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Pesrome. Helicobacter pylori-accoyuuposannvle 3a001e6anust (XPOHUYECKUL 2ACMpPum, ampo@uieckull 2a-
CIpUM) conposo’cOaromcs ouspezyiayueli npoyeccos KiemoyHot subenu. Hcciedosanu ypogenb CROHMAH-
HO20 U UHOYYUPOBAHHO20 NEPEKUCHIO B0O0OPOOA ANONMO3 TUMPOYUMO8 KPOBU V HAYUEHMO8 C AmpopuyecKum
2aCcmpumoM y XaxKacos u e6poneouos. Y CmanoeieHo, Ymo Hapsiody ¢ YBeIudeHUemM YPOGHs TUMPOYUmMos Kpo-
68U UHOEKC akxmugayuy anonmosa vl Hudice y nayuenmos ¢ Helicobacter pylori-ungexyueii npu cpagnenuu ¢
2pynnoti 300p08ulx 0OHOPOS. JanHblil (haxm AGALemcs CGUOCMENbCBOM YHCe UMEIOUEICS NPOANONmMomude-
cKOUl axmusayuu aumpoyumos kposu bonvuvix ¢ Helicobacter pylori-ungexyueti. Obcysxcoaemes ponv Hapy-
weHutl anonmo3sa 6 pe2ynsyuu ummynnozo omeema npu Helicobacter pylori-unguyuposanuu.
Knrouesvie cnosa: Helicobacter pylori; ampoguueckuil eacmpum, Xakacvl, anonmos; UMMYHHbLU OMEem,
aumghoyumat.

Ageeva E.S. ', Iptyshev V.M. "*, Saranchina Yu.V. ', Shtygasheva O.V. '

THE ROLE OF APOPTOSIS OF LYMPHOCYTES AT BLOOD IN DYSREGULATION
OF THE IMMUNE RESPONSE FROM PATIENTS WITH ATROPHIC GASTRITIS

Summary. Helicobacter pylori-associated diseases (chronic gastritis, atrophic gastritis) are accompanied
by dysregulation of cell death. Examined the level of spontaneous and induced by hydrogen peroxide apoptosis
blood lymphocytes in patients with atrophic gastritis among at the Khakas and the Caucasoids of the Republic of
Khakassia. Found that an increase in the activation of lymphocytes apoptosis index was lower in patients with
Helicobacter pylori-infection when compared with the group of healthy donors. This fact is the evidence already
available proapoptotic activation of blood lymphocytes from patients with Helicobacter pylori-infection. The role
of apoptosis in violations of the regulation of immune response in Helicobacter pylori-infection.
Key words: Helicobacter pylori; Atrophic Gastritis;, Khakas, Apoptosis, Immune response; Lymphocytes.

BBenenme. 3BecTHO, uTO MCX0 B3auMoAeicTBUs Makpoopranusma u Helicobacter pylori
(HP) Bo mMHOroM ompezensieTcsi COCTOSIHIEM MUMMYHHOW cUCTeMbl. OJHUM M3 MEXaHU3MOB JJIH-
tenbHOU nepcucteHiu HP sBnsercs uutonarnyeckuit 3¢pdekt B OTHOIMEHUH JTUM(OLUTOB U MO-
IpUKanys KIMMYHHOTO OTBETa MaKpOOpraHU3Ma.

[Ipu mpoBeneHUU 3MUAEMHOJIOTHYECKOTO HCCIEIOBAaHUS PACHpPOCTPAHEHHOCTU SI3BEHHOM
00JIe3HN Y KOPEHHBIX U NPULUIbIX kuTene Peciybnuku Xakacust ObUIO BBISBIEHO, YTO MPH BBICO-
kot naunmpoBanHoctd HP (95,4 % cpenu eBponeonnoB u 95,2 % cpenu xakacoB) MOKa3aTenu
3a00JIEBAEMOCTH CpeAM IPEACTaBUTEIEH pa3HbIX 3THUYECKUX MOMYISIUi pasznuuarorcs (8,1 u
4,5%, cooTBeTCTBEHHO) [5]. BpUIO MOKa3aHO, YTO pa3auyus B 3a00JI€BAEMOCTH Y XaKacOB M €BPO-
MIEOUI0B 3aKJIIOYAIOTCS B TeHETUYECKU-/IETEPMUHUPOBAHHbBIX Pa3INuUsiIX HMMYHHOTO oTBeTa [1-4].

Takum oOpazom, npeacrasienue o6 rddexrax HP, npuBomsamux k HeapHEKTUBHOCTH HIM-
MYHHUTETa, MOTYT OBITh KJIIOUEBBIMU B NMOHMMaHHM naTtoreHe3a HP-accoummpoBanHbix 3aboseBa-
HUM U CO3/IaHUU YCIIEITHOM CTPATEruy HANPaBICHHON IPOTUB KOJIOHU3ALMU TATOr€Ha U CHIXKEHUS
pHUCKa pa3BUTHUA 3a00J€BaHUL.

Leabio ucciaeqoBanus SBISUIACH OLEHKA allonTo3a JUMQPOLUTOB Nepudepruieckoil KpoBu
y €BPOIEOHI0B U MOHIOJIOUJIOB, NMPOKUBAIOLINX HA TEPPUTOPUN XaKacCUH, B YCIOBHIX XpOHHYE-
ckoil nepcuctenuuu HP.

Marepuan u Meroabl. O0cie0BaHHbII KOHTUHIEHT MPEACTaBICH ABYMS MOMYISILMUSIMHU:
XaKachl (MOHTOJIOM/bl WM KOPEHHBIE >KUTEIN) U OocTanbHble xurenu Pecnybmuku Xakacus. C
Y4€TOM TOr0, YTO BO BTOPOH Homyssuu 6osee 95 % cocTaBisuiu pyccKue, YKpauHIlbl U Oe0pychl,
MbI 0003HAUYMIIM €€ eBpoIieonIaMu (MK MpUILIIbIE XKUTeNn). bl o0cieqoBaHbl NAMEHTHI ¢ XPo-
HUYECKUM IOBEPXHOCTHBIM ractpuroM (60 eBporneounioB u 68 xakacoB) U aTpo(UUECKUM racTpu-
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ToM (49 eBponeousioB u 46 xakacoB). CpeqHuil Bo3pacT €BpONEOHNI0B cocTaBmi 43,6 roaa, MOHIO-
aounoB — 42,9 ner. B uccnenoBaHuy NMPHUHSUIM yYacTHE COMOCTaBUMOE KOJUYECTBO MYXYHMH U
XKEeHIIMH. ['pyrnmy KOHTpoJsl cocTaBUiIM 35 MPaKTUYECKU 3/I0POBBIX JOHOPOB, UMEIOUIUX OTpULIA-
TEJIbHBIE PE3ybTaThl UccienoBanuii Ha HP.

JlarHo3 XpoOHUYECKOI0 aTpoPHUUEcKOro U HeaTpoduyeckoro ractpura OblT BepupuIupo-
BaH MOCPEICTBOM OLIEHKH MOP(OIOrHUECKUX U3MEHEHUN CIIM3UCTOM 000JI0UKH XKely/lKa Ha OCHO-
Be Cunneiickoit cuctemsl [7]. HP auarnoctupoBanu npu momomu MOp@OIOTHIECKOTO U Ypea3Ho-
ro METOJIOB B CIM3UCTON obosouke xenynka. g onpenenenus HP B Guonrare u3 anTpanbHOTO
OTJIeNa JKeTyKa UCII0JIb30BaIM METO/1 NouMepasHo-1enHoi peakuuu (I1ILIP). Yposens cneundu-
yeckux Ig k HP B cbIBOpoTKE KpOBH OINpeAeisuid METOJA0OM TBEPA0(Pa3HOTO0 UMMYHOGEPMEHTHOTO
ananuza (UDA).

Jljis OLleHKH anonToTU4YecKol rudenu JIMMQPOUUTOB KPOBH KJIETKH BBIAEISUIM U3 renapuHu-
3UpOBAaHHOM BEHO3HOW KPOBH, KOHIIEHTPUPOBAIM B Ipaiu€HTE IUIOTHOCTH. JIuMdonuTapHblil KOH-
LEHTpAT EPEHOCHIN B pacTBOp XoHKca (63 nonos Ca > u Mg *") ¢ no6GasieHneM 2 % HHAKTHBH-
poBaHHOH ¢eTanbHO# Tensubel chiBOpoTkU U 0,02 M DJITA. )Ku3zHecrnocoOHOCTh KJIETOK OLIEHH-
BaJIM OKpalIMBAaHUEM TPUIIAHOBBIM CUHUM (0OBIYHO OHA cocTasiisiiia Oosee 97 %). M3onupoBanHble
KJIETKH OTMBIBATH M KYIbTHBHPOBATH B KoHIeHTpamuu 3x10° knerox/ma B cpexe RPMI 1640 ¢ L-
riyraMuaoM (SIGMA, UK) cogepxamum 10 % OTC n aHTUOMOTHKU. ANONTOTUYECKYIO THOEIb
TUM(OLIMTOB KPOBU OIICHMBAIN 4epe3 24 4 KyJIbTUBHUPOBAHUS C MCIIOJIb30BAaHHMEM MHKpPOCKOIA
«MICROS» (ABctpusi) npu yBenudeHuu 00bekTuB 100 x okymsap 10 (oxpammBaHue TeéMaTOKCH-
nuH-303uHOM). [ToacuuteiBanu He menee 200 kneTok. Kpurepusmu, XxapakTepu3yrOIMIMMHU aronTo3
In Vitro, SBJSUIMCH KapHOINATOJOTMYECKHE W IIUTONATOJOTMYECKHEe W3MEHEHUs (KOHAEHCAlus U
MapruHalus XpoMaTuHa, yMEHblIEHHEe 00beMa KIETKH, My3bIpYaToCTh U (parMeHTalus KIeToY-
HOTO s1pa). In vivo mporecc 3akaHYnBaeTcs (pparMeHTaueil KJIeTKu ¢ 00pa3oBaHUEM arlONTOTH-
yeckux Tenen. [Ipu HekpoTudeckol rudenu npeobaaaany mpouecchl «Ha0yXaHusy, KapruopeKcuca
Y KapUOJIM3HCa C TTOCIenyIonie (hepMEeHTaTUBHOM Jerpagaiueil Bcei KieTku [6].

Pe3ynbTarhl u3MepeHuil npeacrasieHsl B Bujae Menuansl (Me) 1 MHTEpKBapTUIBHOTO pas-
Maxa 25 u 75 mpouentuiiet (Q25 u Q75). Jlns npoBepku HOPMAIBLHOCTH paclpeAesieHusl moKa3a-
Tener ucnosib3oBam kputepuit Komvoroposa-CmuproBa ¢ momnpaBkout Jlmmmuedopcea. st mpo-
BEpPKU CTAaTUCTUYECKON 3HAUMMOCTH pa3Iuyuii MoKa3aTesiell B CPaBHUBAEMbBIX IpyIIax MCIOJIb30-
BaJIM HemapaMmeTrpuueckue kpurepun Buikokcona (W) st He3aBUCUMBIX BBIOOPOK M Buikokcona
(T) — nnst 3aBUCUMBIX BBIOOPOK. PaznuuMsi CUMTAIUCh JOCTOBEPHBIMH MPH YPOBHE 3HAYUMOCTHU
p<0,05. Kputnueckoe 3Haue€HUE YPOBHS 3HAUMMOCTH IPUHUMAIIOCH PaBHBIM 5 %o.

PesyabTaThl HcciieqoBanus U UX o0cysxkneHue. B pesynbrare uccienoBaHus ObUIO ycTa-
HOBJICHO, 4YTO a0COJIFOTHOE M OTHOCUTENIbHOE KOJINYECTBO JUMGPOoUUTOB y 00apHBIX XI' 1 AXT
BBIIIIE, TI0O CPABHEHHIO C TIOKA3aTEISIMH B TPYIIIE 30POBBIX JOHOPOB (Tabd. 1).

Tabmuma 1
Conepsxanne TUMQPOIMTOB KpOBH y marueHToB ¢ Helicobacter
pylori-acconuupoBaHHbIMH 3a00JI€BaHUSIMHU
EBponeounabl Xaxkacsl
Konuuecmeo numgouyumos Konuuecmeo numgpouyumos
I'pynnbi
Abconromnoe, Ommuocumenvrnoe, | Abconomuoe, | OmuocumenvHoe,
x10°/n % x10°/n %
310pOBbIC JOHOPHI 1,9 (1,8-2,2) 26,2 (20,3-27,9) | 2,1(1,7-2,3) | 25,5(21,0-29,0)
BoJbHbIE XPOHUYECKHM 2,9(2,1-3,5) | 39,5(36,2-43,3)" | 2,5(2,2-2,8)" | 46,1 (39,5-53,4)
racTPUTOM
BosnbHEBIe aTpOhHUecKIM 2,5(2,0-3,2) 34,5(28,4-42,3) ' | 3,0(2,4-42)" | 47,8 (34,2-57,1) '
XPOHHUYCCKUM IraCTPUTOM

1
Ilpumeuanue: n — KOTUYECTBO 00CIEIOBAaHHBIX ManmeHToB, — p<0,05 — cTaTucTHYeCcKas 3HAYUMOCTh Pa3-
JIUYHN, TIO CPAaBHEHHIO C MOKA3aTeNsIMHU y 3I0POBBIX IOHOPOB.
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[Ipu mpoBeneHNN CPaBHUTEIHLHOTO MEKIOMY/ISIIMOHHOTO aHaIu3a COJAEP)KAHUS KOJIMYECTBA
nuM@onnToB KpoBH y 001pHBIX XI' 1 AXI' cTaTUCTHYECKH 3HAYUMBIX PA3IU4Hil MKy XakacaMu U
€BPOIIEOHIaMU BBISIBJIEHO HE ObLIO.

B pesynbTaTe nccienoBanus anmonTOTHYECKON rudenu ObIO TTOKa3aHO, YTO YPOBEHb CIIOH-
TaHHOTO arnonTo3a JMMGPOUUTOB KpoBU y 001bHBIX XI' 1 AXI' ObL1 BbIIIE, IO CPABHEHUIO C TPYI-
OM 3/I0pOBBIX JOHOPOB (Tabu. 2). Takas 3aKOHOMEPHOCTh OblIa XapaKTepHa Kak JUIsl XaKacoB, TaK
u ans eBporneouoB. [lokazaTenu WHAYIUPOBAHHOIO ANONTO3a MPEBBIIIATN 3HAYEHUS] CIIOHTaHHO-
ro. B rpynnax XI' 1 AXI" uHayuupoBaHHbIN anonTo3 ObUT BBILIE, YEM B IpYIIE KOHTPOJIS. XOTS
pa3nuuus HE HOCWJIM CTaTUCTUYECKH 3HAUYMMOTO Xapakrepa. VckiroueHue cocTaBuUiIO 3HAUYEHUE
MHIYLIUPOBAHHOI'O aloIlTo3a B Ipymie eBponeon10B 601bHbIX X1 (Tadu. 2).

Tabnuna 2
[Toka3zarenu CIOHTAaHHOTO U UHAYLIMPOBAHHOTO MEPEKUCHIO0 BOJOPO/Ia arloNTo3a JIUM(OLUTOB
KpoBu y 601bHBIX Helicobacter pylori-accounnpoBanHbIMU 3a00J1€BaHUSIMU

EBponeounabl Xakacsl
I'pynnbi Anonmo3 numghouyumoe Kposu Anonmo3 numgpoyumos Kpoeu
Cnoumannoui | Huoyyuposannvui | Cnoumannvii | Huoyyupoeanmvlii

310pOBbBIE JJOHOPHI 18,2 31,7 16,2 27,2

(14,7-22,6) (24,5-35,8) 2 (11,4-18,7) (21,3-32,5) >
BonpHBIC XpOHUYECKUM 21,1 30,8 19,2 28,9
racTpPUTOM (17,1-25,0) (21,1-34,5) (18,8-25,3)" (24,6-32,7)°
BonbHbIe aTpoduueckum 27,3 36,4 24,8 34,6
XPOHMYECKUM TaCTPUTOM (24,1-29.8) ! (22,8-40,1) (19,8-29,2) ! (27,3-39,7)

Ipumeuanue: ' — p<0,05 — cTaTHCTHYECKAs! 3HAYNMOCTD PA3IMUMIA IPU CPABHEHHH TTOKA3aTeIeH CO 310po-

BBIMH JOHOpaMmu; - — p<0,05 — cTaTHCTHYECKas 3HAYNMOCTD PA3INUHMIl IPU CPABHEHHH MOKA3aTENeH CIIOH-
TaHHOTO ¥ WHIYIIUPOBAHHOTO aIoITo3a.

JlJis OLIEHKU CTENEHU MPUPOCTa WHAYLIUPOBAHHOTO aronTo3a HaMH ObLJ pacCUMTaH aroIlTo-
Tryeckuil uuaekc (AW — oTHOIIEHHE CIIOHTAHHOIO M WHIYLHUPOBAHHOIO aloNTO3a, BHIPAKEHHOE B
%). IIpu XI" AU cocraBun y eBponieonio — 45,9 %, y xakacos — 55,4 %, (p<0,05). IIpu AXI" y eB-
porieonioB — 33,3 %, y xakacoB — 39,5 %. Y 310poBbIx 10HOPOB AV HE UMeN TOCTOBEPHBIX OTIUIUMA
y €BpOIIEOHIOB, IO cpaBHEHUIO ¢ Xxakacamu (74,0 u 67,9 %, COOTBETCTBEHHO).

Cootnomenne AU B rpynne nmanueHToB ¢ XI' 1 AXI' OTHOCUTENTBEHO KOHTPOJISL, CBUIETENb-
CTBYET O HAJIWYUM MPOANONTOTHYECKOW aKTHUBAIMU JUMQPOLMUTOB KpoBU Yy mnanueHTtoB ¢ HP-
uHpekuuei. BeposTHo, uto auddepeHnnanuo OTHOMIEHUS anonTo3/mpoyndepanus TMMOOIUTOB
kpoBu y nanueHToB ¢ XI' 1 AXI" MOKHO OOBSICHUTH reTeporeHHocTh cyoTunos HP.

Psan paGot neMOHCTPUPYIOT YBEIUUYEHHUE PUCKA Pa3BUTHS aTpOPUUECKOro racTpuTa U paka
xenynka y narmentoB ¢ CagA HP [9, 16].

N3yuenune pacnpenenenus renotunoB HP y eBpomeonsoB mokaszano, 4yTto cagA mITaMMBbI
BcTpevanuch y manueHToB ¢ X1 (78,3 %) u 6onbubix AXI (83,7 %). YV xakacoB cagA mrammbr HP
PErHCTPHPOBAIINCH CTATHCTHYECKH 3HAUMMO peke y 36,8 % (3°=36,2; p<0,05) Gombubix XI' u 43,5
% (*=34,5; p<0,05) AXT. VacA mrammsI Berpedanucs y 100,0 % Gomprbix XI' 1 97,9 % marueH-
ToB ¢ AXI'. Cpenu xakacoB VacA mrammbl HP BcTpedanuchk BCTpedaiuch pexe 4yeM y eBpoIeou-
108 (mmpu XTI — 92,6 %, %’=8,3; p<0,05, mpur AXT — 86,9 %, x°=8,7; p<0,05).

Bnusinue HP Ha xnerouHyto rubenb J0CTaTOYHO pa3HOOOPA3HO U CBSI3aHO KAaK C MHIYKIH-
el, Tak U ¢ uHrudupoBanueM anomnrosa [10, 12, 15, 19]. U3BectHo, uTo VacA+ HP B3aumoneiicT-
BYET C IMMYHHOM CHUCTEMOM, B TOM YHCJIE U 32 CUET MOAYJISILIMM alloNTO3a SMUTEIHATBHBIX U UM-
MYHHBIX KJIE€TOK (303uHO(MI0B, Makpodaros u T-mumdouurton) [13, 17, 20]. [Ipuuem natorenHoe
BiusiHue VacA+ HP Ha JI€HKOLUTHI 10 MHEHUIO HEKOTOPBIX aBTOPOB, MO 3HAYMMOCTH rOpas3jio
BbIIIIE, YeM NaTOreHHbIN 3 (eKT B OTHOLIEHUH AIUTennouuToB [18]. Cunraercs, 4To qake HU3KUE
KoHUeHTpaimu VacA+ HP sBistorcss noctatounsimMu i HP-3aBrucMMOTO yBEeNMYeHUsT anmomnTo3a
KiIetoxk [8, 14, 17].
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CagA-mTaMMBbl BBI3BIBAIOT «OKUCIUTEILHBIA B3pBIB» B (DarolUTapHBIX KJIETKAX, OKa3bIBa-

IOT HEMPSIMOE IIUTOTOKCUYECKOE JICHCTBHE HA KIIETKH CIM3UCTON 00O0JIOUKH HKETMYyAKa, YCUITHBAIOT

Fas-omocpenoBanHbIii arnomnTo3, CIOCOOCTBYIOT JAETpajalldiyd MOJIEKYJIbl pS53, BOBIICYEHBI B MeXa-

HU3MBI T-kiteTouHoi perymnsiuu. OgHako HanOosiee 3HAUUMBIM d(pdexrtom Oenka CagA siBisieTcs

€ro KaHIlep-aCCOLMUPOBAHHAs AKTUBHOCTD. /laHHBIN )eHOMEH 3aKirodaercs B ToM, uto Oenok Ca-

gA MoaynupyeT cBoi cOOCTBEHHBIN MTPOANoONTOreHHbIN curnai [11].

3akimouenue. Takum o6pazom, marorene3 Helicobacter pylori-accommupoBanHubix 3a00s1e-

BaHUU SABIIIETCS pe3yabTUpYIOLIEH B3aumozeicTBus makpoopranusma u Helicobacter pylori. O0-

Hapy)KEHHbIE 3aKOHOMEPHOCTH YCWJIEHHUS mpoiudepannu TUMQPOIUTOB HApsAy C aKTHBAIHEH

arorTo3a BHOCSAT 3HAYMUTENBHBIA BKJIA] B (DOPMUPOBAHHE HECOCTOSTEILHOCTH MMMYHHUTETA. BbI-

PaKEHHOCTh UMMYHHOTO OTBETa BO3pACTaeT C YBEIMYCHHEM aKTUBHOCTH BOCHAIUTEIHHOTO IpO-

[ecca y MalueHTOB C XPOHHYECKHUM aTpo(PuyecKuM W HEaTpO(PHUECKUM TaCTPUTOM, TaK Kak

YMEHBIICHHE KOJIHMYECTBA HMMMYHHBIX KJIETOK COTIPSDKEHO C M3MEHEHUSIMH COOTHOIIEHHS CyOnoIy-

JSAAA TAMQPOLIUTOB | SIBIISICTCSI OJJHAM W3 TIPOSIBIICHUH HApYIICHUS WMMYHOpPEaKTHBHOCTH. [Ipu

00CIIeZIOBaHUM JIBYX HOIYJSIIMOHHBIX TPYNN (XaKacoB M €BPOIEOUIIOB) MBI MOJYYHIM OJHOHA-

MpaBJICHHBIE U3MEHEHHsI COOTHOIICHUS Mpomdepannuy u anonros3a. B To e Bpems mporecc Obu1

0oJiee BBRIpAKEH Y XaKacoB, 10 CPABHEHHUIO C €BpoIleonIaMi. BeposTHO, 9TO MMEHHO TeHETHYECKHE

pasznuuus Helicobacter pylori siBisitorcs oHOM U3 npuUYHH OO0JIbLIEH paclpOCTPaHEHHOCTH U BbI-

PaKEHHOCTH aTpO(UIECKOTO raCTPUTA y EBPOIICOUIOB, TI0 CPABHEHHIO C XaKaCaMH.
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