Ultrasonographic Diagnosis of Acquired Portosystemic Collaterals in Six Cats
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High blood ammonia levels in cats can be caused by congenital portosystemic shunts (CPSSs), acquired portosystemic collaterals (APSCs) secondary to portal hypertension, or arginine deficiency due to anorexia. It is necessary to differentiate these 3 conditions non-invasively, since a CPSS requires surgical treatment, while the other two ones do not. Laparotomy was suggested to be the only way to diagnose APSCs in feline patients. However, a dilated left gonadal vein was shown to be a sensitive and specific sign of spleno-renal APSCs in dogs. We hypothesized that this might also be the case in cats.

Inclusion criterion was a high 12-hour fasting blood ammonia level in cats that either (1) had undergone a complete surgical ligation of a CPSS, or (2) had a condition that was compatible with a prehepatic or hepatic portal hypertension based on the results of an abdominal ultrasonography and histopathology of the liver. Six client-owned cats fulfilled these criteria in a 2-year period. Two cats had a ligated CPSS, whereas the other 4 cats had not had an abdominal surgery other than ovariectomy. Histopathologic examination of the liver biopsy was performed in 5 cats; biopsies were obtained under ultrasound guidance with a 16-gauge true cut needle. The left gonadal vein was called dilated if ultrasonographically it was at least as wide as the renal artery.

None of the 6 cats had ascites. The 2 cats with a ligated CPSS did not have a dilated left gonadal vein, but developed one or more collateral veins originating from the portal vein. Histopathology revealed congenital hepatic fibrosis due to polycystic kidney and liver disease in one of these cats, whereas no liver biopsy was taken from the other one. A dilated left gonadal vein was found in 3 of the 4 remaining cats. Portal hypertension in these 3 cats was caused by: a congenital arterioportal fistula (1), compression of the portal vein by an adenocarcinoma (1) and congenital hepatic fibrosis due to polycystic kidney and liver disease (1). In the cat with arterioportal fistula histopathologic examination of the liver revealed portal vein hypoplasia. The remaining cat, that did not have a dilated left gonadal vein, also had congenital hepatic fibrosis due to polycystic liver and kidney disease. In this cat several anomalous tortuous veins were found around the portal vein with ultrasound.

A dilated left gonadal vein in cats is not a sensitive indicator of APSCs, probably because cats, unlike dogs, do not develop spleno-renal collaterals consistently during portal hypertension.

