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Avian Vibrionic Hepatitis
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Campylobacteriosis
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. Campylobacter jejuni is the commonest species found in poultry:.

¢ All campylobactets are delicate organisms that survive for relatively
short periods outside the host unless protected by organic material,
biofilm or engulfed by protozoa.



Etiology
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* Kingdom: Bacteria

Phylum: Proteobacteria
Class: Epsilon Proteobacteria
Order: Campylobacterales

Family: Campylobacteraceac

Genus: Campylovacter
Species: C. jejuni
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Campylobacter jejuni . This organism colonizes the intestine of chickens, turkeys, and
waterfowl but is generally nonpathogenic in mature poultty: Some strains of C ez
can cause enteritis and death in newly hatched chicks and poults.

It has not been possible to reproduce the syndrome previously termed
“avian vibrionic hepatitis” by administering isolates of C jeuni to chickens.
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Etiology
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Characteristics Cjejuni  Ccoli  C. upsaliensis  C.fetus M pylori  H cinaedi H. fennelliae

Oxidase + + ¥
Catalase + , 4 4
Nitrate reduction + - 4
Urease - 4 -
Hydrolysis of;

Hippurate

Indoxyl acetate
Growth at:

)5°C
31°C
4°C
Growth in 1% glycine
Susceptibility to:
Nalidixic acid
Cephalothin
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Zoonotic infections in many animals particularly avian
reservoirs

Spontaneous abortions in cattle, sheep, and swine, but generally
asymptomatic carriage in animal reservoir

Humans acquire via ingestion of contaminated food
(particularly poultry), unpasteurized milk, or improperly

treated water

Infectious dose is reduced by foods that neutralize gastric
acidity, e.g., milk. Fecal-oral transmission also occurs
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Epidemiology
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Commercial poultry and free-living birds are natural
reservoirs of the thermophilic campylobacters ( C jejun:
, C coli , and C /a7 ) and other poorly defined species.

It is estimated that over half of all commercial broiler

and turkey flocks harbor C jeruni .
The organism has been isolated from numerous birds

C jejuni has been demonstrated in all areas of
commercial poultry production.

Isolation of the organism 1s a function ot surveillance
and ability of laboratory personnel to culture and

identity Campylobacter spp .



Transmission
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Clinical Signs

* Many chicks are colonized with Campylobacter spp
early 1n life with no associated clinical signs ot

pathology.

* Highly pathogenic 1solates dertved from people
with enterocolitis may induce some mortality in

chicks.



Clinical Signs
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Gross Lesions
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Avian Vibrionic Hepatitis

» Swollen liver with white to grey focal lesions and perihepatitis




Histologic Lesions
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Diagnosis
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Diagnosis

Aa pudels 72 — 48 sadl g ) jall dilian ) cosssal) dalall J 3 Zlisg ©
gl LS cMicroaerobic Atmosphere ¢lsedl a8 5o (82437 )
2 ) 5 ) il L1 Bl g A e g el
L GAY

Aa 3 o alaie YU Alaal) Lebalal 5 pSL gLualSIe ) il G g il oy
sl 215 5 el Al 5 e &) e Tl Tl 5 5o
LGt (2)8)

iwday,h Jis Serotyping Scheme (aall 4paiil) Jabaaa alastinl (S o
. Al sl Sl jall Caags lld s Penner System



Prevention and Control
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Treatment &>
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Avian Spirochetosis
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Ticks of the genus Argus are most frequently
implicated in transmission of spirochetosis.

Studies have confirmed that mites including
Dermanyssus spp and Culex spp mosguitoes may

also be involved.
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» Diverse immunologic and serologic types of B anserina
have been demonstrated in many areas.

» Recovery from one type confers solid immunity against
the homologous types for =1 yr, but not against
heterologous strains.

» Relapses, such as occur with some human 5orrélia
Infections, are unknown in B anserina infection of birds;
any reinfection can be attributed to a heterologous type.



Epidemiology
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Transmission
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Clinical Signs
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» The course of the disease is 1-2 wk. Mild
strains are common. However, in many. tick-
infested geographic areas, morbidity can
approach 100% and mortality may be 33-
/7%. Egg production in layers or breeders
may be reduced by 5-10%, with a higher
number of small eggs.



Gross Lesions
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» A grossly enlarged spleen with mottling due to subcapsular
hemorrhage is the predominant lesion.

» Focal necrotic hepatitis
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Diagnosis
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Immunity and Vaccination el g deliall

B9 oAl e pladl) sy dlysha 3 fiel delial] et
Llaily S add) aiai g 4 Jaail) aa anddie o dclia
it 8 A el (g M1 Cpe lalilll it Ciny UM g A
Gk e U sl Aladig delie 3 sl oal) Ja5 5 ¢ dakaal
L el e bl 625 34l AlaY) (e Lerand ) e
G LAY Lead piis Sl ool (ymey 8 lalal &y gla
S Sl L) Sy 5 Jsidl) o e sally 2 Al Jhamy 5 ¢ ol
ladaa

M\M\M%M&uu&&b\108wh&g@
M&\y\o&c LQJMDJML_\\A\A]}}LA&_\MJJM\J



Treatment
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Penicillin
10,000 units / turkey

Streptomycin(Inj)
1/2 cc / kg body weight

Tylosin (Ini)
1/2 cc / kg body weight

Kanamycin (Ing)
1/2 cc / kg body weight

Tetracyclin (TM-200)
65 g / bag of feed.




	Slide 1: Avian Vibrionic Hepatitis and Campylobacteriosis 
	Slide 2:  Avian Vibrionic Hepatitis 
	Slide 3
	Slide 4
	Slide 5: Campylobacteriosis 
	Slide 6: Etiology 
	Slide 7
	Slide 8
	Slide 9: Etiology         1
	Slide 10: Etiology
	Slide 11
	Slide 12:  التفريق بين أنواع الكامبيلوباكتر إيجابية الكاتالاز وفقاً للخواص الكيميائية الحيوية
	Slide 13
	Slide 14
	Slide 15
	Slide 16: Sensitivity
	Slide 17: Epidemiology
	Slide 18
	Slide 19: Transmission
	Slide 20: Clinical Signs
	Slide 21: Clinical Signs
	Slide 22: Gross Lesions
	Slide 23
	Slide 24: .
	Slide 25: Avian Vibrionic Hepatitis
	Slide 26: Histologic Lesions
	Slide 27
	Slide 28: Diagnosis 
	Slide 29: Diagnosis
	Slide 30: Prevention and Control
	Slide 31
	Slide 32
	Slide 33
	Slide 34: العلاجTreatment 
	Slide 35:    داء زهري الطيور  Avian Spirochetosis 
	Slide 36: Etiology
	Slide 37
	Slide 38
	Slide 39: Epidemiology 
	Slide 40: Transmission
	Slide 41: Clinical Signs
	Slide 42
	Slide 43: Gross Lesions
	Slide 44: التشخيص Diagnosis
	Slide 45: Diagnosis 1
	Slide 46: المناعة و التحصين Immunity and Vaccination 
	Slide 47: Treatment
	Slide 48

