1 PEPTIC ULCER DISEASE (PUD)

. PUD is characterized by mucosal damage seconda i

. ara ry to pepsin & gas i i
« Itisthe prlncrplal cause of upper gastrointestinal (UGI) heml::rrhagg.le M
» Mostcommonly oceurs in the stomach & i o i

i praximal duodenum; infrequently, in the lower esophagus, distal duodenum or
« Giantulcer w/ size of 3 cm, is an atypical type of PUD that

; m, IS a atis now rarely encountered

« Refractory PUD is considered in patents w/ ulcer that failed to heal aﬂ:r 8-12 wk of therapy

N DIAGNOSIS
. Usually based on clinical features & specific testing, however, signs &symptoms are nonspecific
I
Clinical Features
. E[;uge_lstm:::I pain is the most common symptom of PUD but occurs only in minerity of patients
- ;Zwt of duodenal ulcer usually occurs 2-3 hr after a meal, improves w/ food or antacid, & sometimes awakens patient at
- Pain of gastric ulcer is more commonly worsened by food intake
- May be associated w/ weight loss due to fear of food intake
» Other symptoms'lr)clu_cle indigestion, vomiting, loss of appetite, inability to tolerate fatty foods, heart burn
. Nausea & vomiting is commonly experienced by patients w/ prepyloric or pyloric channel ulcers

Risk Factors
» In70% of cases, 25-64 yr old patients are affected
. :lgs ge%:ilizael?;f cases are secondary to Helicobacter pyloriinfection & nonsteroidal anti-inflammatory drugs (NSAIDs),
- NSAIDs inhibit the formation of prostaglandins & their protective effect on the gastric mucosa (ie stimulates muc
bicarbonate secretion & epithelial cell proliferation, & increase of mucosal blood flow)
. Patients who are on long-term NSAIDs have an annual risk of life-threatening ulcer-relate
- H. pyloriplus NSAID use increases the risk & intensity of NSAID-related mucosal damage
« Other causes may include use of steroids, bisphosphonates, potassium ch loride or chemotherapeutic agents, presence of
acid-hypersecretory states (eg Zollinger-Ellison syndrome), cancer or stress [eg multiorgan failure, ventilator support,
extensive burns (Curling's ulcer) or head injury (Cushing's ulcer)]
« Inpatients w/ NSAID-related GI complications, additional contributing factors include history of complicated Gl event, age,
concomitant use of anticoagulants, corticosteroids, other NSAIDs including low-dose Aspirin, high-dose therapy, chronic

debilitating disorders
Alarm Symptoms
+ Hematemesis or melena may suggest bleeding
« Vomiting may be due to obstruction
« Anorexia or weight loss may suggest cancer
« Upper abdominal pain radiating to the back that persists may be due to penetration
« Spreading upper abdominal pain that is severe may suggest perforation

Physical Exam

+ Typically indistinct espin patients w/ uncomplicated PUD
- Most patients may only have mild epigastric tendemess

« Acute abdomen may be presentin patients w/ perforation

« Anemia may be observed in patients w/ hemorrhage

Diagnostic Procedures
Esophagogastroduodenoscopy (EGD) = e
« Identifies gastric & duodenal ulcers & cancers w/ 90% sensitivity & specificity

- NSAID-associated lesions typically presents w/ shallow flat antral ulcer w/ associated lesions
ht loss, chronic PUD, persistent vomiting or any alarm features that

« Recommended in patients w/ evidence of bleeding, weigh ]
may suggest significant structural disease or malignancy, in pat ients whose symptoms do not respond to pharmacotherapy,
& in >50 yr old patients w/ new-onsetdyspepsia
« Main role in uncomplicated PUD is to confirm the dia

« May be used for surveillance of ulcers ) )
- Should be considered in patients w/ duodenal ulcers who have persistent symptoms despite an appropriate therapy

- May rule out refractory peptic ulcers & ulcers w/ nonpeptic origin
- Has low yield if patients’ symptoms resolved after course of acid sup
discontinuation of NSAIDs
- May identify gastric cancer early in patients w/ gastric ulcer, hence improving survival

- Should be performed depending on patients risk for gastric ulcer
- Should be considered in patients w/ gastric ulcer w/o clear etiology & in those who did not undergo biopsy during index

us &

d complication of 1-4%

gnosis & to rule out cancer

pression w/ eradication treatment for H pylori, &

EGD
- Should be performed in patients w/ refractory PUD until the ulcer has healed or the etiology has been identified
« Allows biopsy of gastric lesion
er borders, & abnormal

- Indicated in gastric ulcer w/ features of cancer (ie associated mass lesion, elevated irregular ulc

adjacent mucosal folds)
. Atfirst, some malignant ulcers
- 2.5% of malignant ulcers may
- Ulcers that are not healed after
- Routine cytologic brushings may addfothes

may appear endoscopically benign

have false-negative biopsy results

8-12 wk of medical therapy should have a repeat biopsy

ensitivity but is not advised as an alternative or adjunct to endoscopic biopsy

-
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E DIAGNOSIS (CONT'D)

Diagnostic Proceduras (Cont'd)
Esophegogastredundonoscopy (Cont'd) _ )
« May also be used In diagnasing, bragnosticating, & managing compiications of mnﬂdm tiloed transfusion, shonen
5 IttlaElth‘ll]FUD. EGD dane win 24 hy ol gdmisssan has mﬁm‘ﬂ'ﬂdlﬂ?muwmm i
intansiva care unil (ICU) & hospdal stays, decrass need for surgery, lowers R8Iy B0 L oo
- Patints w! fealures of high risk of retilesding on endoscapy [ia presance of adharen €018 8 0 L e
arterial biseding) shoukd Undargn endoscapic therapy to aain hemastasis & to lower e T84T EIR
- RAepeat endoscopic therapy is advised prior to considering surgical o radictagical interverifion in p
after initial endessopic Maragy .
- Allows idenification of uleer penatration to adjacent cegens like iver & ?plﬂ'entmmf:;;‘ﬂpﬂﬁr phisinad via endoscopy
= Important in confirming the presence & distinguishing benign fram malignant o . : 1
- E o ballon -:Ehaunnhns heen usad to manage benign gestric oullet cbsiruction causing good o excellent shon
b al symiploins n B7-353% of patiants
» Coniraindicated in patients w' acute perforated peplic ulcer
- In some studies, roée has been limited in idantifying perforation site & in guiding subsequent laparoscopic intercorporaal
suilure repai w' omental palch ol
v Histological exam, cultune, or rapid ureasa testing of M pyiordmay also be done endoscapically
- Please see Helicobacter pyion Infection Disease Managemant Char for details
Radiologle Upper Gastrolntestinal Series
= May be an optionwhen EGD is not available :
+ Mot effactive in identifying ulcers of <0.5 cm In siza & does nat aliow biopsy
Lab Tests
» W mminimal rele in evalusting patants w uncomplicated PUD
«  Fasting serum gastin level may be done in patients w/ duogenal ulcer in whom presence of other diagnosis (eg
Zollinges-Ellizon syndromea) Is suspected
- Please sea Zolinger-Ellison Syndrome Diseass Management Chart for details _
= Hpplortestingis imimtm:ﬁagnm & ranage concomitant infection which may include seraiogic ELISA, urea breath
tastor siogd anligen les
« Please sea Halicobacier pyian Infection Disease Management Chart for Getails

[A] NONPHARMACOLOGICAL THERAPY

Patient Education
Alcohol
= Alcohol is a strong promaoter of acid sacration

« Algo an independent risk factor for PUD
- Cheronic alcohol drinkers develop wlcaration while occassional drinker may only have gastritis

+ Recurence rales of patients who consume alcohel were significantly higher in patients w/ gasiric
ulcer recurrence compared to duodenal ulcer recurrence W ulcers reappearing at the same or
adjacent sites as the previous ulcers

Diet

* There is imiled or no evidence that changing the diet fastens ulcer healing or prevenis recurrence

« Patient should be advised to avoid specific foods that may precipitate dyspepsia
- Milk has bean shown to be a potent pastric acid secretion stimulus

Medication Use

¥ Agpirin, N3AIDs & corficosieroids can cause peptic ulceration

« Patient shouid be advised o discontinue NSAID use; If not possible, altemative methods may be
considered to prevent devefopment of peptic ulceration & mucosal injury:

= NSAID s_hﬂuld be given w/ proton pump inhibitor (PP1), high-dose (2x) histamine,-receptor
antagonist (H,RAs), or Misoprosiol, or
- Pleasa ses next page for details
Selective cyclooxygenase 2 (COX-2) inhibitor should be substituted for a traditional NSAID
- COX-2 inhibitors causes significantly lower incidence of ulceration & ulcer complications

- Usefulness has been decreased due fo their association w/ myocardial infarction &
thrombotic cardicvascular events

- Current stu_dies suggests that both coxibs & NSAIDs, w/ possible exception of full-dose
Maproxen, increase CV risk

ot alf proclucts are avalable or appvoved for above uss in a¥ couniries.
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[A] NONPHARMACOLOGICAL THERAPY (CONT'D)
patient Education (Cont'd)

smoking
+ Smoking increases the risk of ulcer recurrence & slows healing
- Recurrence rates of patients who smoked were significantly higher in patients w/ gastric ulcer
recurrence compared to duodenal ulcer recurrence w/ ulcers reappearing at the same or adjacent
sites as the previous ulcers

- Risk of PUD is correlated w/ the number of cigarettes smoked per day
« Patient should be advised to stop smoking

i

PHARMACOLOGICAL THERAPY

The most appropriate therapy for PUD depends on the cause

Treatment of both gastric & duodenal ulcers involves suppression of acid secration, aradication of

H pylari (it present) & avoidance of NSAIDs
Antisacretory therapy speeds up the healing process & allows faster relief of symptoms

- Eradication of H pylori in high-risk patients has been shown to greatly lower the risk of
subsaguent ulceration

It is important o suppress noctumnal acid secretion in patients w/ ducdenal ulcers

Maintenance antisecretory therapy may be recommended to patients w/ high-risk for ulceration (e

history of ulcer complications, has frequent recurrences)

Antacids

= Nautralizes gastric acid & lowers pepsin activity

« Effective in relieving symploms of PUD, promoting healing of ulcers & reducing recurrence

» Used only for short-term rellef of symptoms

= May be absorbable (eg Sodium bicarbonate, Calcium bicarbonate) or non-absorbable (eg Aluminum

or Magnesium hydroxide)

- Absorbable amacids may provide fast & complete neutralization but may cause alkalosis &
should be used only for 1-2 days

. Nen-abeorbable antacids are preferred due to lesser systemic side effects

Bismuth subcitrate

+ Has high affinity for damaged tissue

= Coats the base of the ulcer crater that provides protection against gastric acid, pepsin & bile
= Treatmeni efficacy is comparable w/ H,RAs & other ulcer healing agents

Histamine,-Receptor Antagonist (H,RAs)
« Eg Cimetidine, Ranilidine, Famotidine, Mizatidine
» Decreases gastric secretion by blocking histamine action at the H_-receplors in the parietal cells of
the stomach
« All H,RAs are equally effective in healing duodenal ulcers
Healing rates wera 70-80% after 4 wk of therapy & 87-85% after 8 wk
» Double-dose of H,RAs are effective in decreasing the risk of NSAID-induced endoscople gastric
ulcar
H_AAs given w/ NSAIDs may be a cost-effective way of preventing ulcer bleeding secondary
to MSAID uee, however, no clinical data Is available that proves that this strategy prevents
uleer complication
= Mo studies have evaluated the efficacy of H,RAs In chronic NSAID users
Less effective than PPIs
« H,RAs are generally well tolerated but can cause mild central nervous system effects due to their
ability to cross the blood-brain barrier & react w/ CNS hislamine receplors
- Cimelidine & Ranitidine both interact w! hepatic cylochrome P-450 mixed oxidase system,
hence can alter the metabolism of different drugs
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B| PHARMACOLOGICAL THERAPY (CONT'D)

Proton Pump Inhibitors (PPls)

Eg Pantoprazole, Omeprazole, Esomeprazola, Lansoprazole, Rabeprazole

Most potent inhibitor of gastric acid secretion

Inhibits the activity of H*/K*-ATPase of the gastric parietal cells

Has similar safety profile as w/ H,RAs, but PPls heal peptic ulcers faster than H,RAs

- Has B0-100% healing rate after 4 wk of therapy in patients w/ duodenal ulcer & 8 wk for patients
w/! gastric ulcer

Extensively used in combination w/ NSAID to prevent NSAID-induced peptic ulcer

- Associated w/ significant risk reduction for upper Gl bleeding in patient who uses NSAIDs

- Main agent for prophylaxis & treatment of NSAID-related upper Gl injury

May also be used in patients w/ gastric outlet obstruction to heal any active ulcers

Prostaglandin Analogues

Eg Misoprostol

Protect the gastroduodenal mucosa by promoting the secretion of bicarbonate & mucus, & by
augmenting mucosal blood flow & cell restoration in the gastric mucosa

Also has antisecretory effect when given in high doses

- Useful in healing ulcers & preventing ulcer recurrence

Primarily recommended for pravention of NSAID-induced gastroduodenal ulceration

MNeeds frequent dosing & associated w/ more side effects than H,RAs, hence, generally not used
for the treatment of PUD

Major drawback is the incidence of diarrhea & has abortifacient properties, hence, not for use by
pregnant women & women of childbearing age

Sucralfate

Has been used to treat PUD & has healing rates same as w/ antacids & H,RAs

Protects the gastroduodenal mucosa by adhering to the base of the ulcer, adsorbing bile acids,
inactivating pepsin, & stimulating bicarbonate & mucus secraetion; however, has no efiect on
gastric acid secretion

May also be used in preventing ducdenal ulcer relapse
Has an excellent safety profile & is generally well tolerated
Treatment duration for PUD is 4 wk

2 e i B s o= e |

SURGERY

Recommended in patients w/ more emergent complications (ie hemorrhage, perforation, gastric
outlet obstruction), refractory disease & intractability, or rare causes of ulcer disease (eg
gastrinoma, Zollinger-Ellison syndrome)

- The most common indication for surgery is bleeding

- Peritonitis is a surgical emergency that needs patient resuscitation, laparotomy & peritoneal
toilet, or omental patch placement

Indications for elective peptic ulcer surgery include resection of ulcers suspected to be malignant,
failure to heal despite maximal medical therapy, intolerance or noncompliance w/ medical regimen,
& relapse while on maximal medical therapy

Options for duodenal ulcer may include truncal vagotomy, selective vagotomy, highly selective
vagotomy, partial gastrectomy

Options for gastric ulcer may include partial gastrectomy w/ gastroduodenal or gastrojajunal
anastomosis

Options to relieve chronic obstruction may include vagotomy & pyroplasty, antrectomy, of
gastroenterostomy
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Dosage Guidelines
— — s
—
ANTACIDS'
A
Drug 5::}::::: Dosage Remarks
" alexitol sodium 360 mgftab 1-2 tab PO %-1 hr after May cause constipation,
(Na polyhydroxy- each meal hypophosphatemia & rarely
aluminum Max dose: 16 tab/24 hr osteomalacia
monocarbonate- Al accumulation may occur in renal
hexitol complex) impairment
" stumini Administer other medications 2-3 hr
EIL;TI.:E::I i R O apart to avoid drug interaction
[EI{DHJ | 360 mghah 1-4 tab PO up to 6 hrly Drug interactions may p-!-?ﬂ ::aus;ed
: by increased gastric pH or by drug
600 mgftab 1-2 tab PO & hrly adsorption in the gut
320 mg/s mL 5-30 mL PO as required Large doses can cause intestinal
oral susp between meals & obstruction
at bedtime
Aluminium 130 mg/sachet | 1 sachet PO B8-12 hrly
phosphate
Calelum 500 mg/'tab 1-3 tab PO as required May cause constipation
carbonate Max dose: 16 lab/day Administer other medications 2-3 hr
(CaCo,) apart to avoid drug interactions
Drug interactions may be caused
by increased gastric pH or by drug
adsorption in the gut
Hydrotaicite 500 mgiab 2 tab PO 6-8 hrly Hydrated form of AVMg basic
100 mg/mL 10 mL PO &-8 hrly carbonate
oral susp
Magakdrate 400 mgftab 1-4 tab PO after meals & Combination of Al & Mg(OH),
at bedtime & sulfates
400 mg/5 mL 5-20 mL PO after meals &
oral susp at bedtime
Magnesium 311 mo/tab 2.4 tab PO 1 hr after May cause diarthea which Is dosa-
'{"H'dmxida meals dependent : "
OH Hypermagnesamia may occur |
AR 400 mg/SmL | 5-15 mL PO up to 6 hrly patients w/ impaired renal function
oral susp Administer other medications 2-3 hr
Magnesium hrt apart to avoid drug interactions
oxide (MgO) 200 o i 1 Drug interactions may be caused
by increased gastric pH or by drug
adsorption in the gut
Sodium Drug interactions may be caused
bicarbonate 99, Mg 24 1ab PO 3 Iy by iﬁcreaseﬂ gastric pH or
(NaHCO,) increased urinary pH which may
affect drug elimination
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Dosage Guidelines

Remarks

PO 12 hrly or 150 mg PO at bedtime

Adverse Reactions

* CNS effects (headache,
dizziness, somnolence,
agitation); Gl effects
(diarrhea, N/V); Other
effects (rashes, myalgia,
arthralgia)

* Altered LFTs, reversible
confusion in the elderly &
those w/ renal failure have
occasionally occurred

» Rarely reported effects:
hepatotoxicity, hypersensi-
tivity reactions, hemato-
logic effects (leucopenia,
thrombocytopenia,
agranulocytosis), CV
effects (tachycardia,
bradycardia, hypotension),
acute pancreatitis

* Cimetidine: has weak
anti-androgenic effects;
impotence & gynecomastia
have occurred & are
usually reversible

Special Instructions

¢ Intravenous injections
should be given slowly;
intravenous infusion is
preferred (esp for high
doses & in patients w/ CV
impairment)

* Use w/ caution in patients
w/ hepatic & renal
impairment; dose
adjustment recommended

—
HISTAMINE-2 RECEPTOR ANTAGONISTS (H,RAs)
Drug Dosage
Cimetidine Active duodenal ulcer or benign gastric ulcer;
200 mg PO 8 hrly & 400 mg PO at bedtime or 300 mg
PO 6 hrly or 400 mg PO 12 hrly or 600 mg PO 12 hrly or
800 mg PO at bedtime
Duration: 4-8 wk
or
?OO-SQO mg IM/slow IV 4-6 hrly or 200-400 mg hrly
intermittent IV infusion 4-6 hrly or 50-100 mg/hr
continuous IV infusion
Max dose: 2.4 g/day
NSAID-induced ulcer: 800 mg/day
Maintenance/prevention: 300-400 mg PO 12 hrly or at
bedtime
Famotidine | Active duodenal ulcer or benign gastric ulcer: 40 mg
PO 24 hrly at bedtime or 20 mg PO 12 hrly x 4-8 wk
or 20 mg IV/IM 12 hrly
Maintenance/prevention: 20 mg PO 24 hrly at bedtime
Nizatidine Active duodenal ulcer, benign gastric ulcer or
NSAID-induced ulcer: 150 mg PO 12 hrly or 300 mg PO
at bedtime for 4-8 wk
or
300 mg continuous |V infusion at a rate of 10 mg/hr or 100
mg IV given over 15 min 8 hrly
Max IV dose: 480 mg/day
Maintenance/prevention: 150 mg PO 24 hrly
Ranitidine Active duodenal ulcer or benign gastric ulcer: 150
mg PO 12 hrly or 300 mg PO at bedtime x 4-8 wk
or
50 mg IM/slow IV 6-8 hrly or 50 mg slow IV then 0.125-
0.25 mg/kg/hr continuous IV infusion
NSAID-induced ulcer: 150 mg PO 12 hrly or 300 mg at
bedtime for 8-12 wk
Maintenance/prevention: 150 mg PO at bedtime
Roxatidine | Active duodenal ulcer or benign gastric ulcer: 75 mg

* Cimetidine: may reduce
hepatic metabolism of
some drugs through
inhibition of cytochrome
P450 isoenzymes; closely
monitor those on oral
anticoagulants, Lidocaine,
Phenytoin or Theophylline;
dose reduction may be
necessary
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Dosage Guidelines
— s —= — = e
PROTON PUMP INHIBITORS (PPls)
Esomeprazole | 20-40 mg PO 24 hrly Adverse Reactions
:Emn-lndunul ulcer: 20 mg PO/slow IV 24 hrly x 4-8 | . Ganerally well-tolerated;
most commanly repored.
Prophylaxis for NSAID-associated ulcer: 20-40 mg headache, diarrhea, rash
PO 24 hrly
g ¢ Less common: dizzingss,
20 mg IV 24 hrly tatigue, GI etfects
constipation, flatulence,
Maintenance of hemostasis & prevention of ulcer Lhdnnupnal pain, NV, dry
rebleeding: B0 mg IV infusion for 30 min, followed by mouth): Dermatologic
8 mo'hr continuous IV givan over 3 days, followed by E”'EI':LE1{pr1.rritus urticaria);
40 mg PO once daily for 4 wk Musculoskelatal affects
Lansoprazale | Active duodenal ulcer: 30 mg PO 24 hrly x 4-8 wk Lﬂﬂrégilalgiﬁ?:zga};g‘hu:‘
Benlgn gastrie uleer: 30 mg PO 24 hely x B wk insomnia) ' "
Maintenance: 15 mg PO 24 hrly 114 )
NSAID-induced ulcer: 15-30 mg PO 24 hrly x 4-8 wk * Hyparsensitivity reactions,
Prophylaxis for NSAID-associated ulcer: 15-30 mg elevated liver enzymes, &
PO 24 hrl:.-' isolated cases of
photosensitivity &
Omeprazole | Active duodenal ulcer: 20 mg PO 24 hrly x 2-4 wk hepatotoxicity have been
g ¥
may be increased 1o 40 mg in severe cases reported
Active duodenal ulcer: 20 mg PO 24 hrly x 4-8 wk Special Instructions
may be increased 10 40 mg in severa cases
or * Use w! caution in patients
i { hepatic impairment; dosa
40 mg slow IV injfinfusion 24 hrly for 5-7 days o .
Maintenance/prevention: 10-20 mg PO 24 hriy adjustment recommended
NSAID-induced ulcer: 20 mg PO 24 hrly ¥ 4-8 whk ¥ Cnnmnﬁt_anl use w
Prophylaxis for NSAlD-associated ulcer: 20 mg PO Atazanavir s not recom-
24 hirly mended (PPls reduce
exposura o Atazanawir)
Partoprazole | Active duodenal ulcer: 40 mg PO 24 hriy x 2-4 wk
Benign gastric ulcer: 40 mg PO 24 hriy x -8 wk
or
40 mgfday for 1 wk
Max duration: B wk
MSAID-induced ulcer: 20 mg PO 24 hry
Prophylaxis for NSAID-assoclated ulcer: 20 mg PO 24
Firly
Rabeprazoke | Active ducdenal ulcer: 10-20 mg PO 24 hrly in the
morming x 4-8 wk
Benign gastric uleer: 10-20 mg PO 24 hely In the
maorning x 5-12 wk
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PROSTAGLANDIN

Drug

Dosage

Remarks

Misoprostol

Active duodenal ulcer,
benign gastric ulcer,
MSAID-induced ulcer: BOD
mcgiday PO divided 6-12

hriy for 4-8 wk

Prophylaxis for NSAID-
associated wlcer: 100-200

mecg PO 6-12 hrly

Adverse Reactions

* Most commaon: diarfhea

* Gl effects (abdominal pain, dyspepsia, flatulence, N/
V); Gynecologic effects (increased uterine
contractility, abnormal vaginal bleeding); Other
effects (rash, headache, dizziness, rarely hypoten-
sion)

Special Instructions

» Should not be used in women of childbearing p::-tenlial
unless able to comply w/ effective contraception

= Use w/ caution in eldery, in patients w/ cardiovascu-

|ar disease, renal impairment, inflammatory bowel

disease

10 mg slow IV/IM
12 hrly

OTHERS
Drug Dosage Remarks
Cetraxate 200-300 mg PO 6-8 | Adverse Reactions .4
hrly « Thirst, Gl disturbances, exanthema, hypersensitivity
Special Instructions
« Use w/ caution in patients w/ thrombosis, consumption
coagulopathy
Pirenzepine 25-50 mqg tid for Adverse Reactions
4-6 wk = Antimuscarinic effects such as dry mouth or blurring of
or wigion

Special Instructions
« Use w/ caution in patients w/ renal impairment esp those w/
end stage renal failure

Bismuth Preparations

Bismuth
salicylate
(Bizsmuth
subsalicylate)

262-524 mg PO 1/
2-1 hrly

Max dose: 8
doses/day

Bismuth
subcitrate
{Colloidal
bismuth
subcitrate)

120-300 mg PO qid
or

240-600 mg PO bid
% af least 1 mth
followed by interval
of 2 mth treatment
free

Adverse Reactions

= Mot common if used for limited periods

« Excessive dose or long-term use: CNS effect (reversible
encephalopathy); Gl effects (N/V, stomatitis, darkening of
feces & tongue); Other effects (bone & joint toxicity, skin
reactions, renal failure, liver damage)

* Bismuth salicylate may have same side effects like Aspirin:
Gl effects (N/V, dyspepsia, Gl ulceration); Hematologic
effects or hypersensitivity reactions

Special Instructions

« Caontraindicated in patients w/ moderate-severe renal
impairment; Salicylate formulation should be avoided in
patients w/ history of Gl bleeding or coagulopathy

= Bismuth salicylate should be used w/ caution in patients taking
Aspirin
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Peptic Ulcer Disease (1 of 11)

Patient presents w/ probable peptic ulcer
disease (PUD)

[2]

DIAGNOSIS
Are the signs &
. symptoms highly
suggestive of
PUD?

No —)l ALTERNATIVE DIAGNOSIS I

Yes

2]

DIAGNOSIS
Is patient >50 yr old w/
new onset of dyspepsia
or patient <50 yr old w/
alarm features?

REFER TO SPECIALIST

[2] piacnosis
* Endoscopy + biopsy in

patients suspected wi CA

Endoscopy + endotherapy

in patients suspected w/

bleeding

* Endoscopy + balloon

dilation in patients suspected

wi obstruction

Ve == 2

IE] Nonpharmacological therapy
Pharmacological therapy

Negative
Refer to result C | Surgery
Helicobacter
ori Infection
Ejlf;eaae E Nonpharmacelogical therapy
TE;‘:::QENE”I Pharmacological therapy

OBSERVE PATIENT

* Consider endoscopy once

Yes patient presents w/ alarm
3 features

E Nonpharmacological therapy

Pharmacological therapy
= Consider maintenance therap)

Symptoms
improved after
4-Bwk?

MANAGEMENT
See next

page

Scanned by CamScanner



NO SYMPTOM IMPROVEMENT AFTER
4-8 WK OF MAXIMAL THERAPY

IE Nonpharmacologlcal therapy
Pharmacological therapy

* Continue treatment for B-12 wi

OBSERVE PATIENT

* Consider endoscopy once
patient presents w/ alarm
fealures

E Honpharmacologleal therapy

Pharmacological therapy
* Consider maintenance therapy

Mo

1

CONSIDER REFRACTORY PUD

DIAGHNDEIS

* Endoscopy survelllance until
ulcers have healed or etiology
has been identified

E Nenpharmacological therapy
Pharmacological therapy

E:] Surgery
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