PEPTIC ULCER DISEASE (PUD)
A peptic ulcer is a break in the gastric or duodenal mucosa that arises when the normal mucosal defensive factors are impaired or are overwhelmed by aggressive luminal factors such as acid or pepsin.  There are 500,000 new cases a year and 4 million ulcer recurrences. 10% of the population has a duodenal ulcer at some point.  Duodenal ulcers are five times more common than gastric ulcers.  One half to two thirds of duodenal ulcer suffers secrete more acid than normal (two time as many parietal cells).  Duodenal ulcers occur most often in people with type O blood.  Females ages 40-50 and males ages 20-30 are the most common duodenal sufferers.  Gastric ulcers usually occur later in life.  80% of people with gastric ulcers have reduced acid.  Gastric ulcers are more common in people with type A blood. 

Both Duodenal and gastric ulcers are similar in nature.  Epigastric pain is experienced 30 minutes to 4 hours after eating and is present in 80-90% of patients.  Nocturnal pain in common. Symptoms are chronic and periodic.  Pain fluctuates in intensity throughout the day and night.  Pain is described as gnawing, dull, aching, or “hunger” like.  Approximately half of patients report relief of pain upon eating or with antacids and a recurrence of pain later.  Ulcers are more common in smokers and patients taking NSAIDS on a regular basis.  

Nausea and anorexia may occur with gastric ulcer.  Significant vomiting and weight loss are unusual.  

Etiology

The etiology is multifactorial for peptic ulcer disease with three recognized major causes:  chronic H. pylori  NSAIDs, and acid hypersecretory states.  Other causes include an imbalance between mucosal integrity protective factors such as mucus, bicarbonate, blood flow, prostaglandins, growth factors, cell turnover and the digestive acid and enzymes.  Gastric acid has a pH of 1-3 and is extremely corrosive on the lining of the stomach and small intestine.  H. pylori gastritis is present in over 80% of duodenal ulcers and over 66% of gastric ulcers.   The mucosa can be colonized more easily when there is a lower level of gastric output and if there is lower antioxidant  content in the tissue itself.  Once it is established, H. pylori sets up a feedback loop to raise the pH of the stomach, which promotes further colonization by itself or other organisms.  NSAID use is associated with significant risk of  peptic ulcer disease at all levels believed to be therapeutic for either arthritis or to prevent heart attacks and strokes.  Newer NSAIDs such as Celecoxib and Rofecoxib selectively inhibit cyclooxygenase-2 (COX-2); the enzyme that is involved in prostaglandin production at inflammatory sites but spares cyclooxygenase-1 (COX-1), the enzyme that is involved with gastric mucosa prostaglandin production.  Individuals with syndromes that cause the hypersecretion of acid such as Zollinger-Ellison syndrome are at higher risk of peptic ulcer disease.   For people with gastric ulcers, excessive gastric acid is rarely a factor because they usually have low or normal levels.  However, almost 50% of those with duodenal ulcer have increased output of gastric acid.  It is thought that it may be due to an increase in parietal cells.  Individuals with duodenal ulcers have 2 times as many parietal cells as normal controls.   Factors that are possibly related to peptic ulcer disease are:  high dose and/or prolonged use of corticosteroids, blood group O, HLA-B12, B5, Bx35 phenotypes, stress, lower socioeconomic status and manual labor.  

DIAGNOSIS OF PUD

Helicobacter pylori at work

The ulcer bug attacks the stomach lining by disrupting intercellular junctions | By Andrea Rinaldi
Stomach infection by Helicobacter pylori — a Gram-negative, flagellated bacterium — can lead to gastroduodenal inflammation, peptic ulcers and gastric carcinoma. The pathogen is known to translocate the protein CagA into gastric epithelial cells and to adhere to host cells close to the apical-junctional complex, a network of structural and signaling proteins that controls epithelial proliferation, differentiation, and barrier function.

Disease states that are considered under the auspices of peptic ulcer disease include functional dyspepsia, gastric ulcer, duodenal ulcer, gastritis or gastropathy, and duodinitis.  Other diagnoses to consider are pancreatitis, cholecystitis with or without cholelithiasis or cholelithiasis alone, gastro esophageal reflux disease, esophagitis, gastric carcinoma (adenocarcinoma, lymphoma), gastric volvulus, and even ruptured abdominal aortic aneurysm.  It should be noted that approximately one half of all patients with the clinical diagnosis of PUD actually have functional dyspepsia.


Many medical students and physicians have considered the history consistent for PUD “classic”; however, experience tells most that this is not true.  The physician must be objective and consider all possibilities when a patient complains of upper abdominal pain.  Epigastric pain is seen in 80-90% of patients with confirmed PUD, however, is not sensitive or specific for PUD.  Less than 25% of patients with dyspepsia have an active ulcer found at endoscopy.  Another concerning matter is the fact that up to 20% of patients with ulcer complications such as bleeding have no antecedent symptoms and suffer what is known as “silent ulcers.”  The character of the pain tends to be periodic and even rhythmic.  Most clients will complain of a gnawing, dull aching, and hunger-like pain.  50% of afflicted individuals report relief with food or antacids with recurrence of the pain with in 2-4 hours later.  The rest deny any relationship of their pain to meals.  To further complicate your history taking, only two thirds of duodenal patients and ½ of gastric ulcer patients are aware of nocturnal pain.  When pain becomes constant, this most likely represents ulcer penetration or perforation.  Gastric ulcer patients may experience nausea and anorexia.  It is unusual to have significant vomiting or weight loss unless outlet obstruction or malignancy is present.


The physical exam is often unremarkable and uncomplicated in peptic ulcer disease.  The patient may exhibit mild, localized epigastric tenderness to careful palpation.  Rarely will one find any abdominal tenderness to percussion or other maneuvers.  Fecal occult blood will be present upon testing in approximately one third of patients with PUD.


Laboratory testing is generally normal in uncomplicated peptic ulcer disease.  The CBC, or complete blood count, may indicate anemia in acute and chronic disease, and leukocytosis may be present in penetration or perforation of an ulcer.  The serum amylase may be mildly elevated in uncomplicated disease, with higher amylase levels indicating perforation mainly into the pancreas in posterior duodenal disease.  High levels of amylase are most likely secondary to pancreatitis and serum lipase levels may be able to confirm the diagnosis.  The comprehensive chemistry panel is usually normal.  One may see elevated liver function studies secondary to biliary disease and electrolytes may be abnormal from vomiting and dehydration.


Diagnostic tests are plentiful, however, fairly straightforward.  Endoscopy is by far the procedure of choice.  Visualization and the ability to biopsy mucosa make endoscopy superior to most other modalities.  H. pylori, carcinoma, and atrophic gastritis are easily diagnosed from biopsy and even from visualization at the time of endoscopy.  Three to five percent of gastric ulcers are malignant with 0% of duodenal ulcers malignant.  In gastric ulcer patients, a twelve-week follow-up endoscopy is indicated to make sure the ulcer has healed or is healing well.  If the gastric ulcer has not or is not healing at the time of follow-up endoscopy, it is most likely malignant even though the initial biopsy may have been benign.


Imaging, i.e. upper GI (UGI) series is performed with a barium swallow and is indicated mainly in uncomplicated patients with dyspepsia.  This study can assess the esophagus and its motility, as well the ability of the stomach to empty.  The UGI series has limited accuracy in distinguishing malignant from benign ulcers; therefore, all gastric ulcers seen on imaging are scoped and biopsied.  Other tests include H. pylori testing.  If biopsies are taken at the time of endoscopy a rapid urease is done ion the specimen.  If this test is positive, the specimen is discarded.  If the urease test is negative, the specimen is examined histiologically which is more time consuming and expensive.  Noninvasive testing for H. pylori is also available and includes, urease breath testing, and serologic testing for antibodies to the antigen.  Negative tests have a poor predictive value, i.e. there is an increased likely hood of false negatives over true negatives.  Empiric therapy for H. pylori is an acceptable alternative even though this is controversial.

Lifestyle and nutritional therapeutics for Peptic Ulcer Disease

Naturopathic treatment goals:
- heal mucosa

- eliminate pathogen (H. Pylori) or offending agent (NSAIDS)
 - prevent further pathological stress to GI

Nutrients to heal mucosa:  
L-Glutamine 500mg taken on empty stomach or 1 liter/day cabbage juice

Vitamin A 20,000 iu TID, Vit. E 2000iu TID, Zinc 15mg TID to heal and strengthen

Essential fatty acids such as primrose oil and salmon oil heal and protective to mucosa





Acidophilus 2-3 caps BID provides flora aiding in digestion and assimilation

High multi vitamin and mineral esp. with C plus flavnoids, B complex and K for  wound healing

Lifestyle and habits:

Eat small meals and chew thoroughly to improve digestion 





Eat a high fiber diet to slow gastric emptying (high acid influx) to duodenum

Avoid cow’s milk as calcium and protein stimulate acid production

Avoid salt, sugar and refined carbohydrates as linked to increased acid production

Avoid stimulants such as tea, caffeine, fried foods, chocolate, animal fats, pop, and alcohol




Avoid hot beverages; allow to cool to avoid irritation to mucosa




Do not smoke, can delay or prevent healing




Avoid painkillers such as aspirin, and NSAIDS




Keep colon clean, using high fiber diet, psyllium (non irritating fiber) and occasional




cleansing enema

Treatment of H. Pylori:
2 bismuth tables QID cc x 2 weeks or Bismagel 1 serving QID x 2 weeks  AND




Grapefruit seed extract 75-150mg QID cc x 2 weeks




Hydrastis Freeze Dried or Berberis extract:  3 caps QID cc x 2 weeks




Digestive enzymes:  2 caps/ QID cc x 2 weeks




(May need two trials to clear pathogen / 80% effective)

Reduce Stress:

     There is obviously a link between our feelings and our stomach.  “We have a feeling in our gut”, “a way to a man’s heart is through his stomach” and “feeling eaten up inside” are common expressions that indicate this link.  Physical symptoms can be seen as metaphors or clues as to the emotions needing to be looked at by a person.  Or they can be an expression of conflict and a key as to where emotional attention is needed.  If a person is unable or unwilling to process these emotions they will surface in the body or in projected life circumstances till we take notice and learn to change. 

     Stress has historically been associated with ulcers and recommendations to reduce stress are generally given.  Techniques of exercise, meditation, hypnosis, relaxation can be useful.  From a psychological perspective attention to the underlying emotional conflict may be most useful.  Digestion can be seen as similar to the brain or consciousness. Both intake from the external world, discriminate what is beneficial from what is not, assimilate what can be used and excrete what is not needed.  The stomach in particular is primarily for reception.  Metaphorically it represents the “feminine role” of openness, passivity, willingness, susceptibility and ability to receive and contain.  On the psychological level it represents the ability to feel the world of feelings.  If we avoid our feelings or suppress them they descent to the bodily level.  The stomach now has to take in and digest not only food but also feelings so leading to a “sour stomach”, feeling “eaten up inside”, or “butterflies in my stomach”. Stomach suffers may be unwilling to enter into conflicts, pining for the conflict free world of childhood.  Or perhaps conflictual messages regarding love were received as a child and now food, symbolic of love, perpetuates these unresolved conflictual messages.   Digestion has to do with the masculine principle of production of acid and release.  Acid attacks, stings, corrodes and disintegrates in general is aggressive.  If a person is unable to cope consciously with what is annoying them or with their own aggressive urges, unable to resolve their conflicts, the stomach undergoes acid reaction, producing attacking juices on the physical level in an attempt to digest and deal with purely non-material feelings.

     The basic tendency to direct our feelings and aggressions not outwards, but inwards, eventually leads to the growth of gastric ulcers.  These people need to learn to be more aware of their feelings, come to terms with conflicts in their life, and be conscious of their impressions/ feelings as they come into their life.  There may also be a need to realize their avoidance of this may be out of a desire to be loved and cared for in childlike dependent way.  If this underlying need is repressed, often a defense can develop where the person creates a facade of independence, competence and pride.  Awareness of this conflict is necessary to be acknowledged before the conflict can be resolved and a healthy balance found.

     If one is suffering from stomach disorder or digestive complaints, ask the following questions:

1.  What is it that I am unable or unwilling to swallow?

2.  Is something  ‘eating me up inside?’

3.  How good am I at handling my feelings?

4.  What am I feeling so ‘sour’ about?

5.  How am I coping with my aggression?

6.  To what extent am I deliberately avoiding conflicts?

7.  Is there in me a repressed longing for the conflict-fee paradise of childhood- a paradise in which I is given nothing
but love and care, without ever having to ‘eat my heart out’?

Allopathic treatment:

1)  Restrict alcohol, coffee, milk

2)  Stop smoking

3)  Antacids

4)  H2 agonists

5)  High dose prostaglandin’s

6)  H+/K+  ATPace inhibitors

7)  Anti Helicobacter pylori treatment: bismuth subsalicylate, metronidazole,tetracycline or amoxicillin

Botanicals for PUD
	Demulcent Herb
	Properties

	Aloe vera

Liquid: ¼-1/2 c tid ac

Gel: several oz  bid or more


	Vulnerary, antiinflamm, immunomodulating, nontoxic, 

decreases HCl ic/allows HCl cc

	Althea officinalis/Marshmallow
Cold infusion


	Induces reflex mucus production in resp & UT, nontoxic

	Cetraria islandica/Icelandic moss 

1-2 oz dry powder in water to make gel tid


	Mildly bitter, anti-H.pylori in vitro, antiinflamm, mildly antimicrobial, nontoxic

	Chondrus crispus/Irish moss 

Carageenan is a thickener in many foods


	Isolated carrageenan, pro-inflamm in animals, immunosuppressive, contraindicated in IBD

	Cyamopsis tetragonolobus/Guar


	Hypolipidemic, anti-diabetic

	Filipendula ulmaria/Meadowsweet
	Antiinflamm, antacid, demulcent

	Glycerrhiza glabra/Licorice root
SE: 250-5000 mg chewed 20 min ac

1-2 g whole herb ac

(capsules won’t do the job)


	Systemic anti-inflamm, antiviral, immunomodulatory, phytoestrogen, increases microcirculation of G.I. mucosa, increases # of mucus-secreting cells & quality of mucus, spasmolytic, liver tonic, nutritive, decreases secretion of gastrin, kills H.pylori, antioxidant, inhibits T suppressor cells, inhibits cortisol degradation, mild laxative, may increase BP

	Linum usitatissimum/Flax


	Contains EFAs (antiinflamm, antirheumatic, hypolipidemic), laxative

	Plantago ovatum/Psyllium


	Bulk-forming laxative, hypolipidemic, mildly irritating, 30% allergic to it, not useful as a demulcent



	Stellaria media/Chickweed
	Vulnerary, antiinflamm, demulcent

	Symphytum officinale/Comfrey
	Vulnerary, induces reflex mucus production in resp tract, increases protective gastric PGs, expectorant, stimulates fibroblast, chondroblast, & osteoblast function, caution long term b/c of Pas, C/I in PG, liver dz



	Trigonella foenum-graecum/Fenugreek
	Anti-diabetic, hypolipidemic

	Ulmus fulva

½-1 tsp powder as paste/gel ac

½-1 tsp sprinkled on food

1 T per cup water as often as q 10 min


	Induces reflex mucus production in resp & UT, antiinflamm, absorptive,  


Sample Formula for PUD, hyperchlorhydria, GERD, gastritis (Dr. Youngblood)

15 ml Echinacea angustifolia: Alterative, tonic, depurative, vulnerary, immune stimulating, antibacterial

30 ml Filipendula ulmaria: Antiinflamm, antacid, demulcent

30 ml Glycerrhiza glabra: Antiinflamm, liver tonic/protectant, nutritive, demulcent, spasmolytic 

15 ml Hydrastis canadensis: trophorestorative to mucus membranes, alterative, antimicrobial

30 ml Stellaria media: vulnerary, antiinflamm, demulcent

Pharmacy Products for Gastric / Peptic Ulcers

Primary Therapies

 Formula S.F. 734 :  Thorne Research, capsules


Bismuth citrate:  120 mg capsules, kills H. Pylori

Hydrastis canadensis 4:1 extract 100 mg antimicrobial, prevents adherence of endotoxins and gut permeability


Bentonite:  300 mg:  binds microbes and prevents adherence

DGL:  400 mg; increases mucus cells, amount of mucous, lifespan of cells and enhances microcirculation

RF + :  N.F. Formulas:  Capsules   ( lower GI inflammation)


Althea officinalis  100 mg:  demulcent


Ulmus fulva  100mg:  demulcent


Hydrastis canadensis 25 mg:  antimicrobial


Echinacea angustifolia  4:1 extract 100mg:  antimicrobial


Geranium maculatum 100mg:  astringent, anti inflammation and vulnerary


Bromelain  2400 mcu/gm  100mg:  anti-inflammatory


Cabbage powder  100 mg:  vulnerary

Rhizinate:  Phytoparmica:  chewable tablets


DGL  380mg


Glycine  50 mg:  used as sweetener

G I Encap:  Thorne Research, capsule


Musa paradisiaca (plantain)  480mg:   increases mucus, regenerates mucosal cells


Ulmus fulva  60mg:  demulcent


Althea officinalis  60mg:  demulcent

Peplic:
Scientific Botanicals, powder


DGL  450mg per 1/4tsp

Zinc Picolinate capsules:  NF formulas 15mg, Bronson 60mg, Thorne 15 and 30 mg


protective and vulnerary to mucosal lining

Catechin:  Thorne Research  400mg


stabilizes collagen and inhibits cell degeneration

Secondary Therapies

Chamomile flowers:  as tea, anti-inflammatory and vulnerary

Calendula flowers:  as tea, anti-inflammatory and vulnerary

Slippery Elm Bark;  NU PRO, capsules, demulcent

Althea officinalis root powder;  as tea, demulcent

Slippery elm bark powder:  as tea demulcent,  Glycyrrhiza glabra:  cut and sifted/ decoction

Sulfhydryl compounds  promote cross-lining of collagen

N-Acetyl Cysteine Precursor of glutathione:  NAC:  NF Formulas 200 mg






N-Acetyl Cysteine:  Allergy Research  500 mg






Cysteplus:  Thorne Research 370 mg

Garlic extracts with Allicin:  Garlicin Pro:  
MPI  1800 mcg allicin






Garlic and Parsley:  Vitality  500mg garlic extract






Garlic:  TE Neesby  750 extract, 4000 mcg allicin






Meta Gar:  Metagenics  400 mcg garlic concentrate






Garlic Oil:  Bronson soft gel, 500mg of fresh bulb equivalent

Silybum marianum extracts:
Silybum Phytosome:  Phytopharmica  100mg





Thisilyn Pro:  MPI  200mg





Hepaguard:  Phytopharmica  150 mg

Vitamin C

Interesting Literature

An estimated 20%-40% of the canadian population is infected with Helicobacter pylori, however, clinically relevent disease is present in only 10%-20% of those infected.






Can J. Gastroentrol 2001 Apr, 15 (4): 251-5

Alcohol consumption and H. pylori infection; Studies show conflicting results.

In a study of 1410 adults age 15-69 in southern Germany, moderate alcohol consunption may favor suppression and eventual elimination of H. pylori infection but not high levels.  High levels of alcohol consumption may have a negative effect due to the adverse effects on the immune system. “Alcohol as a gastric eisinfectant?  The complex relationship between alcohol Consuption and current Helicobactor pylori infection.”

Epidemiology 2001 Mar; 12 (2): 209-14

Smoking and H. pylori infection:

In animal experiments cigarette smoking potentiated ethanol-induced gastric mucosal damage.  The general detrimental effects of cigarette smoking in the gastric mucosa: 1. Reduction of circulating epidermal growth factor.   2. increase in tissue free radical production and presence of free radicals in smoke.  3. Increase mucosal nitric oxide synthase activity.  4. Alteration of gastric mucosal blood flow and suppression of cell proliferation. 
“Alcohol drinking and cigarette smoking: a “partner” for gastric ulceration”

Zhonghua Yi Xue Za Zhi (Taipei). 2000 Dec; 63 (12): 845-54

Clinical observations indicate that smokers are more likely to develop ulcers, ulcers in smokers are more difficult to heal, and relapse of ulcer disease is more likely in smokers.






Smoking and peptic ulcer in the Helicobacter pylori era.

Euro J Gastroenterol Hepatol. 2000 Aug; 12 (8): 843-53. Review

Exercise and H. pylori

Although H. pylori has been identified as a major cause of chronic gastritis, not all infected patients develop ulcers. Suggesting that other factors such as lifestyle may be critical to the development of ulcer disease.”  Active men had a Significantly lower incidece of duodenal ulcers, however no association in women and no decrease risk of gastric ulcers in women or men.

Physical activity and peptic ulcers.  Does physical activity reduce the risk of developing peptic ulcers? West J Med 2000 Aug, 173 (2): 101-7

Antioxidants and H. pylori

In patients with gastric ulcer, serum and mucosal levels of all micronutrient antioxidants were markedly decreased compared with both controls and patients with gastritis.  The degree of depletion of antioxidants was similar in patients with either H. pylori induced or NSAID induced ulcers.   The depletion in antioxidants seems to be a nonspecific response and was not related to H. pylori infection. Micronutrient antioxidants in gastric mucosa and serun in patients with gastritis and gastric ulcer.   Does Helicobacter pylori infection affect the mucosal levels?  J. Clin Gastroenterol, 2000 Jun: 30(4); 381-5

Stress and H. pylori

Saliva was collected from 17 undergraduate volunteers before, during, and after exposure to a stressful video.  The stressor induced a marked increase in salivary levels of mucosal adhesion molecule for H. pylori and adherence of H. pylori to mucosal surfaces.  This study demonstrated a direct link between stress-mediated biochemical changes and alteed host H. pylori interactions.






Psychosom Med 2000 Jan-Feb; 62(1):40-49

Mechanical gastric pathology


1. Hiatal hernia


2. Gastric prolapse

These mechanical pathologies often occur together and create a vertical stretching of the vagus nerve and cholinergic fibers of the stomach resulting in secretion of hydrocholric acid.

The upper part of the stomach is drawn upward by the negative pressure created by the diaphragm and the lower part downward by gravity.

Gastric prolapse can result from


-Decrease tension of pleural and pulmonary tissue with age


-Decrease abdominal wall tone, elasticity and extensibility


-Pregnancy and childbirth


-Uterine retroversion


-Depression and other debilitating illnesses

Hiatal hernia can result from


-Spasm of gastro esophageal junction


-Abnormal tension of the surrounding tissues


-Abnormal elasticity or distensibility of fibrous connective tissues


-Disturbed tonus of muscular tissues


-Dysfunctional diaphragm

The pylorus will go into spasm as a result of any type of ulcer, or inflammation of the antrum or duodenum

Pyloric spasm stops gastric mobility and motility

Spasm of descending duodenum.

Disrupts transit of digestive fluids from the pancreas and gallbladder. 

Sphincter of Oddi is always fixed with injury to the stomach and duodenum.

Ulcers can result in adhesions of the antropyloric region.

Visceral Manipulation  (general approach)


-Sphincter of Oddi


-Pylorus


-Cardia


-Stomach


-Duodenum

Hiatal hernia correction


-Direct manipulation


-Correct diaphragm



-Psoas muscle 



-Spinal dysfunction



-Induction

Spinal restrictions/subluxations


-T5


-T/L junction


-Lower C-spine 

Muscles associated with stomach


-Pectoralis major clavicular


-biceps brachii


-brachioradialis


-supinator


-pronator teres


-opponens pollicis


-opponins digiti minimi

Chapman relex


-6th intercostal space on left

Ridler reflex for hydrochloric acid


-1” inferior to the sternum and lateral to rib border
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