
• A retrospective analysis of 278 patients with an established 
diagnosis of gastroparesis over a course of 2 years (01/2017-
09/2019) were randomly selected from our institution.  
 

• Out of these 278 patients, 48 were excluded due to the fact they 
had been on chronic opioid therapy. Patients were divided into 2 
groups, based on if they were chronically taking Proton Pump 
Inhibitors (PPI).  
 

• Out of the 230 patients, 142 of these patients were on some form 
of PPI therapy and 88 were not. Amongst the subjects on PPI 
therapy, the average dose was found to be 30 mg per day 
 

• Symptoms of gastroparesis studied included abdominal pain, 
bloating, early satiety, nausea and vomiting.  
 

• The degree of symptom exacerbation that each subject had was 
measured by determining the number of outpatient visits each 
patient had with worsening symptoms of gastroparesis 
 

• Visits were counted in the analysis if patients met at least two out of 
the above-mentioned symptoms present without an apparent 
etiology to explain their symptoms 

 
Exclusion criteria included: patients on chronic opioid medications, with 
uncontrolled hypothyroidism, discontinued PPI therapy within the study 
period, with irritable bowel syndrome, Crohn’s disease, ulcerative 
Colitis, small bowel obstruction, acute or chronic pancreatitis, Lyme 
disease, pregnancy and post-surgical patients 
 

PPI Therapy: Detrimental or Beneficial in Patients with 
Gastroparesis? 

• Acid suppression causing delayed gastric emptying can be 
explained by a variety of molecular mechanisms. One such 
hypothesis proposes increased gastric release with acid 
suppression. Gastrin in known to cause delayed gastric 
emptying despite increasing antral contractility (2).  

• Animal studies conducted by Keto et al looked at the effect 
of pentagastrin administration on endogenous gastric acid 
production and its impact on gastric emptying. Research 
concluded that pentagstrin significantly delayed gastric 
emptying time (7).  

• Pepsinogen is an inactive precursor of pepsin which 
is normally secreted by chief cells from the body of the 
stomach (9). Gastric acid causes activation of pepsinogen 
into pepsin.  

• Pepsin then acts to aid in protein cleavage and 
digestion. Reduced acid production causes deactivation of 
pepsin and therefore, ultimately impede the hydrolysis of 
solids into smaller particles that would otherwise pass 
easily through the pyloric antrum (2).  

• Generally solids empty the stomach after being reduced to 
chyme consisting of particles 2-3mm in size (10).  
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• An independent samples t-test was conducted to determine if there 

was a significant difference between ‘taking PPI’s’ and ‘not taking 
PPI’s’ on ‘visit count’.  
 

• There was a significant effect for PPI groups, t(228) = -3.421, p = 
0.001, with those who take PPI’s having a higher visit count than 
those who do not take PPI’s.  
 

Our data suggests that chronic PPI usage has a positive correlation to 
an increased frequency of symptom worsening of existent 
gastroparesis.   
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