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DISCLAIMER: This handout is meant to be used as a general guide only. If you have specific questions, please discuss them with your provider.

Risk Factors for GERD

Gastric distension and impairments in gastric emptying
Delayed emptying of the stomach results in gastric distension.  The result of this stomach bloating is to significantly increase the rate of 
transient LES relaxations that in turn contribute to postprandial reflux. (DeGiorgi, et al, 2006)  In effect, when the stomach is distended, the 
LES tends to intermittently relax and allow the gastric contents to reflux into the esophagus.

Alcohol consumption
Evidence suggests that consumption of alcohol probably precipitates GERD.  Proposed mechanisms that cause this are: (1) direct exposure 
of the esophagus and stomach to alcohol itself may cause damage, (2) toxic metabolites from alcohol could affect the function of the 
esophagus and stomach, and (3) alcohol may precipitate dysfunction of the LES, impair esophageal peristalsis, and produce abnormal 
gastric acid secretions.

It is important to note that there are three types of alcoholic beverages: beer, wine and liquor.  Different types of alcoholic beverages may 
affect GERD in different ways, but all forms potentially increase the likelihood for reflux. (Chen, S., Wang, J., & Li, Y., 2010)

THE GENESIS of gastroesophageal reflux disease (GERD) is multifactorial and, at a minimum, 
involves the mechanics of the lower esophageal sphincter (LES) and sphincter pressure 
abnormalities.  All of the factors that contribute to GERD have the effect of promoting the contact of 
acidic gastric contents with esophageal mucosa, leading to varying degrees of mucosal damage.

There are a number of risk factors that potentially contribute to GERD.

Hiatal hernia
Individuals with hiatal hernia frequently have lower LES pressure 
and impairments in esophageal clearance.  This combination of 
factors is responsible for exposing the esophageal mucosa to 
prolonged acid exposure. (DeGiorgi, et al, 2006)

In normal function, the diaphragm and LES work in concert to 
create a natural pressure barrier to prevent reflux.  In the presence 
of a hiatal hernia, the relationship between the diaphragm and 
the LES is changed in a number of important ways:  (1) There 
is an anatomic change in the position of the LES relative to the 
diaphragm and this diminishes the effectiveness of the natural 
pressure barrier.  (2) When the LES is pulled into a position 
above the diaphragm, the normal oblique angle between the LES 
and stomach is altered, thus eliminating another deterrent to 
reflux.  (3) Finally, a small hernial sac, or pouch, forms above the 
stomach.  This sac can serve as a trap for acid that rises up from 
the stomach and potentially exposes esophageal mucosa to a 
reservoir of acid. HIATAL HERNIA
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Diet: coffee, chocolate, fats, carbonation
While there have been no systematic studies associating specific diets to GERD, it has been common practice to recommend that patients 
who are symptomatic limit their consumption of coffee, chocolate, fatty foods, and carbonated beverages.  All of these items, along with 
peppermint, tea and cola, are suspected of lowering LES pressure.  Further, tomato-based foods and citrus are thought to contribute to 
increased acid production.

Significantly, it has been found that obese patients with GERD may have relief of symptoms when placed on a very low-carbohydrate diet. 
(Austin, G.L., et al, 2006)

Obesity 
In the presence of obesity, there are several factors that potentially contribute to an increase in the likelihood of GERD:  increased gastric 
pressure, esophageal motor and sensory impairments, higher probability of hiatal hernia, higher incidence of fatty diet, and increase in the 
number of comorbilities. (Fass, 2008)

When the body mass index (BMI) for one’s age and gender is equal to or exceeds the 95th percentile, obesity is associated with GERD. 
(Dore, M.P., et al, 2007)  Further, even among individuals with a BMI within the normal range, any increase in BMI increases the risk of GERD. 
(Nilsson, M., et al, 2003)
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