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Pigeon Diseases 

Paratyphoid Infection 

 

Definition: 

It is infection of birds with motile salmonella serotypes rather than Salmonella gallinarum pullorum 

resulting in relatively asymptomatic intestinal carrier or inducing clinical disease. 

The causative agent: 

 Paratyphoid (PT) salmonellae (PT-S) are Gram negative rods, motile by pretrichous flagellae, non 

capsulated and non-spore former. 

 There are different types of PT salmonellae like S. entertidis, S. typhimurium, S. anatum, etc….  

 S. typhimurium is the most pathogenic species.  

 PT-S grows well under aerobic and anaerobic conditions at 37 C on ordinary media, where 

colonies are rounded, smooth, slightly raised and glistening. 

Transmission: 

 Egg shell contamination (false egg borne disease). 

 Ingestion of contaminated food and water. 

 Rodents, animals, wild birds and flies. 

 Human. 

 Contaminated animal protein supplements (Bone meal, meet meal and fish meal). 

The disease conditions: 

I. Arthritic form: 

1. The bird is unable to move or fly. 

2. Lameness. 

3. Swelling of the wing and leg joints. 
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4. Death. 

II. Nervous form: 

1. Shaking and twisting of the head and neck. 

2. Torticollus. 

3. Paralysis. 

4. Death. 

III. Eye form: 

1. Swelling of the eye lid. 

2. Watery ocular discharge. 

3. Conjunctivitis. 

4. Closed eyes 

IV. Intestinal form: 

1. Greenish diarrhea. 

Post-mortem lesions: 

1. Soft subcutanous swelling of the wing and leg joints. 

2. Micro-abscesses in the brain. 

3. Yellowish area of necrosis in the intestinal tract. 

4. Nodules or necrotic foci the breast muscles and the internal organs. 

Diagnosis: 

 Clinical signs and lesions are suggestive. 

 Isolation and identification from internal organs during infection, intestine, fecal swab of living 

bird, litter, egg shell or egg contents and hatchery to follow up the cycle of infection. 

 In adult serological tests are of limited value as the organism localized in intestine . 

Prevention: 

 Prevention of PT is based mainly on sanitation and sound measures in poultry houses, egg store 

and hatcheries to prevent introduction and spread of infection. 
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 Administrations of probiotics are exhibiting activity against various PT salmonellae in chickens 

and turkeys that diminish both intestinal colonization and subsequent invasion to internal 

tissues (Competitive Exclusion).  

Medication: 

 Medications with antibiotics to treat PT are effective.  

 The injectable antibiotics such as gentamicin and spectinomycin in the hatchery played a vital 

role in controlling the spread of infection. 

 Administration of salinomycin sodium as feed additives and treatment with enrofloxacin in 

water reduced fecal shedding in breeder flocks.  

 The administration of some antibiotics has been reported to increase the susceptibility of 

poultry to Salmonella infection, by suppressing the growth of other micro flora capable of 

execrating inhibitory activity against salmonellae. 

 Both therapeutic and subtherapeutic antibiotic administration has been shown to select for 

drug-resistant strains.  
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Avian Chlamydiosis 

Avian chlamydiosis is acute fatal or chronic infectious zonootic respiratory disease of domestic, wild and 

migratory birds. The disease is characterized by nasal and ocular discharge, diarrhea, loss of weight, 

drop in egg production and the mortality rate reached to 5-30%. Presence of intracytoplasmic 

elementary bodies (LCL) is characteristic to the organism. 

Infection and transmission: 

 Horizontally either by inhalation of infected dust or droplet or by ingestion of contaminated 

feed and water with infected droppings.  

 Chronic carriers transmit the organism without signs. 

 Biting of insects as ticks, lice and mites. 

 Wild birds are important in transmission.  

Signs: 

Uncomplicated (acute disease): 

 Inappetance and emaciation.  

 Diarrhea  

 Swollen eye lids and conjunctivitis. 

 Rhinitis and sinusitis (dirty nostrils).  

 Respiratory distress and abnormal respiratory signs (rattling signs) 

 Infection rate about 20%. 

Complicated form: either with trichomoniasis, salmonallosis or PMV increases the severity of the 

disease.  

Lesions: 

 Congestion of the visceral organs. 

 Congestion and pneumonia of the lungs. 

 All the body cavities are filed with fibrinous exudates. 

 Fibrinous pericarditis, perihepatitis, and airsacculitis and peritonitis. 
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 Catarrhal enteritis. 

 Pancreas of pigeon enlarged and overlapped the two duodenal loops with gray foci. 

 Liver and spleen are enlarged, dark and covered with gray white foci.  

Diagnosis: 

 Detection of dark purple, blue or pink (acc. To the stain) I/Cytoplasmic inclusion (LCL) bodies in 

stained smear (from nasal or ocular exudates, serous membranes, trachea, lungs, pancreas, 

liver, spleen, heart, faecal and cloacal swabs) in different stages of elementary body. 

 Tissue culture. 

 Embryonated chicken eggs. 

 Laboratory animal inoculation: Intra peritoneal or intra cranial or intra nasal inoculation of 3-4 

weeks old mice (3-6 mice) could result in death of mice after 5-7 days post inoculation. Intra 

peritoneal inoculation resulted in peritonitis with accumulation of fibrinous exudate in the 

peritoneal cavity with splenomegaly. 

Prevention: 

 Newly purchased (imported) birds, especially pets must be quarantined for 35 days (if positive 

discarded or treated with tetracyclines till recovery). 

 Prevent the introduction of birds from the enzootic areas. 

 Thorough cleaning and disinfection (iodophors or formaldhydes). 

 Restrict the movement of people and visitors. 

Control: 

1. Oxytetracyclin (15mg/kg bwt) in the drinking water for a period for 5 days. 

2. Chlorotetracyclin (treatment may be extended to 15-45 days in severe infection). 

3. Usage of combined antibiotics to control other associated infections as Salmonellae and E.coli 

(quinolones like cipro, enro, and danofloxacin) for 3-5 days in the drinking water. 
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Pigeon Paramyxo Virus (PMV) infection 

Epidemiology: 

• Viral disease of pigeons characterized by nervous manifestations and respiratory signs. 

• The causative agent is paramyxovirus (PMV) 1 (single strand, RNA virus) which is mutant variant 

mesogenic strain of NDV. This virus differs from other strains of NDV serologically, biochemically 

and the diseases can produce. 

• All ages of pigeons are susceptible but serious problems occur in young's. The infection occurs 

year around but common in un-vaccinated pigeons flocks during the racing season. 

• The disease is transmit through direct and indirect contact with infected birds. 

• Infection occurs through ingestion of contaminated food and water by the droppings or nasal 

secretions and inhalation of contaminated respiratory secretions. 

• Out-breaks can occur when free ranging pigeons come in direct contact with un-vaccinated 

flocks. 

• Free ranged pigeons are source of infection to captive birds. 

Signs: 

1) Nervous manifestations: 

A) Tremors in the head and neck. 

B) Torticollis. 

C) Opsthtinous  

D) Wing and neck paralysis. 

E) Dropping of the head and neck. 

2) Greenish watery diarrhea with haemorrhages in severe cases. 

3) Respiratory signs are rare. 

4) MB rate (20-80%) and MR rate 90%.  
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Lesions: 

1. Hyperemia and congestion of the brain with petichael haemorrhages. 

2. Septicaemic picture of all carcasses. 

3. Catarrhal enteritis. 

4. Enlarged kidneys. 

5. Haemorrhagic of pancrease. 

Diagnosis: 

• The sample could be taken from the faeces or respiratory secretions during acute phase of an 

infection. 

• Isolation, identification or detection of antibodies titers are similar to other PMV infection (as 

NDV).  

Prevention and control: 

• Prevent contact between healthy and diseased pigeons. 

• Avoid mixing between different ages. 

• Free ranged pigeons should be restricted from the captive birds. 

• Pigeons return from a show or a race should be quarantined for 6 weeks. 

• Living attenuated vaccine (Hitchner and Lasota), using eye drop instillation. 

• Inactivated vaccine is used. 

• There is no specific treatment especially in adults and it depends on brain damage. 

• Supportive feedings and antibiotics to avoid 2nd bacterial infection. 

• Emergency vaccination using Hitchner or Lasoa vaccine. 

• Infected birds with signs should be removed from the flock and didn’t return to the flock.  
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Pigeon Pox Virus infection  

It is a contagious viral disease of poultry characterized by contagious eruptions on the un-feathered 

parts of the body and/or by diphtheritic lesions on the mucous membrane of the upper digestive and 

respiratory tract.  

Etiology: 

• Pox viruses from family Poxviridae (DNA). 

• The virus propagates on the chrioallantoic membrane (CAM) of ECE produce grayish foci of cell 

proliferation (Pock lesions). 

• The virus produces round o oval cytoplasmic inclusions (Intracytoplasmic inclusion bodies) 

(Bollingers bodies) which could be seen histopathologically. 

Infection and transmission: 

• Wound infection via skin abrasions. 

• By direct contact. 

• Mechanically by mosquitoes. 

• Air born infection. 

Signs and lesions: 

I. Skin (cutanous or dry) form: 

1) Wart like nodules (grayish blister white spots) on the un-feathered parts of the bird’s body 

(around eyes, base of the peak, legs, under the wings and around the vent). 

II. Mucous membrane (wet, diphtheritic) form: 

1) Diphtheritic membrane (pastule like nodules) on the upper digestive, upper respiratory tract 

and nasal cavity. 

2) Yellow pastules changed to caseous necrotic material forming what is called pseudomembrane 

(diphtheritic membrane). 

III. Mixed form: 

1) Cutanous lesion and diphtheritic lesion in the same time. 

Diagnosis: 
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• The lesions are suggestive. 

• Histopathological sections from the lesions revealed presence of intracytoplasmic inclusion 

bodies (Bollingers bodies). 

• Inoculation of the suspected material on CAM of ECE gives pock lesions after 5-7 days ten 

confirm by histopathology. 

• Identification by IGPT, NT passive HA and ELISA test. 

Prevention: 

1. Sanitation and sound management. 

2. Vaccination: 

• Living attenuated virus vaccine: pigeon pox vaccine (PPV) for chickens and turkeys and pigeons 

(propagated in TC). 

• The vaccines are given through wing web sticking or stabbing (chickens and pigeons), brushing 

of feather follicles in the upper part of thigh or breast muscles (chickens and pigeons). It is 

generally applied to chickens at 4 weeks of age and about 1month before egg production is 

expected to start. 

• Vaccinal Takes. 

Control: 

• Emergency vaccination: 

1. It should be applied as early as possible from the first appearance of signs (out-break). 

2. Using living virus vaccine (pigeon pox vaccine) because it induces mild post-vaccinal reaction less 

than fowl pox vaccine. 

3. The vaccine is given intradermal through wing web or feather follicle method. 

• Eradication of ectoparasites or insects. 

• Removal of causes of abrasions, wounds as cannibalism and the causes of mechanical trauma. 

• Treatment of valuable birds: 

1. Removal of lesions. 

2. Wash or paint with Tr. Iodine with glycerin (1:4). 

3. Antibiotic course for secondary bacterial infections. 
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4. Multi-vitamins especially vit. A to repair damaged epithelium and vit. E to increase the bird 

resistance. 

5. Stimulate the appetite by giving wet mash.   
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Quail diseases 

Ulcerative enteritis (UE) 

Definition: 

It is an acute bacterial infection of young chickens, turkeys, and game birds (especially quails) 

characterized by sudden onset and rapid increase in mortalities and bloody droppings especially in birds 

under stressors. 

The causative agent: 

 UE is caused by Clostridium colinum. 

 Gram-positive, non-motile bacilli and spores are oval and sub-terminal. 

 This organism produces autogenous toxins under anaerobic conditions.  

Susceptibility: 

 Ulcerative enteritis is found in a wide range of avian hosts (chickens, turkeys and quails). 

 Quails are the most susceptible host. 

 Young birds are more susceptible than adults. 

Mode of infection and transmission: 

 Droppings, contaminated feed & water with spores are the main sources of infection. 

 Infection occurs through ingestion of contaminated feed & water with dropping from infected 

birds. 

Clinical signs: 

I. Acute stage: 

 The disease incubation period (1-3) days.  

 Birds under stress and young age dying from acute disease may exhibit no signs. 

 Dead birds usually exhibits good musculature and have food in the crop. 

II. Sub-acute and chronic stage: 

 Bloody droppings 
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 Off food and depression. 

 Weakness and ruffled feathers. 

 Listless and humped up, with partially closed eyes and ruffled feathers. 

 Loss of conditions (severe emaciation and atrophy of pectoral muscles) usually seen in birds 

affected 1 week post infection. 

 Mortality rate is high in young quails (100%), while in chickens reached to 2-10%. 

Post-mortem lesions: 

In quails, the disease is characterized by:  

 Marked hemorrhagic enteritis in duodenum. 

 Small punctuate hemorrhage in serosa of intestinal wall. 

 Birds which have survived for several days showed inflammatory changes (necrosis & ulceration) 

in any portion of intestine & caeca. 

 Ulcers increase in size & may bind to each others to form large necrotic diphtheritic patches. 

 Liver necrosis. 

Diagnosis: 

 Signs and lesions are suggestive.  

 Necrotic liver tissue can be crushed between two slides, fixed by heat, and stained by Gram’s to 

detect large, gram-positive rods. 

 Sampling from the intestinal contents, intestine or liver. 

 Isolation on tryptose-phosphate agar with 0.2% glucose and 0.5% yeast extract, incubate under 

anaerobic conditions at 30-33C for 24-48 hours. 

 Colonies appear as white, circular, convex and semi-transluscent. 

 A fluorescent antibody and agar gel precipitation tests can be used for diagnosis of UE.  

Prevention: 

 Hygienic disposal of droppings as it still viable in litter for long time & forming spores. 

 Remove the contaminated litter, clean &disinfect. 
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 Avoid stressors, overcrowdness, bad ventilation which predisposes the infection. 

 Keep coccidiosis under control & preventive measures of viral diseases which cause 

immunosuppression  

 Give the prophylactic doses of bacitracin in feed & water. 

Control: 

 Streptomycin administered by injection or in feed or water has prophylactic and therapeutic 

value against UE in quail.  

 Streptomycin as prophylactic at a level of 60 g/ton of feed or 0.5 g/l of water is protective. 

 Other chemotherapeutics reported to have efficacy for controlling UE in quail include 

furazolidone, chlortetracycline, penicillin, ampicillin, and Tylosin. 
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Quail Bronchitis 

 

Definition 

It is an acute, highly contagious, fatal respiratory disease of young bobwhite quail, characterized by 

rapid onset, high morbidity, and high mortality and mainly affects captive-reared birds. 

Etiology: 

 Quail bronchitis (QBV)  and chicken embryo lethal orphan (CELO) serves as the type strain 

for group I/serotype 1 avian adenoviruses (both are considered to be the same agent).  

 QB virus is readily propagated in embryonated chicken eggs and in CK or CL cells.  

 Sometimes several blind passages are required before development of typical lesions and 

mortality.  

 Infection of the embryo by the yolk sac or allantoic cavity results in dwarfing, curling, 

stunting, thickening of the amnion, necrotic foci, or mottling of the liver, and accumulation 

of urates in the mesonephros within 2-4 days.  Affected embryos reveal hepatitis with 

intranuclear inclusion bodies. 

Susceptibility and transmission: 

 Bobwhite quail are the main host. Clinical disease has been reported in Japanese quail, 

chickens and turkeys.  

 QB is highly contagious and transmitted probably by aerosol. 

 Fecal-oral or mechanical transmission is possible. 

Clinical signs: 

 QB is often a catastrophic disease of captive reared bobwhite quail, manifested by 

respiratory distress leads to death in young quail. 

 Morbidity and mortality frequently exceed 50% to reaching 80% in birds younger than 3 

weeks of age. 

 Sign is a sudden increase in mortality, closer inspection, decreased feed consumption, 

ruffled feathers, huddling under brooders, wing droop, open-mouthed breathing, “snicks,” 

and nasal-ocular discharge. Infection severity varies depending on the age. 
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 Asymptomatic infection in older birds is believed to be widespread.  

Lesions: 

 Nasal and ocular discharge. 

 Opacity and filling of trachea with moist necrotic exudates with thick tracheal mucosa. 

 Necrotic exudates in the anterior air sacs. 

 Mottled pale pinpoint to 3 mm necrotic foci on the liver. 

 Mottled and slightly enlarged spleen. 

Diagnosis: 

 Signs and lesions are suggestive. 

 Isolation and identification form suspensions of trachea, air sacs, liver or lungs. 

 Isolated virus must be neutralized by specific QBV antiserum for identification. 

Control: 

 Slightly increase the brooder or housing temperature. 

 Adequate ventilation without draft. 

 Avoid overcrowdness. 

 All in –all out (avoid mixing between different ages and species). 

 Housing should be stopped until 2 weeks after signs disappearance to provide a break in the 

presence of susceptible young's (prevent transmission from group to another).  

 No available vaccine. 
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