
Experimental evidence supports a cytokine-mediated inflammatory
pathway rather than direct caustic injury to the esophageal
epithelium. Note that some degree of gastroesophageal reflux is
normal, physiologically intertwined with the mechanism of belching
(transient LES relaxation), but esophagitis results from excessive
reflux, often accompanied by impaired clearance of the refluxed
gastric juice. Restricting reflux to that which is physiologically
intended depends on the anatomic and physiologic integrity of the
esophagogastric junction, a complex sphincter comprised of both the
LES and the surrounding crural diaphragm. Three dominant
mechanisms of esophagogastric junction incompetence are
recognized: (1) transient LES relaxations (a vagovagal reflex in
which LES relaxation is elicited by gastric distention), (2) LES
hypotension, or (3) anatomic distortion of the esophagogastric
junction inclusive of hiatal hernia. Of note, the third factor,
esophagogastric junction anatomic disruption, is significant both unto
itself and also because it interacts with the first two mechanisms.
Transient LES relaxations account for ∼90% of reflux in normal
subjects or GERD patients without hiatal hernia, but patients with
hiatal hernia have a more heterogeneous mechanistic profile.
Factors tending to exacerbate reflux regardless of mechanism are
abdominal obesity, pregnancy, gastric hypersecretory states, delayed
gastric emptying, disruption of esophageal peristalsis, and gluttony.

After acid reflux, peristalsis returns the refluxed fluid to the
stomach, and acid clearance is completed by titration of the residual
acid by bicarbonate contained in swallowed saliva. Consequently,
two causes of prolonged acid clearance are impaired peristalsis and
reduced salivation. Impaired peristaltic emptying can be attributable
to disrupted peristalsis or superimposed reflux associated with a
hiatal hernia. With superimposed reflux, fluid retained within a sliding
hiatal hernia refluxes back into the esophagus during swallow-
related LES relaxation, a phenomenon that does not normally occur.

Inherent in the pathophysiologic model of GERD is that gastric
juice is harmful to the esophageal epithelium. However, gastric acid
hypersecretion is usually not a dominant factor in the development of
esophagitis. An obvious exception is with Zollinger-Ellison syndrome,
which is associated with severe esophagitis in ∼50% of patients.


