HELICOBACTER
PATHOGENICITY:

Helicobacter pylori causes gastritis, peptic ulcer and predisposes to gastric carcinoma.

PATHOGENSIS:

When H. pylori attaches to the gastric mucosa, it secretes the enzyme urease that acts on urea in the stomach to produce ammonia. The ammonia and the inflammation caused by the organism lead to damage of the mucosa, gastritis and peptic ulcer.

EPIDEMIOLOGY:

Natural habitat is the human stomach. The infection is acquired by ingestion in child​hood, and spread among families specially in areas with poor hygiene. The organism is not isolated from stool, food, water, or animals.

CLINICAL FINDINGS:

In gastritis and peptic ulcer there is pain in the upper abdomen, and later bleeding in the gastrointestinal tract.

​
LABORATORY DIAGNOSIS:

1- Microscopy: Gram stain biopsy smears of the gastric mucosa. Morphology: curved, gram negative rods, comma or S- shaped.

2- Culture: Medium is blood agar made selective by adding antibiotics (Butzler medium). Temperature 42°C. Organism is 
     microaerophilic (requires only 5% O2 to grow). It will not grow 
     at 25°C.

3- Biochemical Reactions: Oxidase positive, sensitive to nalidixic acid, urease positive. 
4- Serology: Detection of IgG antibodies in serum. 
5- Urease breath Test: The patient is given urea tablets which are radio-labelled to swallow. If the organism is present in the stomach, it will break down urea into ammonia and the radio-labelled CO2 which when evolved may be detected in the breath of the patient when he blows in a special detector.

