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PURPOSE

The Federal Bureau of Prisons Cinical Practice Cuidelines for
Gastroesophageal Reflux Di sease (CGERD), Dyspepsia, and Peptic

U cer Di sease provide recommendati ons for the nedical eval uation
and treatnment of federal innates with heartburn and acid

i ndi gestion, upper abdom nal pain and disconfort, or suspected
peptic ul cer disease.
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DEFINITIONS

Barrett’s esophagus i s the devel opnent of netapl astic col umar
epi t hel i um of the esophageal nucosa related to GERD

Clinician is a physician or mdlevel provider.

Dyspepsia i S nonspecific pain or disconfort centered in the upper
abdormen that may include other gastrointestinal synptons such as
early satiety, bloating, or nausea.

Dysphagia is difficulty in swallowi ng and in passing food from
the nouth via the esophagus to the stomach.

Gastroesophageal Reflux Disease (GERD) is the novenent of acid
stomach contents into the esophagus that presents clinically as
heartburn and aci d indigestion.

Heartburn, also terned pyrosis, is a retrosternal burning
sensation that ordinarily radiates fromthe epigastriumto the
nout h.

Helicobacter pylori (H. pylori) is a G amnegative spiral
bacteria that exclusively infects the gastric nucosa and is a
causative factor in peptic ulcer disease.

Hiatus hernia is protrusion of a part of the stomach through the
di aphragm vi a t he esophageal opening into the thorax. GERD can
occur with or without a hiatal hernia; and patients with hiatal
herni as may or may not have GERD

Nonsteroidal Anti-inflammatory Drug (NSAID)-induced gastropathy
is inury to the lining of the stomach from NSAI Ds by either
their direct topical erosive effects, or by system c inpairnent
of prostagl andi n-dependant nucosal protective nmechani sms.

Non-ulcer dyspepsia or functional dyspepsia is dyspepsia that has
been thoroughly investigated without identifying a specific
cause.



Odynophagia i s painful swallow ng |ocalized in the anterior chest
area, occasionally radiating into the upper chest, arns or back.
Qdynophagi a can minmic angi nal synptons.

Peptic ulcers are focal defects in the protective lining of the
gastrointestinal tract associated with the presence of gastric
acid but nost often caused by H. pylori infection and/or the use
of NSAI Ds.

Regurgitation i s the spontaneous return of sour or bitter gastric
contents into the pharynx.

Water brash descri bes hypersalivati on associated with an epi sode
of esophageal acid exposure.

Zollinger-Ellison Syndrome isS a syndrome of single or nultiple
gastrointestinal ulcerations that result from benign or malignant
Islet cell tunors of the pancreas (gastrinomas) that secrete high
| evel s of gastrin.

PROCEDURES

Clinical information covered under “Procedures” is outlined as
foll ows:

1. INTRODUCTION

2. DIAGNOSIS

History

Physical examination

Diagnostic studies and procedures
GERD
Dyspepsia
Peptic Ulcer Disease
Acute abdomen

3. TREATMENT
GERD
Dyspepsia
Peptic ulcer disease
MALT lymphomas

4. CHRONIC DISEASE MANAGEMENT
GERD
Dyspepsia
Peptic ulcer disease



5. INMATE EDUCATION

1. INTRODUCTION

Gastroesophageal Reflux Disease (GERD) results fromthe
retrograde novenent of stomach contents (particularly gastric
acid) into the esophagus creating heartburn synptons and possible
damage to the esophageal lining. GERD can occur from a decrease
I n | oner esophageal sphincter pressure, fromdel ayed gastric
enptying, and through the upward di spl acenent of the |ower
esophageal sphincter such as occurs with a hiatal hernia. Mny
patients with a hiatal hernia, however, do not have GERD. GERD
is increasingly recognized as a chronic condition with potenti al
| ong term conplications that include erosive esophagitis,
esophageal ulceration and stricture, Barrett’s esophagus, and
esophageal adenocar ci nona.

Dyspepsia i S a very comon nonspecific nedical condition of upper
abdom nal pain or disconfort that is often associated with other
gastroi ntestinal synptons such as early satiety, nausea, and

post prandi al abdom nal bl oating or distention. Dyspepsia can be
epi sodic or persistent and is often exacerbated with eating. A
speci fic cause for dyspeptic synptons, such as gastroduodenal

i nflammati on and ul cers, GERD, and gastric cancers, can be found
in nearly one-half of patients with dyspeptic synptons. Those
patients with dyspepsia without a known cause are considered to
have functional or non-ul cer dyspepsi a.

Peptic Ulcers are focal defects in the lining of the
gastrointestinal tract occurring commonly in the duodenal bulb
and the | esser curvature of the stonmach. U cers may extend

t hrough the nuscul ari s nucosae only, through the serosa
(perforated ulcer), into a solid organ (penetrating ulcer), or

i nto another hollow organ such as the intestine (fistulizing

ul cer). Duodenal ulcers are not associated with cancer, whereas
gastric ulcers have a | ow but significant association wth cancer
that increases with age. Approximtely 90% of duodenal ulcers
and nearly 80% of gastric ulcers are caused by chronic infection
With H. pylori. NSAID usage is responsible for the | arge
majority of peptic ulcers not related to H. pylori infection.
Serious conplications of peptic ulcers include gastrointestina
bl eedi ng, perforation, and pyloric obstruction.

H. pylori is a Gamnegative spiral bacteria that infects the
gastric nucosa and causes a chronic gastritis, however, many
I nfected persons with concurrent gastritis never becone
synptomatic. Gastroduodenal ulcer disease develops in



approxi mately 15% of infected persons. The specific factors
related to H. pylori infection that cause progression from
chronic gastritis to ulcerative di sease are unknown. Eradication
of H. pylori alnost uniformy |eads to ulcer healing and markedly
reduces the risk of ulcer recurrence. Persons infected with H.
pyvlori have a significantly increased risk of |ow grade gastric

| ynphomas terned “nucosa-associ ated | ynphoid tissue” (MALT)

| ynphormas. Treatnment of H. pylori results in histologic

i mprovenent of MALT | ynphonas.

NSAlI Ds cause gastroduodenal ul cerations through both topical and
system c effects. The risk of serious NSAID-rel ated

gastroi ntestinal conplications increases with NSAI D dosage, age
greater than 60 years, prior history of peptic ulcer disease, and
the concurrent use of anticoagulants or corticosteroids, however,
many persons with NSAID-rel ated ul cers have no apparent risk
factors. Despite the dose-related effects of NSAIDs, even very

| ow dose aspirin can cause ul cer disease in certain patients.

2. DIAGNOSIS
Medical History: Inmates initially presenting with upper

abdom nal pain or disconfort should be interviewed in accordance
with the foll ow ng:

- Assess previous history of GERD, dyspepsia, H. pylori

I nfection, PUD, gastric cancer, gall bl adder disease,
pancreatitis, appendicitis, diverticulosis, irritable bowel

di sease, prior abdom nal surgery, diabetes, coronary artery

di sease, or other relevant past nedical history including

previ ous di agnostic evaluations and treatnent interventions for
abdom nal disconfort.

- Determine if the synptons of heartburn (retrosternal burning
radiating to the neck) and acid indigestion (regurgitation of
sour or bitter gastric contents toward the pharynx) are present
as well as |ess common synptons of GERD i ncludi ng water brash,
noct urnal asthma synptons, and chroni c hoarseness or cough.
(Pyrosis is exacerbated by Iying down, straining, bending over,
eating a large neal, and nmay be relieved by antacids. C assic
synptons of heartburn and acid indigestion are highly sensitive
and specific for CGERD)

- Characterize abdom nal disconfort by determning its rapidity
of onset, intensity, location, radiation, frequency, duration,
and factors that exacerbate or relieve synptons such as eating
and taki ng antaci ds.



- Determine if the synptons are characteristic of peptic ulcer

di sease such as a gnawi ng, boring, epigastric pain that is
relieved by taking antacid nedications. (The pain associated with
duodenal ulcers classically occurs one to three hours after a
meal and frequently awakens patients from sl eep; the pain
associated wth gastric ulcers is nore variable and may be
relieved or exacerbated by eating food. Despite these

associ ations, patient synptons are neither highly specific nor
sensitive for diagnosing peptic ulcer disease).

- ldentify other associated synptons of diagnostic inportance
such as fever and chills, anorexia, weight |oss, nausea,
vom ting, diarrhea, constipation, dysphagia, odynophagia, nelena,
hemat ochezi a, hematenesi s, and |i ght headedness.

- Assess nedication usage, particularly agents contributing to
dyspeptic synptons or gastrointestinal bleeding such as aspirin,
NSAlI Ds, and warfarin; and nmedications potentially masking a
serious abdom nal condition such as corticosteroids.

- Quantify al cohol use, tobacco use, and caffeine intake.

Eval uating clinicians should al so be aware of the foll ow ng
diagnostic considerations when assessing patient histories:

- Dysphagi a and odynophagi a are not characteristic of
unconpl i cated GERD or PUD and warrant other diagnostic
consi derati ons.

- The abrupt devel opnment of severe abdom nal pain within mnutes
suggests an acute event such as a perforated ul cer, perforated
viscus, intestinal infarct, ruptured abscess, or dissecting
aortic aneurysm

- Myocardial infarction (M), particularly an inferior wall M,
can present with synptons of nausea, vomting, and vague
abdom nal pain.

- Pancreatitis is associated with severe constant epigastric
pain radiating to the back that is exacerbated by eating and
dri nki ng al cohol .

- Biliary colic or cholecystitis is associated with right upper
guadrant abdom nal pain radiating to the infrascapul ar area that
is precipitated by a heavy neal.

- Irritable bowel syndronme (IBS) presents with cranping
abdom nal pain and bl oating that may be confused with dyspepsi a.



Unl i ke dyspepsia, however, IBS is often associated with abdom nal
disconfort that is relieved with defecation, and is associ ated
with alternating diarrhea and consti pation.

- The pain associated with appendicitis may be diffuse or
periunbilical before localizing to the right |ower quadrant.

- Patients with pneunonia nmay present with nonspecific upper
abdom nal disconfort and pain w thout pul nonary synptons.

Physical Examination: The physical exam nation of inmates with
upper abdom nal disconfort or pain should include a targeted
eval uation of at |east the foll ow ng:

- Measurenment of vital signs and weight, including orthostatic
bl ood pressure neasurenents if gastrointestinal bleeding is
suspect ed

- Exami nation of sclera for jaundice

- Auscultation of the heart and | ungs

- Abdom nal exam nation that includes pal pation or |ocalized or
rebound tenderness, nmasses, and organonegaly, and auscul tation
for bowel sounds and bruits

- Rectal exam nation and testing for occult blood in the stool
whenever gastrointestinal bleeding is suspected

- Exam nation of skin for rashes and jaundice

The eval uating clinician should be aware of the foll ow ng
diagnostic considerations fromthe physical exam nation:

- The exam nation of the abdomen in patients with GERD i s
usual Il y nor nal

- Patients with unconplicated peptic ulcer disease nay have mld
tenderness in the epigastrium Abdom nal distention and high
pit ched bowel sounds may devel op with conplicated ul cer disease.

- A qui et abdonen with rebound tenderness suggests an acute
abdonen that requires emergency eval uation.

- Othostatic hypotension and tachycardi a upon standing in the
setting of abdom nal pain may indicate significant
gastrointestinal blood Ioss and warrants a tinmely investigation.



- The presence of fever may indicate an infectious etiol ogy such
as appendicitis, cholecystitis, pyelonephritis, pneunonia, or
i ntra-abdom nal abscess.

- Tenderness over the gall bladder, particularly with deep
inspiration (Murphy's sign) is suggestive of chol ecystitis.

Diagnostic studies and procedures: The cause of heartburn and
upper abdom nal pain and disconfort should be initially assessed
fromthe inmate’ s history and physical exam nation. Laboratory
screening for anem a, |eukocytosis, electrolyte inbal ance,
hyper anyl asem a, hyperbilirubinema, |iver enzyne el evations, and
ot her abnormalities should be pursued on a case by case basis
depending on the patient’s presentation. Specific diagnostic
studi es and procedures nay al so be necessary to establish the

di agnosi s depending on the inmate’s clinical presentation.

- GERD: The diagnosis of GERD can ordinarily be made based on a
characteristic synptom presentation and a favorable response to
acid suppression therapy. Inmates with GERD synpt ons who present
with the conplications of dysphagi a, odynophagi a, unintentional
wei ght loss, a history of Barrett’s esophagus or esophageal
stricture should be referred directly for upper endoscopy.
Inmates with classic, unconplicated GERD synptons who fai
enpiric therapy with acid suppression nedi cati ons shoul d be
consi dered for anbul atory esophageal pH nonitoring which is the
nost sensitive and specific diagnostic test for GERD. Anbul atory
pH nonitoring is performed by placing a probe transnasally with a
pH el ectrode at the tip to a level in the esophagus 5 cm above
t he | ower esophageal sphincter. Upper endoscopy should al so be
considered for inmtes who remain synptomati c despite acid
suppressi on therapy, however, upper endoscopy is |ess sensitive
than pH nonitoring for diagnosing GERD, and is nore useful for
detecting GERD conplications or peptic ulcer disease. O her
di agnostic tests such as barium upper gastrointestinal
radi ogr aphy, esophageal nmanonetry, and acid perfusion (Bernstein)
tests nmay be useful for specific patients, but are not routinely
i ndi cat ed when eval uating patients with GERD.

- Dyspepsia: The diagnosis of dyspepsia is a diagnosis of
excl usion based on a nonspecific history, negative physi cal
exam nation findings and normal | aboratory studies. A direct
referral for upper endoscopy is indicated for inmates with
dyspepsi a who have a history of gastric surgery or have alarm
synptons such as gastroi ntestinal bleeding, unintentional weight
| oss, or protracted nausea, vomting, or early satiety. Patients
ol der than 50 years of age who fail to respond to a brief course
of acid suppression or treatnent wth a prokinetic agent should



al so be referred directly for upper endoscopy since the risk of
gastric carcinoma increases significantly with age.

Screening for H. pylori infection should be considered
selectively for inmates with peptic ulcer synptonms and si gns who
have failed an initial trial of acid suppression or treatnent
with a prokinetic agent. Testing for H. pylori infection is not
recomrended if non-ul cer dyspepsia is diagnhosed foll ow ng
endoscopy, since treatnent is not indicated once non-ul cer
dyspepsia is confirnmed. Oher diagnostic studies, such as
biliary ultrasonography and abdom nal conputed tonography shoul d
be considered on a case by case basis depending on the inmate’s
signs and synpt ons.

- Peptic Ulcer Disease: Patients with unconplicated peptic
ul cer disease usually have normal hematol ogic and chem stry
| aboratory values. Those patients who devel op bl eeding ul cers
may have a mld | eukocytosis, anem a, and azotema with an
el evated bl ood urea nitrogen:creatinine ratio. Routine screening
tests for peptic ulcer disease or associated H. pylori infection
are not recomended in asynptomatic innates. Testing for H.
pyvlori infection is indicated for inmates with signs and synptons
of peptic ulcer disease, including those taking NSAI DS, selected
inmates wth dyspepsia who have failed initial therapies, and
inmates with gastric MALT | ynphoma. Testing for H. pylori in
asynptomatic i nmates taking NSAIDs is not ordinarily indicated.

- H. pylori antibody testing: H. pylori infection can be
detected through anti body testing of the serum or whol e

bl ood. A positive antibody test indicates either past or
current infection with H. pylori, since H. pylori anti bodies
usually remain positive after successful treatnment. The
rate of decline in serumantibodies is highly variable and
unpredi ctable. Antibody tests are frequently the tests of
choice for detecting H. pylori due to the ease of obtaining
specinens and the rapid availability of test results.

- H. pylori stool antigen test: Detection and eradication of
H. pylori infection can be neasured through the stool
antigen test, which is an easier and nore rapid nmethod than
the urea breath test. Testing for H. pylori eradication,
however, is not routinely indicated unless the inmate fails
to clinically respond to therapy.

- H. pylori urea breath test: The urea breath test is
highly sensitive and specific for detecting H. pylori
infection. The test is performed by having the patient
drink an oral preparation containing carbon-I|abel ed urea.
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H. pylori in the stomach netabolizes the urea. The

radi oactive carbon is absorbed, transported to the | ungs,
and exhal ed. Measurenments of radi oactive carbon in the
exhal ed breath indicate the presence of H. pylori infection.
At the tinme of testing, patients nust not be taking proton
punp inhibitors for the past four weeks to avoid fal se
negative test results. The urea breath test is useful for
docunenting cure of H. pylori infection follow ng treatnent.
Testing for H. pylori eradication, however, is not routinely
i ndicated unless the inmate fails to clinically respond to

t her apy.

- Upper endoscopy allows for visualization of the
gastrointestinal tract for ulcer disease, erosions and

I nfl ammati on, active bleeding, and other structural defects.
Bi opsies are always indicated for gastric ulcers to eval uate
for possible malignancy. H. pylori can also be detected
fromgastric biopsy specinens through histol ogic

exam nation, measurenent of urease activity, and through
bacterial cultures. Upper endoscopy is indicated as a

di agnostic test for peptic ulcer disease in the follow ng

ci rcunst ances:

- Inmates with upper gastrointestinal bleeding,
uni ntenti onal weight |oss, or protracted nausea, vomting,
or early satiety

- Inmates with previously treated gastric ulcer with
recurrent synptons

- Inmates over 50 years of age with synptons of dyspepsia
who fail a brief trial of acid suppression or treatnment with
a prokinetic agent

- Inmates who are enpirically treated for peptic ulcer
di sease and H. pylori infection but fail to inprove
clinically

- Upper gastrointestinal barium radiography i s much | ess
sensitive and specific for diagnosing peptic ulcer disease
conpared to endoscopy and does not allow tissue sanpling.
Bari um studi es should not routinely be used to di agnose
peptic ul cer disease, but may be useful for patients who
refuse or can not undergo upper endoscopy.

- Serum gastrin levels: Fasting serumgastrin levels are

usually normal in patients with peptic ul cer disease,
therefore routine screening for hypergastrinem a associ at ed
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with Zollinger-Ellison syndrome is not recomended.
Patients with recurrent ulcers, ulcers refractory to
treatment, nmultiple ulcers, or ulcers associated with

di arrhea shoul d be screened for hypergastrinem a by

measur enent of several fasting serumgastrin |evels.
Gastrin levels greater than 1000 pg/nL in association with
synptons of peptic ulcer disease are highly suggestive of
Zollinger-Ellison syndronme. Moderate increases in gastrin
| evel s occur frequently with the use of PPIs.

- Acute abdomen: Inmates with a suspected acute abdonmen shoul d
have a conpl ete bl ood count, urinalysis, stool for occult blood,
chest radi ograph, and plain and upright abdom nal filnms. Free
i ntraperitoneal air on an upright abdomnal filmmy indicate a
perforated ulcer or other perforated viscus. |If an inmate has
unstable vital signs, marked rebound tenderness or other
definitive signs of an acute abdonen, the i nmate shoul d be
I mredi ately transferred to an appropriate energency facility for
further eval uati on.

3. TREATMENT

Inmates with heartburn or upper abdom nal pain and di sconfort
should ordinarily be evaluated and treated in accordance with
Appendix 1, Treatment of Gastroesophageal Reflux Disease (GERD) ;
Appendix 2, Treatment of Dyspepsia, Peptic Ulcer Disease, and H.
pylori; and Appendix 3, Drug Treatment Options for GERD, and H.
pylori-associated Peptic Ulcer Disease.

GERD: The goals of treating GERD are to relieve synptons and to
prevent long termconplications. A stepwi se treatnment approach
i s reconmended, since a certain subset of patients will respond
to conservative nmeasures and not require chronic therapy with
PPI .

- Step 1: Conservative neasures are effective in as many as 25%
of patients with synptons of GERD. Step 1 neasures include the
fol | ow ng:

- Snoking cessation efforts, caffeine reduction, reduction
in fat content of neals, and avoi dance of foods that may
exacerbate reflux synptons such as citrus juices, spicy

f oods, and pepperm nt

- Weight reduction as necessary; and avoi dance of

excessively large neals, particularly when containing fatty
f oods
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- Avoidance of lying dowm within three hours after
conpl eting a neal

- Adjustment in nedications that reduce the | ower
esophageal sphincter pressures as nedically feasible, (e.g.,
t heophyl | i ne, cal ci um channel bl ockers, and nitrates)

- Adjustnent in nedications that can cause esophageal
erosions as nedically feasible such as tetracycline,
pot assi um chl ori de, NSAIDs, and iron supplenments

- Trial of antacid therapy

- Step 2: Acid suppression or prokinetic therapy shoul d be
prescribed if Step 1 neasures are ineffective after 3 weeks.
Step 2 neasures include the follow ng:

- Treatnent with an H, antagoni st for 8 weeks

- Treatnent with a prokinetic agent such as netocl opram de
can be considered on a case by case basis instead or in
addition to an H, antagoni st, particularly if del ayed
gastric enptying is considered a contributing factor to
GERD. Note: Extrapyram dal synptons can develop with
initiation of netocl opram de; and tardive dyskinesia can
develop with long termtreatnent. Chronic therapy with

nmet ocl opram de i s not reconmended.

- Step 3: Proton punp inhibitor treatnent (low dose)

- Treatnment with a once daily PPl nedication taken one hour
bef ore a neal provides synptomatic relief in the large
majority of patients with GERD. A 4 week trial is
ordinarily sufficient to assess for an adequate response.
PPl therapy should be initiated as a | ow daily dose before
considering a high dose reginmen as outlined in Appendi x 3.
H, ant agoni sts shoul d not be used in conbination with PPIs.

- Step 4: Proton punp inhibitor treatnent (high dose)

- A subset of patients with GERD synptons will not have
conpl ete resolution of synptonms with single daily dosages of
PPls after a 4 week trial. Inmates failing | ow dose PPI

t her apy, shoul d be eval uated by anbul atory pH nonitoring
and/ or upper endoscopy to confirmthe presence of GERD and

i nvestigate other potential diagnoses prior to prescribing
a high dose PPl reginmen. Subspecialty consultation should
be considered if the diagnosis is uncertain.
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- Step 5: Surgical interventions

- Subspecialty consultation should be obtained in innates
with GERD refractory to nedical therapy before recomrendi ng
surgery. Specialized surgical procedures can be consi dered
i f high dose PPl suppressive therapy is ineffective, poorly
tolerated, or if GERD is associated with serious
conplications despite therapy. Surgical intervention,
however, nmay not prevent the devel opnent of adenocarci noma
associated with Barrett’s esophagus. Preoperative
esophageal manonetry is ordinarily required. Sinple
surgical correction of a hiatal hernia is usually
ineffective in relieving GERD synpt ons.

Dyspepsia: Treatnent of dyspepsia is conplicated by the frequent
| ack of a definitive diagnosis and therapeutic failures. 1In |ow
risk patients, treatnment should begin with |lifestyle changes such
as snoking cessation, weight |oss and avoi dance of fatty foods.
NSAlI Ds and ot her provoki ng nedi cati ons shoul d be stopped or
adjusted. A trial of antacid nedications is ordinarily
warranted, but is frequently unsuccessful.

If lifestyle changes and antacids do not control synptons, an 8
week trial of either acid suppression with a H,-receptor

ant agoni st, or a prokinetic agent is recomended. The choice of
treatnment shoul d be based on synptons and ot her rel evant patient
characteristics. Screening and treatnment of H. pylori infection
shoul d be considered selectively for inmates with synptons
conpatible with peptic ulcer disease who have failed an initia
trial of acid suppression or treatnment with a prokinetic agent.
A smal | subset of patients with dyspepsia will have underlying or
i nci pient ulcer disease that will respond to H. pylori

eradi cati on.

Inmates with dyspepsia refractory to |ifestyle changes, acid
suppression with H, antagonists, treatnment with prokinetic
agents, or eradication of H. pylori infection should be nmanaged
on a case by case basis. Patients with mld dyspepsia can
frequently be observed and foll owed for spontaneous resolution or
wor seni ng of synptons. Innmates with dyspepsia associated with
GERD should be given a trial of a PPl for 4 weeks. Inmates with
persi stent synptons should be referred for upper endoscopy and

ot her diagnostic studies as clinically indicated. O her
gastrointestinal disorders, particularly biliary disease, should
be consi dered. The devel opnent of weight |oss or

gastroi ntestinal bleeding warrants a thorough investigation. In
refractory cases where an adequate work-up has failed to identify
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a somatic cause of dyspepsia, mmjor depression or an anxiety
di sorder shoul d be considered and treated as appropri ate.

Peptic Ulcer Disease:

- Nonpharmacologic interventions: The nost effective

nonphar macol ogi c intervention for treating peptic ul cer disease

i s snmoki ng cessation, since cigarette snoking markedly del ays the
heal i ng of duodenal ulcers and probably affects the healing of
gastric ulcers. Aspirin and NSAI Ds shoul d be discontinued
whenever feasible. Dietary nodifications such as bland diets,
avoi di ng spicy foods, and eating small neals, are ineffective
interventions for treating peptic ulcer disease.

- H. pylori- associated ulcers: Patients w th duodenal or
gastric ulcers associated wwth H. pylori infection, with or
w t hout synptons, on or off NSAIDs, require treatnent to
eradicate H. pylori. Miltiple antibiotic/antisecretory reginens
are highly effective in treating H. pylori infection associ ated
with peptic ulcer disease as outlined in Appendi x 3. Treatnent
regi mens shoul d be sel ected based on efficacy, potential side
effects, adherence concerns, previous treatnent history, and the
BOP drug fornmulary. Routine testing of H. pylori for antibiotic
resi stance is not reconmended to guide treatnent choices.
Adherence to the conplete treatnent reginmen is essential to
maxi m ze chances for eradication, therefore directly observed
therapy on a daily, every other day, or weekly basis should be
consi dered on a case by case basis.

Post-treatment eval uation for persistent H. pylori infection in
patients with peptic ulcer disease is ordinarily not indicated if
the patient clinically responds to drug therapy. H. pylori
testing for eradication by stool antigen testing, upper
endoscopy, urea breath testing, or other effective nmethod is
indicated for inmates who are persistently synptomatic or have
recurrent synptons, have gastric ulcers associated with early
cancer, or have peptic ulcer disease associated with serious
conplications such as gastrointestinal bleeding or perforation.
Testing for H. pylori eradication should be perforned at |east
four weeks after conpleting treatnent.

PPl therapy should be continued after treatnment of H. pylori
infection on a case by case basis in patients with peptic ul cer
di sease. Factors that favor continued PPl treatnent include the
presence of co-norbid illness, the need for potentially
conplicating nedications such as NSAlI Ds and anti coagul ants, and
the severity of previous ulcer-related conplications.
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- NSAID-related ulcers: Patients diagnosed with peptic ulcer
whi l e taking NSAI Ds should ordinarily be treated in accordance
with the foll owi ng guidelines:

- NSAI Ds shoul d be di scontinued whenever possi bl e.

- H. pylori infection, if present, should be treated with a
standard regi nen.

- If NSAID treatnent is essential, PPl therapy should be
continued at |l east until the ulcer has healed. H, receptor
ant agoni sts and m soprostol are less effective than PPIs for
treating peptic ulcers while patients are taking NSAI Ds.
Abdom nal pain and diarrhea associated with m soprostol al so
reduces patient adherence to therapy. Once the peptic ulcer
has heal ed, chronic prophylaxis with a PPl should be
considered as long as the patient requires anti-inflammtory
medi cations. Substitution of the NSAID with a COX-2
inhibitor is ordinarily not necessary for patients on PPlIs
who al so require chronic NSAID t herapy.

- Zollinger-Ellison Syndrome: Patients with Zollinger-Ellison
syndrone frequently require very high doses of PPIs to contro
synptons. Medi cal managenent shoul d be provided in consultation
with a subspecialist.

- Idiopathic peptic ulcer disease: |nmates with peptic ulcer
di sease of unknown etiology should be treated with PPl therapy
and followed clinically. Surreptitious aspirin or NSAID usage
shoul d be consi dered.

- Invasive interventions: Surgical therapy is rarely necessary
for the managenent of peptic ul cer disease except in nedical
enmer genci es such as uncontrol |l ed henorrhage, perforation, and
pyloric obstruction. Henorrhage can often be | ess invasively
control l ed through endoscopi c thernocoagul ati on or topica
i njection of a henpstatic agent.

- Intractable ulcers: Inmates with confirned peptic ul cer
di sease that fails to heal despite an appropriate therapy should
be carefully evaluated while considering the follow ng possible
contributing factors:

- If the ulcer is in the stomach, a repeat endoscopy is
i ndi cated to evaluate for malignancy

- Nonadherence to H. pylori reginmen is common. (If
retreatnent is considered with a different regi nmen, the
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i nmat e should be placed on daily directly observed therapy)

- Antibiotic resistance to H. pylori (If retreatnment is
considered, a different reginmen should be used; rebiopsy
and/or antibiotic sensitivity testing nmay be hel pful, but
shoul d be considered on a case by case basis)

- Consider surreptitious NSAlID usage

- Consi der hypersecretory syndrone such a Zollinger-Ellison
syndr one

MALT lymphomas: Treatnent of H. pylori infection is indicated
for patients with gastric MALT | ynphomas, since treatnent is
associated with significant disease regression, and rem ssion
when treated in the early stages. Post-treatnment confirmation of
H. pylori eradication is necessary through upper endoscopy, urea
breath test, stool antigen testing, or other approved nethod.

4. CHRONIC MANAGEMENT

GERD: GERD is increasingly recognized as a chronic disease that
requires |ong term managenent of synptons and prevention of
conplications.

- Evaluations: Inmates with chronic GERD shoul d be eval uated by
a clinician as necessary. dinicians should assess synptom
control and the devel opnent of dysphagi a, odynophagi a, or other
synptons that may suggest di sease conplications. Certain inmates
with GERD will have resolution of synptons with treatnent and
will not require naintenance therapy. Owher inmates will require
chronic PPl suppressive treatnent to control their synptons.

Long term PPl usage is both safe and effective and does not
require |laboratory nmonitoring. Pharmacists with appropriate
training and privileging can nonitor inmates with GERD in chronic
care clinics.

- Esophageal stricture: Patients with |ongstanding GERD
associated wth erosive esophagitis are at risk for esophageal
stricture, that often presents clinically as a slowy progressive
dysphagi a, experienced first with food then |iquids, wthout
weight loss. Stricture is ordinarily treated with esophagea
dilatation and chronic PPl therapy.

- Barrett’s esophagus: Barrett’'s esophagus devel ops fromthe
repl acenent of the normal squanous cell epitheliumof the
esophagus above t he gastroesophageal junction by netaplastic
columar epithelium Erosive esophagitis may be confused
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visually with Barrett’s esophagus, therefore biopsy is essenti al
to establish the diagnosis. Barrett’s esophagus is associ ated
with the increasing frequency, severity and duration of GERD
synpt onms, however, sone patients with Barrett’s esophagus are
asynptomatic. In certain patients with Barrett’s esophagus the
nmet apl astic epitheliumunpredictably progresses to dysplasia and
then to adenocarci noma. The risk of adenocarcinoma is directly
related to the length of the dysplastic epithelium in
centineters.

The indications for endoscopic surveillance for Barrett’s
esophagus in patients with GERD are poorly defined. A screening
upper endoscopy for inmates over 50 years of age with chronic
CGERD shoul d be considered. WManagenent of known Barrett’s
esophagus consists of effectively treating GERD and peri odic
endoscopi ¢ surveillance by a subspecialist to detect and neasure
dyspl asti c changes. Endoscopic ablation treatnments may be
effective for dysplasia. PPl therapy alone will not ordinarily

i mprove histol ogi c changes. Esophagectony is reserved for
patients with histol ogic changes at high risk for adenocarci nona.

Dyspepsia: Inmates with chronic dyspepsia should be eval uated on
an ongoi ng basis for synptom pattern changes, particularly the
devel opnent of alarm synptons that warrant further eval uation
such as gastrointestinal bleeding, unintentional weight |oss, and
nausea and vomting. Many patients with dyspepsia have
intermttent or chronic dyspepsia that can be effectively managed
with synptomatic treatnent alone. Pharnmacists with appropriate
training and privileging can nonitor inmates with dyspepsia in
chronic care clinics.

Peptic Ulcer Disease:

| nmates with unconplicated peptic ul cer disease who clinically
respond to treatnent for H. pylori do not require PPl maintenance
t herapy or ongoing clinician nonitoring. |nmates on mai nt enance
PPl therapy for conplicated or recurrent peptic ulcer disease
associated with H. pylori infection should be periodically
nmonitored by a clinician.

Inmates with histories of NSAID-rel ated peptic ul cer disease who
require chronic NSAI Ds should be nonitored closely for recurrent
ul cer disease and ordinarily require chronic PPl therapy.
Substitution of the NSAID with a cycl ooxygenase 2 (COX-2)
inhibitor is not usually necessary while the patient is on PP
therapy. |If ulcer disease recurs with PPl prophyl actic therapy,
a subspecialty consultation is warranted.

18



COX-2 inhibitors should be considered for patients with a history
of peptic ul cer disease or gastrointestinal bleeding who no

| onger require PPl therapy, but who require chronic anti-

i nfl ammat ory medi cati on.

Patients with Zollinger-Ellison syndrome require ongoing
nmonitoring by a physician for recurrent ul cer di sease and ongoi ng
consultation with a subspecialist as necessary.

5. INMATE EDUCATION

| nmat es di agnosed with GERD or peptic ul cer disease should
recei ve education froma health care provider on the managenent
and treatnment of their condition at the tinme of diagnosis and
periodically during clinician evaluations and during treatnents
adm ni stered by nursing and pharmacy staff. Inmates with chronic
di sease shoul d be considered for nore intensive individual or
group educational efforts. Educational resources are attached in
Appendi ces 4-6.

ATTACHMENTS

Appendi x 1: Treat nent of Gastroesophageal Reflux D sease
( CERD)

Appendi x 2: Treat ment of Dyspepsia, Peptic U cer Disease and
H. pylori

Appendi x 3: Drug Treatnment Options for GERD and H. pylori-
associ ated Peptic U cer D sease

Appendi x 4: Resources: CERD, Dyspepsia, Peptic U cer D sease,
and H. pylori Infection

Appendi x 5: Patient Information: Gastroesophageal Refl ux
Di sease (GERD)

Appendi x 6: Patient Information: Peptic Ucer D sease and H.
pylori infection

Appendi x 7: Provi der Sel f-Assessnent: GERD, Dyspepsia, Peptic

U cer D sease and H. pylori Infection.
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Appendi x 1

TREATMENT OF GASTROESOPHAGEAL REFLUX DISEASE (GERD)

DIAGNOSIS
history/physical examination
heartburn/acid indigestion
chest discomfort/ R/O cardiac dx

!

IDENTIFY HIGH RISK PATIENTS
refer directly for upper endoscopy for dysphagia, history of Barrett’s esophagus, GI bleeding
otherwise pursue STEP therapy
!

STEP 1 - LIFESTYLE CHANGES/ANTACID TX
patient education/ smoking cessation/avoid caffeine
small meals/reduce fat content/weight reduction as indicated
no lying down after eating/no eating 2 hours before bedtime
drug adjustments when appropriate
antacid therapy

!

STEP 2 - H, BLOCKER THERAPY
H, antagonist drug trial for 8 weeks
+/- prokinetic agent (long term treatment not recommended)
!

STEP 3 - PROTON PUMP INHIBITOR DRUG THERAPY (LOW DOSE)
PPI drug trial for 4 weeks (maximize one daily therapy)
!

STEP 4 - PROTON PUMP INHIBITOR DRUG THERAPY (HIGH DOSE)
first pursue further diagnostic tests to confirm diagnosis
- ambulatory pH monitoring +/- upper endoscopy
high dose PPI therapy if GERD confirmed
!

STEP 5 - SURGICAL INTERVENTION

Obtain subspecialty consultation for refractory cases
Specialized surgical intervention may be indicated
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Appendi x 2

TREATMENT OF DYSPEPSIA, PEPTIC ULCER DISEASE & H. PYLORI

DIAGNOSIS
+ dyspepsia without heartburn or acid indigestion
history/physical examination
laboratory studies as necessary
l

RISK STATUS ASSESSMENT - IDENTIFY HIGH RISK PATIENTS
any alarm symptoms such as GI bleeding, unexplained anemia, unintentional weight loss
age > 50 who fails to respond to brief trial of H, antagonist or prokinetic agent
previous gastric surgery
|
refer directly for upper endoscopy/stop NSAIDs /biopsy all gastric ulcers
ulcer positive/ H. pylori + = tx with H. pylori regimen
ulcer negative = tx as non-ulcer dyspepsia (H. pylori tx not recommended)
ulcer positive/ H. pylori negative = targeted diagnostic workup
!

PURSUE STEP THERAPY FOR LOW RISK PATIENTS
(at every step - monitor closely for alarm symptoms/refer directly for upper endoscopy as indicated)

STEP 1 - smoking cessation/dietary changes/drug adjustments (stop NSAIDs)/antacid trial
!

STEP 2 - 8 week trial of H, antagonist or prokinetic agent™*
(choice dependent on symptom presentation and patient characteristics)
!

STEP 3 - test for H. pylori if ulcer symptoms present and treat if positive
if H. pylori negative or no response to treatment
!

STEP 4 - pursue any or all of the following actions dependent on patient characteristics
- observe and monitor closely for alarm symptoms
- trial of PP if dyspepsia is complicated by GERD symptoms
- further diagnostic study - upper endoscopy/biliary ultrasound/abdominal CAT scan
- GI subspecialty consultation

* Long term treatment with metoclopramide is not recommended due the abatement of drug efficacy over
time and the potential for extrapyramidal side effects and tardive dyskinesia.
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Appendi x 3

Drug Treatment Options for GERD and H. pylori-
associated Peptic Ulcer Disease

Medications Used in the Treatment of GERD

*Please refer to current BOP National Formulary*

DRUG DOSAGE COMMENTS
ANTACIDS
Li quid or 1-2 tablets or 15-30 cc, one Al umi num consti pation
Tabl et Antacid | hour before neals, two hours Magnesi um di arr hea
(rmagnesi um after neals, and at HS
al um num or (additional doses may be

cal ci um
car bonat e)

suppl enent ed PRN)

H, RECEPTOR BLOCKERS (Low dose, over-the-counter)

C metidi ne 200 - 400 ng BID Caution: Inhibits cytochrone P-
450 system nmany drug
i nteractions; gyneconastia

Rani ti di ne 75 mg BID Rare side effects

Fanot i di ne 10 ng BID Rare side effects

Ni zat adi ne 75 mg BID Rare side effects

PROKINETIC AGENTS

Met ocl opramide |10 ng TID- @D Avoid | ong-termuse due to

potential for extrapyrani da
effects (e.g. tardive dyskinesia)

H, RECEPTOR BLOCKERS (High dose for GERD)

Rani ti di ne 150 ng BIDto QD or 300 ng BID
Fanoti di ne 20 - 40 ng BID
Ni zat adi ne 150 ng BID

Continued, next page (Proton

Pump Inhibitors)
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Medications Used in the Treatment of GERD

*Please refer to current BOP National Formulary*

PROTON PUMP INHIBITORS

(Tend to be well-tol erated)

Lansoprazol e

H GH DOSE: 30 ng BID

Oneprazol e

LOWDOSE: 10 - 2
H GH DOSE: 20 ng BID

LOWDOSE: 15 - 30 ng once daily
0

mg once daily

Headache i s npbst conmon side
effect.

Pant oprazol e

40 ng once daily

Do not split, crush or chew
tablets. Hi gher doses not
i ndi cated. (Current indication is

for 8 week course for erosive
esophagi tis)

Esomepr azol e

LOW DOSE: 20 nmg once daily
H GH DOSE: 40 nmg once daily

Contai ns only one isomer of which
Oneprazol e contains both d and |.
May be enptied into appl esauce

but not crushed or chewed.
Rabepr azol e 20 nmg once daily Do not split, crush or chew
tabl et s.

TREATMENT OF HELICOBACTER PYLORI INFECTION

PREFERRED REGIMENS FOR TREATMENT OF H. PYLORI (14 day regimens)

1| Lansoprazole 30 nmg BID

A arithromycin 500 ng BID

Amoxicillin 1000 mg BID

2 | Lansoprazole 30 ng BID

Clarithromycin 500 ng BID

Met roni dazol e 500 nmg BID

3 | Ranitidine-Bisnuth
Citrate (RBC) 400 ng BID

A arithromycin 500 ng BID

Anoxicillin 1000 ng BID

or
Met r oni dazol e 500 ng BI D
or
Tetracycline 500 mg BID

4 | Lansoprazol e 30 ng once
daily

Met roni dazol e 500 ng TID

Tetracycline 500 ng QD
and Bi smut h subsalicyl ate
525 ng QD

5| Ranitidine 150 ng BID or
Fanoti dine 20 ng BID

THEN Continue the H,

bl ocker for an additiona
two weeks after

anti biotics

Met r oni dazol e 250 mg QID

Tetracycline 500 ng QD
and Bi snuth subsalicyl ate
525 ng QD

Regi mens are all

treat nent regi nens, and cost.

greater than 90%effective in eradicating H. pylori,
regi men shoul d be sel ected based on adherence issues,

23

patient tol erance,

specific
pri or




Appendi x 4

RESOURCES
(GERD, Dyspepsia, Peptic Ulcer Disease & H. pylori)

National Institute of Diabetes and Digestive and Kidney Disease
National Institutes of Health

TELE: 301-654-3810

VEEBSI TE: http://ww. ni ddk. ni h. gov

Centers for Disease Control and Prevention

National Center for Infectious Diseases
TELE: 1-888- MW ULCER/ 1-888-698-5237
VEBSI TE:  www. cdc. gov/ ni cdod/ dbrmd/ hpyl ori . ht m

American College of Gastroenterology
VEBSI TE: http://ww. acg. gi.org

American Gastroenterological Association
TELE: 301-654- 2055
VEBSI TE: http://ww. gastro. org/ physici an. ht n

Canadian Association of Gastroenterology
VEBSI TE: http://ww. gi.ucal gary. ca
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Appendi x 5

PATIENT INFORMATION: Gastroesophageal Reflux (GERD)*

What Is Gastroesophageal Reflux?

“CGastroesophageal ” refers to the stomach and esophagus. “Refl ux”
means to flow back or return. Therefore, gastroesophageal refl ux
is the return of the stomach's contents back up into the
esophagus. I n normal digestion, the | ower esophageal sphincter
(LES) allows food to pass into the stomach and cl oses to prevent
food and acidic stomach juices fromflow ng back into the
esophagus. (Gastroesophageal reflux occurs when the LES i s weak
or relaxes inappropriately allowng the stonmach's contents to
flow up into the esophagus. The severity of GERD depends on LES
dysfunction as well as the type and anmount of fluid brought up
fromthe stonmach and the neutralizing effect of saliva.

What Is the Role of Hiatal Hernia®?

Some doctors believe a hiatal hernia may weaken the LES and cause
reflux. Hiatal hernia occurs when the upper part of the stomach
noves up into the chest through a small opening in the di aphragm
(di aphragmatic hiatus). The diaphragmis the nuscle separating
the stomach fromthe chest. Recent studies show that the opening
i n the diaphragm acts as an additional sphincter around the | ower
end of the esophagus. Studies also show that hiatal hernia
results in retention of acid and other contents above this

openi ng. These substances can reflux easily into the esophagus.

Coughi ng, vomting, straining, or sudden physical exertion can
cause increased pressure in the abdonen resulting in hiatal
hernia. Obesity and pregnancy also contribute to this condition.
Al t hough considered a condition of mddle age, hiatal hernias
affect people of all ages. H atal hernias usually do not require
treatment. However, treatnent may be necessary if the hernia is
i n danger of becoming trapped or is conplicated by severe GERD or
esophagitis (inflammation of the esophagus). The doctor may
perform surgery to reduce the size of the hernia or to prevent
strangul ati on.

What Other Factors Contribute to GERD?

Dietary and |ifestyle choices nay contribute to GERD. Certain

f oods and beverages, including chocol ate, peppermnt, fried or
fatty foods, coffee, or alcoholic beverages, nay weaken the LES
causing reflux and heartburn. Cigarette snoking al so rel axes the
LES and contributes to GERD synptons. (besity and pregnhancy can
al so cause GERD
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What Does Heartburn Feel Like?

Heartburn, also called acid indigestion, is the nost conmon
synptom of GERD and usually feels |ike a burning chest pain

begi nni ng behi nd the breastbone and novi ng upward to the neck and
throat. Many people say it feels like food is com ng back into
the nouth | eaving an acid or bitter taste.

The burning, pressure, or pain of heartburn can |last as long as 2
hours and is often worse after eating. Lying down or bending
over can also result in heartburn. Mny people obtain relief by
standi ng upright or by taking an antacid that clears acid out of
t he esophagus.

Hear t burn pain can be m staken for the pain associated wth heart
di sease or a heart attack, but there are differences. Exercise
may aggravate pain resulting fromheart disease, and rest may
relieve the pain. Heartburn pain is less |ikely to be associ ated
wi th physical activity.

What Is the Treatment for GERD?

Doctors recommend lifestyle and dietary changes for nost people
with GERD. Treatnent ains at decreasing the anmount of reflux or
reduci ng danage to the lining of the esophagus from refl uxed

mat erials. Avoiding foods and beverages that can weaken the LES
is reconmended. These foods include chocol ate, peppermnt, fatty
foods, coffee, and al coholic beverages. Foods and beverages that
can irritate a damaged esophageal |lining, such as citrus fruits
and juices, tomato products, and pepper, should al so be avoi ded.

Decreasing the size of portions at nealtinme may al so hel p control
synptons. Eating neals at least 2 to 3 hours before bedtine may
| essen reflux by allowing the acid in the stomach to decrease and
the stomach to enpty partially. |In addition, being overwei ght

of ten worsens synptons. Many overwei ght people find relief when
t hey | ose wei ght.

Cigarette snoki ng weakens the LES; therefore, stopping smoking is
very inportant to reduce GERD synptons. Antacids taken regularly
can neutralize acid in the esophagus and stomach and stop
heartburn. Many people find that nonprescription antacids

provi de tenporary or partial relief. Long-termuse of antacids,
however, can result in side effects, including diarrhea, altered
cal cium netabolism (a change in the way the body breaks down and
uses cal ciun), and buildup of magnesiumin the body. Too nuch
magnesi um can be serious for patients with kidney disease. |If
antacids are needed for nore than 3 weeks, a doctor should be
consul t ed.

26



For chronic reflux and heartburn, the doctor nay prescribe

nmedi cations to reduce acid in the stomach. These nedi ci nes

i nclude H, bl ockers, which inhibit acid secretion in the stomach,

and proton punp (or acid punp) inhibitors, that inhibit an enzyne
(a protein in the acid-producing cells of the stonmach) necessary

for acid secretion.

O her approaches to therapy will increase the strength of the LES
and qui cken enptying of stomach contents with notility drugs that
act on the upper gastrointestinal (d) tract.

Tips To Control Heartburn

1. Avoid foods and beverages that affect LES pressure or
irritate the esophagus lining, including fried and fatty

f oods, pepperm nt, chocol ate, al cohol, coffee, citrus fruit
and juices, and tomato products

2. Lose weight if overweight

3. Stop snoking

4. Elevate the head of the bed 6 inches

5. Avoid lying down until 2 to 3 hours after eating
6

Take an antacid

What If Symptoms Persist?

People with severe, chronic esophageal reflux or with synptons
not relieved by the treatnent described above may need a nore
conpl ete diagnostic evaluation. Doctors use a variety of tests
and procedures to exam ne a patient with chronic heartburn.

For patients in whomdiagnosis is difficult, doctors nay neasure
the acid levels inside the esophagus through pH testing. Testing
pH nonitors the acidity | evel of the esophagus and synptons
during neals, activity, and sl eep.

Endoscopy is an inportant procedure for individuals with chronic
GERD. By placing a small lighted tube with a tiny video canera
on the end (endoscope) into the esophagus, the doctor may see
inflammation or irritation of the tissue lining the esophagus
(esophagitis). |If the findings of the endoscopy are abnornmal or
guestionabl e, biopsy (renoving a small sanple of tissue) fromthe
[ining of the esophagus may be hel pful.
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Does GERD Require Surgery?

A smal | nunber of people with GERD may need surgery because of
severe reflux and poor response to mnedical treatnent.
Fundoplication is a surgical procedure that increases pressure in
t he | ower esophagus. However, surgery should not be considered
until all other neasures have been tried.

What Are the Complications of Long-Term GERD?

Sonetimes GERD results in serious conplications. Esophagitis can
occur as a result of too nuch stomach acid in the esophagus.
Esophagitis may cause esophageal bleeding or ulcers. In
addition, a narrowng or stricture of the esophagus nmay occur
fromchronic scarring. Sone people develop a condition known as
Barrett's esophagus, which is severe danage to the skin-Ilike
lining of the esophagus. Doctors believe this condition may be a
precursor to esophageal cancer. Ongoing nonitoring of known
Barrett’ s esophagus is necessary so that treatnents can be

provi ded when indicated to prevent cancer.

Conclusion

Al though GERD can limt daily activities and productivity, it is
rarely life-threatening. By understanding the causes of GERD
seeking proper treatnment, and follow ng their doctors’

i nstructions, nost people will find relief fromtheir disconfort.

*Adapted FROM NI H Publication No. 94-882, Septenber 1994
e-text posted: February 1998. e-text |ast updated: April 2000
This e-text is not copyrighted.
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Appendi x 6

PATIENT INFORMATION: Peptic Ulcer Disease & H. pylori¥*

What Is a Peptic Ulcer?

A peptic ulcer is a sore on the lining of the stomach or
duodenum which is the beginning of the small intestine. Peptic
ul cers are common: one in every 10 Anericans devel ops an ul cer at
sonme time in his or her life. The main cause of peptic ulcer is
bacterial infection, but sone are caused by |ong-term use of
nonsteroidal anti-inflammtory agents (NSAIDs), |ike aspirin and
| buprofen. In a few cases, cancerous tunors in the stomach or
pancreas can cause ulcers. Peptic ulcers are not caused by spicy
food or stress.

What Is H. pylori?

Helicobacter pylori (H. pylori) is a type of bacteria.
Researchers recently discovered that H. pylori causes al nost al
peptic ulcers, accounting for up to 80 percent of stomach ulcers
and nore than 90 percent of duodenal ulcers. H. pylori infection
is an extrenely comon infection, however, nost infected persons
are unaware they are infected and do not devel op ulcers. Wy H.
pylori causes ulcers in only a subset of infected persons is
unknown. Researchers are not certain how peopl e becone infected
with H. pylori, but they think it may be through food or water.

How Does H. pylori Cause a Peptic Ulcer?

H. pylori weakens the protective nucous coating of the stomach
and duodenum which allows acid to get through to the sensitive
lining beneath. Both the acid and the bacteria irritate the
lining and cause a sore, or ulcer. H. pylori is able to survive
in stomach acid because it secretes enzynes that neutralize the
acid. This nechanismallows H. pylori to nmake its way to the
"safe" area--the protective nucous lining. Once there, the
bacterium s spiral shape helps it burrow through the nucous
['ining.

What Are the Symptoms of an Ulcer?

Pain is the nost common synptom The pain usually is a dull,
gnawi ng ache. The pain conmes and goes for several days or weeks.
It may occur 2 to 3 hours after a neal or in the mddle of the

ni ght (when the stomach is enpty). Pain may be relieved by food.
O her synptons include poor appetite, bloating, burping, nausea,
and vomting. Some people experience only very mld synptoms, or
none at all.
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The foll owi ng “ALARM synptons are associated with ul cer disease
and shoul d al ways be di scussed with a health care provider:

- Sharp, sudden, persistent stomach pain

Bl oody or bl ack stools

Bl oody vomt or vomt that |ooks |ike coffee grounds

- Unintentional weight |oss

- Nausea, vomting, or fullness after eating that does not
go away with treatnent

How Is an H. pylori-related Ulcer Diagnosed?

To see if synptonms are caused by an ulcer the doctor will either
consider a trial of medications or performan endoscopy. An
endoscopy is an examw th an endoscope, a thin, lighted tube with

a tiny camera on the end. The patient is lightly sedated, and
the doctor carefully eases the endoscope through the patient's
nmout h and down the throat to the stomach and duodenum This
allows the doctor to see the Iining of the esophagus, stomach,
and duodenum The doctor can use the endoscope to take photos of
ulcers or renove a tiny piece of tissue to view under a

m cr oscope.

Diagnosing H. pylori

If an ulcer is found on endoscopy, the doctor will test the
patient for H. pylori. This test is inportant because treatnent
for an ul cer caused by H. pylori is different fromthat for an
ul cer caused by NSAIDs. H. pylori is diagnosed through bl ood,
breath, tissue, and stool tests. Blood tests are the nost
common. They detect antibodies to H. pylori bacteria. Blood is
taken at the | aboratory through a finger stick.

Breath tests are mainly used after treatnment to see if treatnent
wor ked, but they can also be used in diagnosis. The test is
called a urea breath test. The patient drinks a solution of urea
that contains a special carbon atom If H. pylori is present, it
breaks down the urea, releasing the carbon. The blood carries
the carbon to the lungs, where the patient exhales it. Tissue
tests require a biopsy specinen of the ulcer that are stained,
exam ned, or cultured for H. pylori. Stool tests neasure the
presence of a H. pylori protein to determine if infectionis
still present.

How Are H. pylori Peptic Ulcers Treated?

Aci d suppressing agents such as H,- bl ockers and proton punp

i nhi bitors have been prescribed alone for years as treatnments for
ul cers. But used alone, these drugs do not eradicate H. pylori,
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and therefore do not cure H. pylori-rel ated ul cers.

Ef fective treatnent requires several drugs that together Kil
bacteria, reduce stomach acid, and protect the stomach |ining.
Antibiotics are used to kill the bacteria. Agents such as proton
punp i nhi bitors suppress acid production by halting the mechani sm
that punps the acid into the stonmach. Bisnmuth subsalicylate, a
conmponent of Pepto-Bisnol, is used to protect the stomach |ining
fromacid. It also kills H. pylori. Treatnent usually involves
a conbination of antibiotics, acid suppressors and stonach
protectors. Unfortunately, patients may find multiple drug

t herapy conplicated because it involves taking as many as 20
pills a day. Also, the antibiotics used may cause nmld side

ef fects such as nausea, vomting, diarrhea dark stools, netallic
taste in the nouth, dizziness, headache, and yeast infections in
wonen. (Mbst side effects can be treated by stopping the

medi cation.)

Can H. pylori Infection Be Prevented?
No one knows for sure how H pylori spreads, so prevention is
difficult.

POINTS TO REMEMBER

- Apeptic ulcer is a sore in the lining of the stomach or
duodenum

- Most peptic ulcers are caused by the H. pylori bacterium None
are caused by spicy food or stress.

- H. pylori may be transmtted from person to person through
contam nated food and water.

- Always wash your hands after using the bathroom and before
eati ng.

- Antibiotics are the nost effective treatnment for H. pylori
peptic ul cers.

* Adapted fromthe National Digestive D seases Information
Cl eari nghouse, NI H Publication No. 97-4225 Cctober 1997
e-text | ast updated: 30 January 1998

This e-text is not copyrighted.
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Appendi x 7

PROVIDER SELF-ASSESSMENT
(GERD, Dyspepsia, Peptic Ulcer Disease and H. pylori)

1. Match the conmmon synptom presentation with the foll ow ng
medi cal conditions: PANCREATI TI' S CHOLECYSTI TI S, PERFORATED ULCER,
| RRI TABLE BONEL SYNDROME, CGERD.

Sudden severe abdom nal pain

Substernal burning radiating to the neck

Abdom nal bloating relieved with defecation

M depigastric pain after eating radiating to the back

Ri ght upper quadrant pain after eating radiating to the back

mooOw>

2. Which of the following conditions can initially present with
nausea or vomting or abdom nal disconfort?

Pneunoni a

Myocardi al infarction
Pyel onephritis
Pancreatitis

Al of the above

mooOw>

3. Wiich of the following is false regarding the diagnosis of
patients with abdom nal pain?

A Patients with GERD usually have a normal abdom nal
exam nati on

B Rebound tenderness with a qui et abdomen requires eval uation
for an acute abdom nal event.

C. M depi gastric disconfort is highly specific for the
di agnosi s of peptic ul cer disease.

D) Ri ght upper quadrant tenderness to pal pation with
inspiration may indicate acute chol ecystitis.

Wi ch of the followi ng statenents regarding GERD is fal se?

4

A Heartburn and acid indigestion synptons are highly sensitive
and specific for GERD

B. Nocturnal asthma synptons may be indicative of GERD

C GERD may require chronic therapy.

D. The absence of a hiatal hernia makes GERD unlikely.
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5. Which of the follow ng statenents regardi ng peptic ul cer
di sease is fal se?

A NSAlI Ds avail able for 1V use can cause peptic ul cers when
adm ni stered i ntravenously.

B The increased risk of peptic ulcers associated with NSAIDs
is dose-rel at ed.

C. Low dose aspirin does not increase the risk of peptic ulcer
di sease.

D. O der patients are at an increased risk of NSAI D associ ated

peptic ul cer.
6. Which of the followng is false regarding H. pylori?

Most persons with H. pylori infection have chronic
gastritis.

Eradi cation of H. pylori infection is determ ned by testing
anti body levels follow ng drug treatnent.

Most peptic ulcers are associated with H. pylori infection.
Testing for eradication of H. pylori infection follow ng
treatment is not routinely indicated.

oo w >

7. Wiich of the following is an ineffective treatnent for peptic
ul cer disease?

Bl and di et/avoi ding spicy foods/small neals
Snoki ng cessati on

St op NSAI Ds

H. pylori treatnment

Surgi cal intervention

moow»

8. Most patients with peptic ulcer disease are cured when H.
pyvlori 1S eradicated, but recurrent ulcer disease is comon,
TRUE or FALSE.

Which of the following is false regarding the chronic
nagenent of patients with GERD or peptic ul cer disease?

9.
ma
A Persons with | ongstandi ng GERD shoul d be nonitored for
dysphagi a.
B. Most patients with H. pylori-related ulcers require |ong
term PPl therapy to prevent recurrence.
C The incidence of Barrett’s esophagus is directly related to
the severity and duration of CGERD
D. Gastric ulcers warrant closer nonitoring than duodenal

ul cers.
E PPls are effective in healing and preventing peptic ulcers
I n patients who nust take NSAI Ds.
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10. VWhich of the followng is not a potential cause for
treatnment failure of peptic ulcer disease?

A Nonadherence to H. pylori treatnent reginen
B. PPl resistance

C. Zol l'inger-Ellison syndrone

D. Gastric cancer

E. Undi scl osed aspirin use

11. An inmate with GERD is persistently synptomatic after being
started on 15 ng of |ansoprazole in the norning. Wich of the
following is the nost reasonabl e next step?

Maxi m ze single dose PPl therapy

G ve PPl at night rather than in the norning
Add H, antagoni st to PP

Add antacids to PPI

Bernstein test

mooOw>
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PROVIDER SELF-ASSESSMENT ANSWERS
(GERD, Dyspepsia, Peptic Ulcer Disease and H. pylori)

=

Matching answers:

Perforated peptic ulcer
GERD

Irritable bowel syndrone
Pancreatitis

Chol ecystitis

mooOw>

™

Answer is E

Vague abdom nal synptons and/or nausea and vonmiting nay be the
presenting conplaint in patients with a variety of serious
di seases.

3. Answer is C

Al t hough patients with peptic ulcers may have a gnaw ng, bori ng,
pain in the mdepigastrium overall, patient synptom
presentations are not highly specific or sensitive for diagnosing
peptic ul cer disease.

4. Answer is D

Many persons with GERD do not have a hiatal hernia; and many
persons with a hiatal hernia do not have CGERD.

5. Answer is C

The increased risk of peptic ulcer disease associated wi th NSAID
use i s dose-rel ated, however, even |ow dose aspirin increases the
ri sk of ulcer disease. The ulcerogenic effects of NSAIDs are
both topical and system c, therefore parenteral adm nistration of
NSAlI Ds can cause peptic ul cers.

6. Answer is D

Most peptic ulcers are associated with H. pylori infection and
heal with eradication of the organism Since treatnent reginens
agai nst H. pylori are highly effective, post-treatnent testing
for H. pylori eradication is not ordinarily indicated. Serum
anti bodi es decline unpredictably after treatnment of H. pylori and
may remain positive for several years despite effective therapy.
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7. Answer is A

Al of the treatnment interventions with the exception of a bl and
diet are effective treatnents for peptic ulcer disease. Surgery
is rarely required since the advent of H. pylori therapy and
proton punp inhibitors.

8. Answer is FALSE

Most patients with peptic ulcers associated with H. pylori can be
cured of ulcer disease with a low risk of recurrent disease.

9. Answer is B

Most i nmates who have undergone successful eradication of H.
pylori, and have a healed ulcer, will not require ongoing
medi cati ons, including PPIs, nor routine Chronic Care Cinic
fol | ow up.

10. Answer is B

PPl resistance does not occur in the setting of H. pylori
treat nent.

11. Answer is A

The addition of antacids or H, antagonists to PPl therapy offers
no additional benefit. PPl treatnment should be maxim zed by

gi ving single dose therapy of 30 ng of |ansoprazole before neals,
not at bedtinme. Twi ce daily therapy of 15 ng | ansoprazol e should
not be prescribed. Twi ce daily |ansoprazole therapy in dosages
greater than 30 ng total daily dose or other PPl reginens with
Bl D dosagi ng should only be considered if maxi mal single daily
dosagi ng has failed. The Bernstein test is not routinely
recomrended for evaluating patients with suspected GERD who f ai
to adequately respond to PPl therapy. Anbulatory pH nonitoring
and in sone cases upper endoscopy are nore effective diagnostic
procedures for assessing GERD synptons on PPIs.
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