Research Journal of Medical Sciences 9 (2): 39-42, 2015
ISSN: 1815-9346
© Medwell Journals, 2015

The Modern View of the Issue of Helicobacter pylori Infection
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Abstract: The modermn view of the issue of Helicobacter pylori infection is considered. Tt was demonstrated
that Helicobacter pyvlori is the opportunistic pathogen of the mucosal stomach flora and oral mucosa. The
secondary reservoir of Helicobacter pylori 1s the oral cavity. The treatment of the Helicobacter pylori
assoclated diseases shall be combined, individualized, ethiopathogenic, substantiated, consistent, dynamic,
expectant. By treatment of the Helicobacter pylori associated oral mucosa diseases immunomodulators shall
be prescribed, remedial measures aimed at sanation of the chromic centers of mfection, equalization of the
microbial landscape of both the oral and stomach mucosa shall be taken.
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INTRODUCTION

As of today it is known that Helicobacter
pylori (H. pylori) 1s the microaeroplulic, small,
non-spore-forming gram-negative bacterium of primarily
S-form with the length 2.5-4 um and the width 0.5 pm. On
the one pole there are 4-7 flagella 3-10 um long that ensure
the bacterium ability for active movement (Aebischer,
2010; Wadstrom et al., 1996). Flagella are covered by
sheathes reaching up to 30 nm mn width at the end of
which there are club thickenings. Vegetative and spiral
forms of H. pylori with flagella may be transformed into
ovoid or coccus forms. This more frequently occurs in
older cultures or under unfavorable  conditions
(Zimmermann, 2011). According to findings of the
molecular-biological studies, the ‘age’ of H. pylori does
not exceed 10-11000 years (Krylov and Myths, 2006).

For long 1t was generally, thought that due to the
low pH a human stomach does not contain
microorganisms. The main role mn the development of
gastritis and ulcer disease was assigned to the
hydrochloric acid, diet violations and psycho-physical
loads (Schwarz, 1910).

For the first time the concept of the infectious onset
of the ulcer disease appeared at the end of the 19h
century and the confirmation, thereof were spiral bacteria
found in the human and animal stomach. The first one to

find them m 1874 m a camne stomach was Bottcher

Zimmermann (2013) and Krienitz (1906) found the similar
spiral bacteria m the gastric juice and autopsy tissue of a
human stomach. Rosenow and Sanford (1915) in their
researches confirmed presence of the curved bacteria on
the surface of the human stomach mucosa (Krienitz, 1906;
Rosenow and Sanford, 1915).

In 2005, Barry J. Marshall and Robin Warren were
awarded the Nobel Prize in medicine and physiology for
discovery of the H. pylori bacterium and its role in the
development of gastritis and ulcer diseases, development
of the first eradication schedules. The studies of these
two researchers have proved that a stomach is not
sterile; microorganisms can exist in an acid enviromment.
H. pvlori produce a lot of enzymes decomposing urea to
ammeonia and carbon dioxide that form a thick protective
layer around bacteria (Mayev and Samsonov, 2006;
Amieva and Omar, 2008).

MAIN PART

By now the modern methods of microbiological
study have proved that the amount of various mucosal
microflora in the stomach of healthy people makes
10°-10' mL™" (3 Ig CFU g™ including in 44.4% of
cases there was diagnosed H. pylori (5.3 1Ig
CFUKOE g ') in 55.5% streptocecei (4 Ig CFU I'™') in
61.1% staphylococci (3.7 Ig CFU T'™) in 50% lacto
bacteria (3.2 Ig CFU I'™") in 22.2% candida fungi
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(3.5 Tg CFU I'™"). Besides, there have been screen
out bacteroids, corynebacteria, micrococei in the amount
2.7-3.7 Ig CFU g". Tt shall be noted that H. pylori was
determined only in association with other bacteria. The
stomach environment appeared to be sterile in healthy
people only in 10% of cases (Blaser et al, 2008,
Kon’kova, 2012; Roos, 2005).

By different diseases (chronic gastritis, ulcer disease
and stomach cancer) the number and variety of bacteria
colomzing the stomach are increased sigmificantly
(Bondarenko, 2007, Halme et al, 2008). By chronic
gastritis the most of mucosal microflora was found in the
antral part by ulcer diseases
area (1n the nflammatory cushion). It 1s often that it 1s not
H. pylori but streptococci, staphylococci, enterobacteria,
micrococci, lacto bacteria, candida fungi that prevail
(Zimmermann, 2011; Halme et al., 2008; Sasaki, 2012).

Thus, H. pylori 1s an opportunistic microorganism of
the mucosal stomach microflora. According to the famous
researcher Blaser ef al. (2008), H. pylori is a part of the
human microbiocenosis and depending on the particular
conditions (circumstances) may act both as commensals
and pathogens. He believed that there is kind of
homeostasis between H. pylori and human organism: as

m the periulcerous

long as they not try to kll it, 1t does not do any harm to
the ‘host” (Blaser ef al., 2008).

A man acquires it in the early childhood, usually
during the first year of his life. The transmission route
fecal-oral, oral-oral and vomit-oral. After entering the
stomach, upon absence of admimstration of antibiotics
H. pylori persists for decades in most cases during the
entire life of the host. H. pylori strains feature great
variability, the interaction of macro organism and bacteria
is affected by different sites of H. pylori genes
(Chereshnev, 2006).

The secondary reservoir of H. pylori is the oral cavity
(Kaspina, 2003). H. pylori was found in saliva, soft
calcular deposits, purulent content of gingival pockets on
the dental prostheses (Kaspina, 2003; Arutyunov, 2005).
There was noted the correlation between presence of
H. pylori n the oral cavity and its poor hygienic condition
(Anand, 2006; Salmanian et af., 2008).

Presence of H. pylori in the gastrointestinal tract is
not the ground for immediate therapy with the use of
antibiotics or other drugs (Blaser er al., 2008). The
strategy of the Maastricht conference of 2010 ‘test and
treat” suggesting prescription of eradication in bacteria
carriers is  absolutely not  unreasonable  and
msubstantial as 3.5-4 billion of healthy people infected
with H. pylori camot be subjected to treatment.

Moreover, mass eradication of the microorganism in

40

healthy people will inevitably result in the catastrophic
and ureversible spreading of H. pylori strains resistant to
antibiotics therapy (Zimmermann, 2013; Mayev et al.,
2006).

By eradication of H. pvlori we mean complete
destruction of the vegetative and coccus microorganism
forms proven 4-6 weeks after completion of the therapy by
at least two diagnostic methods (urea tests, histologic
examination of the gastric biopsy specimen,
bacteriological method) (Mayev et al., 2006; Tafri et al.,
2008; Uberti et al., 2013). Eradication includes at least two
antibacterial drugs (for example, Clarithromycin 500 mg
and Amoxicillin 1000 mg twice a day) during 7-10 days.
There have been designed over 120 schedules of
eradication therapy. However, none of them 1s 100%
efficient (Kim, 2013; Ozturk, 2013; Zullo et al., 2007).

Besides, prescription of eradication is often not
followed by prescription of pre and probiotics (Zheng,
2013; Zou, 2009). In some cases, mono-antibacterial
therapy is still used. Metronidazole is often included in
the treatment schedule; resistance of H. pylori to 1t in
Russia makes 70-90% (Goh, 2011).

An  important  aspect of  assighment of
anti-helicobacter therapy includes adverse effects and in
general the tolerance and safety of the massive antibiotic
therapy causing allergic, toxic and dysbiotic changes in
the humean body (Mayev ef af., 2006). The antibacterial
therapy is the cause of development of up to 30% of all
adverse effects related to administration of drugs
(Rafalsky, 2007). In 30-40% of patients the adverse effects
in the form of the colonic dysbiosis and antibiotics-
associated diarrthea (Krylov and Myths, 2006). Tt is known
that diseases of the gastrointestinal tract and liver are
often accompanied by changes in the oral cavity. This is
explammed by the morphofunctional similarity of the oral
and gastromtestinal mucosa. Besides, the oral mucosa 1s
a wide receptive field receiving the reflex influence from
any inner organ (Lukinykh et al., 2004). A patient visits a
doctor after eradication with complaints of dryness,
burning of the oral mucosa, taste perversions, bitter flavor
in the mouth, bad breath.

The consequences of destruction of H. pylori can be
seen in the oral cavity these are xerostomia, candidiasis,
andidosis, leptotrichosis, benign migratory glossitis,
hyperplasia of clavate papillae, chronic recurrent
ulcerative stomatitis.

SUMMARY

Based on the foregoing we believe that eradication
with the use of antibacterial agents 1s expectant treatment.
Ethiopathogentic treatment of H. pylori is improvement of
the local and systemic immunity, sanation of the chronic
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centers of infection (chronic tonsillitis, chronic
pharyngitis, etc.) and first of all, sanation of the oral
cavity, professional hygiene of the oral cavity, rational
teeth replacement, rational hygiene of the oral cavity. In
light of the data provided, the following is of utmost
umportance today:

* To diagnose the oral mucosa diseases, their
occurrence rate and severity in patients depending
on the H. pylori content in the stomach

+ Toinvestigate the indicators of the local immunity of
the oral cavity: secretory IgA, IgA, IgG, IghM, Liz
activity level, coefficient of balance of the local
immunity factors in patients infected with H. pyvlori

¢+ To investigate the effect of the professional oral
cavity hygiene on the efficiency of the combined,
individualized ethiopathogenetic treatment and (or)
prevention of the H. pylori associated diseases of the
oral mucosa. To define the place and role of the
rational and professional oral cavity hygiene n this
category of patients

* To design and to implement on the basis of
microbiological and immunological data obtained the
schedule of the combined, 1ndividualized
ethiopathogenetic treatment and (or) prevention of
the H. pylori associated diseases of the oral mucosa

CONCLUSION

Thus i this literature review, we have combimed
the historical aspects and our view of the issue of
the H. pylori infection, pointed out to the necessity of
development of the individualized ethiopathogenetic
treatment and/or prevention of Helicobacteriosis aimed at
unproving the quality of the patient’s Life.
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