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I. GER and GERD and Hiatal Hernia

A. GER is gastroesophageal reflux.  This becomes GERD when there are persistent symptoms or tissue damage secondary


to reflux of gastric secretions into the esophagus.

B. Incidence:  general population surveys reveal that about 30-50% of the population report heartburn or regurgitation


monthly, 10% have heartburn daily, 20% have heartburn more than three times per month.  Almost 15% of adults used 


antacids more than once a week (GER is the primary indication for antacids).

C. Pathophysiology:  factors involved are the mucosal defensive factors, effectiveness of esophageal acid clearance,




differences in the potency of refluxate.  The key factor in GERD is the movement of acid or other noxious substances from 




the stomach into the esophagus from transient lower esophageal sphincter relaxation.  

1. Normally, gastroesophageal reflux is prevented by an antireflux barrier [lower esophageal sphincter (LES)], crural diaphragm, and gastroesophageal flap], collectively referred to as esophogogastric “valve”.  

a. The LES is a circular, muscular thickening within the wall of the distal esophagus.  It opens transiently during esophageal peristalsis that follows swallowing.  The LES maintains a high pressure zone between the esophagus and stomach.  The magnitude of this pressure fluctuates with both tonic (resting) and phasic changes

b. The crural diaphragm contraction reinforces the intraluminal LES pressures during inspiration, rapid increases in intragastric pressures (i.e. with coughing and straining). 

c. The gastroesophageal flap valve may shut as the stomach becomes full.  The flap is an invagination of the distal esophagus and adjacent gastric tissues into the lumen of the proximal stomach.

2. 95% of patients with significant GERD have hiatal hernias and all successful anti-reflux surgeries include the reduction of hiatal hernia.  (Note: not all patients with hiatal hernia have GERD.)  Patients with hiatal hernia and GER have delayed acid clearance due to the hiatal hernia withholding a small volume of acid that refluxes into the esophagus during a swallow-induced LES relaxation.  Hiatal hernia and hypotensive LES together (and only together) result in severe gastroesophageal junction incompetence (loss of crural diaphragm reinforcement and impingement of gastroesophageal flap).

a. Hiatal hernias develop as a result of excessive contraction of the esophageal longitudinal muscles, previous surgery, loss of elasticity of supporting structures with increasing age, and shortening of the esophagus secondary to esophagitis or to reflux.  Each of these can lead to the development of a hiatal hernia.

b. Hiatal hernias are not symptomatic unless they are associated with GERD.

c. Hiatal hernias are usually either fixed or sliding.

3. Other defensive factors against the development of reflux esophagitis are:  competent gastroesophageal junction, effective clearance of refluxed material from esophagus, neutralization of refluxed acids by salivary bicarbonate produced by submucosal esophageal glands, and an intact mucosal diffusion barrier.

a. Acid clearance is reduced in the presence of hiatal hernia, decreased salivation, and peristaltic dysfunction.  This latter condition increases with increases in the severity of esophagitis.

D. Clinical presentation of GERD/Hiatal hernia

1. Heartburn, regurgitation, belching, burning chest, upper abdominal pain, dyspepsia, and/or sour taste.

a. Daytime:  mild GERD, usually better than the nightime

b. Nocturnal:  esophagitis/complications

2. Chest pain, chest tightness (especially at night), hoarseness, asthma, cough

a. Hoarseness secondary to vocal cord edema and/or inflammation may be the only manifestation of GERD.

b. In non-smoking patients presenting with chief complaint of cough, the most common causes of this cough are:  post-nasal drip, bronchial asthma and GER.  In this group, GER is the cause of cough in 10-21% of adult patients, although in these individuals, successful treatment of their GER does not always resolve their cough. [Lancet, 353, March 20, 1999:944]

c. There is no correlation between the severity of the cough and the severity of the reflux.

d. Asthma, especially nocturnal-predominant asthma is associated with GERD.  The prevalence of GERD in asthmatics ranges from 34% - 89%.

1.) Possible mechanisms include a vagally mediated reflex triggered by acid in the esophagus, heightened bronchial reactivity, microaspiration of gastric acid resulting in bronchorestriction.

2.) Approximately 1/3 of patients with bronchopulmonary manifestation of GERD have no esophageal symptoms.

3.) The most reliable test for diagnosing GERD-related asthma is esophageal pH monitoring.

3. Odynophagia (pain with swallowing) and dysphagia (difficulty swallowing) occur with more severe disease, i.e. erosive esophagitis or peptic esophageal stricture.  50% of patients with GERD have a normal appearing esophagus, however, the remaining 50% have erosive esophagitis which can progress to esophageal stricture or other complications [strictures, Barrett's esophagus (metaplastic mucosa)]

a. Odynophagia due to GERD must be ddx’d from infectious esophagitis due to herpes or cytomegalovirus.  Infectious esophagitis causes severe pain on swallowing. 

b. A feeling of a constant lump in the throat associated with the odynophagia indicates anxiety as the cause rather than GERD (plum pit qi in Traditional Chinese Medicine).

c. For dysphagia: 

· Only liquids are passable: d/t strictures of esophagus

· Liquids and solids are both impassable: d/t motility pathology

· also consider Thyroid condition

4. Esophageal colic (spasm) is often precipitated by reflux.  This is difficult to distinguish from cardiac pain.  If the pain occurs only on exercise, it is more likely to be cardiac, however esophageal reflux and consequent colic can also be precipitated by exercise.The most practical way to differential diagnose is to perform a exercise ECG.  If the exercise ECG is normal, treat for GERD with antispasmodic therapy and monitor for resolution of symptoms.

5. Barrett's esophagus:  columnar epithelialization that replaces the squamous-cell epithelium of the lower esophagus.  When this epithelialization extends 8 cm or more above the gastro-esophageal junction, there is a significant risk of esophageal adenocarcinoma.  These patients should have annual endoscopies done with multiple biopsies.  Caucasians and smokers with histiological intestinal-type metaplasia are at increased risk for developing adenocarcinoma which has a 5 year survival rate.

a. About 10 of every 100 individuals with chronic reflux symptoms who seek medical care are diagnosed with Barrett’s esophagus and one of these 100 already has esophageal adenocarcinoma.  

b. Barrett’s esophagus can occur in infants and children, but the vast majority of cases are acquired as a result of poorly controlled GER.  Barrett’s esophagus is probably an adaptive response to chronic reflux, in that it renders the mucosal lining of the esophagus more resistant to damage from gastric acid.

c. Patients with GERare diagnosed with Barrett’s esophagus via endoscopy with biopsy.

d. Recent data is demonstrating a negative correlation with CagA-positive strain of H.pylori.  The CagA-positive strain of H. pylori is associated with the highest risk of gastric cancer, whereas infection with this strain may protect against the development of Barrett’s esophagus. [Gastroenterology, 115, 1998:50]  The mechanism underlying this protective effect is not clear.  It may be that the infection causes a decrease in acid production in the stomach, which protects against reflux esophagitis.  

e. Patients on Fosamax (alendrolate) for osteoporosis may development Barrett’s if medication is not take properly (large glass of water, no lying down 0.5 hour after dosage).

6. Adenocarcinoma of the gastroesophageal junction

a. Strong predilection for middle-aged and older white men, although present in all races, both sexes and younger patients.

b. Common presentations:  dysphagia, weight loss, and abdominal pain.

1. Most early cancers are asymptomatic and thus symptomatic patients generally have advanced, incurable disease.  5-year survival of most diagnosed patients is only 15-20%.

2. Tumors discovered during endoscopic surveillance of patients with Barrett’s esophagus have a far better prognosis.  5-year survival rate after surgery may be as high as 80%.

c. Adenocarcinoma is more likely to have lymph node involvement and is less susceptible to chemotherapy and radiation than squamous cell cancer of the esophagus. 

d. Allopathic treatment:  Chemotherapy (cisplatin and 5-fluorouracil) perhaps with radiation therapy followed by resectional surgery or surgery alone.

E. Diagnosis of GERD
1. Diagnosis is usually clinical, based on symptoms and patient response to therapy (see below).  However,


symptoms are not reliable in determining severity of the disease.
2. Patients not responding to therapy, patients with symptoms (dysphagia or odynophagia or nocturnal symptoms)


suggestive of a more severe condition, and patients with long-standing symptoms warrant a diagnostic evaluation.

a. If the goal of the diagnostic evaluation is to document the presence or absence of mucosal damage, endoscopy with biopsy is the method of choice.  Severe symptoms should be investigated with endoscopy.  Anyone over age 45 with symptoms over 10 years in duration needs an endoscopy to rule out Barrett's esophagitis. Associated weight loss should be scoped immediately.

b. If the goal is to establish the presence of reflux of gastric acid, a 24-hour ambulatory esophageal pH study is best.  This provides a quantitative determination of the amount of time the esophageal pH is low (below 4-5).  

1. A low pH indicates the presence of acid in the esophagus.

2. Any patient being considered for anti-reflux surgery should have a 24-hour ambulatory esophageal pH study.

c. Diagnosis of a hiatal hernia, esophageal strictures and motility problems can be done with endoscopy, but the most sensitive test is barium swallow x-ray.

1. Some gastroenterologists opt for a barium swallow before an endoscopy if dysphagia is present.  The reason is that if an upper esophageal pouch (secondary to cricopharyngeal spasm)  is present the endoscope can cause a rupture. 

2. You may opt for a swallow study (snaps a series of pictures while barium is en route) to check for neuromuscular or peristaltic problems, which is a problem in stroke patients. Treatment here is to softening foods a patient eats.

d. Esophageal manometry (4 pressure recorders are situated in the body of the esophagus to record esophageal


pressure at 5 second intervals) is useful to evaluate peristalsis and to assess the function of the LES prior to 


anti-reflux surgery.

e. Proton pump inhibitors may be used empirically as a diagnostic tool for GERD (88% specificity and 96%

        sensitivity)

F. Treatment

1.
Allopathic treatment
Lifestyle modifications are the key: 

1.
elevation of the head of the patient's bed 6 inches decreases nocturnal esophageal acid contact time.  

a. 2.
avoidance of fatty foods and large meals that increase esophageal acid exposure

3. avoid:  smoking, chocolate, alcohol, tomato products, citrus juices, coffee, carminatives (peppermint, spearmint) which all decrease LES

4. do not eat for at least 3 hours before lying down

5. weight loss

6. frequent use of antacids with magnesium and aluminum hydroxide ac to reduce stomach acid content

b.  Drug Regime (in order of least to most aggressive):  

1. Acid suppressing medications will reduce symptoms of heartburn and may heal mucosal tissue.  However, these medications typically have little effect on esophagitis (diagnosed by endoscopy and poor clinical response to treatment) and do not correct the underlying dysfunction.

2. H2 receptor antagonists in high doses provide partial or complete resolution for 50%-70% of symptomatic patients [albeit temporarily]  examples:  cimetidine [Tagamet], famotidine [Pepcid], ranitidine [Zantac], nizatidine [Axid]. M. Ross, MD (course Professor, 2001)will use Zantac or Tagamet if patient does not want to deal with more naturopathic interventions.

3. Proton pump inhibitors provide greater relief and faster relief for symptoms because of their greater anti-secretory effect.  Examples:  omeprazole [Prilosec] [H+/K+-ATPase inhibitor]  These drugs almost totally suppress acid output and are a last-resort pharmacological.  Doses:  20-40 mg daily.

4. Prokinetic drugs (increase LES pressure and esophageal clearance) are used PRN and with predictable foods.  examples:  metoclopramide [a dopamine antagonist with significant side-effects which may not be reversible], [Cisapride, facilitates release of acetyl choline at nerve endings in the myenteric plexus; fewer side-effects]

c.
Surgical reinforcement externally and internally with reduction of hiatal hernia.  Surgery is reserved for young 

patients with poor LES function, pulmonary complications and who may face a lifetime of drug treatment, and for whom drug therapy is unsuccessful.  Surgical procedures vary but usually involve wrapping the fundus of the stomach around the lower esophagus.

G. Naturopathic treatment  [Note:  50% -80% of patients will have recurrence within 6-12 months after any form of allopathic drug therapy is discontinued, irrespective of the initial healing agent.  Therefore, as naturopathic physicians, we must look beyond these therapeutic approaches in order to identify and treat the cause.]

a. Lifestyle measures outlined above with the addition of:  elimination of food allergies, stress reduction techniques, upper digestive system tonification including bitters, cholagogues, carminatives.

b. Metaphors:  cannot accept self-nuturance, fire in the belly/chest- burning up with anger, anxiety.
c. Diet: Chew food thoroughly. The fat content of meals should be low-to-moderate. Avoid refined sugar, caffeine, alcohol, chocolate, onions, peppermint, spearmint, and tobacco. Identify and avoid allergenic foods. (Gaby)

d. Assess gastric acid secretion. Some patients with esophageal reflux have hypochlorhydria and respond to treatment with betaine hydrochloride with meals. Use betaine hydrochloride cautiously, and do not begin treatment until acute symptoms have subsided. (Gaby)
Address hiatal hernia with:

e. (  large glass of water with 1 tsp. baking soda first thing in the morning followed by 50 heel drops (not with osteoporosis or arthritis)

f. (  visceral manipulation - Dr. Ross recommends this tx. Self-visceral:  before bed hunch over fist or tennis ball, twist toward right hip and pull down 

(  acupuncture treatments

g. (  connective tissue strengthening nutrients/herbs:  Si, Cu, Mn, sulfur, Vit. C, bioflavonoids, connective tissue glandular, Equisteum, Avena, Medicago, Urtica

Address GERD with:

(  Glycyrrhiza glabra (dgl):  increases microcirculation of the g.i. mucosa, forms demulcent coat over the mucosa, anti-inflammatory, increases # of mucus secreting cells, increases the quality of the mucus produced. 

Dosage:  Standardized extract 400-1200 mg chewed 20 min. ac, 1-2 gm whole herb ac, solid extract 250-5000 mg ac

h. or Deglycyrrhizinated licorice (380 mg), 1-2 tablets chewed and swallowed on an empty stomach, 3-4 times per day as needed.

(  Ulmus fulva :  anti-inflammatory and demulcent to mucosa

i. Dosage:  1/2- 1 tsp. powder into paste ac; 1/2-1 tsp. sprinkled onto food.

· Aloe vera juice:  demulcent and vulnerary.  Dosage:  ¼ - ½ cup TID ac.
· Digestive enzymes 1-2 caps cc, particularly in an obese individual

· Masticatory stimulation to increase the salivary volume, pH, inorganic and organic protective components in saliva.  Salivary components contribute significantly to the quality of esophageal mucosal barrier:

· salivary volume dilutes intraluminal acid and pepsin within gastroesophageal reflux

· salivary bicarbonate and nonbicarbonate buffers directly 

· mucin protects the alimentary tract by providing an architectural framework for the unstirred layer of the mucus-


 bicarbonate barrier and retards hydrogen ion diffusion through hydrophobic properties.

· epidermal growth factor prevents epithelial damage

· PGE2 enhances the physical properties of the mucus layer, especially its ability to retard hydrogen ion diffusion.
· Methods to increase salivary volume: hydration, abundant energy and stimulation (gum chewing, something in the mouth, bitters or Xanthoxylum) 
Address mucosal changes (Barrett’s) with:
1. All of the above treatments for GERD with additional emphasis on antioxidation and antimutagenic compounds:

a. Vitamins:  C, E, carotenes, tocopherols and tocotrienes

b. Minerals:  Se, Zn

c. Amino acids:  Glutathione, Cysteine

d. Herbs:  Camellia sinensis (green tea -10 cup green tea per day has been shown to reverse Barrett’s)

Curcuma longa (turmeric)
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