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Introduction

Many parasites are known to commonly infect psittacine birds in different states of Australia. However,
there is a lack of written data of such infections making the diagnosis and identification of parasitism
difficult for veterinary practitioners. The following is a summary of the available literature relating to
confirmed reports of parasites infecting psittacine birds in Australia. Significant reviews include those by
Steiner and Davis (1981), Keymer (1982), and Burr (1987).

Flagellated Protozoan Parasites
Trichomonads

Most species of trichomonads are not considered pathogenic to their hosts (Honigberg 1978) except
Trichomonas gallinae, which infects the upper alimentary tract of a wide variety of avian species. This
organism causes the disease known as trichomoniasis in infected birds (Honigberg 1978) and is a
recognised pathogen.

Originally T. gallinae was isolated from pigeons (Columbia livia) and is currently considered a problem in
commercial squab operations and racing pigeons. Natural infections also occur in dove, turkey and
chicken species. The disease is known as “Frounce” in birds of prey and thought to be contracted by
feeding these birds infected pigeons.

T. gallinae is a protozoan parasite which reproduces by longitudinal binary fission and exists in the form
of a trophozoite. Sexual stages, cysts or vectors do not occur in the life-cycle (Kemp 1978). T. gallinae
ranges in size from 2-9 x 5-19um with four anterior flagella and a posterior flagellum (Kemp 1978). Whilst
sharing these characteristics with T. gallinarum, a trichomonad that infects the caeca of gallinaceous
birds, T.gallinae is distinguished by the fifth flagella being attached to an undulating membrane for three
quarters of it’s length. Special stains can also distinguish the two avian strains of Trichomonas.

Sporadic reference has been made to infections in psittacine birds, including an early report from
Callender and Simmons (1937) on the experimental infection of a Tovi parakeet (Brotogeris juglaris) with
T. gallinae. Blackmore (1965) also recognised the significance of budgerigars (Melopsittacus undulatus)
being infected by pigeons and fowls under experimental conditions. In 1970, Ahmed et al. documented
the first natural infection of T. gallinae in psittacine birds but did not specify the species involved, whilst
more recent works have confirmed natural infections in budgerigars in which vomiting was seen as the
only clinical sign (Baker 1986); in a blue-fronted amazonian parrot (Amazona aestiva) in 1990 by Garner
and Strurtevant, and in cockatiels (Nymphicus hollandicus) (Murphy 1992). Other accounts of psittacine
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bird infections are given by Murtaugh et al. (1984); Ramsay et al. (1990) and Emanuelson (1993).

In contrast to feral pigeon populations where up to 80-100% of a population may by asymptomatic carriers
of T. gallinae (Kocan and Knisley 1970),psittacine bird populations reportedly suffer a high morality rote
from T. gallinae infections with flock losses of up to 72% with an 80% morbidity rate (Murphy 1992).

In pigeons the characteristic caseous lesions associated with trichomoniasis can often be seen in the
mouth. This is rarely the case in psittacine birds. In young psittacine birds the build up of caseous
material may occlude the oesophagus and pharynx causing death by asphyxiation. Such birds can die
within 2-3 days of infection whereas older birds may die within 2-3 weeks (Emanuelson 1983).

The physical signs of trichomoniasis in psittacine birds have been recorded as; loss of weight, diarrhoea,
vomiting, and the appearance of a greenish yellow fluid in the mouth. Soiled head and breast feathers
were also related to vomiting.

Diagnosis of T. gallinae infections can be made by the aspiration of crop contents and identifying the
motile flagellated organisms, and by identifying the characteristic lesions in the upper digestive tract at
postmortem examination. False negative results can occur when diagnosing from wet mount
examinations, which Murphy (1992) attributes to very few organisms being present in the crop in the early
stages of the infection. Previously, where direct examination of throat swabs were used to test for T.
gallinae, 20% of negative samples were later proved positive by culturing (Kocan and Knisley 1970).

As T. gallinae does not utilise cysts or intermediate hosts in it’s life-cycle it is not surprising that the
organism is regarded as a very hardy parasite (Honigberg 1978). In culture, Honigberg maintained living
organisms in tap water for two hours at 47°C with 100% recovery of the parasite and also maintained the
organism for 5 days at 5-10 degrees with the recovery rate dropping to 25% after 2 days.

Given this information, and the fact that the organism is known to be transferred orally, water
contamination in aviaries is the most likely cause of the spread of T gallinae within a flock. This is
supported by Miessner and Hansen (1936), who isolated and cultured T. gallinae from a water container
in an infected pigeon loft.

Opinion is divided as to the likelihood of faecal contamination with T. gallinae. Some authors claim that
the organism is not found beyond the proventriculus in the bird and therefore is incapable of
contaminating faeces (Kemp 1978), whilst others including Honigberg (1978) have found that virulent
strains migrate to other organs via the blood including the lungs and heart. Under these circumstances
the organisms may enter the lower digestive system and possibly contribute to faecal contamination,
although no proof of this exists.

Treatment has been successful with metronidazole at a dose of 30mg/kg given orally, twice a day for 10
days (Murphy 1992). Applying treatment just before the breeding season has been suggested to prevent
the organism being passed on to the young (Pass and Jakob-Hoff 1987). Current medications available
in Australia include Ronivet® (Vetafarm) (Ronidazole), Emtryl® (Rhone Merieux) (Dimetridazole), Spartrix®
(Janssen) (carnidazole) and Metrin®(Parnell Lab.Pty.Ltd.)(Metronidazole).

Diseases that could be confused with trichomoniasis include hypovitaminosis A, avian pox, tuberculosis,
salmonellosis and candidiasis (Emanuelson 1983).

Giardia

In a study conducted in Japan by Tsai et al. (1992) Giardia was found to be one of the two most common
parasites infecting aviary birds in that country. Infections have also been recorded in psittacine birds in
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America and England(Panigrahy et al. 1981; Jones and Carrol 1977 and Schollens et al. 1982). Although
not presently reported in psittacine birds in Australia, Giardia has been isolated from straw-necked ibis
(Threskiornis spinicollis) in Western Australia. The ability of this species to infect psittacine species is still
unknown (Forshaw et al. 1992).

The species of Giardia that have been isolated from psittacine birds include Giardia intestinalis,G.
duodenalie and G. lamblia, the species infective to humans. Recently Erlandsen and Bemrick (1987) have
also named a new species isolated from budgerigars as G. psittaci.

Giardia is a relatively small binucleate protozoan parasite measuring approximately 14 x 6um and dividing
by longitudinal fission similar to T. gallinae. The parasite exhibits distinct morphological characteristics
when seen under the microscope as a pear shaped organism with two nuclei resembling “eyes”.

Infections are obtained by the ingestion of infective cysts that are passed out of the host in the faeces,
where, in moist conditions they can remain viable for up to three weeks (Keymer 1982). It has been
reported that as few as ten Giardia cysts are required to infect the host (Evans and Carey 1986).

When swallowed, trophozoites are liberated from the cysts into the small intestine where they migrate to
the large intestine to complete the life-cycle.

The mortality rate in psittacine birds due to Giardia infections can range from 20-70% (Keymer 1982),
following chronic and recurrent diarrhoea, lethargy, anorexia and weight loss. Panigrahy et al. (1981)
attributed a much higher mortality rate of 90-100% in infected budgerigar nestlings.

Diagnosis of infection can be made by identification of thick-walled oval-shaped cysts in fresh faeces
(Keymer 1982). At postmortem the organisms can be isolated from the intestine as motile flagellated
protozoans associated with the epithelium.

Treatment of Giardia infections in psittacine birds has included the use of dimetridazole and adequate
hygiene is recommended to prevent re-infection through faecal contamination (Panigrahy et al. 1981).

Hexamita

Hexamita meleagridis is a flagellated protozoan parasite which commonly occurs in poultry. Recently,
infections have been reported in cockatiels and a splendid grass parrot (Neophema splendida) (Harper
1991) and in King Parrots (Alisterus scapularis) (Raidal pers.com; Macwhirter 1989). Hexamita columbae
has also been recorded in pigeons in the United States.

Hexamita species are characterised as measuring 9x3 pum, being bilaterally symmetrical with eight
flagellae, six anterior and two trailing, and showing rapid straight line movement when viewed under a
microscope (Keymer 1982). Hexamita produces cysts that are passed in the faeces and may remain
infective for several weeks in moist conditions (Madill 1987)

Hexamita infections are mainly confined to the upper digestive tract where they may be confused with
Trichomonas or Giardia infections.

The clinical signs of Hexamita infections are emaciation and watery diarrhoea. Post-mortem diagnosis
is difficult as the trophozoites rapidly degrade following host death

Treatment in pigeons and cockatiels has been given as a single dose of carnidazole (10mg) followed by
ronidazole (10% soluble) at 5g/ 4.5L for 7 days (Harper 1991). Heavily infected cockatiels have also
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initially been given 2mg of carnidazole directly into the crop (Harper 1991).
Coccidia

There are a large number of coccidian species known with varying degrees of host and site specificity.
Despite this, information is currently limited concerning coccidian infections in caged-birds, particularly
psittacine birds.

In 1960, Farr described a coccidian parasite isolated from a budgerigar. Other authors have also
described coccidian infections in an alexandrine parrot (Psittacula eupatria hipalensis) (Chakravarty 1947),
a rainbow lory (Trichoglossus haematodus) (Varghese 1977), a yellow fronted amazon parrot (Amazona
ochrocephala) (Hooimeijer not pub.) and a Princess Wales parrot (Polytelis alexandrae) (Hooimeijer et
al.1993). Further cases have been recorded in a peach faced love-bird (Agapornis roseicollis)( Keymer
1967 not pub.), and recently Panigrahy et al. (1981) has reported three outbreaks of coccidiosis in
budgerigars in Texas.

The life-cycles of coccidian species are similar, with birds becoming infected by ingesting oocysts,which
on arrival in the intestines release sporozoites into the lumen that invade the epithelial cell lining (Keymer
1982). Once inside the epithelial cell the sporozoite becomes a trophozoite, further developing into a
mature schizont containing numerous merozoites.

On rupturing the merozoites may further invade other epithelial cells until reaching the sexual phase that
produces oocysts which are consequently passed in the faeces.

Characteristically coccidian oocysts are very resistant and easily identified when examining faecal
material.

The clinical signs of coccidiosis include enteritis or watery, bloody faeces. Weight loss may also be
associated with chronic diarrhoea (Burr 1987). Death may occur if the infection is heavy and sustained
over several months. Sudden deaths seldom occur.

Hooimeijer et al. (1993) reported the successful treatment of coccidiosis in lorikeets with Toltrazuril
(Bayer®) administering 7mg/kg body weight for 2-3 days as is recommended for poultry species.

The coccidian species directly attributed to causing coccidiosis in psittacine birds have been Eimeria,
Sarcocystis, Toxoplasma and Cryptosporidium. Isospora infections have been found to be pathogenic in
canaries and passerine birds (Gray 1936) although there are no references to clinical signs being found
in psittacine birds.

Eimeria

Very little information is available concerning Eimeria infections in psittacine birds although Todd et al.
(1977) isolated Eimeria dunsingi from naturally infected budgerigars and Vargese (1977) isolated
E.haematodi from wild lorikeets in New Guinea. Recently, Panigrahy et al. (1981) also recorded a case
of coccidiosis in budgerigars that presented with haemorrhagic enteritis characteristic of Eimeria species.

The sporulated oocysts of Eimeria are known to contain four sporocysts, each containing two sporozoites
(Burr 1987), with the oocysts recorded as measuring 25-36um x 22-28um (Todd et al.1977). Todd et al.
(1977) also commented that, in budgerigars, little or no inflammatory response could be seen around the
parasites in the small intestine.

Treatment is with Sulfamethazine (0.1-0.2 % for five days is reportedly affective) (Panigrahy et al. 1981).
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Sarcocystis

Sarcocystis falcatula has a wide intermediate host range including Psittaciforme, Passeriforme and
Collumbiforme birds with the documented definitive host being the opossum. Specific infections with this
parasite have been recorded in the crimson rosella, (Platycercus elegans) eastern rosella, (P. eximus)
red-rumped parrot (Psephotus haematonotus) and the mulga parrot (Psephotus varius) (Munday et
al.1979).

In an Australian study in 1979, Sarcocystis was found in 105 out of 832 avian muscle samples (Munday
et al. 1979). Jacobson et al. (1984) have also described a case of encephalitis in cockatiels caused by
Sarcocystis. Recently in Australia Sarcocystis has also been recorded in the budgerigar (Reece et al.
1992).

Sarcocystis produces sporulated oocysts containing four sporozoites. Further life-cycle characteristics
of Sarcocystis in Australia are not known as the definitive host has not been identified.

Munday et al. (1979) suggested that Sarcocystis may exist in Australia in a predator-prey relationship with
raptors and smaller prey birds. Ground eating psittacine birds may then become accidentally infected by
feed contaminated by raptor faeces.

Toxoplasma

Toxoplasmosis has been recorded in several psittacine species with accounts of natural Toxoplasma
gondii infections being widely recorded in poultry, ducks, canaries, sparrows and other avian species.
Howerth et al. (1991) described the parasite in a red lory (Eos bornea) which had lesions in the lungs,
liver and heart caused by the parasite.

Death occasionally results with focal necrosis in the liver, kidney, spleen, pancreas, eyes, brain, and
intestine. Encephalitis and eye disorders may also be seen in chronic cases of toxoplasmosis (Burr 1987).

No treatment is known. Prevention includes hygiene and prevention of cannibalism.
Cats should not be permitted near aviaries to avoid oocyst contamination from faeces as the cat is the
definitive host for T. gondii (Harrigan 1981).

Cryptosporidium

Goodwin (1989) reports that at least three species of Cryptosporidium are thought to infect birds.
Although known to be common in poultry, authors have also cited the parasite in a parakeet (Goodwin
1989), budgerigars and two parrot species (Amazona aestiva aestiva) and (Psittacus erithacus
erithacus)(Tsai et al.1992). The parasite is not very host specific and is also found in Anseriforme and
Passeriforme birds.

Cryptosporidium is an intracellular, extracytoplasmic coccidian that parasitises the brush border of
epithelial surfaces, particularly the intestinal villi. The life-cycle is direct and the infection is obtained via
ingestion of sporulated oocysts in contaminated food or water. The life-cycle is then maintained in the
microvilli which causes villous atrophy and leads to diarrhoea.

Small round oocysts are passed in the faeces and are sources of infection. As the number of oocysts
passed from one bird can be considerable, build up in the aviary is quick and strict hygiene is extremely
important.
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Nematodes

Spiroptera

Spiroptera incerta is reportedly an important nematode affecting caged-birds, especially Australian
parakeets (Keymer 1982) although there are no definite reports of this parasite infecting psittacine birds
in Australia.

S. incerta has an indirect life-cycle with arthropods acting as intermediate hosts. The infective larvae are
ingested by the host in the egg stage and released into the intestine. From there the larvae migrate into
the mucosa of the upper digestive tract where development into the adult form is completed.

The clinical signs of infection include acute death or wasting. S. incerta may interfere with the passage
of food in the intestines by creating swellings or nodules on the mucosa of the proventriculus or
ventriculus (Barnes 1986).

If the infection is severe degeneration of the gizzard lining may occur. The worms can burrow into the
mucosa and immature worms are commonly found under the koilin lining of the gizzard. Occasionally they
penetrate the wall of the proventriculus and move into the airsacs (Keymer 1982).

The infection is transmitted through the expulsion of thick-walled, embryonated eggs in the faeces (Barnes
1986)

Syngamus

Syngamus trachea, also commonly known as the gapeworm is a strongyle nematode that parasitises the
trachea of infected birds. S. trachea commonly infects poultry and can also cause cross infections in
aviary birds. Wild birds such as magpies and pigeons can also transmit the organism to aviary birds
(Madill 1987; Harrigan and Arundel 1979; Reece et al.1992) with Perry (1983) recording the parasite in
a white-backed magpie (Gymnorhina tibicens) in Australia. The parasite has also been diagnosed in a
yellow-tailed black cockatoo (Calyptorhynchus funereus) from Melbourne Zoo.

At present S. trachea is not considered to be a common parasite in Australian aviary birds but the chance
of infection is high if contact is possible with wild birds and as such it has the potential to become
widespread.

S. trachea is a bright red worm with the male measuring 2-6mm long and the female 5-20mm long (Burr
1982). Both male and female worms inhabit the infected bird, the infection being obtained by direct or
indirect (via a paratenic host) ingestion of the infective larvae (Keymer 1982). On ingestion, the larvae
penetrate the intestinal wall and are carried in the bloodstream to the lungs. The young worms then further
migrate via the bronchi to the trachea (Keymer 1982).

Once in the trachea both sexes attach themselves to the epithelium with the male permanently attached
to the vulva of the significantly larger female (Keymer 1982).The adherence of both sexes to the
epithelium causes a local inflammatory response in the trachea.
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The minimum time taken to complete the life-cycle is three weeks (Madill 1987).

Young and small birds are most severely affected as worms and mucous can occlude the trachea (Steiner
and Davis 1981). Such birds may eventually die from asphyxiation (Burr 1982) and present the clinical
sign of ‘gaping’ for air. Other clinical signs may include; coughing, sneezing or head shaking in an effort
to dislodge the worms (McDonald 1980). Loss of voice or voice changes may also be encountered
(Barnes 1986).

S. trachea infections may be confused with trichomoniasis, bacterial, viral or air sac mite infections.

Treatments for this parasite include levamisole hydrochloride, disophenol or a benzimidazole. Care needs
to be taken in birds with heavy infections because killing all the worms at once may cause tracheal
blockage. Low doses are therefore recommended.

Acuaria

Acuaria spiralis previously known as Dispharynx has been isolated from the gizzard and proventriculus
of budgerigars and other psittacine birds, passerine and game birds (Shanthikumar 1987).

The male worm is 7-8mm long and the female 9-10mm long. Embryonate eggs are passed in the faeces
and arthropods may act as intermediate hosts, where further development of the parasite occurs.

Birds obtain the infection by ingesting infected grasshoppers, slaters, weevils and other arthropods. In
the gizzard the larvae enter the lining and mature to their adult state (Madill 1987). The minimum time to
complete the life-cycle is 57 days (Schnock and Cooper 1978).

The physical signs of the disease are dullness, ruffled feathers, anorexia and an inability to thrive leading
to emaciation and death in 2-3 weeks. Sudden death may also occur due to internal bleeding (Macwhirter
1989).

Treatment of the infection is with levamisole. Maintenance of dry conditions is also important to delay egg
development in the environment.

Capillaria

Capillaria infections, also known as threadworm infections have been recorded in rosella parakeets
(Platycercus eximus) (Keymer 1982), and the crop of a blue crowned hanging parrot (Loriculus galgulus
galgulus) (Griner 1983).

There are two species that infect the crop and oesophagus respectively, Capillaria contorta and C.
columbae and a species that infects the small intestine C. obsignata (Burr 1982).

C. contorta, the crop worm, lives in the mouth, oesophagus and crop of its major hosts, including
Psittaciforme, Galliforme and Anseriforme birds. It has a direct life-cycle, completed in 60 days. Birds are
infected by the ingestion of eggs in contaminated feed or water or by the ingestion of infected transport
hosts such as earthworms (Shanthikumar 1987).

The male worm of this species is 6-45mm long and the female 15-46mm long.
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Adult Capillaria burrow into the epithelium at the site of infection causing haemorrhaging and inflammation.
In some cases the inflammation of the gut may be so severe that parts of the mucous lining separate,
producing slimy, yellow or bloody diarrhoea. Birds subsequently become emaciated and die of anaemia
(Arnall and Keymer 1975).

Visual signs of infection are listlessness, weight loss, reduced water intake, feather loss, anorexia and
a pale mucosa due to anaemia (Pass and Jakob-Hoff 1987).

Treatment has included the use of Metyridine (Keymer 1982) which is no longer marketed in Australia
(Harrigan 1981) at a dose of 1g/lI (Altman 1977). Fenbendazole is currently used at a dose of 10-50 mg/kg
once daily for five days (Clubb 1984,1986).Forty-eight hours after treatment the eggs of Capillaria are no
longer shed in the faeces.

Ascarid Nematodes

Ascarid nematodes are common in psittacine birds, particularly in Australian parakeets that spend
considerable time foraging on the bottom of cage's ie. the princess parrot (Polytelis alexandrae) and the
scarlet chested parrot (Neophema splendida) (Shephard 1989). Other commonly infected parrots include
rosellas, barrabands, many-coloured and crimson winged parrots (Perry 1991).

Reece and Scott (1992) recognised enteric ascarid infections commonly occurring in 11% of various
psittacine birds surveyed.

Commonly encountered species in psittacine birds include Ascaridia hermaphrodita, A.platycerci and
A.galli. A. galli has been recorded in an elegant grass parakeet (Neophema elegans) and a rosella
parakeet (Platycercus eximius cecilae), although both were kept in close proximity with Galliforme birds
so are not regarded as natural infections (Peirce and Bevan 1973). A. columbae, primarily encountered
in pigeon's can experimentally infect budgerigars (Mines and Green 1983), and has also been found in
aviary bred parrots by Mines (1979).

Ascarid species have a direct life-cycle although arthropods can act as transport hosts. The larvae are
ingested in the egg and released into the small intestine where they mature into adults. As adults the
worms are usually unattached and free-swimming but some species bury their heads a few millimetres
into the mucosa (Steiner and Davis 1981).

Clinical signs of ascarid infections include poor lustre and poor general condition due to the parasite
competing with the host for nutrients. Specific clinical signs also seen are diarrhoea, lethargy, exhaustion
and anaemia. In parakeets it has also been recorded that leg paralysis occurs, however this symptom has
yet be accounted for (Pass and Jakob-hoff 1987; Harrigan 1981).

Birds may die if heavily infected due to an obstruction of the duodenum with worms (Keymer 1982). Death
can also occur due to peritonitis after rupture of the intestines (Burr 1982).

Eggs passed in the faeces require 2-3 weeks to become infective outside the host so extensive cleaning
should be maintained within this period to aid the removal of the infection. Once infected however it is



Parasites of Australian Psittacine Birds 153

hard to eradicate the parasite from the aviary as the eggs can survive for many years in a suitable
environment.

An indication of the ease of transmission of the parasite has been recorded by Parsons et al. (1993 abst.)
who documented a severe case of ascaridiasis in a situation where no access to the bottom of the cage
occurred.

Crop treatment of infected birds for 2-3 consecutive days with fenbenzadole is used in Australia at a dose
of 5mg/100gm body weight (Steiner and Davis 1981). Water medication is unreliable and not as effective
in treating the whole flock, especially when Australian parrot species are infected as they can go several
days without water and may miss treatment all together.

Paraffin oil should be given in addition to crop medication to prevent dead worms blocking the intestinal
tract as they are passed (Pass and Jakob-Hoff 1987), and antibiotics should also be administered when
treating ascarid infections to control bacterial infections secondary to larval migration (Harrigan 1981).

Cestodes

Although very rarely described, it is probable that many species of cestodes are capable of infecting
psittacine birds. The most commonly recorded species in psittacine birds is Raillietina although Reece et
al. (1992) also isolated an unnamed cestode from the family Davaineidae from the small intestine of a
sulphur crested cockatoo.

Other species that have been isolated from Australian psittacine birds include; Paronia trichoglossi,
Hemiparonia cacatuae and H. bancrofti (Schmidt 1972), although no further references are found to verify
these results.

All cestodes require vectors such as beetles, ants and earthworms and they all produce characteristic
eggs containing a hexacanth embryo that is easily identified.
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Raillietina

Raillietina is a common cestode found in both seed and fruit eating birds and has recently been recorded
in two lories (Trichoglossus haematodus), a lovebird (Agapornis roseicollis) and a parakeet (Psittacula
krameri manillensis) (Tsai et al. 1992). R. cacatuina was originally described in 1913 by Johnston in a
sulphur crested cockatoo and the species R. polychalix was described by Kotlan in 1921 in a rock parrot
(Neophema petrophila).

The clinical signs of infection include general debility, diarrhoea, loss of appetite and weight.

The degree of pathogenicity is not well correlated with the numbers of parasites present.
The cestode is sometimes associated with small granulomatous nodules in the intestinal wall (Harrigan
1981).

Treatment is reportedly unrewarding although Yomesan ®(Niclosamide), given as a single dose into the
crop has been used successfully in a sulphur-crested cockatoo (Perry 1983).
Control of the intermediate hosts (arthropods) is the best prevention of infection.

Miscellaneous parasites

Along with the commonly encountered and potentially significant parasites infecting psittacine birds in
Australia, there are also those to which no cases have been documented in Australia but may be
problematic when introduced birds are imported into the country.

Presently no conclusive reports are available identifying parasites of the genus Cyathostoma,
Baylisascaris or Heterakis as causing infections in Australian psittacine birds.

Cyathostoma cacatua, a nematode parasite 9.5-13.6 mm long has been isolated by Bowie (1985) from
the air sacs of a sulphur-crested cockatoo in New Zealand. Numerous eggs were also isolated from the
lungs of the bird.

Balisascaris progonis is an ascarid nematode recognised in South America as causing CNS disorders in
psittacine hosts due to the presence of larva migrans(Myers et al. 1983; Armstrong et al. 1989). This
parasite is unlikely to be encountered in Australia given that it’s definitive hosts are Racoons and Skunks.

Heterakis gallinarum, whilst common in poultry breeds reportedly also infects budgerigars (Shanthikumar
1987; Schnock and Cooper (1978). No conclusive reports are available linking this parasite to cases of
parasitism in psittacine birds in Australia.
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