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3HauyeHune paKTOpOB NaTOreHHOCTU B UHMLMAL UM UMMYHHOIO OTBeTa
npu uadekuum Helicobacter pylori

JL.B. MarBeeBa, P.X. KankaeBa, A.H. UyaaiikuH, /1.B. HoBukoBa

HaroHaneHbIM vccnefoBatenbCckuii MopjoBcKuii rocyjapcTBeHHbId yHuBepcuteT uM. H.IT. Orapésa, CapaHcK,
Poccuiickas ®efepauys

Awnnoranus. Helicobacter pylori siBisieTcsi yHUKaIbHBIM MUKPOOPTaHU3MOM, CIIOCOOHBIM K [JIUTeNbHOMN KOJIOHW3aluy C/IU-
31CTOI 000JI0UKY KeyZiKa, MHAYKLMN BOCIAIWTe/IbHOTO MPOLiecca, aHTUTeHHOW MUMUKPHU M IMMYHHOM 3Ba3uu. benku
JKTYTHKOB, a/ire3uHbl, (hepMeHTbl NHBa3UBHOCTH U arpeCCUBHOCTH, [IUTOTOKCUH-aCCOLMMPOBaHHBIN MTPOTEHH, BaKyo/IU3HpY-
OLIMH [IUTOTOKCUH MOTYT OKa3bIBaTh [TOBPeJKarolllee /lefiCTBHe Ha SMIUTeTMOLIUTHI JKely/Ka. PacriosHaBaHMe MOJIeKY/ISIpHbIX
narTepHOB Helicobacter pylori peLjeritopamMy K/IeTOK >KeJTyZjKa MHULMMPYeT aKTHBaLUIO aJjalTepHbIX OesIKoB, IPOTeHHKUHA3
Y TPAHCKPHUIMILIMOHHBIX ()aKTOPOB, MPUBO/S K MPOYKLH TIPOBOCIIA/NNTE/bHBIX LIUTOKUHOB, UHOUILTPALMK HeHTPO(hUIbHBIMU
rpaHy/Io0LTaMH, MOIVIOIIeHHI0 U KW/UIMHTY MUKPOOPIraHU3MOB (harolidTaMHu C Iipe3eHTaliiell aHTUTeHOB TMM(OLIMTaM, IpU
3TOM aKTUBHOCTD U 3aBepIIEHHOCTh (aroljTo3a OCTalTCs Ha HU3KOM ypoBHe. AktuBays CD8'-, CD16*-mumdoiuTos corpo-
BOXK/IA€TCsl LIMTOTOKCUUYECKUM JielicTBUeM Kak Ha Helicobacter pylori, Tak ¥ Ha 3MUTEMOLMTEI CIU3UCTOM Kenynka. Criabast
HMMMYHOTeHHOCTh aHTHreHOB Helicobacter pylori orpaHiuMBaeT NpOAYKLMIO aHTHXeTMKOOaKTepHBIX aHTHUTeN. TakuM obpasom,
aKTHBaLMst IMMYHHBIX (paKTOPOB B OOJBILIMHCTBE C/IydyaeB He TIPUBOJUT K ITOTHOM STMMHUHALIMH MaToreHa, HO MOXKET YCyryo/sTh
riaroMopdosioruueckrie U3MeHeHUs XKeMyLouHOro SIUTeHsI.

KiroueBbie ciioBa: Helicobacter pylori, pakTopbl aTOreHHOCTH, JIUTIONOMCaXapyl, IUTOTOKCUH, UMMYHHBIN OTBET, UHTEp-
JIeVKWH, ¢$arouTos
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Significance of pathogenicity factors in initiation
of immune response in Helicobacter pylori infection

L.V. Matveeva, R.H. Kapkaeva, A.N. Chudajkin, L.V. Novikova
National Research Ogarev Mordovia State University, Saransk, Russian Federation

Abstract. Helicobacter pylori is a unique microorganism capable of long-term colonization of the gastric mucosa, induction of
the inflammatory process, antigenic mimicry and immune evasia. Flagella proteins, adhesins, invasive and aggressive enzymes,
cytotoxin-associated protein, vacuolating cytotoxin can have a damaging effect on stomach epithelial cells. Recognition of
molecular patterns of Helicobacter pylori by stomach cell receptors initiates activation of adapter proteins, protein kinases and
transcription factors, leading to the production of proinflammatory cytokines, infiltration by neutrophilic granulocytes, absorption
and killing of microorganisms by phagocytes with presentation of antigens to lymphocytes, while the activity and completeness
of phagocytosis remain at a low level. Activation of CD8*-, CD16*- lymphocytes is accompanied by cytotoxic effect on both
Helicobacter pylori and epithelial cells of the gastric mucosa. Weak immunogenicity of Helicobacter pylori antigens limits
the production of anti-Helicobacter antibodies. Thus, activation of immune factors, in most cases, does not lead to complete
elimination of the pathogen, but can aggravate the pathomorphological changes of the gastric epithelium.
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Ynsrpacrpykrypa Helicobacter pylori

XenukobaKkTepuu SIBMSIOTCS MeJIKUMH HeCIopo-
00pasyomMy rpaMOoTpULIaTeTbHBIMU TTO/IBIKHBIMU
MHKpoopranusMamu. @opma KjeToK 00bIUHO MeeT
BU/| CTIUPAIbHO UM S-00pa3HO U30THYTHIX IMajoueK
C 3aKpYyIVIEHHBIMHU KOHIIaMH, B HEO/IarorpHsITHBIX YC-
JIOBUSIX MOYKET CTaHOBUTBCsI KOKKOBUHOM. KTy THKH,
Kak [1paBU/IO, PaCrio/IOyKeHbl ITyUKOM Ha OJJHOM I10/TH0Ce
KJ/IeTKH, OCHOBOM UX SIB/ISIFOTCSI CTPYKTYPHbIe Oenku:
¢narenmH (FlaA, FlaB), mem6panHsiii 6eok HpaA
(Helicobacter pylori adhesion) [1—3]. CHapy»ku 6ak-
TePUU TIOKPBIBAeT TTTMKOKATUKC — [JTUKOTIPOTEU/THBIN
TMOJIMAaHWOHHBIN T'eJlb, 3alUIIAIOIINN OT /1eHCTBUS JKe-
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JIIOYHOTO COKa, aHTMOAKTepHabHBIX Mperaparos,
YUACTBYIOIIUN B a/[T€3UU K IMUTETUOLUTAaM CJTU3UCTON
o6onouku xenyaka (COXK) [4]. B Hapy)KHOM cioe
KJIeTOUHOM CTeHKU OaKTepuid cofiep KaTCs JIUTIOTO-
micaxapup (JITIC) u Gesiku — crieljuaaM3upoBaHHbIe
anresunsl (Helicobacter outer membrane proteins,
HOP), Bxitouatoniiue 6enku BabA, SabA, AlpA/B,
HopZ u OipA [1, 5].

®wusunonorusi Helicobacter pylori
Helicobacter (H.) pylori siBisieTcst MUKpOa3po-
(GUILHBIM MUKPOOPTaHu3MoM. JKTyTHKM 0becrieurBaioT
aKTHUBHOE JIBYKeHHE OaKTepuil B I'yCTON MPUCTEHOUHOM
CJIM31 U CTIOCOOCTBYFOT a/ire3un U OBICTPOM KOJIOHM3a-
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1 Ha COXK. Mem6OpanHbIii 6esiok HpaA — ¢ubpui-
JISIPHBIV TeMarTIFOTUHWH, CBSI3bIBatOIIWi N-arleTHIHe -
PaMUHU/IJIAKTO3Y, TaKXKe yJ4acTBYeT B IPUKPeIIeHn!
K >KeJTyJlOYHOMY 3MUTeJTHIO [6].

B kucnoti cpepe xenynka H. pylori akTUBHO CUH-
Te3upyeT ypea3sy, Gopmamuasy, apruHasy, paciie-
TUIsIOIIMe CyOCTpaThl ¢ 0Opa3oBaHKEM aMMHaKa, Hel-
TPaU3YIOLUM COJISTHYIO KUCJIOTY BOKPYT OakTepuii
[1]. Ypea3a H. pylori siBnsieTcsi HeCEKpeTUPYeMbIM
urToriazmatrndeckum Ni**-coziepykaiiim OekoMm, pery-
JIMPYIOIUM BHYTPEHHIOI0 KOHLIEHTPALMIO TTpOTOHOB H*
rocpe/icTBOM ToBbIIeHus: pH B mepuniasme [1, 7]. H.
pylori criocoOHbI 1py ayTo/M3e YacTh GakTepuit aficop-
OupoBaTh ypea3y Ha MOBEPXHOCTH BEDKUBIIINX, CO3/aBast
BHEKJIeTOUHYH0 (pakiyio epmenTa [8]. IToBbilieHre
pH mpurCTeHOUHOM CU3U CTIOCOOCTBYET CHIKEHUIO
ee B3KOCTH M Pa3KIKeHUo, objieruasi iBrxkeHue H.
pylori n xononmzaruto COX [1, 9, 10].

Coxpanenuto H. pylori B He6/1aronpusITHBIX YCJI0-
BUSIX >KeJTyIOYHOTO OMOTOTA ¥ TIepCUCTEHLU CIT0CO0-
CTBYIOT BbiflesieHHe OakTepueli (hakTOpOB MaTOreHHOCTH,
OTHOCHTEJIbHO HU3Kasi UMMYHOT€HHOCTb aHTUT€HOB,
B yactHocTH JITIC KimetouHoi creHku [11].

®dakTopsl narorenHoctu Helicobacter pylori

N3eectHo [1—6, 8—11], uto H. pylori npogyiu-
PYIOT B MPOLECCE XKU3HE/IeATETbHOCTH OeTKU-a/ire3u-
HbI, (hepMeHThI MTHBA3WBHOCTH (11jesiouHasi hocdarasa,
rmokodocarasa, rpoTeasa, MyliMHasa, hocdosumasa,
0enoK, MHrMOUPYIOIINH CEKPEIMI0 COITHON KMC/IOThI)
Y arpeccMBHOCTH (ypeasa, (hopmMamu/ia3a, apriuHasa, Ka-
Tasasa, CyrepoKCU/IMCMYTas3a, Y-ITyTaMAITPpaHCIeNnTy-
[la3a), TOKCHMHBI (reMOJIU31H, BaKyOJU3UPYIOLUN 1[1-
TOoTOKCHH (VacA), IUTOTOKCHH-aCCOITMMPOBaHHBIN
nporerH (CagA)), Bbiie/IIeT TPy rMOesTi SHJ0TOKCHH.

Helicobacter pylori u ¢parouuro3

YcranosneHo [12], uto H. pylori-ungunupo-
BaHHbIe 3MUTEIUOLUThl CEKPeTUPYIOT UHTepPIeNKUH
(IL)-1p, IL-6, IL-8, TyMOpHEKpPOTU3UPYIOLIM (haKTOp
(TNF)o, MHULIMUPYsI aKTUBALUIO KJI€TOK BPOXKJEHHOTO
Y aIafTUBHOIO UMMYHUTETA, [IPU 3TOM MPOAYKLHS
IL-1pB B 4 pa3a nipeBbiiiaeT ypoBeHsb 11.-8, pe3ko cHU-
JKaIOIIUICS B TeUeHHe CYTOK T0C/ie MH(PUITMPOBaHYS.
YMeHbllieHHe UHAYLMPOBaHHOM H. pylori MOBbIILIeHHOW
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cekperiyu IL-8 MokeT ObITh 00yC/IOB/IEHO MOAY/ISLEH
MMMYHHOI'O OTBeTa MyTeM MPOAYKLMH TPOTUBOBOC-
rajuTebHbIX ()aKTOPOB, CITIOCOOCTBYSI XPOHHU3ALUH
racCTpUTHUECKOTO TpoLiecca.

IToka3zaHo [13], uto B3aumogeiicteue AIpA/B H.
pylori c snutemontamMu COXK CTUMYTUPYeET 3amyck
MIPOBOCIA/IUTEILHOTO CUTHAIbHOIO KacKazia C ceKpe-
tuei 1L-6 u I1L.-8.

YcraHoBneHo, uto 6esiok outer inflammatory protein
A (OipA) H. pylori npy IpsIMOM KOHTaKTe C S1UTe/H-
oLTaMu UHAyLupyeT cekperuto 11.-8 3a cuet ycure-
HUSI TPAHCKPUIILUU [JUTOKWUHA aKTUBAaTOPHBIM TPO-
TernHoM (AP)-1 u saaepHbiM pakropom NF-kB [14]
H, KaK cyieficTBHe, criocobctByeT nHbuabTparmm COXK
HelTpodmIbHEIMU TpaHysiotuTamu [15]. Kpome Toro,
roka3aHo [14], uto 6enok OipA rnogaBsieT CeKpeLuto
IL-10 u co3peBaHue JeHAPUTHBIX KJIETOK, CO3/laBast
ycioBust s nepcuctenuyud H. pylori.

Nwmetorcst janHeie [16], uto CagA H. pylori MoxeT
aktuBrpoBaTb NF-kB, npuBojs K ceKpeLuy npoBoC-
TNaUTe/bHbIX IUTOKWHOB U XeMOKHHOB.

[Tpu B3aumozelCcTBUY MypPaMUW/IIMTIENTHAA C BHY-
tpukierouHbiMu NOD (nucleotide-olygomerization
domain) nmozo6HBIMKU TTATTEPHPACTIO3HAIOIITUMU pe-
uentopamu (NLRC1, NLRC2) B LjuTo30/1€ 31uTes -
ouutoB COXK akTHBUpYyrOTCs KMHa3bl, AP-1, NF-kB
C MpoAyKLUYel paHHUX rpoBocnanuTenbHbix IL, TNFq,
MeTasinonporerHas [17—19], unaykiuei xeMoTakcuca
HeUTpo(duIoB, a 3aTeM U MOHOLIUTOB, TUM(OIL[MTOB
B COX.

[{uTomna3mMarruueckuii 6e/10K, aKTUBUPYHOIIUH
HeriTpodunsl (neutrophil-activating protein, NAP),
WHZAYLUPYET CeKpeLuto snuTeolutamu 1L-8, 00y-
CJIOB/IMBAET Pa3BUTHE HEUTPO(UIbHOW UH(UIBTPALIUA
COX c BpIZie/IeHreM KUCJIOPOJHBIX PaJJUKalIOB U SH3U-
MOB, MPOBOCTA/IUTEMbHBIX UTOKUHOB [20]. NAP cTu-
MY/HMpYyeT 3Kcrpeccuto Helitpodguiamu CD11b/CD18,
koTophele obneruator ICAM (Intercellular adhesion
molecule)-1-3aBUcKUMy0 afire3rto HEUTPO(DUIOB K FH-
JIOTeJIMIO U UX 3KCTpaBasaluio [21] ¢ mocnenyronieit
JlerpaHyJ/isiliieil TYYHBIX K/IeTOK U BblJjeJieHeM THCTa-
MUHa, YBeJTMUMBAIOLLETO COCYAUCTYIO MPOHULIAEMOCTb
Y MUTpaLIMIO B Ouar BOCIasieHust HeHTpoUIoB, Makpo-
(aroB 1 UM OLIUTOB.
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VacA HapyiaeT ¢GyHKI[HOHaTbHYH aKTUBHOCTh
9H/I0OCOM U JIU30COM, UHTUOUPYyeT KIeTOUHYHO MPOJIU-
(epatiyio, MOBpeXKJaeT MUTOXOHAPUH [22], TpUBOAUT
K BaKyOJIM3aL[1H, Pa3pbIBY KJIETOUHOW MeMOpaHbI U T'H-
6em srmtenmoruToB COXK [23], MHULIMMPYS CEKPeLHIo
nipoBocrnamurenbHeix 1L-1, IL-6, IL-8, TNFa.

y-T/iyTaMuiITpaHcnernTtiaasa H. pylori aktuBupyet
NF-«B, crumynupyet cuntes IL-8, obpasosanue H,O,
3MUTETUOLIUTAaMU [24], criocoOCTBYeT NepCUCTEHIUH
B JIeHPUTHBIX KieTKax [25].

Hecmotps Ha nHTeHCHBHOe nipuBieueHre B COXK
HEeUTPO(MUIBbHBIX TPAaHY/IOLUTOB, aKTUBHOCTD U 3a-
BepIeHHOCTh (paroruTo3a nipu uHbekuu H. pylori
OCTalOTCsI Ha HU3KOM YPOBHE, UeMy CIIOCOOCTBYeT psif
¢akropos narorenHocTu. Tak, NH,, oGpasyromuiics
T071 B/IVSTHUEM ypeasbl, MOXKeT IOBPeK/1aTb MeMOpaHbI
(aroruToB. CoOCTBEHHO ypeasa CriocoOHa OKa3bIBaTh
npsiMoe UHTUOUpYtolliee AelicTBUe Ha (haroruro3s. [e-
MarmItOTUHUHBI TOPMO3ST MPOLIeCChI a/ire3ny, rpe-
TMISITCTBYS TIOT/IONeHHI0 OakTepuit dharorutamu [4].
[TpoayKius KaTaaasbl ¥ CyrepoKCUAUCMyTasbl PHUBO-
[IUT K HeHUTpan3aruy KUCJI0POJHbIX paIuKasioB B da-
rocomMax, 6/10KHpysi BHyTPHK/IETOUHOE TiepeBaprBaHue
MUKPOOPTaHU3MOB.

Helicobacter pylori u rymopanibHbIi HUMMYHHUTET
benky — ¢naresiuHb! XKryTUKoB H. pylori siBsttoT-
sl IepBUYHBIMU MULLIEHSIMU B T'YMOpPalbHOM UMMYHHOM
OTBeTe 110c/ie MHPULIMPOBAHUS U UHAYLIMPYIOT CUHTe3
anTtuten [26].

B 60koBbIX O-nomcaxapusbix Hernsx JITIC kie-
TOYHOU cTeHKU H. pylori umetrotcs JIbtouc-miono0HbIe
JIUTaH/Ibl, aHAJIOTUYHbIe aHTUreHaM CHCTeMbl JIbronc
ABO rpymnmn kpoBu yenoBeka. CTpykTypa JIbronc-mo-
JOOHBIX aHTUTEHOB MOYKET BapbUPOBATh B TUHAMUKE
MH(EKLMOHHOTO0 TpoLecca, UMATUPYs JIbtouc-ge-
HOTHII >KeJTy/J0YHOT0 MUTeNHsI, TTof00Hast aHTUTeH-
Hasi MUMUKDPUSI CTIOCOOCTBYeT coXxpaHeHuto OakTepuit
[27]. B cBotO ouepeab, MpU AUTEILHOMN MepCUCTeHLIN
H. pylori moryT cuHTe3UpOBaThCs aHTHTe/a, repe-
KPeCTHO pearupymoliye ¢ [3-cyobeuHuIel POTOHHOMN
niomriel (H'-, K*-AT®a3a), ciocobcTByromiye arpohun
COX [28, 29].

CagA xapakTepu3yeTcsi KAK OCHOBHOM UCTOYHHK
TpaHchopMaliy MUTETUOLIUTOB: TTPUBOAUT K Ha-
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PYLLIEHHIO0 ME>KK/IeTOUHbIX KOHTAKTOB, TMOJIIPHOCTH
Y TIOBPE@X/IEHHUIO LIUTOCKe/IeTa, CTUMY/TUPYeT aKTHUB-
HOCTb TlapreTaibHbIX Ki1eTok [30]. CagA uHULMMpyeT
BbIPAOOTKY He CIIOCOOHOTO CBSI3bIBaTh KOMITJIEMEHT
CceKpeTopHOro uMmmyHoriobynmuHa A (sIgA) [31] npu
yTHETeHUU CUHTe3a MUTeTUOLUTAMU CeKPEeTOPHOTO
KOMIIOHEHTa, TeM CaMbIM OJIOKUPYsI COOPKY TIoIMMepa
U 3a1uiasi 6akTepyuu OT UMMYHHBIX BO3/1eHCTBU.

I'ymMopanbHbIii UIMMYHHBIN OTBET MPU UH(EeKLUN
H. pylori nmeet HeckombKo (a3. [TepBUUHbIA KIMMYHHBbIA
oTBeT Tpu NMpoHUkHOBeHnu H. pylori B COXK coripoBo-
»KpaeTcst cuaTe3oM Ig M. Bropast da3a xapakTepu3syeTcst
BbIPabOTKOM I/1a3MOLIUTaMK COOCTBEHHOM TIAaCTUHKH
COX Ig A. Hapymenue cbopku nosmumepa sIgA ripu
JWMCIIAaCTAUeCKUX U3MEeHEeHHSIX 3MUTe/Na/IbHbIX KJIeTOK
BBI3bIBaeT nepcuctupoBanue H. pylori. [lanee uzet
repeK/roYeHue maa3sMounToB Ha cuHTes Ig G. TpeTbsa
(ha3a Bo3HMKaeT npy He3(PPEeKTUBHOCTH MEPBBIX [IBYX
(a3, mocsie Toro Kak aHTureHsl H. pylori monazsaroT
B KPOBb U TIPU COeITUHEHUN C aHTUTeIaMu 00pa3yroT
LUPKY/IMPYIOLie UMMYHHbIe KOMITJIeKChI. B ueTBep-
TOl (haze MpUCOEAUHSIIOTCS KOMIT/IEMEHT3aBUCUMbIe
peakuuu. [1pu ganbHeiieli nepcucreniuu H. pylori
YCU/TMBAETCsi CUHTE3 [IUTOKUHOB, COZlep>KaHre KOTOPhIX
3aBUCHUT OT UX TOCTYIJIEHUs] B KPOBOTOK U y4aCTUSsI
CUCTEMHBIX UMMYHHBIX pPeakliii B BOCTIa/JIUTeTbHOM
oTBeTe. B 3ak/tounTeIbHOM MATOM (a3e MoxkeT dop-
MHPOBaThCsl ayTOUMMYyHHasi AecTpykius COX [32].

B cuny HH3KOM UMMYHOTeHHOCTH aHTHUI€HOB
H. pylori He oOpa3yeTcs ajieKBaTHbIN YPOBEHb aH-
TUXeTMKOOaKTepHBIX aHTUTe/l. Kpome 3TOro, BayKHOM
SIBJISIETCSI CTIOCOOHOCTH BHEKJIETOUHOM ypeasbl, afico-
pOMpOBaHHOM Ha TTOBEPXHOCTU DAKTEPHA, CBSI3bIBATh
aHTWTe/Ia ¥ B COCTaBe MMMYHHOT'O KOMILIEKCA YIaATbCS
C TIOBePXHOCTH, 3aiuinas H. pylori ot nu3uca [8].

Helicobacter pylori v K/1eTOUHBI HMMYHHTET

Cesi3piBanre HpaA ¢ Tomi-mogoOHBIMH perer-
topamu (TLR2) ecTecTBeHHbIX KW/JIEPHBIX KJIETOK
nHAynupyet cekperuto nutepdepona (IFN)-y [33].
Benok OipA Takxke criocobeH UHIYIIMPOBaTh CeKPELIUO
T-knerkamu IFNy v oriocpeziyeT feBuaLjyo B CTOPOHY
T-xenrepoB (Th) 1 Tuma [34].

NAP moxeT mpoxoguTb uepes snutenuii COX
Y SHZOTeJTM KanWUIsSpoB, CTUMYJ/IMPOBATh HEUTPOU-
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JIbI U MOHOLUTHI K cekperuu 1L-12 u IL-23 [20, 35],
nHayLupyrommx cuHTes IFNy T-knetkamu U pa3BuTuie
Thl-orBera [1].

[Mokazano [16], utro CagA*-mtammel H. pylori
BBI3BIBAIOT MPerMYILeCTBeHHOe ToBbIleHrne CD4"-nmMm-
(hoLMTOB B ouare BocCrajeHus, a TPOTeoCoMasibHast
nmerpamauus VacA u CagA 3amyckaeT LIUTOTOKCHYe-
ckue peakuuu [36]. [Ipu unduuposanuu H. pylori
oTMeuaeTcss UHAyKIus Th1-oTBeTa ¢ mocneaytoiei
aKTHBALMel LIMTOTOKCUYeCKHX JIMM(OLIMTOB B BH/IE BbI-
pakeHHOM 3KcnaHcuu CD8*Thet'-KeTok, Koppeiupy-
IoLLel ¢ noBbilleHHOW cekpereid IFNy, HakorieHuem
rpaH3uMoB A, B, mepdopuHa, skcripeccueit CD16 [37].
B uccnenosanuu N. Bagheri et al. [38] konnuecTBO
CD4'T-kneTok He 3aBHcesio oT VacA u 6esika OipA,
HO TT0JIOKUTENIBHO KOppenrpoBaHo ¢ CagA, HanpoTHB,
ko/muecTBO Foxp3'T-kieTok 3aBucesio ot VacA u OipA,
HO He 3aBuceno oT Cag A.

Y undwuimpoBaHHbix H. pylori nuii oTHOCHUTETHEHO
HerH(ULIMPOBAaHHBIX B OTBET Ha CyObenHULYY B ypea-
3bl, HpaA, nipe3eHTHpyemMbie B-muMdoruramu u feH-
JPUTHBIMHU KJIeTKaMH, OTMeUYeHa 3HaulMO OoJibiiast
nipoueparus CD8*-knetok mamsitu [39].

Brisirneno [40], uto iumdo1uTel B BOCaneH-
Houi COXK 3kcnipeccupyroT oouibHO CCR5, umncsieH-
Hoctb CCR5-keTok (B ocHoBHOM CD8- 11 uacTHuHO
CD4*T-k/1eTKH) TIONIOKHUTE/IbHO KOPPe/TUpyeT CO CTerle-
Hb0 HeiTpoduibHOM nHpUAbTpauuu. RANTES/CCLS
(ymaran, CCR5) B OCHOBHOM JIOKA/TU30BaH B MeMOpa-
HOCB$I3aHHBIX TPaHy/ax C neppopruHOM.

3akntoyeHue

Pacno3sHaBaHue MOJIEeKy/ISIDHBIX MTaTTEPHOB
H. pylori peujentopamu kyietok CO>K nHULUUPY-
€T aKTUBAIIMIO a/larTePHBIX OeIKOB, MPOTeMHKWHA3
Y TPAHCKPUILIMOHHBIX (DAaKTOPOB, MPUBO/S K MPOAYK-
LU [TPOBOCMA/IUTE/bHBIX LIUTOKUHOB, MH(PU/IBTPALIUA
COJXX HeilTpoduILHBIMU TPAHY/IOLUTaMHU, TIOTJIOIIeHUIO
Y KWIIMHTY MUKPOOPraHW3MOB (haroLiTamu C rpe3eH-
Talyell aHTUTeHOB TMMQOLIMTaM, TIPYU 3TOM aKTHBHOCThb
Y 3aBepILIEHHOCTb (paroLuTo3a OCTalOTC Ha HU3KOM
ypPOBHe. DH/l0COMaJ/IbHasl ¥ MpOTeocoMasbHas Je-
rpagauys OakTepuii UHAYLMPYeT MperMyIije CTBeHHO
Th1-otBeT 1 aktuBaluio CD8-, CD16"-muMmdoruToB
C MOCJIe[YIOLIUM MPSIMBIM LIUTOTOKCUUECKUM JIeCTBU-

IMMUNOLOGY

eM Kak Ha H. pylori, Tak u Ha sanuTeoluTbl COXK.
B cBoto ouepesb, n3-3a ¢1aboii IMMYHOT@HHOCTH aH-
TUureHoB H. pylori He obpa3yeTcs afieKBaTHBIN YPOBEHb
aHTHXeTMKOOaKTepHBIX aHTUTEJI.

TakuM 06pa3oM, COBOKYITHOCTh (paKTOPOB TaTo-
FeHHOCTH U crielju(pruyeCKUd aHTUTeHHBIA TPOQU/IL
CIOCOOCTBYIOT AJIUTe/IbHOM TiepcucTeHuu H. pylori
B HeO/IaronpuUsITHBIX YC/IOBUSIX »KeTyI0YHOT0 OHoTOMa
Y UMMYHHOM 3Ba3uM. AKTHBaLUsi UIMMYHHBIX (DaKkTo-
POB, B OOJIBIIIMHCTBE C/TyyaeB, He TIPUBOAMUT K TTOTHOM
3JIMMUHALMY TIaTOreHa, HO MOXKeT YCyTr'yO/siTh 1aTo-
MOpQoIoruyecKre U3MeHeHH s JKey0uHOro SIUTeHsl.
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