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Histamine «<_ECL cel

Acetylcholine

Gastrin

Ca++

Parietal
cell

Site of action
(proton pump)

Sachs G. Annu Rev Pharmacol Toxicol. 1995:35:277-305
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Membrane Phospholipids
l Phospholipase A,

Arachidonic Acid Lipoxygenase

Cyclooxygen ase-ﬁ/ |Ew:|m:: xygenase-2

Housekeeping genea Inflammatory gene
constitutive]  w, E 4 {inducible) '\ -
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Caorticosteroids
l | NEAIDsl l
Gastrointestinal mucosal integrity Mitogenesis and growth
Platelet aggregation Regulation of female reproduction
Renal function Bone formation
Renal function

Other functions?




Anti-thrombotic
More GI side toxicity
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Ibuprofen ASA

Diclofenac

Rofecoxib
Celecoxib
Etoricoxib

Naproxen

Lumiracoxib
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- Mechanism of GI injury by NSAIDs

NSAIDs ,
oo 0o Q¥
Topical injury / J Systenfieinjury
I

) Direct effeci ‘
*, lon trapping »

“Blood flow Stagis | |\ .." =)

Active NSAID ™., ‘/ -

metabolite by . .

hepatic metabolism ™., Decrease in gastric

Indi & mucosal prosiaglandins
ncecteted W, by COX-1 inhibition
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- NSAID ulcer complications: risk factors

Prior complicated ulcer 0135

Use of multiple NSAIDs )9
(including aspirin)
High-dose of NSAIDs U 7

Anticoagulant therapy ) 6.4

Prior uncomplicated ulcer ) 6.1

Age > 70 years () 5.6

H. pylori infection ) 35
Glucocorticoid therapy ) 2.2

Gabriel. Ann Intern Med 1991, Garcia Rodriguez. Lancet 1994, Silverstein. Ann Intern Med 1995
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« Dyspepsia: change of the medication, dose reduction,
empirical treatment with H,RA or PPI

« H. pyloriinfection: eradication treatment in patients
with risk factor(s)

 Active ulcer (NSAID discontinued): H,RA or PPI
o Active ulcer (NSAID continued): PPI

« Prophylactic therapy: misoprostol, PPI, COX-2 selective
agent

Lee JH. Korean J Gastroenterol 2009:54:309-317



Suot2istul ofuttfst Lip Of =



O X EH

W H. pylori
B NSAIDs
B Other

92%

S,



ot OIC| 2 THES 27| #IsH M= L Ct.

100
= antibiotics
@ B0 o N
C
=
©
S N P<0.001
i placebo
IS e NEEERY
.= 40
= 0
o 0w
@ D D b N
S 5
W2

O | | | | | | |

0 8 16 24 32 40 48 56
Week after Treatment

Hentschel E. NEJM. 1993



Test Sensitivity Specificity (%)
serum ELISA 36-94 78-95

urea breath test 90-96 38-98
biopsy urease test 88-95 95-100
histology 93-96 98-99
culture 88-98 100

ACG guideline, 199¢



« peptic ulcer
. regardless of the stage of ulcer
 low grade MALT-associated lymphoma
. stage IE1

« after endoscopic mucosal resection (EMR)
of early gastric cancer (EGC)

Korean J Gastroenterol 1998:32:275-89
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PPIl-based triple therapy for 1 - 2 weeks

- PPI (omeprazole 20 mg or lansoprazole 30 mg
or pantoprazole 40 mg) bid

- amoxicillin ( not ampicillin ) 1,000 mg bid

- clarithromycin (or metronidazole) 500 mg bid

Korean J Gastroenterol 1998:32:275-89
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Symptoms

Duodenal ulcer

Gastric ulcer

Epigastric
pain

90 min to 3 h after
a meal (hunger

pain)

precipitated by
food

70% awakes the
patient from sleep

(between midnight
and 3 A.M.)

Nausea and weight
loss occur more
common

frequently relieved
by antacids or food
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Symptoms

 The mechanism of abdominal pain in
ulcer : unknown.

- Acid-induced activation of chemical
receptors in the duodenum

- Enhanced duodenal sensitivity to bile
acids and pepsin
- Altered gastroduodenal motility



Suggestion of ulcer complication

Dyspepsia constant, not relieved by food or
antacids, or radiates to the back

- penetrating ulcer (pancreas)
Sudden onset of severe, generalized abdominal
pain
- perforation

Pain worsening with meals, nausea, and vomiting
of undigested food

- gastric outlet obstruction
Tarry stools or coffee ground emesis
- bleeding



Signs of PUD

Epigastric tenderness :
most frequent finding in GU or DU
Tachycardia and orthostasis :
dehydration secondary to vomiting or
active gastrointestinal blood loss
Severely tender, boardlike abdomen :
perforation
Succussion splash :
retained fluid in the stomach
- suggesting gastric outlet obstruction
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e exposed vessel

Modified Forrest Classification



==Xt Stomach LB AW 0.5cm
sized ulcer perforation IO 1
FHO Z inflammatory change2
stomach wall fibrosis, edema Al&t,
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- Gastric outlet obstruction with severe reflux esophagitis
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Active Healing Scar
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Q1ML (A-1 stage
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Duodenal ulcer

Gastric ulcer

Epigastri
C pain

90 minto 3 h
after a meal
(hunger pain)

precipitated by
food

70% awakes the
patient from sleep
(between
midnight and 3
A.M.)

Nausea and
weight loss occur
more common

frequently
relieved by
antacids or food
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« Before the discovery of H. pylori

— "no acid, no ulcer." old dictum by Schwartz

« Nowadays
— Acid secretion is still important.
— Eradication of H. pylori
— Therapy/prevention of NSAID-induced disease
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Acid neutralizing / inhibitory drugs
— Antacids

— H, receptor antagonists

— Proton pump inhibitors (PPI)
Cytoprotective agent

— Bismuth

— Sucralfate

— Prostaglandin analogues
Therapy of H. pylori

Therapy of NSAID-related gastric or duodenal
injuries
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Hematemesis : vomiting of blood

« Melena : passage of stools rendered black and

tarry
« Hematochezia : passage of red blood per rectum

* Occult bleeding : blood in the stool detected by

card test for hemoglobin peroxidase
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— Mallory Weiss

— Varix bleeding
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Upper Lower
Location proximal to Treitz lig. distal to Treitz lig.
Manifestation hematemesis/melena  hematochezia
Nasogastric tube blood bile/no blood
Peristalsis Increase normal

BUN/Cr INnCrease normal




« Massive upper GI bleeding

— hematochezia

« Upper GI bleeding distal to pyloric channel

— no blood via nasogastric tube

« Small bleeding from small bowel or right colon

— melena
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 Gastric ulcer

« Duodenal ulcer

* Varix

« Mallory-Weiss syndrome
 Gastritis or erosion

« Esophagitis or esophageal ulcer

« Stomach cancer
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la, pumping Ib, 00zing

lla, exposed vessel lIb, adherent clot

Endoscopic stigmata of recent hemorrhage

Prevalence, percent

Risk of rebleeding on medical management, percent

Active arterial bleeding
Mon-bleeding visible vessel
Adherent clot

Dozing without visible vessel
Flat spot

Clean ulcer base

10
23
10
10
10
35

a0

a0
251to 30
10to 20
7to 10

Jto s

Adapted from Katschinskl, B, Logan, R, Davies, J, et al, Dig Dis Sci 1994, 39706,
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e Electrocauterization

— Bipolar catheter
— Heat probe
— Hot biopsy forcep

Epinephrine injection treatment
Endoscopic cliping

« APC

Thrombin

ALTO spray, Ulcermin spray
Surgery



Ethanol injection




Coaptive coaqgulation

J

Thermal
probe

—AT&

""\

patent artery despite
tissue coagulation

Vessel compression and

—

tamponade oy probe

Thermal sealimg of the
compressed vesse

Probe “foot print’

I
Coagulated artery




Two types of clip application




1 2 3 4 5 6 7 8 9 10 (weeks)

T Initial EGD +/- hemostasis (if possible, histology and CLOtest)
T Second-look EGD (only if clinically indicated)

Follow-up EGD with histoIogyT

<= High dose continuous intravenous PPI for 72 hours

< » Standard dose PPI

«— H. pylori eradication (starting at first OPD visit)

Urea breath testT






