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Ctatta € ¢dparMeHToM HaykOBO-AOCHIAHOI TemMM
«3ananbHi Ta He3ananbHi XBOPOOM opraHiB i cuctem
NOANHY, WO GOopPMYIOTLCS Mig, BMANBOM E€KONOTIYHUX,
CTPECOBUX, IMYHHUMX, MeTaboNiYHUX Ta IHDEKLINnHMX
dakTopis. CTaH remo- romeocTtasy, reMoanHamikn npu
3aCTOCYyBaHHI TPAAMLINHNX Ta HETpPaauLIHMX 3acobiB
nikyBaHHsi», Ne nepx. peectpauii 0198U 000134.

IHdekuia Helicobacter pylori (H. p.) € opgHielo 3
HaNBINbLL PO3MOBCIOAXKEHUX Y CBITi, OCKifIbk B6IN3bKO
60 % HaceneHHs 3eMHOi Kyni iHDIKOBaHi LM MiKpoop-
raHiamom [20]. IHdikyBaHHa H. p. cnm3oBoi 060N10HKM
LUYHKAQ € OCHOBHOIO MPUYUHOIO XPOHIYHOrO ractpu-
Ty, Uei MikpoopraHiam BuaHa4daeTbcs y 95% XxBopux
3 MEenTUYHOI0 BMPA3KOoK0 ABAHAOLUATUNANOI KULUKW, Y
70-80% 3 nmenTuUYHOW BMPa3Kok LwyHka Ta y 50%
XBOPUX 3 HEBMPAa3KOBOI Aucnencieto. IH@iKoBaHICTb
H. p. cnn3oBoi 060NOHKN racTPoAyoAeHaNbHOI 30HU
B YOTUPU pasu MioBULLYE PU3NK PO3BUTKY BMPA3KOBOI
XBOpOOU [25]. PeTpocnekTMBHI A0CNiaAXEeHHS 3acBiayun-
1 B3aEMO3B’A30K iHdeKLUiT H. p. i paky LwniyHka, 30Kpe-
Ma BkJItoHaoum nim@omy wnyHka [34]. Pnamk po3sutky
paky LyHka, acouinoaHoro 3 H. p., nocsirae 70% B
iHOycTpianbHUX panoHax i 80% Yy CinbCbKild MiCLLEBOCTI
[24].

B YkpaiHi racTpoeHTeponoriyHi 3axBOpiOBaHHA 3a-
MalOTb OLHE 3 NPOBIOHUX MiCLb Y 3aranbHili CTPYKTYPI
3axBOPKOBAHOCTI, HE3BAXAKYN HA HASBHY MOXJIUBICTb
NMOBHOrO BUIKOBYBAHHS NeNTUYHOI BUpasku [12, 13].

CririkicTb H. p. 8O arpeCrBHUX YMOB LLTYHKY, iIMyHHa
peakuis MakpoopraHiamMmy, MOXJIMBICTb BMJINBY HA 3MiHY
KNCNOTHOCTI cepenoBuLLa 3acBigyyoTb Wo H. p. npu-
CTOCOBaHWIN OO0 TpuBanoro nepebyBaHHSA Ta NMepcuc-
TeHLUii y C/M30BilA 000NOHL| LyHKa Ta ABaHaOUATU-
nanoi KNLWKKN, y 3B’A3KY 3 YAM Oro MOXHa po3rnsanatm
cuMbioHTa. 3MiHa eKoorii 30BHILLHLOIO CepPeaoBMLLA,
Pi3HI coujianbHi YYHHUKM (3MiHA XapakTepy XxapyyBaHHS,
nepopasibHUM NPUAOM MeOUKaMEHTIB, 4acTi CTpecw,
KYPIHHS TOLL0) MPU3BESIN 00 3MiHWN BHYTPILLHIX CTPYKTYP
MakpoopraHiamy, mytauin H. p. 3 yTBOPEHHAM HOBUX
wTamiB 3 arpecuBHILLMMWN BNACTUBOCTAMU MO BiOHO-
LLIEHHIO [0 OpraHiaMy rocrnogapsi.

YacToTa iHdikyBaHHS 3 pokamMu NporpecuBHoO 306iMb-
LyeTbCs. 3aCyroBye Ha yBary Te, L0 Jloaux, HapoaxXe-
Hi B 0OOVIH BiKOBMIA NEPIOA (BikoBa KOropTa), MaloTb Nes-
HUI PU3KK 3apaxeHHs H. p., a ong iHWOoro nokKoniHHS
Len pusnk iHWKN. UMM MOXHa MOSICHUTU 3HUMXEHHS

4acTOTW iHpIKyBaHHS H. p. 3a OCTaHHI AecATuniTTa B
neskmx kpaiHax. Tak, y xutenis AnoHii iHgpikoBaHICTb
30-40 niTHbOro HacenexHs cknapae 61%, y 20-30 nit-
Hix — 31 %, a iHpikoBaHICTb AANOHLIB MonoaLe 20 pokis
ctaHoBuTb 11 % [29].

IHdekuis Helicobacter pylori BM3HaHa eTionoriy-
HUM aKTOpPOM pPaAYy MO3ALUYHKOBMX 3aXBOPIOBAHb
[26,27,53]. OcTaHHIM YacoM NPOBOAATLCS AOCIOKEH-
HS1, LLLO NOKa3yloTb B3aEMO3B’ 30K MiX iHdekuieo H. p.
i YP@XEHHSAM iHLLMX OpraHiB i cuctem, 3okpema, obro-
BOPIOETLCH BMJIMB LIbOr0 MiKpOOpPraHiaMy Ha PO3BUTOK
iLuemivyHoi xBopo6u cepus [40].

AHTUreHHa ctumynsuis Helicobacter pylori cynpo-
BOOKYETbCS MiOABULLLEHUM CUHTE30M  LIMPKYIOKYNX
aHTUXEeNiKobaKTEePHUX aHTUTIN, WO Bigobpaxae cuc-
TEMHY peakLito iIMyHHOI CUCTEMU Ha NOKaslbHE MOLLKO-
IDKEHHS B LUYHKY, acouinoBaHe 3 H. p. . MigBuweHHs
BMICTY aHTUXeNiKoOaKTEPHUX aHTUTIN € AiarHOCTUYHUM
KpuUTepieM xenikobakTepiody, a 36inbleHHs piBHA IgG
aHTUTIN 0o H. p. BimobGpaxae iHTeHCUBHICTb 3anasib-
Horo npouecy [6,14]. 3anponoHoBaHO BBaxatn IgG-
CEPOMNO3UTUBHICTbL A0 H. p. NposBoM acoujauii iHpekuii
Helicobacter pylori i roctporo iHdapkTy Mmiokapaa, He-
3anexHOI Bif, KNacuUYHNX KOPOHaPHUX GaKTOPIB PU3NKY
[14,15] i cBig4eHHAM eTionaToreHeTU4HOoI poni iHdek-
uii Helicobacter pylori y po3BuTky aTtepoTpomoO0o3y i
CEpUEBO-CYAMHHUX 3axBoptoBaHb [28,33,39]. Cepo-
no3uTmBHICTb A0 Helicobacter pylori acoujioetbca 3
nigpuLLLEeHHAM piBHIB C-peakTuBHOro 6inka, Monekysn
MiXKNITUHHOT agresii (ICAM-1), eHooTenianbHOK anuc-
dyHkuieto [19,44] i Ginblw BMCOKOK nowmpeHicTio IXC
Ta PO3BUTKOM FOCTPOro iHpapkTy miokapaa [58]. Lluto-
TokcmyHi CagA wtamu Helicobacter pylori, xapakTepHi
011 BMPa3KoBOi XBOpPOOW, pO3MaaaloTbCs B AKOCTI
NaTOreHETUYHOrO YMHHMKA PO3BUTKY aTEepOCKIepo3y
[23, 38] i yacTiwe BuaBnaOTbLCA y xBOopux Ha IXC [36].
BopgHouac, npoBeAeHHs epaamkalinHoi Tepanii y XBo-
pux Ha IXC 3HMXYe nigBuLLEHi piBHI dibpuHoreHy [57]
i BMEHLUYE KiNIbKiCTb MOBTOPHUX FOCTPUX KOPOHAPHUX
nogpin [28,30,47].

MNMoenHaHHsA BUpas3koBoi xBopobu Ta IXC Bia3Havanu
y 49-85% xBopux i B 65 % BMnaakie BOHO 36iranocs i3
3aroctpeHHam IXC [5,9], wo nae BCi niacTtaBu BBaXxa-
TN BIPHUM TBEPKEHHS lMoTeHa: «AKLLO XBOpUA CcKap-
XUTbCS HA cepue, A0CTIoKYATE MOMY LUTYHOK» [3] .
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HasiBHiCTb nabopaToOpHUX MOKa3HWKIB CUCTEM-
HOro 3anasbHOro npouecy y O0OCTEeXeHUX nalieHTIB
noB’si3aHe i3 3MiHamMK1 NiNigHOro CNekTpy y XBOpuX 3
rOCTPUM KOPOHAPHUM CUHOPOMOM CBiAYUTb MPO aKTu-
BaL,il0 NPOLLECY MEPEKNCHOIO OKMCNEHHS Niniais. Haas-
He NPV LbOMY 3HUXEHHS PIBHSA NiNONPOTeifiB HN3bKOT
winbHocTi (JIMHLLL) € HecnpusatTnneoto 03HaKo 36isb-
LIEHHS LMPKYIOYMX IMYHHUX KOMMAEKCIB, AKi ckna-
[aloTbCs 3 iIMYHOrNOOYNiHIB (YTBOPEHUX HA aHTUrEHHI
CTPYKTYpW ninononicaxapuais 6aktepianbHOT CTiHKM) Ta
aacop6oBaHux 3 HUMK JIMHLL, [2,4].

OpHielo 3 nigcTtaB po3rnggaTn XenikobakTepHy iH-
dekLito 9K NPUYNHY NENTUYHOT BUPA3KM | 0OHOYACHO $IK
OJMVH 3 iHiLjilo4YMX pakTopIiB PO3BUTKY i NPOrpecyBaHHs
iLLemMi4yHOi XBOpPOOU cepLs € Te, LLLO XPOHiYHI iHdekuii (y
TOMY yumcni Helicobacter pylori) BU3HaHi Moxnneoio oo-
[ATKOBO NMPUYNHOIO, LLLO CMPUSIE BUHUKHEHHIO | PO3BU-
TKY IXC WnsaxoMm iHiuitoBaHHA 3ananbHOro npouecy i ate-
pomaTto3Hux 3MiH [55]. 3a ocTaHHi 20 pokiB NpoBeaeHO
BEJIMKY KiJIbKICTb A0CIAXEHb MOXJ/TIMBOrO MPUYNHHOIO
3B’a3ky Helicobacter pylori Ta IXC [46,47]. BuByanucsa
Pi3HI NaToreHeTU4YHi MexaHiamu, 3a JOMOMOrol AKUX
renikobakTepHa iHdekuis morna 6 36inbwyBaT cep-
LEeBO-CYAnHHMA puaunk [50, 51]. BctaHoBneHo, wWo
XpoHiyHa iHdekuisa Helicobacter pylori, HabyTta B toHOC-
Ti 36inbLye pusunk IXC npotarom xuTTs [52], a pmsnk
po3BUTKY ycknagHeHb IXC Ha Thi iHdekuii Helicobacter
pylori 3pocTae B Kifibka pasiB He3anexHo Bifg, iHLINX
dakTopiB-Tpurepis [45]. OgHak A0 HUHILWLHLOrO 4Yacy
PS4 HAYKOBLIB BBaXaloTb, WO OJ1S BUSHAHHSA iHDeKLu;i
oaHuM 3 dakTopiB punamnky IXC poci HegocTaTHLO CBIf-
yeHb [43]. Y pasi npoeaeHocTi eTionoridHoi poni Heli-
cobacter pylori B natoreHesi IXC BiakpnBalTbCs HOBI
nigxoau wono Ao npodinaktukm daktopis pusnky IXC
[48].

B ocTaHHi poku 3’aBunacs 3Ha4vHa KiflbkKiCTb pPOOIT,
B SIKMX 0OBeneHO 6e3rnocepenHio y4acTb J1I0KaNbHOro
Ta CUCTEMHOr0 3anasieHHs B iHiujaLii i nporpecyBaHHI
aTepockeposy Ta oro ycknagHews [41,49], npo wo,
30Kpema, CBig4YnTb NigBULLEHHS B CMPOBATLL KPOBI XBO-
pux 3 IXC piBHs C-peakTrBHOro 6inka, ciasioBUX KUCHOT,
GibpuHOreHy, nna3miHoreHy, 3arasbHOro Ynucna nemko-
umTie [16,21,22,37].

Jokasu Toro, wo iHdekLis CNoHyKae A0 PO3BUTKY
aTEepPOCKIEPOTUYHOIO YPaXKEHHs CYAWH, OTPpUMaHi B

OOCNIOXEHHSX, B AKMX NPOAEMOHCTPOBAHO HAsIBHICTb
30yaHMKa iHPeKLii B CTiHLi ypaXeHOi aTepoCckiepo30M
CYOMHU, a TaKOX B enigemMioNnoriyHnx OCAIAKEHHSX, AKi
nokasanu 3B’A30K MK naToreH-cneumdiyHumMm aHTn-
Tinamun knacy IgG i atepockneposom [18,21]. MNepwa
nopibHa nybnikauis gosena 3Ha4YMMICTb LMTOMErano-
BipyciB [31, HAacTynHi NpoaeMOHCTpyBanu 3B°A30K aTe-
pocknepo3sy 3 Bipycom repnecy tuny 1i2[32], C. pneu-
moniae [35], H. pylori [40], Bipycom renatuty A [59].

HesBaxaloum Ha HasiBHICTb [OKadiB acouiauii Mix
aTepPOCKIEPOTUYHUM YPAXEHHAM apTepianbHUX CYaMH i
iHdiIKoBaHICTIO H. p., B3BaEMO3B’A30K MiXX ANCPYHKLLIEIO
CYOMHHOro eHpoTenito Ta iHpekuieto H. p. i, 9K i mexa-
Hi3MK PpOpPMYBaHHSA eHaoTeNianbHOT AUCHYHKLT Ha TNi
iHbekuji H. p., oocnioxeHi HegocTaTHLO.

Mix Tnm, came eHgoTenianbHa ANCOYHKLISA, iIMOBIp-
HO € OLHUM 3 NYCKOBUX MEXaHi3MiB PO3BUTKY SIK Nen-
TUYHOI BMpPA3KkK. Tak i iLuemMiyHoi xBopobu cepust.

B ocTaHHi pokn ocobnuBy yBary npu 3axBoptoBaH-
HAX BHYTPILLHIX OPraHiB KAiHILMCTY NPUAINSaOTb OOCHi-
IDKEHHAM, NMPUCBSAYEHUM BUBYEHHIO eHaoTeniHy [8,54].
Taknin 3aranbHUiA iHTEPEC HE BUMNAOKOBMN, OCKINbKA
B JaHWIN Yac BCTAHOBJIEHO, WO Ui 6iONOrYHO aKTUBHI
Cnonyku, i 0cobnMBO eHpoTenNiH-1, Wo BUPOONSeETLCS
eHpoTenioumTaMmn, 34JINCHIOITL PEryiolynMin BB
Ha CKOPOYEHHS MagHrbKoi MyCcKynaTypy MakpOCYAuH,
reMocTtas i IMyHOJIOriYHY PEAKTUBHICTb OpPraHi3aMy XBO-
poro[1,10,42].

TomMy y XBOpUX 3 AyoAeHaNbHOiI BMPa3KOoo BU3HA-
YeHHs1 eHJoTeniHy-1 B nna3mi KpoBi, A€ POJSib CYAUH-
HOro akTopa B MexXaHi3Mi yfbLeporeHe3dy BU3HAETbLCH
OaratbMma BY4eHUMU [11], € akTyanbHUM. 3 ypaxyBaHHAM
TOro WO B JaHMI Yac NPOBIAHE MiCLe B NaTOreHesi aoy-
OZleHaNbHOi BUPa3kn BiOBOAUTLCS XenikobakTepHOMY
3ananeHHIo [7,], BUBYEHHS MOro poni y GYHKLIOHYBaHHI
€HO0TENI0 € NEPCNEKTUBHUM.

MoxHa ponyctnti, Wo iHOEKUiMHUA YNHHUK BU-
KIMKae eHaoTenianbHy AUCOYHKLiO, MOLKOAXKEHHS
eHpoTenito cyamH, a GopMyBaHHS aTEPOCKNEPOTUYHOIT
ONALIKN HA caMOMYy NoYaTKy ii PO3BUTKY MOXHa PO3ris-
[aTW 9K 3aXUCHY peakLiito Ha NOLLKOOXKEHHS eHA0TENIIO,
sika 3rofoM, B yMOBax nepcucTeHLii iHdekuii, HabyBae
3HAYEHHSA TPUrepHoro daxkTtopa po3BmUTKy, MaHidpecTa-
uii i nporpecyBaHHs iLLeMiyHOi XBOpoOu cepust.
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FACTPOAYOAEHAJIbHA NATONIOrIA AK IHILIIOKOYA JIAHKA PO3BUTKY | TPOrPECYBAHHS ILLEMIY-
HOI XBOPOBM CEPLA

KaTtepenuyk I. M., CeiHWiubkuii A. C.

Pe3iome. B cTaTTi. Ika € ornmagom nirepatypuy, Ha NiacTasi aHanidy nirepatypHux LXXepen apryMeHTyeTbCs
TO4YKa 30pY LLLOL0 BU3HAYEHHS racTpOAyOAeHasIbHOI NaToNOriT K iHILiIOK40i TaHKM PO3BUTKY i NPOrpecyBaHHs ile-
Mi4HOT xBOpOO6U cepus. MikpoopraHiam Helicobacter pylori 3aaTHui1, 0AHOYaCHO 3 PO3BUTKOM NENTUYHOI BUpa3ku,
iHiLItOBATV PO3BUTOK CUCTEMHOIO 3arnasibHOro NPOoLECY 3 yPaxeHHAM CYAUHHOI CTiIHKWU, NPOABOM YOro € eHO0TerNi-
anbHa ancdaHKLUis 3 NOKaNbHMUM YLLIKOXKEHHAM eHO0TeNil0 | GOPMyBaHHAM aTEPOMU. BUCTIOBIIOETLCS NMPUMYLLEH-
HS, WO aTepoMa, 6yay4m NPOsiBOM 3aXMCHOI peakLii opraHiamMy Ha YLUKOO)KEHHSI EHA0TENII0 Y NoAanbLIOMy CTae
NPOBIAHNUM YNHHUKOM MaHidecTaLlji 3aXBOPIOBAHHS | KNiHIYHMX NPOSABIB iLLEMIYHOT XBOPOOU cepLs.

Knio4yoBi cnora: nentunyHa B1upaska, iuemiyHa xsopoba cepus, Helicobacter pylori.
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FTACTPOAYOAEHAJIbHASA NATOJIOMNA KAK UHULUUPYIOLLEE 3BEHO PA3BUTUSA U NMPOINPECCHU-
POBAHUA ULLEMUYECKOW BOJIE3HU CEPALUA

KaTtepenuyk U. M., CBuHuunukuii A. C.

Pesiome. B ctatbe, KOTOpas aBNseTca 0630poM NnTepaTypbl, HA OCHOBaHUM aHann3a nnTepaTypHbIX UCTOY-
HUKOB apryMeHTUPYEeTCS TOYKA 3PEHNSI OTHOCUTENBHO ONpeaeeHns racTpoayoaeHanbHOM NaTonornm Kak MHALN-
VIPYIOLLLErO 3BEHA PA3BUTUS U NMPOrpeccmMpoBaHns niemMmyeckon 6onesnn cepaua. MukpoopranHuam Helicobacter
pylori cnoco6eH, OAHOBPEMEHHO C Pa3BUTMEM SI3BEHHOM BONE3HUN, UHNLMMPOBATL PA3BUTUE CUCTEMHOIO BOC-
nannTenbHOro Npouecca C NOPaXeHMEM COCYOUCTOM CTEHKM, MPOSIBIEHNEM Yero SBMASieTCs SHOoTennasnbHasa
ANCOHYHKUMS C NnoKaNbHbIM MOBPEXAEHMEM 3HOOTENUS U GOPMUPOBAHMEM aTepPOMbl. BbickasbiBaeTcs npenno-
JIOXEeHne, 4To aTtepoma, Oyayym NposiBEHMEM 3aLLUMTHON peakuun OpraHM3Ma Ha MOoBpeXAeHue 3HOO0TeNus B
JanbHelllemM CTaHOBUTCS BeayLLMM GakTopoM MaHudbecTaumm 3aboneBaHns N KIMHUYECKMX NPOSIBIEHUI MLLe-
MUYeckor bonesHn cepaua.

KnioueBble cnoBa: s3BeHHas 60ne3Hb, niwemmnyeckas 6onesHb cepala, Helicobacter pylori.

UDC 616. 342 - 002. 44+616. 12

The Pathology of Gastroduodenal Zone as an Initial Step in the Coronary Heart Disease Initiation and
Progression

Katerenchuk I. P., Svyntsitsky A. S.

Summary. The infection of the gastric mucosa by Helicobacter pylori (H. p.) is a main cause for chronic gastritis.
This microorganism identifies in 95 % of the patients having an peptic duodenal ulcer, in 70-80 % of the patients with
peptic gastric ulcer and in 50 % of the patients with non-ulcer dyspepsia. The infection of gastroduodenal zone by
H. p. increases the risk of gastroduodenal ulcer disease in 4-fold manner.

Also, the H. p. infection was identified as an etiological factor for several non-gastroduodenal diseases. Recently
conducted clinical studies shows the relationship between H. p. infection and damage of other organs and systems,
especially the impact of this organism on the development of coronary heart disease.

The increasing concentration of the antihelicobacter antibodies is a diagnostic criteria for the helicobacterios.
The increasing level of IgG to H. p. shows the inflammation process severity. Its proposed the seropositive reaction
to IgG to be an evidence of the association of H. p. infection with the acute myocardial infarction, not depending on
classic coronary risk factors. So it might be an evidence of the etiological and pathological role of H. p. infection in
the development of atherotrombosis and cardiovascular diseases. The seropositive reaction to H. p. is associated
with the elevated levels of CRP, molecules of intracellular adhesion (ICAM-1), endothelial dysfunction and in this
way its determines the wide-spreading of the coronary heart disease and the development of the myocardial
infarction. The cytotoxic forms of H. p. that are typical for ulcer disease regarded as a pathological factor for the
atherosclerosis progression and are more often defined in patients with coronary heart disease. At the same time,
the eradication therapy in patients with coronary heart disease decreases the elevated levels of fibrinogen and
decreases the number of recurrent acute coronary events.

The presence of the laboratory indicators for systematic inflammation process in examined patients with acute
coronary syndrome is related on the changes of lipid components and shows on the activation of lipid peroxidation.

One of the reason to consider H. p. infection as a cause of peptic ulcer and also as one of the initiating factor
in the development and progression of coronary heart disease is the fact that chronic infections (including
Helicobacter pylori) were found as a possible additional factor that contributes to the initiating and development of
the coronary artery disease by initiating inflammatory process and atheromatous changes. In recent years a large
number of works were performed demonstrating the direct role of local and systemic inflammation in the initiation
and progression of atherosclerosis and its complications that may be evaluated by the increasing levels of the
C-reactive protein, sialic acid, fibrinogen, plasminogen and leukocytes in the serum in patients with CHD.

Evidence that infection leads to the development of atherosclerotic vascular lesions were obtained in studies
that demonstrated the presence of infectious agents in the wall of the affected by atherosclerotic process vessels,
as well as epidemiological studies that have shown a link between pathogen-specific antibodies of IgG and
atherosclerosis.

Despite on the evidence of the association between atherosclerotic lesions of arterial vessels and infection with
H. p., the relationship between vascular endothelial dysfunction and infection with H. p., as well as mechanisms of
endothelial dysfunction formation associated with the H. p. infection are not studied yet enough.

Meanwhile, endothelial dysfunction is probably one of the triggers of both peptic ulcer and coronary heart
disease.

Key words: peptic ulcer, coronary heart disease, Helicobacter pylori.
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