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A three-year-seven-month-old female-neutered domestic shorthair cat was presented for 

further investigation of acute onset neurological abnormalities including marked decreased 

mentation, ataxia of all four limbs and absent menace response and nasal sensation 

bilaterally. The cat also demonstrated concurrent marked pyrexia (40.0C). Initial blood 

testing was non-specific with mild to moderate increases in ALT and AST and neutropenia. 

Initial differential diagnoses were considered likely to be infectious (feline infectious 

peritonitis/toxoplasmosis) or inflammatory brain disease. Brain MRI and CSF analysis were 

unremarkable. Serology for toxoplasmosis was negative. Rapid worsening of the hepatic 

biochemical parameters (ALT 265 IU/L, ref: 17-62; total bilirubin 42.9 umol/L, ref: 0-11) led 

to further investigations for hepatic disease including ultrasound, cytology, minimally 

invasive laparotomy and biopsy for histology, FISH and culture of the liver tissue and bile. 

This resulted in a diagnosis of Yersinia pseudotuberculosis hepatitis. The cat was treated 

with a combination of potentiated amoxicillin (62.5mg BID PO), marbofloxacin (5mg SID PO) 

and combined s-adenosyl methionine/silybin (90mg SID PO) and made a full recovery. 

Follow up over 14 months identified a variable, persistent mild increase in ALT despite no 

apparent ongoing disease. 



Yersinia pseudotuberculosis is a gram-negative, motile coccobacillus that is most commonly 

considered to be a cause of enteritis in people and many species of domestic animal. Spread 

of the bacteria is thought to be by the faecal-oral route, either as a consequence of faecal 

contaminated food or as a result of ingestion of other infected small mammals such as mice 

and rodents that have been suggested as possible reservoir hosts. 

Yersinia pseudotuberculosis hepatitis has been reported only six times in the veterinary 

literature. Of the six cases only one cat was successfully treated, utilising an unlicensed and 

now-unavailable antibiotic (published 1979) and had only a short three-month follow up 

period. The most recent reported case (1991) died despite treatment.  

Of the six reported cases, none presented with neurological abnormalities. Lethargy, 

abdominal pain, reduced appetite and pyrexia were the most common reported signs in 

these. In this cat the neurological signs were considered most likely to be a result of hepatic 

encephalopathy, although intracranial spread of the bacteria cannot be definitively ruled 

out. 

This cat is thought most likely to have acquired the infection through hunting. Possible 

mechanisms for development of hepatitis include ascending biliary infection or 

translocation and haematogenous spread. 

Yersinia pseudotuberculosis hepatitis should be considered a differential diagnosis in cats 

presenting with acute-onset neurological signs, and, when diagnosed, can be successfully 

treated with marbofloxacin, potentiated-amoxicillin and SAMe/silybin. This report 

represents the only described case of feline Yersinia pseudotuberculosis infection resulting 

in primarily neurological clinical signs, and the first published long-term follow up of such a 

case including serial biochemistries during and after treatment. It also represents the only 

reported case of successful treatment of Yersinia pseudotuberculosis hepatitis in a cat with 

currently available licensed veterinary antimicrobials based on culture and sensitivity 

testing. 

 


