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An eight month old French bulldog was presented for routine ovariohysterectomy. Clinical 

history was unremarkable; she had been slightly smaller than her littermates as a puppy but 

had grown as expected since.  General physical examination was within normal limits. Pre-

operative blood testing was performed; serum biochemistry revealed mild elevations of 

phosphate (2.3mmol/l), ALKP (262U/l) and GGT (15U/l) and moderately elevated ALT 

(365U/l).  As the patient was showing no clinical signs of hepatobiliary dysfunction at this 

stage, surgery was postponed and biochemistry repeated one month later. At this point 

significantly increased ALT (610 U/l) and slight increase in GGT (16U/l) prompted further 

investigation. Differential diagnoses included portosystemic shunt, primary hypoplasia of 

the portal vein, hepatotoxicity and hepatitis.  

A bile acid stimulation test revealed elevated fasting and post-prandial levels of 20.1umol/l 

and 43.3umol/l respectively.  In house coagulation times (aPTT and PT) were within normal 

limits. Abdominal ultrasound revealed diffusely heterogenous liver parenchyma, absence of 

the gallbladder and a fluid-filled structure continuous with the hepatic ducts and 

communicating with the duodenum at the duodenal papilla, consistent with a dilated 

common bile duct. No obstruction of the duodenal papilla was evident. The remainder of 

the ultrasonographic examination was unremarkable with no evidence of intra- or 



extrahepatic portosystemic shunt or acquired shunting.  Gall bladder agenesis was 

suspected and the patient was referred for advanced imaging.  CT angiography confirmed 

gall bladder agenesis with a dilated common bile duct and no evidence of mechanical 

obstruction. No vascular abnormalities were identified.  Additionally multiple hemivertebrae 

were noted but without evidence of spinal cord compression, as well as hyperechoic bands 

in the mucosal layer of the duodenum (which were considered incidental). 

In the absence of clinical signs the patient was discharged with S-adenosylmethionine to 

treat empirically for possible sequale including biliary dyskinesia, secondary hepatopathy 

and intolerance to fatty food. 

Three months later the patient re-presented with a peracute onset of non-weight bearing 

bilateral forelimb lameness after jumping from a sofa. CT revealed bilateral pathological 

humeral fractures, with generalised osteopaenia and thin cortices. Secondary 

hyperparathyroidism was strongly suspected; differential diagnoses included renal, 

nutritional and metabolic primary causes.  Secondary nutritional hyperparathyroidism was 

deemed unlikely based on a lifelong diet of a complete commercial dog food. Diagnostic 

imaging, haematology, serum biochemistry and urinalysis suggested no renal involvement. 

Ionised calcium was within reference range (1.3mmol/l), plasma parathyroid hormone was 

markedly elevated (199pg/ml) and 1,25 OH Vitamin D3 was markedly low (18pmol/l) 

although 25 OH Vitamin D was within normal limits (194nmol/l). 

A primary vitamin D metabolism disorder was suspected preventing conversion from 25-OH-

vitamin D to the active form resulting in secondary hyperparathyroidism and pathological 

fractures. After consideration the owners elected to have the patient euthanised due to a 

guarded prognosis. To the authors’ knowledge, no relationship has been reported between 

gall bladder agenesis and Vitamin D metabolism disorders.  

 

 

 

 


