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Heussb. M3yueHne pacnpocTpaHEHHOCTH Pa3IHYHbIX TeHOTHIIOB H. pylori cpeau IETCKOT0 W B3POCIOro HACEICHHUS
r. Kazanu ¢ XxpoHH4ecKkoil maToaoruei racTpoayoieHaabHON 30HbI.

Metoabl. B uccnenoBanue 0butn BkirodeHsl 107 manueHTOB (49 neteid u 58 B3pOCIHBIX) ¢ XPOHHYECKUM TacTpH-
TOM/TaCTPOIYOJICHUTOM U SI3BEHHOIl GOJIC3HBIO JKETy/AKA M/MIIM IBEHAALATUIIEPCTHON KMIIKH, y KOTOPBIX HaJIH4He
H. pylori GbLI0 TOATBEPKICHO MOJICKYJISIPHO-TCHETHYCCKUM METOOM. BeeM marieHTaM Bo BpeMst 330¢aroracTpony-
OZICHOCKOIINH TIPOBOJIHIIH TIPUIEITBHY 0 OUOIICHIO CIIU3UCTON 000JIOUKH aHTPAIBHOTO OTAEINA XKEIYAKa Ul BepHpHKa-
uun H. pylori ¢ mOMOLIBIO MONTNMEPA3HOH LIEMHOM PeaKIuy ¥ TeHOTUIIMPOBAHHS C ONpE/eICHHEM I'eHOB cagA, babA,
aJUIEeTIbHBIX BAPUAHTOB I'€HOB iced U vacA.

Pe3yasbraThl. I'en cagd Berpewancs y 19 (32,8%) u3 58 B3pocnsix u 13 (26,5%) u3 49 nereil. I'en vacA Ob11 obHa-
pyXxeH y Bcex obcnenoBanHbix manueHToB (100%). I'enotun vacAs2 y nerei Betpedascs Npubnu3nTensHo B 1,6 paza
qamie renotuna vacAsl (61,2 u 36,7% cooTBETCTBEHHO). Y B3pOCIBIX TeHOTHII vacAs2 Obl1 00HapYxKeH B 2,5 pa3a pexe,
4yeM vacAsl (27,6 u 70,7% cooTBeTcTBeHHO). YacToTa 00HAPYKEHHS IITAMMOB C TEHOTHIIOM vacAm2 coctaBuna 71,4%
(35/49) cpenu nereit u 77,6% (45/58) cpenn B3pocusix. I'en ice42 Ovi1 unenTudunEpoBaH y 46,9% (23/49) nereit u
44,8% (26/58) B3pocubix, reH iceAl —y 20,4% neteii u 55,2% B3pOCIBIX MALIUEHTOB.

BoiBoa. ¥V neTeil mpeBadHpyIOT IITAMMBI ¢ TEHOTHIIOM vacAs2m?2 (42,9%), onpenensomuM HU3KYI0 TOKCHTCH-
HOCTb IITAMMOB H. pylori; y B3pOCIIBIX MALIMEHTOB MpeobiiafaeT reHotun vacAsim2 (53,4%); BbIsBICH BRICOKHH IPO-
IIEHT cagA-HeraTHBHEIX IITAMMOB H. pylori kak y nereii, Tak u y B3pocabiX (73,5 u 67,2% COOTBETCTBEHHO).

KaroueBble ci10Ba: XpOHMYECKHH TacTpUT, s3BEHHass OOJE3Hb XKeNylIKa M IBEHAALATUIEPCTHON KHILIKH,
Helicobacter pylori, hakTopsl TaTOr€HHOCTH, TEHOTHII.
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Aim. Investigation of the prevalence of various H. pylori genotypes among children and adult population of Kazan
with chronic gastroduodenal pathology.

Methods. The study included 107 patients (49 children and 58 adults) with chronic gastritis/gastroduodenitis and
gastric and duodenal ulcer who had H. pylori infection confirmed by molecular genetic method. All patients underwent
biospy from antral mucosa during endoscopy for H. pylori verification by polymerase chain reaction and genotyping for
cagA and babA genes and iced and vacA allels.

Results. CagA4 gene was found in 19 (32.8%) out of 58 adults and 13 (26.5%) out of 49 children. VacA gene was
detected in all patients (100%). VacAs2 genotype in children was nearly 1.6 times as frequent as the vacA4s! genotype
(61.2 and 36.7% respectively). In adult patients vacAs2 genotype was detected 2.5 times less frequently than vacAs!
(27.6 and 70.7%, respectively). VacAm2 genotype was revealed in 71.4% (35/49) of children and 77.6% (45/58) of adults.
IceA?2 genotype was identified in 46.9% (23/49) of children and 44.8% (26/58) of adult patients, ice4A! gene — in 20.4%
of children and 55.2% of adult patients.

Conclusion. The strains with vac4s2m?2 genotype are prevailing in children (42.9%) and determine low toxigenicity
of H. pylori strains; vacAsIm?2 genotype is predominant among adult patients (53.4%); high prevalence of cagA-negative
strains of H. pylori was found both in children and adults (73.5 and 67.2%, respectively).

Keywords: chronic gastritis, gastric and duodenal ulcer, Helicobacter pylori, virulence factors, genotype.

HecMoTps Ha Hanmuue uccieqoBaHUM, NO-
CBANICHHBIX U3ydeHUIo Oaktepuu H. pylori, eé

BOIIPOC O TOM, YTO IPEIONpEAeIseT pa3BUTHE
TOW WJIM MHOW KIMHUYECKOW (POPMBI racTpo-

pOTH B TATOreHe3e TAaKUX 3a00JCBaHUM, Kak
XPOHUYECKUH TaCTPHT, S3BCHHAs OOJC3HB XKe-
JTyIKa v ABEHAANaTHIepcTHOM kumrku, MALT-
mumdoMa U ajeHoKapiuHOMa kenmynaka [1],

Anpec s nepernucku: sayarabdul@yandex.ru

JyOACHAJIBHOW TaTOJIOTUH, OCTAETCS OTKPHI-
ThIM. OfiMH U3 HaKTOPOB, C KOTOPHIM IPUHSTO
CBSI3BIBATH OCOOEHHOCTH KJIMHHYECKUX (hopMm
H. pylori-acconmuupoBaHHBIX 3a00JIeBaHUN, —
TeHEeTHYECKasi XapaKTepUCTHKa MHKpoopra-
HU3Ma, ONpe/EISIONIas €ro BUPYJIECHTHOCTb.
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PacmmdpoBan reHOM HECKOIBKUX IITaM-
MoB H. pylori. Haubonee u3ydeHHON 4acTbiO
FeHOMa SIBIISIETCS OCTPOB  MATOT€HHOCTHU
(PAI — or anrn. pathogenicity island) — onun
U3 CETMEHTOB XPOMOCOMBI, B KOTOPOM CKOH-
LHEHTPHUPOBAHO 0K0JI0 40 T€HOB, KOTUPYIOLTIX
(akTOopHl, 00YCIOBINBAIONINE BUPYICHTHOCTh
H. pylori. 3BecTHO, 4TO Hambojee BaKHbBIC
¢daktopel matoreHHOCTH H. pylori, xoTOpEIE,
KaK MpeJmoiaraeTcs, MOTyT ONPENeNsTh pas-
BUTHE TOW MM WHOW KIMHUYECKOH (OPMBEI
napexuun H. pylori, — 6enku CagA, VacA,
IceA u BabA [2].

Bemox CagA, KomupyeMblil IUTOTOKCHH-
ACCOLIMMPOBAHHEIM TI'eHOM cagA (cytotoxin-
associated gene A), Omaromaps TOMOJIOTHY-
HOCTU KoMIoHeHTaM [V Ttuma cexperopHOi
CHCTEMBI SITUTENNSI HHTETPUPYETCs] HETIOCPe/I-
CTBEHHO B JIMTEIHOLMTHI XKEIyqKa M IpH-
BOJIUT K IOBBIMICHHOMY CHHTE3y HpPOBOCHA-
JINTENIBHOTO LIMTOKWHA WHTepieiikuHa-8 [2].
Takum 00pa3zoMm, MHQHUIIPOBAHUE YeIOBEKa
cagA-no3UTUBHBIMKH mTamMMmamu H. pylori
COIPOBOXAeTcsl Ooyiee BBIPAXKEHHOH BOC-
NAJUTENBHON PEaKLUEN U yBEIMYUBAET PUCK
pa3BUTHUS TaKMX 3a00JNE€BaHUM, KaK S3BEHHAs
00s1e3Hb, pak xenyaka 1 MALT-tumdoma [3].

I'en vacA (vacuolating cytotoxin gene) Ko-
JUpyeT 00pa3oBaHKe BaKyOIN3UPYIOLIETro 1IH-
TOTOKCHHA VacA, BBI3bIBAIOLIETO BAKYOIbHYO
JICTCHEPAalMI0  JIHUTEIHONHNTOB  CIM3UCTOU
000JI04KH XKeTyaKa U ux arnonto3 [4]. Jlanubrit
TeH NMPHCYTCTBYET B T€HOME BCEX INTAMMOB
H. pylori n umeer nBa peruona: S (CUTHaJb-
HBII) U M (CPEAUHHBIN), KOTOPHIE BKIIOYAIOT
IBa ajulenbHBIX BapmaHTta: S1/S2 m ml/m2.
I'enotun vacAsiml obnanaet BBICOKUM YpOB-
HEM IIUTOTOKCHYECKON aKTHBHOCTH H CBSI3aH C
Oornee TAKETBHIMHU 3a00JIeBaHUSIME (SI3BEHHOU
0O0JIe3HBIO, PAKOM JKeINyllKa), TOrJa Kak reHo-
THI vacAs2m2 He o0ilajaeT CyIIeCTBEHHBIM
IIUTOTOKCUYECKUM TOTEHIIHAJIOM [5, 6].

AxtuBaius rena iced (induced by contact
with epithelium) mpoucxomuT HeMoCcpeCTBEHHO
ipu KoHTakTe H. pylori ¢ snurenuonuramu. Pas-
JIMYAOT JIBE aJUIeTbHbIE (DOPMBI 3TOTO T€Ha —
iceAl n iceA2. V3BecTHO, 4TO iceAl damie ac-
COI[MMPOBAH C SI3BEHHOH 00JNe3HbI0, iced2 — ¢
pa3BuTHEM XpoHHYEcKoro ractputa [7—10].

MemOpannsii mpotenH BabA (blood group
antigen-binding adhesin), o0OTBeTCTBCHHBIN
3a axresuro H. pylori x Lewis b-anTurenam
IPyHIbl KPOBH YEJIOBEKA Ha SIHUTEIHOIH-
Tax xenyxaka [11], kogupyetcs reHoM babA2.
B eBpomneiickux cTpaHax JaHHBIA TeH 4alle
BCTpEYaeTCsl y MalMEHTOB C SI3BEHHOW 0oes-
HBIO U pakoM xenyaka [11-14]. B To xe Bpems
724

B pane asmarckux ctpal (TaiiBanp, SnoHus)
HH HaJln4ue TeHoTuna babA, HU KOMOWHALIMS
TeHOTHIIOB cagA/vacAsl He BNUsIINA Ha UCXOJ
nHpunupoBanus dakrepueit H. pylori [15, 16].

B nureparype onmucansl reorpaduyeckue
pa3uyuus pacnpoCTPAaHEHHOCTH TEHOTHUIIOB
H. pylori cpenu B3pOCIBIX MAIMEHTOB B pa3-
HBIX cTpaHax u peruoHax Poccuu. Mccnenosa-
HUM, MOCBALIEHHBIX HM3YUYEHHUIO PacIpocTpa-
HEHHOCTH pas3NWYHBIX 1TamMMmoB H. pylori
cpenu nerckoro HaceneHusi Poccuiickoit ®e-
Jepanny, 3HAaYNTEeITFHO MEHBIIIE.

B ugactHOCTH, B pabore A.A. HmxeBnua n
coaBT. (2013) pacripocTpaH€HHOCTH TeHa cagA
H. pylori 'y nereit cocraBuna 46,1%, reHotuna
vacAsl — 64,8%, renotuna vacAs2 — 35,2%.
[lonoxxuTenbHBI pe3ysbTaT NMpU HUCCIEAO0BA-
HUW BBIJCIICHHBIX KYJIBTYp HAa HaJIHYWEC T'eHa
babA 6b11 onyueH y 34% nerei, reHoB iceAl
u iceA2 — y 79,1 u 20,9% nereii cooTBeT-
ctBeHHo [17].

B Cankrt-Iletepbypre B 2007 ., mo mas-
HeiM T.B. MHUIIKUHOA M COaBT., ObLja BBISB-
JIeHa HM3Kas pacnpoCTpaHEHHOCTb CPeAu Jie-
Ter reHoTHNoB cagA (7,91%) u vacAsl (7,3%)
H. pylori; annens s2 reHa BaKyOJIU3UpYIOIIE-
ro IUTOTOKCHMHA Obln oOHapyxkeH y 10,17%
neteit [18]. ¥V mereilr ¢ racTpomyoneHaIBHOM
[IaTOJIOTHEH, IPOXKUBAIOIUX BO BiagusocTo-
Ke, yacToTa reHa cagAd coctasuna 34,4% ciy-
yaeB, reHoTuna vacAsl — 60,6%, renoruna
vacAs2 — 17,9%; cyotun ml reHa vacA Obin
obHapyxeH y 45,9% nereli B mccienyemoit
rpymnmne, renotun VacAm?2 sctpeuancs y 32,8%
nerert [19].

B HameMm perunonHe m3ydeHHE pacmpeneie-
Hus reHOTHIIOB H. pylori y netei ¢ ractpongyo-
JIEHAJIbHO NTaTOJIOrUel paHee He MPOBOAMIOCE.

Lenp wccnenoBaHWs — W3YYUTH pac-
MPOCTPAaHEHHOCTh  PA3JIMYHBIX T'CHOTHUIIOB
H. pylori cpenn meTckoro M B3pOCIOro Hace-
neHus r. Kazanu ¢ xpoHunueckoil natojoruei
racTpoayOJ€HaJbHOU 30HBI.

B wuccnenoBaHme BKIIOYCHBI PE3yNBTaTHI
obcnenoBanus 107 MalMeHTOB, B TOM YHCJIE
49 nereli (cpeanuii Bo3pact 14,45+2,23 rona)
u 58 B3pochubIX  (cpemHUU  BO3pacT
45,3142,1 rona), y koTopbix Hasnuuue H. pylori
OBLJIO TIOATBEPKICHO METOIOM ITOTMMEPA3HON
menHodt peakruu (ITLP). CooTHomenue mna-
IUEHTOB C XPOHMYECKHM T'acTPHUTOM/TacTpo-
IYOIEHUTOM W SI3BE€HHOW OOJIE3HBIO JKeIyIKa
W/WIK ABEHAJATUIIEPCTHON KHUILIKH, BHICTAB-
JICHHBIMH T10 Pe3yJIbTaTaM YHIOCKOIMHYECKOTO
71 MOP(QOIOTHIECKOTO UCCIICAOBAHUH, B TPYII-
e IeTeH ¥ B3pOCIIBIX CTATUCTHUECKH 3HAYUMO
HE pa3Inyajiock.
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HccnenoBanme  omoOpeHO  JOKaJIbHBIM
STHYECKUM KoMHUTeToM KaszaHckoro rocynap-
CTBEHHOT'0 METUIIUHCKOTO YHHUBEPCUTETA.

PopnTenu manmMeHTOB W/MIM TAI[MEHTHI
nepe;; MPOBEACHHEM HCCIIE0BAHUS MOIITUCHI-
BaJI JOOPOBOJIEHOE HHYOPMHUPOBAHHOE COTTIa-
CHe Ha yJacTHe B uccieioBaHuy. BeceM mannen-
TaM BO BpeMsi 330(aroracTpoyoJeHOCKOIHN
MIPOBOIMIIN TIPHLIENBHYIO OHOIICHIO CITU3HCTOM
000JIOYKH aHTPAJIBLHOTO OTJENa JKEIyIKa IS
Bepudukanuu H. pylori ¢ IOMOIIBIO MOJIEKY-
JISIPHO-TEHETHYECKOT0 METOa W T'€HOTHIHPO-
BaHUs C ONpPEICICHUCM TeHOB cagA, babA, an-
JIETIbHBIX BAPUAHTOB T'€HOB iced U vacA.

O6napyxenue H. pylori B 6uonrarax mpo-
Bommwiu metomoMm I[P ¢ momorpio Habopa
«Xemuxkonon [I» (JIutex, Poccus). s reHOTH-
MUpPOBaHUs TaMMOB H. pylori ObIIM UCTIONb-
30BaHBI HA0OPHI peareHToB «Xenukornoil CAy,
«Xenukommon VAy, «Xemukonosl BAy, «Xemn-
komon [A» (Jlutex, Poccus). Busyamusauro
pe3yJBTaTOB 3NeKTpodopesa MPOBOIMWIN Ha
CTEKJIC YIBTPa(HOICTOBOTO TPAHCHILTIOMUHA-
topa «ETS Vilber Lourmat» (Opanuus).

Craructudeckyio 00pabOTKy JaHHBIX BBI-
MOJHSUIM C WCIOJIB30BAHMEM IPOI'PaMMHO-
ro obecneuenunsi MS Excel (Microsoft). ITpu
aHaIM3€ JaHHBIX OINpPENeNsIN IOKa3aTeln
4acTOThl reHoTHnoB H. pylori. Jlns oueHkn
CTaTUCTUYECKOI 3HAYMMOCTH Pa3IMYHNA IOKA-
3areney ucnonb3oBanu t-kputepuil CTbIOAeH-
Ta, Pa3JInYUs CUUTAIH CTATUCTHYECKH 3HAYH-
MbIME 1IpH p <0,05.

H. pylori 6b1 BeIsiBICH MeTonoM [ILIP y
Bcex obOcienoBaHHbIX nanueHToB (100%). I'en
cagA Betpedancs y 19 (32,8%) u3 58 obeneno-
BaHHBIX B3pociblX U 13 (26,5%) u3 49 nerei,
CTaTHCTUYECKH 3HAYMMOW pa3HUIBI OOHapy-
skeHo He Obo (p=0,313). Takum obpaszom, B
Haleil pabote ObUT BBISIBIEH BBICOKHH IMpPO-
HeHT cagA-HeraTUBHBIX MTaMMoB H. pylori
KaK y JeTei, Tak u 'y B3pociusix (73,5 n 67,2%
COOTBETCTBEHHO).

B oTHOmIEHNN pactipocTpaHEHHOCTH cagA-
HEeraTHBHBIX TaMMOB H. pylori B nurtepary-
pe MMEIOTCS MPOTHBOPEUMBBIC JaHHBIE. Tak,
no nanHbM J.P. AGyzapogoit (2004), B Kasanu
Takue MTaMMBbl ObUTH OOHapyxkeHbl y 35% ma-
IIUEHTOB ¢ si3BeHHOH Oone3nbio [20]; B PocToB-
ckoii oomacty (2010) cag A-HeraTuBHBIE IITAMMBI
ObLH BBIsIBIIEHBI B 18,2% ciydaes [21]. BmecTe
C TEM, B COOTBETCTBHUH ¢ OoJiee paHHUMH JaH-
HeiMu B.M. ToBopyna u coast. (2002), cagA-
HETaTUBHBIC IITAMMBI Y B3POCIIOTO HACEICHUS HE
ObIM 0OHApY>KEHBI HH B OHOM M3 HCCIIEIOBAH-
HBIX pernoHoB Poccun [22].

B namem nccienoBannu red vacA ObLI 00-

Hapy’>XeH y BCEX OOCIIEIOBAHHBIX IALNECHTOB
(100%). Ilpn ananmmze pacnpocTpaHEHHOCTH
TEHOTHUIIOB vacAsl u vacAs2 Hamu OblIH 00-
Hapy>KeHbI CYILIECTBEHHBIC Pa3IUUHs MEXAY
JETbMU U B3pOCHbIMH. Tak, reHoTUIl vacAs2 y
JieTel BCTpevascs mpuoIu3uTensHo B 1,6 paza
yamre reHoTuna vacAsl [30/49 (61,2%) u 18/30
(36,7%) cooTBeTcTBEHHO]. Y B3pOCIBIX Ha-
Omtomanu OOpaTHYIO TEHIEHIUIO: TEeHOTHUI
vacAs2 6b11 0OHapyskeH B 2,5 pasa pexe, 4eM
vacAsl (27,6 u 70,7% cOOTBETCTBEHHO). DTH
JAHHBIE COTJIACYIOTCS C PE3yNbTaTaMH, MOIy-
yeHHbIMH D.P. AGy3apoBoii B 2004 r. y B3poc-
noro HaceneHus r. KazaHu: pacrnpocTpanéH-
HOCTh reHoTuna vacAs2 coctaBuia 23,6%,
vacAsl — 76,4% [20].

l'enotun vacAml OBIT BBIABIEH IUIIb Y
1 (2,04%) pe6énka u 1 (1,7%) B3pocnoro ma-
LIUEHTa C TacTPOAYOAEHAJbHOM IaTONOIUEM.
Hamy nanHBIE 3HAYMTENBHO OTIMYAIOTCSA OT
pe3yibTaToB, IOJYYEHHBIX paHee B pabote
D.P. Aby3apooii (2004), rae oOHapyKeHHE
3TOro reHoTHNa coctaBuio 21,1% y B3pocisbIX,
47O B 12 pa3 yalie pe3ynbTaToOB HAILIETO UCCIIe-
noaHus [20].

Yactora OOHapy>KeHHUs! IITAMMOB C T'€HO-
tunom vacAm2 cocraBuna 71,4% (35/49) cpenu
oOcienoBaHHEIX neter u 77,6% (45/58) cpenu
B3pocibix nmanueHToB (p=0,305). AHanoru4HbIe
pe3yNbTaThl OBLIN TONY4YeHBI paHee B T. Ka3za-
HU — paclpocTpaHEéHHOCTh ITaMMOB H. pylori
¢ reHoTHUIIOM vacAm2 coctaBuna 78,9% cpenu
B3pOCIIBIX MAUEHTOB C XPOHUYIECKOH racTpo-
JlyozieHaJabHOM marosorueit [20].

[IpakTH4ecky MOJOBHHA MAIUEHTOB CPEIU
nerert [46,9% (23/49)] u B rpymnme B3pOCIBIX
[44,8% (26/58)] ObL1M HOCHTENSIMU TeHa iceA?2,
HECMOTPS Ha TO OOCTOATENHCTBO, 4TO B 2004 T.
B Kazanu He ObUTO BBISIBIEHO HU OHOTO B3POC-
JIOTO TAIMEHTAa C JaHHBIM TeHOoTHIIoM [20].

l'enorun iceAl ObuT HAEHTUDUITUPOBAH Y
10 (20,4%) neteii. DT MoKa3aTeNIn OKAa3aIHCh
HUXeE, YeM y B3POCIBIX, CPEIU KOTOPBIX iceA ]
BcTpevancs B 55,2% ciyuaeB (32 manuenra),
YTO B 3HAYMTEIHHOH Mepe coriacyercst ¢ mo-
Jy4EeHHBIMHU paHEE B HAILEM PETHOHE PE3Yib-
taramu [20], a TakXKe ¢ JIUTEPaTypPHbIMU JIaH-
HbIMH [7-10].

[Ipu mnentuduxanuu reHa babA cpenu
JeTeld U B3pOCIBIX HAMHM HE OBUIO BBISBIICHO
cymecTBeHHON pasHuiel 7 (14,3%) mereit u
11 (18,9%) B3poOCIBIX MAaMEHTOB OBLIN TIO-
3UTHBHBI 110 JaHHOMY TeHy. Pacmpoctpa-
HEHHOCTB ATOTO I'eHa paHee cpenu H. pylori-
MHOUIMPOBAHHBIX B3POCIBIX NAalMEHTOB B
HaieM peruone coctabuia 33,3% [20].

Pe3ynbpraTel T€HOTHIIMPOBAHUS IITaMMOB
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Tabnuya 1

Pe3ysbTaThl reHOTHIIHPOBAHUS 10 TeHaM cagA,
iceAl, iceA2, babA n cyoTunam resa vacA 'y nerei
M B3POCJIBIX ¢ XPOHUYECKOI racTpoayoieHaIbHOM

MaToJIoruei

T'enoTunst B3pociasie

IITaMMOB Aetn (n=49) (E:SS) p

H. pylori | Aéec. % Abc. %
cagA 13 26,5 19 32,8 | 0,3132
vacAsl 18 36,7 41 70,7 | 0,0004
vacAs2 30 61,2 16 27,6 | 0,0005
vacAml 1 2 1 1,7 0,7085
vacAm2 35 71,4 45 77,6 | 0,3054
ice Al 10 20,4 32 55,2 | 0,0002
ice A2 23 46,9 26 44,8 | 0,4904
babA 7 14,3 11 19 0,352

IIpumeyaHue: p — cTaTUCTHYECKAst 3HAYMMOCTb Pa3iy-
YUH MEXY IPYNIaMH.

Tabruya 2
PacnpocTpanéHHOCTH KOMOUMHALMI CYyOTUIIOB
rena vacA mrammoB H. pylori, BbIsSIBJeHHbIX
y AeTeii ¢ racTpoAyo1eHAJIbHOM MaTOJIOTUel U
B3POCJIbIX NALIMEHTOB

Bspocinbie
CyOrumsl vacA Aern (0=49) (fl=58)
Abc. % Aobc. %
vacAsIml 0 0 1 1,7
vacAslm2 16 32,7 31 53,4
vacAs2ml 0 0 0 0
vacAs2m2 21 429 14 24,1
vacAslmlm?2 1 2 0 0

H. pylori y nmereit n B3pocneix r. Kazanu, a
TaKXe aHaJU3 COYCTAHWS alieNiell CUTHaJb-
HOTO (S-) ¥ CPEAMHHOTO (M-) PErHOHOB T'eHa
vacA npeacTaBiceHbl B Ta0I. 1 u 2.

ITo nuTepaTypHbIM NTaHHBIM, IPU OLIEHKE
CTEIMEH! TMaTOTCHHOCTH mTaMMmoB H. pylori
CYIIECTBEHHBIMHU SIBISIOTCS Pa3IHYHsA II0
vacA-renotuny. M3BecTHO, YTO TEHOTHII
vacAs2m2 mposABIseT HE3HAUUTEIHHYIO TOK-
CHYECKYI0 aKTHBHOCTb, TOTJa KaK IITaM-
Mbl H. pylori ¢ renorunamu vacAsiml n
vacAsIm2 uMeT MaKkCUMaJabHbIA UIH Cpel-
HHUHA YPOBEHb CEKPEIHH ITUTOTOKCHHA COOT-
BETCTBEHHO [5, 6, 23].

B nanHOM HccnenoBaHMM Yy JeTei ¢ rac-
TPOLyOJieHAIFHOH MATOJIOTHEH MpeBalupy-
IOT WITaMMBbI C T€HOTUIIOM vacAs2m2, onpe-
JENSIOMUM HU3KYIO TOKCHYHOCTH H. pylori.
[IpoTHBOMONIOXKHEIE pe3yIbTaTHl OBLITH TOTY-
yeHsl y neter JJonenka, Y1, xureneit Poc-
TOBCKOM 00J1acTH, e OOJBIIMHCTBO IallK-
€HTOB MH(DHUIIUPOBAHBI BBICOKOMATOICHHBIMHU
mrammami [17, 21, 24].

PacnpoctpanénnocTs reHotuna vacAs2m?2
Cpenu B3pOCIHBIX manueHToB . Kazanu cocra-
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BUJIa B HameM uccienoBanuu 24,6% (14/58).
[TpeoGnanaromumM cpean B3pOCHBIX MalUeH-
TOB OBLI T€HOTHUIT VacAsIm2, KOTOPBIA BCTpe-
yascs B ciryqae 31 (53,4%) mramma H. pylori.
AHaJOru4YHBIE PE3yJbTaThl OBUIM TOJTy4EHBI
B Kazanu B 2004 1., korma OOJBIIMHCTBO I1a-
ueHTOoB (64,6%) c sI3BeHHOU OOJIE3HBIO SBIIS-
JIUCh HOCHUTEJISIMHM JIaHHOTO T'eHOoTHma. Y Je-
Teit reHoTun vacAsIm?2 6w BeisBiIcH B 32,7%
(16/49) cyuaes.

KoMmOunanmuu reHOTHNOB vacAsiml wu
vacAs2ml B HaleM UCCIAEAOBaHUM Yy JeTeil
HE BCTpEYaJUCh HU pasy, YTO COTJacyeTcs
¢ pesynbsraTamMu ucciuenoBanus A.A. Hmxe-
Buya (2013), mpoBeaéHHOro B pecmyOnmke
BamkopTocTaH y AeTel ¢ XpOHMYECKOH rac-
TponyoneHansHOW matonorueit [17]. Cpenm
B3pOCJIOTr0 HACEIeHUs TEeHOTUINl vacAsiml
6511 oOHapyxeH aumtb y 1 (1,7%) nanuenta,
TEHOTHT vacAs2ml BBISBIICH HE OBLIL.

B namewm wuccrnegoanuu y 1 (2,0%) pe-
O6€nka OBUT HAGHTH(QHUIMPOBAH TEHOTHII
VacAsImlIm2. D10 cBUIETENbCTBYET 00 WH-
(pUIMPOBAHHOCTH OIHOBPEMEHHO OoJiee ueM
onauM mrtamMmoM H. pylori. OOHapyxeHUe
aHaJIOTMYHOro reHoruna y 24,1% mnanuen-
TOB C XPOHHMYECKOW TIacTPOAYOJCHAIbHON
H.  pylori-accounmpoBaHHONW  TaTOJOTUEH
Cankr-IlerepOypra Ob10 onucano H.B. 3a-
xapoBoit B 2007 1. /25].

Takum 00pa3oM, MOJTyUYCHHBIC HAMHU IaH-
HBIE CBUJETEIBCTBYIOT O TOM, YTO CJIHU3UCTAS
o0oyouka Kemyaka OOCIeTOBaHHBIX JAeTel
r. Kasanu xoJoHM3MpOBaHa MPEUMYIIECTBEH-
HO mTammamu H. pylori ¢ reHoTHIaMmuy,
OTIPEACTSAIOMUMA  HHU3KYI0 BHPYJICHTHOCTH
(vacAs2m2), Toraa Kak y B3pOCHBIX HalHeH-
TOB OOHapy>XeHBI IITAMMBI, XapaKTepU3YIO-
IIMEeCcs] CpeqHeH CTENEeHBI0 BHUPYJICHTHOCTH
(vacAsIm?2).

Hcxonst U3 MOTYyYEHHBIX pe3yJbTaTOB, U3
BCEX BO3MOXKHBIX KOMOMHAIIMH I€HOTHUIIOB (B
OTHOIIEHUU T€HOB cagA, vacA, iceA u babA)
B HCCIICIOBAaHHBIX 00pasmax y aeredl OwLIn
oOHapyxeHbl 22 KOMOMHAIMM IITAMMOB
H. pylori (tabm. 3).

VY B3pOCIBIX MALMEHTOB C TacTPOAyoJe-
HaJBHOM MaToJOoruel ObLIN BBISBICHBI HHBIE
KOMOWHAINU TeHOTUTIOB H. pylori (Tadm. 4).

YuutsiBas, uto uHQUIHpoBanue H. pylori
MPOUCXOJUT B OCHOBHOM B JE€TCKOM BO3pac-
T€, MOKHO TPEIOIOKHUTH, YTO BBISIBICHHBIC
OTINYUS WITaMMOB H. pylori, BEIIEIEHHBIX Y
JIeTed M B3POCIHBIX MAlMEHTOB, CBHACTEIb-
CTBYIOT O NMPEUMYIIECTBEHHOM pacrpocTpa-
HEHHUH Pa3IUYHBIX ITAMMOB MUKPOOPTraHH3-
Ma B pa3HbIe TOAHI JaXke B IpenesaXx OIHOTO
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Tabnuya 3
Pacnpenenenne renorunos H. pylori y neteii ¢ ractpoayoneHaabHoii natojorueii (n=49)
Ne T'enoTun Beero
Abc. %
1-15 cagA+/vacAsImim2; cagA+/vacAs2m2; cagA+/vacAslim2/babA; 1o 1 2
cagA+/vacAsl m2/iceAl/babA; cagA+/vacAsim2/iceA2/babA;
cagA+/vacAs2m2/iceAl/babA; cagA+/vacAsim2/iceA142;
cagA—/vacAsl; cagA—/vacAsl/iceA2; cagA—/vacAs2/iceA2;
cagA—/vacAslm2/iceA2; cagA—/vacAs2m2/iceAl;
cagA—/vacAsl/iceA2/babA; cagA—/vacAs2m2/iceAl/babA;
cagA—/vacAs2m2/iceA2/babA
16-17 cagA+/vacAsim2/iceAl; cagA—/vacAsim2 o 2 4,1
18 cagA—/vacAsIm2/iceAl 3 6,1
19, 20 cagA+/vacAsim2/iceA2; cagA—/vacAs2m2 mo 4 8,2
21 cagA—/vacAs2 7 14,3
22 cagA—/vacAs2m2/iceA?2 12 24,5
Hroro 49
Tabnuya 4
Pacnpenesnenue renorunos H. pylori 'y B3pocjibIX NaHEHTOB ¢ racTPOAYOAeHAILHON NaTooruei (n=58)
No I'eHoTH Beero
Abc. %
01-12 cagA+/vacAsl; cagA+/vacAsl/iceAl; cagA+/vacAsl/iceA2; 1o 1 1,7
cagA+/vacAsl/iceAl/babA; cagA+/vacAsIml/iceA1/babA;
cagA+/vacAsl/iceA1A2/babA; cagA—/vacAsl/iceAl;
cagA—/vacAsIm2; cagA—/vacAslim2/iceA1A2; cagA—/iceA2;
cagA—/vacAsim2/iceAl/babA; cagA—/vacAsIm2/iceA2/babA
13-17 cagA+/vacAsIm2/iceA2/babA; cagA—/vacAsl/iceA2; mo 2 3,5
cagA—/vacAs2/iceA2; cagA—/vacAs2m2; cagA—/vacAs2m2/iceA1A2
18—-19 cagA+/vacAsim2/iceAl/babA; cagA—/vacAs2m2/iceAl 1o 4 7
20 cagA—/vacAs2m2/iceA2 6 10,3
21-23 cagA+/vacAsim2/iceAl; cagA—/vacAsim2/iceAl; mo 7 12
cagA—/vacAsIm2/iceA2;
Hroro 58
peruoHa. PazHooOpa3ue BEISBICHHBIX KOMOU- JINTEPATYPA

Hauuit renoTunoB H. pylori oGycioBieHo He-
CTa6I/IJ'H)HOCTbIO M BBICOKON M3MEHYHBOCTHIO
renoma H. pylori.
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1. Cpenn oOclienOBaHHBIX MAIlMCHTOB B
r. Ka3anu BBISBIIEH BBICOKHI MPOLEHT CagA-
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IOIINECs CPeHEN CTENEHbIO BUPYJICHTHOCTH.
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