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endothelial cells comparing to the group of healthy persons, which is one of important manifestations of en-
dothelial dysfunction.
Conclusions. The development of acute myocardial infarction leads to low endothelial-dependent flow-
mediated vasodilatation, increase of amount of blood circulating endothelial cells and changes of NO level.
Taking into account the results of all tests the most expressed disturbances of endothelial function were
observed in the group of patients with the low NO level. It shows the importance of differentiated methods of
therapy endothelial dysfunction in case of acute myocardial infarction.
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B3AEMO3B'A30K MOPYLUEHDb NINIAHOINO CNEKTPY KPOBI TA HASABHOCTI
HELICOBACTER PYLORI

BOH3Y “IsaHo-PpaHKiBCbKMIA HALiOHANBHUI MeanYHUIA yHiBepcuteT”

3a pesynbsmamamu obcmexeHHs1 68 xeopux Ha supaskogy xgopoby deaHadusmunasnoi KUWKU Y NOEOHaHHI 3
apmepiasibHOK 2inepmeH3i€ro, 8USBNEHO 3arexXHicmb 3MiH finidHo20 npoginto Kposi 8id mpusanocmi 3a-
XxeoprosaHHsI ma HasisHocmi Helicobacter pylori. IHgbikysaHHsi Helicobacter pylori 6inbw sik 10 pokig cyrnpo-
800XKyembCs1 pO38UMKOM OUCHINIOemil 3i 36irbUEHHSIM 8MICMYy Y KpPO8i 3a2allbHO20 Xoriecmepory, mpuasii-
ueposis, ninorpomeidie HU3LKOI 2ycmuHu, nirnornpomeioie dyxe HU3bKOI 2yCMUHU i 3MEeHWEHHS aMmicmy Ili-
rnorpomeidie 8UCOKOI 2yCmuHU, WO Xapakmepulyembcsi 3b6inbWeHHSIM KoegiujieHmy amepogeHHOCMI.
BcmaroeneHi nosumusHi kopesnsauyii Mixk koroHisauieto Helicobacter pylori ma emicmom y Kposi mpuaniyepo-
nie i KoegiuieHmy amepoeeHHocmi. BuseneHi pesynbmamu w080 possumky ducninidemii nid ennueom
mpugarsozo iHgikysaHHs Hp Moxxyme 6ymu 3yMoerieHi aUCOKor aghiHHicmio Hp Ao xonecmepory, wo cnpu-
s€ (1020 8UXUBAHHIO Ma KOrloHi3aujl.

Kntoyosi cnosa: Helicobacter pylori, ninigHuin cnekTp Kposi.

Pesynbmamu nodaHHi 8 daHili cmammi € hpaeMeHmMomM HayKko8o-0ocioHoi pobomu leaHo-PpaHKiBCbKO20 HayioHanbHO020 MeOUYHO20
yHisepcumemy ‘“Tlepebie ma nikygaHHs1 3ax80po8aHb WITYHKOBO-KUWKOB020 mMpakKmy 8 ymoseax erniugy MoOugikyo4ux YUHHUKIE ma
rnoedHaHol namonoeii” (depxasHuli peecmpaduitiHuti Homep 0108U003987). Aemop € criiggukoHasuyem pobomu.

Helicobacter pylori (Hp) € ocHOBHO MpU4MHOIO poku. XBOpi po3nogineHi 3a BikoM: cepeHboro Biky
BMHUKHEHHS BMPa3KOBOI XBOpPOOM ABaHagusTvna- (45-59 pokiB) — 46 (67,6%), noxunoro Biky (60-70
noi knwku (BX AMNK) — 95%, ta y 80-85% — Bupas- pokiB) — 22 (32,4%) ocobu. TpuBanicTb 3axBopto-
KOBOI XBOpOOM WnyHky [3, 7]. Ha cborogHi Hp pos- BaHHS y OBCTEXeHWUX XBOpWX kKornumeanacs Big 1 go
rMASAETbCA SK anbTEPYUUA areHT, 34aTHUN He 20 pokiB. CepegHa TpuBanicTe XxBopobwu cknana
Tinbkn GesnocepefHbO CNPUYMHUTKL MicLieBY 3ana- (8,20+2,36) pokis. TpuBanictb 3axBopioBaHHS Bif 1
NbHY peakuitlo B Cnu3osin obonoHui ABaHaguAaTu- Ao 5 pokis giarHoctoBaHo y 23 (33,8%) xBopux, 5-
nanoi KvLWKW, a W ornocepeaKoBaHO BMnvBaTh Ha 10 pokiB — y 25 (36,8%), 6inblwe 10 pokis — y 20
NPOLIECU CUCTEMHOIO 3anarneHHs LUNsXOM BnvBY (29,4%).

Ha GioXiMiyHi naHkn meTaboniamy (akTmeauis npo- [HiarHo3 BX BcTtaHosnoBanu 3rigHo 3 Hakasom
LeciB MepeKkUCHOro OKUCNEHHA ninigiB, pPO3BMTOK MO3 Ykpainu Big 10.08.2007 poky Ne471. BusHa-
mMeTaboniyHoi iHTokcmkauii) [1, 8]. Hp 3gaTtHuin mo- YEeHHs HasfABHOCTI Hp BWKOPMUCTOBYBanu LUBUOKWUA
andpikyBaTt NiNigHWA CNEKTP KPOBi, CTUMYMOHOYM ypeasHuMn TecT, CTyniHb XxenikobakTepiody BuU3Ha-
PO3BUTOK CUCTEMHMX 3ananbHUX MpoueciB Ta aTe- Yanu 3a JOMOMOrol AMXarnbHOro TecTy 3 Ce4yoBu-
pockneposy, MNpoTe 3MiHW finigHoro npodinto vy HOO (13C—WJ,T). Al giarHocTyBanu 3rigHo Hakasy
xBopux Ha BX [OMNK y noeaHaHHi 3 apTepianbHOKO MOS YkpaiHu Big 24.05.2012 poky Ne384.

rinepTeHsieto (Al') 3anexHo Big TpuBanocTi 3axBo- [na OuiHKM MOKa3HMKIB NiNiQHOro CreKTpy KpOBi
ptoBaHHS He BMBYEHO [4, 5, 6]. MopyLweHHs ninigHo- BM3Ha4yanu BMICT 3aranbHoro xonecteporny (3XC),
ro Npodinto KpoBi € OAHUM i3 (PakTopiB PU3KKY PO3- Tpurnideponis (TI), ninonpoTeigis BUCOKOI FYCTUHM
BUTKY Al [2]. (XC JINBI) i3 BUKOpPUCTaAHHAM CTaHOAPTHWUX TeCT-

cucteM bipm “Butan OuarHoctukc CI6” (Pocist) de-

MeTta gocnigxeHHs . ; .
PMEHTaTMBHMM METOLOM Ha aBToaHarnizatopi. Bmict

BuByeHHs B3aEMO3B'A3Ky 3MiH NinNiAHOro CrekT- ninonporteinis H13bKoi ryctuHmn (JINHI) pospaxosysa-
py kposi y xsopux Ha BX [IMNK, acouiriosanmx 3 Hp nm 3a copmynoo  W.T.Frieedeald: TNMHM=3XC-
y noeaHaHHi 3 Al 3anexHo Bia TpMBanocTi 3axso- (NINBI+TT/2,2), a piBeHb NinonpoTeiaie Ayxe HU3LKOi
POBaHHS. ryctunn (JTNAOHN) craHoeus 3XC-NMBI-NMHI. Koe-

MaTepian Ta meToam ,D,OCI'Ii,D,)KEHHFI Ct)iLliGHT aTepOFeHHOCTi (KA) B/3Ha4Yalnn 3a (*)OpMy-

noto: KA = (3XC-JINBr)/NnBr21].

CtaTMCTU4YHEe oOnpauloBaHHS OTpUMaHUX pe-
3ynbTaTiB AOCMIAXEHHSI MPOBOAWIM Ha NepcoHarnb-
HOMY KOMM'lOTEPi 3 BMKOPWUCTAHHAM Mporpamu
“Statistica 7.1 for Windows”. Nposogunun napHui

byno obctexxeHo 68 xBopux Ha BX AMNK y no-
eaHaHHi 3 Al'. Cepep, obcTexeHnx oynu 47 (69,1%)
yonosikn Ta 21 (30,9%) xiHok. Bik xBopux konuea-
BcA Big 45 no 70 pokis, B cepegHbomy (57,4+3,82)
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haKTOpHUIN KOpensiuinHMiA aHania 3 obpaxyHKOM
KoedgiujeHTa kopensauil MNipcoHa — r. PisHuuto BBa-
Xanw siporigHoto npu p<0,05.

PesynbTaTtu pocnigpkeHHs

Mpn aHanisi pesynbTaTiB NiNiZHOrO CNEKTpy
kpoBi y xBopux Ha BX HAMK, acouinosaHoi 3 Hp y
noedHaHHi 3 Al', BUSIBNEHO BiAMiHHICTb 3MiH ninig-
HOro CMeKTPY KPOBi 3anexHo Big TPUBanocTi 3axBo-
ptoBaHHs (Tabn.1). 3okpema, y XBopux i3 Tpusarnic-
TIO 3aXBOPHOBaHHS 2-5 pokM AOCTOBIPHUX 3MiH (hpa-
KUl ninigiB KpoBi He BMABMEHO. Y XBOPUX i3 TpuBa-
nicTio 3axBoptoBaHHA 5-10 pokiB BUSIBNEHO 36inb-
WweHHs BmicTy y kposi 3XC Ha 20,5% (p<0,05), Tl —
Ha 38,3% (p<0,05), JINHI — Ha 9,8% (p>0,05),
JIHOHT — Ha 25,7% (p<0,05) i 3MeHLWeHHs BMIiCTY
JINBI Ha 12,6% (p<0,05). Mpu TpuBanomy nepebiry
3axBOpIOBaHHSA i nepcucTeHuiil Hp B opraHiami xBo-
pux Ha BX AMNK y noegHanHi 3 Al Ginbwe, gk 10

POKiB, BMABNEHO Ginbll BMpaXKeHi 3MiHW NinigHoOro
Npointo KpoBi i3 BiporigHo AMHaMIKOW BCiX dpa-
Kuiv ninigis. 3okpema, BMicT y kpoBi 3XC 36inbLum-
Bca Ha 34,2% (p<0,05), TI — Ha 81,2% (p<0,05),
JINHI — na 35,3% (p>0,05), NHAHI — Ha 48,7%
(p<0,05) i 3meHweHHsa Bwmicty JIMNBIr Ha 27,5%
(p<0,05).

AHani3 pesynbTaTiB JOCMISKEHHSA MOKasas, Lo
TpuBana nepcucTteHuisa Hp y xsopux Ha BX OMNK y
noegHaHHi 3 Al cynpoBOAXyeTbCA 36inblLUEHHAM
KA, sikuii HapocTae 3i 30inblUeHHAM TpMBanocTi 3a-
XBOPIOBaHHA. 3o0kpema, konu nokasHuk KA npu
TPUBANOCTI 3aXBOPIOBaHHS Big 2-x 40 5 pokiB Bipo-
rigHO He BIOpi3HABCA Big Takoro y 340pOBUX
(p>0,05), To npwu Tpmeanocti BX [IN1K 5-10 pokis BiH
nepesuwyBas Ha 13,21% (p<0,05), npu TpnBanocTi
6inbwe 10-Tm pokiB Ha 36,52% (p0,05), B nopis-
HSIHHI 3i 300pOBUMMN.

Tabnuus 1.

JuHamika noka3sHuKig ninidHo20 rpoirnto Kposi y Xxeopux Ha 8Upa3sKkosy xeopoby

O0saHadussimunarnoi KUWKU 3anexHo 8i0 mpusasnocmi 3aXeopto8aHHs

MoKazHmkm 3poposi TpuBanicTb 3axBOpOBaHHSA TpuBanicTb 3axBOpOBaHHSA TpuBanicTb 3axBOpoBaHHSA
(n=20) 1-5 pokiB (n=23) 5-10 pokiB (n=25) BinbLwe 10 pokis (n=20)
3XC, mmone/n 4,420+0,20 4,710£0,19" 5,880+0,23*" 5,950+0,82*
T, Mmonb/n 1,040+0,07 1,120+0,10" 1,380+0,09*" 1,870+0,42*
JINBI, mmone/n 1,630+0,54 1,510+0,47" 1,450+0,50*" 1,190+0,42*
JIMHT, mmonb/n 2,620+0,20 2,680+0,20" 2,890+0,16" 3,580+0,11*
JNINAHT, mmone/n 0,530+0,43 0,590+0,56" 0,620+0,42*" 0,750+0,52*
KA 1,670+0,16 1,810+0,18" 2,560+0,22*" 3,9820+0,40*

lMpumimku: * — ipoeidHicmb gidmiHHOCMI 8i0 300posux, p<0,05.

" — gipoeiOHicmb 8iOMiHHOCMI 8i0 Moka3Hukig y xeopux Ha BX AlNK 3 mpusanicmio 6inbwe 10 pokis, p<0,05

BusBsneHi pesynbtat WOO0 PO3BUTKY AwcAini-
Aewmil nig BNAMBOM TpMBanoro iHdikyBaHHA Hp mo-
XyTb ByTn 3ymoBreHi Bucokoto adiHHicTio Hp go
XOnecTepony, Wo CNpusie Noro BUXKMBAHHIO Ta KO-
nNoHisavii [8]. Hamun BusiBNneHa nos3uTuBHa Kopens-
uis Mk piBHeM iHdikyBaHHA Hp y xBopux Ha BX
ONK y noegHanHi 3 Al 3 TpusanicTio Ginbwe 10-Tn
pokiB Ta nokasHukom KA (r+0,48; p<0,05), Togi gk
npuv TpueanocTi 3axBoptoBaHHs 5-10 pokis i 1-5 po-
K/ Taka kopensuia ©yna HeBiporigHow i cknagana
(r+0,37; p>0,05) i (r+0,20; p>0,05) BignosigHo.

BucHoBkK

1. Y xBopux Ha BX OINK y noegHaHHi 3 Al" BUsiB-
NEeHHO B3aeMO3B’AA30K MiX iH(ikyBaHHAM Hp Ta
po3BMTKOM pAucninigemii 2. BupaxeHicTb aucnini-
OeMil 3anexuTb Bif CTYNeHH KOmnoHi3auii Hp y xBo-
pux Ha BX ONK B noegHaHHi 3 Al'.
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XBOPIOBaHHS Ta KOpeKLis gncninigemii.
Pedepar

B3AMMOCBA3b HAPYLLEHUA NUMMAOHOIO CNEKTPA KPOBU N HANTMYNA HELICOBACTER PYLORI

MucsayeHko M.H.
Kntoyesble cnosa: Helicobacter pylori, nunuaHbIn cnekTp Kposw.

B pesynbtate ob6cnenosaHua 68 6onbHbIX AyogeHansHow a3Bon ¢ Helicobacter pylori o6HapyxeHo 3aBu-
CMMOCTb WM3MEHEHWA NUMNUOHOrO CheKkTpa KpoBW OT ANUTENbHOCTM 3aboneBaHus. MHpMUMpoBaHHOCTb
Helicobacter pylori 6onee 10 neT conpoBoXgaeTcs pasBUTMEM AUCIUMUAEMUU C YBEINTMYEHUEM B KPOBU
YypOBHS 0bLLero xonecrepuHa, TpUrneLepuaos, NIMNONPOTEUHOB HU3KOW MAOTHOCTU, NIMNONPOTEMHOB O4Y€Hb
HM3KOWM MMOTHOCTM U YMEHbLUEHWEM YPOBHS NUMONPOTENHOB BbICOKOM MIOTHOCTW, a Takke CnocobcTByeT
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yBENMYEHUO Ko3bdurLMEHTa aTEPOreHHOCTU. YCTaHOBMEHbI NOMNOXUTENbHBIE KOPPENALUM MeXay KONMOHU-
3aumen Helicobacter pylori u cogepxaHnem B KpOBW TPUIMMLIEPOSIOB U KO3hULMEHTA aTEPOreHHOCTH.
AHanus pesynbTaToB UCCMEeA0oBaHMA nokasar, Y4To anutensHas nepcucteHums Hp y 6onbHbix AB ONMK B co-
yeTaHumn ¢ Al conpoBoxaaeTcs yBenudeHnem KA, KOTopbIi HapacTaeT ¢ yBennYeHneM ANUTENbHOCTU 3a-
BbonesaHus.

Summary
CORRELATION BETWEEN LIPID BLOOD PROFILE AND PRESENCE OF HELICOBACTER PYLORI IN PATIENTS WITH
DUODENAL ULCER
Misyachenko M.
Key words: Helicobacter pylori, lipid blood profile.

Helicobacter pylori (Hp) is a major cause of duodenal ulcer (DU) (95%), and gastric ulcer (80-85%).
Today Hp is considered as an pathological agent that can not only directly cause a local inflammatory
reaction in the mucosa of the duodenum, but also indirectly influence the systemic inflammation by affecting
the biochemical level of metabolism (activation of lipid peroxidation, the development of metabolic
intoxication). Hp is able to modify lipid levels by stimulating the development of systemic inflammation and
atherosclerosis, but the change of lipid profile in patients with DU in combination with arterial hypertension
(AH), depending on the duration of the disease has not been studied. Lipid profile, blood is one of the risk
factors for arterial hypertension.

68 patients with DU and comorbid AH were involved into the research. Among the patients there were 47
(69,1%) male and 21 (30,9%) women. The age of patients ranged from 45 to 70 years on average (57,4 +
3,82) years. Patients are divided by age: middle-aged (45-59 years) — 46 (67.6%), elderly (60-70 years) — 22
(32.4%) individuals. The duration of disease in patients under the observation ranged from 1 to 20 years.
The average duration of disease was (8,20 + 2,36) years. Disease duration between 1 and 5 years was
diagnosed in 23 (33.8%) patients, 5-10 years — 25 (36.8%), more than 10 years — in 20 (29.4%). To assess
the lipid spectrum of the blood was determined the content of total cholesterol (TC), glycerol (TG), high-
density lipoprotein cholesterol (HDLC) using standard test systems. Statistical analysis of the obtained
results of the study conducted on a personal computer using the program "Statistica 7.1 for Windows".
Spending pair correlation factor analysis with calculation of Pearson's correlation coefficient — r. The
difference was considered probable at p<0.05.

In analyzing the results of lipid profile in patients with duodenal ulcer associated with HP in combination
with hypertension revealed differences lipid profile changes depending on the duration of the disease.
Prolonged disease and persistence of Hp in the body of patients with DU in combination with hypertension
more than 10 years, revealed more pronounced changes in blood lipid profile of the likely dynamics of all
lipid fractions. In particular, the blood levels of total cholesterol increased by 34,2% (p<0,05), TG — by 81.2%
(p<0,05), LDLC — by 35,3% (p>0,05), LNDNH — by 48,7% (p<0,05) and decrease in HDLC by 27,5%
(p<0,05).

Identified results for the development of dyslipidemia under the influence of Hp infection may be due to
the high affinity of Hp cholesterol that contributes to its survival and colonization. We found a positive
correlation between Hp infection in patients with duodenal ulcer in combination with hypertension with
duration of more than 10 years and an indicator of atherogenic factor (r+0,48; p<0.05), whereas the duration
of illness 5-10 years and 1-5 years, this correlation was unreliable and was (r +0,37; p> 0,05) and (r +0,20;
p>0,05), respectively.

The patients with DU and comorbid AH have been observed to demonstrate the correlation between Hp
infection and the development of dyslipidemia. Its intensity depends on the degree of dyslipidemia Hp
colonization in patients with DU and comorbid AH.
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