
Turk J Gastroenterol 2003; 14 (4):282-283

LETTERS TO THE EDITOR
EDİTÖRE MEKTUP
Helicobacter pylori seropositivity in patients with reflux
esophagitis
Reflü özofajitte Helikobakter pilori seropozitivitesi

To the Editor

To date, the relationship between gastroesophage-
al reflux disorder (GERD) and Helicobacter pylori
(HP) infection remains unclear, as the results of
various reports have conflicted (1-2). In most re-
ports, the presence of HP infection has been repor-
ted to be preventive against GERD by way of
hypochlorhydria induced during chronic infection
with this bacterium (3-4). Nonetheless, some re-
ports have challenged this theory and even pre-
sented contrary results (5). We aimed to clarify the
subject in our patients with the diagnosis of
GERD.

Seventy-two patients (group 1) with symptomatic
reflux disease and endoscopic diagnosis of reflux
esophagitis were included into the study. None of
the patients had previous HP eradication and no
one had systemic disease. Moreover, they did not
use any drug with potential effects on GI motility.
The male to female ratio was 51/21 and the mean
age was 45.6+12.6 (16-77 years). The controls we-
re 121 asymptomatic healthy people (group 2) wit-
hout a previous history of HP eradication. HP se-

ropositivity was investigated by ELISA using HP
specific kit to determine serum anti HP Ig G. The
control group had a mean age of 40+13.06 (15-76
years) and the male to female ratio was 84/37.
There was no statistical difference in age or sex
distribution in either group (p>0.05). HP seroposi-
tivity rates were 80.6% in group 1 and 66.7% in
group 2. The difference was statistically signifi-
cant (p<0.05).

Our result challenges the classical theory of pro-
tection induced by HP in GERD. On the other
hand, we do not know whether HP can induce
gastroesophageal reflux by its effects on gastric
motility (6). Moreover, esophageal motility distur-
bance has been reported in patients with HP infec-
tion. From this point of view, esophageal clearan-
ce decreases and reflux esophagitis risk increases
in HP-infected subjects (7). At least according to
our study, we believe that the presence of GERD is
not a handicap in planning eradication of this bac-
terium.
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