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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 NMOPYLUEHDb JIINIAQHOIO CMNEKTPY KPOBI TA HAABHOCTI
HELICOBACTER PYLORI

BOH3Y “IsaHo-PpaHKiBCbKMIA HALIOHANbHUA MeaUYHUA yHiBepcuteT”

3a pesynbmamamu obcmexeHHs1 68 x8opux Ha supaskosy xgopoby deaHadussmunasoi KUWKU Yy NOEOHaHHI 3
apmepiarnibHOK 2iNepmeH3ieto, 8USI8/IEHO 3arexXHiCmb 3MiH NiniOHo20 rpoginto Kposi 8id mpusasiocmi 3a-
xeoproeaHHsi ma HasiesHocmi Helicobacter pylori. IHgikysaHHsi Helicobacter pylori 6inbw sik 10 pokie cyrnpo-
800XKyembCs1 po3gumkom oucrinidemii 3i 36inbUWeHHSIM 8Micmy y Kpoe8i 3az2aflbHO20 X0osiecmepory, mpuasii-
uepoisiie, ninornpomeidie HU3LKOI 2ycmuHu, rinonpomeioie dy>e HU3bKOI 2yCMUHU | 3MEHWEeHHS eMicmy Jii-
rornpomeidie 8UCOKOI e2ycmuHu, WO Xxapakmepusyembcsi 30inbWEeHHSM KoegiuieHmy amepo2eHHOCM.
BcmanoeneHi nosumusHi kopensauii mixx kornoxizauieto Helicobacter pylori ma emicmom y kposi mpuaniyepo-
nie i koegbiyieHmy amepozeHHocmi. BusieneHi pesynbmamu w000 po3sumky ducninidemii nid ennugom
mpusarnoeo iHeiKkysaHHs Hp Moxymb 6ymu 3ymMosrieHi 8UCOKor agiHHicmio Hp 0o xonecmeporny, wo crpu-
5€ (1020 8UXXUBAHHIO ma KOJsOoHi3aujil.

Kntouosi cnoea: Helicobacter pylori, ninigHni cnekTp KpoBi.

Pe3ynbmamu nodaHHi 8 daHili cmammi € ¢hpacmeHmMom Haykoeo-00ciOHoi pobomu lsaHo-®paHKi8CbKO20 HauioHarbHO20 MedUYHO20
yHisepcumemy “llepebie ma niKysaHHs1 3ax80pro8aHb WITYHKOBO-KULLIKOBOZO mpaKkmy 8 ymosax eriusy MoOugiKyroHux YUHHUKIE ma

rnioedHaHoi namonogii’ (OepxasHull peecmpauitiHuti Homep 0108U003987). Aemop € cnisgukoHaguem pobomu.

Helicobacter pylori (Hp) € OCHOBHOIO NMPUYMHON
BMHUKHEHHS BMpas3KoBOi xBopobwu OBaHagudTuna-
noi knwkm (BX ONK) — 95%, Ta y 80-85% — Bupas-
KOBOT XxBOpoOu wnyHky [3, 7]. Ha cboroaHi Hp posr-
NAfaeTbCa SK anbTEpPYUMn areHT, 34aTHUN He
Tinbkn 6e3nocepegHbO CMPUYUHUTK MiCLEBY 3ana-
NbHY peakuito B crnn3osii 0b60noHUi ABaHaauUATU-
nanoi KUWKKW, a U onocepenkoBaHO BMAMBATU Ha
npoLecy CUCTEMHOrO 3ananeHHs LUNSAXoM BMNvBY
Ha GioximiyHi naHkn meTaboniamy (akTuMBauisa npo-
LueciB NepeknCcHOro OKUCMEHHs ninigiB, pO3BUTOK
MeTaboniyHoi iHToKcukauii) [1, 8]. Hp 3gaTHui mo-
andpikyBatu niNigHWA CNEKTpP KPOBi, CTUMYMIOOYU
PO3BUTOK CUCTEMHUX 3ananbHUX MpoueciB Ta aTe-
pocknepo3sy, npoTe 3MiHW ninigHoOro npodino vy
xBopux Ha BX ANK y noegHaHHi 3 apTepianbHo
rinepTeHsieto (Al) 3anexHo Big4 TpuBanocTi 3axBo-
ptoBaHHSA He BMBYEHO [4, 5, 6]. MopyLueHHs ninigHo-
ro npocpinto KPoBi € OAHUM i3 (hbakTopiB PU3NKY pPO3-
BuTKy Al [2].

MeTa pocnigXeHHs

BuBYeHHs1 B3aEMO3B’A3KY 3MiH MinNigHOro CnekT-
py kpoBi y xBopux Ha BX [OIK, acouinoBaHux 3 Hp
y noegHaHHi 3 AT 3anexHo Big TpMBanocCTi 3axBo-
PIOBaHHS.

Marepian Ta MeToaM AOCHIOXKEHHA

Byno obcTexeHo 68 xBopux Ha BX AMNK y no-
eaHaHHi 3 Al. Cepep obcTexeHnx 6ynu 47 (69,1%)
yonogikmn Ta 21 (30,9%) xiHok. Bik xBopux konuea-
BcA Big 45 go 70 pokis, B cepegHbomy (57,4+3,82)
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poku. XBOpi po3nofineHi 3a BiKkOM: cepeaHbOoro Biky
(45-59 pokiB) — 46 (67,6%), noxunoro Biky (60-70
pokiB) — 22 (32,4%) ocobu. TpuBanicTb 3axBopto-
BaHHA y 0OCTEXEeHMX XBOPUX kKonueanacs Big 1 go
20 pokiB. CepenHs TpuBanicTb xBopobu cknana
(8,20£2,36) poki. TpuBanicTb 3axBoptoBaHHS Big 1
0o 5 pokis giarHoctoBaHo y 23 (33,8%) xBopux, 5-
10 pokiB — y 25 (36,8%), Ginbwe 10 pokiB — y 20
(29,4%).

HiarHo3 BX BcTaHoBntoBanu 3rigHo 3 Hakasom
MOS3 VYkpainu Big 10.08.2007 poky Ne471. BusHa-
YeHHA HasgBHOCTI Hp BMKOpUCTOBYBanu LWBUOKAIA
ypeasHun TecT, CTyniHb XxenikobakTepio3y Bu3Ha-
Yanu 3a JOMOMOTOK OUXanbHOrO TECTYy 3 CeYOBU-
Hoto (*3C-Y[OT). Al piarHoctyBanu 3rigHo Hakasy
MOS3 Ykpainu Big 24.05.2012 poky Ne384.

[Onsa ouiHKM MOKa3HWKIB NINIQHOrO CNEKTPY KPOBi
BM3HaA4anM BMICT 3aranbHoro xonecrtepony (3XC),
Tpurniueponis (TI), ninonpoTeifiB BUCOKOI ryCTUHU
(XC JINBIN) i3 BMKOPUCTaHHAM CTaHAAPTHUX TecCT-
cuctem pipm “Butan OuarHoctuke CI6” (Pocis) de-
pPMEHTaTMBHMM METOOOM Ha aBToaHarnizaTopi. Bmict
ninonporteigis HM3bkoi ryctuHn (NMHIN) pospaxosysa-
nmm 3a dopmynoto  W.T.Frieedeald: JINHM=3XC-
(NMNBrr+TT/2,2), a piBeHb ninonpoTeiais Ay»e HU3bKOI
ryctuun (JINAOHM) cranosms 3XC-NMBI-JIHIT. Koe-
QinieHT aTeporeHHocTi (KA) BM3Hauyanm 3a dopmy-
noto: KA = (3XC-JINBNMMBI [ 21].

CtaTncTnyHe onpauloBaHHS OTPUMaHuX pe-
3ynbTaTiB JOCNIMKEHHS NMPOBOANIN Ha NepcoHarnb-
HOMYy KOMM'IOTEpPi 3 BWKOPWUCTAHHAM Mporpamm
“Statistica 7.1 for Windows”. lNpoBogunu napHui



ARTyaABHi IPOOAEMH CyIacCHOI MEAHIIHHH

haKkTOpHMI KOpensuiiHMi aHania 3 obpaxyHKoM
KoediuieHTa kopensauii lNMipcoHa — r. PisHuuto BBa-
Xanw siporigHoto npu p<0,05.

PesynbTaTtu gocnigxeHHs

Mpu aHanisi pesynbTaTiB NiNiAHOrO CRNEKTpy
KpoBi y xBopux Ha BX AlK, acouinosaHol 3 Hp y
noeaHaHHi 3 All, BUSIBNEHO BiAMIHHICTb 3MiH ninig-
HOro CMEKTPY KPOBI 3anexHOo Bif TPUBasocTi 3axBo-
ptoBaHHA (Tabn.l). 3okpema, y XBopux i3 Tpusanic-
TIO 3aXBOPHOBAHHSA 2-5 pOKM AOCTOBIPHMX 3MiH dopa-
KUin ninigiB KpoBi He BUSABNEHO. Y XBOpUX i3 TpUBa-
nicTio 3axBoptoBaHHS 5-10 pokiB BUSIBNEHO 30inb-
LeHHs BMicTy y kpoBi 3XC Ha 20,5% (p<0,05), TI —
Ha 38,3% (p<0,05), NNMHI" — Ha 9,8% (p>0,05), J1H-
OHC — Ha 25,7% (p<0,05) i 3MeHLWEHHs BMICTY
JINBI Ha 12,6% (p<0,05). MNpwu TpuBanomy nepebiry
3axBOpIOBaAHHA i nepcucTeHuii Hp B opraHiami xso-
pux Ha BX OMK y noegHaHHi 3 Al Ginblwe, sk 10

poKiB, BMABNEHO BinbLU BUpaXKeHi 3MiHW ninigHoro
npodinto KpoBi i3 BiporigHOK AMHaMIKo BCix dpa-
Kuin ninigis. 3okpema, BMmicT y kpoBi 3XC 36inbLun-
BcA Ha 34,2% (p<0,05), Tl — Ha 81,2% (p<0,05),
JINHI — Ha 35,3% (p>0,05), JIHOAHI — Ha 48,7%
(p<0,05) i 3meHweHHs Bwmicty JIMNBI Ha 27,5%
(p<0,05).

AHanis pesynbTaTiB AOCHiAXEHHA nokasas, Lo
TpuBana nepcucteHuia Hp y xsopux Ha BX OMNK y
noegHaHHi 3 Al cynpoBOaXyeTbCs 36inblLIEHHAM
KA, sikun HapocTae 3i 36inbLueHHsIM TpuBanocTi 3a-
XBOpIOBaHHs. 30kpema, Konu nokasHuk KA npwm
TpMBanoCTi 3aXBOPIOBaHHSA Big 2-x A0 5 pokiB Bipo-
raHo He Bigpi3HABCA Big Takoro y 300pOBUX
(p>0,05), To npu Tpmueanocti BX ANK 5-10 pokiB BiH
nepesuwlyBaB Ha 13,21% (p<0,05), npu TpmBanocrTi
binbwe 10-Tm pokiB Ha 36,52% (p0,05), B nopis-
HSIHHI 3i 300pPOBUMM.

Tabnuus 1.

JuHamika noka3HuKig ninidHo2o rnpoirto Kposi y X80pux Ha 8Upa3Ko8y xeopoby

OdsaHadusmunasnol KUWKU 3a/exHO 8i0 mpueasiocmi 3axeopro8aHHs1

MoKkasHuKM 3poposi TpuBanictb 3aXBOPIOBAHHS TpuBanictb 38XBOPIOBAHHS Tpl/‘IBaJ'IiCTb 38XBOPIOBAHHS
(n=20) 1-5 pokiB (n=23) 5-10 pokiB (n=25) Binbwe 10 pokiB (n=20)
3XC, mmonb/n 4,420+0,20 4,710£0,19" 5,880+0,23*" 5,950+0,82*
Tr, Mmonb/n 1,040+0,07 1,120+0,10" 1,380+0,09*" 1,870+0,42*
JINBI, mmonb/n 1,630+0,54 1,510+0,47" 1,450+0,50*" 1,190+0,42*
JINHI, mmonb/n 2,620+0,20 2,680+0,20" 2,890+0,16" 3,580+0,11*
JINAOHT, 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: * — gipoeidHicmb 8idmiHHocmi 8id 30oposux, p<0,05.

" — gipoziOHicmb 8iOMiHHOCMI 8i0 noka3Hukig y xeopux Ha BX AlNK 3 mpusanicmio 6inbwe 10 pokig, p<0,05

BusaBneHi pesynbtatm WOL4O PO3BUTKY AMCHINi-
Jewmii nig BnnvBom Tpuanoro iHgikyBaHHA Hp mo-
XyTb OyTM 3yMOBIEHi BMCoOkok acpiHHicTio Hp go
XONnecTepony, Lo CNpUSE MNOro BMXKMBAHHIO Ta KO-
noHizauii [8]. Hamn BusiBNeHa no3ntmeBHa Kopens-
Lis Mix piBHeM iHgikyBaHHSA Hp y xBopux Ha BX
OMNK y noegHaHHi 3 Al 3 TpuBanicTtio Oinbwe 10-Tu
pokiB Ta nokasHukom KA (r+0,48; p<0,05), Togi sk
npw TpmBanocTi 3axBoptoBaHHsA 5-10 pokis i 1-5 po-
K/ Taka kopensuia Gyna HeBiporigHow i cknagana
(r+0,37; p>0,05) i (r+0,20; p>0,05) BignosigHo.

BucHoBKu

1. Y xBopux Ha BX AINK y noegHaHHi 3 A" BusiB-
NEeHHO B3aEMO3B’'A30K MiX iHdiKyBaHHSAM Hp Ta po-
3BMTKOM Aucninigemii 2. BupaxeHicTb gucninigemii
3anexuTb Bif CTYNeHIo KonoHisauii Hp y xBopux Ha
BX OINK B noeaHaHHi 3 Al'.
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XBOPIOBAHHS Ta Kopekuia gucninigemil.
Pedrepar

B3AMMOCBA3b HAPYLWEHWA NINMNOHOIO CMEKTPA KPOB/ N HANTMYNA HELICOBACTER PYLORI

Mwucsauenko M.H.
KnioueBble crnoBa: Helicobacter pylori, nunuaHbIn CnekTp KpoBW.

B pesynbTate o6crnenoBaHusa 68 6onbHbIX AyoaeHansHon s93Bov ¢ Helicobacter pylori obHapyxeHo 3aBu-
CMMOCTb W3MEHEHMIN NUMMOHOIO CheKkTpa KpPOoBW OT AnMTenbHOCTM 3aboneBaHus. VHPOUULMPOBAHHOCTb
Helicobacter pylori 6onee 10 net conpoBOXAaeTcsi pasBUTUEM AUCNUNUAEMUU C YBENUYEHUEM B KPOBWU
ypOBHS 0bLLero xonecrtepuHa, Tpurneuepnaos, NMMNONPOTENHOB HMU3KOW MIIOTHOCTU, NMMMNOMPOTENHOB OYEHb
HU3KOW MMOTHOCTU U YMEHbLUEHWEM YPOBHS JIMMONPOTENHOB BbLICOKOW MIOTHOCTU, a Takke cnocobcTeyeT
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BICHHK BIOH3Y «YKpaiHcbka meduuHa cmomamosnoziuna axademis,

YBENNYEHUIO KO3 (ULIMEHTA aTEPOreHHOCTU. YCTaHOBIEHbI NMOMOXUTENBHBIE KOPPENALUN MEXOY KONOHU-
3aumen Helicobacter pylori n cogepxaHnem B KpOBW TPUIMIMLEPOSIOB M KO3IhPULMEHTA aTEPOreHHOCTH.
AHanus pe3ynbTaTtoB UCCNeaoBaHWs nokasan, YTo AnutensHas nepcucteHumsa Hp y 6onbHbix AB AK B co-
yeTaHum ¢ Al conpoBoxaaeTtcs ysenudeHnem KA, KOTOpbIN HapacTaeT C yBeNMYeHUeM OfNTENbHOCTM 3a-
B6oneBaHus.

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%). To-
day 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 bio-
chemical 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 di-
agnosed 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 cor-
relation 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. Pro-
longed 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 frac-
tions. 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 correla-
tion 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), re-
spectively.

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 colo-
nization in patients with DU and comorbid AH.
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