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[poTsrom OCTaHHIX 11-t; POKiB
MOIIMPEHICTh IYKpOBOTO Miabery B YKpaiHi cTpiMKO
3pocia — 3 1,8 mo 2,8 %. OcobamBO 1e CTOCYETBCA
qiTed Ta mimiTKiB. [lepedir Ta KOMIICHCAITS I[YKPOBOTO
niabery 3ayeXuTh Bij Oarathox (akrtopiB. B cywacHiii
MEIUYHIA JliTeparypi MIMPOKO OOTOBOPIOETHCS POJIb
ingexuii Helicobacter pylori (H. Pylori) B po3Butky Ta
mepediry AiadeTHYHOTO TacTpomapes3a, TaKOX TOCTPO
JUCKYTYETHCS IIUTAHHS TIPO HEOOXITHICTH 1 AOITBHICTD
epanukanii H. pylori y mux xBopux. Pe3ynpratn nocuth
cymepewnuBi. Y craTTi HaBeneHi naHi iHQikyBanHs H.
pylori, ocobnuBoCTi mepediry, BIJIMB Ha KOMIICHCAIIIO
H. pylori y xBopux miykpoBum aiaderom I ta 2 tumy.
Kiarwuosi caoa: H. pylori, 1ykposuii miaber,
€pUTEMaTO3Ha Ta €pO3UBHA I'aCTPONATISI.

Hykposmii miaber € OararorpaHHolO 1
0araTocTymeHeBOI  XBOpPOOOIO, SKa HAaBpSA UH
3yMOBJICHA TUTBKM OJHI€I MPUYMHOIO, Xo4a (AKTOPH
pHU3MKY, SIKI 3acIyroBYIOTb HAa YBary, BKJIIOYAIOTh
LUTYHKOBO-KWIIKOBI  iH(QeKkmii Ta 3MiHM  CKIaxy
KUIIKOBOI ~ MiKpoduiopu. 3aBIsSKM  BIIPOBAKEHHIO
3ac00iB HayKOBO-TEXHIYHOI'O MpPOTPeCy B MEIUIMHY
CTaJIO BiZIOMO, 1110 Ha ()OHI IYKPOBOTO JiabeTy uacriie
BCHOTO 13 OpraHiB TpaBHOI CHCTEMH BpaXa€ThCA
IUTYHOK — CHOBUIBHIOETHCS €BaKyalis MOUTYHKOBOTO
BMmicty [1, 2]. ClOKOHBIYHO HaHyBana JyMKa Ipo Te,
0 Aia0eTHYHUN TacTponape3, — Iie JOJs MAaIli€HTIiB 3
yKpoBUM niabetom I Tumy, ane 3a ocranHi 5—6 pokiB
e  TBEp/UKEHHs  OyJo  CHPOCTOBAHO:  SIBHIIA
YIOBUIBHEHOTO  IIUTYHKOBOTO  CIIOPOKHEHHA — OyiH
3apeecTpoBaHi y 0ci0 3 IyKpOBUM JiaberoM 2 THITy.
CydacHi 3aKOpJOHHI JDKEpena CTBEPIKYIOTh, IO
niabeTndHa racTponaris AiarHocTyeTscsi B 50% xBopux
Ha I[yKpOBHI mia0eT He3ale)kHO Bim BUIy nmiadery [3].
[Iposeneni OCHIDKEHHS 3aCBITUIIH CYTT€EBE
3HIDKEHHS SIKOCTI JKUTTA IALi€HTIB 3 [ia0eTHYHUM
ractponape3oM [4], a TakoX NPOJEMOHCTPYBaIU
MOXIIMBICTh BIUIMBY ILOTO YCKJIAQIHEHHS IyKPOBOTO
niabery Ha  CMepTHiCTh. €OMHOI  AYMKH — 1IpO
MATOTCHETHYHI MEXaHI3MH PO3BUTKY TacTporape3a B
ocid 3 myKkpoBHUM AiabeToM B CyYacHI CBITOBIi
jmitepaTypi Hemae. Y BUEHHX IIepeBaXka€ Teopis
aBTOHOMHOI Helipomartii [5, 6]. BimmoBigHo B cydacHii
MEIUYHIA JliTepaTypl MIMPOKO OOTOBOPIOETHCS POJIb
ingexuii Helicobacter pylori B po3BuTKy Ta mepebiry
JiabeTHYHOTO racrpornapesa, TaKOX TOCTpPO
JIUCKYTYETHCSI IIUTAHHSI PO HEOOXIAHICTH 1 AOIIBHICT
epamgukamii H. pylori y mux xBopux. Pe3ynpraTin 1ocuts
cynepewrnBi. Tak, OgHI aBTOPH HABOAATH HaHI IIPO
Benmkuii  (mo 77 %) Helicobacter pylori piBHi
iH(pIKOBaHOCTI XBOPUX Ha I[yKPOBHU NiabeT 3 SBHIIAMU
racTponarii 1 HaroJAraloTh Ha HPOBEACHHI epaauKaii
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[7]. Inwi kareropuyHo CTBEpIKYIOTH, 1o H. pylori
iH(EKIIis, 0 HE aCOIIOETHCS Hi 3 I[yKPOBUM JiabeToM,
Hi 3 TPHUBANICTIO Aia0eTy 1 3 BHPA3HICTIO MOPYIICHHS
IUTYHKOBOTO CIIOPOXKHEHHS [8].

CymepewinBi HaHi, MOXJIHBO, 3yMOBICHI
TUM, [0 B TPOBEICHUX JMOCIIIKEHHIX OyIH 3amisHi
Mali€HTH 3 pi3HUX reorpadiyHux obmactedl 3 pi3HUM
cryneHeM noumpeHas H. pylori. [luranns npo
JouiieHicTh  epaaukanii H. pylori 'y xBopux Ha
IyKPOBHIA J1ia0eT € quCKyTabeabHUM. € MOBIIOMIICHHS,
sKi Big3HadaroTh, H. pylori iH}ikyBaHHS He BIUIMBaE Ha
CTYHiHb KOMIIEHCAmii ITyKpOBOTO HiabeTy y XBOpHX 3
niabeTHYHUM racTporape3oM B mopiBHsAHHI 3 H. pylori
HeraTUBHUMM XBopuMH [9]. Ane ne came xepeno
3ayBaxye, skmo H. pylori nO3uTHBHMI maiieHT
CTpaK/a€ BiJl 3aTPUMAHOr0 CIOPOKHEHHS LUTyHKa Ha
TIIi IIYKPOBOTO [iabeTy Ta Ma€ MOraHui 3amax 3 poTa, y
HBOT'O OyJie BOXKKO JIOCSAITH TPUBAJOl HOpMOTIiKeMil. Y
TOM k€ Yac € TMOBIJOMJICHHS PO Te, Mo epanukarmis H.
pylori He chopuse TONINIIEHHIO KOPOTKOYACHOTO
KOHTPOJTIO 32 PIBHEM TJIIKEeMil y XBOPHX 3 ITOPYIICHHSIM
MoTopuku nuryHka [ 10]. € moogwHOKI MOBiTOMIICHHS
Npo poJdb ICHUXOEMOILIIHHOTO CTpPECy B PO3BUTKY
niabernunoro racrpomapesa. N.J. Talley i cniBasropu
Bi3HAYAIOTH HAsIBHICTb B3aEMO3B 3Ky MIX
JICIPECUBHUM CTAaHOM TAlli€HTa, PIBHEM JAepiKaBHOL
HECTaOUIFHOCTI 1 PO3BUTKOM KIIIHIYHOI CHMITOMATHKH
ractpomapeza [11]. Ogmmak y mifi  poboti He
3a3HAYa€ThC, SIKMI 32 IHTEHCHUBHICTIO EMOIIHHUHA cTpec
MOXKE CTaTh MPHYUHOK MaHiecTamii MiabeTUIHOTO
racTpornapesa.

Benuki MpOCHEKTHBHI JOCHIIKEHHS, SIKI
BUBYAIOTh BIUTHB XeMiKoOakTepHoOl iH(ekwii 3 giabery i
BIZIMOBIIHI MOCEpeTHULIbKI (AKTOPH € BUIPABIAHUMH.
TuM gacom, BeIHKi iHTEPBEHIIIHI TOCTIKCHHS BKpai
HEOOXifHi, MO0 OIIHUTH IOBIOCTPOKOBY BHUTOAY Bij
epaamkanii  H. pylori s mpodimaktukm i
mporpecyBanHsa niabery. Jokasw, mo miaTBepIKyIOTh
eriosoriuny poip H. pylori y possurky L/ 2 Tumy
O3HAYaTHUMYTh, IO NPOQUIAKTHYHI 3aXO0JH, Taki SK
3017BIICHHS TITi€HH Ta JIKYBaHHS 3a JIOIOMOTOIO
aHTUOIOTMKIB Ta iX KOMOiHamiii 3 iHribiTopamu
MPOTOHHOI TIOMITH, CIIiJi BUBYATH B SKOCTI MilleHEH
BTPY4YaHHS B TPOMagax BUCOKOTO PI3HKy [ 12].

Mera pociaigKeHHSI -  BU3HAYUTU YacTOTY
remikoOakTepHoi iH(pekmii Ta 1 BIWMB Ha mepedir
I[yKPOBOTO JTiabeTy.

Marepiaaun Ta Metoau. B nocnmiukeHHs BKIIOYEHO 52
XBOpHX  I[yKpOBUM  miaberoM, y  SKMX  TIpH
(hibporacTpoyoaeHockomii OyJio BUSIBJICHO EpUTEMATO3HY
abo epo3mBHY racrpomarito. /liarao3 mykpoBoro miadbery
BHUCTABISUIM  3TIMHO  KpHUTEpiiB  AMEpHUKaHCHKOi
nmiabermunoi acomiamnii 2010 p. XBopi 3HaXOAMINCS Ha
JKyBaHHI B racTPOCHTEPOIOTITHOMY Ta
SHJIOKPHHOJIOTIYHOMY  BIJUIUIEHHSIX Y KTOPOJCBHKOI
obmacHoi iiHiuHOT nikapHi iM. A. Hopaka. VYcim
XBOPMM BH3HAYald TJIIKO3WILOBAHUN TeMOIJIO0IH
(HbAlc). H. pylori BusBISIM MIBUAKAM TECTOM IS
Bum3HaueHHs1 aHTureny Helicobacter pylori B kami 3a
noromororo tect-cucreM Cer Test Biotec SL. Icmanis
[13].

PesyabTaTi Ta 00roBopeHHsi. O6cTexxeHo 65% KIHOK Ta
35% womnosikiB. I'pymy mykpoBum niaderom 1 Tumy
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cknago 76% okiHOK Ta 24% YONOBIKIB, IyKPOBHM
niaderom 2 tumy 44% xiHOK Ta 56% 4010BiKiB (puc.1).
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Puc. 1 XapakTrepucrika XBopux 3a ctatTio y %.

Bik xBopux mykpoBuM niaderom I Tuiy — 44,5+3,79 pokis,
mykpoBuM miaberom 2 Tumy - 5143,86 pokis. Ilpm
00CTeXEHHI XBOPHX I[yKpOBHM fiabeToM I TuIty HasiBHICTH
resikoOakTepHoi iHGekuii Binmiveno y 35% xBopux. Y
XBOPMX Ha I[YKPOBHH mdiaber 2 THUIy HasABHICTh
antureny H. pylori y xaini BusiBieHo y 77% XBOpHX.
XapaKkTepUCTHKY OCHOBHUX CHMIITOMIB IIPH IyKPOBOMY
nmiaberi I Ta 2 Tumy B 3a1€XKHOCTI Bix HasBHOCTI abo
BizcytHocTi H. pylori npencrasneno B Tabmumi 1.

VY xBopux Ha IykpoBui nmiaber I tumy idikoBanux H.
pylori (mepma rpynma ) B KIIHIYHOMY Hepeoiry
nepeBaXkaj acTEHOHEBPOTUYHHMI CHHIPOM: 3arajibHa
cnabkicth y 83 % indikosanux H. pylori i y 50% H.
pylori HeindikoBaHMX XBOpHX Ha IykpoBuil miaber I
THITY (Ipyra rpyna).

CxynHeHHs 3a3Hadanocs y 67% mepmioi rpynu 1y 36%
JIpyroi rpynu, TUCIENCUYHUI CUHIpOoM: HynoTa y 71%

Taduuug 1 — XapakTepucTHKa 0OCHOBHHX CUMIITOMIB
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OIL I Tamy
OIT2 Tany

II12 Tany

ILTI Tany

(ueindixoBannx - 50%), 6moBanHs - 43% (25%), nedis
- 57% (0%), 3akpern - 43% (50%), mporocu - 21%
(25%). Cyxicth y poTi Bim3Hauamu y 67% IyKpOBUM
nmiaberom I Tumy indikoBanux H. pylori i y 91%
HeiH(ikoBanux. [lomimurncis 3ycTpivanacs BiJIIOBIIHO Y
50% neproi rpynu iy 82% npyroi rpynu. Y XBopux Ha
IykpoBuii miaber 2 Tumy iHpikoBanux H. pylori (Tpets
rpyma) B KIiHIYHOMY  Tmepebiry  mepeBakaid
JUCIENCUYeCKUil  cuHapoM: Hy#gota y  78%
(aeindikoBanux - 50%), OnroBaHHA - 57% (21%), medis
- T1% (25%), 3akpenu - 43% (50%), nponocu - 28%
(25%). Cyxictp y poti Bim3Havyanu y 71% xBopux Ha
IykpoBuid aiaber 2 Ttumy iHdikoBanux H. pylori i y
100% wneingikoBanux H. pylori (uerBepra rpyma).
IMomigumcist 3ycrpidanacs BignosigHo y 50% Ttpersoi
rpymu iy 75% 4erBepToi rpymnu.

O3Hakn I rpyna 2 rpyna 3 rpyna 4 rpyna

3aranpHa cnabicTh 83% 50% 71% 50%

CxynHeHHs 67% 36% 28% 25%

Hynora 71% 50% 78% 50%

brtoBaHHs 43% 25% 57% 21%

[euist 57% 0% 71% 25%

3akpenu 43% 50% 43% 50%

ITpoHocu 21% 25% 28% 25%

CyxicTsb y pori 67% 91% 71% 100%

[oniauncis 50% 82% 50% 75%

XBOPUX J0 KIHIS THXKHS. Y XBOPHX Ha LIyKPOBUii Jiaber

VY xoni mikyBaHHS KOMITEHCAIlif0 ITyKpoBoro miabery I 2 Tumy  Ge3  remikoOakTepio3a  KOMIIEHCAIis

Tuny iHpikoBanux H. pylori mo kiHmsg meprmoro TwxHS — BigzHadanacs B 75 % XBOpHX.
JmiKyBaHHs BimsHaueHo y 42% xBopux, H. pylori
HeiH(pikoBaHUX - 84% XBOpHX.

[Ipu mykpoBomy niaberi 2 THIy 3 TeliKOOaKTepio3oM

KOMIICHCAIIisl I[yKpoBoro niabery HacTynama y 29%

BucHoBku:
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1. TemikobakTepio3 BUsiBICHO Y 35% XBOpPHX IIyKPOBUM
miaderom | tumy 1 77% XBOpHX LyKpOBHM piabetom 2
THITY.

2. YV xBopux IykpoBuM miabetrom I Ta 2 THmy
iH¢pixoBannx H. pylori B KiiHi4YHOMY mnepebiry dvacrimie
CIIOCTEpIraeThCsl HYNOTa, Iedis, OJIOBaHHS, 3arajbHa
cNabiCTh Ta CXyAHEHHS.

3. HsBuicte remikoOakTepHOi iH(ekuii y XBOpHX
IyKpoBHUM JiabeToM | Ta 2 TWMy HEraTHBHO BIUIMBAIOThH
Ha TEpMiHM KOMIIEHCalii IyKpoBoro uiabery Ha (oHi
JKYBaHHS.

4. BpaxoByroun JOCUTh BHCOKY 4acToTy
resiKo0aKTepHol IH(EKIIi Y XBOPHX IIYKPOBUM [1ia0eToM 3
METOI0 AU(IIaTHOCTHKA 3 ia0ETHYHOIO TacTPOIATIEr0
HEOOXITHO B  OOCTeKEHHS BKIIOYUTH  BHU3HAYCHHS
indikyBanus H. pylori.
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H. PYLORI AND GASTROPATHY IN DIABETES
Koval V. Yu.

Over the last 11 years the prevalence of diabetes in
Ukraine has increased rapidly — from 1.8 to 2.8%. This
especially concerns children and adolescents. The
progression and compensation of the diabetes depend on
many factors. In today’s medical literature the role of
Helicobacter pylori in the development and progression
of diabetic gastroparesis is widely discussed. In
addition, the issue of the necessity and feasibility of H.
Pylori eradication in these patients is also keenly
discussed. The results are rather contradictory. The
results of infection of H. pylori, the peculiarities of
progression, the impact on the compensation of H.
pylori in patients with diabetes of I and II type are
provided in this article.

Materials and methods. The study included 52 patients
with diabetes in which the erythematous and erosive
gastropathy were found during
fibrogastroduodenoscopy. The diagnosis of diabetes was
set according to the criteria of the American Diabetes
Association, year 2010. The patients were treated at the
gastroenterology and endocrinology department of the
A. Novak Uzhhorod Regional Clinical Hospital.
Glycated hemoglobin (HbA1c) was measured in all of
the patients. H. pylori was measured by a quick test for
determining the Helicobacter pylori antigen in the stool
using the test system Cer Test Diotec Sl., Spain.
Results and discussion. 65% of the women and 35% of
the men were studied. The group with type I diabetes
comprised of 76% women and 24% men, andwith type
II diabetes — 44% women and 56% men. The age of the
patients with type I diabetes — 44.5+3.79 years, type 11
diabetes - 514+3.86. The study of the patients with type I
diabetes has shown the presence of helicobacter
infection in 35% of the patients. In patients with type II
diabetes the presence of H. pylori antigen in stool was
found in 77% of the patients. In patients with type I
diabetes infected with H. pylori (first group)
asthenoneurotic syndrome prevailed in the clinical
progression: general weakness in 83% of the infected
with H. pylori, and in 91% H. pylori in not infected
patients with type I diabetes. Weight loss was registered
in 67% of the first group and in 36% of the second
group, dyspeptic syndrome: nausea in 71% (not infected
—50%), vomiting — 43% (25%), heartburn — 57% (0%),
constipation — 43% (50%), diarrhea — 21% (25%). Dry
mouth was registered in 67% of the patients with type I
diabetes infected with H. pylori, and in 91% of not
infected. Polydipsia was registered correspondingly: in
52% of the patients from group I, and in 82 % of the
patients from group II. In patients with type II diabetes
infected with H. pylori (third group) the dyspeptic
syndrome prevailed in the clinical progression: nausea
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in 78% (not infected — 50%). Vomiting — 57% (21%),
heartburn — 71% (25%), constipation — 43% (50%),
diarrhea — 28% (25%). Dry mouth was registered in
71% of the patients with type II diabetes infected with
H. pylori, and in 100% of not infected with H. pylori
(fourth group). Polydipsia was registered
correspondingly in 50% of the patients from the third
group and in 75% of the patients from the fourth group.
During the treatment the compensation of type I
diabetes infected with H. pylori was registered in 42%
of the patients, and not infected with H. pylori — 84% of
the patients before the end of the first week of
treatment. In type II diabetes with helicobacteriosis the
compensation of the diabetes occurred in 29% of the
patients before the end of the week. In patients with
type II diabetes without helicobacteriosis the
compensation was registered in 75% of the patients.
Conclusions. 1. Helicobacteriosis was registered in
35% of the patients with type I diabetes, and in 77% of
the patients with type II diabetes. 2. In patients with
type I and type II diabetes infected with H. pylori
nausea, heartburn, vomiting, general weakness and
weight loss are observed more often in the clinical
progression. 3. The presence of the helicobacter
infection in patients with type I and type II diabetes has
a negative effect of the terms of diabetes compensation
on the background of treatment. 4. Taking into account
the relatively high incidence of helicobacter infection in
patients with diabetes it is necessary to include the
determination of the H. pylori infection for differential
diagnostics with diabetic gastropathy.

Key words: H. pylori, diabetes, erythematous and
erosive gastropathy.



