showing feather
and beak abnormalities were identi ed, initially in private collections and in wild ocks in
Australia, but subsequently spreading rapidly around the world. Initial theories as to its cause
included genetic or de ciency problems. It has since been recognised as a most signi cant
disease of psittacine birds worldwide. Research at Murdoch University, Australia, and the
University of Georgia, USA, has demonstrated its cause to be an extremely small circovirus.
Whilst many attempts have been made to produce a vaccine to combat the infection, to date
none has been successful.

Species with the pigmented abnormal feathers seen as a feature of this disease, referred to under pathogenesisof PBFD.
Both birds also show abnormal, stunted feathers.

PBFD in wild birds

Areport in 1907 by Ashby described probably the earliest recognition of an outbreak of PBFD
occurring in wild red-rumped parrots (Psephotus haematonotus) in the Adelaide hills in 1888.
Since then PBFD has been con rmed in wild galahs, sulphur-crested cockatoos, corellas,
rainbow lorikeets, orange-bellied parrots, rosellas, ringneck parrots, leadbetter cockatoos, gang
gang cockatoos, king parrots, swift parrots, budgerigars, and many other species. Flocks of wild
cockatoos may have a disease prevalence of 20% (meaning one fth of the birds are actively
diseased), and a seroprevalence of 60-80% (meaning a vast majority have been exposed to the
virus). Infection is maintained in a population by diseased birds, but if the virus reaches aviary
birds or wild ocks with no resistance, the effects can be devastating. The virus may be spread
horizontally to adjacent birds by direct contact; or in adult carrier birds that reach breeding
age, vertically - through the eggs and chicks to affect the next generation. Virus infectivity
probably persists in contaminated nests for many months or even years.







