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H. pyloriinfection determines an important acute
and chronic gastric mucosa inflammation. If un-
treated, the inflammation may remain forever, being
infrequently spontaneously eliminated. It is known
that chronic gastritis caused by this infection may
lead to atrophic gastritis, intestinal metaplasia and
dysplasia, thus setting the role of H. pylori in gastric
carcinogenesis cascade™”. Therefore recent meetings
on the subject suggest to eradicate this organism in
all infected individuals®*®, The most widely used
treatment consists of an association of clarithomycin,
amoxyllin and a proton pump inhibitor (PPI) during
7 days®®. However, it is noticed that the currently
used treatments in order to eradicate H. pylori pres-
ent decreasing levels of success. The Maastricht IV
Consensus Report. draws attention to some factors
that may commit the efficacy of the threefold scheme,
such as high resistance to antibiotics, specially to
clarithomycin; incomplete treatment compliance;
high gastric acidity, high bacterial load and different
strains of H. pylori®.

This months’edition of Archives of Gastroenterology
journal publishes an excellent review paper on the
resistance of H. pylori to antimicrobials, written by
Vianna et al.®?. The authors carried a careful and
comprehensive literature review on available methods
to diagnose bacterial resistance, further highlighting
the current susceptibility to each of the antibiotics
used to treat this infection and the main factors as-
sociated with resistance in these cases.

In fact, recent molecular studies showed high
levels of H. pylori resistance to some antibiotics that
are routinely used in eliminating schemes, especially
clarithomycin and fluoroquinolones”. Many of these
studies have shown that resistance to clarithomycin
is really high in some regions of the world, directly
affecting the eradication of H. pylori. An European
multicenter study comprising 18 countries showed
high levels of resistance to both clarithomycin (17.5%)
and fluoroquinolones (14.1%), varying widely accord-
ing to the regions®!?. For this reason, the latest Maas-
tricht Consensus do not recommend the use of this
antibiotic as first line of treatment in regions where
resistance to clarithomycin rates are higher than 15%-
20%®. This is the case, for example, of some regions
in Italy and in Poland, where the first choice schemes
no longer include the macrolide1%!9,

Cell culture methods are the most used to deter-
mine the bacterial sensitivity to antibiotics. However,
these procedures are seldom used with H. pylori, due
to their slower growth and to the need of special re-
quirements to take care of their cultivation'?. There-
fore, molecular tests conducted from gastric biopsies
have been used in molecular biology laboratories,
showing high levels of sensitivity and specificity®.
The method involves extraction of bacterial ADN,
amplification of genes associated with resistance and
submission of the product to test strips for hybridiza-
tion, enabling the display of fluorescence bands and
to find the wild sequences or some mutations specified
in the test strip®.

Vianna et al. conducted an extensive review of the
major studies carried out in different regions of the
world on the resistance to each antibiotic routinely
used in H. pylori eradication schemes. The authors
showed different results observed in studies across
the US, Europe and Asia, once again highlighting
the importance of local and regional determination
of antimicrobial resistance!!?.

Studies carried out in Brazil between 2000 and 2014
show that the population’s resistance to clarithomycin
ranged from 7% to 27%, varying across different re-
gions®. Resistance to amoxicillin is generally very low.
Studies in our environment showed a 0.4% resistance,
unlike that observed with metronidazole, for which
resistance rates exceed 40%®. Only one study in the
country, held in the Sao Paulo region, evaluated the pri-
mary resistance to levofloxacin, finding rates of 23%©.

Recently, Sanches et al. conducted the first Brazil-
ian multicenter study for the molecular determination
of primary genotypic resistance of H. pylori to clar-
ithomycin and fluoroquinolones involving different
regions of Brazil!). The authors found an average
clarithomycin resistance of 16.9% and an fluoroquino-
lones resistance of 13.5%.

We believe that soon the molecular tests to de-
termine and track primary genotypic resistance of
H. pylori to antibiotics will be routinely performed
in major centers of Brazil, thus facilitating the best
antibiotic therapy choice.

Also in this edition, Dalla-Nora et al., researchers at
the University of Santa Maria/RS, conducted a major
study to determine the diagnostic performance of the
immunochromatographic test of stool antigen aiming
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the identification of H. pyloriinfection in dyspeptic patients®.
The stool test had 67.5% sensitivity and 85.5% specificity. The
authors concluded that although this test is feasible from an
economic point of view and well accepted by patients, the
diagnostic accuracy observed was not satisfactory and is not
recommended for the primary diagnosis of the infection.

The findings of this study are quite significant because

so far few studies have been conducted in Brazil to evaluate
the effectiveness of stool antigen test for initial diagnosis of
H. pylori infection®.
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