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Oyenka pucka 603HUKHOBEHUS UHpeKyull, 8bi3bleaeMblx spamompuyamensvrou baxmepuei Helicobacter pylori, sens-
emcs aKmyanivHou npobaemotl 071 30pa80OXPAHEHUs. 8 C6A3U C WUPOMOU PACHPOCMPAHEeHUs 8030youmens, 0OUUPHBIM
CNeKmMpOM 8bi3bI8AEMbIX NAMONO2UL, BKIIOUAOWUM 310KAUECIMBEHHbIE HOBO0OPA30BAHUA HCEYOOUHO-KUUEYHO20 MPAKMA.
Boszbyoumens cknonen Kk OnumenbHOMY, XPOHUHECKOMY REPCUCTIUPOBAHUIO, HECMOMPS HA €20 KXPYNKOCMb» U GbICOKYIO mpe-
bosamenvbHOCMb K YCA0BUAM KyTbmusuposanus. IIpobiema nepcucmenyuy npu dmom npeocmagisiem ocobeHHwiil unmepec
6 c6s3uU ¢ Haauuuem dannwix o cnocobnocmu Helicobacter pylori usmensms npomexanue ummynnozo omeema y unguyupo-
BAHHBIX UY 6 CMOPOHY OAZONPUAMHBIX Ol CeOsi CYNPECCUBHbIX, Pe2YNAMOPHBIX (YOPM UMMYHHBIX PeaKkyuil KaK Ha YPosHe
JHcenyOKa, Mak U Ha YPOosHe 6Ce20 opeanuzma 6 yeiom. Lleav pabomer Cocmosaa 6 oyenke cnocoonocmu Helicobacter pylori
cmumynuposams oupgepenyuposxy T-pecynasmopuvix CD4A+CD25+FoxXP3+kiemok uenoeéeka — 0CHOSHbIX Meduamopos
pe2yiayuU UMMYHHO20 OMBEMa — 8 YCA0BUAX NPAMO20 KOHMAKma mexcoy baxmepuamu u T-knemxamu, 6e3 yuacmus Haubo-
Jlee npoghecCcUOHANbHBIX AHMULEHNPe3eHMUPYIoWUX Kiemox. Obvekmamu Uccie008anus AGIANUCH KAUHUYECKUe U30TAMbl
Helicobacter pylori u obpasyst T-num¢poyumos auy, ne umeswux ¢ anamuese Helicobacter pylori-ungexyuu, coesmecmno
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KyIbmusupyemvie 6 ycrosusx in Vitro. Hamenenue cooepoicanus T-pecyissmopnuix KIemoK OyeHusanu yumoguioopomempu-
yecku. Yemanoeneno, umo npu 18-uacoeom coxynemusuposanuu T-numgpoyumos u Helicobacter pylori ¢ coomnowenusx om
1: 10 00 1: 50 ¢ xyremypax nogviuwaemcsi cooepcanue T-pezynsimophvix kiemok 6 cpeonem ¢ 2,12 pasa. Jannoviii s¢pghexm
He mpeQyem HAIUYUs 6 KYIbmype OeHOPUMHbIX KIeMOK U, NO-8UOUMOMYy, 3ampazusaem T-mumpoyumol, UCXOOHO KOMMUMU-
posannvie 8 cgoem pazgumuu 8 cmopony T-pezynamopnuix knemox. Taxdice, no MHEHUIO a8mMopos, euusHue Ha Jugdepenyu-
poeky T-peayisimophulx kKiemok seisiemces cneyuguueckum ceoticmeom Helicobacter pylori.

Kniouesnie cnosa: Helicobacter pylori, rumpoyumel, T-pecyramopuvie kiemxu, OughgpepeHyuposra, KoCmumyaisyus,
anmumend, npoMoUHAs YuMo@hrioopoMempusi, Kiemoumnvle KyJibmypbl.

Helicobacter pylori (H. pylori) npencrasnsier
€000 rpaMHEraTHBHYIO W30THYTYIO MAJIOYKY, W3-
OupaTenbHO KOJIOHU3MPYIOIIYIO CIH3UCTYIO JKe-
ayaka u aBenanuarunepctaoi kumku (1K) ue-
noBeka. Ha texymmit Mmoment H. pylori cunraercs
ATHOJOTUYECKHM areHTOM OCTPBIX M XPOHHYECKUX
(dopM TacTpuTa, BEAYIIUM dTHOIATOTCHETHUECKUM
(akTOpOoM S3BEHHOH OOJE3HM >KENMyaKa U JBEHa-
MIATHIIEPCTHON KWIIKH, KapuuwHoMbl u MALT-
mumbombl xenyaka [1, 10]. st ycnenrHoi koso-
HU3auuK ciau3uctoit skemynaka u JIIK H. pylori
JIOJDKEH TIPEOI0NIETh MHOKECTBEHHBIE MEXaHH3MbI
BPOXKJIEHHOM W aJalTUBHOM MMMYHHOH CHCTEMBI
opraHu3Ma XO03sSWHa, BKIIOYAIONINE OCTPYIO Hew-
TPOOUIBHYIO M JTUM(POLUTAPHYIO HH(UIBTPALHIO
30HBI TIOPAXKEHUS, MPOXYKIUIO CIEIH()UIHBIX
k Oakrepun IgM u IgA [2]. Onnako, HecMOTps Ha
pa3BUTHE MMMyHHOro otBera, H. pylori moxer
YCIICIITHO TIEPCHUCTUPOBATh B KEITyAKE B TCUCHHUE
necsituiertuii [8].

OmHuM U3 MEXaHU3MOB, OJArONPUATCTBYIO-
MIUX JUIMTEIBHOMY coxpaHenuro H. pylori B opra-
HHU3ME XO3SMHA, HECOMHEHHO, SIBISIETCS IOBBIIIE-
Hue conepxanuss CD4+CD25+FoxP3+ T-perys-
TOPHBIX KIIETOK, HAaOJI0laeMoe, Kak MUHUMYM, Ha
HO3AHHUX cTaausax uHouimposanus [9]. T-peryms-
topHubie kietku (T-per) mpeacTaBisiroT co0oit crie-
oUanu3upoBanHyto cyonomymsaauio CD4+ T-num-
(OoIMTOB, CIIOCOOHYTO MOIABIISTH AKTHBHOCTB IPYTHX
THIIOB JIMM(OHIHBIX KJIETOK W JHOO IMpenoTBpa-
1IaTh, TUO0 CHHXKATh MHTEHCUBHOCTH BPOXK/IEHHO-
ro M aJIallTUBHOTO UMMYHHOTO oTBeTa. OCHOBHOU
¢dbm3uomornyeckoil ponpto T-per sBIsAETCS TOA-
nepxxanue nepudepudeckoi TogepantHoctH [12],
OTCYTCTBHE WJIM HEAOCTaTOYHOCTb T-per BemyT
K Pa3BUTHIO TSDKENBIX MATOJIOTHH ayTOMMMYHHOTO
npoucxoxaenust [11]. B To ke BpeMsi H3BECTHO,
49T0 M30BITOYHOE neiicTBue T-per moxker Onaro-
NpUATCTBOBaTh KaK HMH(EKIMOHHOMY TIpoLeccy,
TaK ¥ mporpeccuu omyxodeii [13, 16].

Mexanusm, ¢ nomolnsio kotoporo H. pylori
WHAYLHPYET MOBbIIeHHE yncia T-per, 70 cux mop
TOYHO HE OIpEe/eNeH, HECMOTpPS Ha TO YTO MOKa3a-
HO UMMYHOPETYJISITOpHOE AeiicTtBue T-per, MHIy-
IUPYEMBIX XENTMKOOaKTepro30oM. Tak, B YaCTHOCTH,
M3BECTHO, YTO Y IKCIIEPUMEHTAIBHBIX KUBOTHBIX,
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nopaxeHHbix H. pylori, nerde mpotekaroT sKcnepu-
MEHTaJIbHbIE ayTOMMMYHHBIC 3a0oieBanus [5, 15].
[TonpiTka BOCIpPOM3BECTH TIeHepauuto T-peryns-
TOPHBIX KJIETOK C TIOMOIIbIO Hambojee oxapakrte-
PU30BaHHON MOJENTU WHAYKIIMA UMMYHHBIX PEak-
i (aktuBanuu T-TUMQOIMTOB CTUMYJIUPOBAH-
HBIM XEJTMKOOAKTEPOM JAEHAPUTHBIMU KIETKAMM)
MPUBOJIMIIA K TIPOTHBOPEYUBBIM, pa3HOHAIPABIICH-
HBIM pe3ynbTaTaM. [Ipomcxoamna WHIYKIHS Kak
T-per, tak u T-xemmepo 1-ro m 17-ro THmoB —
AKTHBHBIX CTUMYJIAITOPOB HMMYHHOTO oTBeTa [14].
Bosnee Toro, ecnu B 3KCIepUMEHTE OJJHOBPEMEHHO
NETEeKTHPOBAIUCH CABUTH MMMYHHOTO OTBETa Kak
B CTOPOHY HHTHOUpYOMUX T-per, Tak U B CTOPOHY
ctumynupyomux T-xennepos 1-ro u 17-ro THUIOB,
TO KaK WCXOIHBIE, TaK M COBPEMEHHBIE PabOTHI
OTMEYaIM CMEIIaHHBIH UMMYHHBIH OTBET, Oc3 3Ha-
YUTENEHOTO NPEBATUPOBAHUS KaKOH-TM00 13 CTOPOH
[7, 8]. Tlo HamleMy MHEHHIO, UMEIOIIHECS JaHHbIC
CBUJICTENLCTBYIOT O HAJMYWH JIOTIOJHUTENHHBIX Me-
XaHU3MOB, YNPABISAIOMNX IUPPEpEeHIIUPOBKOMA
T-per. TakoBbIMH MEXaHU3MAaMH MOTYT OBITh JTUOO
YCIIOBUSI MUKPOOKPY>KEHHUS JKEITyJKa, TH00 Hero-
Cpe/ICTBEHHOE TpsIMOE JIeHCTBHE Ha JTUMQOIUTHI
caMoro Bo30yIuTensi, CIIOCOOHOTO0 BXOAUTH C HU-
MH B KOHTaKT B YCJOBUSAX CIM3UCTOH. [mmoresa
MPSIMOT0 KOHTAKTHOI'O JCHCTBUS IPU 3TOM SIBJIS-
eTcs Hauboliee JIErKO MPOBEPSEMON M HMMEIOLIEH
OTpaHWYEHHOE JKCIIEPUMEHTAIHHOE TOITBEpPIKIEC-
uue [3, 4, 6].

eanio Hamneil padoThl cTaja OIeHKAa HaJu-
Yusi U CTENICHH BhIpakeHHOCTH BiussHus H. pylori
Ha nuddepeHnnpoBKy T-per B yCIOBUSAX MPSIMOTO
KOHTakTa Mexay OakrtepusMu u T-kieTkamu,
a Takke 0e3 yJyacTus JIESHAPUTHBIX KIETOK — Hau-
0oyiee aKTHBHBIX aHTHUTEHIPE3CHTHUPYIOMINX KIle-
TOK UMMYHHOM CHCTEMBI.

Marepuannsl u Meroabl. O0bEeKTaMU HC-
CIeJIOBAaHUS CIYXKUIU 00paslbl IEIbHOW Tepu-
(hepuyeckoil KPOBHU JIUIl — MAI[HEHTOB TaCTPOIH-
Teposorudeckoro npoduis (N = 6), He UMEBIINX
B aHaMHE3€ M 10 JaHHBIM OOBEKTUBHBIX METOJIOB
uccnenoanus H. pylori-undexmun, a Takke Kiu-
HU4Yeckue u3oiaTel H. pylori, monyyenusie B xoze
nmuarnoctuieckux OI'C. Kposs 3a0upanack B 00b-
eme 8-9 M1, OTHOKpATHO, B BaKyyMHBIE IPOOHPKH,



Bnusuue Helicobacter pylori na nuddeperunposky T-perynsTOpHbIX KIETOK

conepxkarue remapun Hatpusi (Vacuette, T'epma-
uust). [IpoOs1 Opannce B paboOTy He IMO3JHEE YeM
yepe3 2 yaca mociie 3abopa. M3 mpo6 kpoBu mpo-
W3BOJIMIIOCH BBIJICIICHIEC MOHOHYKJICAPHBIX KJICTOK
nepudepuueckoir kposu (MHIIK) myrem meHTpu-
¢yrupoBanust (45 mun, 1500 06./mMuH) Ha rpamu-
eute IuIoTHOCTH «[Imakomt-1077» («dmaDm»,
Poccus). Ionyuenunsre MHIIK metomom anresnu
Ha racTuke (2 yvaca) pasieisuld Ha aare3uBHYIO
MOHOIIUTAPHYIO U HEAAre3UBHYH JTUMQOLHUTAp-
HyI0 ¢pakiud. B magpHeimei paboTe HCIIONB30-
Bajiach TOJBKO (pakius numdoruros. H. pylori
BBIJICISUIA M3 OMOIICUIHOTO MaTepuaa, MOJy4eH-
HoTro npu auarHoctTuueckux OI'C U3 aHTpanbHOro
OTJeNia U Tella XKeNyJKa OT MAIUSHTOB C TOJI0XKH-
TEJNBHBIM ypea3HbIM TeCTOM. Marepuai MeXxaHude-
CKH M3MEJbUANICSA U BBICEBAJICS HA KOTYMOWHCKUI
arap (Becton Dickinson, CIIIA) ¢ mo0aBieHuem
10%-nHo¥ nerOPHHU3UPOBAHHOM JTOHOPCKOH KpO-
B, a TaK)KE aHTUOWMOTHKOB JUIs MOJABJICHUS POCTa
cropoHHel Mukpoduopsl U rpudoB (10 mkr/n BaH-
KOMHMIIMHA, 5 Mr/I TpumeTomnpuma, 2 Mr/a HHCTa-
THHa, Bce — Teva, Mspawns). KynbTuBHpOBaHUE
NPOM3BOJMIN B MHKPOAdPO(PHIBHBIX YCIOBHSX,
npu 37 °C, B TeueHue 7 cyToK. MmeHTH(DHKAIMIO
XEJIMKOOaKTepa OCYIISCTBIISIM HAa OCHOBaHHUHU
KYJIBTYPATBHBIX ¥ MOP(OTOTHIECKUX MPU3HAKOR.
Jns onenku Bnusiaus H. pylori va nuddepennm-
POBKY IHM(OIMTOB B CTOPOHY T-perynsiTopHBIX
KJICTOK MPOU3BOWIOCH COKYJIBTUBUPOBAHUE JIMM-
(OLUTOB ¢ Pa3NMUYHBIMU KOHICHTPAIUAMU OaKTe-
puii (MCIIOIB30BATHCH COOTHOIICHUSI JTUMQOIMTOB
k H. pylori xak 1:10, 1:20, 1:50) B Teuyenue 18 yacos
B ycnoBusix: 5% CO,, 37°C, cpena RPMI-1640
(Gibco, CIITA) ¢ mobasnenuem 10%-Hoit >MOpHO-
HaAIBHON Tensubeil ceiBopoTkd u 0,3 r/m L-rmyra-
muHa («[Tamdko», Poccus). Yacth numQoinuToB
COKYJIbTUBHPOBATACh C OAKTEPHSIMU B TPHUCYTCT-
BUU JIOTIOJTHUTEILHBIX CTHMYIISITOPOB — MOHOKJIO-
HAJIBHBIX aHTHTEN K Mojekyne CD3 (1 mkr/mi,
eBioscience, CIIIA), wmu cmecu anturen Kk CD3
u CD28 (1 mkr/mn, eBioscience, CIIIA u 3 mkr/mi,
Beckman Coulter, ®panrus). HeraTuBHbIMH KOH-
TPOJIAMHU JIJISI BCEX BAPHAHTOB KYJIBTYP CIYKHIU
aumbornutel 6e3 nodasnenus H. pylori. Jlomoanu-
TEJILHBIM KOHTPOJIEM SIBJISUTHCH JIMM(OIUTHI, KYJIb-
tuBupyembie ¢ E. coli B coorHomenun 1:50, kak
B OTCYTCTBHH, TaK U B MPUCYTCTBUH aHTHTEN. [0
ncredeHnd 18 4acoB B KyJbTypax LUTOMIOOPO-
METPUYECKH OLICHUBAIOCH CoJiepkaHue T-peryis-
TOPHBIX JTUMQOIMTOB KaK KJICTOK (EHOTHIIA
CD4+CD25+FoxP3+. Jlns okpaiivBaHHus yKa3aH-
HBIX MapKepoB mNpuMeHsnch anturena k CD4,
MmeueHnble FITC, anturena k CD25, meueHHble

APC, anturena x FOXP3, meuennsie PE, Bce — mpo-
usBozcTBa eBioscience, CIITA. TlepmeabuiIn3aIiuio
MeMmOpaH, HeoOxomumyro ans medeHus: FOXP3,
npousBoauan Habopom «Foxp3 / Transcription
Factor Staining Buffer Set» (eBioscience, CIIIA)
COTJIACHO MHCTPYKIHMSM TPOU3BOIUTENS. AHau3
ocyuiecTBIsUH Ha murodaroopumerpe FacsCalibur
(Beckton Dickinson, CIITA). [Inst cTaTHCTHYECKOM
00pabOTKM JAaHHBIX HCIIONB30BAJICS KPUTEPUit
Hrromena—Keiinca.

PesyabTatel M ux oOcy:xneHue. [laHHble
onenku Biausuus H. pylori Ha muddepeHnnpoBKy
JUMQOIIMTOB B CTOPOHY T-per mpH OTCYTCTBUH
B KyJbTYpax JICHIPUTHBIX KJIETOK MPEICTABIICHBI
Ha puc. 1 u 2. Kak MOXHO BUICTh, H00aBICHUE
H. pylori k xyabType T-KiI€TOK IPHBOAMIO K JIOC-
TOBEPHOMY TOBBIIICHUIO YHUCla T-peryasaTOPHBIX
CD4+CD25+FoxP3+ kmerok uepe3 18 uacos co-
BMECTHOTO KyJbTHBHUpPOBaHHs (CpelHee coaeprka-
Hue T-per B KylIbTypax 0e3 CTUMYJSIIMU OakTe-
pusimu cocraBisuio 6,01 = 0,72 % ot Bcex CD4+
KJIETOK, mpu nobasnennu H. pylori B coorHomre-
Huu 1:10 coxepxanue T-per yBequ4MBajioch J0
15,04 + 1,97 %, p<0,01).

ConeprxaHuie KIETOK B KyJIbTypax ¢ COOTHOIIIE-
HreM smuMponutoB k Gakrepusm 1:20 n 1:50 taxoke
OBUJIO JOCTOBEPHO BBIIIE KOHTPOJBHBIX 3HAYCHUI
HECTUMYJIUPOBaHHBIX JuMporwmToB (12,7 + 1,53 %
mwia 1:20 u 10,42 + 1,97 % ma 1:50, otimuue ot
KOHTpOJIs ocToBepHO, P<0,01).

B TO e Bpems, Kak MOKHO BHUJCTh, B PSIy
COOTHOIIICHHWH HaOIIofaiach TEHACHITNSA K obOpar-
HOW Jno30Boi 3aBucuMocTH. CooTHomenue 1:10
MOKa3aa0 HauOONBIIMKA TPUPOCT COACPIKAHHUS
T-per, KOTOpbIA MOHIXKAJICSI TPU YBEIUYECHUU
gucima OakTepuid B KynbTypax. OmHako maHHAS
TEHJIEHIIUS OCTajach CTaTUCTUYECKU HEAOCTOBEP-
Ho. TakuM 00pa3oM, MOJyYCHHBIC JAHHBIC CBU-
JIETEIBCTBYIOT O Hanwuuu fAeicteus H. pylori nHa
oTBevamomue T-TUMQOLUUTH, HE 3aBHUCHMO OT
NPUCYTCTBHUS B KyJbType Hambonee mnpodeccHo-
HAJTLHBIX aHTUTCHIPE3CHTUPYIOIUX KIETOK — JCH-
JPUTHBIX, |, TI0 HAIIEMY MHEHHIO, OTTOCPEIyEeMbIX
NPSMBbIM KOHTAKTOM MEXIy OaKTEepUsSIMH U OTBe-
yaromumu T-nmumbponutamu. B To xe Bpems B 1aH-
HBIX YCJIOBUSIX SKCIIEPUMEHTA HE UCKIIIOYEHA POJIh
MPUCYTCTBYIOIIMX B KyJIbTypax B-mumdoruros,
TaKXKe UMCIONIUX aHTUTCHIPE3CHTUPYIONIUE CBOM-
cTBa. JIs MCKIIOYEHUS UX BIMSHUS B JaJbHEH-
nieM OyAyT Tpou3BelCHBI paboThl ¢ Jeryenueit
B-xiteroxk.

Jlnst TIpOBEpKH 3HAYMMOCTH KOCTHMYJISITUH
HamMH OBLIM TIOCTaBJICHBI JOTIOJHHUTENILHBIC Bapu-
AHTBI KYJIBTYp C IPUMEHEHUEM He TOJIBKO OaKTepuii,
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Puc. 1. H. pylori mossrmaer conepxanue T-peryisaTOPHBIX KJIETOK MPH MPSIMOM COKYJIbTHUBUPOBAHUU

¢ TUM(OLUTAMH: @ — 6 — JAHHBIE PEMPE3EHTATUBHOTO IKCIIEPUMEHTA, ColepKaHue T-peryisaTopHbIX

KJIETOK B KOHTPOJbHBIX KyJbTypax 0e3 H. pylori (a — pacmpenesnenue KiIeTok o CBETOPACCEUBAHHUIO,
6 — soigenenne CD4+CD25+ kinetok, ¢ — Beiienenne FOXP3+ T-peryisTopHBIX KIIETOK, OlleHHBAe-

Mast TIOTYJISINS HaXOJUTCS B BEPXHEM TIPABOM KBAJIPAHTE); & — ¢ — JaHHbIE PEIPE3CHTATHBHOTO HKC-
MEPUMEHTA, cojiepkanue T-peryIITOPHBIX KIETOK B KyJIbTYpax, pociux B mpucyTcTsun H. pylori
(2 — pacnpenienieHre KIIETOK 110 CBETOPACCEMBAHUIO, O — Beiaeaenne CD4+CD25+ kieTok, e — Bbljie-
nenue FOXP3+ T-perynasTopHbIX KIETOK, OlleHHBaeMast MOMYJISLUS HAaXOUTCS B BEPXHEM MPABOM

kBajipanTe). OlieHMBaeMble MAPKEPhl U PETHCTPUPYEMBIC TTAPAMETPBI YKa3aHbI IO OCSIM, IPOIICHTHOE

COOTHOIIICHUE KIICTOK — B yIJIaX KBaJIPAHTOB
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Puc. 2. Bnustnue H. pylory Ha nuddepeHuupoBky
T-perynsaTopHsIX KIeTOK. BapuanTsl cTUMysIIUK
0003Ha4YeHbI o1 AuarpamMmoit. Koaropons — mumdo-
IUTHI 0e3 J0OaBICHHS OAKTEPHA U aHTUTET,

* TOCTOBEPHBIC OTIUYHUSA OT KOHTPOJILHOM

KynbTypHl, p<0,01

HO W cTuMynupyoomux anturena k CD3 u CD28,
MPEIOCTABISAIONNX T-KJIeTKaM CHUTHaJI, TTOA00HbBIH
crumyisiin ot ATIK. JlaHHBIe aHanmM3a KyJIbTYp
¢ mobaBJIecHHEM aHTUTENl TaKKe TNPUBEICHBI Ha
puc. 2. Kak MOXHO BHIETH, CTUMYJISIMS aHTHTE-
JaMy cpasy MPHUBOAMIA K TMOSBICHHUIO B KYJBType
JIOCTAaTOYHO BBICOKHMX YpOBHEU comepkanus T-per
(14,0 £ 1,29 % T-per mis KyJIbTyp ¢ H00aBIEHUEM
toneko CD3 6e3 H. pylori, 16,54 + 2,13 % ns
KyJIeTyp ¢ mobasinenuem cmecu CD3 u CD28 —
MojieTh OoJiee TIOTHOW CTUMYIISIIIUH, OIIATH JKe 0e3
nobasnenuss H. pylori). BeeneHue B KyJnbTypsl
H. pylori He npuBOAMIO K YBETHUYCHHUIO COJEpIKa-
uust T-per (mst kynetyp ¢ CD3 conepxanue T-per
coctaBmsuio 11,25 + 1,06 % niast COOTHOIICHHUS
1:10, 10,04 + 1,14 — ngna coorHomenus 1:20,
10,28 + 1,54 % — s cootHorenus 1:50, mocroep-
HBIX OTIHYnii oT KyneTypsl ¢ CD3 6e3 H. pylori mer;
Uit KyaeTyp co cmechio CD3 u CD28 conepxanue
T-per 16,93 = 3,74 % s coorHomenus 1:10,
13,95 + 2,13 % — st coornomrenus 1:20, 12,82 +
* 1,28 % — nns coorHomrenus 1:50, mocToBepHBIX
OTJIMYMHA OT KyJIbTypbl co cMecbio CD3+CD28 6e3
H. pylori mer). Kak u B ciydae ¢ KyJIbTypamy,
CTHMYJIUPOBaHHBEIMU TOJIBKO H. pylori, mabmrona-
Jach TEHACHIMS K OOpaTHOM T030BOI 3aBHCHMO-
CTH MEXIy J030H MUKpoOa B KyJbType M COJIEp-
>kaHuem T-per.

Bce 3nauenus comepkanus T-per B KyJbTy-
pax ¢ CD3 u CD3+CD28 nocToBepHO OTINYAIHCH
oT cojepkanusi T-per B KyJNbTypax JTUMQOIMTOB

0e3 anturen u H. pylori (p<0,01) u He OTIUYATHCE
OT KyJBTYp, CTEMYJIHpoBaHHBIX H. pylori 6e3 am-
tuten. Takum obpasom, H. pylori crumymupyer
I epeHInpoBKy TMMEGOLUTOB B CTOpOoHY T-per
Ha YpoBHE akTWBaluu aHTuTenamu. OTCyTCTBHUE
NOBBIIICHHS YKcia T-per B KyJdbTypax, CTUMYJIHU-
pOBaHHBIX O HOBpeMeHHO H. pylori u antuTenamy,
MO-BUJIMMOMY, OOBSCHSCTCS  MOJUKIOHATIHHBIM
XapakTepoM aKTHBUPYIOLICTO JCHUCTBUS aHTUTEIN,
KOTOpble BbI3BaIM AuddepeHupoBky Bcex CD4+
T-KIETOK, MCXOJHO HWMEBIIMX KOMMHTHPOBAaHHUEC
K pa3BUTHIO B CTOPOHY T-per.

Jlnst mpoBepkH  CeU(UYHOCTH JICHCTBUS
H. pylori Hamu TPUMEHSIIUCH KYJIBTYpBI JUMQO-
[IUTOB, CTUMYJHPOBaHHBIE JPYTHMM MHKPOOpTa-
HU3MOM, OOMTAIOIIUM B JKEIYJA0YHO-KHIICYHOM
Tpakte uenoBeka — Escherichia coli (E.coli).

Hcnonb3yembie HAMHU KYJIbTYPbl TUM(OIUTOB
u E. coli pocnu kax B OTCYTCTBHH, TaK U B IIPHUCYT-
cteuu antutren k CD3 u CD28. CootHouieHue
numbormtoB u E. coli cocrasnsno 1:50. Kak MoxxHO
BumeTh u3 puc. 1, E. coli He BhI3BIBaMa co3peBa-
Husg T-per B KyJbTypax M NpPEMsITCTBOBaJia CTH-
MYJHPYIOLIEMY JICHCTBHIO aHTHUTEN. Takum obpa-
30M, TIOJTyYCHHbIC JAHHBIC CBUJICTEIECTBYIOT O TOM,
yro cruMmysmpytomee auddepenuupoky T-per
BIIMSTHHUE SIBIISICTCSl CBOWCTBOM HMMeHHO H. pylori
W, 0 BCEH BUIMMOCTH, HE OMOCPEAYETCs MaTTep-
Hamu matoreHos (cxomueiMu y H. pylori u E.coli —
MNOJBMKHBIX T'PaMOTPHIATEIBHBIX MHKpPOOpra-
HH3MOB).

BoiBoabl. OmeHKa CIIOCOOHOCTH MHKPOOpTa-
HHM3MOB MOJIyJIMPOBAaTh UMMYHHBI OTBET, B 0COOCH-
HOCTH, €CIIH TOJ00HOE MOIYJHMpPOBaHHE CIIOCOOCT-
BYeT BBDKMBAHUIO MHUKPOOPTaHM3Ma BO BHYTpEHHEH
cpelle XO35MHA, SIBIISICTCS aKTyalbHOW (hyHIaMeH-
TaJbHOM W TpakThyeckod 3ajgaded. lloHumanue
JIAHHBIX MEXaHW3MOB, HECOMHEHHO, MOXKET CIOCO0-
CTBOBaTh KaK TPOTHO3HMPOBAHHIO BO3MOXHBIX PHC-
KOB, O0YCJIOBJICHHBIX MHKPOOPTaHM3MOM, TaK M MO-
BBIIICHUIO 3((EKTUBHOCTH TEPAMEBTHUCCKHUX MO
XO0JIOB K MATOJIOTUSIM, OOYCIIOBICHHBIM JaHHBIM
MHKpPOOpPraHu3MoM. B mpencraBieHHOW paboTe
HaMH IoKa3aHa crocoOHocth H. pylori okassiBaTh
nmuddhepernrpoBodHoe nelicteue Ha T-mumdoru-
Thl, HANpaBJIAIONICE WX pPa3BUTHE B CTOPOHY
T-perynaropssix kneTok. IIpu oTcyTCTBUM B KyJIb-
Typax JEHIPUTHBIX KICTOK — MOMYJSIIMA UMMYHO-
IIUTOB, MPOIIECC, TI0 COBPEMEHHBIM JIAHHBIM, UMEET
HanOoJjiee BBIPAKEHHYIO CIOCOOHOCTH YIPABISTH
TeUeHHeM UMMYHHOTO OTBeTa. B mpexenax uccie-
IyeMOW TPyNIbl JaHHOE JCHCTBHE HAOIIOAIOCH
0Py COOTHOIICHUSX MHUKpoOOB u T-KiIeTOK OT
1:10 mo 1:50, He TpeboBaIO MPUCYTCTBUS B KyJIb-
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typax AIIK wmn ctumynupyronux anturen. B cpen-
HEM pOCT TPOLEHTHOIO cojiepXaHusi T-perysrop-
Hbix CD4+CD25+FoxP3+ kiietok cpeau CD4+nnm-
¢ormroB cocraBsut 2,12 paza. o Bceil BumumocTH,
B YCJIOBUSIX JTAHHOTO JKCIIEPHMEHTa BO3JCHCTBHUE
H. pylori 3aTparuBaso KJIeTKH, HCXOAHO KOMMHUTH-
pOBaHHbBIC K Pa3BUTHIO B CTOpOoHY T-per, Tak Kak
MOJIMKJIOHAJIbHAS CTUMYJILMs anTuTeamu k CD28
n/umu CD3 «mornomiana» 3¢G¢exkr or BBeACHHS
OakTepuii — KyJIbTYPbI, CTHMYJINPOBAHHbIE TOJIHKO
AaHTHUTENIaMH, a TaK)Ke aHTHUTEJIaMH OJJHOBPEMEHHO
¢ H. pylori, cratrcTiueckn He OTIMYAINCH O CO-
nepxkanuto T-per. Juddepenmupyroimee neicT-
BHE, TI0 BCEH BUIUMOCTH, SABJUIOCH crienuguye-
CKHM CBOMcTBOM mMeHHO H. pylori, Tak kak cTu-
MyJISIus JTUMQPOIHUTOB C IMOMOIIBIO JIPYTroro

MUKPOOPTraHU3Ma, CIIOCOOHOTO JTUTEIBHO BBIKHU-
Bath B ycrmoBusax JKKT — E. coli — me BBI3bIBaia
MOBBIIICHHUS COJIEPXKaHusA T-peryasTOpHBIX Kile-
Tok. TakuM 00pa3oM, HaMu ObLIa MPHUHIUITHATIHHO
MIPOJIEMOHCTPUpOBaHa criocobHocTs H. pylori oka-
3bIBaTh BIMSIHHE Ha TUQQPEPEHLIUPOBKY peryis-
TOpHBIX T-KIETOK, HE omocpeayemast mpe3eHTallu-
el MUKPOOHBIX aHTUTECHOB JICHIPHTHBIMH KJICTKA-
MH, HO, 10 BCEHl BHUIAMMOCTH, 3aBUCSIIAS HUMEHHO
OT MPSIMOT0 BO3JICHCTBUSI MHKpOOa Ha T-KJIeTKU.
[ToHMMaHuEe JaHHOTO MEXaHWU3Ma MOXKET MO3BO-
JUTh BBIICNUTH JICHCTBYIOIIEE HAYalo, WHIYIIU-
pytomee pazButue T-per u, TakuMm oOpa3om, TO-
TEHIMATBHO SBISIONIEECS SCTECTBEHHBIM TOJIEPO-
TCHHBIM (aKTOpOM, TPHUMEHUMBIM B KadecTBeE
JICKapCTBEHHOT'O CPE/ICTBA.
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Estimating risks of infections induced by gram-negative Helicobacter pylori, is a vital problem for healthcare due to
wide spread of the agent and wide range of induced pathol ogies which include malignant neoplasms in gastrointestinal tract.
The agent is prone to long-term chronic persistence despite its "fragility" and its being greatly demanding to culturing con-
ditions. The persistence issue is of special interest here as it is related to data on Helicobacter pylori capability to change
immune response in infected people inducing suppressive regulatory immune reactions which are more favorable for the
agent, both in stomach and in a whole body. Our research goal was to estimate Helicobacter pylori capability to induce dif-
ferentiation of regulatory CD4+CD25+FoxP3+ human T-cells as basic mediators of immune response regulation under
direct contact between bacteria and T-cells without any participation of most professional antigen-presenting cells. Our
research objects were clinical isolates of Helicobacter pylori and T-lymphocytes samples taken from people who didn't have
Helicobacter pylori-infection in their case history; isolates and samples were jointly cultivated in vitro. We applied cyto-
fluorometry to estimate changes in regulatory T-cells content. We detected that if T-lymphocytes and Helicobacter pylori
were jointly cultivated during 18 hours in ratios from 1:10 to 1:50, regulatory T-cells content in cultures increased
2.12 times on average. This effects doesn't require any dendritic cellsin a culture and obviously affects T-lymphocytes which
are originally committed to regulatory T-cells in their development. Also, in our opinion, influence exerted on regulatory T-
cells differentiation is a specific feature of Helicobacter pylori.
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fluorometry, cell cultures.
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