Avian
Mycoplasmosis
(Mycoplasma
gallisepticum)
Pleuropneumonia–like Organism
(PPLO) Infection, Chronic
Respiratory Disease of Chickens,
Infectious Sinusitis of Turkeys,
House Finch Conjunctivitis

Importance
Mycoplasma gallisepticum is an economically significant pathogen that can
cause significant losses in chickens, turkeys and game birds from chronic
respiratory disease, reduced feed efficiency, decreased growth and lower egg
production. In addition, the carcasses of birds sent to slaughter may be downgraded.
Many countries with modern poultry operations have eradicated this organism from
commercial chicken and turkey breeding flocks; however, it can still be an issue in
other poultry operations, such as multi-age layer flocks, game bird raising facilities
and backyard birds. Since 1994, conjunctivitis caused by one lineage of M.
gallisepticum has become a significant disease in wild birds in North America.
Although other wild birds can be affected, the major impact has been on house
finches (Carpodacus mexicanus), which have experienced major population
declines in some areas.

Etiology
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Mycoplasma gallisepticum, a member of the family Mycoplasmataceae (class
Mollicutes, order Mycoplasmatales), is one of the most important agents of
mycoplasmosis in terrestrial poultry. There are multiple strains of this organism, which
can differ in virulence and may also have different host preferences. The house finch
lineage is a distinct lineage that has diverged significantly from poultry strains and has
become established in wild birds.
Some other mycoplasmas pathogenic in poultry include M. synoviae, M.
meleagridis and M. iowae. The diseases they cause are also termed avian
mycoplasmosis, but the clinical syndromes can differ.

Species Affected
M. gallisepticum affects chickens, turkeys and various game birds such as ringnecked pheasants (Phasianus colchicus), chukar partridges (Alectoris graeca), redlegged partridges (Alectoris rufa), grey partridges (Perdix perdix), bobwhite quail
(Colinus virginianus), Japanese quail (Coturnix japonica) and peafowl (Pavo
cristatus).This organism has also been detected in ducks and geese, although it does
not seem to be a significant pathogen in waterfowl. It has occasionally been found
in pet or hobby birds, such as symptomatic yellow-naped Amazon parrots
(Amazona auropalliata) and asymptomatic pigeons (Columba livia).
M. gallisepticum can also infect diverse species of wild birds ranging from
passerine birds (order Passeriformes) to flamingos (Phoenicopterus roseus) and
raptors. Most surveys do not identify this organism to the strain level; however, one
lineage has been maintained in house finches (Carpodacus mexicanus) in North
America since the 1990s. This lineage is also known to occur, sometimes with
clinical signs, in American goldfinches (Spinus tristis), lesser goldfinches (Spinus
psaltria), purple finches (Haemorhous purpureus), pine grosbeaks (Pinicola
enucleator), evening grosbeaks (Coccothraustes vespertinus) and western scrubjays (Aphelocoma californica). Some of these birds, such as goldfinches, may be
additional reservoir hosts. The house finch lineage is likely to be the strain in most
other passerine birds with virological evidence of infection with M. gallisepticum in
North America, such as northern cardinals (Cardinalis cardinalis), eastern tufted
titmice (Baeolophus bicolor), black-capped chickadees (Poecile atricapillus),
downy woodpeckers (Picoides pubescens), cedar waxwings (Bombycilla garrulus),
common yellowthroat (Geothlypis trichas), dark-eyed juncos (Junco hyemalis), redwinged blackbirds (Agelaius phoeniceus), various corvids and members of several
genera of sparrows. However, poultry-associated strains have also been detected
sporadically in wild birds, including some passerine birds and corvids. Some
authors have speculated that additional unrecognized lineages might circulate
subclinically among wild birds in various parts of the world.
Zoonotic potential
There is no evidence that Mycoplasma gallisepticum is zoonotic.
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Clinical Signs

Geographic Distribution
M. gallisepticum can be found worldwide.in poultry
The M. gallisepticum lineage maintained in finches was
first reported in the eastern US in the mid-1990s. Since that
time, it has since spread to much of the U.S. and parts of
Canada. M. gallisepticum infections have also been
reported in wild birds in other regions, such as Europe and
Asia. However, there is currently no evidence that the
house finch lineage occurs outside North America.

Transmission
M. gallisepticum occurs in respiratory and ocular
secretions, eggs and semen. It may also be found at other
sites such as the cloaca. This organism can enter the body
orally and via the respiratory tract or conjunctiva. Aerosol
spread occurs over short distances and can be responsible
for transmission within a flock. Birds are generally thought
to become infected during close contact, and this organism
may not always spread across a wall to adjacent pens.
However, it has been suggested that windborne
transmission between flocks might sometimes be possible.
Venereal transmission has also been proposed, although it
is not expected to be a major route. Poultry can become
infected with M. gallisepticum in the egg, and debris from
broken eggs may be a source of the organism for other
birds. Egg-borne transmission is more frequent in birds
infected during laying than in birds infected before they
mature. Long-term asymptomatic carriage has been
reported in poultry, some game birds and house finches.
Subclinically infected birds may later develop clinical signs
when they are stressed.
M. gallisepticum can be transmitted on fomites, and it
may remain viable in the environment for several days.
Survival was reported to be longer on certain substrates,
such as feathers and the contents of eggs. This organism
was reported to persist on human skin for a day or two, and
on bird feeders for one day. M. gallisepticum can form
biofilms, which are thought to enhance the environmental
survival of mycoplasmas. The extent of biofilm production
can differ between strains.

Disinfection
Mycoplasmas can be inactivated by many disinfectants
including 1% sodium hypochlorite, 70% ethanol,
iodophors, phenolic disinfectants, peracetic acid, cresylic
acid, formaldehyde, glutaraldehyde, and ionic and nonionic
detergents. UV irradiation or moist heat of 121°C (250°F)
for 20 minutes (autoclaving) are also effective.

Incubation Period
Experimentally infected poultry developed clinical
signs in 6-21 days, while incubation periods from 4 to 14
days have been reported in finches. In natural infections,
the incubation period is variable, as infected birds may
remain asymptomatic until stressed.
© 2003-2018

M. gallisepticum can be carried subclinically in some
poultry, while others develop mild to severe respiratory
signs. The clinical signs tend to develop gradually, and the
course of the disease can be prolonged. However, acute
cases can sometimes be seen in young birds, particularly
turkeys. Common clinical signs include rales, coughing,
sneezing, nasal discharges, dyspnea, and conjunctivitis with
a frothy ocular exudate. Conjunctivitis occurs more
frequently in turkeys and game birds, and the respiratory
signs are also usually more severe in these species. Turkeys
and game birds may develop sinusitis, with swelling of the
paranasal (infraorbital) sinus. Game birds sometimes die
when purulent material in the nasal cavity and mouth
prevents them from eating. Avian mycoplasmosis can also
result in decreased egg production, and abnormalities (e.g.,
unusual paleness) may be apparent in some eggs. Embryo
mortality may increase. Infrequently reported syndromes
include meningoencephalitis in turkeys, and lameness with
swelling of the hock in chickens. The neurological signs in
outbreaks of meningoencephalitis have varied (e.g., ataxia,
hyperesthesia,
opisthotonos,
tremor,
paralysis,
somnolence), but torticollis was often prominent.
Conjunctivitis, sometimes accompanied by rhinitis
and sinusitis, is the most prominent sign in house finches.
Both eyes are usually affected, although the signs are often
more severe on one side. The clinical signs in this species
may take weeks or months to resolve. Conjunctivitis has
also been reported in other passerine birds, including
naturally infected American goldfinches, western scrubjays, pine grosbeaks and evening grosbeaks, and
experimentally infected purple finches, tufted titmice and
canaries (Serinus canaria domestica); however, it is
usually less severe and the birds recover more rapidly.
Infected wild rooks (Corvus frugilegus) from a gamebird
facility in Scotland had pericarditis and pneumonia, but a
causative role was uncertain, and some other infected
corvids have been healthy. Many infections documented in
wild birds have not been associated with clinical signs.
Psittacine birds might also be affected. M.
gallisepticum, M. iowae and an unidentified mycoplasma
were isolated from a flock of yellow-naped Amazon
parrots with upper respiratory signs. The condition
appeared to be caused by concomitant infections with
mycoplasmas and bacteria, and the precise role of M.
gallisepticum was not established. Experimental infection
with a poultry strain caused severe conjunctivitis in
budgerigars (Melopsittacus undualtus), although they
remained asymptomatic after inoculation with a house
finch strain.

Post Mortem Lesions

Click to view images

The lesions in poultry and game birds may include
tracheitis, airsacculitis, pneumonia, salpingitis and mucoid
to mucopurulent sinusitis affecting one or both infraorbital
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sinuses. The lesions are typically more severe in birds coinfected with other pathogens. Gross lesions in the
respiratory tract range from very mild changes that are
difficult to detect; to edema of the walls of the air sac, with
excess mucus or catarrhal exudates in the nasal passages,
trachea and lungs; to caseous exudates. Air sacculitis is not
usually prominent in pheasants. Young chickens with
infections complicated by E. coli may have additional
lesions, such as fibrinopurulent pericarditis and
perihepatitis. No gross lesions were found in the central
nervous system (CNS) of turkeys with encephalitis,
although some birds had respiratory lesions. Tenosynovitis
and arthritis have been seen rarely in chickens. Finches
typically exhibit mild to severe conjunctivitis, which may
be accompanied by rhinitis and sinusitis.

ELISAs
and
hemagglutination
inhibition.
The
hemagglutination inhibition test is more specific than RSA,
which can have false positives, but it is strain specific and
less sensitive. Other serological tests have also been used or
described.

Diagnostic Tests

Disease reporting
Veterinarians who encounter or suspect a M.
gallisepticum infection should follow their national and/or
local guidelines for disease reporting. In the U.S., state
reportable disease lists should be consulted for the
requirements.

Illnesses caused by M. gallisepticum can be diagnosed
by isolating the organism from clinical samples or
detecting nucleic acids by PCR, and by serology on the
flock. Loop-mediated isothermal amplification assays have
also been published. M. gallisepticum can be recovered in
mycoplasma–free chicken embryos or chickens; however,
this technique is rarely used since the advent of PCR.
Common sampling sites for culture and PCR include
the choanal cleft, oropharynx, conjunctiva, infraorbital sinus,
nasal cavity, esophagus, trachea, air sacs and lungs.
Organisms may also be found in swabs from the cloaca and
phallus, and in embryonated eggs, dead in-shell embryos, and
chicks or poults that have broken the shell but failed to hatch.
Postmortem samples should be collected from recently dead
animals or carcasses frozen soon after death. M.
gallisepticum can be isolated on various mycoplasma
medium, such as Frey’s medium. It can sometimes be
difficult to recover. Indirect immunofluorescence,
immunoperoxidase staining, a growth inhibition test,
metabolism inhibition, and PCR or other DNA methods
are used to identify cultured organisms. Biochemical tests
may be useful in preliminary identification. M.
gallisepticum can be difficult to distinguish from M.
imitans, a species that is more commonly found in ducks
and geese. If M. imitans is a possibility, these two species
can be distinguished with tests such as PCR/ restriction
fragment length polymorphism (PCR-RFLP) or
immunofluorescence using serial dilutions of antisera to
the two organisms in parallel.
Histology has been recommended for the diagnosis of
M. gallisepticum meningoencephalitis in turkeys, together
with the identification of organisms in the flock. The
microscopic lesions in this disease (multifocal parenchymal
necrosis, meningitis, perivascular cufﬁng and vasculitis) are
reported to be consistent and distinctive.
Serology is particularly helpful in screening poultry
flocks. It is less useful in individual birds, as nonspecific
reactions are common in some tests. Commonly used
assays include a rapid serum agglutination (RSA) test,
© 2003-2018

Treatment
Antibiotics are used to treat poultry with clinical signs,
although they may not eliminate the organism from the
flock. Some drugs reported to be effective against M.
gallisepticum include tetracyclines, macrolides (e.g.,
tylosin, tylvalosin), aminoglycosides, ﬂuoroquinolones and
tiamulin.

Control

Prevention
Chicken and turkey flocks should be started with chicks,
poults or eggs from M. gallisepticum–free breeding flocks,
and direct or indirect contact with potential sources of this
organism, such as backyard poultry and pet birds, should be
avoided. Similar measures may be employed in game bird
flocks; however, finding M. gallisepticum-free breeding
stock is more difficult, and game birds released into the wild
are likely to become infected. Commercial poultry flocks
should be monitored regularly to detect the organism if it is
introduced. Infections can be eliminated from a farm by
depopulation, followed by thorough cleaning and
disinfection of the premises. M. gallisepticum-free breeding
stock can be obtained by heat or antibiotic treatment of eggs
before incubation, combined with screening of the hatched
birds. Excellent biosecurity is needed to prevent its
reintroduction into these flocks.
When maintaining M. gallisepticum-free poultry flocks
is impractical, live and/or killed vaccines can help prevent
clinical signs. However, some countries have restrictions on
vaccine use, and the currently available live vaccines are not
generally employed in turkeys. Good hygiene and
management, including measures to control co-infections,
are also important in minimizing the clinical impact of M.
gallisepticum infections.
Routine infection control procedures, including good
sanitation and disinfection, reduce the risk of transmitting
M. gallisepticum between birds in wild bird rehabilitation
facilities. Regular cleaning and disinfection has also been
recommended for backyard bird feeders, as it may reduce
the spread of this organism between wild finches. However,
one study suggests that M. gallisepticum may not survive
for more than 24 hours on a feeder.
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Morbidity and Mortality

Acknowledgements

Many countries with modern poultry industries have
eliminated M. gallisepticum from their primary chicken and
turkey breeding flocks. Infected table egg layers and broilers
are more common, especially among flocks under continuous
production, and game bird flocks are frequently infected. It
may be particularly difficult to maintain M. gallisepticumfree flocks in areas with a high concentration of commercial
poultry.
The consequences of infection range from asymptomatic
carriage to serious illnesses. The clinical signs are usually
more severe when the birds are infected concurrently with
other pathogens, such as Newcastle disease virus, infectious
bronchitis virus or Escherichia coli. Their severity is also
influenced by management factors such as cold weather, poor
nutrition and crowding, as well as the strain of the organism.
The morbidity rate is usually high and the mortality rate low
in chickens with uncomplicated infections. However, a 1020% drop in egg production is common during outbreaks.
Turkeys and game birds tend to be more severely affected,
and the mortality rate can be high. Meningoencephalitis in
turkeys seems to be associated with particular strains of
M. gallisepticum.
House finches seem to be especially susceptible to the
house finch lineage of M. gallisepticum. In some areas, this
disease has apparently caused populations of these birds to
drop by as much as 50%. Most of these deaths are thought
to be caused by the consequences of conjunctivitis in freeliving birds, such as an increased risk of predation and
difficulty finding food and water. Under controlled
experimental conditions, the morbidity rate can approach
100% in house finches, but the mortality rate has been low
(≤ 5%). Other species of wild birds tend to be less severely
affected by the house finch lineage and recover more
quickly; and some species, such as house sparrows (Passer
domesticus) and black-capped chickadees, are relatively
resistant to the development of clinical signs. The house
finch lineage has been found in a few poultry flocks, but it
currently seems that it might cause only mild clinical signs
in chickens and turkeys.

Internet Resources
The Merck Veterinary Manual
http://www.merckvetmanual.com/
World Organization for Animal Health (OIE)
http://www.oie.int
OIE Manual of Diagnostic Test and Vaccines for
Terrestrial Animals
http://www.oie.int/international-standard-setting/terrestrialmanual/access-online/
OIE Terrestrial Animal Health Code
http://www.oie.int/international-standard-setting/terrestrialcode/access-online/

© 2003-2018

This factsheet was written by Anna Rovid Spickler,
DVM, PhD, Veterinary Specialist from the Center for Food
Security and Public Health. The U.S. Department of
Agriculture Animal and Plant Health Inspection Service
(USDA APHIS) provided funding for this factsheet through
a series of cooperative agreements related to the
development of resources for initial accreditation training.
The following format can be used to cite this factsheet.
Spickler, Anna Rovid. 2018. Avian Mycoplasmosis
(Mycoplasma
gallisepticum).
Retrieved
from
http://www.cfsph.iastate.edu/DiseaseInfo/
factsheets.php.

References
Allen CR, Mara A, Tulman ER, Ley DH, Geary SJ. House finch
(Haemorhous mexicanus) - associated Mycoplasma
gallisepticum identified in lesser goldfinch (Spinus psaltria)
and western scrub jay (Aphelocoma californica) using strainspecific quantitative PCR. J Wildl Dis. 2018;54(1):180-5.
Bokhari SA. Mycoplasma gallisepticum infection and prevention.
Avian Research Center, University of Minnesota. Available at:
http://www.cvm.umn.edu/avian/SFPC/Mycoplasma.html.*
Accessed 17 March 2003.
Bozeman LH, Kleven SH, Davis RB. Mycoplasma challenge
studies in budgerigars (Melopsittacus undulatus) and chickens.
Avian Dis. 1984;28:426-34.
Bradbury JM, Morrow C. Avian mycoplasmas. In: Pattison M,
McMullin PF, Bradbury JM, Alexander DA, editors. Poultry
diseases, 6th ed. Philadelphia: Saunders Ltd.; 2008. p. 220-34.
Brown MB, Butcher GD. Mycoplasma gallisepticum as a model to
assess efficacy of inhalant therapy in budgerigars
(Melopsittacus undulatus). Avian Dis. 1991;35:834-9.
Butcher GD. Mycoplasma gallisepticum - a continuing problem in
commercial poultry (VM130). Veterinary Medicine-Large
Animal Clinical Sciences Department, Florida Cooperative
Extension Service, Institute of Food and Agricultural
Sciences, University of Florida; 2002 May. Available at:
http://edis.ifas.ufl.edu/PS034. Accessed 3 Jan 2007.
Chen H, Yu S, Hu M, Han X, Chen D, Qiu X, Ding C.
Identification of biofilm formation by Mycoplasma
gallisepticum. Vet Microbiol. 2012;161(1-2):96-103.
Christensen NH, Yavari CA, McBain AJ, Bradbury JM.
Investigations into the survival of Mycoplasma gallisepticum,
Mycoplasma synoviae and Mycoplasma iowae on materials
found in the poultry house environment. Avian Pathol.
1994;23:127-43.
Dhondt AA, DeCoste JC, Ley DH, Hochachka WM. Diverse wild
bird host range of Mycoplasma gallisepticum in eastern North
America. PLoS One. 2014;9(7):e103553.
Dhondt AA, Dhondt KV, Hawley DM, Jennelle CS. Experimental
evidence for transmission of Mycoplasma gallisepticum in
house finches by fomites. Avian Pathol. 2007;36(3):205-8.
Dhondt AA, Dhondt KV, Hochachka WM. Response of blackcapped chickadees to house finch Mycoplasma gallisepticum.
PLoS One. 2015;10(4):e0124820.

www.cfsph.iastate.edu  Email: cfsph@iastate.edu

page 4 of 6

Avian Mycoplasmosis (Mycoplasma gallisepticum)
Dhondt KV, Dhondt AA, Ley DH. Effects of route of inoculation
on Mycoplasma gallisepticum infection in captive house
finches. Avian Pathol. 2007;36(6):475-9.
Dhondt AA, Dhondt KV, McCleery BV. Comparative
infectiousness of three passerine bird species after
experimental inoculation with Mycoplasma gallisepticum.
Avian Pathol. 2008;37(6):635-40.
Ehtisham-Ul-Haque S, Kiran M, Waheed U, Younus M. Real-time
loop-mediated isothermal amplification (LAMP) of mgc2
gene of Mycoplasma gallisepticum. J Vet Res.
2017;61(4):439-44.
El Gazzar M, Laibinis VA, Ferguson-Noel N. Characterization of
a ts-11-like Mycoplasma gallisepticum isolate from
commercial broiler chickens. Avian Dis. 2011;55(4):569-74.
Farmer KL, Hill GE, Roberts SR. Susceptibility of wild songbirds
to the house finch strain of Mycoplasma gallisepticum. J Wildl
Dis. 2005;41:317-25.
Forrester CA, Bradbury JM, Dare CM, Domangue RJ, Windsor H,
Tasker JB, Mockett AP. Mycoplasma gallisepticum in
pheasants and the efficacy of tylvalosin to treat the disease.
Avian Pathol. 2011;40(6):581-6.
Ganapathy K, Saleha AA, Jaganathan M, Tan CG, Chong CT,
Tang SC, Ideris A, Dare CM, Bradbury JM. Survey of
Campylobacter, Salmonella and mycoplasmas in house crows
(Corvus splendens) in Malaysia. Vet Rec. 2007160(18):622-4.
Garner G, Saville P, Fediaevsky A. Manual for the recognition of
exotic diseases of livestock: A reference guide for animal
health staff [online]. Food and Agriculture Organization of the
United Nations [FAO]; 2004. Mycoplasmosis (M.
gallisepticum). Available at:
http://www.spc.int/rahs/Manual/Manuale.html.* Accessed 13
Dec 2006.
Gharaibeh S, Hailat A. Mycoplasma gallisepticum experimental
infection and tissue distribution in chickens, sparrows and
pigeons. Avian Pathol. 2011;40(4):349-54.
Haesendonck R, Verlinden M, Devos G, Michiels T, Butaye P,
Haesebrouck F, Pasmans F, Martel A. High seroprevalence of
respiratory pathogens in hobby poultry. Avian Dis.
2014;58(4):623-7.
Hawley DM, Grodio J, Frasca S, Kirkpatrick L, Ley DH.
Experimental infection of domestic canaries (Serinus canaria
domestica) with Mycoplasma gallisepticum: a new model
system for a wildlife disease. Avian Pathol. 2011;40(3):321-7.
Hochachka WM, Dhondt AA, Dobson A, Hawley DM, Ley DH,
Lovette IJ. Multiple host transfers, but only one successful
lineage in a continent-spanning emergent pathogen. Proc R
Soc B. 2013;280:20131068.
Kanci A, Wijesurendra DS, Wawegama NK, Underwood GJ,
Noormohammadi AH, Markham PF, Browning GF.
Evaluation of Mycoplasma gallisepticum (MG) ts-304 vaccine
as a live attenuated vaccine in turkeys. Vaccine.
2018;36(18):2487-93.
Kleven SH. Control of avian mycoplasma infections in
commercial poultry. Avian Dis. 2008;52(3):367-74.
Kleven SH, Fletcher WO. Laboratory infection of house sparrows
(Passer domesticus) with Mycoplasma gallisepticum and
Mycoplasma synoviae. Avian Dis. 1983;27:308-11.

© 2003-2018

Kollias GV, Sydenstricker KV, Kollias HW, Ley DH, Hosseini
PR, Connolly V, Dhondt AA. Experimental infection of house
finches with Mycoplasma gallisepticum. J Wildl Dis.
2004;40:79-86.
Ley DH. Mycoplasma gallisepticum infection. In: Calnek BE,
Barnes HJ, Beard CW, McDougald LR, Saif YM, editors.
Diseases of poultry. 11th ed. Ames, Iowa: Iowa State
University Press; 2003. p. 722-44.
Ley DH. Mycoplasma gallisepticum infection in poultry. In: Kahn
CM, Line S, Aiello SE, editors. The Merck veterinary manual
[online]. Whitehouse Station, NJ: Merck and Co; 2018.
Available at: https://www.merckvetmanual.com/poultry/
mycoplasmosis/mycoplasma-gallisepticum-infection-inpoultry. Accessed 12 Nov 2018.
Ley DH, Hawley DM, Geary SJ, Dhondt AA. House finch
(Haemorhous mexicanus) conjunctivitis, and Mycoplasma spp.
isolated from North American wild birds, 1994-2015. J Wildl
Dis. 2016;52(3):669-73.
Lierz M, Hagen N, Lueschow D, Hafez HM. Use of polymerase
chain reactions to detect Mycoplasma gallisepticum,
Mycoplasma imitans, Mycoplasma iowae, Mycoplasma
meleagridis and Mycoplasma synoviae in birds of prey. Avian
Pathol. 2008;37(5):471-6.
Luttrell MP, Kleven SH, Davidson WR. An investigation of the
persistence of Mycoplasma gallisepticum in an eastern
population of wild turkeys. J Wildl Dis. 1991;27(1):74-80.
Madsen JM, Zimmermann NG, Timmons J, Tablante NL.
Prevalence and differentiation of diseases in Maryland
backyard flocks. Avian Dis. 2013;57(3):587-94.
Michiels T, Welby S, Vanrobaeys M, Quinet C, Rouffaer L, Lens
L, Martel A, Butaye P. Prevalence of Mycoplasma
gallisepticum and Mycoplasma synoviae in commercial
poultry, racing pigeons and wild birds in Belgium. Avian
Pathol. 2016;45(2):244-52.
Pennycott T. Diseases of game birds. In: Pattison M, McMullin
PF, Bradbury JM, Alexander DA, editors. Poultry diseases,
6th ed. Philadelphia: Saunders Ltd.; 2008. p. 560-70.
Pennycott TW, Dare CM, Yavari CA, Bradbury JM. Mycoplasma
sturni and Mycoplasma gallisepticum in wild birds in
Scotland. Vet Rec. 2005;156:513-5.
Public Health Agency of Canada (PHAC). Pathogen Safety Data
Sheet - Mycoplasma spp. Pathogen Regulation Directorate,
PHAC; 2010 Sept. Available at:
https://www.canada.ca/en/public-health/services/laboratorybiosafety-biosecurity/pathogen-safety-data-sheets-riskassessment/mycoplasma.html. Accesses 25 Oct 2018.
Rogers KH, Ley DH, Woods LW. Mycoplasmosis of house
finches (Haemorhous mexicanus) and California scrub-jays
(Aphelocoma californica) in a wildlife rehabilitation facility
with probable nosocomial transmission. J Wildl Dis. 2018
[Epub ahead of print].
Rosales RS, Puleio R, Loria GR, Catania S, Nicholas RAJ.
Mycoplasmas: Brain invaders? Res Vet Sci. 2017;113:56-61.
Staley M, Bonneaud C, McGraw KJ, Vleck CM, Hill GE.
Detection of Mycoplasma gallisepticum in house finches
(Haemorhous mexicanus) from Arizona. Avian Dis.
2018;62(1):14-7.
Stipkovits L, Szathmary S. Review: Mycoplasma infection of
ducks and geese. Poult Sci. 2012;91:2812-9.

www.cfsph.iastate.edu  Email: cfsph@iastate.edu

page 5 of 6

Avian Mycoplasmosis (Mycoplasma gallisepticum)
U.S. Department of the Interior, U.S. Geological Survey [USGS]
National Wildlife Health Center. Manual of wildlife diseases:
General field procedures and diseases of birds. USGS; 1999.
Mycoplasmosis. Available at: http://www.nwhc.usgs.gov/
publications/field_manual/chapter_11.pdf .* Accessed
3 Jan 2007.
Vitula F, Peckova L, Bandouchova H, Pohanka M, Novotny L,
Jira D, Kral J, Ondracek K, Osickova J, Zendulkova D,
Rosenbergova K, Treml F, Pikula J. Mycoplasma
gallisepticum infection in the grey partridge Perdix perdix:
outbreak description, histopathology, biochemistry and
antioxidant parameters. BMC Vet Res. 2011;7:34.
World Organization for Animal Health [OIE] . Manual of
diagnostic tests and vaccines [online]. Paris: OIE; 2018. Avian
mycoplasmosis (Mycoplasma gallisepticum, M. synoviae).
Available at: http://www.oie.int/fileadmin/Home/eng/
Health_standards/tahm/2.03.05_%20AVIAN_MYCO.pdf.
Accessed 12 Nov 2018.
Wyrzykowski B, Albaric O, Moreau S, Nguyen F, Fleurance R,
Belluco S, Wyers M, Colle MA. Retrospective study of
Mycoplasma gallisepticum meningoencephalitis in six turkey
flocks in western France. J Comp Pathol. 2013;148(2-3):173-7.
Zhang F, Bao S, Yu S, Cheng J, Tan L, Qiu X, Song C, Dai Y, Fei
R, Ding C. Development of a loop-mediated isothermal
amplification targeting a gene within the pyruvate
dehydrogenase complex, the pdhA gene, for rapid detection of
Mycoplasma gallisepticum. J Vet Diagn Invest.
2015;27(3):260-7.

*Link is defunct

© 2003-2018

www.cfsph.iastate.edu  Email: cfsph@iastate.edu

page 6 of 6

