Of 13 skew el g (5 59k wTUgSID 352 9 i
(PCR) 3! youls sl0 g j w519 33 30

Y . . ] . Yo Lape ) “ .\ :
o O yee @Gobo iS00 oMMie ST Sls o (53U T gueae (gl po S0 B 8
¥ . v . ”
Q}.m‘,ub‘ u'u_.y ,...'i ERNNS el S ] ,..50

Og s s Gl las o3 lsS A - ¥
I lails ol (Kb (s38lanrsSee o - ¥

olp! el snadl (650 gm i - )
wad plal s las o gSKgal g - ¥

Detection of Helicobacter pylori and its
virulence markers by polymerase chain
reaction
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Helicobacter pylori is a gastric pathogen which infects
half the world population and causes antral gastritis,
duodenal ulcers and enhances the risk of gastric
malignancies. The high prevalence of H. pylori infection
particularly in the developing countries has prompted
scientists in the field to look for specific virulence markers
which may be associated with more severe H. pylori-
induced gastrointestinal disorders including duodenal
ulcers and gastric cancer. Along this line of investigation,
the Helicobacter pylori cytotoxin and its associated gene
product have been identified as having close correlation
with severity of disease. The rate of H. pylon infection in
Iran approaches 90% of the population but a small
percentage of these subjects manifest dyspepsia. In
order to determine the frequency of these potential
virulence markers in the Iranian H. pylori strains, we have
isolated H. pylori from dyspeptic patients and performed
genotyping by polymerase chain reaction. The results of
this study demonstrate that: 1) Iranian H. pylori strains are
genotypically different from Western strains. 2) Frequency
of cytotoxin associated gene product (cagA) vary
depending on the use of primer sets reported in the
literature. 3) Prevalence of cagA in Iranian H. pylor strains
does not correlate with peptic ulcer disease.
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