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LUenb wuccnepoBaHus. BbigBUTb MOJEKynsp-
HO-reHeTuyeckne ocobeHHocTun Helicobacter pylori v
nonuMmopdmnamMa reHoB OCHOBHbIX MMMYHOPErynsTop-
HbIX UHTPENENKNHOB Y XakaCOB, OLEHUTb UX BAUSHUE Ha
ncxon, MHVILMPOBAHNS NATOreHOM.

Martepuan n metoabl. ViccnenosaHve npoBoanam
npw H. pylori-accounnpoBaHHbIX 3a601EBAHMSX: A3BEH-
HOW BGOJIE3HN N XPOHMYECKOM racTpUTE Y KOPEHHbIX
xutenem Xakacum. PacnpoCTpaHEHHOCTb MNOAUMOP-
du3ma reHoB uHTepnelikuHos W18, WI1Ra, W8,
CYP2C19 nayyanm MeTOA0M PECTPUKLIMOHHOIO aHaNu-
3a, cyotunos VacA+- n CagA+- H. pylori — ¢ noMoLLbto
NOSIMIMEPASHOM LIEMHOM peakLmn.

Aim of investigation. To detect molecular-genetic
features of Helicobacter pylori and polymorphism of main
immunoregulatory interleukins genes at Khakases, to
estimate their effect on outcomes of infection pathogen.

Material and methods. Investigation was carried
out at native population of Khakasia with H. pylori-
associated diseases: peptic ulcer and chronic gastritis.
Prevalence of interleukins IL13, IL1Ra, IL8 and CYP2C19
gene polymorphism was studied by restriction analysis,
VacA +- and CagA +- subtypes of H. pylori — by poly-
merase chain reaction.

Results. Peptic ulcer was associated to S1S2 Vac A
subtypes at Caucasians, while at Khakases — to Cag A

AreeBa EymsaBera CepreeBHa — KaHIU/JaT MEANIMHCKUX HayK, 3aB. Kadeapoil (pyHIaMEeHTATbHON MEIUIIMHBI 1 TUTHEHDI
IOy BIIO «Xakacckuii rocygapcrBennbiii yauepeuretr uM. H.®D. KaranoBay. Konrakrnas undopmanust 11 HepernmucKu:
Ageevaeliz@rambler.ru; 665004, Pecny6snka Xaxacusi, r. AGakan, yia. A.C. Ilymkuna, 178, TOY BIIO «Xaxacckuii rocynap-

ctBeHHbIH yHusepcurer um. H.d. Karanosa»

HIrteramesa Oupra BiaguMupoBHa — JOKTOP MEJMIIMHCKUX HayK, mpodeccop kadeapsl BHYTpeHHHX 6oJiesHeil, pekrop [OY
BITO «Xakacckuii rocyaapcrBernpiii yuuBepcuter um. H.D. KaranoBa». KoutakrtHas nndopmanus aas nepenucki: olgashtyga-
sheva@rambler.ru; 655017, Pecy6uuka Xakacusi, r. AGakan, yiu. Jlennna, 92, TOY BIIO «Xaxacckuii rocy/apcTBEHHBIN YHU-

Bepcuter uM. H.MD. Karanosa»

Psazannesa Haranps BiaauMupoBHa — [OKTOp MEIWIIMHCKHUX HayK, npodeccop, 3aB. Kadeapoil PpyHAaMeHTaIbHbIX OCHOB
KJINHUYECKON MeJUINHDBI, PYKOBOAUTEDb Ja00PATOPUN MOJIEKYISPHON MeJUIUHDBI, IPOPEKTOP IO CTPATErN4eCKOMY Da3BUTUIO

u nHHOBaIMoHHOI nosutike 'OY BIIO «Cubupckuii rocy1apcTBEHHBIN MeANIIMHCKIN yHUBepcuTeT Pocaapasar. KonrtakTHas
undopMaIus s nepenucku: nv_ryazan@mail.ru; 634050, r. Tomck, yia. Mockosckuit Tpakt, 2, TOY BIIO «Cubupckuii rocy-

[IapCTBeHHb]ﬁ Me[[I/IIII/IHCKI/Iﬁ YHUBEPCUTET PocsnpaBa»

IlykanoB Baaguciaas BiraguMupoBuy — JJOKTOp MeJHUIIMHCKUX HAayK, Ipodeccop, pyKOBOJUTEIb KJIMHIUYECKOTO OT/eNeHUs IHIIe-
BapuTeJbHOIl cucTeMbl B3pocsoro opranusma ['Y «HUW mepunmuackux npob6iaem Cesepar CO PAMH. Konrakraas nndopMaiys
st nepenucku: rsimpn@scn.ru; 634050, 660022, r. Kpacnosipek, yi. Ilapruzana JKenesusika 3-r, I'Y «HUU mMeauumucknx

npo6sem CeBepa CO PAMH»

PXI'TK oH-nanH — www.gastro-j.ru



PHITE © 4 200

OpI/II‘I/IHEUIbeIC HUCCIICAOBAHUA

PesynbTaTtbl. Y €BpONeonaoB ¢ S3BEHHON 6ores-
Hblo cBsai3aHbl S1S2 cybtunbl Vac A, y xakacoB — Cag
A-wTtammbl H. pylori. BeisiBneHa B3aMMOCBSA3b Mexay
CagA, AA-251 WUJ1-8 n puckom pasBuTUS HA3BEH-
Hol Gone3Hn y xakacoB (OR=3,1, 95% CI 1,1-8,8).
Hanbonee pacnpocTpaHeHHble CPean XakacoB Bapu-
aHTel — CC +3953 UJ1183 (84%) n R4/R4 VNJ11Ra (76%)
He XapaKTepU3ylTCS BbICOKMM YPOBHEM 3KCMPECCUMN.
YacTto BcTpevatowmiica reHotun wt/wt +681 CYP2C19
(89,3%) accounmpoBaH C pUCKOM pas3BUTUS S3BEHHOMN
6onesHn (OR=4,17, 95% CI 1,04-19,39).

BbiBOAbl. BbigBneHbl nonynsuMOHHO-3aBUCUMbIE
reHetTuyeckme petepmuHaHTtel (CC +3954 WJI18, R4/
R4 W11Ra), onpenensiiowme 6onee BbICOKMIA YPOBEHb
3awmTbl OT H. pylori-accounMmMpoBaHHOM MNaTonornn y
XaKkacoB, YeM Yy eBponeonaoB. DakTropaMy MOBbILLEH-
HOrO pUCKa PasBUTUS S3BEHHOM GOJNIE3HN Yy XakacoB
asnseTca HocutenbcTBo CagA-wrtamma H. pylori, AA-
251 reHa 18, GG +681 CYP2C19.

KnioueBble cnoBa: Helicobacter pylori, 93BeHHas
60/1€e3Hb, XaKkacbl, UMMYHHbI OTBET, aJlfIefbHbIA NON-
MOP®dU3M FEHOB.

pU  pacCMOTpPeHHM [aTOTeHe3a A36eHHOU

6oaesnu (SIB) 6osbllioe BHUMAHNUE yIEJISIETCS

(hopMUPOBaHMIO JIOKAJBHBIX 0UAroB TTOBBIIIIE-
HIST KUCJIOTHOCTH B MECTaX CKOIUIEHWS BO30YIUTEJIS
Helicobacter pylori (daxrtopbl arpeccun) u yrHe-
TeHnio 3amuThl (HApYIIEHWE HENPEPBIBHOCTU CJIOS
C/IN3H, M30JUPYIONIETO SIUTEHI OT MPSIMOTO KOHTAK-
Ta C arpecCHBHBIM COJEPKUMBIM KETYIKA, IeI0q-
HBIX KOMIIOHEHTOB CEKpeTa AMUTEJUATbHBIX KJETOK,
U3MEeHEHNE PEereHepaTOPHOl aKTUBHOCTH MOCJEHUX )
[3, 6, 7]. Hecmorpss Ha oO6UIHOCTH TIATOT€HETUYEC-
KHX MeXaHH3MOB, Kak caMa 3a60/1eBaeMOCTb, TaK U
pPOJIb KOHKPETHBIX 3THUONATOreHEeTHYeCKUX (PaKkTopoB
UMeIOT BbIPa’KeHHblE IIONYJISANNOHHbIE Ppa3/ndns.
ITpu saToM oco6oe 3HAUEHME NPHIAETCST HACJIELYEMBIM
UMMYHHBIM (paKkTOopam.

N3sBectHo, uto VacA+ u CagA+ wrrammer H. pylori
OTIIMYAIOTCS  CIIEKTPOM THCTO- U IIMTOTOKCHYECKUX
apdexToB, UYTO OOYCTOBIMBAET WX TATOTEHHOCTH
U CHOCOOGHOCTh K JUINTENbHON nepcucreHiuu [4].
B smiteparype ommcanbl  (peHOMEHBI  CHEIPUIHOCTH
VacA+u CagA+ nzossros H. pylori n nx npuBsizBaHHOCTD
K Pa3HbIM MOIyJIsaIuaM vyesoBeka [5, 10, 13].

Ananoruunoe sBjeHue ObLIO OOGHAPYXKEHO MPU
IPOBEIEHNN 3NUAEMUOJOTUYECKOTO HCCIeJOBAaHUS
pacupoctpaHeHHOCTH 1B y KOPEHHBIX W HPHUILIBIX
xutesneil  Pecny6iukn  Xakacus. [lpm  BbicoKoi
unuupoBannocrn  H. pylori  (95,4%  cpean
eBporeon1oB 1 95,2% cpean XakacoB) GbLIN BBIABJIEHBI
BbIpaKEHHbIE Pa3JIMUNs MoKa3aTeselt 3a607eBaeMOCTH
Ab cpemm aBYX TOMyJSINi, TPOXUBAIMX Ha
teppuropun Xaxacuu (8,1% y eBponeonjios n 4,5%
y xakacos) [2].

B 1esioM ycTaHOBJIEHHAST 3aKOHOMEPHOCTD MEXKIY
pacupocrpanennoctbio H. pylori u accouuupoBaH-

strains of H. pylori. Interrelation between CagA, AA-
251 ILs — 8 and the risk of peptic ulcer development
was revealed at Khakases (OR=3,1, 95% CI 1,1-8,8).
Most common variants among Khakases were — CC
+3953 IL1 8 (84%) and R4/R4 IL1Ra (76%), with not
high expression level. Frequent genotype wt/wt +681
CYP2C19 (89,3%) was associated to the risk of peptic
ulcer development (OR=4,17, 95% CI 1,04-19,39).

Conclusions. Population-based genetic determi-
nants (CC +3954 IL13, R4/R4 IL1Ra), that establish
higher protection level from H. pylori-associated disea-
ses at Khakases, than at Caucasians were revealed.
Risk factors for peptic ulcer at Khakases include car-
riage of CagA H. pylori strain, AA-251 of IL8 gene, GG
+681 of CYP2C19 gene.

Key words: Helicobacter pylori, peptic ulcer,
Khakases, immune response, allelic polymorphism of
genes.

HOCTBIO €e C sI3BEeHHOH OO0JIE3BHBIO Y KODEHHBIX
¥ TPHUILIBIX JKuTesteil Xakacuy CBUETEIbCTBYET
0 HAJIUYMU IOIMYJISIHUOHHO-HACTELYEMBIX OCOOEHHO-
CTell, OKA3bIBAIOIINX BJIMSHHIE Ha XapaKTep B3anMo-
JIEHCTBUST MEX/y MUKPOOPTaHU3MOM U OPTaHu3MOM
X03sUHA. B CBA3M € 3TUM WHTEPECHBIM SBJIIETCS
HCCleJOBaHIE MOJIEKYJIIPHO-TEHETHYEeCKIX MeXaHU3-
MOB, pean3alusi KOTOPBIX [IeTEPMUHUPYET WCXOJI
undunmposanus H. pylori y xaxacos.

Iesbio paGoOThI SIBJISIIOCH BBISIBIEHNE MOJEKYJISIP-
HO-TeHETHYECKNX 0COGEHHOCTE} MaToreHa u OpraHus-
Ma YeJIOBeKa, [IeTePMUHHUPYIONNX HCXO0/ HHPHIHPO-
Bauusi H. pylori y Xakacos.

MaTepuana 1 METOABI UCCAEAOBAHUS

OO6beKkT wuccaefoBaHNsg — OOJbHBIE S3BEHHOM
6ose3Hbl0. [pymiy cpaBHEHHS COCTaBWJIM JIUIIQ,
crpafawoie xponuveckum eacmpumom (XT).
OO6ceIOBaHHDbI KOHTUHTEHT MPEJCTABIEH JBYMS
NOMyJIANUAMK:  Xakachl (MOHTOJIOWbI, KOPEH-
HblE SKATENIH) M eBponeouabl (IIPHUILIbIE >KUTEIN)
Pecniy6iukn Xakacusi. CpejiHuii BO3pacT MOHTOJIOU-
noB cocraBun 42,9 rona, eBponeonjioB — 43,6 roza.
B wuccienoBaHuM TPUHSJIO ydYacTHE COTOCTABUMOE
KOJIMYECTBO MY>KUMH U KEHIIHH.

H. pylori puarnocTupoBajgy NPU TIOMOIIH Y€TbI-
pex MeToZoB: MOP(OJOTHYECKOTO, OBICTPOTO ypeas-
HOTO, cepoJiormdeckoro (ypoBeHb crenuduIecKnx
IgG x H. pylori B cbIBOPOTKE KPOBU OIPEIEJISIH
MeTOIOM TBepA0da3HOTO MMMYHO(MEPMEHTHOTO aHa-
mm3a) u noaumepasnou yennou peaxuuu (IIIP).

IHK H. pylori Bblaensiin n3 3aMOPOKEHHBIX
OMONTATOB CIU3NCTON OOOJOUKH JKETyJKA C MCIOJb-
soBanueM nporenuknHasbl K (Xemnkonon «JInrtex»,
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352 n.H.
290 n.H.
286 n.H.
259 n.H.

Puc. 1. ITpumeps! upenTUdUKanuu cyotunos H. pylori
1o reHy VacA: 1 — KOHTpoAb aMnauduranum S1S2 VacA
(259 1 286 1.H.), 2 — renorun S2 VacA (286 n.H.), 3 —
rerorunt S1 VacA (259 .u.); 4 — rerorun S1S2 VacA
(259 11 286 11.H.); 5 — KOHTPOABL aMnAudukanuu M1 VacA
(290 .H.); 6 —renorun M1 VacA (290 n.H.); 7 — KOHT-
poab amnanduranum M2 VacA (352 n.1.); 8 — renorun
M2 VacA (352 n.H.)

Mocksa). VccrenoBanue BbIOJIHEHO y 51 marmeHTa
¢ b (30 esponeonsoB mpuuibix 1 21 KOPEHHDIX).
Ipymiy cpashenusi cocrapuiu 39 Gombupix XI' (14
npunwibix U 25 Kopernbix). Omupenenenne VacA,
Cag A, IceA, BabA tumnos u cy6runos H. pylori
ocymectasan MerogoM ITIIP (puc. 1).

g uccneoBaHus ajeJqbHBIX ITOTUMOP(PU3MOB
resoB JIHK Bblgendanm u3 BeHO3HOW KPOBU MeTO-
JoM (heHoI-Xa0podOpMHOIT IKCTpaKiuu. PaGoTel 110
TeHOTUNMMPOBaHUIO BbINOJAHEeHbI B 'Y «HUUW wmenu-
muHcKoit reretnkuy CO PAMH. Amnundurkarmio
OPOBOAMJIM € WCIOJb30BAHUEM Psifla TpaiiMepoB
(«Cub6susum», r. HoBocubupck) — tabm. 1.

I[MIIP-npoayKThl aHAJIU3UPOBAJU C I[IOMOLIBIO
anexkrpodopesa B 4% araposuom rteae (puc. 2, 3).
B xauvectBe Mapkepa pasmepa [IHK wucmosbzoBamn
nrasmuay pUC1Y9, paciiensieHHyI0 PeCcTPUKTa30i
Mspl («Cu6smsum», r. HoBocu6upcek).

B pa6ore ¢ o6caenyeMbiMu COGJIONATICH ITHYEC-
Kie IPUHIIUIIBL, IpeJbsaBiseMble cT. 24 Koncruryuu
P® u Xenncunckoit [lexmaparueit BcemupHoii Meu-
muHckoit accommanun (World Medical Association
Declaration of Helsinki; 1964). Bce mnammeHTb
OB O3HAKOMJIEHBI W TMOJAMUCATA WH(POPMUPOBAH-
HOe corjiacue, MOJTBEpPKIaiollee WX JI0OPOBOJIHHOE
yd4acTie B MCCTIE/JOBAHUU.

HopMmanbHocTh  pacnpefiesiecHUs — pe3yJbTaTOB
HMCCIeOBAHNS OIeHNBAIN ¢ mOMoIbio Tecta Kosamo-

Puc. 2. [IpuMepsl HAeHTU(DUKAIIUY TeHOTUIIOB 110 TeHYy
VA8 —251 T > A: 1 — KOHTPOABL aMIAUDUKALIIN

(291 n.1.), 2, 5 — renorun UA8 —251 AA (79 u 212 n.1.);
3 — renorun A8 —251 TT (291 n.H.); 4 — renorun VA8
—251 TA (79, 2121 291 .H.)

114 n.H.
135 n.H.
249 n.H.

Puc. 3. IIpumeps! UAEHTU(UKAIIUY TeHOTUIIOB II0 TeHY
UALB +3953 C/T: 1 — KOHTPOAD aMIAUDUKAIIUY
(249 .1.), 2, 3 — remorun MA1S +3953 CT (114, 135
249 n.1.); 4, 5 — renorun UA1S +3953 CC (114

n 135 m.1.); 6 — remorun MA1S +3953 TT (249 m.u.)

ropoBa—CMupHoBa. [l TPOBEPKU CTATUCTUYECKON
3HAUUMOCTH Pa3JIN4uil TOKa3aTejell B CpaBHUBae-
MbIX Ipylnax npuMenscs t-kputepuit CTbloJeHTa.
B caydae oTcyTCTBUS HOPMAJbHOCTH pacHpeeseHus
HCIOJIb30BAMNCh KpuTepun Busikokcona m MaHHa—
Yuruu. Pesynbrartbl u3MepeHUil IpecTaBjeHbl B
Buge M+m, tne «M» — cpenHee apudMeTHIeCKOe,
a «m» — OTHOCHWTeJbHasl OmHNOKa, 7 — BeJINYNHA
BBIGOPKU. Pazmmuust Mexay rpyniaMyd CYUTATH 3HA-
ynMbiMu ipu p<0,05. CpaBHeHHMEe YacTOT ajuieseit
HPOBOJIMJIN € TIOMOIIbIO KPHUTEPHS x° € HOIPABKOM
Ieiitca ma HempepbIBHOCT, aHATH3 ACCONMAIIIMI
MoJUMOP(MU3MOB ¢ XPOHUYECKUM TACTPUTOM U SI3BEH-

Tabauua 1
[MpariMepel, UCIIOAB30BAHHEBIE B XOA€ UCCAEAOBAHUS
[Mommmopdusm IIpaiimepot Pecrpukrasa
NnJI8 —251 T>A F 5" TGTTCTAACACCTGCCACTCTAGTA 3’ Mfe 1
R 5" TTATGCACCCTCATCTTTTCATTAT 3
C+3953T WNJI1B F 5" GTTGTCATCAGACTTTGACC 3’ Taq I
R 5" TTCAGTTCATATGGACCAGA 3’
MJI1Ra VNTR (86 m.H.) F 5" CTCAGCAACACTCCTAT 3’ =
R 5" TCCTGGTCTGCAGGTAA 3’
CYP2C19 681G>A F 5'-AATTACAACCAGAGCTTGGC 3’ Sma I
R 5'-TATCACTTTCCATAAAAGCAAG 3’
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Tabauua 2
PacnipepeaeHne 4acTOT reHOTUIIOB U aarened reHa — 251 T>A MIA-8 y xakacos, %
o Boabhbre
[okazaren poHopst (n=123) XPOHMYECKHI TaCTPHUT S13BeHHast 60J1€3HD
(n=63) (n=25)
Tenorunsr TT 42,8 45,4 44,8
Tenorunsr TA 44,4 43,7 24,1
Tenorunsr AA 12,8 10,9 31,0% "1
Amnens T 65,1 67,2 56,9
Annenp A 34,9 32,8 43,1%"
" p<0,05 — IOCTOBEPHOCTD pa3iuymii Mo cpaBHEHUO ¢ KoHTposeM, ~* p<0,05 — mo cpaBHeHmno ¢ GombHbiME X[, ' — y?=4,48,

OR=3,1 (95% CI 1,1-8,8).

HO}t 6OJIE3HBIO — C IIOMOIIbI0 KPUTEPUs OTHONICHUS
mrancos (OR — odd ratio).

PesyabTaTsl nccarepoBaHUa
1 UX OOCY’KAEHUEe

Ananua pacupenenenust H. pylori B 3aBucuMocTn
OT HUX MOJIEKYJSIPHO-TEHETUYECKUX OCOOEHHOCTEl
CpeliM KOPEHHbIX M IPHUILIbIX II0Ka3ajl reTeporeH-
HOCTD IITAMMOB B 06CJ/IeIOBAHHBIX KOrOPTax GOJIbHBIX
o6enx nomyasinuit. Vac A-mrammbt H. pylori na6mio-
JAICh ¥ BeeX 06C/IeJOBaHHBIX MallueHTOB. BMecTe ¢
TeM cyOrunbl Vac A paclpeensiuch Cpeiu eBpo-
MEeONJJ0B I MOHTOJION/IOB HEOJAMHAKOBO. S2-CyOTHIIBI
Vac A ormeuanuch y 14,3% eBponeousioB u y 39,1%
xakacos (y?=4,1; p<0,05), S1S2-cy6runer — y 70%
npunLbIx kuTeneit m y 42,9% xaxacos (y?=3,8;
p<0,05). M1i-cy6tun Vac A perucrpupoBaics y
36,6% esponeonioB u 'y 9,5% Mouroaounos (y?=4,8;
p<0,05), M2-cy6tun — y 33,3% eBpOImeOumoB u
y 61,9% wonronounos (y?=4,1; p<0,05). Cag A-
mrammetr H. pylori BeisiBaennt y 93,3%, a Ice A — y
73,3% NPUILIBIX JKHUTeJel. Y KOPEHHOro HaceJeHUst
9TH TIOKa3aTeJIM COCTABJSLIM COOTBETCTBEHHO 57,1%
(p<0,01) u 28,6% (p<0,01). ITu manuble OBLIN
HOATBEPKJEHDBI 1IPU 0OCIEL0BAHUN CEPOJOIHYECKUM
merogoM. Cag A-mtammer  H. pylori oGHapy»xu-
auch y 60% eBporeonoB u y 36,5% MOHTOJOUIOB
(¢?=9,0; p<0,01). Bab A ¢ukcuposancs y 17,9%
eBporeonioB u y 21,7% Xxakacos.

Pe3y/ibTaThl UCCIEOBAHUST CBSI3H MEK/Y T€HETH-
yeckuMu Mapkepamu H. pylori u si3BenHoit 6osie3-
HBIO TaKKe WMeJd BbIpaskeHHble pasjnuns. I[lpu
ucnonb3oBanuu Metoguku I[P cpeaun mnpuiibix
wuteneit Cag A ormeuancsa y 80%, Ice A — y 70%
JIMI[ ¢ TaCTPUTOM, a y malueHToB ¢ JB ot mokasa-
tenn Gbun pasabl 100% (p>0,4) u 75% (p>0,8).
Y xakacoB ¢ racrputoM Cag A perucTpupoBajCs
B 50%, Ice A — B 27,8% ciyuaeB, a y NallUeHTOB
¢ 9B — coorsercreenno B 100% (p>0,1) u 33,3%
(p>0,6). IIpn NCMONB30BAHUY CEPOTOTHYECKON METO-
makn Cag A omnpenessincst y 47,5% xakacos ¢ b u
y 25% mun ¢ XT (y?=4,4; p<0,05), 1. e. coxpans-
JIaCh 3aBMCHMOCTb, IOJy4YeHHasl NPH IPUMEHEHUN

Metoauku IIIIP. ¥ mpumasix skuteeil ¢ S3BeHHBIMU
nedexramu u 6e3 Hux Cag A HaGJIIOMAICS C OJMHA-
KOBOHW 4acCTOTOM.

Takske WHTepecHbIe [aHHbBIE OBLIN TOJYYEHBI U
st cy6runoB Vac A. St-rrammer H. pylori onpese-
Jsmach 'y 20% NpUILIbIX JuI ¢ ractputaMu 'y 15%
nanuentos ¢ AB (¥?=0,1; p>0,5). S1S2-mramMMbI
BbISIBJEHDBI Y 85% npunuibix jmi ¢ SIB u Tojbko y
40% nauuentos ¢ XTI (4?=6,4; p<0,05). B sr0ii xe
nonyssiiun M1-tnrammer H. pylori dukcupoBaiuch
y 60% s ¢ ractputoM Uy 25% maiueHToB ¢ b
(?=3,5; p>0,05), M1M2-mrrammst H. pylori — coot-
sercrBenno y 10 u 40% (x?=2,9; p>0,1). B mpenenax
JTAHHOTO HMCCJIEJOBAaHUS HaM HE YJAJI0Ch OOHAPYKUTD
3aBHCUMOCTH MeXIy pactpenesnenneM Ice A u Bab A
H. pylori u si3BenHOll 60JIE3HDIO.

B monyssmmsix Xakacum 3aperncTpupoBaHa acco-
muaruss waHbekmm ¢ AB. Ycranosseno, d4ro y
eBporeonioB ¢ AbB cBszanpr S1S2-cy6tunnpr Vac A-
mramMmoB H. pylori, a y xakacoB — Cag A-mtaMMbl
H. pylori.

N3BectHo, uro HauboJiee BbIcOKMiT ypoBenb MJI-8
onpesensiercss npu nHuiupoBanun CagA-mramMma-
mu H. pylori [8, 11, 12, 14]. Oxuum u3 dakropos,
UTPAIOIINX BAKHYIO posb B perymsiuun H. pylori-
ACCOIMMPOBAHHOTO BocnayieHusi, sijasercss JI-8,
HeOOXOAUMBIH /st AU PEPEHITUPOBKU U PEKPYTHU-
poBaHUS KJETOK-3(HEKTOPOB B oUar BocmayseHus [1,
15]. Ten, wxomupytomuii MJI-8, mMeeT HECKOJBKO
AJITIeIbHBIX BapPHUAHTOB, TO-PA3HOMY BJMSIONINX Ha
akcnpeccuio rena. Hamnbosiee 4acTo BCTPEUAIONIUMCS
cpen KOPEeHHOro HacejeHus Kak B rpynne 060Jib-
HBIX, TAaK W B TpyIie 3/10poBbix siBisierca TT —251
NJI-8. Hamu 1pu olleHKe pachpeeseHuss 4acToT
regotunos TA u AA —251 NJI-8 Bo Bcex o6cieno-
BAHHBIX I'PYIIAaxX ObLIN BbISBJIEHBI Pa3JIMUUsl BCTpE-
yaemocTn amieneil m renorunos (ra6n. 2). Tak,
YaCTOTa BCTPEYAEMOCTU BBICOKOIKCIIPECCHPYIOIIETO
resotuna AA —251 NJI-8 y 6onpaBIX AB — KOpen-
HBIX skuTesell Xakacuu ObLTa BBINIE O CPaBHEHUIO
¢ TakoBoii B rpynmne XI' u 8 xoutpose (p<0,05). B
3TOW CBSI3U MHTEPECHBIM, HA HAI B3TJIS[, SIBJISETCS
BbIsIBJIEHHasi B3auMocBsI3b Mexay CagA+ reHo-
tuioM H. pylori m accormanueil reHotuna AA u
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Tabauua 3
Pacmpeaeaenue 4acToT reHOTUIIOB U aareaeti reda C +3953 T MIA1S y xakacos, %
boababIE
ITokazarenb 3noposrre o
jonoper (n=123) XPpoHUYeCKHi SIaBennas
racrpur (n=63) 6osie3nb (n=25)
Tenorunsr CC 73,2 63,5 84,0
Tenorunsr CT 25,2 36,5" 16,0
Tenorumner TT 1,6 0 0
Asnenp C 85,8 81,7 92,0
Annenp T 14,2 18,3 8,0

"p<0,05 — MOCTOBEPHOCTH Pa3JMUMil TIOKa3aTeJell TI0 CPAaBHEHUIO CO 3[0POBBbIMU JoHOpaMu, ~"p<0,05 — ¢ GompHbIME XT.

puckom passutus B y xakacos (OR=3,1, 95% CI
1,1-8,8).

pyrum dakropoM, 3aMbIKaOUM Ha cebe KJo-
4yeBble 3BeHbs mnartoreneza H. pylori-nepcucren-
oMU B CAM3HCTON o6Gosodre s>keayzaka (Bocmase-
HMe, amonTo3 W TUTOXJOPTHAPHUSA), sBasercss WJI1p.
Boipaskennoctp  a(hdEKTOB WHTEPJIEHKUHA 3aBUCHUT
OT YPOBHS 9KCIIPECCUH KAK CAMOTO TPOJYKTa, TaK U
AHTArOHMCTA PEIEeNnTopa MHTePJEeHKIHA, a 3HAYHUT, U
oT moJMMopdu3Ma TeHOB.

B pesysbraTe npoBeIeHHOrO UCCJIEIOBAHUS BBISIB-
JIEHO, YTO y XaKacOB UMeET MeCTO yBeJUYeHHEe Yac-
ToThl BeTpeyaeMoctu annens C +3953 rena MJI1.
Haun6osnee pacnpocTpaHeHHBIM TeHOTUIIOM ObLIH
romosurorel CC +3953 NJI18. Y Gosbubix b kosu-
yectBO TOMO3UTOT CC GBLTO JJOCTOBEPHO BBINIE, YEM
y nammentos ¢ XI' u 3poposbix gonopos (84,0, 63,5
n 73,2% coorsercreenno, p<0,05). Tereposurorsr
CT Bcrpevasues vame y nanmentos ¢ XI (36,5%)
o cpasHeHuio ¢ 6ompubiMu SIB (16,0%) 1 310pOBbI-
mu gonopamu (25,2%), p<0,05. Tomosurorsr TT B
HAIlleM HUCCJIe0BAHUK SIBJSIUCH PEIKUM TE€HOTUIIOM
U GbIN BBISBIEHBI TOJBKO Y 3I0POBBIX JIOHOPOB
(1,6%) — Taba. 3.

IIpn wusyuyenun mnosumopcpusma rena MJI1Ra
OOHAPY’KEHO, YTO OCHOBHBIM TEHOTHIIOM, KOTOPBIi
JIOMUHUPOBAJA BO BCEX TPyNIax oOCJHeOBAHUS Y

xakacoB, Obin Bapuant R4/R4 (75,4% — npu XT,
76% — npu AdB u 79,6% — y 310pOBBIX JOHOPOB).
Bropoit mo wuacrore Bcrpeuaemoctu — R3/R4,
nosst Kotoporo y GosbHbix B cocraBuiaa 20,0%,
y narmentoB ¢ XI' — 14,0%, B KOHTPOJIBHOI TpyII-
ne — 10,7%, (p>0,05). Cpean KOpPEHHBIX >KHUTEJEH
peaKuMH TeHoTHIamu Oblin ToMo3uroTbl R3/R3 u
R2/R2, a rakxe rereposurorbl R2/R4 WJI1Ra.
YcraHOBJIEHO, YTO IS XAKACOB XapaKTepHA HU3KAs
vacrora amiens R2 (2,6% — npu XT, 2,9% — B KOHT-
pozsie) u, Hao6opoT, BbicoKast noasa R4 (83,4% — npu
XT, 86,0% — npu B, 85,0% — B KoHTpOJE) —
TabJ. 4.

BbisiBieHHbIE HaMU OCOGEHHOCTH paclpeiesie-
HuS ajienbHbIX BapwaHToB reHa WJI18 y xakacoB
MOKAa3aJi, 4YTO HawmboJiee PaclpOCTPAHEHBI CPeIn
nux Bapuantel CC +3953 WJI1B (84,0%) u R4/R4
NJT1Ra (76%); OHM He XapaKTePU3YIOTCS BBICOKUM
YPOBHEM 3Kcmpeccuu. BeposiTHO, 3Ta 0COGEHHOCTDH
obecrieynBaeT MATKUN TPOBOCHANTUTENbHBIH 3 derT,
a CJIe[J0BaTeJbHO, U HU3KYIO [0 CPABHEHHIO C €BPO-
neouslamu  3a6oseBaeMocth SIB. B TO ke Bpems
NJIB aBasgercss OHUM W3 CAMBIX CUJIBHBIX CpeIu
M3BECTHBIX MHTMOUTOPOB KUCJIOTHOI NMPOAYKIIUU, YTO
JIOCTUTAETCS 32 CYET IIMTONATUYECKOTO BO3/EHCTBUS
Ha KJETKU JXEeJIy[Ka, B pe3yJbrare aTpoduu cJju-
3ucToil o6osoukn. Hambosee BbIpaskeHHBINH apdexT

Tabauua 4
Pacnpepenenne yacToT reHOTUNOB U amerer reHa VNTR MA1Ra y xakacos, %
Bosbubie
ITokasaremnnb 31101)?221?2%31{01){’1 X poHIYEeCKUIT S3BenHas
racrput (n=63) 6onesup (n=25)

Tenorumnsr 2,2 2,9 1,7 0
Tenorunsr 2/4 0 1,7 0
Tenortunsr 3/3 6,8 7,0 4,0
Tenoruns! 3/4 10,7 14,0 20,0
Tenoruns! 4,/4 79,6 75,4 76,0
Anenp 2 2,9 2,6 0
Annenp 3 12,1 14,0 14,0
Autens 4 85,0 83,4 86,0

“p<0,05 — AOCTOBEPHOCTD Pa3INYMil TOKa3aTeJell 1Mo CPaBHEHUIO €O 3A0POBbIME JoHOopamHu, ~ p<0,05 — ¢ 6onbHbMu XTI
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OTMEYAeTCsT TIPU IKCIPECCUU ITUTOKUHA B BBICOKUX
KOHIIEHTPAIUsIX.

OTMeuyeHo, 4TO y TIAIUEHTOB — MpeICTaBUTE el
KOPEHHOTO ¥ TIPUIIJIOTO HaceneHus: Pecmy6anku
Xakacusi PErucTpPUPYIOTCS Pa3JUYHbIe MOKA3aTesH
KUCJOTHOCTH B TeJsie KeJayaka. B 4acTHOCTH, y MOH-
TOJIOW/IOB TPOUCXOJUT HE TOJHKO 60Jiee 3HAUNTENb-
HO€ BBIJIeleHNe KUCAO0TBI, HO 1 3 (dEeKTUBHOE OlIleia-
YUBaHWE KUCJIOTO KEJYJOYHOTO COAEpPKUMOro [2].

Metaboin3M pa3IuYHBIX CyOCTPATOB, BO3JE-
CTBHE KOHBEHLIMOHHBIX (akTopoB pucka SIb (xype-
HHE, IIPUEM JIEKaPCTBEHHBIX CPEACTB), MeTaGo/m3M
MHTEPMEINATOPOB BOCHAJEHUsI, aCCOIMUPOBAHHDIX
C YJbIIEPOTEHE30M, COMNPSIKEHBI C  ONpeIeJeHHO
AKTUBHOCTBIO (PepMEHTOB GHOTpaHCcHOpMAIK KCEHO-
6uotukos (nmroxpoma P450) [9].

UccnenoBanue reHeTHyeckoro moauMopdusma
rera CYP2C19 681G->A (m1 — mamGosee BcTpeda-
omieficss Mo YacToTe MyTal[un) MOKAa3ajo, uTo TIpe-
00JTaIAI0IUM TEHOTUTIOM y XaKacoB ObLI JUKUN THUTT
wt/wt (GG 681 rera CYP2C19). ¥V 6Gompabix db
yacrora BcrpedaeMoctu wt/wt cocraBuaa 89,3%,
9T0 OBLIO JAOCTOBEPHO BBIIIE MO CPABHEHWIO C KOHT-
poaem (66,7%, p<0,05). Tereposurorsr wt/m1 (GA
681 rena CYP2C19) 6butn Boisienst y 10,7% 6onb-
Heix D m y 27,5% o6ciienoBaHHbIX KOHTPOJIBHOIL
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