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B cratbe npoaHaau3upoBaHa MHOUUMPOBAHHOCTb
Helicobacter pylori (Hp) 60AbHbIX XPOHWYECKMM NaH-
Kpeatutom (XI1). lpoBepeHa CpaBHUTEAbBHAS OLEHKa
KAMHWUYECKUX MPOSIBAEHWUI 3a60AeBaHNSA Y BOAbHBIX, UH-
duumpoBaHHbIX Hp, 1y HEMHOUUMPOBAHHbIX NaLMEHTOB.
BbiaeneHbl 0COBEHHOCTM OOAEBOrO, AMCMEMNTUYECKOrO
CMHAPOMOB, A@HHbIX NaAbMnaumu.

06cnepoBaHbl 96 HoabHbIX XI1, B TOoM uncne 58 (60,4%)
XEHLWMH 1 38 (39,6%) My>XurH B Bo3pacTe oT 16 A0 75 AeT.
Kpome 60nbHbIX XM, 06crepoBaHbl 30 GOAbHBIX XPOHUYE-
CKWM TacTPWUTOM, AYOAEHWUTOM, SI3BEHHON OOAE3HbIO Xe-
AYAKA WAV ABEHAALL@TUNEPCTHOM KULLKK 6€3 KAMHUYECKHX,
BUOXMMMUYECKMX, COHOrpadUUECKMX NPU3HAKOB 3aboneBa-
HUSI MOAXEAYAOUHON XeAe3bl — rpynna cpaBHEHUS. KOH-
TPOABHYHO rpynny coctaBuAM 30 3A0POBbIX AMLL

Y 60AbHbIX X[ MHOMUMPOBAHHOCTb Hp Bbllle, Yem
y OOAbHbIX KWUCAOTO3aBUCUMMbIMU 3aboAEBaHUAMM
racTpOAYOAEHAABHOW 30Hbl. 3Ta MHOUUMPOBAHHOCTb
coctaBaseTt 86,5%.

AAa 60AbHbIX XTI, MHOUUMpPOBaHHBLIX Hp, 6oAbLLe, Yem
AN HEMHOUUMPOBAHHBIX BOABHbIX, XapakTepHbl 60AU B
3NWUracTpuu, ero NPaBov NOAOBWHE W NpaBoM noapebe-
pbe. Y nHouumMpoBaHHbIX Hp BOAbHBIX Yallle BbISIBASIETCS
nppaaraumst 6oAM No TMNy NOAHOro nosica. AAS 3TUX 6OAb-
HbIX TUMWYHbI NOCTOSIHHbIE BOAU C YCUAEHUEM HE TOABKO
NMocA€E, HO U A0 eAbl. MIHTEHCUBHOCTb 6oAel Y 60AbHbIX XIT,
MHOULMPOBaHHbIX Hp, Bbille, YeM Y HEMHOULMPOBAHHBIX
60AbHbIX. MpU MHOUUMPOBaAHUK Hp naHkpeaTuyeckue
60An BoAee OTUETAMBO KyMMPYHOTCA aHTUCEKPETOPHbLIMM
npenaparaMmv U MeHee OTYETAMBO — CMa3MOAUTUKaAMU U
roAoAOM. Y BOAbHbIX, HE MHOULMPOBaHHbLIX Hp, Kynupo-
BaHWe 6OAM NPEANOYTUTEABHO FOAOAOM M CMAa3MOAUTUYE-
CKMMU Mpenapatamu.

BblpaXeHHOCTb AMCNENTUYECKMX SABAEHWM, CUMMTOMOB,
CBSI3aHHbIX C GYHKLMOHAABHOW HEAOCTATOUYHOCTLIO DK, v
60AbHbIX XIT, MHGUUMPOBAHHBIX Hp, 60AbLLE, YUeEM Y HEUH-
dUUMpPOBaHHbIX BOAbHbIX.
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AOKa3aHo, UTo Y MHOUUMPOBAHHbLIX BOAbHBLIX B 6OAbLLEN
CTeneHu BblpaxeHbl KAMHUUYECKWE NPOSIBAEHUST GYHKLMO-
HaAbHOM HEAOCTATOYHOCTU NOAXKEAYAOUHOM XENESbI.
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Helicobacter pylori infection (Hp) in patients with chronic
pancreatitis (CP) is analyzed in this article. A comparative
assessment of the clinical manifestations of the disease
in Hp-infected and non-infected patients is carried out.
Peculiarities of pain, dyspeptic syndromes, and palpation
data are revealed.

96 patients with CP were examined, including 58 (60.4%)
women and 38 (39.6%) men from 16 to 75. In addition
to patients with CP, 30 patients with chronic gastritis, du-
odenitis, gastric ulcer, or duodenal ulcer without clinical,
biochemical, or sonographic signs of pancreatic disease
were examined (as a comparison group). The control
group consisted of 30 healthy individuals.

In patients with CP, the Hp infection rate is higher than in
patients with acid-related disorders of the gastroduode-
nal zone. It is equal to 86.5%.

Pain in the epigastrium, in its right half, and in the right
hypochondrium is more typical for CP patients infected
with Hp than for non-infected patients. Full belt pain ir-
radiation is more frequent in Hp-infected patients. Con-
stant, intense pain occurs in these patients both before
and after meals. The intensity of pain in CP patients in-
fected with Hp is higher than in non-infected patients. In
the case of Hp infection, pancreatic pain is more clearly
stopped by antisecretory drugs and less clearly by anti-
spasmodics and hunger. In non-infected patients, pain
relief is preferably achieved through hunger and anti-
spasmodic drugs.

The severity of dyspeptic manifestations, symptoms asso-
ciated with functional pancreatic insufficiency, is higher
in CP patients infected with Hp than in non-infected pa-
tients.

It is proven that the clinical manifestations of functional
pancreatic insufficiency are more severe in infected pa-
tients.



