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Infectious Coryza
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v' Swollen eyes.

v" Open mouth breathing.

v' Weakness and difficulty walking.
v Not eating or drinking.

v Not laying
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Female broiler-type chicken showing mouth breathing
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Coryza

Chicken with severely swollen infraorbital
sinus from Avibacterium paragallinarum
infection.

Sixteen-week-old pullet with facial edema.
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18 pullet with slight facial
edema and showing nasal
discharge
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« Kingdom: Bacteria
Phylum: Proteobacteria
Class: Epsilon Proteobacteria
Order: Campylobacterales
Family: Campylobacteraceae
Genus: Campylobacter
Species: C. jejuni
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Characteristics Cjejuni  Ccoli  C. upsaliensis  C.fetus M pylori K cinaedi H. fennelliae
Oxidase + + + + + ¥ .
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37°C t + + + 4 + +
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Liver lesions seen in a typical field case
of Spotty Liver Disease
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Reduces Nitrate to Nitrite (NO ;-NO ,). -
Hydrolyze hippurate ( Campylobacter jejuni only). -
Methyl-Red-negative. -
Voges-Proskauer-negative. -
Urease-negative. -



Campylobacter jejuni colony morphology may
appear as small, mucoid, grayish, flat colonies
with irregular edges and no hemolytic patterns at
24-48 hours. They may also appear as round,
convex, entire, glistening colonies 1-2mm in
diameter. Certain strains of C. jejuni may appear
lightly pink or tan in color.
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For culture:

Chocolate Agar or Campy Thio.

For selective

isolation: Campy Blood-Free Karmali (not
for Campylobacter fetus )
Campy CVA Agar (not for Campylobacter
fetus ).

For

maintenance:

Thioglycollate Broth with Supplements (at
35 degrees C. with a tight cap), or LSPQ
(for freezing at -20 degrees C.).
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Avian Vibrionic Hepatitis el 281 gl

Swollen liver with white to grey focal lesions and
perihepatitis
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SLD

« Commonly, the disease becomes clinically evident when
flocks are approaching peak lay. SLD can occur at any
age but particularly when layer production flocks are
experiencing husbandry or environmental stressors.

« When mortalities are investigated the birds are found to
have lesions in the liver; usually the surfaces of all lobes
are covered in 1-2 mm pale spots.

« C hepaticus is the species associated with spotty liver
disease of layers and breeder chickens and may be the
etiological agent of the disease formerly known as avian
vibrionic hepatitis.



Spotty Liver Disease (SLD
https://www.frontiersin.org/articles/10.3389/fvets.2019.00505/full

The epidemiology of Spotty Liver Disease (SLD) was investigated by assaying 1,840
samples collected from layer chickens and the environment in poultry farms across
Australia for the presence of Campylobacter hepaticus, the agent responsible SLD in
chickens. A C. hepaticus specific PCR and bacterial culture were used. Results
showed that birds could be infected with C. hepaticus up to 8 weeks before clinical
SLD was manifested. In addition, birds could be infected long before laying starts, as
young as 12 weeks old, but the peak period for SLD outbreaks was when the birds
were 26—27 weeks old. Campylobacter hepaticus DNA was detected in motile
organisms such as wild birds and rats and so these organisms may be vectors for C.
hepaticus dissemination. Moreover, water, soil, mites, flies, and dust samples from
SLD infected farms were also found to be PCR-positive for C. hepaticus DNA.
However, it still remains to be determined whether these environmental sources carry
any viable C. hepaticus. The indications from this study are that environmental
sources are a likely transmission source of C. hepaticus. Therefore, biosecurity
practices need to be strictly followed to prevent the spread of SLD amongst and
between flocks. Also, a rapid, molecular detection method such as PCR should be
used as to monitor for C. hepaticus presence in flocks before clinical disease is
apparent, and therefore inform the use of biosecurity and therapeutic measures to
help prevent SLD outbreaks.
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