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	Background

Unusual metabolic complications of bariatric surgery such as postprandial hypoglycaemia (PPH) are coming to the fore. Its management remains clinically challenging. We describe a complex case that proved refractory to dietary changes, acarbose, diazoxide and octreotide but was successfully treated with liraglutide. We provide comprehensive biochemical profiling both pre and post intervention, shedding light on the pathogenesis of PPH.

Methods

AG is a 52 year old man who underwent RYGB in July 2010. He had no history of diabetes prior to surgery. Rapid weight loss occurred post RYGB (46% of presurgery weight at 1 year). He developed PPH, and the episodes became more frequent and severe, and were complicated by reduced awareness. AG was referred to us for further investigation. He underwent our standard investigation protocol, which includes provocation tests (mixed meal test and an extended oral glucose tolerance test), a 72 hour fast and continuous glucose monitoring (CGM). 

Results

These tests confirmed the presence of PPH and demonstrated significant glycaemic variability. Initial treatment including dietary changes, acarbose, diazoxide and octreotide were unsuccessful. A trial of liraglutide resulted in subjective improvement.  A reduction in glycaemic variability was observed during provocation tests and CGM, suggesting a crucial role in the aetiology of PPH.  

Discussion

One hypothesis holds that excessive secretion of incretins such as GLP-1 causes excessive insulintropy, and therefore an ‘overswing’ phenomenon. It is counterintuitive that GLP-1 agonists might be helpful. The current literature describes 5 patients who have had liraglutide for PPH. This case report describes the 6th patient. We have collected comprehensive biochemical data during provocation tests pre and post liraglutide. Analysis of gut hormone levels will shed light on the importance of GLP-1, GIP and glucagon in the pathogenesis of PPH and the mechanism of liraglutide’s action. 




