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Acute gastritis

Chronic gastritis



The gastric mucosal barrier 



 GASTRITIS
Gastritis is an inflammation of the stomach that may occur in many forms.

 Acute Gastritis
The gastric mucosa is inflamed and appears red and edematous. It may be ulcerated and
bleeding if the mucosal barrier is severely damaged or the circulation is poor, which reduces
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.
• Excessive alcohol intake.
• Ingestion of aspirin or other NSAIDs (especially on an empty stomach).
• Ingestion of corrosive or toxic substances.
• Radiation or chemotherapy.



 Acute gastritis

Signs and symptoms

• 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.

In persons with severe or prolonged vomiting, there is a danger of dehydration,
electrolyte loss, and metabolic acidosis, all of which require supportive treatment.

Certain infections may require treatment with antimicrobial drugs.



 Chronic Gastritis
• 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)

• 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
gastric atrophy.

• Many cases are idiopathic.



Peptic Ulcer 
Disease 

• Break in the gastrointestinal mucosa exposed to
gastric acid and pepsin more than 5 mm in
diameter.

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

• Duodenal ulcers occur five times more common
than gastric ulcers.

• Duodenal ulcers are more common in males while
gastric ulcers affect equallymales and females.



Duodenal ulcer



EROSION

• A break in the GI mucosa- Less
than 5 mm in diameter- not
penetrating muscularis mucosa.

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

• Peristalsis is not affected.
• Heals rapidly.



Sites of  
PUD

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

• Commonest sites:
Duodenum especially first part “duodenal
bulb”.

Stomach especially over the lesser curve.
• Other sites:
Lower end of the esophagus.
Site of gastro -jejunal anastomosis.
Opposite to Meckel’s diverticulum

(congenital diverticulum, is a slight bulge
in the small intestine present at birth).





AETIOLOGY 
OF PUD

1. HELICOBACTER PYLORI-ASSOCIATED 
ULCERS.

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

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

4. IDIOPATHIC.



Pathogenesis of  PUD

IMBALANCE 
BETWEEN 

AGGRESIVE  
AND 

DEFENSIVE FACTORS

 Prostaglandins.
 Mucosal blood flow.
 Mucus gel layer adherent to the 

mucosal surface.
 Bicarbonate.
 Tight epithelial junctions.
 Regeneration of  the epithelial cell layer.
 Growth factors, eg: EGF.

 Acid.
 Pepsin.



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



Epidemiology 
of  PUD

• Prevalence of about 5-10%.
• Varies in different communities.
• Higher prevalence in low socioeconomic classes

and with certain diseases.
• DU more in males: M/F: 3:1.
• GU is equal in both sexes but increases with age.
• FAMILY HISTORY: 3-4 increased risk.
• CIGARETTE SMOKING: ulceration increased.
• EMOTIONAL DISTURBANCES and STRESS:

increase gastric acid secretion.



Stress Ulcers
• Develop in response to major physiologic stress.

• People at high risk for the development of  stress ulcers include:
1. patients with large–surface-area burns (Curling’s ulcer).
2. patients exposed to trauma, sepsis, acute respiratory distress syndrome, severe 

liver failure, and major surgical procedures.

3. People admitted to hospital intensive care units. 
• Location of  stress ulcers is in the fundus and body of  the stomach and are thought to 

result from ischemia to the mucosal tissue and alterations in the gastric mucosal barrier.

*Another form of  stress ulcer, called Cushing ulcer : intracranial injury, operations, or 
tumors.

Curling’s ulcer



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).

• May be asymptomatic.





Diagnosis of  
PUD

Clinical picture is suggestive but not diagnostic.

Diagnosis best by endoscopy.

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).

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

Evaluation for H. pylori infection.

Gastric ulcer should be biopsied to exclude
malignancy.



Helicobacter pylori



Helicobacter Pylori

• Bacteria
– Gram –ve spiral bacterium.

– 40% of patients >60 yrs are +ve for
H.pylori.

– Transmitted: possibly person to person.
– Most common cause of antral gastritis
(antrum part is the last part of the stomach
toward the duodenum).



Helicobacter 
Pylori

• Mechanism of gastric injury:
– Breakdown of mucosal defenses.
– Increase gastrin-releasing peptide (GRP).
– Decrease bicarbonate secretion.
– Flagella, which allows the bacteria to be motile in
viscous mucus.

– Urease, which generates ammonia from
endogenous urea and thereby elevates local gastric
pH and enhances bacterial survival.

– Adhesins that enhance bacterial adherence to
surface foveolar cells.

– Toxins, such as cytotoxin-associated gene A
(CagA), may be involved in disease progression
(such as induction of gastric cancer).



Role of  
H.pylori 

in GI 
diseases

Healthy subjects 20-50%

Chronic active gastritis    100%

Duodenal ulcer >90%

Gastric ulcer 50 - 80%

Gastric adenocarcinoma 90%

Gastric lymphoma 85%



Diagnosis of  
Helicobacter 

pylori 
infection

Invasive(through endoscopy):
• Gastric biopsy and staining.
• Culture of  the bacterial specimen.
• Tests using urease enzyme in 

bacterial specimens.

Non-invasive:
• Urea breath test.
• H. pylori antibodies.
• Stool antigen.
• Salivary antigen.
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