


1. Acute Gastritis

2. Chronic Gastritis
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3. Peptic Ulcer Disease
(PUD)

4. Helicobacter pylori
Infection

5. GERD / Reflux
Esophagitis

6. Stomach Cancer

7. Irritable Bowel
Syndrome (IBS)

10. Colorectal
Carcinoma

) GASTROINTESTINAL DISEASES SUMMARY 5

Concise overview of major Gl disorders

Definition / Hallmark Causes / Risk Factors Key Pathophysiology / Main Symptoms / Complications Treatment / Key Management
Distinguishing Features Clinical Features

Acute inflammation of
gastric mucosa
Red, edematous
mucosa

May ulcerate/bleed

Chronic gastric mucosal
atrophy

Loss of secretory
glands

Gl mucesal break >5 mm
exposed to gastric acid
and pepsin

Includes ducdenal and
gastric ulcers

Gram-negative spiral
bacterium

Major cause of antral
gastritis

Important cause of
peptic ulcer disease

Reflux of gastric contents
into the esophagus
Causes heartburn and
recurrent mucosal injury

Malignant tumor of
the stomach

Often detected late

Functional bowel disorder
with recurrent abdominal
pain

Altered bowel habits

Inflammatory bowel
disease

May affect any part
of the Gl tract

Inflammatery bowel
disease

Limited to colon and
rectum

Malignant tumor of the
colon or rectum
Commaon worldwide

Abbreviations: PUD = peptic ulcer dise

L

Infections

Food/drug allergy
Spicy/irritating foods
Excessive alcohol
Aspirin/NSAIDs
Corrosive/toxic substances
Radiation, chemotherapy

Chronic peptic ulcers
Alcohol abuse

Aging

Autoimmune disorders
{e.g., pernicious anemia)
Idiopathic

H. pyleri

NSAIDs

Hypersecretory states
{Zellinger-Ellison syndrome)
Smoking, stress

Family history, idiopathic
Stress ulcers in major
physiclogic stress

Likely person-to-person
transmission
Common in older adults

Weak/incompetent LES
Transient LES relaxations
Large meals

Caffeine, fat, chocolate,
aleohol, smoking

Lying supine

Genetic predisposition
Nitroso compounds in smoked/
preserved foods

Autointmune gastritis

Gastric adenoma/peolyps
Chronic H. pylori infection

Dysregulation of intestinal
motor and sensory function
medulated by CNS

Stress

Women more affected

Immune-mediated
Familial tendency

Age <30

‘White ethnicity
Genetic factors
Fatty diet

Oral contraceptives

Age 60-70
Family hiotory

Crohn's disease or ulcerative
calitie

Famlilial adenomatous polyps
High-fatfrefined-sugar diet,
low fibar
Anplrin ma

be protective
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Mucosal barrier injury
Reduced tissue
resistance

Loss of parietal cells
causes achlorhydria

Imbalance between
aggressive factors

(acid, pepsin) and
defensive factors
(prostaglandins, mucosal
blood flow, mucus,
bicarbonate, epithelial
barrier, regeneration)

Urease produces ammonia
and raises local pH

Flagella aid metility in mucus
Adhesins enhance attachment
CagA and other toxins
contribute

Mucosal defenses weaken

and bicarbonate secretion falls

Acid reflux injures
esophageal mucosa

Progressive malignant
growth

Often silent in early
stages

Increased motility and
visceral sensfivity,
especially with stress

Transmural inflammation
Remissions and
exacerbations

Inflammation typically
limited to the mucosa

Slow-growing malignancy
Often silant for long
periods
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Anorexia, nausea, vemiting
Hematemesis

Epigastric painfcramps
Fever, headache
Sometimes diarrhea

Often vague dyspepsia
May be subtle

Epigastric pain
Dyspepsia, bloating
Post-meal discomfort/
fullness

Nausea, loss of appetite
Heartburn

May be asymptomatic

Often dyspepsia
Features of gastritis/PUD

Heartburn 30-60 min after
meals

Worsze at night or when
bending/lying down
Ralieved by sitting upright
Belching, chest pain
Chranie cough, asthma-like
symptoms, laryngitis
Indigestion

Ancrexia, weight loss
Epigastric pain

Vomiting

Abdominal mass

Abdominal pain relieved
by defecation

Bloating, flatulence, nausea
Anoraxia

Constipation or diarrhea
Lower abdominal eramping
Anxiety/depression

Does not disturb sleep
Diarrhea, fecal urgency
Waeight loss, abdeminal
complaints

Syetemic: arthritis, eye
inflammation, akin lesiens,
stomattiis, anemias
hypercoagulabliity, bile duct
inflammation

Growth retardation in children

Recurrent attacks of

bloody diarrhea

Ancrexia, weskness, fatigue
Severe disease: fever, anemia,
hypovolemia, hypoalbuminamia
Growth failure in children

Bleeding

Change in bowel habits
Diarrhea or constipation
Urgency, incomplete emptying
Pain is usually late

Clinical assessment
Evaluate cause

Clinical/endoscopic
corralation

Endoscopy (best)

H. pylori testing
Serum gastrin if
Zollinger—Ellison
suspected

Biopsy gastric ulcers

Gastric biopsy/urease
testi/culture

Urea breath test
Stool antigen test
Antibodies/serology

Clinical assessment/
endoscopic correlation

Barium X-ray studies
Endescopy

cT

Biopsy

Cytology of gastric
secrotions

Recurrent symptoms for
=12 weaks plus relation
to defecation or change
in stoal frequency/form
Exclude organic red flags

Clinical and
inflammatory bowel
disease workup

Clinical and
inflammatory bowel
disease workup

Colonoscopy or
barium enema
cT

Pelvic MRI
Ultrasonography

Dehydration
Electrolyte loss
Metabelic acidosis
if vorniting severe/
prolonged

Chronic atrophy
Impaired acid
secration

Bleeding
Perfaration
Obstruction

Chronic active gastritis
Duodenal ulcer

Gastric ulcer

Gastric adenocarcinoma
Gastric lymphoma

Barrett esophagus
Strictures

Metastasis
Advanced disease
due to late detection

Mo structural
inflammation
Quality-of-life impact

Intestinal obstruction
Extraintestinal
manifestations

Colon cancer

Local spread/
metastasis

.
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Remowve cause
Supportive care
Fluids/electrolytes
Antimicrobials if infection

Treat underlying cause
Supportive managemant

Antacids

H2 blockers

Proton pump inhibitors
H. pylori eradication
Surgery mainly for
complications

Eradication therapy with
antibiotics (e.g., amoxicillin,
clarithromycin, metronidazole/
tinidazole, tetracycline,
bismuth) plus a PPI

Lifestyle modification
Antacids/alginic acid

H2 blockers

Proton pump inhibitors
Surgery in s¢lected cases

Radical subtotal gastrectomy
Chemotherapy and radiation
mainly for palliation or
metastatic control

Adequate fiber

Avoid fatty/gas-forming
foeds and alcohel
Antispasmodic and
anticholinergic drugs

Mutritious high-calorie/
high-protein diet

Avoid excess fat
Corticesteroids
Metronidarcile
Immunosuppressants
Anti-THF monoclonal
antibodies

Avoid caffsine, lactose,

and gas-forming foods
High-protein, high-calorie,
low-fibar diot

Corticosteroids, TNF inhibitors
Probictics, iron for anemia
Colectomy can be curative

Surgical removal
Precperative radiatien
Postoperative adjuvant
chemotherapy
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The gastric mucosal barrier =~~~

Luminal contents
HCI HCI HCI
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Cells lining gastric mucosa
(including those lining
S gastric pits and glands)

© Brooks/Cole - Thomson Learning

Mucus coating

\

Impermeable
to HCI
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up of the following components
enables the stomach to contain
acid with injuring itself:

The luminal membranes of the
gastric mucosal cells are

impermeable to H* so that HCI
cannot penetrate into the cells.

The cells are joined by tight
junctions that prevent HCI from
penetrating between them.

A mucus coating over the gastric
mucosa offers further protection.

—i-- - = Passage prevented
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Gastritis 1s an inflammation of the stomach that may occur in many formes.
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The castric mucosa i1s inflamed and appears red and edematous. It mav be ulcerated and
g y
bleeding if the mucosal barrier is severely damaged or the circulation is poor. which reduces
y ,

tissue resistance.

Acute gastritis may result from:

* Infection by many types of microorganisms (e.g., bacteria and viruses).
* Allergies to foods such as shellfish or drugs.

* Ingestion of spicy or irritating foods, such as hot peppers.

. . J2a) d 801 dol OIS oy Bagac g laily goanll e
* Excessive alcohol intake. (Sloaills Ly
. . . . Yl ol yloall Lo danbo¥ oo duslucsl »
* Ingestion of aspirin or other NSAIDs (especially on an empty stomach). o e je ot 5,000 mass jots
JeaSIl Jolis 6 olysl «

* Ingestion of corrosive or toxic substances. yasgpemdl st olgddl lolins o oy penidl Jols -
. (325 5as0 e dols) gy5 Y]
* Radiation or chemotherapy. il o] 2181 slsa Jals
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J Acute gastritis
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* Anorexia, nausea, vomiting.
* Hematemesis indicates ulceration and bleeding in the stomach.
* Epigastric pain, cramps, or general discomfort.
* Fever and headache usually accompany infection.
* In some cases, particularly with infections, diarrhea may develop.
Lacls 13Me (Ll (S« oMzl olasdly  J5\eS)l olusdg Blandly Loyl ylas dla  Jshea of syam o B oo gyoiley cuill olsadl b
In persons with severe or prolonged vomiting, there is a danger of dehydration,
electrolyte loss, and metabolic acidosts, all of which require supportive treatment.

_ Certain infections may require treatment with antimicrobial drugs.
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J Chronic Gastritis
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Characterized by atrophy of the mucosa of the stomach, with loss of the

secretory glands.
The loss of the parietal cells leads to achlorhydria (absence of

hydrochloric acid in the gastric secretions) (30 S35 3l oo L)

Chronic gastritis is often seen in individuals with chronic peptic ulcers,
those who abuse alcohol, and the elderly. Autoimmune disorders, for
example, pernicious anemia, are associated with a type of chronic
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gastric atrophy. Lo e e
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Break in the gastrointestinal mucosa exposed to

gastric acid and pepsin more than 5 mm in
diameter.

e 9? dal> UQSJ_&.B

Maybe acute or chronic.
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PCPUC Ulcer The most common forms of peptic ulcers are
Disease duodenal and gastric ulcers.

Duodenal ulcers occur five times more common
than gastric UICCIS. Bamall b Blasl duas Jasay pie 31 do g8 S

Duodenal ulcers are more common in males while
gastric ulcers atfect equally males and females.
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Duodenal ulcer

Ulcer crater

To second
duedenum

@ Current Medicine



EROSION

sl b all sLaall Byzser 3 - 0o 0 o 181 0ykas - angll lgnll Lo Lall cladll 5 §3ad
° A break in the GI mucosa- Less
than 5 mm 1in diameter- not

penetrating muscularis mucosa.
A 3yaall 34t of Jas) 33000l b lsall eladll 3 Sasy a8

* May occur in acid-secreting or
none acid-secreting mucosa.

* Peristalsis is not affected. ===k

" @ Current Medic

* Heals rapidly. ... ..,




PUD may occur in any area where acid and
pepsin are present.

Commonest sites:

My yae WAl dLadl" Jodl il dols g e Wl

Duodenum especially first part “duodenal

Sites of bulb”. I

Stomach especially over the lesser curve.

PUD Other sites:

Lower end of the esophagus.

gsall el 8yl
.[aﬂ,aﬂg da2all 3yelba 2854
Site of gastro -jejunal anastomosis.

Opposite to  Meckel’s diverticulum
- ~ (congenital diverticulum, is a slight bulge
ab #lasl gag ;&.L%J[EJ)”)JS.{:A@J_) Milda . . . h
(303l 500 Bl sl 3 in the small intestine present at birth).




Stomach joined
to jejunum

-~

Billroth Il
(gastrojejunostomy

STOMACH
Small Curvature

Esophagus

Esophageal
Sphincter

PYLORUS

DUODENAL BULB

small  Pyloric
Intestine Sphincter

Greater
Curvature

Stomach

Meckel diverticulum

ckel diverticulum



AETIOLOGY

OF PUD
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HELICOBACTER PYLORI-ASSOCIATED
ULCERS.

(RS 93] i Ling o 3laias (COX-1 Yo o) g uad | st Olgddl Olslany dagye 758 .2

NSAID-RELATED ULCERS: (Due to
inhibition of COX-1, prostaglandin-
endoperoxide synthase).

like aspirin

HYPERSECRETORY STATES: Zollinger-
Ellison syndrome is caused by gastrin-secreting
tumots in the pancreas or the upper part of
your small intestine (duodenum).

IDIOPATHIC.

| Jogano



Pathogenesis of PUD

IMBALANCE
N

AGGRESIVE
AND
DEFENSIVE FACTORS




NORMAL

Damaging Factors:
Gastric acidity
Peptic enzymes

Mucus

Mucosa

rotective
Factors:

Surface mucus
secretion —
Bicarbonate 5
secretion into mucus
. | Mucosal blood flow
Epithelial barrier =
function
Epithelial regenerative |
capacity
Elaboration of
|  prostaglandins

Muscularis | —
mucosae [

Submucosa |

INJURY

®

H. pylori infection

NSAID

Tobacco

Alcohol

Gastric hyperacidity

Duodenal-gastric
reflux

OR
DEFENSES

d
Sl

Ischemia
Shock
NSAID

ULCER

Necrotic (N)
— debris

Nonspecific
— acute )]
inflammation

Granulation
[ tissue (G)

—— 1 Fibrosis (S)

Figure 17-11 Mechanisms of gastric injury and protection. This diagram illustrates the progression from more mild forms of injury to ulceration that may occur
with acute or chronic gastritis. Ulcers include layers of necrosis (N), inflammation (I), and granulation tissue (G), but a fibrotic scar (S), which takes time to

develop, is only present in chronic lesions.

ROBBINS AND COTRAN PATHOLOGIC BASIS OF DISEASE, Ninth Edition ISBN: 978-1-4557-2613-4



Mechanisms of Gastric Injury and Protection
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Damaging factors: Injury factors:
Gastric acidity @ H. pylori infection
Peptic enzymes @ NSAIDs
:ds3g0ll Jolg=ll = ;Tba;.c::
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daalgll Slasidl ? Gastric hyperacidity e =
g ‘3 Duodenal-gastric reflux — =
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mucosae ; (1) 95
a..nhl.im.:i = Increased damage
- Protective factors: or impaired defenses Granulation tissue (G)
* Surface mucus secretion i ypaall 3oL .
+ Bicarbonate secretion into mucus . 9 = aél"‘:‘ : (G) (ki PR
+ Mucosal blood flow ELQJ." Jilwg b
il + Epithelial barrier function - — :
ubmucosa | + Epithelial regenerative capacity — = __*,';-.'_..-'-'-._ e . .
e + Prostaglandin production - = .Hﬁ{;ég;%'—! Fibrosis / scar (S)
" s 5 = @__,___ — — —
abliall :dxlBgll Jolgall Contrlbl.xtlng factors: e ‘?__;:_;:__ (S) ds5 / wduls
bl bolswall jlya » i cnaa =~
blall 315 SligaySal j1,8] » + Shock —
dgbliall b pall Ghy> + NSAIDs = =
= GileBJl 2Ll daudsg « s3acluis el
L sylghall dusanill )aall + fam Lok
CilaiMeliwmgydl zl] - o
J \ o gyl i lgahll Glolas ) \ J
SUMMARY uaSde

Ulcer formation occurs when damaging factors
overwhelm mucosal defenses. Chronic lesions
may show necrosis, inflammation, granulation
tissue, and fibrosis.

2380l Jolgoll LaB Lonic dmall JSai5 5
diojall ST johd 359 Abliall Cilelés Gle |
Lol Luws Lig blgatllg )3

N = Necrosis (33)

| = Inflammation (wlgdl)

G = Granulation tissue (Lau= )

S = Scar / Fibrosis (a3 / <auls)



Epidemiology
of PUD

%10-5 o> slas!
Prevalence of about 5-10%.

Varies in different communities, = 2P s

Higher prevalence in low socioeconomic classes
and with certain diSeases. sia s ws wawl aiasils selantl Sl 3 el s

DU more in males: M /F: 3:1.31 060 s tissal o e sl oo vl s
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ol 2 FAMILY HISTORY: 3-4 increased risK.:i ms joise 43: e 2,01
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v o CIGARETTE SMOKING: ulceration increased.
L)b—)ﬁ.ﬂ[g
EMOTIONAL DISTURBANCES and STRESS:

increase gastric aclid secretion. sl e bl oe glus sdls iblall Sliasi

U is equal in both sexes but increases with age.
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Stress Ulcers
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Develop 1n response to major physiologic stress.

People at high risk for the development of stress ulcers include:

1. patients with large—surface-area burns (Curling’ ulcer).

2. patients exposed to trauma, sepsis, acute respiratory distress syndrome, severe
liver failure, and major surgical procedures. s ol ot ol s opmal olicsl Ju

(R gS &> )3) Bladl dawlg Boy> o oilay (il ol
derd] 28501 a3dlzag (oLl (Dlosall lgoyni il Lbyall 2
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3. People admitted to hospital intensive care units. whdssall g 5l il claog A bl € oaill sl S

Location of stress ulcers 1sin the fundus and body of the stomach and are thought to
result from 1schemia to the mucosal tissue and alterations in the gastric mucosal barrier.
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*Another form of stress ulcer, called Cushing ulcer : intracranial injury, operations, ot
tumors.

alyol ol i ly> Sldac of ddasasdl J51s Glol 1gunsS doy8 Laud algs Yl 438 (o y5T Sk



CLINICAL PICTURE OF PUD

Signs and Symptoms of PUD:

Epigastric pain. -

Dyspepsia (Belly pain or discomfort,
Bloating, Feeling uncomfortably full
after eating, Nausea, Loss of appetite,
Heartburn). el il

May be asymptomatic. .i...<s.
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Clinical picture is suggestive but not diagnostic.

Diagnosis best by endoscopy. "5
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~ 7" V' Barium meal is less helpful (infusion of the
contrast medium barium sulfate, a radioopaque
salt, coats the lining of the digestive tract,
allowing accurate X-ray imaging of the
esophagus, stomach, and small bowel).

Diagnosis of

PUD

Serum gastrin; indicated if Zollinger-Ellison
syndrome is suspected.

05wl y2doy daidzs & aczal 3] adl sLih  Juaall oy yznle

Evaluation for H. pylori infection. . xuwiss. e e

Gastric ulcer should be biopsied to exclude
malignancy.




Helicobacter pyloti

Gastric Lumen

Attachement to
epithelial cells

PGN Adhesins

Urease 4 e M
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Epithelial cells
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O/

response




A. COLONIZATION & SURVIVAL
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Gastric lumen )
dasall Bl ‘

fd% \ Urease / jL,sdl
‘3: Converts ureato NH; + CO,. L_l___. H. pylori colonizes the mucus layer
INHy + €O, Ml yaall J3au | ‘..\ and adhere“s. to eplfhehal cells. !"'"'T"'
/ blawll didb dulgdl diglall pasiuwg /
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Adhesins / &lBlai¥l |
Adhesins on the bacterial
. surface (e.g., BabA, SabA)
o =Y mediate firm attachment to
SR IIGN H ., -
il l.] U M gastric epithelial cells.
: b le Glaiil ol aclud
O (SabA g BabA o) Lyuisul

Neutralization of
local acidity

m Zungall dusoasl k]
Ammonia creates a more
neutral microenvironment
favorable for H. pylori
survival. .
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Survival in

gastric mucus
bamall blis 3 cladl
H. pylori survives and
moves within the mucus

layer protecting it from = ﬂ“""—; — —
acid and sin. == - = P
), sl Al s i ﬁ@ - Epithelial cells
Lgass Ll bliall daibs J51s L& lglad) LY
\ omsadlly paeall pe ) )\ = =
PGN / LPS
£ ~ Peptidoglycan (PGN) and
VacA lipopolysaccharide (LPS)
Formation of vacuoles components stimulate
CagA L3Il 51 Olgmd eSS host immune cells and
« Alteration of signaling pathways Induction of apoptosis induce inflammatory
Byl oljluse Jams AlaLwdl Lauss response.
e Cytoskeletal rearrangement Disruption of epithelial junctions E e oA
-l JSagll s Bolel )lghall logll wuyis uﬁ:g-}samw.. I ausd }:ﬂll-u(-;é;fa
« Alteration / disruption of Blockade / suppression e e
tight junctions of T-cell response LPS Suliaty S APV Gasa
daSoall SMogl wuyydd / Juass | S LS dylaias] Jaasl3 / cams s ulgi Llaiwl 9
vy

SUMMARY / gaslall

H. pylori survives in the acidic stomach by producing urease,
adheres to gastric epithelial cells through adhesins, injures
cells via CagA and VacA, and triggers inflammation through
bacterial components such as PGN and LPS. These mechanisms
contribute to gastritis and peptic ulcer disease.
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NH; = Ammonia / Ligo¥l CO; = Carbon dioxide / )g2,51 sl b PGN = Peptidoglycan / olSsisgasiu LPS = Lipopolysaccharide / 1,Suadgige)
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Helicobacter Pylori

Bacteria
A8l Edl aigils L)
Gram —ve spiral bacterium. s s T
Pangastritis Ga:tritis bo:‘iy Antral gastritis Aol drglall dagiyan ysilans lale
of stomac .
40Tl 0EES 2rc el for
H.pylori.
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Transmitted: possibly person to person.

Most common cause of antral gastritis
(antrum part 1s the last part of the stomach

i toward the duodenum). =) owissl e s 9 - T
@ (e 59 ol Basall o 13l 3201 g0 sl @ £
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http://www.hpylori.com.au/image/pylori1b.jpg
http://www.hpylori.com.au/image/pylori1b.jpg

Mechanism of gastric injury:

bl sLaall Slelés Ll

Breakdown of mucosal defenses.

- .(GRP) cyslall gMb| sy 83Ly3
Increase gastrin-releasing peptide (GRP).
Decrease bicarbonate secretion. cusssdisisl sl

Flagella, which allows the bacteria to be motile in

o D -3 blsia 6 38 youly Sl eand i bolgusdl
VISCOUS mucus. R ;
Helicobacter
Urease, which generates ammonia from

Pylori

endogenous urea and thereby elevates local gastric

pH and enhances bacterial survival. oo’ s, o
Slosdl LyasSdl eldy 33209 d4md gall

Adhesins that enhance bacterial adherence to
surface foveolar cells. wobdiasisgl ooyl ks sl glosl 350 @o) Jss

Toxins, such as cytotoxin-associated gene A

(CagA), may be involved in disease progression

N . . Ll agyall andl Sz oo gl oS5 1B
(such as induction of gastric cancer).”;, -2 7, (E’;gifffw%




R Ly Healthy subjects 20-50%0
e 3lel ol sal
ROIC Of | el Chronic active oastritts  100%
H-PYlOl'i s Duodenal ulcer 0%
in GI W (S.stric ulcer 50 - 80%
diseases o (Gastric adenocarcinoma  90%

Gastric lymphoma
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Diagnosis of
Helicobacter

pylori
infection

C (el Bab e) ol Jsadl

Invasive(through endoscopy):

* Gastric biopsy and staining. s
=i o Culture of the bacterial specimen.

* Tests using urease enzyme in
° . 2330 pladeinly Olylesl e
bacterial specimens. Lol Sl o

sl N on-invasive:

e Urea breath test. ... ...
9 H. py101°i antibOdieS. 50l daghyad baliall plusdl -
* Stool antigen.

Shdl st o

* Salivary antigen. ...



Table 17-4 Complications of Peptic Ulcer Disease

Bleeding
Occurs in 15% to 20% of patients 1. o3l 0 %20 ] %15 S S
Most frequent complication P
May be life-threatening ool Baga oo 3

o8l Oldg e %25 Jaay
Accounts for 25% of ulcer deaths m 3 sgmg o siube Jol Sy 3
May be the first indication of an ulcer
Perforation -ts
Occurs in up to 5% of patients ol 50 %5 L] s Lo S Sraons
Accounts for two thirds of ulcer deaths Rl Slfs i Jras

4> )8 5929 le sae Jol oSy Lo 30

Is rarely first indication of an ulcer

Obstruction
Mostly in chronic ulcers dajall 238l 8 el 8

: ol ol dasgll goils
Secondgry to edema or scarring ol 0 %2 s s
Occurs in about 2% of patients ol 3Ll o Lol el 8 By
Most often associated with pyloric channel ulcers o j’ijjfj;f‘jj
May occur with duodenal ulcers osmtuus U8 g L5 151l ey Lo 1390

Causes incapacitating, crampy abdominal pain
Can rarely cause total obstruction and intractable vomiting

ROBBINS AND COTRAN PATHOLOGIC BASIS OF DISEASE, Ninth Edition ISBN: 978-1-4557-2613-4



Complications of Peptic Ulcer Disease

deoag)l d>pall ilaclias

€) Perforation

oLay|

. ) . ® Mostly in chronic ulcers. B Uk Susu

. ® Occursin15% to %20 ] %15 3 s 0 e Occurs in up to 5% s Lo (s 0 Sus &
20% of patients. oyl e f patient W e Secondary to edema el

Of patients. o2 all 50 %5 ] or scarring. L
e LAl Do
e Most frequent olaclaall ST e e Occurs in about 2% il of dedigll
complication. Legud ® Accounts for two oili Jias o of patients. L
| thirds of ulcer isyilloliy || Mostoften associated 9 iy
® May be I3age (550 A8 o deaths. ) with pyloric channel 2 yall (e
life-threatening. Al ulcers. zoh e sy
e May occur with Al gl sliall
. ® Accounts for 25% oo %25 Jias @ Jol 05 Layol o duodenal ulcers. .
- " < . & & &A = !
of ulcer deaths. Ao yill Sldg ° !s r?relly the first 2979 S pit e Causes incapacitating, Ay yiac S - ,al
i indication of an ulcer. Al crampy abdominal pain. _ :

' @ May be the first dadle Jof (985 ad Liday LaJl Conaans
L o o Can rarely cause total Lizog luage
indication of an ulcer. Ao il agg e i cheticins il i “

intractable vomiting. {0 R TR
luasiue Ludg MalS

.-'/.- - i

| Key Takeaway / dodl

Peptic ulcer complications can be serious and require ulbig b ylas duaagll d>jall Dliclane (5,355 33 @
early recognition and treatment. Bleeding is the most e guds SYI g izl .y Scnall zMdlg Lauseiall
common complication, perforation is the most lethal, 105 5 Laiu «ibigll Cus e b ga ilaisYlg

and obstruction is more often linked to chronic disease. sl el e sl




AIM OF TREATMENT:
TREATMENT RELIEVE SYMPTOMS. '
OF PEPTIC HEAL THE ULCER. -. .-

ULCER .- PREVENT COMPLICATIONS.
DISEASE PREVENT RECURRENCES.

oSl gia e




Rapid symptomatic relief. ==

Cheap. -~

Lgd Dotya s Al 50T | 630 lae 258l 2Mel 838 OIS Clla

Large amounts are required to heal ulcers
leading to undesirable side effects.

ANTACIDS If taken on an empty stomach; they are
effective only for 10-20 minutes. i ls
nidd 48,85 20-10

If taken one hour after meals, they are
effective for 2-3 hours. 91 DLzl 5o B0l s Wsls 14

Olelu ¥-Y Baa) dled
Tablet preparations are less effective than
suspensions. Sl o e Bl ol Sl emis




(D HISTAMINE- RECEPTOR
~ ANTAGONISTS (H2-Blockers ) "

OMdits co> Gasb e Jany

Act through blocking H2 receptors in the parietal cells. ~~ -
Suppress nocturnal acid secretion by more than 90%. 0. st s
Suppress 24-hour acid secretion by 50-70%.  .os0ecioni i aiiies

Side effects :
(RS s g las 1 g3Sall easll jlgadl Lle &Iy sl
CNS effects: headache, mental confusion.
Reversible gynecomastia and impotence. s bt s soeo gus

Interaction with drugs metabolized through hepatic cytochrome P-450 microsomal

enzymes
2SI deo g ySuall P-450 p oS | Slay3il daslgy Lyl @y 21 49331 ga Jeladll

-
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HISTAMINE-
- RECEPTOR 9 RANITIDINE
~ ANTAGONISTS

(H2-Blockers )

| FAMOTIDINE

- \_7 NIZATIDINE

S S




oSl B judg i sul (S Gasall Glaadl USRI 8 H, K+ ATPase p3il bueti Gk e (pasll jlh8] b

Suppress acid secretion by non-competitively and
irreversibly inhibiting the H+ , K+- ATPase of the
gastric parietal cells.

(PPIs) o594l d5uan Dllaze N A\ N
Inhibit over 90%o0f 24-hour acid secretion.

PROTON el 24 5las Lle aasdl 31381 o %90 o 35| dasss

= PUMP
Increase secretion of gastrin usually 2-3 times the
INHIBITORS baseline with proliferation and growth of ECL cells.

(PPIS) ECL LM5- gaig 3185 go uolusdll gozall Blasl 3-2 yludas Bale @ilyall 3158] Baly)

e No carcinoid tumors were reported occurring in
men due to PPIs. S R a Ok

eyl vaa Olace cowy >yl

Heal 50% of DUSs by 2 weeks, 90% in 4 weeks, and

sty : : almost all by 6-8 weeks. (e gl IMS dyglyaall 3Ll §3a3 > e %50 s

2olul 8-6 M5 lgniax Lo yisg ol 4 J35 %900




prazole « sgxu pglS

Omeprazole: 10, 20 mg

Lansoprazole: 15, 30 mg s

PROTON
PUMP

INHIBITORS Rabeprazole: 10, 20 mg
(PPIs) Esomeprazole:20, 40 mg

Pantoprazole: 20, 40 mg

Tenatoprazole: 40 mg: longer duration
of action

Jobl 350 610 1gla 40 : Jo3l353le




a1 Jolgal) duolucs (ol ] 3 #
In vivo, sensitive to the following agents:

amOXYCﬂhn— ) antibiotics

tetracychn) /f\

Eradication clarithromycin
therapy for Metronidazole, tinidazole
H.Pylori bismuth
PPIs

ALy LS slail oyl sldgad 1 Sl sl gl
Second line drugs: Levofloxacin,
gatifloxacin, rifabutin




Surgery for
PUD

Rare after the introduction
of effective therapeutic

agents except for

complications. ...

3. Jolgnll alizwly dlsall
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Gastroesophageal Reflux Disease (GERD)
REFLUX ESOPHAGITIS

lower esophageal sphincter

* Backward movement of gastric contents into the esophagus causing
heartburn (burning chest pain) resulting from recurrent mucosal injury, often
wotrse at night, when lying supine, or after consumption of foods or drugs

el 8 Gyl @ll) Basall L8 @8y da o gyall L] Basall Oligusal dysladyl &
S @ O 0> dx S St gl

that diminish lower esophageal sphincter tone. '~ &) 7 ™ e = e = eme e =

* Associated with transient relaxations of the weak or incompetent lower
esophageal Sphincter. 388501 4t ol ddeea)l ddawll dyyall Byolell dlaell Byle Olelsyuuly dadys

el G yall byolall dlasll 553 e Mas 1 &gl of dasbyl Jols wey of (gl Lle™ =



. Clinical Manifestations ==

Heartburn:

A. Tt 1s frequently severe, — owsossteie!

B. occurring 30 to 60 minutes after eating, sl isis co w5060 J 30 40 205

. : : dladl @8laxwi Lo WLE 7
C. It often is made worse by bending and lying down  #=/<e e

D. is relieved by sitting upright. = esseeos ot ass

E. Often, heartburn occurs during the night.  w.siseses cosuue -

Belching ..
(3ao @503 498 (6 @ 8) yuall 6 qll
Chest pain (may be confused with angina).
1. 1slocated in the epigastric or retrosternal area and

2. often radiates to the throat, shoulder, or back. 55 2 5 5 50y ]

Respiratory symptoms such as asthma (vagal-mediated bronchospasm), chronic
Cough, and laryngltls. Byl lgdls cpo3all Jlaudly (auall onsll dolugy oo zass) o)l io duwdss o]
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Complications, such as strictures and
Barrett esophagus.

Barrett esophagus is characterized by a
reparative process in which the squamous
mucosa that normally lines the esophagus
gradually is replaced by abnormal
columnar epithelium resembling that in
the stomach or intestines. It is associated
with increased risk for the development of
esophageal adenocarcinoma.
ot gl iyl bl sladdll Yl ad @iz Guaveys dass ol s530 Suazs

of Bazall 5 B3g>gall el 4 dempds yi& dysgac Bylghy Loy e S 2 g3all
-‘xﬁ)-“” L>_9 GAE oy Hlodl ylas B3l badye gag .claall

FIGURE 45.4 » The presence of the tan tongues of epithelium in-
terdigitating with the more proximal squamous epithelium is typical of
Barrett esophagus. (From Rubin R., Strayer D. S. (Eds.) (2012). Rubin’s
pathophysiology: Clinicopathologic foundations of medicine (6th ed., p.
611). Philadelphia. PA: Lippincott Williams & Wilkins.)
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Delayed gastric
emptying ——

Increased
frequency
of transient
LES

relaxations

Increased
acidity

Loss of
secondary
peristalsis
following
transient
LES
relaxations

Decreased
LES tone —~

Initial /Inc\ompetent

esophageal —» Scar —>» LES

YT

Recurrent injury

A

Barrett’s Stricture
Cancer :
esophagus Pain
Obstruction
Perforation

FIGURE 13-17 Pathophysiology of esophageal reflux disease.

Pathophysiology of Disease: An Introduction to Clinical Medicine Seventh Edition, 2010



Pred'isposing Factors

diggall Jalg=ll I w \ r \

i ) Initial esophageal Scar Incompetent LES
Delayed gastric emptying | lesion =gs K ,.m.ll Jg.ns
basall ¢1,8] 50 ) Aol duks pall &3l

 Increased frequency

'%w.;; of transient LES relaxations —
\'hf- dpuaall i)l 51y asb;
- Cdgall dauall Aty pall

Increased acidity y
dagaadl b

Loss of secondary
peristalsis following oA
) transient LES relaxations
A (595l asaill lads
b yaall Cadgall clagyy

dadddl &l yall
Decreased LES tone = ; ]'

- = \
Byaall yigi salasil — b : ) B oot . 2o
Ml il __ Barrett's esophagus Jiil) Stricture — &

J

GERD develops when reflux-promoting factors cause initial £l dpsall Jolgall 6355 Loaie hapall glads¥l i e Lty
esophageal injury. Healing with scarring may weaken the LES, Syl il ge pLYl Candy sdg .egyall S8 dulgl dudl |
leading to recurrent reflux and repeated injury. Chronic injury 2By ySiall &3y gyl JST I $a9s Lao cduliund] dulyyall
can cause Barrett's esophagus, strictures, and may increase 253 489 «Dlinailly Syl sgye dinjall L3I cund a8g
the risk of cancer. Oyl Glal ylas

LES = Lower Esophageal Sphincter
dalbudl 4 5all 8 paall




TABLE 13-5 Modulators of lower esophageal

sphincter pressure.
Increase Pressure Decrease Pressure
Hormones Gastrin Secretin
Motilin Cholecystokinin
Substance P Somatostatin

Neural agents «-adrenergic agonists
B-adrenergic antagonists

Cholinergic agonists

Foods Protein meals
Other Histamine
Antacids

Metoclopramide

Vasoactive intestinal
peptide (VIP)

Progesterone
B-adrenergic agonists
o-adrenergic antagonists
Anticholinergic agents
Fat

Chocolate

Peppermint
Theophylline
ProstaglandinsE,, |,

Serotonin

Pathophysiology of Disease: An Introduction to Clinical Medicine Seventh Edition, 2010

8555l AUS le Yais s Jouadl i



(&

e

Treatment

@

The treatment of gastroesophageal reflux usually focuses on consetrvative
measures.

G_A” &9_}&”9 E—_ngw und

Avoidance of positions and conditions that increase gastric reflux. — e=/e=iows
Avoidance of large meals and foods that reduce lower esophageal sphincter tone
(e.g., caffeine, fats, chocolate), alcohol, and smoking. sl st dasiss g Jos ol taabily 1,8 Sl gl s
Medication:

Antacids or a combination of antacids and alginic acid. Alginic acid produces foam
when it comes in contact with gastric acid; if reflux occurs, the foam rather than

dbgaxdl Wlslaa o 2030 ol b gandl Oilsliaa
olé 1&[;;.])‘ Sas 3]y Bazall nasd diwadle

Histamine-2 receptor (H2)—blocking antagonists. e e
5 oq o (H) Y-cobia g M@ s Slslin
Proton pump inhibitors. e

ogiondl dsvan wllaca

acid rises into the esophagus.

( \(:J

T ——————

Surgical treatment may be indicated in some people. v i s
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One of the leading causes of death in the
united states.

o Gl & gl

It exhibits a male to female ratio of 2:1.

2:1 Olidlg yeS il
Cancer
gwlssdmﬁ
Of wigmll Risk factors for stomach cancer include:
ok e

StomaCh * Genetic PfediSpOSition. el slaszdl

 Carcinogens in the diet (nitroso compounds found in
smoked and preserved food). a5l LS 5a) LS Al b iyl sl3all

$asall Lilgal :
o (@ samally & aall dasbo¥l S b3g2 gall

SWstal o Autolmmune gastritis.
* Gastric adenoma and polyps. sl s ks gz o
* Chronic infection by H.pylori act as a cofactor for

SOME CALCINOMAS. 1y | 1 e sclue JolsS Jass aglsdl Gslall Ly duaiall csasll -




Unfortunately, stomach cancers often
are asymptomatic until late and early
detection is usually difficult.

C)Utb-)u.l ugi) Lo Lﬂ‘..c Jasdl ;9‘.&1]
ey uﬁo[_}cj 094 Bamall
Lgdlas] dsi.: Le Baleg L)}L‘;A

l;:sz,o

Cancer of N
Indigestion. ez

stomach

Anorexia NErvosa. e
Weight loss. ='**
Epigastric pain.

Vomiting, o

Abdominal mass. e




Cancer of stomach

_IDiagnosis is accomplished by: . .- o

® Barium X—ray StUdiCS.‘Pga)uL; il 2028l Slalys
* Endoscopy and computed tomography (CT)-scan. (€0 wsislsads sl
* Biopsy and cytologic studies of the gastric secretions. oy s cuis s

JTreatment:

Jaall zyall g2 gyiadl ial Basall ol -

* Radical subtotal gastrectomy 1s the treatment of choice.

* Radiation and chemotherapy may be used for palliative purposes

or to control the metastatic spread of the disease. i s, g s.
gl o yall slal Ll Bylagull of (olyell aiass




~snoss - Intestinal disorders
Irritable bowel syndrome

It 1s a persistent or recurrent symptom of abdominal pain, altered bowel

function, and varying complaints of flatulence, bloating, nausea and anorexia,

oo dglaa golSlang celoa¥l da b g L,Q Chkslg ladl L>_9 i&fﬂ))i:w gi).c.;'.,.wo oI 3R .

constipation or diarrhea, and anxiety or depression. s . s s

The pain 1s relieved by defecation and associated with a change in consistency or

frequency of stools. 330 s 1l 158 s s 33l 8

The pain is usually intermittent crampine in the lower abdomen. It does not
y
iﬂteffefe Wlth Sleep. podl Lle y5ay . phadl Jawl 8 dalize Olalis e Byle @8l 565y o ol «

It results from dysregulation of intestinal motor and sensory function modulated

55 yo)l slaa¥l da sy @abini 3 IS e ey »

by CNS. Motility is increased as a response to stress. o153 g5l ol gl kg A Bl

o o) &loawl &Syl

Women are more affected compared to men.

eIl @ylao wloW doye ST el



Diagnosis:

Sl JSa 8 sutny Aagyag Gyl Oilse sae 8 sudny dagiye Dlsyg Gyl Bayb e dolyl deLaall OMA Olawdl o el go S8 e 2gswl 12 5aal 83520 of Byaza Bl

Continuous or recurrent symptoms of at least 12 weeks duration with

two of three accompanying features: relief by defecation, onset is

assoclated with a change in bowel frequency, and associated with a

change in form of stool.

History of lactose intolerance should be considered. sssw s e sussobe o

Weight loss, anemia, fever, occult blood in the stool or nighttime
symptoms, or malabsorption increases the likelihood of organic disease

(any disease where observable measurable process such as inflammation
and tissue dﬁﬂlﬂg@). ddlazsl o jolazedl eguw ol (Al el ol 35l 8 Lasdl sy (andl (] 8o (39l (laaé w3y

(¥l cali lgall 2o julallg dasdal) A6 dac ad o653 pye gl) godae po3ar Dlol
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No special diet 1s indicated but
adequate fiber intake is
recommended.

Basin oISl e gginnd all Olygpiall (5S35 Jpnlg (l3lal dnially dyimall daabo ¥l Jao Sl &l danbl] oo
Avoidance of offending food such as

fatty and gas-producing foods, and
alcohol. Caffeine-containing
beverages could be beneficial.

Treatment

Pharmacological  therapy  includes
antispasmodic and anticholinetgic
drugs.

o oSl Bsliaally peadeal) Baliaall dy g4 :qﬂgJ.H Zl Loy



» These include:

* Ulcerative colitis: nonspecific
inflammatory bowel disease of unknown

etiology that affects the mucosa of the
Inflammatory colon and rectum.

Bowel Disease Crohn’s disease: nonspecific

inflammatory bowel disease that may
atfect any segment of the GIT.

Indeterminate colitis: 15% of patients
with IBD are impossible to differentiate.
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Crohn’s disease and ulcerative colitis

share:

Inflammation of the bowel. =%

ASsall Cawall Jaldl e S50 Lo sgzg pae

Lack of confirming evidence of the proven causative agent.
Pattern of familial occurrence. .o
Accompanied by systemic manifestation. e s oo

Crohn’s can affect any area of GIT from the esophagus to the anus while @) =
ulcerative colitis affects the colon and rectum. gl gl ] 1 35 5 i

f&.x.ﬂ.).‘u..ﬂ”g USJS"“ uk’ u.}}n_,.][ ugjgﬂl[ \_JL@,AJ'J.JSJ Lnu..\

In Crohn’s, the inflammation is often transmural but ulcerative colitis is @

typically restricted to the mucosa. DUl o sl s L 5 Lo e 5 ol 3 = e
bl cladll e bale yaziy il o)sal O £
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Crohn’s disease
Clinical manifestation

They both result from the activation of inflammatory cells with the elaboration
of inflammatory mediators that cause nonspecific tissue damage.

AoeasW saowe et LA G dglgdl bailing 3148 e dolgddl LMSI! i e ey LaadS

They characterize by remission and exacerbations of diarrhea, fecal urgency,
and weight loss and it may lead to intestinal obstruction as a complication.

daclaas $9%0 slaadl JI 352 489 (gl ladsg ‘ng‘j‘y‘l( Zloddlg (lawdll @Blaig cgan Olyudy olias

Systemic manifestations include axial arthritis, inflammation of the eye, skin
lesions. Inflammation of the mucus membrane of the mouth (stomatitis),

blood disorders (anemia and hypercoagulability) and inflammation of the bile

. . . Sy ppuall Dlgly cgrsmmall Lolaall olgall dr3lgd] salizall Jass
duct. In Chlldl'eﬂ, 1t causes gI'OWth retardation. 2l 528) Pn[ouwmi.(@mw)pwqbwlgu};mw@@[

9ol 33U oy (Jlab Yl e dyolyaall slall olgdls (3251 bydy



Crohn’s disease
Treatment

Olacliaall prag (@bl dyaaall le Blasdlg elasdl jyieis oled¥l elgl Lle Slavall 3555

Treatments focus on terminating inflammation, promoting healing, maintaining adequate

nutrition, and preventing complications.

Nutritious diet rich in calories, vitamins, and proteins is recommended, fat is better to be

col Lo odall 29ell Jado .oy amll camd Ly «lidgrdly clualudlly dyylysdl Oyl b cide SiE alhi ¢ Ll og
Lo Ll 2 2ol G giae e pllielsl o

avoided.

Medical therapy included:

(Bl d ! (olyedl 2 Sl) Oilagg yaringSiy oSl «

Corticosteroids (suppress acute clinical symptoms).

(eloa¥l (3 Ly oSl gai byd wley) Joiladgrnm

Metronidazole (treats bacterial overgrowth in the intestine).

(o 5eeslS s (DLuSy yiotn (03519018 50 (cyrsalil) deliall Sllagza o

Immunosuppressants (azathioprine, 6-mercaptopurine, methotrexate and cyclosporine).

Monoclonal antibodies (anti-TNF agents) for severe disease. (Etanercept, adalimumab,

1nﬂ1leab> C o (leraSail colosadlsl ey ital) Bagaadl Sl (aygll x5 Jole Olslas) Al sasg salaall plusdl
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Ulcerative COlitiS a4l oy5)gall wlgdl ylas al
Risk factors

.30 o0 J.QW Bale yasll

Age: commonly less than 30.

34351 eludlly Bsle

Race or ethnicity: white is at higher risk. e, s oo ovi g

Genetic. -

Diet (fatty diet) or oral contraceptives increase the risk of the

dlsease. o3l Lol 3hs o a5 dgadl] Jasdl lge of (saally il iliall aladl) iliall Al
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Ulcerative colitis
Clinical manifestation

Marked by attacks of diarrhea that may persist for days, weeks, or months
and then subside, diarrhea usually with blood. 2268l bl gl e et gl S S

2L Uguan Jlgwil 055 Lo dsleg dag @3

Anorexia, weakness, and fatigue. s, o s,

In severe disease, fever, anemia, hypovolemia and hypoalbuminemia are
common 2l eagdl jatig aall aas aiiig pll yidy asdl Bayaadl oLl S -

In children, faillure to growth =2

@ Cancer of the colon is a common complication of ulcerative colitis.

T - - — oy ————




Ulcerative colitis
Treatment

131l dal] danb g 308Mlg cyedlS)] Cand

Avoid caffeine, lactose, and gas-forming food.

B 185 dy )yl Slyeully el i iliE aldy ool yogs 43
Doctor may recommend high protein, a high-calorie eating plan that is low in
fiber.

Drugs including corticosteroids and TNF inhibitors can be used. =& ol

291535 Jale Ollacag Olagg st 550 5501

Unlike Crohn’s disease, nicotine has shown clinical and histological
improvement. Lionpusiy Uy Vo (59500l 5aB31 1908 els e e

wldgnosdl el o sidl ol adll ledl comtuny (935 els e e

Unlike Crohn’s disease, UC responds to treatment by probiotic therapy.

celoa¥l by i e 23l Al 488 el syl las)

Iron is given to treat anemia resulting from intestinal bleeding.

Unlike Crohn’s, UC can be cured by surgical removal of the colon.
ool ol Jlatzadl §asb e sl o alsill Glel gile Say e sy use e
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Colorectal carcinoma

Colorectal cancer affects about 1 million persons worldwide.

It peaks at 60-70 years of age in patients with: —osesie s oo 667060 o 3 w0 -

Family history of cancer. o= siow bz

331 1 Ly

Persons with Crohn’s disease or ulcerative colitis.

(> o elsall olgdl of (08 sl parlaall olsadl .

Persons with familial adenomatous polyps of the colon. .osiwis s il osiad otsy.

Diet including fat (increase bile salt synthesis) and refined sugar are harmful, while
fiber intake (increases stool bulk and removes carcinogens) and vitamins
such as vitamin A, C, and E are of great benefit in neutralizing carcinogens.

Aspirin has shown some benefit in prevention by inhibiting COX-2 which is
overexpressed in colorectal CanCer. aapishsaialoii - Sl Jsts o oo 5 ol 5l 5y (il kel 835 10 05 5ol o il Jlas s

dudo sl Sl gall aemi 8 B30 B35 W) gz o] psalind Jao Oliwalinally (b yuall slgall Ljag lsdl g o 2030).
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Colorectal
carcinoma
Clinical
manifestation

e e e e e T e e e e s Pt ot o

Colon cancer may present for a long
period of time without symptoms.

2lsel 33as (o3 gl 8328l olgill U ses yazay 8

Bleeding is the symptom that causes the
person to seek medical care. il g g3l ol 3 sl

el yleyl b |

Gble By

wiio Change in bowel habits, diarthea or

ygns lal

.. constipation, sense of urgency, or

cloadl ¢1,8]

-~ 1ncomplete emptying of the bowel.

Pain usually is a late symptom.

J33lia Loye ¥ 5050 Lo Bule



Colorectal carcinoma
Diagnosis and treatment

* B acsgmall shaall sygmully (ol gall 3o of dumyadl p oyl did> Basb e wie 2SIl (Say
DlagnOSIS. gl 5ol gally sl B S ol b il e il 5 sty

It can be detected by barium enema or colonoscopy, CT scan, pelvic magnetic
resonance imaging (MRI), and ultrasonography can also be used.

Treatment:

The only recognized treatment is surgical removal.

.q}b;‘dﬁ Jlazuadl ga 4y B jueall asgll ZMell

Preoperative radiation therapy may be used. Alonll 48 elasill plall plasaal

syl amy e Ll Q_;LAAASJI Ml alaseiwl auy

Postoperative adjuvant chemotherapy is used.







