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Definition (GERD is a term used to describe individuals with symptomatic clinical or histopathological changes associated with backflow of gastric or duodenal contents into the esophagus.

Pathophysiology (Exposure time to and severity of caustic refluxate are factors that influence the severity of esophageal mucosal injury.  GERD symptoms occur when the potency of refluxed fluid and reflux overwhelm the mucosal resistance and esophageal acid clearance mechanism.  Contributing factors include decreased lower esophageal sphincter pressure, peristaltic dysfunction, and gastroparesis.

Epidemiology (is biased by the fact that there is no “gold standard” and most studies use heartburn as clinical marker.  One study of US hospital workers found that 7% of individuals suffered heartburn daily, 14% weekly and 15% monthly.  Pregnant women have the highest incidence.  No sex predilection for GERD, but men get complications; esophagitis (2-3:1) and Barrett’s Esophagus (10:1) more often.

Symptoms (seen most commonly are heatburn, regurgitaition and dysphagia.  Less common include chest pain, water brash and globus sensation (constant feeling of lump in throat).  Odynophagia is uncommon.  Atypical symptoms include nausea, hoarseness, throat tightness, asthma, cough, and dental decay.  Heatburn (pyrosis) is a retrosternal burning sensation radiating toward the neck, most commonly after eating.   Regurgitation is the return of gastric contents, effortlessly into the pharynx without retching, nausea or abdominal contractions.  It is frequently associated with noxious taste.  Dysphagia is difficulty swallowing.  It can be present in upwards of 30% of GERD patients, and can be from peptic stricture, Schatzki ring or peristaltic dysfunction.  Chest pain associated with GERD can be difficult to distinguish from angina.  Its quality is usually  burning or squeezing, its location is substernal with radiation to neck, jaw or arms, its duration is from minutes to hours, and its resolution is with antacids or on its own.  It commonly occurs after meals, can wake patients up from sleep and may be increased by stress.  

Differential diagnosis (includes ischemic chest pain, gastritis, esophagitis (infectious v. chemical), peptic ulcer disease, non-ulcer dyspepsia, biliary tract disease and esophageal motor disorders.  

Diagnostic evaluation (should be undertaken when the diagnosis is unclear, the symptoms are chronic or refractory to treatment, complications are suspected or when dysphagia, odynophagia or gi bleeding are present.  The tools of evaluation are esophagoscopy, Bernstein test and ambulatory pH monitoring.  The Bernstein test helps to correlate symptoms with acid reflux by alternately dripping saline or 0.1N HCl on the esophagus and looking for reproduction of symptoms.  Ambulatory pH monitoring can give information about duration of acidic environment and temporal relationship between pH and symptoms and seems to be most useful when symptoms are atypical.  Therapeutic trials of potent anti-acid therapy are also useful.

Treatment (Lifestyle modification along with over the counter antacids and H2 blockers is reasonable for patients with episodic, uncomplicated heartburn.  When this fails a trial of H2 blockers in standard doses is reasonable.  In patients with dysphagia, bleeding, chronic symptoms (>5yrs), atypical or refractory symptoms, esophagoscopy is recommended.  For moderate to severe esophagitis, proton-pump inhibitors (PPI) are a reasonable first line agent.  Chronic and recurrent symptoms (not uncommon) may predicate long-term use of H2 blockers or PPI.  Antireflux surgery is indicated in failed medical management (10%) with demonstrable persistent symptomatic esophagitis, bleeding from Barrett’s esophagus or from a hiatal hernia leading to linear gastric erosion, medical success but at too high a cost in young healthy patient and problematic symptoms (asthma, laryngitis).  

Natural history (Patients typically present to physicians after a number of years with reflux symptoms.  With the current armamentarium of H2 blockers and PPI’s most can be managed symptomatically.  However, up to 80% of GERD patients recur within 30weeks of stopping therapy.  Barrett’s esophagus is a pre-malignant squamous to columnar mucosa metaplasia in response to acid reflux induced injury.  Although there is now differentiation between short and long segment Barrett’s, in general,  prevalence is around 2.5-20%, M>F, with increased adenocarcinoma risk of 30-125times and an incidence of 0.8%.  

Esophageal stricture is the other major complication of GERD.  It is usually heralded by dysphagia and responds well to mechanical dilation.
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