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Gastrorenal shunt: a cause of hyperammonemia
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Clinical Question: What is the cause of hyperammonemia
in this patient?

A 72-year-old male patient presented with sudden
loss of consciousness and hyperammonemia, with
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Key Clinical Message

Gastrorenal shunts may induce hyperammonemia. Portosystemic shunts should
be suspected when hyperammonemia occurs in patients with chronic kidney

Chronic kidney disease, gastrorenal shunt, hyperammonemia.

blood ammonia levels that were much higher than the
levels 2 days prior (increase from 129 to 340 ug/dL).
Because of diabetes, chronic heart failure, and chronic
kidney disease (CKD) (creatinine, 4.35 mg/dL), he
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Figure 1. Gastrorenal shunt: Three-dimensional reconstruction of abdominal-enhanced computed tomography image.
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developed fluid overload. However, he had no history
of abdominal surgery or liver dysfunction. He was
given a laxative, and a solution containing branched-
chain amino acids was administered. His level of con-
sciousness improved after excess fluid, and solutes
were removed by hemodialysis (HD). Abdominal-
enhanced computed tomography revealed a gastrorenal
shunt (Fig. 1).

In patients on maintenance hemodialysis, a gastrorenal
portosystemic shunt can easily develop due to fluid over-
load and increased backflow with hemodialysis-related
fluid removal [1]. However, there is little information on
hyperammonemia induced by gastrorenal shunting in
patients with CKD in the absence of HD treatment. This
case emphasizes the need to suspect portosystemic shunt-
ing when hyperammonemia occurs in patients with CKD.
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