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Pestome. Helicobacter pylori — rpaMoTpuliaTebHast, U3BUTAs, MOABUKHAS OaKTepUsl, CIOCOOHAsST KOJJOHU3UPOBATh CJIH-
3UCTY10 000J104KY xXenynka (COXK) yenoBeka v BLIXKMBATh B 9TUX KpaliHe HEOJaronpusITHBIX YCJIOBUSIX Y OoJiee ueM Mo-
JIOBUHBI HaceJIeHUsI Halllel raaHeTsl. [Toka3aHo, 4To MUKpoopraHu3M MoxeT ooutatb Ha COXK B TeueHMe BCeil KU3HU
XO3SIMTHA, HO ITPY 3TOM BBI3bIBaET KJIMHUYECKH BEIpaskeHHBIC 3a00JIeBaHUS JIUIIb Y HE3HAUNTEIBHOM I'PYITITBI MHOUIIN-
poBaHHBIX U1, K MprurHaM, CriocoOCTBYIOIIMM Pa3BUTHIO 3a00JIeBaHIIT, KaK MPaBUIIO, OTHOCST: COITYTCTBYIOIIME NH-
(bex1uu XeaymoYHO-KUIIIETHOTO TPaKTa, HeMTPaBUJIbHYIO CTEPUIN3AIINI0 METUIIMHCKMX MHCTPYMEHTOB (Kak IIpaBUJIo
SHIOCKOIIOB), HECOOJIOICHE TIPAaBUJI TUYHOM TMTUEHBI, UTUTEIbHBIN KOHTAaKT ¢ MHPUIIMPOBAHHBIMM MU HOCUTEJISI-
MU, B TOM YHCJIE C YWICHAMU CEMbH, U PSII APYTUX (haKTOPOB. XOPOIIO U3BECTHO, YTO repcuctupoBanue H. pylorinmeer
STUOJIOTMYECKOE 3HaUCHNE B PA3BUTUH IIIMPOKOTO CIIEKTPa OOJIE3HEH JKeTyI0UHO-KHMIIIEYHOTO TPaKTa, BKII0Yast XpOHU-
YeCKMI TacTPUT, SI3BEHHYIO 00JIe3Hb XeylKa U IBeHaAaTUIIEPCTHON KUIITKY, aleHOKaplIMHOMY Xenaynaka 1 MALT-
numbombl. [obanbHOE pacnpocTpaHeHUue HOCUTENbCTBA H. pylori TTO3BOMSIET MPEANOJIOXKUTDL HaTUUYMe y OaKTepuun
«YMHBIX» CTPATET i, CIIOCOOCTBYIONINX €€ aanTalliy K arpeCCUBHON Cpe/ie KeTyaIKa 1 MoK M3HEHHOMY TIepCUCTUPOBa-
HMIO B OpraHu3Me vesioBeka. Jlaxe crycts 34 roma mociie OTKphITHSI MUKPOOPTaHU3Ma 0CTaeTCsl MHOXKECTBO BOITPOCOB,
He MMEIOIIMX CBOETO OTBETA, B TOM YHMCJIE O POJIY (haKTOPOB MATOT€HHOCTH, CIIOCOOCTBYIOIINX BEIXKMBAHMIO MUKPOOPTa-
HM3Ma B CYpPOBBIX ycIoBUsIX MuKpobruoma COZK. M3ydyeHre U MOHMMaH1e MEXaHU3MOB, CITIOCOOCTBYIONTMX KOJIOHU3ALIM U
Y TIEPCUCTUPOBAHUIO H. pylori, TO3BOIUAT ONTUMU3MPOBATH ITPOTHO3 IMTOBHIIIIEHHOTO PYCKA TSIKETbIX 3a00JIeBaHUH y JIHII,
KOJIOHM3UPOBAHHBIX 9TUM MUKPOOPraHU3MOM. CIIOXMBILUICS B XOIE IBOTIOIMY TOJTOCPOYHBII OaaHC MEXIY Yeso-
BeKOM 1 H. pylori onpenenisieT MUKpOOHOE IIOCTOSTHCTBO B MMKPOOMOME XXeJTyIKa, HO B PSIIIE CTyYaeB 3TO COBMECTHOE CO-
CYIIECTBOBaHME TIPUBOIUT K PUCKY Pa3BUTHSI BBIIIETIEPEYMCICHHBIX TSKEIBIX TATOJIOTHiA. B taHHOM 00630pe Tpeanpu-
HSITO 00CYXJIEHMEe XapaKTepa B3aMMOOTHOIIeHUI H. pylori ¢ anuTenneM, yyactue (GakTopoB MaTOTeHHOCTU OaKTepuu
(ypeassr, JITIC, koMmIlIeKca OBEPXHOCTHBIX O€JIKOB, TOKCMHOB 1 ITPOTEa3, CIIOCOOCTBYIOIINX MHBA3WN) B KOJIOHU3ALIUK
u puTebHoM repcuctupoBanun Ha COZK. IpuBeneHHast nHOpMAaIUs 0 MeXaHU3MaX, CBA3aHHBIX ¢ KOJIOHU3AIen
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snuTenus kenyaka H. pylori mo3BonseT co3aaTh MPEANOCHUIKHY 17151 60J1ee 9 HeKTHUBHOM Tepanuu 3a001eBaHUIA TacTPO-
JyoleHa bHOM 30Hbl. CBeIcHMSI, TPEICTaBICHHbBIE B JAHHOM 0030pe, BasKHbI TSI 00bSICHEHUSI CTPATEr i, UCTIONb3Ye-
MbIX H. pylori 1151 BBIXMBaHUS B KpaitHe HEOIaronpusITHIX YCJIOBUSIX MUKPOOHOMA KeTyaKa.

Karouessie caosa: Helicobacter pylori, pakmopel namoeennocmu, cauzucmas 000104Ka jceayoka, Mexanu3mol KOAOHU3AYUL,
nepcucmupoganue, NamozeHes.

MECHANISMS OF INTERRACTION OF HELICOBACTER PYLORIWITH EPITHELIUM OF GASTRIC
MUCOSA. |. PATHOGENIC FACTORS PROMOTING SUCCESSFUL COLONIZATION
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Abstract. H. pylori is a Gram-negative, crimp and motile bacterium that colonizes the hostile microniche of the human
stomach roughly one half of the human population. Then persists for the host’s entire life, but only causes overt gastric
disease in a subset of infected hosts. To the reasons contributing to the development of diseases, usually include: con-
comitant infections of the gastrointestinal tract, improper sterilization of medical instruments, usually endoscopes, non-
observance of personal hygiene rules, prolonged contact with infected or carriers, including family members and a number
of other factors. Clinically, H. pylori plays a causative role in the development of a wide spectrum of diseases including
chronic active gastritis, peptic and duodenal ulceration, gastric adenocarcinoma, and gastric mucosa-associated lymphoid
tissue lymphoma. Due to the global distribution of H. pylori, we are able to conclude that smart strategies are contributing
to adaptation of the bacterium in an aggressive environment of a stomach and lifelong permanent circulation in its host.
Thirty-four years after the discovery of this bacterium, there are still many unanswered questions. For example, which
strategies help the bacterium to survive in this inhospitable conditions? Understanding the mechanisms governing H. py-
lori persistence will improve identification of the increased risk of different gastric diseases in persons infected with this
bacterium. A well-defined and long-term equilibrium between the human host and H. pylori allows bacterial persistence
in the gastric microniche; although this coexistence leads to a high risk of severe diseases the diseases which are listed
above. In this review, we discuss the pathogenesis of this bacterium and the mechanisms it uses to promote persistent
colonization of the gastric mucosa, with a focus on recent insights into the role of some virulence factors like urease, LPS,
outer membrane proteins, cytotoxins, factors, promoting invasion. Information on the mechanisms related to H. pylori
persistence can also provide the direction for future research concerning effective therapy and management of gastroduo-
denal disorders. The topics presented in the current review are important for elucidating the strategies used by H. pylori
to help the bacterium persist in relation to the many unfavorable features of living in the gastric microniche.

Key words: Helicobacter pylori, pathogenic factors, gastric mucosa, colonization mechanisms, persistence, pathogenesis.

Helicobacter pylori (H. pylori) — cnupaneBuaHas
MONBWXXHAsT TpaMOTpULIATEIbHAsT ~ MWUKPOas3po-
dunbpHasi OakTepus, CIOCOOHasI KOJOHU3MPOBATh
CIU3UCTYI0O OOOJIOUKY Keayaka M JIBeHaIllaTHu-
MEPCTHON KMIIKM YeJIOBeKa M Pa3JIUYHBIX XKUBOT-
HBIX. OCHOBHBIM OHOTOIIOM OaKTEPUU SIBISICTCS
aHTpaJbHasI YacTh KEJIyaKa, TIe OTCYTCTBYIOT 00-
KJaJouHble (MapWeTalibHBIe) KJeTKHW. IlokasaHo,
uto H. pylori oGHapyXuBalT y OoJibllIeil yacTu
(mo 50—60%) momynsiuuuy Jioneii. B 3aBrucnMocT
OT peruoHa IPOXMBaHUS M Bo3pacTa o0OCIeno-
BaHHBIX JIUL[ YPOBHU WHOUIIMPOBAHHOCTU MOTYT
BapbupoBaTh OT 15 10 90%, 4TO nejlaeT ero OgHUM
M3 CaMBbIX YCHEITHBIX MHUKPOOOB-KOMMEHCAJIOB,
BBIXKMBAIOIINX B OKCTPEMAJIbHBIX YCIOBUSIX SKCITY/I-
Ka. [Tpu aTOM B OOJIBIIMHCTBE CJIydyaeB MUKpPOOHas
KOJIOHU3AaIMs MTpoTeKaeT 6€CCUMIITOMHO, HO y 10—
15% nuu mHEGUONPOBAHUE COITPOBOXIACTCS KJIU-
HUYECKUMMU TMPOSIBICHUSIMHU, OOYCIOBICHHBIMU
pPa3BUTHEM XPOHUUYECKOrO BOCIIAJICHUST CAU3UCTOMN
oboyouku xkeaynka (COXK). B momoOGHbBIX cuTyaim-
SIX HanboJIee YacTO HAOIIOMAIOT pa3BUTHUE aTpodu-
YeCKOro racTpuTa TUIia B, peske 13BeHHOI 00/1e3HU,

ay 0,5-2% nacdunmpoBaHubix H. pylori MOTYT pa3-
BUBAThCS 3JI0KAYeCTBEHHBIC 3a00JIeBaHUS — pak
xenaynka 1 MALT-mumbomsr [5, 64].

dakTopbl, OOYCIOBIMBAIOIINE CTOJb pPa3ind-
Hble peaKlMU OpraHM3Ma XO3sIMHA Ha LIMPKYJIs-
uuto H. pylori, ocTaloTCsl 10 KOH1A HE BBISICHEHBIMU.
PesynbraThl MHOTOYMCICHHBIX MCCICAOBAHMI CBSI-
3bIBAIOT WX C BapuabesIbHOCTHIO TEHOTUIIOB Oak-
Tepuii 10 hakTopaM ITaTOTeHHOCTU, JIUOO HaJIU-
YyueM BapuaHTOB IOJMMOPGHBIX JIOKYCOB TE€HOB,
KOAUPYIOIINX CUHTE3 KJIIOUEBbIX MEIMATOPOB ITPO-
M MPOTMBOBOCIHAJMUTEIbLHBIX pPEaKIMi OpraHm3Ma
xo3suHa [16, 21, 22, 43, 69].

dakTopbl, CNOCOOCTBYOLIMNE BbIXXMBAHWNIO
N nepemeLleHnio H. pylori B npoceeTe
xenyaka

st Toro, 4To0Obl BBIXXKMBATh B YCIOBUSIX arpec-
CUBHOI cpeabl Xeyaka, KojoHusuponBaTb COXK
U BBI3bIBAaTh XpOHUYEeCKOoe BocnajieHue, H. pylori
WUCIIOJIb3yeT KOMILIEKC aJalTUBHBIX MEXaHU3MOB.
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dakTopsl naToreHHocTy H. pylori

ITpu nonamaHuu B cpeny ¢ HU3KuM pH GakTepus
yBeJIMYMBaeT CUHTE3 ypeas3bl, (popMaMumasbl, ap-
TMHa3bl U APYTUX (epMEHTOB, pas3jararouiux cyo-
cTparbl ¢ obpazoBanumemM NH,” m CO,, 4To cno-
COOCTBYET 00Opa30BaHUIO «aMMHAYHOIo oOjIaKa»
BOKpPYT OaKTepuaabHOW KJIETKU C IIEeJIOYHBIM pH,
HEUTpaJIM3YIOIINM KUCIYIO Cpeay KeJIyaKa.

Vpeasa npeacrasisieT coboit Ni?"-comepKalimii
reKkcagmMep U SIBIASICTCS OJHUM M3 OCHOBHBIX Map-
KepoB KosioHusauuu H. pylori, i ee ompeneneHue
HaunboJIee YacTO MPUMEHSIIOT ITPU ITPOBCACHU Y AHa-
THOCTUYECKMX TeCTOB. [€HHBII K1acTep ypeasbl Co-
JIEPXUT 7 TEHOB: 2 CTPYKTYPHBIX TeHa ureA u ureB
(KOOMPYIOT CTPYKTYPHBIE CyObENMHUIIBI Ypeasbl);
4 nob6aBouHbIX reHa urekE, ureF, ureG v ureH xonu-
PYIOT OOIOJTHUTEIbHBIE OCJIKN, HEOOXOMUMBIC IJIS
cOOpKM U BKJOYeHUsT MOHOB Ni** B cyObeanHU-
ny B. I1aTbeiii 106aBOUYHBIN T'eH urel KooupyeT KaHall
ypeasbl 1isd HY u sgBsieTcs: TpaHCIIOPTHOM CUCTe-
MOM OJIST TIepeMEIIeHsT MOYCBUHBI B IIUTOILIA3MY
oakTepunu. CuHTe3 (hepMeHTa Pe3yJbTUPYETCS O-
HOBPEMEHHOI 3KCTpeccueil CTpPYKTYPHBIX U 100a-
BOYHBIX T€HOB, ITPOTYKTHI KOTOPHIX M3HAYAJIBHO CY-
IIECTBYIOT KaK MHTAKTHBIE altonpoTenHbI. LJIsT mo-
SIBJICHUST aKTUBHOI (DOPMBI (hepMeHTa HEOOXOTUMBI
oenku UreF, UreG u UreH [62]. Ypeasza H. pylori
SIBIISIETCSI HECEKPETHPYEeMBIM IIMTOIIa3MaTHUUdeC-
KM O€JIKOM, PeryJupyloliiM BHYTPEHHIOI KOH-
IEHTPAIUI0 TTPOTOHOB MOCPEACTBOM TOBBIIIICHU S
pH B nmepuniasme u yBeauuyeHMss MeMOpPaHHOTO I10-
teHuuasa [35]. benok Urel o6pa3yeT npoTOH-aKTU-
BUPYEMBIII KaHaJ IJISI MOYEBUHBI, aKTUBUPYSCMBIN
HU3KUM pH u peryaupyeTr akTMUBHOCTb ypeasbl uepe3
BapbMpOBaHWE YPOBHE BHYTPUKJIIETOYHOIO WM-
nopta MouyeBUHHBI [95]. JlonosHUTEIbHO ajindaru-
yeckast amuaasa u (popmamugaza oopasyoT aMMruaKk
1 OpTaHUYECKME KUCIOTHI TIOCPEACTBOM T'MAPOJIM3a
KOPOTKOIIETTOYEYHBIX aMWHOKUCIOT. AKTUBHOCTh
3TUX (PEPMEHTOB PETYIMPYETCSI TBYXKOMIIOHCHT-
Hoit cuctemoit ArsSR, cocTosiieit u3 rMCTUANH KU-
Ha3bl ArsS, pacnio3Hatoniei cHmskenue pH n OmpR-
MoJI00HOro peryastopa oTsera [65].

B xenynke H. pylori ctankuBaeTcs ¢ Helpe-
PBIBHBIM TOHKHUM CJIO€M CJIMU3UCTOTO Tejs, IOo-
KpbiBaoiiuM TioBepxHocTh COXK. OH cocTout
U3 TIIMKOTMPOTEenHOB ToJuHon 190—300 MmxMm, non
KOTOPBIMU pacriojiaraetrcsl cJjioil OuKapOOHATOB,
OPUJICXKAIIUNA K TTIOBEPXHOCTHOMY SITUTEINIO CIIH-
3UCTOI 0007104uKHU. BMecTe oHU 00pa3yroT CAU3UC-
TO-O0MKapOOHATHBIN Oapbep, 3alUIIAIOIINI TTH-
TEJIUI OT arpeCCUBHOM CPEAbI U XMMYyCa B IPOCBETE
Keaynka. B coctaBe ciamM3m HaXOAMTCS KOMILJIEKC
AaHTUMUKPOOHBIX (PAKTOPOB, TaKMX KaK HMMY-
HOTJIOOYJIUH A, TU30LUM, JJaKToheppuH U ap. [3].
Takum o6pa3oM, OH IpeacTaBisieT coboit addek-
TUBHYIO mperpaay jsg aubddy3un pazaudHbIX
BEIISCTB, a TaKxKe ITPOHUKHOBECHUS pPa3IUIHBIX
MHGEKIMOHHBIX areHTOB, BIIpOYEM, MCKJIIOYas
H. pylori. B onipenejieHHOI cTelleHU B OTHOIIEHUU
MOCJCOHETO CIAM3b MIpaeT 3allMTHYI POJIb, TakK
Kak H. pylori, pactionarasich B ee Tojlle, usderaet

HE TOJIBKO NIEWMCTBUS KEJIYIOYHOIO COKa M aHTH-
OakTepuaJbHBIX BEIIECTB B IIPOCBETE KeJyakKa,
HO M 3P HEeKTPOB TYMOPATBHOTO U KJIETOUHOTO MM-
MYHHBIX OTBETOB. [Jis1 mocienyolieil ycrneurHoi
KoJIoHM3anuu H. pylori 1oJkKeH MpPeonoJieTh CIOon
CJIM3W M BCTYIIUTH B KOHTAKT ¢ anutenuem COXK.
CrernieHb BSI3KOCTHM CJIM3U OIIpeesisieT comepkKa-
HUe TIMKONpoTenHOB M ee pH. B HeliTpanbHOI
cpele MaKpOMOJIEKYJIbl TIIMKOIPOTEMHOB (DOPMMU-
PYIOT XMIKYIO (ppakiinio, a NMpu cHUKeHuu pH
cpenbl MeHee 4, TpaHCGHOPMHUPYIOTCSI B BI3KHUU
noauMepHbiit renb [8]. Ypeasza H. pylori paznara-
eT MOYEBUHY, COMIEePKAIIyIoCcs B CIIU3M, C 00pa30-
BaHueM NH,, uTo, B cBowO ouepeab, uaMeHsieT pH
Cpelbl, CIIOCOOCTBYS nepeMelleHno 0akTepuii [7].
JBuxenuto H. pylori B cioe cau3u TaKxXKe Coco0-
CTBYEeT cHOHpalibHas (opma, 0OOYCIOBIMBAIOIIAS
«BUHTOOOpa3HOE» IBUKEHWE CO CKOPOCThIO, Ha-
MHOT'O MpPEBBIIIAIONICH TBUKCHE MHOTUX MaI04-
KOBUAHBIX OakTepuii [36]. B Hacrosiiee Bpems
OOABUXKHOCTE H. pylori paccMaTpuBaiOT KaK BaK-
HBIU (PaKTOP MAaTOTeHHOCTH.

dakTopbl agre3un H. pylori

BaxneiimumM stanom KojoHusauuu H. pylori
COX saBnsieTcs anre3ust 6aktepuii K anurenuio. Ee
mMeauupylot aunonoaucaxapuna (JITIC) Gakrepuii
W crenuaau3upoBaHHble aare3nHsl OMP  (outer
membrane proteins, OeJIKM MOBEPXHOCTHON MeM-
opansbl). [enom H. pylori conepxut 32 reHa, KOau-
pytominx OMP. IMocnegHue BKAIOYAIOT TMTOATPY b
Hop (Helicobacter outer membrane proteins) u Hor
(Hop-related). B noarpynny Hop BxonsTt 6e1ku aa-
re3un BabA, SabA, AlpA/B, HopZ u OipA [4].

Ilpy MMKPOCKOIMU OKpaIlleHHbIX OHOITaTOB
cmsuctorn COX  manmeHTOB, MHOUIIMPOBAHHBIX
H. pylori, S.J. Hessey et al. (1990) yctaHOBUJIU, UTO
Ha MOMEHT (uKcauuu npernapata He MeHee 20%
OakTepuii OoKa3ajluCh TMPUKPETJICHHBIMU K SIHUTE-
auio [28]. JlanbHeiiliee M3y4YyeHUE BIUSHUS KOJIO-
HU3alMKU OaKTEepUil Ha YIbPaCTPYKTYpy SITUTEIUS
COZXK mokazaino, uto H. pylori pacnionaraeTcst Ha Bep-
IIIMHE MUKPOBOPCUHOK W WHAYIIUPYET 00pa3oBaHUe
«IIbEIECTAJIOB», JIMOO IIPOYHO CBS3BIBACTCS C MEM-
OpaHaMy 3IUTEIUOLMTOB Yepe3 GuMOpUaIbHbIE
CTPYKTYpHI [54]. B KayecTBe TiepBOro JuraHaa, B3au-
MOJICMCTBYIOIIETO C KJIETOYHBIMU PELICTITOPAMU, ObLI
UISHTU(GULIMPOBAH (UOPUIIISIPHBIIA TeMarriioTh-
HUH, CBsI3bIBatoInii N-aleTHIHeHpaMUHUIJIAKTO3Y,
nosaHee oOOo3HaueHHbIW Kak HpaA (H. pylori
adhesion). benok HpaA nucrmonnpoBaH 1o Bceii 10-
BEPXHOCTU OaKTepuii, BKJIOYash OOOJOUKY XKIyTH-
koB [6]. Kpome Toro, y H. pylori o6Hapy:KeH OO0MOJI-
HUTEIbHBIN KOMILJIEKC (DaKTOPOB, MPOSIBIISIOINX
CBOWCTBA aIr€3MHOB in Vvitro. B yacTHOCTU, MOKa3aHo,
YTO OaKTepuu CIOCOOHBI pPACMO3HAaBaTh TaHIJIHO-
TETPao3mJIICPaMUIIbl, TaHTJIHMOTPHUAO3MIIILICPAMU I
u pochaTnanIdTaHOIAMUIBI Yepe3 9K30(PepMEeHT-S-
TMOAOOHBIN aATre3uH C JIMIMUI-CBSA3BIBAIOIIEI CITEIIN-
(duuHOCThIO. Takxke WASHTUULMPOBAH KeJIe30C-
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BSI3bIBAIOIIMI OEIOK, CIIOCOOHBIN Hecreuuduiyecku
CBSI3BIBATHCSI C DPUTPOLIMTAMU, OYKKATbHBIM 3ITHU-
TeaueM W JamMuHuUHOM [15]. Ho cienyeT oTMeTuTb,
YTO IO HACTOSIIIETO BPEMEHM apryMEHTHUPOBAaHHBIC
MOATBEPXKIASHUS MTPOSIBACHU 3TUX 3P HEKTOB in vivo
OTCYTCTBYIOT.

Jlunonoaucaxapud (JII1C). Cuntes JIIIC H. pylori
KOIUPYIOT He MeHee 27 TeHOB, pa30pocCaHHbIX
no BceMy reHoMy Oaktepun. Yuactue JITIC B an-
rezun Ha kJjerkax snuteauss COXK oOycioBe-
HO HamnuyueM B 00KOBbIX O-1enngax JITIC Jlsiouc-
MOJOOHBIX IUTAHIOB, aHAJOTUYHBIX aHTUTE€HAM CU-
ctembl JIbtouc (Leb) ABO rpynnbsl KpoBU YesiOBeKa.
ITokaszaHo, yTo OoJIblIaAsl YaCTh U30aSITOB H. pylori
(> 80%), BbimeneHHBIX B EBporme, akcripeccupyeT
LeX u/unu LeY 2 tuna, torga kak < 10% 1ram-
moB — LeA u LeB 1 Tuna. [1pu aTOM miraMMmbl, U30-
JTUpoBaHHBIC B BocTOUHOM A3MU, 3KCIIPECCUPYIOT
aHTureHsl 1 1 2 Tunos [50, 79]. JIstouc-momnoOHbI
aHtureH X O-uenu JITIC yyacTtByeT B ajare3uu
H. pylori K a1UTEeNNIO aHTPAIbHON YacTU XeayaKa,
B3aUMOJNIEUCTBYSI ¢ MeMOpPAaHHBIMU [3-TaJIAKTO3U/I-
CBS3BIBAIONIMM pELENTOpPOM TajekTuHom-3 [102].
Ilpu sToM, cTpykTypa JIblOMC-MONOOHBIX aHTUTE-
HOB H. pylori MOXET TIpeTepIieBaTh U3MCHEHUS B T~
HaMUuKe UHMEKIIUU in vivo, a TaKKe B XOJe KYJIbTU-
BUpOBaHUs in vitro. Dt azossie Bapuanuu JITIC
aganTUPYIOT O0aKTepuu K IMPOTUBOIACHCTBUIO (hak-
TOPOB PE3UCTEHTHOCTU TMOCPEACTBOM HMUTALUU
JIptouc-penoruna snutenus COX u nomoOHas
aHTUTEHHAsI MUMUKPUS HEe TaeT BO3MOXHOCTH pac-
MO3HABATh UX KaK «4yKepoaHbie» [67] B To ke Bpe-
Msl AJUTeNbHOE TlepcucTupoBanue H. pylori MoxeT
WHIYINPOBATh CUHTE3 aHTUTEN, IEPEeKPECTHO pea-
TUPYIOIIUX C B-CyObeAUHUIICH TPOTOHHOM MOMITBI
(H*,K*-AT®a3za), nucionMpoBaHHOW B KaHajbllax
napueTaJbHBIX KJEeTOK, YTO, B KOHEUHOM MTOTE,
MOXET MPUBOAUTH K aTpPO(MUU CIAUUCTOU KeTy-
ka. IltamMmer H. pylori MOTYT 3KCIIpecCHpPOBaTh
snutonsl LeX, LeY, LeA u LeB, a anTutena K Hum
MOTYT pearmpoBaTh ¢ aHAJOTUMYHBIMU SITUTOIIAMU
snutenus COX [52]. K ¢akTopam, obJeryaroimmum
TMEPCUCTEHIINIO OAKTEPUIA, TAKKEe MOXHO OTHECTU
OTHOCHUTEbHO HUM3KYI0 uMMYyHoreHHoctb JITIC
H. pylori, ciocoOCTBYIOIIYI0O XPOHUUYECKOMY Teue-
HU110 nHpekuu [102].

BabA (blood-group associated binding adhesin).
Munrensamu 11 BabA gaBnsgrorcs octaTku (pyKO3bI
JIbIOUC-TIOA00HBIX aHTUreHoB Tuna B (LeB), skc-
MPEeCCUPYEMBIX KJIETKAMHU XKETYIOTHOTO SITUTEIIS.
B Hacrosee BpeMst uaeHTU(GULIMPOBAHBI 3 ajjieIn
reHa bab: babAl, babA2 n babB. ®yHKIIMOHAJILHO
aKTUBHBIM SBJIsIeTCS TeH babA2, xogupyomuii 00-
pazoBaHue BabA [31]. Cea3biBanue BabA Hp ¢ LeB
aHTUTeHAMH Ha TOBEPXHOCTH SIUTEINOIIUTOB aK-
THUBUPYET KOHTAKT-3aBUCUMYIO CUCTEMY CEKPeLUuU
IV Tuna, obecrneuyuBarollyl0 HEMNOCPEACTBEHHYIO
IOCTaBKY 3(PPEKTOPHBIX OCJIKOB B IIMTO30JIb DI~
TEJIMOLIMTOB YEPE3 0COOY IO «MHBEKIIMOHHYIO UTITY»,
OTIAJICHHO HAIIOMMHAIONIYI0 KOHBIOTAIIMOHHYIO
nuito [32].

SabA (sialic acid-binding adhesin). Ponb Oenka
SabA kaxk agre3mHa H. pylori 6b1i1a BIIepBBIC TOKa3a-
Hay cTpaJaloluX racTpuTaMu MallueHTOB, KOJIOH U -
3UPOBAHHBIX ITAMMaMU, TeDEKTHBIMY 110 babA 142
unu babA2 [44, 49]. MuieHbto 11 SabA siBasieTcs
JTVUMEPHBIN CUANTO-TBIONC X-TJIMKOCHUHTOJIUTIU
(sLeX), sKcmpeccUpyIONIUCI Ha ITOBEPXHOCTU
sanutenuss COXK [44]. Takke SabA crnocobeH cBsI-
3pIBaTh M JIPYTHE CHUAJIOBBIC PELCIITOPHI, HAIIPU-
Mep, pacrnoJjioKeHHbIE Ha MOBEPXHOCTU JaMUHUHA
u sputpouuToB [2, 94|. Illtammer H. pylori IposiB-
JISIOT MOJUMMOPGU3M B CBSI3bIBAHUU CHUAJIOCOAEP-
XKaIUX CTPYKTYP uepe3 SabA, UTO CBUAETENbCTBYET
O CITIOCOOHOCTH OaKTEepUil afanTUPOBAThCS K YPOB-
HIO DBKCIIPECCUU CHUAJIOCOAEePXKAIIUX PELENTOPOB
Ha noBepxHoctu smutenus COXK [2]. Ecau nnsa
paHHUX BTarnoB KOJOHU3AIMKU IIePBOCTENIEHHOE
3HauYeHUEe MMeeT B3aumopaeictrue BabA c Jlbtouc-
MOAOOHBIMM aHTUIE€HAMM Ha SMUTEIMOLIMTaX, TO
C YBEJMYEHUWEM BBIPAXXEHHOCTU BOCITAJIUTEIIBHO-
ro oTBeTa yBeauuuBaeTcs skcrpeccus sLeX Ha ux
noBepxHocTu. TakuM ob6pazom, SabA yBeTMUYMBaET
ypoBHHU KosioHusaumu Hp Bocranennoin COX [99].

AlpA/B (adherence-associated lipoprotein A and B).
Y Hp uaeHTUGULIIMPOBAHBI 2 TOMOJIOTUYHBIX TeHA
AlpA n AlpB, xoaupyloliue TOBEPXHOCTHBIE all-
re3auHbl AlpA nAlpB [56, 75]. OnHako O HACTOSsI-
IIEr0 BPEMEHU KJETOYHBIC PELEeNTOPbl A1 3TUX
aJlTe3MHOB OCTAIOTCSl HEWJACHTU(DUIIMPOBAHHBIMU.
Hnsa cekpenyuu AlpAB Bo BHelIHeir MmeMOpaHe Oak-
Tepuii GopMUPYIOTCS «[3-00UKOOOGPa3HBIe» ITOPHI,
BHYTPEHHSISI TIOJIOCTh KOTOPBHIX cpopMHpoBaHa
14 TpaHcMeMOpaHHBIMU OEJIKOBBIMU MOHOMeEpa-
mu. llrammer H. pylori, necdbextHbie 110 alpA v alpB,
WJIY coliepxKalllue TOJbKO alpB, IposBISIOT C1aldylo
aITeN3BHYIO aKTUBHOCTh B OTHOIICHUUW JaMWHU-
Ha, CBUACTEIbCTBYIONIYIO, YTO JIJAMUHUH SIBJISICTCS
muileHbto 1ist AlpB [56]. TTokazaHo, 4TO B3aUMO-
neiictBue AlpA/B ¢ srtuTenmonnTaMu CTUMYJITUPYET
3aIyCcK NPOBOCIAJUTEIbHOTO CUTHAJBHOTO KacKa-
ma. MyTtaHTHBIe IITaMMBI H. pylori ¢ meieniueit TeHa
alpAB niposiBASIIN C/1a0yI0 KOJOHU3ALIMOHHYIO aK-
TUBHOCTb U CJIA0O UHAYLIUPOBaIKu cekpenuio 1L-6
u IL-8 [14, 41].

HopZ (helicobacter outer protein Z). JIpyrum mno-
BEPXHOCTHBIM aAre3nHoM H. pylori sBiIsieTCsT 0€10K
HopZ. TlokazaHo, 4yTO MyTaHTHbIE MO TeHYy hopZ
MTaMMBI OaKTEepHil IIPOSBISIIIA CIA0yI0 aare3uio
Ha kJjeTtku AGS in vitro. JIo HacTosIIIEro BpeMeH !’
OoCTaeTcs HEMICHTU(PUIIMPOBAHHBIM TTOBEPXHOCT-
HBII pELIETITOP, C KOTOPLIM B3aumoaeiicTeyeT HopZ.
I'en hopZ siBnsiercsa dazoBapuadesbHBIM, UTO OOYy-
cioBieHo HannuueM CT IUHYKICOTUAHBIX MTOCE-
JIOBaTeJIbHOCTEN B perMOHE, KOIUPYIOIIEM CUTHATb-
HYIO TIocaenoBaTesbHOCTh [63]. TpaHckpunmuio
reHa hopZ TakxKe peryaupyrot usMmeHeHus1 pH [48]
¥ KOHTaKTHI ¢ anuresmotintamu COX [25].

OipA (outer inflammatory protein A). TlepBoHa-
yaJibHO 0esiok OipA, KonupyeMblii reHOM hopH, ObL1
UICHTUMUIIMPOBAH KaK IIPOMOTOP CUHTE3a UHTEP-
nerikuHa-8 (IL-8) snutenuouutamu COXK, HezaBu-
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CUMBII OT aKTUBHOCTHU CCTEeMBI IV THIIa ceKpelnu,
TaK KaK U30reHHbIe MyTaHTHBIC IITAMMBI, 1e(heKT-
HBI€ 10 TeHY 0ipA UHAYLIMPOBAIU CIa0bIil IIPOBOC-
naauTelbHbI oTBeT snuteanem COXK [100, 101].
INokazaHo, 4TO GaKTepUU WHIAYIHUPYIOT CEKPEIINIO
1L-8 mocpeacTBoM MPsSIMOro KOHTAKTa € SMUTEIU-
ouutamu. B snurenun COXK perynasinuio TpaHC-
KPUIILIMU TeHa IMTOKMHA OCYIIECTBJISIET OEJIOK,
MOMOOHBI CTUMYJIMPOBAHHOMY HHTEepHEPOHOM
anemeHTy oTBeTa (ISRE), akTmBaTtopHBI 0OeloK
(AP)-1 u anepusiii daktop NF-kB [78]. [To3nHee
ObLIO ycTaHOBJIEHO, UTO OipA MOXET peryjinpoBaTh
CUHTE3 IPYTUX NPOBOCIIAJIUTEIBHBIX MEAUATOPOB,
BBIPaXXEHHOCTb HeHTpoUIbHON WHOUIBTpALIUN
COX ¢ pa3BUTHEM MHTEPCTUIIMAJILHON MeTaria-
31U, a TAKKe BBI3BIBATH IIOBPEXKICHNE ITUTOCKEICTa
anuTeanoumnToB [37,42, 53, 85, 98]. BuacTHoCTH, TTO-
KazaHo, yTo OipA noaasnsieT cekpeuuto IL-10 u co-
3peBaHUe JEHAPUTHBIX KJIETOK, YTO CIIOCOOCTBY-
eT pa3BUTHUIO MEpCUCTUpPYIONIe MHbekuuu [49].
Bansgnne OipA Ha pa3BUTHE CTPECCOBOro OTBETa
OHUTOCKeJIeTa KJICTOK peaansyercs depe3 ¢pochopu-
JupoBaHue kruHa3 ¢pokasibHoit anre3un (FAK), uto,
B CBOIO OYepe/lb, aKTUBUPYET KMHA3y CTPECCOBOTO
otBeta Erk u oGpaszoBaHue OpHMEeHTUPOBAHHBIX aK-
TUHOBBIX MUKPOMDUIAMEHT (CTPECCOBBIX BOJOKOH).
Cag A H. pylori nanyuupyet ¢hochoprInpoBaHue
FAK ocrarka Y407, Torna kak OipA — dbochopunm-
poBaHue octatkoB Y397, Y576, Y577, Y861 u Y925,
4TO yKas3bIBaeT Ha Oosbluee BausHue OipA Ha pop-
MUPOBaHMUE CTPECCOBBIX BOJOKOH [89].

dakTopsbl H. pylori, noBpexaatoLime
anutenuin COX

ITomuMo MoiiHoro annapara aaresuu, H. pylori
obnamaeT KOMITJIEKCOM 3(P(hEKTOPHBIX OEIKOB, He-
TIOCPEACTBEHHO TOBPEXAAIOIINX SIUTEIUOLUTHI.
Hx xogupytoT 6o1ee 30 reHOB, TUCIOLIMPOBAHHBIX
B «0CTpoBe natoreHHoct» Cag. Kpome Toro, B HeM
pAacIIoNIOXKEeHbI TeHbI, KONUPYIOINe CUHTE3 KOMIIO-
HeHToB cucteM cekpeuuu II1 u IV Tuna, obecreuu-
BalOILIMX MepeHoC 3(PPEKTOPHBIX MOJIEKYJ B KJET-
Ku-MuilieHu. WMHTepec TpeacTaBiasieT TOT akT,
YTO CIOCOOHOCTHh K HEITOCPEACTBEHHOMY B3aMMO-
nevicrBuio ¢ anuteareM COXK nmposBiasitioT He 6oJiee
20% GaxTepuii, YTO BO MHOTOM OIIpelIeisieT Bapra-
0€JIbHOCTh KJIMHUYECKUX MPOSIBJICHUI, acCOLMU-
POBaHHBIX ¢ HUpKyasuueir H. pylori [30].

Cag A (citotoxin associated gene A). Kpuntuaeckuii
MMMYHOIOMUHAHTHBIN Oeilok Cag A saBisercs,
OYEBUIHO, CaMBIM W3BECTHBIM (PAKTOPOM BHPY-
JeHTHocTtu H. pylori i cBoeoOpa3HbBIM MapKepoMm
«ocTpoBa naroreHHocTu» Cag. [55]. I'eH cagA saBas-
eTCs YHUKAJIbHBIM, a €ro IPOAyKT He NUMEeT TOMO-
JIOTOB cpeny Opyrux oakrtepuii. OH IIPUCYTCTBYET
He y Bcex ITaMMoB H. pylori, m ero HaJIu4ue pacie-
HUBAIOT KakK (hakKTop pucKa TMOCIEAYyIONIeTO pPa3Bu-
TUS SI3BBI M O0JIE3HEN 37I0KaYeCTBEHHOTO pocTa [86].
Monexkynbl CagA TpaHCIIOPTUPYIOTCS B KJIETKY-MU-
IIeHb C MOMOIIbIO arrapara [V Tuma cekpeuuu, riue

OHU CTAHOBSITCA CyOCTpaTOM MAJisi BHYTPUKJIETOU-
HBIX TUPO3WHKIMHA3, Yepe3 KOTOPhIe 0aKTEepPUsI MO-
JKET BMEILIMBATBHCS B IMpoliecchl hochopupuInpoBa-
HU. [TonaB B U TOIIa3My KJIETKU, MOJIEKYJIbI CagA
dochopunupyeTcss TUPO3MHOBBIMU MPOTEMHKUHA-
3amu Src u Abl o Glu-Pro-Ile-Tyr-Ala (EPIYA) mo-
THUBY B KapOOKCU-TEPUMUHAJIBLHOM JOoMeHe [68, 82].
DdochopunupoBanue CagA TPUBOAUT K Hapylle-
HHIO MEXKKJIETOUHBIX KOHTAKTOB, TIOJISIPHOCTH U MO~
BPEXIECHUIO IIMTOCKEIeTa SIUTEINOLIUTOB, a TaK-
Ke CTUMYJIUPYET aKTUBHOCTh TapueTaIbHBIX KJIe-
TOK [96]. B HOpMe OMHOCIOMHBII MPU3MATUYESCKUI
xkene3uctoiil anutenuii COX oTnnyaeT anuko-06a-
3ajbHas MOJISIPHOCTb, KOTOPYIO 00eCIIeunBaIoOT pa3-
JIMIHBIC BUIBI TDIOTHBIX MEXXKJICTOUHBIX KOHTAKTOB,
KOHTPOJIUPYEMBIX IITMTOCKEJIETOM SIHUTEIUOIMTOB.
ITyIoTHBIE MEXKJIETOUHbIE KOHTAaKThl (DOPMUPYIOT
KJICTOUHBIN Oapbep, IIPEMSITCTBYIOMINY CBOOOTHOMY
MPOXOXACHUIO Pa3IMUHBIX MOJIEKYJI, TJIe MEMOpPaHbI
COCETHUX KJIETOK MAaKCUMAaJTbHO COJIMXKEHBI U «CIITH-
ThI» CIIeIIMAJIU3UPOBAHHBIMU OeIKaMM (KJIayIuHBbI,
OKKJIoAUHBI 1 Ap.) [97, 103]. Monekyna CagA co-
JEeP>XXKUT HECKOJIBKO OCTAaTKOB TUPO3MHA, IIPUTOIHBIX
nast pochopuaupoBaHus, MpuuyeM MyTallud 3TUX
CaliTOB CIOCOOHBI MPEAOTBPATUTH (DOCHOPUINPO-
BaHue 0enka CagA 1 HapylIaTh pa3BUTHE (peHOTUNA
«KOMNOpW» (YIJIMHEHNE U YIIJIOLMIEHNE KJIETOK SITH-
Teausl, Ae1aloniee X MOXOK MU Ha JJTMHHBIN Y3KU it
KJTIOB 3TUX NMTHUII) [96].

WccnenoBaHus MOCACTHUX JET BBISCHUIN (DYHK-
LMOHabHbIe cBoOMcTBa Oesika Cagl., Takke Koaupy-
eMOro B oCcTpoBe maroreHHoctu cag [10, 38, 77, 88].
Panee Cagl. paccmaTpuBaiu KaK KOMIIOHEHT CUCTEe-
Mbl cekpeuuu IV tumna, obecriedyMBarolIel TpaHC-
noptupoBKy CagA. [ToznHee Ob1710 YCTAaHOBJIEHO, UTO
B AetictButenbHOCTU Cagl. siBsieTcs KOMITOHEHTOM
nujel, 00eceunBaIOIINM KOHTAKT MEXIY SITUTE-
auem COXK u 6aktepueii [38]. B yactHoctu, Cagl
YCUJIUBAET CBSI3BIBAHME MHBEKIIMOHHOTO alliapaTa
IV Tuna cexpenuu ¢ a5p1-uHTErPUHOBBIM PELICTITO-
poM artuTennonuTa [18, 34]. C HUM TaK>Ke MOTYT B3a-
nuMozeiictBoBath u Apyrue oenku Cag (CagY, Cagl)
[34]. B xoHeuHOM MTOre, BCE THU B3aMMOJEUCTBUS
MenuupyloT TpaHCopT CagA B KJICTKH.

TTomumo 6enka CagA, o cucteme 'V tuna cekpe-
nuu B anutenuit COXK MoryT TpaHCIIOpTUPOBATHCS
KOMITOHEHTHI KJIETOUHOI CTEHKHU, B YaCTHOCTH, TeTI-
TUIOIIUKAH W MyponenTtunbl. [lomas B IIMTO30Ib,
nentuaorniukad H. pylori pacno3HaeTcsl JUraHIoM
NODI (nucleotide-olygomerization domain). NODI1
OTHOCHUTCSI K TPYMIe MaTTepH-pPaClO3HAIOIINX pPe-
LETITOPOB, pacIiojaraloinxcst B IUTOIIa3Me U pac-
MO3HAIOMINX MOJEKYIbl MENTUAOTINKAaHA T'PaMOT-
PUILIATEIBHBIX M T'PaMITOJIOXUTEIbHBIX OaKTepuil
B BHUJC BEICOKOKOHCEPBATUBHBIX (hparMEHTOB 3K30-
TeHHBIX MOJIEKYJI, aCCOLIMMPOBAHHbBIX C MAaTOTeHHbI-
MU MuKpooprannmMamu PAMP (pathogen-associated
molecular pattern). CBsi3bIBaHHUE COOCTBEHHBIX JU-
TaHJOB C TATTePH-PACTIO3HAIOIINMU pelenTopaMu
3aIycKaeT BHYTPUKJIETOYHBIC CHUTHAJIbHBIC KacKa-
IbI, TPUBOISMIINE K aKTUBALIMM (DAKTOPOB TpaHC-
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Kpunuuu, B Tom unciae NF-kB, aBnasolierocst gak-
TOPOM, UHUIIMUPYIOIIUM CUHTE3 TTPOBOCIIATUTETb-
HBIX IIMTOKMHOB M XEMOKWHOB, aKTMBHUPYIOIIUM
darouuTsl U T. 1. [93].

VacA (vacuolating cytotoxin A). Bakyonusu-
PYIOLIMI LIUTOTOKCUH VacA — yHUKAJIbHbBINA 9K30-
TOKCUH, aMMHOKMCJIOTHBIE MOCIeA0BaTEeIbHOCTH
KOTOPOT'0 HE BCTPEUAIOTCS Y IPYTUX OaKTepuaTbHbIX
WJIN 9YKapruOTHUYeCKMNX OeJIKOB. [1o ypoBHIO ciHTEe3a
VacA siBJisIeTCSI OCHOBHBIM O€JIKOM, CEKPETUPYEMbIM
H. pylori. N3HauairbHO VacA sKcmpeccupyeTcesl Kak
NPOTOKCUH ¢ MojeKyJisspHou Maccoit 140 kD cocTo-
it 3 N-TepMUHAJTBHOTO CUTHAJILHOTO TIeTITUIA,
LIEHTPAJbHOTO PErMOHa, 00pa3yIolIero COOCTBEHHO
TOKCUH, 1 C-TepMUHAJIBHOTO JIOMEHa-ayTOTpaHC-
noprepa [66, 74, 76]. B xone cexpeunnu mo IV tuny
LIEHTpalbHbIN peruoH (M.M. 88 kDa) koHBepTUpYyeT-
csa B cyobenmHUIBI A (VacAp33) u B (VacApSS). [33].
MuiueHbtlo nast cyobeauHuubl B VacA aBnsiorcs
penenTop-noaooHbIe MPOTEeNHBI TUpo3uHbocdaTa-
3 RPTPo.u RPTP, a Tak:ke rMKoO3uaInpoBaHHbBIC
TpaHCMeMOpaHHbIE OEJIKM Ha TMOBEPXHOCTH IITH-
TEIUOLMTOB. DTU KOHTAKTHI 3aITyCKAIOT MEXaHU3M
peLenTop-onocpPeNOBaHHOIO 9HI0IIMTO3a, 00YCI0B-
JUBalomero rmonaganue VacA B snuteauouut [70].
Ilepen MpOHMKHOBEHUEM B KJIETKY-MUILEHb, IO
JIeficTBUEM HU3KOrO MJIM BHICOKOTO pH ITpoTOKCHH
nepexoauT ¢ akTUBHYIO (opmy [47]. Tlocae nHTEp-
HaJIM3alnuy MoJieKyla VacA JIOKaJIu3yeTcsl B MeM-
OpaHHBIX MUKPOBE3UKYJiax [23], a 3aTeM ¢ TTOMOIIIbIO
MPOTOHHOM MOMIIBI BaKyossipHoro Tuma (AT®aza V
TUTA) 3aKAYNBAIOTCS B TTO3HNUE SHIOCOMBI U JIN30-
coMbl. B HUX B Heu3MeHeHHOI (PopMe TOKCUH MOXET
COXpaHSTHCSI B TeUEHUE HECKOJIbKUX mHeit [72, 81].
AKTUBHOCTB VacA peanusyeTcs yepe3 oOpa3oBaHUe
AaHMOHHBIX KaHaJoB B MeMOpaHax, 00yCJIOBJIEHHOE
aktuBaumein AT®aszpr V-tuna [61, 84], uyTo noHu-
>kaeT pH BHYTpUM BakyoJieil STTUTEIMOIIMTOB U, TeM
caMbIM, 00eCTIeYnBaET IIOCTYIIJICHUE B HUX aHUOHOB
(aMMuaka u ap.) U3 BHYTPUKJIETOYHOIO MPOCTpaH-
crBa [87, 92, 46]. Ilon meiicTBMEM pa3HUIILI OCMO-
THUYECKOIro JaBJICHUSI B BaKyOJM MOCTYIIaeT BOJA,
YTO MPUBOAWUT K WX HaOyxaHuto. CiauBasiCh JpyT
C IPYTOM, BAKYOJIU TIPUBOJAT K PA3PbIBY KJIETOYHOMN
MeMOpaHbl U Tubenu Kiaetku [11]. ITpu aToM aKTUB-
HOCTB IIMTOTOKCHHA BO3pacTaeT MO Mepe CHUXKECHUST
pH xenynouHoro coka [73]. [1o aHanoruu ¢ Kjaccu-
YeCKMMH JIBYXKOMIIOHEHTHBIMU 3K30TOKCHHAMU,
MpearojaraiT, 4To cyobenuHulia B B3aumoneii-
CTBYeT ¢ MeMOpaHoOli, a cyobenuHuiia A obpasyeT
KaHaJbl [46, 70].

Kpome Bakyosuzauumu VacA okasbiBaeT U ApY-
rue 3¢p@pekTol. Ha ypoBHE KIETOK KeITyZO4HOIrO
SMUTENINS OH HapyIlaeT (OyHKIIMOHAJbHYIO aKTHB-
HOCTb 3HIIOCOM W JIM30COM, MHAYIUPYET YBeIUIe-
HUE BHEKJIETOYHOM CEKPEeLUMU KUCIBIX TUAPOJas3s,
MHTHOUPYEeT KJIETOUHYIO IIpoiaudepannio, Io-
BpeXJAaeT MMTOXOHAPUU, a TaKKe Ie30praHusyeT
LUTOCKEJET anuTeauouuToB [19, 73]. MexaHu3Mbl
MOBPEXKICHUST IIMTOCKEJETa OCTAIOTCS MO KOHIIA
HE BBISICHEHHBIMM, HO TTOKa3aHO, YTO IKCITO3UIIM S

SIUTENNS XKelyakKa Kpbic ¢ VacA HapyliaeT oopa-
30BaHUE «CTPECCOBBIX BOJIOKOH» Y IPUBOIUT K pa3-
pylIeHn10 MUKpoTpyoouek [58]. [TomooHbI 2 dhexT
VacA mMeeT 3HaUCHUE HE TOJBKO IS peaain3alluu
BaKyoJU3allMU, HO OOBSICHSCT WHTUOUPYIOMIUIA
a(pdexT TokcMHA Ha IIpoandepaTUBHEBI OTBET
KJeTok [59, 71]. HeiicTBYST Ha MUTOXOHIPHUATBLHYIO
MeMOpaHy, VacA BbI3bIBa€T OCBOOOXIEHME LIUTOX-
pomMa C ¥ MHAYOHUPYET aroIITO3 3MHUTEINOIINTOB
[85]. TToBpexaeHUe 3NMUTEANOLUTOB VacA 3amycka-
eT BocnaauTesabHblil npouecc B COX uepe3 cuH-
Te3 KJIETKaMM MPOBOCIHAIUTEIbHBIX IIUTOKMHOB:
IL-1B, IL-6, IL-8, dakTOpa HEKpO3a OITyXOJIeii alb-
da (TNFo) u ap. B cBoto ouepenb, HIUTOKMUHBI CIIO-
COOCTBYIOT TTOBPEXIESHUIO SMUTETUOIIMTOB KEJTY/I-
Ka [104].

Ypeasa. B cnoe cnusu Mexay mMpoCcBETOM XKeTyI-
ka u snuteaneM COX cymecTByet rpagneHT pH,
OOyCJIOBJIEHHBIN ceKpelueit OuKapOoOHaTOB B DITU-
TEJIMOLINTAX, YTO OOCCIIeYnBacT ONTUMAaIbHBIN pH
Ha TTOBEPXHOCTHU KJeToK. Ha moBepxHOCTH smuTe-
s nox cioeM ciusu pH pasen 6,5—7,0, B mpocBe-
te kenynka — 1,5—3,0. Causb 3aMelIsieT CKOPOCTh
obpaTtHoii nuddy3un H*, B 53T0 BpemMss bukapOoHaThl
HEUTpaIn3yIOT MOHBI Bomopoma. Cekpelnss oukap-
OOHATOB U CJAM3U 3aBUCUT OT MUKPOLIMPKYJISILIUA
M peryJIupyeTcs IIpoCcTarjJaHInHAMM, ITOCJICTHIUE Ke
MOCTOSTHHO CUHTE3UPYIOTCS TTIOBEPXHOCTHBIM BITH-
tenueM. [pu ycunenuu cekpeuuu HCI ycunusaet-
CSI M CEKPEeIM S CAU3U. DTOT I'PaIUCHT MPEIISITCTBYET
MOBPEXICHUIO KJIETOK MOHAMU H*, TOCKOIBbKY CJTOit
CIIVI3W 3aMeIJISIET CKOPOCTh UX obpaTHOU muddy-
31U, 3a 310 BpeMst HCO;~ ycnieBaeT HETpaau3oBaTh
H*, dopmupys «cnusucro-oukapOoHATHBIN 0Oa-
pwep» [12]. Bropoii 3a1IUTHBIN 0apbep COCTABJISIOT
TIUKOTIPOTEMHOBBIE KOMTTIOHEHTHI CJIM31, 00pa3yio-
1LIME HEIIPEPbIBHBIMA CIOM U 3allMINAIOIINE SIIUTE-
JIVIVA KeJTyaKa OT ACUCTBUS MENTUIECKUX (DAKTOPOB.
Ho 3TOoT 3al1MTHBINA CIOI COOEPKUT TaKXKe Move-
BUHY, MOCTYMNAIIYIO TTOCPEICTBOM TpPaHCCYAAlUU
M3 TUIa3MBI KPOBU M KOHIICHTPHUPYIOIIYIOCS BOJIM3H
MEXKKJIETOUYHBIX MPOMEXYTKOB [39]. Psa aBTOpOB
YKa3bIBalOT Ha CIIOCOOHOCTh aMMHUaKa, BEICBOOOX-
MaloIIerocsi Mpy TUAPOJIM3€ MOUECBUHBI ypeasoit
H. pylori, pazpyimatrb GochoaunuaHblii MOHOCION
B CJIU3M, TEM CaMbIM MCTOIIATHh TMAPO(OOHEBII Oa-
prep COX, uto nosBonsier H. pylori mpeonoaeBaThb
9TH Oapbephl [45, 51]. AMMMaK Tak>ke pe3KO ITOBbI-
mwaeT pH BHYTpU CAM3UCTOM, YTO MPUBOIUT K yBeE-
JIMYCHUIO ComepXKaHUs HEMOHU3UPOBAHHOTO Be-
miectBa [90]. IlokazaHO, YTO HEMOHU3UPOBAHHBIN
aMMUaK MOXET ITIPOHUKATH yepe3 hochOIUITUIHEBIC
MEMOpPaHBI SITUTEIUOLIUTOB, TIPU 3TOM ITPOITOPIINO-
HaJbHO MOBBINIEHNIO pH yBemumBaeTcs ero mpo-
HHUKaIIasi CIocCOOHOCTh. B 1IMTO30JI6 HEMOHU3N-
poBaHHbBI amMmmuak mpeBpamiaercsds B NH,” u OH-,
YTO MOBBIIIACT BHYTPUKIIETOUYHBIA 1 MUTOXOHIPH-
albHBIM pH, Hapymias TeM caMblM MHUTOXOHIPU-
aJilbHOE M KJIETOYHOE NIbIXaHWE W, KaK CJIeJCTBUE,
DHEPTreTUYECKUI METabOJM3M, a B KOHEUHOM CYe-
Te — XXM3HECHOCOOHOCTH KJIeTOK [90].
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Jnoonpomeasza HtrA (high temperature require-
ment A). DHaonpoTteasbl HtrA nmokanusyroTrcs B mne-
puruiazMe 0akTepuili U y4acTBYIOT B OOECIeYeHUU
YCTOMUYMBOCTHU OaKTepUaJIbHOU KJIIETKU K BBICOKUM
TeMIiepatypaM. [IposIBISIIOT CBOICTBa CEPUHOBBIX
IpoTeas M YIaCTBYIOT B YIAJICHUU OCIKOB, TIOBPEXK-
JIEHHBIX JUOO JeHATPYUPOBAHHBIX B pE3yJbTaTe
BO3MIEMCTBUSI BBICOKOU TeMIepaTypbl UM OKCUIa-
TUBHOI'O cTpecca. DHnonpoTeassl HtrA u romoso-
TUYHBbIE UM (DEPMEHTbI IKCIPECCUPYIOTCS B BUIIE
npoTea3 M IIANEPOHOB y IIpo- M 3yKapuotT [91].
OnHuM u3 cybctpatroB mpotea3a HtrA H. pylori
apasgercss E-kaarepun [29, 40, 60]. E-kaarepun
MIpPEICTaBIsIET COOO OOHOICIIOUEUHYI0 TpaHC-
MEMOpPaHHYIO MOJICKYJY UM SBISETCS OCHOBHBIM
0EJIKOM MEXKJIETOUHBIX KOHTAaKTOB 3IMUTEINAIIb-
HBIX KJIETOK, OOeCIeunBaIoOIMM TToAaepKaHue Oa-
DPbEPHBIX CBOMCTB. BHeKeToOuHasi 4acThb MOJIEKY-
JIbI UMEET MSTh roMoJoruyHbiXx EC-noMeHoB, yya-
cTBytomnx B Ca?'-3aBUCMMOM KOHTaKTE C ABYMSI
MosekyiamMu E-kanrepmHa Ha cOCeIHUMX KJIETKaXx.
LlnTommasMaTndecK1ii MOMEH CBSI3aH C aKTUHOBBIM
IIUTOCKEJIETOM 4Yepe3 MOJIEKYJIbl O- U B-KaTeHWHa,
4yTO O00ecrneynBaeT CTaOMJIILHOCTh MEXKJIIETOU-
HBIX KOHTaKTOB [27]. DHaonpoteaza HtrA H. pylori
pa3pylliaeT BHEKJeTOYHble AOMeHbl E-kanrepuHa
U, COOTBETCTBEHHO, MEXXKJIETOUHbBIE KOHTAKTHI, YTO
MO3BOJISIET OAKTEPUSIMU IIPOHUKATHh B MEXKKJIETOU-
HBIE IPOCTPAHCTBA.

GGT (gamma-glutamyl transpeptidase). Coobiiie-
HUE O TOM, YTO raMMa-IIyTaMUJI TPaHCTENTUAA3a
aBJIsieTcs (hakTOpoM maroreHHoctu H. pylori sBu-
JIOCh TIOJTHOW HEOXMIAAHHOCTBIO, TaK KakK y Jpy-
rux OakTepuil TaKOBBIMU TaMMa-TJIyTaMUJIIIeI-
tunassl (GGT) Hukorma He paccMmarpuBajiach [9].
B GakTepualbHOII KJIeTKe (DEpMEHT pacroJjiaraet-
csl B My3bIpbKaxX BHEIIHE! MeMOpaHBI U y4acTBY-
eT BO B3amMmonelictsuu H. pylori ¢ snuTeINOLINTA-
mu [57]. GGT akrtusupyetr NF-xB, ctumynupyer
cuHte3 IL-8, a Takxe oOpazoBanue H,O, snure-
auouutamu. Kpome toro GGT H. pylori noBbila-
€T YPOBEHb &-TUIPOKCU-2-ACOKCUTYaHWHA, 4YTO
yKasbIBaeT Ha okcuaaTuBHoe noBpexaeHue JHK.
Knunanueckyo 3HauuMoctb GGT moarBepkaaeT
BBICOKAsI aKTUBHOCTH (hepMEHTA y IIITAMMOB, BBIIC-
JICHHBIX OT MAIIMeHTOB C SI3BaMU KeJIyaKa, IO CpaB-
HEHHIO C M30JIATaMU, BBIACIICHHBIMU OT TallVeH-
toB ¢ aucnencusimu [26]. Takxkxe GGT omocpenyet
Jlerpajaliiio TayTaTuoHa ¢ 00pa30BaHUEM BEIIECTB
C MPOOKMUAAHTHOI aKTUHOCTbIO, UYTO CIIOCOOCTBYET
noBpexaeHuto anuteans COXK [20].
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u Heorutazuu COXK.

CrencTBUeM IIPSIMOTO MJIM HENPSMOTro (3a CYeT
IEUCTBUST PACTBOPMMBIX TIPOMAYKTOB) B3aMMOICH-
ctBus H. pylori c snutenueM COX sBasieTcsl akTUBa-
1S AU TETUOIIMTOB U YCUJIEHHOE 00pa3oBaHNe MU
CUTHAJIbHBIX MOJIEKYJI, TOCPEACTBOM KOTOPBIX 3aITyC-
KaeTcs LeIbli KacKall 3allMTHBIX MEXaH U3MOB.
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