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he European Helicobacter pylori Study Group
(EHSG) was founded in 1987 to promote multidisci-

plinary research into the pathogenesis of Helicobacter
(H.) pylori. Since then, the EHSG has organised suc-
cessful annual meetings and arranged task-forces on
paediatric issues and clinical trials on H. pylori.
Consensus meetings have convened on who, how and
when to treat patients with H. pylori infection. The most
active area of research is the link of H. pylori with gastric
cancer, a major public health issue. The most recent
consensus meeting held this year was divided into three
panels:

- who to treat;

- how to diagnose and treat H. pylori; and

- prevention of gastric cancer by H. pylori eradication.

Chairpersons and selected experts were chosen to
participate for each of these panels based on their con-
tribution to the published literature. The chairpersons
met to choose topics relevant to their panel. They devel-
oped statements that needed clarification and debate.
The international faculty that attended reflected on the
global problem of H. pylori infection. Each of the pan-
elists were asked to review different topics and provide
key references on these topics.

Who to Treat

The starting point when considering who to treat is the
previous guidelines published by the European
Helicobacter Study Group in Maastricht 2000 (see Table 1).

Table 1: Strongly Recommended Indications for
H. Pylori Eradication Therapy

Peptic ulcer disease —
active or not including complicated ulcer

Mucosa-associated lymphoid tissue lymphoma
(MALToma)

Atrophic gastritis

Post-gastric cancer resection

Patients who are first-degree relatives
of gastric cancer patients

Patients' wishes — after full consultation
with their physician
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Dyspepsia

There is a need to define non-investigated and investi-
gated dyspepsia and to consider them separately.
Treatment of non-investigated dyspepsia may be differ-
ent if the incidence of H. pylori is as low as occurs in
developed countries. The increasing awareness of
H. pylori as a pathogen in developing countries has
stimulated interest in a test-and-treat approach in these
areas. A test-and-treat approach was recommended in
adult patients below 45 years of age — the age cut-off
may vary locally — presenting in primary care with per-
sistent dyspepsia having excluded those with predomi-
nantly gastrooesophageal reflux disease (GORD), non-
steroidal anti-inflammatory drugs (NSAIDs) consumption
or with alarm symptoms. This recommendation has
been vindicated in more recent publications. The defini-
tion of low prevalence is a population with an infection
rate of less than 20%.

The Cochrane Systematic Review stated that the tes-
tand- treat principle was as effective but less expensive
than endoscopy in patients not at risk of malignant dis-
ease and likely to be more effective than acidsuppres-
sive therapy; longer term studies have confirmed this
statement. The majority of patients with dyspepsia have
a normal endoscopy and in the absence of predominant
reflux symptoms, these patients are considered to have
non-ulcer dyspepsia. The Cochrane Systematic Review
confirmed that there is a small benefit of eradicating H.
pylori in this context. Emperical anti-secretory treatment
may be less costly if the infection rate is less than 20%.

Statements and Recommendations

- H. pylori test-and-treat is an appropriate option for
patients with non-investigated dyspepsia.

- H. pylori eradication is an appropriate option for
patients infected with H. pylori and investigated non-
ulcer dyspepsia.

- H. pylori test-and-treat is the strategy of choice in all
(adult) patients with functional dyspepsia in high-preva-
lence populations.

- The effectiveness of H. pylori test-and-treat is low in
populations with a low H. pylori prevalence. In this situa-
tion, the test-and-treat strategy or empirical acid sup-
pression are appropriate options.
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GORD

The second area of controversy that was reviewed was
the link between H. pylori and reflux oesophagitis. In
previous guidelines, it was thought advisable to eradi-
cate H. pylori when long-term anti-secretory treatment
is necessary for the management of GORD. This recom-
mendation was based on a report that such treatment
may accelerate the progression of H. pylori-induced
atrophic gastritis in the fundus of the stomach.
Observational studies have suggested that H. pylori may
protect against GORD, but the results could be due to
bias or confounding factors.

In randomised controlled studies, the relapse rate in
GORD symptoms was the same in the H. pyloritreated
as the placebo-treated GORD patients (83% of both
groups) and treatment of H. pylori did not affect the effi-
cacy of proton pump inhibitors (PPIs). More recent stud-
ies fail to support the theory that H. pylori eradication
leads to the development of erosive oesophagitis or
worsening of symptoms in patients with pre-existing
GORD.

Most H. pylori-positive GORD patients have a corpus-
predominant gastritis, where treatment with a PPI elimi-
nates gastric mucosal inflammation and induces regres-
sion of corpus glandular atrophy. H. pylori did not wors-
en reflux or lead to increased maintenance dose, which
confirms the benefit of eradication of H. pylori in GORD
patients.

Statements and Recommendations

- H. pylori eradication does not cause GORD.

- Profound acid suppression affects the pattern and
distribution of gastritis favouring corpus-dominant gas-
tritis and may accelerate the process of loss of spe-
cialised glands leading to atrophic gastritis.

- H. pylori eradication halts the extension of atrophic
gastritis and may lead to regression of atrophy. The
effect on intestinal metaplasia is uncertain.

- There is a negative association between the preva-
lence of H. pylori and GORD in Asia, but the nature of
this relationship is uncertain.

- H. pylori eradication does not affect the outcome of
PPI therapy in patients with GORD in Western popula-
tions. Routine testing for H. pylori is not recommended
in GORD; H. pylori testing should be considered in
patients on long-term maintenance therapy with PPIs.

H. pylori and Non-steroidal
Anti-inflammatory Drugs

The relationship between H. pylori and NSAIDs is
complex. Both account for nearly all peptic ulcers. They
are independent factors for peptic ulcer and peptic ulcer
bleeding. H. pylori eradication is insufficient to prevent
recurrent ulcer bleeding in high-risk NSAID users. It
does not enhance the healing of peptic ulcer in patients
taking antisecretory therapy who continue to take
NSAIDs.

In one study among patients with H. pylori infection
and a history of upper gastrointestinal (Gl) bleeding who
are taking low-dose aspirin, the eradication of H. pylori
was equivalent to treatment with a PPI in preventing
recurring bleeding. However, PPl was superior to the
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eradication of H. pylori in preventing recurring bleeding
in patients who are taking NSAIDs.

In a study from Hong Kong, H. pylori eradication
reduced the risk of bleeding in H. pylori-positive patients
or patients who had dyspepsia and a history of ulcer
before beginning NSAID treatment. However, the eradi-
cation was insufficient to completely prevent NSAID
ulcer disease. Clopidogrel is also associated with an
increased risk of Gl bleeding. The role of H. pylori in this
situation has not been assessed. The combination of
aspirin and clopidogrel merits further studies. These
drugs have a synergistic beneficial effect on cerebral
vascular disease. Among patients with a history of
aspirininduced ulcer bleeding whose ulcer had healed,
aspirin and a PPI was superior to clopidogrel in the pre-
vention of recurrent ulcer bleeding. Therefore, the cur-
rent recommendation is that patients with Gl intolerance
to aspirin be given clopidogrel. However, this cannot be
sustained.

An emerging topic was cyclooxygenase-2 (COX-2)
inhibitor and H. pylori, but the recently published
adverse events of these drugs has stopped all studies
into this field.

Statements and Recommendations

- H. pylori eradication is of value in chronic NSAIDs
users but is insufficient to completely prevent NSAID-
related ulcer disease.

- Patients who are naive NSAIDs users should be test-
ed for H. pylori and, if positive, receive eradication ther-
apy to prevent peptic ulcer and/or bleeding.

- Patients who are long-term aspirin users who bleed
should be tested for H. pylori and, if positive, receive
eradication therapy.

- In patients on long-term NSAIDs and peptic ulcer
and/or ulcer bleeding, PPl maintenance therapy is supe-
rior to H. pylori eradication in preventing ulcer recur-
rence and/or bleeding.

Paediatrics

In paediatrics, it was agreed that there are indications
other than peptic ulcer disease for eradication of H.
pylori. Although recurrent abdominal pain of childhood is
not an indication for a test-and-treat strategy, it was
recognised that children who have a positive family his-
tory of peptic ulcer and gastric cancer should be tested
after exclusion of other causes. Similar to adults, chil-
dren with unexplained anaemia and no other obvious
cause for it should be treated for H. pylori infection.

Statements and Recommendations

- There are indications other than peptic ulcer disease
for eradication of H. pylori infection in children and ado-
lescents.

Other Disease Areas

Data is accumulating on the association between H.
pylori and idiopathic thrombocytopaenia (ITP). There is a
significant increase in the platelet count after H. pylori
eradication. In the published literature, 58% of patients
with ITP were infected.

Eradication therapy was accompanied by a complete
or partial platelet response in approximately half of the
cases. The explanation for this is cross-reactivity of anti-
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geneticity of platelet surface and H. pylori. There is a
need for placebo-controlled studies to confirm this ben-
efit. The failure to identify a cause of iron deficiency
anaemia in a substantial subset of patients with low iron
stores raises the question of whether there are addition-
al yet unexplained causes of iron depletion.

Recently, there has been a growing body of evidence
to suggest a relationship between H. pylori gastritis and
iron deficiency anaemia in the absence of peptic ulcer
disease.

Statements and Recommendations

H. pylori infection should be sought for and treated in
patients with ITP and unexplained iron deficiency
anaemia. H. pylori has no proven role in other extraali-
mentary diseases.

How to Diagnose and Treat

The management of H. pylori infection has been well
established over the last 10 years. Recommendations
were made in the Maastricht Conference in 1996 and
were updated in 2000. Most of them have been used in
other consensus conferences worldwide. Nevertheless,
in the last four years, some points have emerged that
led to questions and discussions at the Maastricht 3
Conference.

Diagnosis Pre-treatment

With regard to diagnostic tests, the discussion
focused on the value of non-invasive tests other than
the urea breath test (UBT). A first statement concluded
that serology could be considered as a diagnostic test in
some situations, such as bleeding ulcers, gastric atro-
phy, mucosa-associated lymphoid tissue lymphoma
(MALToma) and current use of PPIs or antibiotics.
Indeed, PPIs are a source of false negative results for all
diagnostic tests, except serology, and should be
stopped at least two weeks before performing the test.
In contrast, it was stated that neither the doctor tests
(near-patient tests) nor the detection of H. pylori anti-
bodies in urine and saliva had any current role in the
management of H. pylori infection.

The situation is different for the stool test, which was
considered acceptable on the same grounds as UBT for
H. pylori diagnosis, especially in the case of implemen-
tation of the test-and-treat strategy.

With regard to invasive tests, the value of a positive,
rapid urease test during initial endoscopy in patients
without previous non-invasive testing or pretreatment,
was considered to be sufficient to initiate a therapy.

The importance of performing culture for clar-
ithromycin susceptibility testing, before using clar-
ithromycin-based treatment as a first-line treatment, was
hardly debated. Culture was recommended if primary
resistance to this antibiotic was higher than 15% to 20%
in the respective geographical area or population, as
well as after two treatment failures.

The importance of monitoring the primary antibiotic
resistance in reference laboratories in different areas
was also stressed. In the event that clarithromycin sus-
ceptibility testing under such circumstances is impossi-
ble, this antibiotic should not be used. In contrast, it was
agreed that testing metronidazole susceptibility is not
routinely necessary in the management of H. pylori
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infection. Metronidazole susceptibility testing needs fur-
ther standardisation before being recommended.

How to Treat

The recommended first-line therapy is still
PPIclarithromycin- amoxicillin — or metronidazole, if the
primary resistance to clarithromycin in the area is lower
than 15% to 20%. However, it was agreed that there is a
small advantage of using metronidazole instead of
amoxicillin and, therefore, this combination was found to
be preferable in areas where the prevalence of metron-
idazole resistance is lower than 40%. The consensus
was also that a 14- day rather than a seven-day treat-
ment had a slight advantage in terms of treatment suc-
cess. However, a 14-day treatment is not cost-effective
in most countries. The other adaptation of this first-line
therapy in various geographical regions of the world
concerns the doses. Another addition to the Maastricht
2 Consensus is that bismuth-based quadruple thera-
pies, when available, are acceptable as alternative first-
line therapies.

With regard to second-line therapies, bismuth-based
quadruple therapies remain the best option. If unavail-
able, PPI-amoxicillin or tetracycline and metronidazole
are recommended.

As previously proposed, the rescue therapy after a
failure of two courses of different therapies should be
based on antimicrobial susceptibility testing.

Follow-up After Treatment

With regard to patient follow-up after H. pylori eradica-
tion, UBT remains the preferred test. If unavailable, a
laboratory-based stool test — preferably using mono-
clonal antibodies — could be used. The timing of this
follow-up should be at least four weeks after the end of
the eradication treatment.

At this stage, the detection of H. pylori pathogenic
factors and host polymorphism was not considered
helpful in the management of the infection.

H. pylori Infection and Risk of Gastric
Cancer-Potential for Prevention

Gastric cancer is a major public health issue and the
global burden of gastric cancer is increasing, largely at
the expense of developing countries. H. pylori infection
is the prime cause of human chronic gastritis, a condi-
tion that initiates the pathogenic sequence of events
leading to atrophic gastritis, metaplasia, dysplasia and
cancer. Pooled analyses of prospective sero-epidemio-
logical studies have shown that individuals with H. pylori
infection are at a statistically significant increased risk of
subsequently developing non-cardia gastric cancer. It
has also been well established that both histological
types of gastric cancer, the intestinal and the diffuse
type, are significantly associated with H. pylori infection.
Nonrandomised clinical follow-up studies in Japan have
shown that gastric cancer rates were significantly higher
in patients with H. pylori infection than in those with no
infection, and that second tumour rates were higher in
those with infection than those without, following endo-
scopic resection for early gastric cancer. Thus, it was
agreed that H. pylori infection is the most common
proven risk factor for human non-cardia gastric cancer.
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Infection with cagA-positive strains of H. pylori
increases the risk for gastric cancer over the risk associ-
ated with H. pylori infection alone. Interleukin (IL)-1
gene cluster polymorphisms are associated with higher
risk of hypochlorhydria (odds ratio=9.1) and gastric can-
cer (odds ratio=1.9). Potential extrinsic and intrinsic
environmental factors in gastric carcinogenesis include:
heredity/family history, both direct and indirect (social
inheritance); auto-immunity (H. pylori may trigger the
onset of auto-immune atrophic gastritis in some patients
with pernicious anaemia); occupational exposure/
nitrate/nitrite/nitroso compounds (in diabetes type I);
nutrition (salt, pickled food, red meat and smoking);
general (low socio-economic status and geography, for
example); and pharmacological (gastric acid inhibition).
All these lines of evidence suggest that bacterial viru-
lence factors, host genetic factors and environmental
factors contribute to the risk of development of gastric
cancer.

H. pylori eradication prevents development of preneo-
plastic changes (atrophic gastritis and intestinal meta-
plasia) of gastric mucosa. With regard to the possibility
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that H. pylori eradication may reduce the risk of gastric
cancer, the following evidences are available:

- several non-randomised controlled studies in animals
and humans showing the preventive effect of H. pylori
eradication in reducing the occurrence of gastric cancer
in very high-risk conditions;

- several randomised control studies showing regres-
sion of precancerous lesion or, at least, decrease of pro-
gression compared with control group after H. pylori
eradication; and

- one randomised control study failing to demonstrate
reduction of cancer incidence at five years, but showing sig-
nificant reduction in the group without pre-neoplastic lesions.

The consensus report concluded that eradication of
H. pylori has the potential to reduce the risk of gastric
cancer development. Moreover, the optimal time to
eradicate H. pylori is before pre-neoplastic lesions (atro-
phy and intestinal metaplasia) are present. It was also
agreed that the potential for gastric cancer prevention
on a global scale is restricted by currently available ther-
apies. Thus, new therapies are desirable for a global
strategy of gastric cancer prevention.

MPUHUMNBI NEYEHUSA XENTMKOBAKTEPHON UHOEKLUN
Pesiome 3-ro Maactpuxtckoro koncencyca 2005 roaa

OrtyeT noaroToBuIn

Peter Malfertheiner, Francis Megraud, Colm O'Morain

BmapTe 2005 roga Bo ®nopeHUun coCToAN0Ch Ove-
penHoe 3acegaHne EBponenckonm rpynnbl 0o n3yye-
HUIO xenukobakTepHoi nHdekunn (EMXm), Ha kotopom
obcyxaann HacylHble BOMPOCHI racTPOSHTEPOSOrnu,
KacarwLmecs TakTUKN NieveHns 3aboneBaHuin, accoumm-
poBaHHbIX ¢ nHOekumen Helicobacter pylori (H. pylori).
OCHOBHbIE BOMPOChI, KOTOPbIE MOAHUMANIUCL BEAYLLN-
MU 3KCnepTamMm Ha AaHHOM COBELLaHUKU, Kacanaucb On-
peneneHns Kpyra naunmeHTOB, KOTOpPbIM Heobxoauma
Tepanug no nosoay nHoekumn H. pylori, MeToooB naeH-
Tndurkaumm 6akTeprum N CxemM Npenapartos, a Takke nay-
Yanu cBaAdb H. pylori nHdekumn ¢ pakom xenyaka.
CornacHo npeabioywmm pekomeHpgaumam EMXM, us-
naHHbIM B MaacTtpuxte B 2000 roay, nokasaHa aHTUXe-
nmnkobakTepHasa Tepanus B TakMx Clyyasx:

PexomeHgaumn Kk Ha3Ha4eHUIO
aHTuxennkobaKTepHol Tepanun

MenTnyeckas g93Ba — akTUBHAsS MW HEOCOXHEHHAs

MALT nimpoma (nimpoma nimdpoigHoi
TKaHUHWN CNU30BOI 0OONTIOHKW)

ATpoduryecknin ractpmt

CocTtosiHMe nocne pe3ekunn xenyaka
B CBSI3U C PakOM

MauuneHTbl, 6Gnvxaniume PoACTBEHHUKN KOTOPbIX
cTpajanu pakom xenyaka

MoxxenaHusa naymeHToB
(no cornacoBaHuio C fievaLlmMmM Bpa4yom)

B ocHoBHbIX nonoxeHunax KoHceHcyca MaacTpuxr-
2005 yuuTbiBANM MHEHUSI SKCMEPTOB MO MOBOAY Tpex
OCHOBHbIX BONPOCOB:

- Koro neuntb?

- Kak guarHoctmpoBatb 1 neuntb H. pylori?

- [podunaktnka paxka xenyaka nytem apagmkauum

H. pylori.

Aucnencus
(pyHKUMOHaNbHas1 xenyno4Has [ucrericus)

Heobxooumo onpenenuTb, YTO Takoe HeobcnenoBaH-
Has 1 obcnenoBaHHas AUCMENCUS, U paccMaTpuBaTth UX
no otaoenbHocTu. JleyeHne HeoOCnemoBaHHOW auchen-
CUM MOXET OT/INYaTbCs, MOCKOJIbky 0OCEMEHEHHOCTb
H. pylori B pa3sBuTbiX CTpaHax OOCTAaTO4YHO Hu3Kas. [1o-
HMMaHMe naToreHeTndeckmx ocobeHHocTenn H. pylori
MHOEKUNM NMOBLIWAET NHTEPEC K NMPOBEAEHUNIO TECTUPO-
BaHWA U JIe4eHnsd B 3TUX pernoHax. lfoaxon «rectmposa-
HUE U NeYeHne» PEKOMEHAYIOT NPUMEHSATb K B3POC/IOMY
HaceneHnio B Bo3pacTte Ao 45 nert. lMpu atom BO3pac-
THOWM LLEH3 MOXHO YMEHbLUUTb JIOKaNbHO, B 3aBUCMMOC-
TN OT pernoHa. TepMuH «HMU3Kaa pacrnpoCcTpPaHEHHOCTb»
COOTBETCTBYET MHbUUMpoBaHHOCTN H. pylori B nonyns-
umn meHee 20% OT 0OLLLEr0 KONMYEeCcTBa HaceneHus.

B KokpaitHOBCKOM cucTeMatnieckoMm o063o0pe ykasa-
HO, 4TO MPUHUMN «TECTUPOBaHME U JIeYEeHME» TaK Xe
addekTnBeH, kak 1 aHgockonus. Ho npu atom Tpebo-
Ba/lOCb MEHbLLE CPeacTB y naumeHToB 6e3 pucka ma-
NUrHmsaunn. BepositHo, oH Obin 6onee addekTuBeH no
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CPaBHEHMIO C aHTUCEKPETOPHOW Tepanuen, 4To nop-
TBEPXOAIOT AJINTENbHbIE NCCNEA0BaHNS.

Y 60nbLUIMHCTBA NALMEHTOB NMpu gucnencum Habnioaa-
€TCa HOpMasibHasi 3HO0CKOMNMYeckasa KapTmHa, 1 Npu oT-
CYTCTBUM NpeaLecTBYOWMUX CUMATOMOB pedniokca
MOXHO MPEeANONOXNTb Y HUX HESA3SBEHHYIO OMCMENCUIO.
Kokp3anHOBCKUIN cucTtemaTndeckuin o063op noatTeepxaa-
€T HeuenecoobpasHocTb apagukaumm H. pylori B Takom
cnydae. AMNmMpuYeckas aHTUCEKPETOpHasa Tepanus Mo-
XeT OblTb MEHee JOPOroCTosLLEN, €CNN YPOBEHb NHDU-
umposaHusa H. pylori He npesbiwaeT 20%.

JledyeHune n pekomeHgaunn

- «TecTnpoBaHue 1 nedyeHme» H. pylori — obazartens-
HOe ycnoBue Ass NauMeHToB ¢ HeobBCcneaoBaHHOW Auc-
nencuemn.

- Opagukauus H. pylori — ob6s3atenbHoe ycnosue
L9 NauneHToB, MHGUUMpPoBaHHbIX H. pylori, u anarHoc-
TUPOBAHHOMN HESA3BEHHOW AMCNENCcuen.

- «TecTnpoBaHue n nedyeHne» H. pylori — cTtpateru-
yeckas TakTuka y BCEX B3POC/IbIX NAUMEHTOB C OYHKUM-
OHasIbHOM ANCNerncuen.

« OPDEKTUBHOCTb NOAxoda «TECTUPOBAHME U Neye-
Hne» H. pylori aBnsieTcs HU3KOM B PErMOHax C HU3KUM
ypOBHEM MHOUUMpoBaHHOCTM H. pylori. B Takon cutya-
UMM Noaxon «TeCTUPOBaHME U JiedeHue» 1 rnogasiieHve
KUCNIOTHOCTU PaBHOLLEHHbI N0 3O@EKTUBHOCTU.

rapPs

BTopoin NnpoTMBOPEUMBLIA MOMEHT, KOTOPLIN ObiN pac-
CMOTpPEH, 3T0 cBA3b H. pylori n pedniokc-a3odarurta. B
paHee onybnMKOBaHHbIX PYKOBOACTBAX PEKOMEHO0BANM
npoBoaAnTbL apaaukaumio H. pylori B Tex cnyyasax, korga
HeobOxoauMa OnuTenbHas aHTUCEKPeTopHas Tepanus
M9PB. 9Tn pekomeHgaunmn BGbIIM OCHOBAHbLI HA TOM, YTO
Takoro poga nevyeHne MOXET CTUMYIMPOBaTb XEeNNKO-
6aKkTepaccoUMNMPOBaHHbI aTpodUyeckmii racTpuT aHa
xenynka. PesynbraTtbl NPOCNEKTUBHBLIX UCCNEeA0BaHUN
HaBOAMNM Ha MbIC/b, 4TO H. pylori MmoxeT npenaTcTBo-
BaTb pa3suTtuio NOPB, HO 3TO NPEANONIOXEHNE HE NMe-
J10 YPOBHS A0Ka3aTeNIbHOCTW.

B paHooMn3npoOBaHHbIX KOHTPOJIMPOBAHHbLIX UCCNeao-
BaHUSIX YacToTa peumaueBoB cumntomoB MOPB 6bina
OOVHaKOBOW Yy MauMeHTOB, KOTOPbLIM NPOBOAVN 3paau-
kaumio H. pylori, n tex, kto npuHuman nnauebo (83% B
0beunx rpynnax). AHTU-H. pylori-Tepanus He Bnusana Ha
apdpekTnsHocTb UMMM,

B npyrux mnccnepoBaHusix Gbiv BbiCKa3aHbl npenno-
JIOXEHNSA O TOM, 4YTO 3paaukauma H. pylori npuBoaut K
pPasBUTUIO 3PO3MBHOIO 330darvta 1M yxyaleHuo cum-
NTOMATVKM Y NAUMEHTOB C paHee BbiiBneHHon MOPE.

B aHamHe3e GonbluMHCTBA nauueHToB ¢ H. pylori-ac-
coummpoBaHHon IPBE BbIgBNSNM MpeawecTBYIOLWNN
ractput, nedexHme kotoporo UMM npneoamno K ymeHb-
LUEHUIO BOCMAJIEHNA N YCUJIEHUIO perpeccun atpoodu-
yeckux nameHeHnin. H. pylori He ycunueaet pedniokc n
He TpebyeT NOBbILIEHUS A03, KOTOPLIE ObIN paHee Has-
HayeHbl naumeHTam ¢ H. pylori-accoummposanHon 'OPB.

JleyeHne n pekomeHgaunun

- Opaamkauus H. pylori He Bbi3biBaeT MOPE.

- lNopaBneHne KUCNOTHOCTU Yy BOMbHbLIX FACTPUTOM
MOXET NMPUBECTN K CHUXEHMIO XENyA04HON cekpeuumn m
aTpodU4eCcKomMy racTpury.
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Opaamkaums H. pylori MOXeT NpuBECTU K perpeccy
aTpopun. 3PPEeKTUBHOCTb B OTHOLLEHUN KNLLEYHOW Me-
Tannas3um COMHUTESNbHA.

BbisiBneHa oTtpuuaTtenbHas B3aMMOCBSA3b MeXAy
H. pylori-nHdexkumen n NPB B A3nn, HO UCTUHHOCTb
3TOro yTBEPXAEHNSA COMHUTESNbHA.

B 3anagHoi nonynauum BeISIBAEHO, YTO apaamkaums
H. pylori He BnnseT Ha nedyeHue UMM naumeHToB C
9PB, pyTuHHbLIE MeToabl onpeaeneHus H. pylori He pe-
KOMeHaoBaHbl. HeobxoamMo NpoBOAUTL UCCEA0BaHMUS
Ha npeaMmeT BbigBneHns H. pylori y nauueHToB, Ann-
TenbHO npuHUMatowmx UMAM.

H. pylori n HectepouaHbie
npoTtuBoBocnanurTenbHbie cpeacrtea (HIMNBC)

JoxazaHa cBs3b mexay H. pylori u HMBC. OHu aBng-
IOTCS 4acTOW MPUYMHON MOSIBNEHUSI NENTUYECKUX SI3B U
HEe3aBMCUMO Apyr OT gpyra — dakTopaMmun passuTus 938
1 13BEHHOIr0 KPOBOTEYEHMS.

Opaamkaumn H. pylori He gocTtaTo4yHO Ans npeayn-
PEXAEHNS 93BEHHOIO KPOBOTEYEHMS Y NALMEHTOB, NPU-
HumMatowmx HMBC. Mpu npueme aHTUCEKPETOPHLIX Npe-
napaTtoB He YNy4yllaeTCs 3aXMBJIEHME 3B, BO3HUKLUNX
Ha ¢poHe gnuTenbHoro npumeHeHus HIMBC.

OpaankaunoHHas Tepanus 3KBUBANIEHTHA NEYEHUIO
WM pna npodunakTukn Xenyao4yHo-KULWEYHbIX KPOBO-
TEYEHMN Y NAUMEHTOB, ANUTENIbHO MPUHMMAIOLWKMX aLe-
TUNCANNLNNOBYIO KUCHOTY.

B uccnepoBaHum, koTopoe npoBoamnocb B MoHr-KoH-
re, 6bI0 NokasaHo, 4YTo apagukaums H. pylori cHuxaeT
puck KpoBoTeudeHus y H. pylori-no3nTMBHbLIX NaLMEHTOB,
y KOTOpLIX Obla BbiiBNEeHa PyHKLMOHANbLHAaA aucnencus
unu a3ea go npmema HMBC. «Knonnporpenb» Takke ac-
CoOUMMPYETCSH C BbICOKMM PUCKOM BO3HUKHOBEHUS XeENy-
[OYHO-KULLIEYHOrO KpoBOTeYeHUs1. BnnsiHne kombuHaumm
aLeTUACanMuUUIoBON KUCNOThl N «Knonuaorpens» Ha Be-
POSITHOCTb Pa3BUTUSA KPOBOTEYEHWUI ELLLE N3Yy4aEeTCs.

Y naumeHToOB C paHee BO3HUKaBLUMMMW KPOBOTEYEHUS-
MKW Ha HOHE ANNTENBHOro NpUeMa aueTuICcannumMiIoBomn
KMCNOTbI, AN UX NpenynpexneHnsa cnegyet npuMeHsTb
WM n «<Knonngorpens», a He aueTUICaNNLMAOBYIO KUC-
noty 6e3 UMM.

Bce wnccnepoBaHus, MOCBALWEHHbIE UHIMOUTOpPaM
LIOI-2 u H. pylori, octaHoBnEHbI.

JleyeHne n pekomeHgaunn

- Opaavkaumsa H. pylori nokazana npu npueme HIMNBC,
HO OHa He nofiHoCTbIO npenynpexgaeT HIMBC- 3aBucn-
Mbl€ MPOSABNEHNS A3BEHHON BONIe3HN.

- NaumeHTsbl, npuHnmalowme HIMBC, OonxHbl ObiTb
obcnepnoBaHbl Ha Hanuuaue H. pylori, 1 B cnyyae nosu-
TUBHOIO pe3ynbrata UM HY)XHO Has3HavyaTb 9apagmkauu-
OHHYIO Tepanuio AN NpeaynpexneHus 93BeHHon 6o-
NIE3HU 1/ KPOBOTEYEHUS.

- Bce nauuneHTbl, KOTOpbIE NOAyYaloT ANMUTENBHO aue-
TUNCANNLMIOBYIO KUCJIOTY, @ TakXe MMeIOT B aHaMHese
KPOBOTEYEHUS, OOJIXHbI OblTb MPOBEPEHbI HA HanMune
H. pylori. B cnyyae nonoxuTensHOro pesynsrata Heob-
XO4MMO MPOBECTU 3PaaMKaLMOHHYIO Tepanuio.

- NaumenTam, anntenbHo npuHumarowmm HMNBC, npu
BO3HMKHOBEHUN MENTUYECKON $3Bbl U /UNN S3BEHHOIO
KpoBOTeYeHMss Heobxoaumo HasHavyeHune UMM B uensax
npeaynpexaeHns peumamnsa s38bl UM NOBTOPHOMO KPO-
BOTEYEHWUSI.
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Kak narHoctupoBartb H. pylori-ungekuunio
u ee ne4nTb?

MeToabl anarHocTuku n apagmkauum H. pylori 6binun
YCT@HOBMEHbI N COBEPLUEHCTBOBA/IMCH B TEYEHME MOC-
nepgHux 10 net. B yacTtHOCTW, nepBble pekoMeHpauum
6binn chopmynmpoBaHbl Ha | KoHdepeHumn B Maac-
Tpuxte B 1996 . B 2000 r. oHM 6binn 06HOBNEHBLI. OgHa-
KO 3a npolwlealiee BpeMs noTpeboBasnCb LOMOJHU-
TenbHble 06CYXAeHNs HEKOTOPbIX NMyHKTOB KoHceHcyca,
4YTO CTaNo OOHOM N3 MPUYNH CO3blBa KOHpepeHunn Ma-
axcTpuxt 3-2005.

Awnarnocrtuka n npeaBapuTesibHOe Jie4YeHue

O6cyxaeHve OMarHoCTUYEeCKMX METOAOB COoCcpenoTo-
YMNOCb Ha NOUCKe OPYrnx, HEMHBA3UBHbLIX TECTOB, KDOME
ypeasHoro geixatensHoro (YOT). MNpexae Bcero ceposo-
rmyeckme MeToapl UCCNefoBaHUs MOXHO MCMOSb30BaTb
ONS ONarHOCTUKK Takux 3aboneBaHui, Kak KpoOBOTO4Ya-
wme a3Bbl, atpoduydeckmin ractput, MAJTToma, a Takxke
npv 4MTensHOM npumeHernn UMM vnu aHTmbrnoTurkos.
HdencteutensHo, UMM aBnaOTCS NPUYNHON NOXHOOTPU-
LaTesnibHblIX Pe3ynbTaTtoB MpU BCEX AMArHOCTUYECKUX
TecTax, KpoMe Ceponiornyecknx. MIx Hy>kHo OTMeHsATb, No
KpanHen mepe, 3a 2 Hef, 0 BbINOSIHEHUS TECTa.

PekomeHayoT npuMeHaTb stool-test (onpenenexHne
aHTureHa H. pylori B kane). JaHHbIn TeCT cuuTaeTcs
npuemMnemeiM ans BbigBneHnsa H. pylori, Tak Xxe, Kak u
YT, ocobeHHO B cny4yae cobnoaeHnsa ctpaTermm «Tec-
TUPOBAHNE U NIEYEHUNE».

OTHOCUTENBHO MHBA3MBHbIX TECTOB, TO KOJINYECTBO
MOSIOXUTENbHBIX PE3YNbTATOB NPU MPOBELEHUM 3HOOC-
konun 6e3 npenBapuTeNbHOro HEeMHBA3MBHOIO MCCle-
[OBaHUSA UM NPEenBapuUTENIbHOrO NeYeHust, nonarator,
ABNISIETCHA OOCTATOYHbIM, YTOObI HA4YaTb SlieYeHue.

Ocyxaann BaxXHOCTb OnpeaeneHns 4yBCTBUTENIbHOCTU
KynbTypbl H. pylori K «KnaputpoMmunumHy» nepepn, HasHa-
YEeHMEM Tepanuu Nepeor NuHMKN. BbisBneHa nepBuyHas
PE3NCTEHTHOCTb K 3TOMY npenapaTty B 15-20% cny4aes.
OHa 3aBucena ot reorpadunyeckoro nosoXeHns nim no-
nynsauum B TaKOW Xe CTeneHu, Kak 1 nocne AByX KypcoB
3paguKaunoHHOM Tepanuu.

Bbina nogvyepkHyTa BaXHOCTb ONpeneneHus nepBuy-
HOI pe3ncTeHTHoCTK H. pylori kK aHTMB6MOTKKY B Nabopa-
Topuax. B cnyyae HEBO3MOXHOCTM ONpPenennTb pesunc-
TEHTHOCTb K «KnapuTpoMULMHY» 3TOT aHTUONOTUK HESb-
351 UCMOJSIb30BaTb.

Bblno oTMeYeHo, 4To HeT HeoOX0AMMOCTUN B NpoBeae-
HUN Taknx Xe TeCTOB B OTHOLLEeHMN «MeTpoHnaasona».

Kak neuntp?

PekomeHpoBaHa Tepanung nepson nnHun — UIMM: «Kna-
PUTPOMULNH» — «AMOKCULIMAAVH» nan «MeTpoHmnaason»,
€CNnn NepBuYHast PE3NCTEHTHOCTb B OTHOLWEHWN «Knaput-
pPOMULIMHA» COCTaBNSET B permoHe meHee 15-20%. OpHa-
Ko OblIO cornacoBaHo, 4To «MeTpoHMaAa30n» UMEET He-
60nbLIOE NPENMYLLECTBO Nepes «AMOKCULMIINIMHOM>», MO-
3TOMY WX KOMOMHaUMS NpennoyTUTeNbHEN B TEX perno-
Hax, roe pPe3nCTEHTHOCTb K «MeTpoHnaasony» 6bina me-
Hee 40%. BbiNno yCTaHOBNEHO MNPEenMYLLECTBO Tepanuu
KypcOM 14 cyT N0 CpaBHEHUIO C CEMUOHEBHOM B OTHOLLE-
HUM CPOKOB 3 PekTnBHOro nedyeHus. OgHako, 14-pHes-
Hasi Tepanusl He peHTabenbHa Ans 6ONbLUMHCTBA CTPaH.
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C apyroin CTOpOHbI, paccMaTpuBannMcb BOMPOCHI O0-
31MpPOBaHUA MpenapaTtoB B 3aBUCUMOCTM OT reorpadpu-
4eCcKOro MNOJIOXEHUS CTpaHbl. [pyroe AONOfHEeHWE K
KoHceHcycy MaaxcTpuxt 2-2000 kacanocb NpUMeHeHus
KBagpoTepanum ¢ npernapataMmm BUCMYyTa B KayecTBe
anbTepHaTUBLI Tepanuu NepBoii TNHUN.

OTHOCUTENBHO Tepanuii BTOPOI NNHUK, ObINI0 OTMeYe-
HO, 4YTO NpenapaTtbl HA OCHOBE BMCMYTa OCTalOTCH Han-
oonee appekTMBHbIMU. ECNn OHM HEOOCTYMHbI, TO pe-
KoMmeHayeTcs Ha3HadaTtb WM, «AMOKCUUMAAUH>» (Mnn
«TeTpaumnkmH») n «MeTpoHnaason».

Kak paHee Oblno NMpensiokeHo, NiedeHne nocrie OByx
KYPCOB pasfN4yHoOM Tepannuu A0MKHO ObiTb OCHOBaHO Ha
onpeneneHnn 4yBCTBUTENbHOCTU K aHTUOMOTUKAM.

TakTuka nocse ne4yeHus

Mocne spaaukaumun H. pylori YOT asngeTtcsa npeanoytn-
TeNbHbIM METOAOM AMArHOCTUKM. Ecnn OH HepocTyneH,
TO BO3MOXHO ONPeaensiTb MOHOK/IOHANIbHbIE aHTUTENA B
Kane He paHee 4YeM 4yepes 4 Hep, nocne spagmkaumn.

Ha paHHOM 3Tane o6HapyxeHue nonmMmopduama
H. pylori nhgekumn He paccmartpusaeTcs.

H. pylori n puck pa3sutusi paka xxesyaka: BO3MOX-
HOCTb ripeaynpexaeHus

JleyeHne paka xenygka — OAHA M3 OCHOBHbIX MPO6-
JIeM 30paBOOXPaHEeHKns, YacToTa KOTOPOro yBenuynBa-
€eTCa napannenbHO pasBuTuio cTpaH. H. pylori — rnas-
Has NMpPUYMHA XPOHWYECKOro racTpuTa y yenoBeka. ITo
COCTOSsIHME, CO BPEMEHEM MNpuBoOAsLLee K aTpoPUYecKo-
My racTpuTy, MeTannasmmn, AUCcnnasnum 1 paky.

O6benyHEHHbIE 3NUAEMMUOSIONMYECKME UCCef0BaHNS
nokasanu, 4Tto y nogen, nHouumpoaHHblx H. pylori
CTaTUCTUYECKN CYLLLECTBEHHO YBEINYEH PUCK PasBUTUS
paka. Takxke 6blJI0 yCTAHOBJIEHO, 4TO 06a rMCTONOrnyec-
KMX TUNa paka xenyaka — WHOUALTPATUBHBIN U oud-
dy3HbIN — accouumpoBaHbl ¢ H. pylori. KnuHnyeckne
nccnepoBaHns B ANOHUM 3aCBUAETENLCTBOBAIN, 4TO,
no AaHHbIM 61UoNcKn, NPOBEeAEHHOWN BO BPEMSI 3HA0CKO-
nuM Oas paHHen OuarHoCTMKWM paka >Xenyaka, YactoTta
3aboneBaemMocTn y naumeHToB ¢ H. pylori-uHdekuuei
3HAYNTESIbHO BbllE, YeM Y HEMHPULUMNPOBAHHBLIX.

Bbino Takke yctaHoBneHo, 4to H. pylori-nHpekuns —
Hanbornee pacrnpoCcTpaHeHHbIn GakTop pucka Ans paka
xenyaka (He kapauasnbHOro otaena).

B cnyyae nHouumpoBaHusa cag A-NonOXUTENbHbIM
wtammoM H. pylori noBbILWAeTCcs puUCK pa3BuUTUS paka
Xenygka rno CpaBHEHUIO ¢ cag-A-HeraTWBHbIMW LUTaM-
mamu H. pylori.

len nonumopdurama nHTepnerknHa-1 accoummpyetcs
C BbICOKMM PUCKOM runoxaoprugpun (yposeHb 9,1) un
pakom xenyaka (1,9).

BHelwHne n BHyTpeHHWEe NpupoaHble pakTopbl passBu-
TS paka xenygka:

- ceMeiHas NnpenpacnosioXeHHOCTb, NpsMas 1 Henpsi-
masi;

- ayTOMMMYHHbIN dakTop (H. pylori MoxeT aBnaTbCcs
TPUIrepoM ayToOMMMYHHO-aTpoduMYeckoro racTpurta y
HEeKOTOPbIX MaUMEHTOB C NEPHULMO3HON aHEMUEN);

- HATPATbI, HATPUTbI, HUTPOCOeaAMHEHUs (Npy amnabeTe
1 Tvna);

- Xapaktep nuTaHus (3noynoTpebneHne cosbio, OCT-
pasi ega, KpacHoe MSICO U KypeHue);
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- 06wme ¢akTopbl (CoUManbHO-3KOHOMUYECKMA CTa-
TYC, MECTOPACMONOXEHMNE);
- hapmakonornyeckne

cekpeunn).

(MHIMBUTOPbLI  Xenyno4YHomn

Bce aT0 pokasbiBaeT, 4TO dakTopbl BakTepmanbHon
BUPYNEHTHOCTN, a TakXe FeHeTMYeckme 1 NpuUpoaHble
CNoCcOOCTBYIOT Pa3BUTUIO paka Xenyaka.

Opaguvkauma H. pylori npeaynpexnaet pasBuTMe He-
ONnacTUYECKNX NU3MEHEHUN (aTPOPUYECKUA racTpuT,
KnweyHasa matannasuvg) nuueBapuTeNnbHOro kKaHana.
CHuxXeHMe pucka pasBuUTUS paka Xenyaka nytemM spa-
AnKaumn NOATBEPXAEHbI CNeaylowmMMN Hay4HbIMU UCC-
nefpoBaHNSaMM:

- HECKOJIbKO HepaHAOMU3NPOBAHHbBIX WUCCNeaoBaHUM
Ha XMBOTHbIX N YeNOBEKEe MOATBEPAMAN, YTO dpaamka-
uma H. pylori cHuXaeT 4acToTy pa3BUTUS paka XenyaKa;
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- HECKOJIbKO PaHOOMU3NPOBAHHbLIX UCCeA0BaHMM No-
Kasanu, 4to apaaukauma H. pylori cnocobcTByeT per-
peccun npegpaka;

- O4HO PaHOOMW3NPOBAHHOE WCCNeaoBaHME Mpoae-
MOHCTPMPOBAIO YMEHbLUEHNE KONMYECTBA C/ly4aeB pa-
Ka Xenyaka, HO B TO XX€ BPeEMS Nokasano AOCTOBEPHOE
YMEHbLLIEHNE 1 B rpynne, rae He Obln BbIAB/IEH Npeapak.

Takum 006pa3omM, Ha OCHOBAHUM MHOTOLLEHTPOBbLIX
nccnenoBaHuin, NpPULLAN K BbIBOAY, YTO 9pagukauuns
H. pylori cnocobCTBYET YMEHbLUEHUIO pUCKa Pa3BUTUS
paka xenygka. OnTumanbHoe BpeMs NpoBefeHust apa-
amkaumm H. pylori — po nosiBneHus atpoduy4eckoro
ractpuTa 1 KMWEeYHON MeTannasunu.

HoBble robanbHble TepanesTUYecKne noaxodbl Cro-
COGCTBYIOT NPOGUAKTMKE paka Xesyaka.
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