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Summary 

The Animal Biosecurity Branch of the Department of Agriculture, Fisheries and Forestry (DAFF) 
monitors new scientific information, and reviews its import policies, when available information 
indicates a change in the risk associated with importation of animals or animal products. 

Animal Biosecurity Branch conducted a policy review of epizootic rabbit enteropathy (ERE) for the 
importation of commercial rabbits from certain Member States of the European Union as available 
scientific information indicates that biosecurity measures for ERE are no longer required.  

Introduction 

The current import policy for commercial rabbits from certain Member States of the European Union1 
was published on the DAFF website on 30 November 2000 (AQPM 2000/33). The policy was 
developed following suspension of imports in 1997. The suspension was due to the emergence of a 
new, apparently infectious, disease referred to as epizootic rabbit enterocolitis in France in 1996. 
Following initial research, the name was changed from epizootic rabbit enterocolitis to epizootic rabbit 
enteropathy (ERE) to reflect the lack of inflammatory lesions in the intestines. 

The current import policy details a complex protocol developed to manage the biosecurity risk of ERE.  

Discussion 

Digestive disorders are the main causes of economic losses in rabbit production in Europe (Le 
Bouquin et al. 2009). Since 1997 ERE has become a major cause of morbidity and mortality in 
European rabbitries. Young rabbits at the time of weaning are commonly affected. The clinical signs 
include reduced appetite, weight loss, abdominal distension, limited diarrhoea and mucous excretion 
(Le Bouquin et al. 2009). These signs are associated with sudden high mortality.  

Since the initial outbreak of ERE, similarities with another disease of rabbits, mucoid enteropathy 
(ME), have been described (Licois et al. 2006). Much of the research on both syndromes has focused 
on identification of an infectious aetiology. Despite initial indications that ERE was infectious, an 
infectious aetiology has not been identified. Viral and parasitic causes have been ruled out (Huybens et 
al. 2011; Szalo et al. 2007). Other known pathogens such as Clostridium spp., coccidia and rotavirus 
are associated with morbidity and mortality in rabbits with similar clinical signs (Dewrée et al. 2007; 
Marlier et al. 2006; Szalo et al. 2007). It is inconclusive whether proliferation of 
Clostridium perfringens is a consequence, or part of the aetiology, of ERE (Romero et al. 2011). 
Although the syndrome has been reproduced in the absence of Clostridium spp. (Marlier et al. 2006; 
Szalo et al. 2007), other studies have shown a link between the presence of Clostridium perfringens 
and ERE (Marlier et al. 2006; Romero et al. 2011; Szalo et al. 2007). These findings are similar to 
initial research into the aetiology of ME, which also investigated an infectious cause without result 
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(Harkness and Wagner 1983; Glantz 1971, Greenham 1962, Cowrie-Whitney 1970 cited in Lelkes and 
Chang 1987; van Kruiningen and Williams 1972). Clostridium spp. are also present and contribute to 
mortality in ME-affected animals (Harkness and Wagner 1983; Lebdah and Shahin 2011; Lelkes and 
Chang 1987). 

Both syndromes affect animals at the time of weaning and have the same clinical signs, gross lesions, 
histopathological findings and methods of control. The only difference between the two diseases has 
been defined as the sporadic nature of ME compared with epizootic outbreaks of ERE in Europe 
(Licois et al. 2000). The naming of ERE was applied because of the rapid spreading or ‘epizootic’ 
nature of the disease in Europe (Licois et al. 2006). Not only has the similarity between ERE and ME 
been acknowledged by researchers (Licois et al. 2006), many authors refer to the two syndromes 
interchangeably (Haligur et al. 2009; Lebdah and Shahin 2011; Lord 2012; Vandekerchove et al. 
2001). Furthermore, in the analysis of 4307 urgent veterinary visits to commercial rabbit farms in 
Spain and Portugal from 1997 to 2007, the majority of visits were for investigation of ME (Rosell, 
2009). No visits were recorded for ERE, however both countries were reportedly affected by ERE 
during the 1997 outbreak (Licois et al. 2006). It appears that the same syndrome was being reported 
but referred to by different names.  

Although ERE is endemic in Europe it has not been reported elsewhere. This is despite other countries 
having no import requirements for ERE, and likely to have imported rabbits from Europe. In contrast, 
ME has been reported in many countries outside of Europe including Egypt, Mexico, North America 
and Turkey (Haligur et al. 2009; Lebdah and Shahin 2011; Rodríguez-De Lara et al. 2008; van 
Kruiningen and Williams 1972). It appears two similar syndromes are being described with the choice 
of name based on geographical location. 

A reduction in mortalities attributed to ERE was achieved through improved management including 
the adoption of a batch breeding system, improved hygiene, changes in diet (Licois et al. 2006) and the 
selection of breeds shown to be resistant to ERE (de Rochambeau et al. 2006). Outbreaks were also 
well controlled with the use of certain antibiotics (Maertens et al. 2005). The recommendations to 
prevent ME also include correct levels of fibre in the diet (Harkness and Wagner 1983) and improved 
hygiene (van Kruiningen and Williams 1972) 

There is no diagnostic test available for ERE. Diagnosis is based on a combination of clinical signs, 
gross lesions, histopathology and an absence of other known pathogens (Licois 2004). The 
histopathological changes are regarded as non-specific (Licois 2004). Both clinical signs and 
histological findings are the same as for ME. Diagnosis can also be complicated by the presence of 
secondary infections (Marlier et al. 2006). 

Wild rabbits in their natural environment do not seem to be affected by ERE (Licois et al. 2006) and 
ERE has not been reported in any other animal species or in humans. ERE is not a World Organisation 
for Animal Health (OIE)-listed disease and is not on the National Notifiable Animal Disease List or on 
the Notifiable disease list of any Australian State or Territory. 

Conclusion 

Since the initial outbreak of ERE, similarities with ME have been described (Licois et al. 2006). No 
infectious cause has been identified for either syndrome. In addition, research has failed to identify any 
significant differences between ERE and ME. 

In summary the following factors were considered relevant to assessing the biosecurity risk associated 
with ERE: 

• Scientific research and investigations have not determined an infectious cause for ERE. 

• ERE is similar to ME, which is associated with sub-optimal animal husbandry practices, it has 
been reported that improvement of those practices can ameliorate the effects of both diseases.  



  

• ERE has not been observed in wild rabbits in their natural surrounds and is not reported in any 
other animal species or humans. 

• ERE is not an OIE-listed disease. It is also not on the National Notifiable Animal Disease List or 
on the notifiable disease list of any Australian State or Territory. 

Based on these considerations Animal Biosecurity concludes that the biosecurity risk associated with 
ERE does not justify biosecurity measures for the importation of commercial rabbits from certain 
Member States of the European Union. 
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