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Egg Drop Syndrome (EDS) 

 
A condition of laying hens was described by Dutch workers in 1976, EDS virus has become a 

major cause of lost egg production throughout the world. It is caused by an adenovirus, 

probably introduced into chickens through a contaminated vaccine. 

Public Health Significance: 

The virus affects only avian species and, therefore, has no public health significance. 

 

Etiology: 

Avian adenovirus subgroup III, the virus contained DNA. 
 

 Transmission: 

1-Vertically. 

2-Horozontally. 

Note:- EDS virus does not appear to replicate in the intestinal mucosa, and presence of virus 

in the feces is probably due to contamination with oviduct exudate. 

 

Susceptible animals: 

Ducks, Geese, Quail, Chickens 

 

Morbidity & Mortality: 

No increase in mortality. 

 

Clinical Signs: 

1- First signs of EDS appear after 8-17 days. 

2- Loss of color in pigmented eggs. 

3- Production of thin-shelled, soft-shelled, or shell-less eggs. 

4- Thin-shelled eggs were often rough, with a sandpaper-like texture or had a granular 

roughening of the shell at one end of the egg. 

5- Outbreaks usually lasted 4–10 weeks, and egg production was reduced by up to 40%. 

6- Watery albumen. 

7- Transient diarrhea. 

8- EDS virus does not cause clinical disease in growing chickens in the field. 

 

Gross Lesions:- 

1-Uterine edema. 

2-Presence of exudate in the pouch shell gland.  

3-Mild splenomegaly. 
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4-Flaccid ovules, and eggs in various stages of formation in the abdominal cavity were also 

observed. 

Microscopic Lesions: 

 

1- Intranuclear inclusion bodies in the nuclei of  Pouch shell gland epithelial cells. 

2- Affected cells were sloughed into the lumen. 

3- Rapid and severe inflammatory response with heterophilic infiltration of the epithelium and 

lamina propria. 

4- Mcosal edema. 

5- Appearance of macrophages, plasma cells, and lymphocytes, in the lamina propria. 

6- Inclusion bodies were not seen after the third day of abnormal egg production. 

7- As the lesions progressed, heterophils were less common and the mononuclear cells 

dominated. 

8- Sloughed surface epithelium was replaced initially by squamous to cuboidal epithelium, with 

rapid return to the normal pseudostratified, ciliated columnar epithelium. 

 

Immunity: 

 

1- Antibodies reached a peak after 4–5 weeks of immunization. 

2- Antibody was transferred to the embryos through the yolk sac, and young chicks had high 

EDS titers  with a half-life of 3 days. 

3- If a flock as a whole develops antibody to EDS virus before coming into lay, egg production 

will not be affected. 

 

Diagnosis: 

1-Isolation and Identification of EDS Virus. 

2- Serology (HI, ELISA, SN, DID and IFA tests are of similar sensitivity). 
 

Differential Diagnosis: 

 

1- Shell-less eggs are usually a feature of EDS but are often missed because they may be 

consumed by the birds, be trampled into the litter, or fall through the wire mesh of cage 

floors. 

2- IBV,ND, Colibacillosis, Salmonellosis, Mycoplasmosis.  

 

Treatment 

No successful treatment is available. 
 

Intervention Strategies 

1- Management Procedures. 

2- Eradication. 
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3- Vaccination (oil-adjuvant inactivated vaccine between 14 and 16 weeks of age). 


