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Bausinue caxapHOro Auadera Ha JUNMUIHBINA CIIEKTP
KPOBH Y NAIIHEHTOB C PECTEHO30M BEHEYHbIX COCY/I0B,
accounupoBanubiM ¢ Helicobacter pylori

Camupa 3axup ro3sel [amxuesa™

AszepOaiimKaHCKUI METUIIMHCKUN YHUBEPCUTET, I. baky, A3epbOaiimkan

Pedepar

Heanb. OnpenennTs BINSHUE caXxapHOTO quadeTa Ha ypOBEHb JUITHIHOTO CIIEKTPa KPOBH Y ITALIUEHTOB C PECTEHO-
30M BEHEYHBIX COCYJIOB, ACCOLMUPOBaHHBIM ¢ H. pylori.

MeTtoas!. B uccnenoBanue BkiatoueHb! S0 MAIMEHTOB ¢ HIIEMHUYECKON OOJIE3HBIO CEPALla U PECTEHO30M BEHEUHBIX
COCYJIOB, aCCOLIMNPOBaHHBIM ¢ HHpuIUpoBaHueM H. pylori. boiabHbIe ObUIN pa3eNieHb! Ha IBE TPYIIIBL: C COMYT-
CTBYIOIINM CcaxapHBIM nuabeToM (nepsas rpymma, n=10) u 6e3 Hero (BTopas rpymnmna, n=40). ['pymmsl Os11H COTo-
CTaBHMBI 110 BO3PACTY, IOy ¥ KIMHUKO-aHTHOTrpau4ecKuM AaHHBIM. Bee 6onpHbIe HA (hoHE Oa3nCHON Tepanuu
JIOTIOJTHUTEJIBHO MOy YaId CTAHJaPTHYIO aHTUXEIHMKOOAKTEpHYIO TepaInio IIepBOil IMHUN B COOTBETCTBUH ¢ Ma-
ACTPUXTCKUM KOHCceHCycoM-3 (2005) B TeueHue 14 gueit. [lo medenus u yepe3 90 gHE TOCIIe IEYCHUS OIICHUBAIH
MOKa3aTesy JIMITAJHOTO CIIEKTpa KpoBH Ha anmapare Siemens Dimension X pand plus. [ly1st aHan3a moiry4eHHBIX
IU(POBBIX JaHHBIX BEIYMCIECHBI CPEeAHss apudmMeTndeckas BennanHa (M) u ommobka cpenneit (m). Craructude-
CKasi 3HAUUMOCTh PAa3HULBI MKy MMOKA3aTeNIIMU IPYII onpenessiack y*-kputepuem [lupcona. Paznuyus cuu-
Taau gfoctoBepHbIMU IpH p <0,05. CratucTryeckyio 00paboTKy TaHHBIX OCYIIECTBIISIIHN C TOMOIIBIO CTATHCTHYE-
ckoro naketa SPSS u anexktpornoit Tabmuner Excel 2013.

Pe3yabrarbl. CpaBHUTENBHBIM aHATH3 KaUECTBECHHBIX ITOKa3aTeel MPOAEMOHCTPHPOBAII, YTO B 00EHUX I'PyIIIax
B OospIIMHCTBE citydaeB (cooTBeTcTBEHHO 90 1 87,5%) ypOBEHb JIMIIONPOTEMHOB HU3KOH TUIOTHOCTH OBLIT BBIIIE
HOPMBI, OTHAKO MEX/1y IpyIIaMu oHu He pasinyanuck (*=0,047; p=0,828). [Tocne spaaukanuu B 00eux rpymmax
JIOCTOBEPHO YJIYUIINJINCh KaK KadecTBEHHBbIE (cOOTBETCTBEHHO 60 1 67,5%), TaK M KOJIMYEeCTBEHHBIE IIOKa3aTeNIN
JUTIONPOTENHOB HU3KOH MIOTHOCTH (COOTBETCTBEHHO YMEHBIIIIIHCH 10 98,2486 1 97,6=7,9 MT/m1), IPH STOM JI0-
CTOBEPHBIX PAa3TUYHI MeX Ay Tpynnamu He 06110 (p >0,05).

BeiBoa. Hanmune B anHaMHe3e caxapHOTo JuadeTa y ManieHTOB C PECTEHO30M BEHEYHBIX COCY/I0B, ACCOIIMMPOBAH-
HBIM ¢ H. pylori, Henb3s paccMaTpUBaTh B KAYECTBE JOMOIHUTEIBEHOTO (haKTOPa, MOBBIIIAIONIEI0 BEPOSITHOCTD pas-
BUTHS HapyLICHUS JUIHIHOTO CIEKTPa KPOBHU; IPOBEICHNE YCIEIIHOW 3paIuKallMOHHON Tepanuy y JaHHOH Ka-
TEropuH MaIeHTOB CII0COOCTBYET HOPMAJIN3ALMH JTUITHIHOTO CIIEKTPa KPOBU BHE 3aBUCMOCTH OT HAJTHYNS HIIN
OTCYTCTBHSI COITyTCTBYIOIIETO CaXapHOro AuadeTa.

Karouessie cioBa: Helicobacter pylori, nmemudeckasi 00JIe3Hb CepALa, PECTCHO3, 3paTUKALMS, JTUITHIHBIH
CIIEKTP KPOBH.

Js nurupoBanus: lajxkuesa C.3. BiusHue caxapHoro nquabeTa Ha JIMIHIHBINA CHEKTP KPOBHU Y MAILIUEHTOB C PECTEHO30M
BEHEYHBIX COCYAOB, aCCOUMUPOBAHHBIM ¢ Helicobacter pylori. Kazanckuii meo. ac. 2019; 100 (5): 774-778. DOIL: 10.17816/
KMJ2019-774.

The influence of diabetes mellitus on blood lipid profile in patients with coronary vessel restenosis
associated with Helicobacter pylori
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Abstract
Aim. To determine the influence of diabetes mellitus on the level of blood lipid profile in patients with coronary

restenosis associated with H. pylori.
Methods. The study included 50 patients with coronary artery disease and coronary restenosis associated with
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H. pylori infection. Patients were divided into 2 groups: with concomitant diabetes mellitus (group 1, n=10 patients)
and without it (group 2, n=40). The groups were comparable by age, sex, and clinical and angiographic data. All
patients along with basic therapy additionally received standard first-line anti-helicobacter therapy in accordance
with the Maastricht Consensus-3 (2005) for 14 days. Before treatment and 90 days after treatment, blood lipid profile
was evaluated with Siemens Dimension X pand plus device. To analyze the obtained digital data, the arithmetic
mean of the indicator (M) and the error of the mean (m) were calculated. The statistical significance of the difference
between the groups was determined by Pearson y? test. Differences were considered significant at p <0.05. Statistical
data processing was performed using the SPSS statistical package and the Excel-2013.

Results. A comparative analysis of qualitative indicators showed that in both groups in most cases (90 and 87.5%,
respectively), the level of low density lipids was above the norm, but they did not differ between the groups
(%>=0.047; p=0.828). After eradication in both groups, both qualitative (60 and 67.5% respectively) and quantitative
values of low density lipids improved significantly (decreased to 98.2+8.6 and 97.6+7.9 mg/dl, respectively) however,
no significant differences between the groups were found (p >0.05).

Conclusion. A history of diabetes mellitus in patients with coronary restenosis associated with H. pylori cannot be
considered as an additional factor that increases the likelihood of developing the disorders of lipid profile; successful
eradication therapy in this category of patients contributes to the normalization of lipid profile regardless of the

presence or absence of concomitant diabetes mellitus.
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B nacrosimee Bpems e€cTh MOATBEPKIAEHHBIC
JAHHBIE O TOM, YTO CaxapHBIA AMabeT — OJWH
M3 BeAymux (aKTOPOB pHUCKA aTEPOCKIEPO3a,
B OCHOBE KOTOPOTO JIe)KaT HAPYIICHUS JIUIIHIHO-
ro criektpa KpoBu [1-4]. OcoOeHHOCTH JTUTTHTHO-
T0 CIEKTpa IPH CaxapHOM nuadeTe 2-Tro TUIla Xa-
PAKTEPUIYIOTCS «IUIMUIAHON TpHUANOW», KOTOpas
BKJIIOYAET yBEJIMYCHHE KOHIICHTPAUHMH TPHUTIIN-
[epUIOB, CHIDKeHUE YpoBHA XonectepuHa (XC)
JTUTIONPOTEHHOB BBICOKOHW mioTHOcTH (JITIBIT)
U Tpeobiialanne B KPOBH MEJKHUX TMJIOTHBIX Ha-
CTHII JIUTIONTPOTEWHOB HU3KOH mroTHOCTH (JITTHIT)
(dhenotuma B npu morpaHndHBIX 3HAUeHUSIX XC
JITTHII [5, 6].

Hapsny ¢ atuMm B mociennee Bpems ocoboe
BHHMAaHHE yIEISI0T WHOEKITMOHHON Teoprun pas-
BHTHS aTepockiiepo3a [7-9]. K HacTosmemy mo-
MEHTY HaKOIIJICHO JOBOJIEHO OOJIBIIIOE KOTUIECTBO
HAyYHO 0OOCHOBAHHBIX JaHHBIX, CBUIETEIHCTBY-
omuXx o0 ToM, 9to Helicobacter pylori (H. pylori)
o0namaeT He TOTBKO MECTHBIMH, HO I CHCTEMHBI-
Mu dddexTamMu (BOCTIATIUTEIbHBIM, Ay TOMMMYH-
HBIM), BBI3BIBAs COOTBETCTBYIOIIHE PEAKIIHH CO
CTOPOHBI HEKOTOPBIX OpraHoB u cucteM [10].

Pe3ynbraThl MHOTOUMCIEHHBIX UCCIEN0BAHUN
JTAl0T OCHOBAaHHE IMpEIoaraTh BOSMOXKHYIO Ta-
TOTEHETHYECKYI0 WM OIOCPEJIOBAaHHYIO POJb
uHpexuu H. pylori B pa3BUTHH W/WUIHA TCUCHUU
3a00JICBaHMI CEPACUYHO-COCYIUCTHIX cucTeM. Cy-
IIECTBYIOIIUE B TUTEPAType NaHHBIC TIO3BOJSIOT
TOBOPHUTH O HAIMYUU CBS3H MEXKIY IPOrpPeccrupo-
BaHWeM wHGeKuu H. pylori u pa3BUTHEM HIIIEC-
Mudeckoi 6one3nu cepama [11-13]. BmecTe ¢ Tem
B TIOCJIETHUE TOJIbI OMyOIMKOBaH Psij UCCIIEN0Ba-

HHM, TOCBSIEHHBIX TaHHOH IIpo0iieMe, B KOTOPBIX
yKa3aHo Ha ponb H. pylori B maTtorenese aTepo-
CKJIEpP03a ¥ PECTEHO03a BEHEUYHBIX COCYAOB, OTHAKO
WX BBIBOIIBI BECbMa IIPOTUBOPEUMBHI [ 14—16].

OnuH U3 BO3MOXKHBIX MEXaHU3MOB JTAHHOTO SIB-
nennsi — BIusHUE H. pylori Ha MTUIUAHBINA CIIEKTP
kpoBH [17]. Tak, mo pe3ynsraTaM KpyHnHOro AIuJe-
MHOJIOTHYECKOTO MCCIEOBaHU, OBIJIO TIOKA3aHO,
4yTO0 Yy nH(pUIHpoBaHHBIX H. pylori MallueHTOB ypo-
BeHb JIITHII ObuT cTaTHCTHYECKH 3HAYUMO BHIIIE
B CpaBHEHHH C HEMH(DHIIMPOBAHHBIMHU, OJTHAKO
3TO MCCIENOBAaHNWE OXBATHIBAJIO TOJHKO MAIlMEH-
TOB MyXcKoro nona [18]. B npyrom uccienoBanuu
OBIJIO TaK>Ke BBHISIBIIEHO ITOBBITIICHUE Y HHPHUITUPO-
BaHHBIX H. pylori manmenToB conepxanus JITTHIT
n oburero XC. bonee Toro, BBISIBIECHBI MOJOXKH-
TETbHBIC KOPPETSIHOHHBIE CBSI3U MEXAY YPOBHEM
JITTHII, o6miero XC u cTeneHb0 BOCHAIUTEIBHBIX
W3MEHEHUH B CITM3UCTON 0Ooouke kemyaka [19].
[IpoBenenue ycrnenHon 3paguKkaliOHHON Tepanuu
MPUBOJUIIO K TIOJIOXKUTEIIPHOMY W3MEHEHUIO B JIH-
MHATHOM CIIEKTPEe KPOBU B BHUJI€ CHIKCHHS KOH-
ueHtpauuu JIITHII u noBelieHust conepKaHus
B kposu JIIIBII [20].

OnHaKo B TUTEpaType HET JAHHBIX O BIUSHUU
caxapHOro nuabeTa Ha JUMUHBIN CIIeKTP KPOBU
npu Hanuuuu H. pylori-uadexunm.

Lens wiccmenoBaHus — ONPENETUTH BIHUSIHUE
caxapHOro nuabeTa Ha YPOBEHb JIUITHIHOTO CIIEK-
Tpa KPOBU y MAI[UEHTOB C PECTEHO30M BEHEUHBIX
COCYZIOB, aCCOITMUPOBAaHHBIM C H. pylori.

B uccnenoBanue BkiroueHsl S0 IManMeHTOB C
UIEMUYECKOl OOJIE3HBIO cepllla U PECTEHO30M
BEHEUHBIX (KOPOHAPHBIX) COCYIOB, aCCOIMUPO-
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Ta6amua 1. McxogHas XapaKTepUCTHKA JTUIINAHOTO CIIEKTPa KPOBH B HCCIEAYEMBIX rpynnax (%)

CaxapHsiii tuaber
ITokazarenu HET eCTh )
X p
n % n %
B HOpME 15,0 2 20,0
XomnecTepuH, Mr/ Ut 0,149 0,700
> HOPMBI 34 85,0 8 80,0
& B HOpME 4 10,0 2 20,0
JIumonpoTenHbI BHICOKOI 0,758 0384
IJIOTHOCTH, MI/ I > HOPMBI 36 90,0 8 80,0
ﬁ;l/;(;npmenﬂm HH3KOH TUIOTHOCTH, | HopMe 5 12,5 1 10,0 0,047 0.828

BaHHBIM ¢ H. pylori-undexuueir. boxsHbIe OBITH
paslesieHbl Ha JIBe TPYNIBL C COMYTCTBYIOMUM
caxapHbIM nuabeToM (mepsas rpymnma, n=10) u 6e3
Hero (BTopas rpymnma, n=40). I'pynms! 66011 como-
CTaBUMBI IO BO3pPacCTy, IMOJYy U KIIMHUKO-aHTHUO-
rpaduyeckuM AaHHBIM. Bce oOcienoBaHHBIC Ha
¢one 6a3zuCHOI Tepanmuu MOMOJHUTENHHO IONY-
YaJId CTAHJIAPTHYIO aHTHXEINKOOAKTEPHYIO Tepa-
MUIO MEPBOM JIMHUU B COOTBETCTBUU ¢ MaacTpux-
TCKUM KOHCeHcycoM-3 (2005) B Teuenune 14 mgHeii:
omerpason 20 mMr 2 pa3a B IeHb, KIAPUTPOMHUIINH
500 mr 2 pasa B aeHb, amokcuruiinH 1000 Mr
2 pa3a B JICHbD.

Omnpenenenne TUTpa HMMYHoOTJI0oOynnHAa G
K H. pylori B KpOBU BBITIONHSIN HA TIOJTyaBTOMa-
traeckoM ammapate Statfax IBL. IloBTopHoe 06-
clemoBaHue OBITIO MPOBEICHO Yepe3 4 Hem Mocie
3aBEPIICHUS JICICHUS TSI OLICHKU COCTOSHHS dpa-
nukanuu H. pylori y xaxmaoro mamuerTa. [{o gede-
HUS 1 9epe3 90 mTHEH mocie Hero OIeHWBAIH I10-
Ka3aTeJH JTUIMHUIHOTO CIIEKTpa KPOBH Ha ammapare
Siemens Dimension X pand plus.

[lomryuennsple nudpoBEIe JaHHBIE TTOJBEPraIn
CTaTUCTHYECKOH 00paboTKe ¢ YUETOM COBpEMEH-
HBIX TpeOoBaHUN. BeraucieHsl cpeausis apudme-
Trdeckas penuunaa (M) u omubKa cpemHen (m).
CratucTuyecKkasi 3HAYMMOCTh PAa3HULBI MEXIY
1OKa3aTelsIMU TPYII ONPEeesiiach y>-KpuTe-
puem Ilupcona. Pa3nuuus cuuranu DOCTOBEp-
HeiMu 1ipH p <0,05. CtaTuctrueckyio o6paboTKy
JaHHBIX OCYWICCTBIIAIN C IOMOUIBIO CTATUCTH-
yeckoro makera SPSS u 3eKTpOHHOU TaOIUIIBI
Excel 2013.

IMpoTokoa wccnenoBaHus ONOOpPEH JIOKAb-
HBIM 3THYECKUM KOMHUTETOM (IpoTokon Ne2 ot
20.09.2018). Ha mpoBenenue oOciemoBaHusI TOITY-
YeHO WH(POPMHUPOBAHHOE COTIIACHE TTAIIHEHTOB.

[Tpu nmpoBeZicHUH CPaBHHUTEIHLHOTO aHAIW3a
MEX]ly NallueHTaM1 [EPBON U BTOPOM I'PyIIN HE
00HapyXEHO 3HAYMMBIX PAa3TUUYHN KadeCTBEH-
HBIX IMOKa3aTelel JUMHUIHOTO CIEeKTpa KPOBHU
(tabm. 1).
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Kak BumHO M3 TaOi. 1, 10 spamuKamuu cpeau
OOJIBHBIX C CONMYTCTBYIOIIMM CaxapHBIM quabe-
ToM y 8 (80%) u3 10 60mpHBIX ypoBeHb XC B KpoO-
BY OBLI BBITIIE HOPMBL, UG y 2 (20%) manueHToB
OH OKazajcsa B HopMe. Y OOIBHBIX 06€3 COyTCTBY-
foriero caxapaoro nuabera y 34 (85%) u3 40 gemno-
BeK ypoBeHb obmiero XC Obut noBsimieH. Y 6 (15%)
O0onpHBIX copepkanne XC okazanock B Ipeneiax
HOPMBI. JJOCTOBEpHBIX pa3iuynuil MEXAY rpyImna-
Mmu He Ob110 (%*=0,149; p=0,700).

[Mpr u3y4eHUU KONMYECTBEHHBIX IOKa3aTe-
JIell TUMUAHOTO CIEeKTPa KPOBH OBLIO BHISBIIECHO,
9TO 110 dpanukanuu H. pylori kak y OONBHBIX TIEp-
Boi Tpynmsl (219,6+12,4 Mr/ni), Tak U BO BTOPOH
rpynme (220,0+11,8 mr/ni) ypoBenb XC B KpoBU
nanueHToB ObLI BhINIE. [IpU 3TOM JOCTOBEPHBIX
pasnuuuii Mexay rpynnamu He 6s10 (p >0,05).

[Tpu kadecTBEHHOM aHaJIM3e TPYIIN HE BBISB-
JICHO CTATUCTHYECKH 3HAYMMBIX Pa3IH4Hi MOKa-
3areneld ucxogHoro conepxxkanus JIIIBII. Tak, mo-
BEITIICHHBIN ypoBeHb JITIBII ooHapyxeH y 8 (80%)
OOJIBHBIX C CONMYTCTBYIOIIMM CaxapHBIM quabe-
ToM U 35 (90%) manumenToB 6€3 caxapHOTo nuade-
ta (}*=0,758; p=0,384). AHaaM3 KOIHYECTBEHHBIX
napameTpoB JIIIBII Takxke He BBISIBUJ 3HAYUMBIX
paznuuuii. B nepBoil rpynne cpenHee couepika-
aue JIIIBII cocrasasno 34,6+3,0 Mr/mi, Bo BTO-
poii rpyme — 36,0+2,9 mr/na (p >0,05).

CpaBHHTEIBHBIN aHATN3 KAYECTBEHHBIX MOKa-
3aresieil MpoIeMOHCTPUPOBAI, YTO B 00EUX TpyII-
max B OOJBIIMHCTBE CIy4aeB (COOTBETCTBEHHO 90
u 87,5%) yposens JIITHII Gb1 BbIIIe HOPMBI, OIHA-
KO MEX/Iy TpyTIaMu pa3nnduii He 0s110 (3>=0,047;
p=0,828). PocT kauecTBEHHBIX TIOKa3aTeNIel COMpPo-
BOXKJIAJICS IOCTOBEPHO OoJiee BHICOKMM YPOBHEM
KonndecTBeHHBIX mokaszarenerr JIITHIT B obemx
rpymmnax. [Ipy 5ToM y GOJIEHBIX IEPBOM IPYIIIHI BbI-
SIBJICHBI Hanbosee BeIcOokue KoHTieHTparuu JITTHIT
(147,2+12,3 Mr/mi) mo cpaBHEHUIO C TMAlUEHTAMHU
Bropoit rpymisl (130,4+11,9 mr/nm). Tem He MeHee,
MOyYEeHHBIE IAHHBIE PAa3THUNN MEKIY IpyIIaMu
CTaTUCTUYECKHU HeocToBepHEI (p >0,05).
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Tadauna 2. BnusiHue caxapHoro AnadeTa Ha aHTHIIAHAIEMIYCCKHA 2P PEKT dpaaukanrnonHoi Tepamnuu (%)

CaxapHbIii tuabet
Tlokazarenu HET ecThb
x p
n % n %

B HOpME 28 70,0 7 70,0
XonecTepuH, Mr/ T 0,000 1,000

> HOPMBI 12 30,0 3 30,0
JIMIONpOTEWHBI BHICOKO# TioTHOCTH, | B HOPME 32 80,0 7 70,0 0.466 0.495
M/t > HOPMBI 8 20,0 3 30,0 ’ '
JINIIOTIPOTEHHBI HU3KOM TJIOTHOCTH, — 27 675 6 60,0 0.201 0.654
MT/ T

ITocne ycnemHoW 3paguKallMOHHON Tepanmuu BBIBO/1bI

MOJTYYEHBI CIeAYyIOINe pe3yabTaThl (Talmt. 2).

Kak Buano u3 Ttabin.2, mocie 3paauKanuu
H. pylori nunuaHbld CIEKTP KPOBH 3HAYUTEIb-
HO yJyYIIWJICA, TaK KaK B 00€UX TpyNNax JULIb Y
12 (30%) G6onbHBIX YpoBeHb XC OCTaBaJICS BBILIE
HOPMBI, y ocTalIbHBIX 70% MalueHToB cofiepKaHue
XC 6b110 B HOpME. IIpu 3TOM HOCTOBEPHBIX pa3-
JAUYUI MKy IpynnamMu He BoisiBieHo (x*=0,000;
p=1,000). Yepes 3 mec nmocne yCnemHon spaanka-
UOHHOM Tepanuu B 00€uX TpyIax CperHui ypo-
BeHb XC IOCTOBEPHO CHUBUJICA (COOTBETCTBEHHO
no 184,3+£10,2 u 182,2+11,0 mr/mr; p <0,01). OngHa-
KO MEXJy I'pyNIaMH HE BBISIBJIEHO JOCTOBEPHBIX
paznuuuii (p >0,05).

VYenemHas spaJuKallMOHHAs Tepanus TakKe
COTPOBOXJANach JOCTOBEPHBIM YBETUUEHUEM Ya-
CTOTHI HOpMaJbHBIX mokazateneit JITIBII B obenx
rpynmnax (coorBetctBeHHO 70 u 80%), mpu 3TOM
MEXAY TpylIaMu T0CTOBEPHBIX Pa3IN4Uil HE BbI-
ssiiero (*=0,466; p=0,495). Berencteue mpoBo/u-
MO Tepamuy OTMEYEHO JOCTOBEPHOE MOBBILIEHHE
koHueHTpauuu JIIIBII B 00enx n3ydaembIx Tpym-
nax (coorBetcTBeHHO 44,2+3,6 u 46,043,7 Mr/mn).
JlocTOBEPHBIX pa3Iuyuil MEXy TPYNIIaMU TaKXKe
He Obu10 (p >0,05).

[ocne spagukanuu B 06eux rpymnmnax I0CTo-
BEPHO YJYUYLIMJIUCh KaK KadyeCTBEHHBIE (COOT-
BeTcTBeHHO 60 U 67,5%), Tak U KOJTUYECTBECHHBIC
nokasarenu JIITTHII (cooTBETCTBEHHO yMEHBIIH-
nuck a0 98,248,6 u 97,6£7,9 mr/mi), npu 3TOM
JIOCTOBEPHBIX PAa3IN4Mil MEXy I'pynnaMu He OT-
meueHo (p >0,05).

Hcxonst U3 BBIMIEN3I0OAKEHHOTO, YCTaHOBJIE-
HO, 4TO HapylLIEHUE JUMUAHOTO CHEKTpa KPOBU
BBIPa)KEHO Y OOJIBHBIX C PECTEHO30M BEHEUYHBIX
COCYJIOB, acCOLMUPOBaHHBIM ¢ H. pylori, Kak ¢ co-
MyTCTBYIOIIMM CaxapHBIM OuabeToM, Tak U 0e3
Hero. DpaAuKallMOHHAs Tepanus yiydllaeT Io-
Ka3aTenu JUIUIHOTO CIEeKTpa KpoBU B o0eux
rpynmnax, TeM caMbIM HNOATBEpXKAaeTcs e€ Onaro-
MIPUSATHOE BO3/ICHCTBUE HA ATOT ACHEKT.

1. Hanuune B aHamHe3e caxapHoro nuabera
y MAlMEeHTOB C PECTEHO30M BEHEYHBIX COCYOB,
acCOIMUPOBAaHHBIM ¢ H. pylori, Henp3s paccMma-
TPUBATh B KaYeCTBE JIOMOJHUTEIBHOTO QaKTopa,
MOBBIIIAIONIETO BEPOSITHOCTh PA3BUTHUS Hapylle-
HUW TUIUIHOTO CIEKTpa KPOBH.

2. [IpoBeneHue ycmemrHod 3paauKaiuoOHHON
Tepamnuy y JaHHOW KaTeropuH MalrueHToB Coco0-
CTBYET HOPMAaJIM3aI[MH JIUTIHIHOTO CIIEKTPa KPOBU
BHE 3aBHCHMOCTH OT HAJIMYUS UJIH OTCYTCTBUS CO-
MyTCTBYIOIIETO CaxapHOTro auadeTa.

Asmop 3as6nsem 06 omcymcmeuu KOHPAUKma
unmepecos no npedCmasieHHOU cmamae.
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