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Brutus indexkii Helicobacter pylori
HaA [epeoir imemMivHoi XBOpOOU ceprigd
B IIO€JHAHHI 3 I[YKPOBUM [1ia0€TOM 2 TUILY

Mera — ouinuTu BIuiuB iH(ekii Helicobacter pylori Ha niepebir imemMiuHoi xBopobu cepiid (IXC) y noejHaHHI
3 yKpoBUM JliabeToM (L) 2 TUITy Ha Ii/ICTaBi BUBYEHHS KIiHIKO-IA00PATOPHUX ITOKA3HHUKIB T4 CEPOITIO3UTUB-
HOCTi o0 iHgexkuii H. pylori.

MarepiagTHu Ta METOIH. Y JOCIDKEHHS 3ATy4eHO 82 XBOPUX 3 BepuikosaHoto IXC y noeananHi 3 L] 2 Tumy
3/6e3 o3Hak iHekuii H. pylori. Cepenniit Bik naienTis — (53,3+9,2) poky. IlanieHTiB po3nOAUIMIN Ha JBi
rpynu: rpyiy I — 42 XBopux, ceporno3uTuBHUX o0 H. pylori, Ta rpymny II — 40 XBOpUX, CEPOHETATUBHUX 111010
H. pylori. B ycixX nanieHTiB 3 KIiHiYHO BCTAHOBJICHUM J1iaI'HO30M IIPOBEICHO BUBUCHHS KIiHIKO-aHAMHECTHYHUX
JAHMX, PiBHA [VIIOKO3H, ITIIKO3UIBOBAHOI'O FEMOIVIOBiHY, 3aI'd/IbHOI'O XOJIECTEPHHY, XOJIECTEPUHY JIIIONIPOTELIB
BUCOKOI 1mitbHOCTI (XC JITIBIL) i TpUIVIILIEPHIB Y CUPOBATIL KPOBi KOJIOPUMETPHUYHUM €H3UMATHUYHHUM METO-
JIoM Ha 6ioxiMiuHOMy aHanizaropi. Konuenrpaiiito C-peakTUBHOIO 6inka, iHCymiHy Ta TuTp IgG anTUTin 10
H. pylori gocnipkeHo iMyHO(PEPMEHTHUM METOJIOM.

Pe3yabraTH. BilbLIiCTh NAIIEHTIB MAIXU CTA6LIBHY CTeHOKAPiIo II—IIT (PyHKITIOHAIBHOTO KIacy, y 45,1 % narti-
€HTIB OyJIM HAsIBHI O3HAKU MOCTiH(APKTHOTO KapAioCKIepo3y. XBopi rpyn# II piaiie cTpakgain Ha riIepTOHIIo,
OUpinHg, LT 2 TrIty i XpOHIYHMA NAaHKPEATUT. BUABIEHO Pi3Hy 9aCTOTY IIATOJIOT] I'ACTPO/IyOAEHAIBHOI 30HU
B I'DYIAX, 1€ NOKA3HUK OYB OUIBIINM y MAIi€HTIB, AKi IepeHeCIN iH(MaAPKT MiOKapJa B aHAMHE31. XPOHIYHUNI
TACTPUT (CEPe/Hs TPUBICTD — (24,7 £3,2) POKy) MaB Miclie y 76,2 % manienTis rpymu [ ta 17,5% — rpymnu 11,
BHUPA3KOBA XBOPOOA JABAHAIIATHIIATION KHUIIKK (CEPENHA TPUBAICTD — (28,2+1,8) poKy) — BianosigHo y 23,8
i 20,0 %. Anasti3 JiniHOro CreKTpa CUPOBATKHA KPOBi IIPOJEMOHCTPYBAB JJOCTOBIPHI BiIMiIHHOCTI 3a piBHEM TPH-
rinepuais (BianosigHo (3,1+0,1) Ta (2,0£0,2) MmMons/i1; p<0,05) Ta XC JIIIBII ((0,80£0,03) i (0,90+0,02)
MMOJIb/JL, P <0,05). Y rpymi I BMicT C-peakTUBHOIO O611KA T iHCY/IiHY OYB CTATUCTUYHO 3Hauyle BUIuM (p=0,001
T2 p=0,0001 BigIIOBi/IHO) HA T/ CTATUCTUYHO 3HAYYIIE BUCOKUX TUTPiB aHTUTLI 10 H. pylori (p=0,001).

BucHoBKMH. Y xBopux Ha IXCy noegnanni 3 L] 2 Tymny, sIKi € CEpONO3UTUBHUMM 32 H. pylori, CTaTUCTUYHO 3HA-
UyIIO BUIA YACTOTA METAOOIIYHO-ACOLIMOBAHUX CTAHIB, TAKUX SIK OKUPIHHA, apTePia/ibHA IIEepPTEH3isA, XpO-
HIYHUI TAHKPEATUT i XOJELIUCTUT, 4 TAKOXK CTATUCTUYHO 3HAYYIIO OUIbIIMIT BMICT TPUITHIIEPUIB, iHCYIIiHY,
C-peaKkTHUBHOrO 6i1ka Ta Hroxkuuil pisens XC JITIBIII, 10 MOXKHA POSITIAAATH K BUABU KAPAiOMETAO0MYHUX
3MiH, gKi CIPUYUHAIOT HECTAOUIBHUN MEPEDIT MOEAHAHOT MATONOr 1. HagBHICTb B aHAMHE3i Y XBOpHuX Ha IXC
y noepHanHi 3 L] 2 Tuny H. pylori-aconiftoBaHoi racTpoAyOJ€HAIBHOI MATOMIOTI Ja€ MifICTABy IPUITYCTUTH
MMOBIPHICTb PO3BUTKY HECIPHATIUBUX KAPAIOMETAO0MIYHIX HACII/IKIB.

Ki1ro4o0Bi cj10Ba: imemiyHa XBOpo6a CEPLd, IIYKPOBUH 1iabeT 2 TUILY, 3allaIeHH, aHTuTUIa, Helicobacter pylori.

He3Ba>1<aloq1/I Ha te, mo Helicobacter pylori-
IH(EKINS 3aJUIIAEThCS TTPOBIAHOI0 TTPUYH-
HOIO XPOHIYHOTO TracTPUTy, BUPA3KOBOI XBOPOOH
ntyHKa Ta apa"aaisgtunanoi kumku (1K), mas-
TOMMU, paKy HIIYHKA, ii PO3IJISIQIOTh SIK TPUTEPHUI
YUHHUK, 3JaTHUH He JIUIe COPUYUHUTH MiCIeBY
3amasibHy peakifito y causosiii obosonii JITK Ta
NIIYHKA, a I OTI0Cepe/IKOBAHO BILJIMBATH Ha IIPOIie-

© T.€. Kosupesa, 2016

CH CHICTEMHOTO 3artajieHHs yepe3 O10XiMiuHi JaHKK
MeTabos1i3My (aKTHBAIlisl ITPOIECIB TIEPEKUCHOTO
OKUCHEHHS JIITi/IiB, PO3BUTOK METabOIUHOI iHTOK-
cukariii) [1, 6, 9]. H. pylori 3patauii mogudikysatu
JIIIJHANA CIIEKTP KPOBI, CTUMYJIIOIOYH PO3BUTOK
CUCTEMHHUX 3allaJIbHUX IIPOIIECiB Ta aTePOCKIEPO3y
[11]. Huni H. pylori-indexiiio BUBHAHO MOKIHBOIO
JIOJIATKOBOIO TIPUYMHOIO, SIKa CIIPUYUHIE BUHUK-
HEHHS PO3BUTKY imeMiunoi xsopobu cepiis (IXC)
IIJISIXOM 1HIIIIIOBAHHS 3aMaJIbHOTO IIPOIECY Ta aTe-
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pomatozHux 3MiH [12]. Beauka KifbKicTh mOCTiI-
JKE€Hb B OCTAHHI JCCATUIITTST OYJIU MIPUCBSIYEHI TI0-
myky npuunnioro 3s'si3ky H. pylori i 1XC, ane
oCTaTOYHOI Bifnosizi ne orpumano [10]. Otpumano
HesarepeyHi Jokasu 3B's3Ky iHbexii H. pylori
39acTOTOIO IIyKpoBoro miabety 2 tury (1171 2 Tumy).
Oco6wu, ceporosutusHi o0 H. pylori, 3 mopyiieH-
HSIME BYTJIEBOJHOTO OOMIiHY dYacTiliie CXUJIbHI 10
paHHBOTO (hOPMYBaHHS KapAioMeTabOiYHOTO PH-
3UKY, HI’K CEPOHETaTHBHI 0COOH.

[Tomyk matoreHeTUYHUX MeXaHi3MiB, SKi MOTJIN
6 nosicuutu BB H. pylori na nepe6ir sik IXC, tak
i [/T-2, TprBac i 3yMOBIIIOE HEOOXiIHICTD BUTIJIEHHS
TPYT PU3UKY AJiI TPOMIiTaKTUKN PaHHBOTO KapIio-
MeTabOJIIYHOTO PUSHKY Y ITi€l KaTeropil maIiexTiB.

Meta mocmimKeHHs — OIIHUTUA BILIUB iHMEKITi1
Helicobacter pylori na tiepe®ir imeMiuHoT XBOpOOH
CcepIs y TIOEIHAHHI 3 I[yKPOBUM /[iabeToM 2 THITY Ha
IiCcTaBi BUBYEHHS KIHIKO-Ia00PaTOPHUX IIOKA3HU-
KiB Ta CEpPOTO3UTUBHOCTI 1110710 iHdexii H. pylori.

Marepianau Ta MmeTOoaH

[ocmimxeHHs TPOBEIEHO B paMKaX HAyKOBO-70-
caignoi podotu 1Y «HamionanbHuii iHCTUTYT Te-
pamii imeni JI. T. Manoi HAMH VYkpaiuu», nep:xpe-
ectpartig Ne 113U001139.

Y nocmimxenHs 3amydeHo 82 xBopux 3 Bepudi-
koBaroio IXC y moexnanni 3 IJI 2 tumy 3/6e3
osHak indexitii H. pylori. Cepe/niii Bik marfieHTis —
(53,3+9,2) poky. Cepemms tpuBaiicts IXC crano-
Buiia 10,2 poky, a II/1 2 tuny — 7,4 poxy. Cepen xBo-
pux nepeBaskaiaun 4osoBiku (64 (78 %)). [lamientis
posmoainan Ha ABi rpynu: rpymy I — 42 xBopux,
ceporiogutuBHuX Mono H. pylori, Ta rpyny 11 —
40 XBOpHX, cepoHeraTuBHUX 1110710 H. pylori.

Kputepii Busydenns 3 10CTIKEHH: HASIBHICTh
TOCTPUX 3aMajJbHUX MPOIECiB OY/Ib-sIKOI JOKai3a-
11ii, OHKOJIOTIYHUX 3aXBOPIOBaHb, CEPIEBOI HE/0-
cratrocti 111 craxii. ¥ pocaipkeHHsa He BKIIOYAIN
MAIiE€HTIB BIKOM MOHAJ 75 POKiB, XBOPHX 3 TOCTPOIO
CEepIIeBOIO0 HEJIOCTATHICTIO, aHEBPU3MOIO A0PTH, T10-
PYILIEHHSIM MO3KOBOTO KPOBOOOITY, iHCYIiHO3a €K
HUM I[YKPOBHUM JiabeTOM 1 PEBMATOIHUME 3aXBO-
proBanmsamu. [pyma kontposio — 20 ocib 6e3 o3Hak
racTPOEHTEPOJIOTIYHOI, Kap/AioJIOTIYHOl Ta €H/I0-
KPUHOJIOTIYHOI 1aTOJIOTi].

Y Bcix nari€enTiB 3 KJIIHIYHO BCTAHOBJIEHUM JIiar-
HO30M TIPOBEIEHO BUBUEHHS KJiHIKO-aHAMHeCTHd-
HUX JIAHUX, PIBHS TII0KO3H, 3araJIbHOTO X0JIeCTePU-
ny (3XC), xosecTepuHy JIMONPOTEIiB BUCOKOI
ryctunu (XC JIIIBT) i rpurainepumnis (TT) warie
B CHIPOBATIII KPOBi KOJOPUMETPUIHUM €H3UMATII-
HUM METOJIOM Ha GioximMiuromy anasizaTopi Hum-
alyser-2000 (Human, Himeuuwnna). Bmict xomecre-
PUHY B CKJIA1 JTITOMPOTEIiB HU3bKo1 rycTuHu (XC

JITTHT) obuucaroBamu 3a dopmyaoro W.T. Frie-
dewald: XC JITTHT=3XC - (XC JIIBT +
+ TI'/2,22). Ctymninb KoMIIeHcallil BYTJIEBOJHOTO
0OMiHy BU3HAYAJIH 32 PIBHEM IIIKO3UIIBOBAHOTO Te-
morsio6iny (Human, Himeyuwnna) y BeHO3HIl KpoBi
MEeTOI0M 10HOOOMiHHOI XpoMaTtorpadii Ha Gioximid-
HoMYy anasizaTopi. KonnenTpaitito C-peakTUBHOTO
6inka (DRG International Inc., CIITA), incyminy
(DRG Instruments GmbH, Himeuunna) Harime
B CHPOBATIII KPOBI JOCHTI/KyBaan iMyHO(hEpPMEHT-
HUM METOJZIOM Ha HalliBaBTOMAaTUYHOMY iMyHObep-
MEHTHOMY MiKpOILJIaHIIETHOMY aHaJi3aTopi Immu-
noChem-2100 (High Technology Inc., CIITA), Tutp
IgG amturin go H. pylori — meTomom TBepaodaso-
ro iIMyHO(DEpMEHTHOTO aHaJli3y 3 BUKOPUCTAHHIM
Habopy ImmunoComb Helicobacter pylori IgG.

Hocnimxkenns nposeneHo BignoBigHo a0 lemb-
CIHCBKOI Jiekapallii BcecBiTHLOT MeZIMYHOT acoltia-
1ii. [TpoTokoJI rociasKeHHst OyB CXBaeHHUIA HAYKO-
BUM KOMITeTOM 3 6i0eTHKY 1pu iHCcTUTyTi. Bei marti-
€HTHU JJa7T1 TUCbMOBY 1H(OPMOBaHY 3T0/ly Ha Y4acTh
Y IOCTJIKEHHI.

Craructuany o6poOKy JaHUX BUKOHAHO 3a JI0-
momoroio iporpamu Statistica 8.0. [lami mpeacras-
JIEHO y BUTJISIMII CePeIHbOTO apu(pPMETUIHOTO 3HA-
YeHHS Ta cTaHjapTHOro BijaxuiaeHHsd. [TopiBHsHHSA
GesrepepBHIX BEJMYNH 3 HOPMAJTBHUM PO3TIO/IIOM
TTPOBO/IMJIN 32 JIOTIOMOTOIO TTAapHOTO t-TecTy. ¥ pasi
HEHOPMAaJIbHOTO PO3IO/ILTY 3MiHHUX, 1X TIOPiBHIOBA-
JU B JIBOX Tpymax 3a J0MoMoroio Ttecty Mam-
Ha— YiTHi. BiZMiHHOCTI MIXK TpyliaMu BU3HAYATIN
3 95% mowipunm intepBasom (/I1) i BBaxkasn cra-
TUCTUYHO JOCTOBIDHUMHU TIPU JTBOCTOPOHHBOMY
piBHi 3nauytocTi p < 0,05.

Pe3yabraTtn Ta 00roBOpeHHs

Bimpuricts marientis (45 (54,9 %)) manu cra-
6ibHy creHokapaiio IT—IIT  dyHKIiOHATEHOTO
Kiaacy, y 45,1% mnamienrtis Oyiu HasBHI O3HAKU
nocTindapkTHOrO Kapmaiockyaepo3dy. IIpuBeprama
yBary BUCOKa 4acTOTa TAKUX YMHHUKIB CEPIIEBO-
CYIMHHOTO PU3UKY, sIK oxxupinus (67,07 %), apre-
pianbHa rinepronis (64,6 %) Ta kypinus (52,4 %).
3axBOPIOBAHHS TaCTPOAYOACHANBHOI 30HW y BH-
TSI ATBEPIKEHOTO XPOHIYHOTO TaCTPUTY 1 BU-
paskoBoi xBopobu JITIK sapeectpoBano B 47,6
i 22,0 % Bumnaakis BianosigHo. Takox BUgBaMU Me-
TabOMYHUX PO3JTaAiB OyJid O3HAKM XPOHIYHOTO
MaHKPEeATUTYy, siki Masin Miciie Gisbiie Hixk y 1/3 ma-
1i€HTIB, Ta XpoHiYHOTO X0JerucTuTy (20 (24,4 %))
B aHAMHe3I.

[TopiBHAMBHUIT aHAJII3 JaHUX aHAMHE3Y XBOPUX
3aJie’KHO Bin HasiBHOCTI H. pylori BusiBuB cratmc-
TUYHO 3HAYYII[ BiIMIHHOCTI aHAMHECTUYHUX IIO-
Ka3HUKIB Ta repebiry 3axpoproBantst (Tabur. 1).
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[IpuBepras yBary Toi (hakr, 110 cepes Malli€eHTiB
3 HasBHicTio H. pylori 6inbiiricts Masm iHdapKT Mio-
Kapza B anamHesi — 69 % mporu 20 %.

Y rpymi I BUABIEHO CTaTUCTUYHO 3HAYYIILO
BUIIly YacTOTy TaKMX MeTaboJIiuHO-acoiioBaHUX
CTaHiB, SIK OKMPIHHS, apTepiajbHa rillepTeHsisd,
XPOHIYHUM TTAHKPEATUT 1 XOJIEIIUCTUT, a TAKOXK TIa-
TOJIOTil TacTPOAYOAeHANbHOI 30HU (XPOHIUHWI
racTpur (cepenns TpuBaiicTb — (24,7 = 3,2) poky),
Bupaskosa xsopoba IITK (cepents TpuBaiicth —
(28,2 £ 1,8) poky).

Takum ynHOM, aHAJI3 KITHIYHOT XapaKTEePUCTUKA
00CTeKeHUX XBOPUX BUSBUB YacTe noeauanis IXC
ta [1/] 2 Ty i3 3aXBOpIOBaHHSAMHU MITYHKOBO-KHIII-
KOBOTO TPAKTy, 0COOJIMBO 3 TacTPOLYOAE€HATBHOIO
MaToJIOTIET0, acotliiioBanoio 3 indexitieo H. pylori.

Tabnuiis 1. XapaKTepHUCTHKH I'PYI XBOPHUX

IToka3uuk Ipyna I (n=42) Ipyna Il (n=40)
Bix, poxn 55,6+6,8 52,8+10,2
KisbKicTh 40IOBIKIB 36 (85,7%) 28 (70,0 %)
Anamue3s

IrdapkT miokapa 29 (69,0 %) 8(20,0%)
Aprepianbha rineprensist 32 (76,2 %) 21(52,5%)
OxupinHs 31(73,8%) 24 (60,0 %)
Kypintst 25(59,5 %) 18 (45,0 %)
XpoHiuHuit racTpuT 32(76,2%) 7(17,5%)
f}fa?{?jﬁ:fnizz%?i?/lmxu 10(238%) 8(200%)
XPpOHIUHUIT TTAHKPEeaTUT 16 (38,0 %) 12 (30,0 %)
XPOHIYHUI XOJIEITUCTUT 12 (28,6 %) 8 (20,0 %)

Tabmui 2. JIIaJHUHA CIIEKTP KPOBi, MMOJIb /I

Iloka3nuk Ipyna I (n=42) Ipyna Il (n=40)
Tpurminepuan 3,1£0,1 2,0+0,2*
3XC 6,9+0,2 6,2+0,3
XCJIIBT 0,8+0,0 0,9+0,0*
XCJIIHT 4,8+0,2 3,6+0,3

[MpumiTKa. * PisHu1Is 040 IPpynu I CTaTUCTUYHO 3HAYYINA
(p<0,05).

AHaJIi3 JIIMiIHOTO CTIEKTPa CUPOBATKU KPOBI MPO-
JICMOHCTPYBAaB CTATUCTUYHO 3HAYYIIO BUIUH Pi-
BeHb Tpurainepuaiz (p<0,05) Ta XC JIIIBI
(p <0,05) 3a Hassrocti H. pylori, o mosxe 6yTn Ha-
CJIZIKOM TJIMOIINX TIOPYIIeHb KapaioMeTabo i aHO-
ro npodimo. CTaTUCTUYHO 3HAYYIINX BiMIHHOC-
teil mixk rpynamu 3a Bmictom 3XC ta XC JIITHT ne
BusiBJieHO (Tabu. 2).

OruineHo cTaH iHCYJIIHOPE3NCTEeHTHOCTI Ta iMy-
HOJIOTIYHOTO pearyBaHHs 3a piBHeM C-peakTHBHOTO
6inka i tutpy IgG anrturin no H. pylori (pucyHok).

Y rpymni I Bmict C-peakTuBHoro 6ijka ta iHCYJIi-
iy OyB craructuyHo 3nauyiio suium (p=0,001 ta
p=0,0001) ma T1i BUMUX TUTPiB aHTUTIN 10 H. pYy-
lori (p=0,001), mo mae migcraBy NPHUITYCTUTH
BruuB iHbekii H. pylori ve jmiie Ha PO3BUTOK Me-
TabOJIIYHUX PO3JIA/IiB B YMOBAX 3allajieHHs] HU3bKUX
rpazaiii, a i Ha hopmysanns mepebiry IXC y mo-
ennanHi 3 [/ 2 Tumny Ta po3BUTOK yckiaaHeHb. Pe-
3YJIBTaTH JJOCJIPKEHHS MiATBEPANUIIN TilI0Te3y I1PO
38’5130k ocobsmBocreit epediry IXC y noennarmi
3 IIJI 2 Ty i TacTpoayoeHaMbHOI TATOIOTii Ha TJTi
indexii H. pylori, Siky MOXHa PO3IJISIIATH K He-
CTIPUATIUBUI YNHHUK PO3BUTKY i 1epebiry 3axBo-
proBans |2, 4, 5]. Tak, moeaHanHst BUPa3KOBOI XBO-
pobu ta IXC BusiBieno y 49—85 % XBoOpux, 3 HUX
y 63 % Bunasxkis Ha 1i1i 3aroctpenns IXC [3, 5].

Indexttiio H. pylori Bu3HaHO €TiOIOTTYHIM YUHHH-
KOM HM3KH HelUTYHKOBHX 3aXBOpIOBaHb [3]. AHTH-
rerHa crumyJsiis H. pylori cynpoBomKyeTbes -
BUIIEHNM CHHTE30M IUPKYJIIOIOUMX aHTUTEIKOOAK-
TEPHUX aHTUTIJI, 10 BiZOOPakKy€e CHCTEMHY PEaKIiio
IMyHHOI CHCTEeMH Ha JIOKQJbHE TIONIKO/KEHHS
B NUIyHKY, acomitioBane 3 H. pylori. TligButenns
BMICTY aHTHTeIIKOOAKTEPHUX aHTHUTLI € arHOCTIY-
HUM KPHUTEPIEM TeJTliKoOaKTepiosy, a 30i/IbIIeHH ST PiB-
ust 1gG-antutin no H. pylori BitoOpaxye iHTeHcuB-

I'pymna: m] OII

18,4 23,8
18,6
12,6
8,2
3,8

C-peakTuBHUI
6iJI0K, MMOJID /T

B KOHTPOJIbHA

IgG no H. pylori,
O/l/n

Prucynoxk. IIOKa3HUKH iMyHHOT'O 3aIIaJIEHHA Ha TIIi
rinepiHcyniHeMii

Incyanin,
MMOJIb/JT
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HicTb 3anasnpHux nportiecis [10, 11]. 3anpononosBano
BBakatu 1gG-cepornosutusnicts mono H. pylori Bu-
SIBOM acottiaitii iHdexIrii Ta rocTporo iHbapKTy Mio-
Kap/1a, He3aJeKHOI BiJl KJIACUYHUX KOPOHAPHUX YUH-
HUKIB pusuky [12], i moka3oM eTionaToreHeTUYHOl
poui H. pylori B po3BuTKY atepoTpoMO03y i cepiieBo-
CYIMHHUX 3axBopioBanb |6, 12]. CeporosuTusHicTb
mono H. pylori acouitoeTbes 3 MiABUIIEHHAM PiBHS
C-peakTiBHOTO OiJIKa, MOJIEKYJI MIsKKJTI THHHOI aJ[re-
3ii (ICAM-1), enoremianbhoi guchyHkii [ 7], 6inb-
moto rommpenicTio IXC i po3BUTKOM TOCTPOTO iH-
dapxry miokapaa [12]. Hurotokcuuni CagA-mramm
H. pylori posrisiiatoTh sIk MaTOreHETUYHIUI YMHHIK
PO3BHUTKY aTepockeposy [7]. Ix uactime ugsasiors
y xBopux Ha IXC [8]. /lokazom BruBy iHekiii
H. pylori 1a nepe6ir IXC € Toii ¢axr, mo epaarka-
mifiHa Teparis y xsopux Ha [XC 3HMKYE minBuiie-
Huii pisenn dibpunoreny [9] i 3MeHIye KiJTbKiCTh
MOBTOPHUX TOCTPUX KOPOHAPHUX MO |5, 12].

[auni jgiteparypu cBijiuaTh Ipo Te, 1O PiBEHb
C-peakTUBHOTO OiJIKa B KPOBI € HE3aJI€KHUM TIPO-
THOCTUYHUM YMHHWKOM PO3BUTKY TOCTPUX (hopm
IXC — roctporo KOpOHApHOTO CUHAPOMY Ta iH-
dapxry miokapzma, a y xBopux Ha I/ 2 tumy —
MPEANKTOPOM Kapi0BACKYJISIPHOI 3aXBOPIOBAHOCTI
Ta CMEPTHOCTI, 32 JAHWUMHU MTPOCTIEKTUBHUX JOCTi/I-
skeHb [7, 8]. Ile nae migcraBy BBaXkKaTH, 110 Y MATO-
reresi HecnpusATaBOro nepebiry sk IXC, rak i I1/]
2 TUIy KJIIOYOBOIO JIAHKOIO € 3allajIbHi peakxiiii, ki
MalOTh CUCTEMHUI XapakTep, 3 MiJIBUIIEHHSAM PiB-
H$ B KPOBI MapKepiB i MeIiaTOPOB 3amajieHHs, a iH-
dexrist H. pylori € TpurrepHIM YNHHUKOM Kapiio-
MeTabOoIYHUX MO,

Kongauxmy inmepecis nemae.
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Bimanue nngexkuun Helicobacter pylori
HA TCYECHUE UINIIEMHUYCCKOU OOJIE3HU CeEPAIa
B COYETAHUU C CAXAPHBIM TUAOETOM 2 THIIA

ens — oueHuTs Bavanue nagexyu Helicobacter pylori Ha Tedenue uiemMudeckori 6osesnu cepana (MBC)
B COYETAHMH C CaXapHbIM JradceToM (C/I) 2 ThIa Ha OCHOBAHUM U3YYEHUA KIMHUKO-TA60PATOPHBIX TOKA3ATE-
JIEU ¥ CEPONIO3UTUBHOCTU K UH@eKIMH H. pylori.

MaTepHaJIbl H METOABI. B 1iccieioBaHne 6bUIH BKIIOUEHBI 82 6OJILHBIX € BepUpUIpoBaHHOM UBC B coue-
Tanuu ¢ ClI 2 Tuna ¢/6e3 npusHakoB nH@ekuu H. pylori. CpeaHut BO3pacT NalueHTOB COCTABUII (53,3+9,2)
roza. [TaruenTsl 6bUIN PACIPEIENIEHBI HA [IBE IPYIILL ITPYHITy I — 42 manuenTa, CEpONO3UTUBHBIX OTHOCUTEb-
Ho H. pylori, u rpymnmy II — 40 manueHTOB, CEPOHETATUBHBIX OTHOCUTENBHO H. pylori. V BCEX MAaIueHTOB C KIN-
HHUYECKH YCTAHOBJICHHBIM JIHATHO30M OBLIO IIPOBEJIEHO U3YIEHNE KIMHUKO-aHAMHECTUYECKUX JIAHHBIX, YPOB-
HSI [IIOKO3BIL, NTMKO3WINPOBAHHOT'O F€MOITIOOMHA, OOIIETO XOJIECTEPHUHA, XOIECTEPUHA TUTIOIIPOTEUIOB BBICO-
Ko mwioTHOCTU (XC JITIBIT) 1 TpUITIMLIEPHUIOB B CBIBOPOTKE KPOBH KOJIOPUMETPHUYECKUM 3H3UMATUYECKUM
METOJIOM Ha OGHMOXUMHUYECKOM aHanusaTope. Konnenrpauio C-peakTUBHOIO OEIKa, UHCYINHA U TUTP IgG
anTuren K H. pylori uccieioBanu UMMyHO(DEPMEHTHBIM METOJIOM.

Pe3yabTaThl. BOMBIIMHCTBO NAIIMEHTOB UMETH CTAOMIBHYIO CTEHOKAPAMIO [I—III (PyHKIIMOHAIBHOIO KJIACCA,
y 45,1 9% ManueHTOB UMEIUCH TPU3HAKU ITOCTUH(PAPKTHOIO KAPAUOCKIEPO3a. bonbHble rpymet I pexe crpa-
JaId r'UNepToHuen, oxxupenuem, CI 2 Trria 1 XpOHUYECKHUM AHKPEATUTOM. BbIABIeHa pa3Has 4acToTa 1aTo-
JIOTHU T'ACTPOAYOJECHANIBHOM 30HBI B IPYIIIAX, STOT MOKA3aTENb ObUI OOJIBIIUM Y MAIIMEHTOB, NEPEHECITNX
UHMAPKT MUOKAP/A B aHAMHE3€. XPOHUYECKHUI TACTPUT (CPEAHAA MPOJO/LKUTENBHOCTD — (24,7 +3,2) rosa)
MMEJT MECTO y 76,2 % maruenToB rpynmsl [ u 17,5% — rpymmer 1, si3BeHHAsT 6OIE3HD IBCHA/ITATUIICPCTHOM
KHUIIKU (CPEAHAA MPOJIOJDKUTENBHOCTD — (28,2+1,8) roga) — coOoTBETCTBEHHO Y 23,8 1 20,0 %. AHanM3 munma-
HOI'O CIIEKTPA CBhIBOPOTKU KPOBU IIPOAEMOHCTPHUPOBAI JOCTOBEPHBIC OTIMYUA B YPOBHE TPUITIULIEPUIOB
(coorBercTBEHHO (3,1+0,1) 1 (2,0+0,2) mMmosnb/i1, p<0,05) n XC JIIIBIT ((0,80+0,03) u (0,90 +0,02) MMoOnb/J1;
p<0,05). B rpynme I conep:kanme C-peakTUBHOIO OEIKA U MHCYINHA ObLIO CTATUCTUYECKH 3HAYUMO OOJIbIIE
(p=0,001 1 p=0,0001 COOTBETCTBEHHO) HAa (DOHE CTATUCTUYECCKH 3HAUUMO OO0JIEE BBICOKHUX TUTPOB daHTHTEII
K H. pylori (p=0,001).

BeiBOogbl. YV 60sbHBIX ¢ IBC B coueranuu ¢ C/I 2 Tua, SB/BIOMMNXCS CEPONO3UTUBHBIMU OTHOCHUTEIBHO
nH@pekun H. pylori, CTaTUCTUYECKU 3HAYHMMO OO0JIEE BBICOKAS YACTOTA METAO00IMYCCKU-ACCOIIMUPOBAHHBIX
COCTOSAHUM, TAKUX KaK OXKUPEHHE, APTEPHUATbHAA I'MIIEPTEH3UA, XPOHUYECKUH MTAHKPEATUT U XOJIELIUCTUT,
4 TAKKE CTATUCTUYECKUA 3HAYHMMO OOJIBIIEE COAEPKAHUE TPUITIULIEPUIOB, MHCYINHA, C-PEAKTUBHOIO O€sIKa
1 HU3KUI yposeHb XC JITIBII, 4TO MOKHO paCcCMATPUBATH KAK IIPOSIBICHUS KAPAUOMETAO0IMYCCKUX U3MEHE-
HHI, KOTOPBIE IPHUBOJAT K HECTAOWIBHOMY TEUEHUIO COUYETAHHOM MATONOTUN. Haymmaue B anaMHe3e y 60JIbHBIX
NBC B couerannu ¢ C/I 2 tTuna H. pylori-acCOMUPOBAHHON I'ACTPO/IyO/ICHAIBHOM ITATOJIOI MU ITIO3BOJIIET IIPE/-
IIOJIOXKHUTD BEPOATHOCTD PA3BUTHA HEOIATONPHATHBIX KAPJIUOMETAOOTNYIECKUX TTOCIEICTBHIL

KnroueBple CIOBa: UIIEMUYECKAsT OOJIC3Hb CEP/IA, CAXAPHBIM AMAGET 2 THIA, BOCHAJICHUE, AHTHTEINIA,
Helicobacter pylori.

T.E. Kozireva
SI «L.'T. Mala National Therapy Institute of NAMS of Ukraine», Kharkiv

Effects of Helicobacter pylori infection
on the course of the ischemic heart disease
in combination with type 2 diabetes mellitus

Objective — to evaluate the effects of H. pylori infection on the course of ischemic heart disease (IHD) com-
bined with type 2 diabetes mellitus (DM2) based on the investigation of the clinical and laboratory parameters
and Helicobacter pylori seropositivity.

Materials and methods. The study included 82 patients with verified ischemic heart disease (IHD) combined
with type DM2, with/without evidence of H. pylori infection (HP). The mean patients’ age was 53.3 £ 9.2 years.
Patients were divided into 2 groups: the I group consisted of 42 HP-seropositive patients with IHD and DM2, and
the II group included HP-seronegative patients (n = 40). In all patients with clinically established diagnosis, the
clinical and anamnesis data were studied, levels of blood glucose, glycosylated hemoglobin (HbA1c), total cho-
lesterol (TC), high density lipoprotein cholesterol (HDL-C) and triglycerides (TG) in serum were measured with
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colorimetric enzymatic method on biochemical analyzer. The concentration of C-reactive protein, insulin, and
the titre of IgG antibodies to H. pylori were studied by enzyme immunoassay (EIA).

Results. Stable angina of I — III functional classes was established in the majority of patients, and 45.1 % of
patients have had the evidence of myocardial infarction. Patients from the II group less frequently suffered from
hypertension, obesity, type 2 diabetes and chronic pancreatitis. There was a different incidence of gastroduode-
nal pathology in the two groups with a predominance of higher frequency in patients with the history of myo-
cardial infarction. Chronic gastritis with duration of 24.7 £ 3.2 years, was revealed in 76.2 % of HP- seropositive
patients vs. 17.5 % of HP-seronegative subjects; the incidence of duodenal ulcer was 23.8 % vs. 20 %, respectively.
The duration of the latter was 28.2 + 1.8 years. The analysis of serum lipid spectrum of the patients showed the
significant differences in triglyceride levels (3.1 £0.1 mmol/l vs. 2.0 +£ 0.2 mmol/l; p < 0.05) and HDL
(0.8 £ 0.03 mmol/I versus 0.9 £ 0.02 mmol/I; p < 0.05) in the group on HP-seropositive patients compared with
seronegative. In HP-seropositive patients with combination IHD and DM2, unlike HP-seronegative patient, levels
of C-reactive protein and insulin were significantly higher p = 0.001 and p = 0.0001, respectively, against the
backdrop of significantly higher titers of antibodies to H. pylori (p = 0.001).

Conclusions. It has been established, that HP-seropositive patients with ischemic heart disease combined with
type 2 diabetes mellitus, more frequently suffered from metabolic-related conditions such as obesity, hyperten-
sion, chronic pancreatitis and cholecystitis, and they had significantly higher levels of triglycerides, insulin,
C-reactive protein and low levels of HDL cholesterol. All these findings can be considered as the manifestations
of cardio-metabolic changes, resulting in the unstable course of the combined pathology. The presence of H.
pylori-associated gastroduodenal pathology in the history of patients with IHD and DM2, gives the ground to
suspend the probability of the development of adverse cardiometabolic consequences.

Key words: coronary heart disease, type 2 diabetes, inflammation, antibodies, Helicobacter pylori.
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