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Prevalence of Helicobacter pylori and GERD at Mongoloids and Caucasians
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T.B. Bichurina, O.S. Amelchugova

Llenb unccnepoBaHusa. /3yuntb pacnpoCTpaHEeH-
HOCTb Helicobacter pylori w ractposa3ogareasibHoOV
pegokcHou 6one3Hn (FTOPB) y pasnnyHbIX 3THUYE-
CKWX rpynmn MOHrOJIOUAOB U eBpOneonaoB BocTtouHom
Cunbupu.

Martepuan n merogbl. OOHOMOMEHTHbIM (None-
peyHbIM) MeToaom Obiia uccnepoBaHa pacnpocTpa-
HeHHOCTb H. pylori n TOPB B 3BeHknn, Xakacum n TeiBE.
YacToTa naxorn nsydeHa y 6678 esponeongos, 1445
3BeHKOB, 2085 xakacoB W 572 TyBMHLIEB CMJIOLUHbIM
MeToaoM. J3odaroracTpoayoneHoCKonusa ¢ 3abopom
6ronTaToB NPoOBeAeHa B 9TUX rpyrnnax COOTBETCTBEHHO
y 2125, 791, 630 n 250 yenoBek. H. pylori onpegenanu
MOP®OSIOrMY4ECKNM, YpeasHbiM U UMMYHODEPMEHTHbLIM
MEeTOO0M B CbIBOpPOTKE KpoBu y 1492, 493, 533 n 414
o6cnenoBaHHbIX.

Pe3ynbtatbl. PacnpocTpaHEHHOCTb eXeHeaenb-
HOW M3XOrM cocTaBuia y 3BEHKOB 6,4%, y XakacoB
- 10,3%, y TyBUHLEB — 12,9%, y eBponeonaos — 12,3%
(p1_3<0,001, p,_,<0,001). 330¢arnT AMarHOCTUPOBAH y
5,4% eBponeongos, y 0,6% 9BeHKOB, y 3,6% xakacos,
y 5,1% TtyBuHueB (p,,<0,001, p,,<0,001). YacTtoTa
BbISIBNEHUS H. pylori BO Bcex nonynauusx 6biia oguHa-
koBa — 0koJs10 90%.

BbiBOAbl. 3aperncTpvpoBaHbl OTAMYMS B pac-
npocTpaHeHHocTn MOPB kak mexay eBponeovpamu
N KOPEHHBIMWU XUTENSMWU, TaKk U MeXAY PasfvyHbIMU
3THUYECKMMW TpynnamMmu MoHrononaos. Cpeon eBpo-
neouaoB U MOHrononaoB BoctouHoii Cubupu oTCyTCT-
BYET accoumaums mexay nHdekuven H. pylori n rOPB.

KnioueBble cnoBa: OPB, Helicobacter pylori,
n3xora.

Aim of investigation. To study the prevalence
Helicobacter pylori and gastroesophageal reflux dis-
ease (GERD) at various ethnic groups of Mongoloids
and Caucasians of Eastern Siberia.

Materials and methods. Prevalence of H. pylori
infection and GERD in Evenkia, Khakasia and Tuva had
been studied by simultaneous (transverse) method.
Frequency of heartburn was studied at 6678 Caucasians,
1445 Evenks, 2085 Khakases and 572 Tuvinians by con-
tinuous method. Esophagogastroduodenoscopy with
biopsy sampling was carried out in these groups in
2125, 791, 630 and 250 patients respectively. H. pylori
was determined by morphological, urease and immuno-
enzyme method in blood serum at 1492, 493, 533 and
414 subjects.

Results. Prevalence of weekly heartburn was 6,4%
in Evenks, 10,3% — in Khakases —, 12,9% — in Tuvinians,
12,3% - in Caucasians - (p;_3 <0,001, p,_, <0,001).
Esophagitis is diagnosed in 5,4% of Caucasians, in 0,6%
of Evenks, in 3,6% of Khakases, in 5,1% of Tuvinians
(py_» <0,001, p,_, <0,001). Frequency of H. pylori infec-
tion in all populations was identical — about 90%.

Conclusions. Differences in prevalence of GERD
were registered both between Caucasians and local
population, and between various ethnic groups of
Mongoloids. Between Caucasians and Mongoloids of
Eastern Siberia there is no association between H. pylori
infection and GERD.
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aactpuxtckuil koncercyc III  gocrarouno
M‘-IGTKO oopMuIT OTHOIIIEHIE K BOIPOCY ac-

conmaruu Helicobacter pylori n eacmpo-
azocpazeanvnou  pegpaioxcuot  6oaesnu (TOPB),
MPAKTUYEeCKNU OTBEPrHYB €€ Ha OCHOBAHUU Pe3yJIbTa-
TOB psijla KPYIHBIX uccaegoBannii [6]. Bmecte ¢ TeM
mpobseMa GbljIa M OCTAETCSl JOCTATOYHO CJIOKHOIL.
CyiectByer COBEPIIEHHO OYEBHIHAS [HCKYCCHS,
paccMOTpeHune KOTOPOU MOKET ObITb IOJIE3HBIM JIJIst
Da3BUTHs NPEJCTABIEHUII O MMATOTeHe3e TacTPOIH-
TepoJsioTnyecKknx 3aboJieBanuii. B Hacrosiiee Bpems
UMEIOTCSI TPU TOYKHU 3PEHus, Kacalolhecsi B3auMO-
csizu uudeximu H. pylori u TOPB. CropoHHUKI
OJIHOIl KOHIIENIMK OTPHUIAIOT 3Ty CBA3b. /[lpyrue
aBTOPBI OTCTAMBAIOT MHEHHE O IMPOTEKTUBHON POJIK
GakTepuil B renesze 3aboJieBaHUil nuieBoja. Tperuii
B3TJISIJI YKA3bIBAE€T HA BO3MOKHYIO MPUYMHHYIO POJIb
H. pylori B renese narosorun nmmesoza [4, 10].

MaTepuan 1 MeTOABI
UCCAEAOBAHUA

OpanoMoMeHTHBIM (IOIEPEYHBIM) METOAOM ObLIa
uccaeoBana pacipocrpanenHocts H. pylori un
I'9PB y B3pocioro Hacenenuss Bocrounoit Cubupm.
WccnenoBanue 1poBeleHO HA OCHOBAHMM CIIHCKOB,
YTBEPSKIECHHBIX OPraHaMi MECTHOTO CaMOYITPABJIEHUSI,
B nin. baiikut, Cypunna, [osuryc, Unpunaa, SkoHaa
Baiiknrckoro n MamMnuiickoro paitoHOB JBEHKUH, B
. Maryp, Anuysab, Bepxumit Kypayram, Hmxane

Cupnbl, Boabmoit Bop, Boabmas Cesi, Bepxusis Ces,
WMuuyn, Bepxuwmit Tamrtein TamTeiickoro paiiona
Xakacun, B 11. Haa-Xoab B TeiBe u B 11. ATaMaHoBO,
PacIoyio;KeHHOM B Oacceiiie CpeIHero TeYeHus] peKu
Ennceii. Yacrora nsskorn nsyueHa y 6678 esporneon-
108 (3096 myskumn, 3582 xenumnbl), 1445 9BeHKOB
(Myxumu — 693, xenmmu — 752), 2085 xakacos
(978 myskuun u 1107 sxenumn), 572 ryButies (MysK-
yuH — 202, sxkeHnmH — 370) CIJIONTHBIM METOIOM.
Cpennuit  Bo3pacT 006CjeIOBAaHHBIX €BPOIEOU/I0B
cocraBus 35,7 rozxa, 9BEeHKOB — 35,8 roja, Xakacos
— 42,9 rona, tysunies — 39,8 roga. Kuimnunveckas
CUMITOMATHKA, aHAMHe3, COILUAJbHBI 1 OOBEKTHB-
HBI CTaTyChl M3y4YaHCh TPU TOMOIIN CHEIHATbHOI
aHketbl. [To/ M35KOTOI MPUHUMAIN YYBCTBO JKIKEHUSI
3a rpyauHoil. Hajwuwe u3KOTM U/ WIH OTPBIKKI
KHUCJIBIM KaKk MUHUMYM | pa3 B HeJEeN0 CYUTAIN J[0C-
TATOUYHBIM /st guarHoctuku ['9PDB [12].

Azoghazozacmpodyodenockonus (ITC) npose-
neHa y 2125 eBporeonioB (1011 myxunH 1114
skenmmn), 791 ssenka (379 myxumn u 412 skeH-
mwH), 630 xakacos (276 MyskuuH U 354 SKEHIUHbI),
250 tyBunnes (88 MyxumH u 162 sxenmun) 1o 25%
cayvaitnoit Beroopke. Ompenesnenne crerneHn 330¢a-
rUTa TPOBOIMIOCH Ha ocHOBaHUH Jloc- AHJUKETeCCKOiT
knaccudpuramun (1994) [5].

H. pylori onpenensimn y 1492 esporneonsios, 493
9BEHKOB, 533 XaKacoB, 414 TYBUHIIEB TPEMSI MeTO/a-
MHU: B OMONTaTax M3 AHTPAJBHOTO OTEJa >KeJIyIKa
Mopgoaormaecknm (mocse okpackn o 'mmse) n ype-

Tabauua 1
PacnpocTpaneHHOCTb U3>K0TU Y kuTeAert Bocrounott Cubupu, adc. unucao (%)
[Honynanus Masicora
OOIINIi MOKA3aTeNb eKeHeieIbHast
ODBEHKUS
1. EBponeonpl, n=3422 1263 (36,9) 414 (12,1)
2. Dpenku, n=1445 252 (17,4) 92 (6,4)
Xaxkacust
3. Esponeouspi, n=2138 844 (39,5) 252 (11,8)
4. Xakacbl, n=2085 727 (34,8) 214 (10,3)
TriBa
5. TyBunibl, n=572 211 (36,9) 74 (12,9)
1m. ATaMaHOBO
6. Esponeonnupr, n=1118 463 (41,4) 159 (14,2)
Bceero:
7. Esponeousipi, n=6678 2170 (32,5) 825 (12,3)
8. Monrosnouzan:, n=4102 1188 (28,9) 380 (9,3)
Pio <0,001 <0,001
P34 0,001 0,11
Prs <0,001 <0,001
Pr_s <0,001 <0,001

IIpumeyanue. /[0CTOBEPHOCTD PA3INYUl MEXKIY TPYIIAMU PACCYUTHIBAIACH C MCIOTb30BAHUEM KPHUTEPHUS ).
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a3HbIM METOJaMU U MMMYHO(DEPMEHTHBIM METOIOM
(B coiBopoTKe KpoBM uccaexosamu 1gG H. pylori
tect-cucteMamu  MiMmmyrokoM6 ¢dupmbr «Orgenics»,
Wspaunp) [1].

[TonyuenHbie pe3yabTaTbl OIEHEHBI COTJACHO
OOIIETTPUHATBIM METOIaM CTaTUCTHYECKOTO aHATH3a.
Crarucrnveckasi oOpabOTKa MpOBeJeHa Ha TEPCo-
HAJbHOM KOMIIBIOTEPE TIPU TIOMOIIN MaKeTa TPUKIAT-
HpIx mporpamm «Statistic for Windows» (Bepcust
7,0), SPSS v.12,0 for Windows. [locTOBEPHOCTD
pa3IuYMid MO0 KAaYeCTBEHHBIM TPU3HAKAM OI€HWBAJH
MIPH TIOMOTII KPUTEPHUs x2.

Pe3yAbTaThl HCCACAOBAHUS
U UX O0CYy’KAEeHUe

Y eBporeonI0B, TPOKUBAIONINX B PA3JIUYHbBIX
pernonax Bocrounoit Cubupu, 3HAYUTENBHBIX KOJIE-
GaHWli B PACIPOCTPAHEHHOCTH €XEHEJeNbHON M33KO0-
1 He Habmogamoch — ot 11,8 mo 14,2% (taba. 1).
Y MOHTOJIOWOB B OTJIMYKME OT €BPONEOHIOB OTMe-
YaJInCh JiBeé 3aKOHOMEPHOCTU. DbuIn 3aperucTpupo-
BaHbl ITHUYECKHE KOJEGAHUS PACIPOCTPAHEHHOCTH
eKeHe1eJbHON n3koru — 6,4% B OBenkun u 12,9%
B ToiBe (p<0,001). ITomumo sTOTO, TIPU OOBEAUHE-
HUM BCEX JAHHBIX YaCcTOTA €’KEHeJeJbHON H33KOTH
y MOHTOJIOW/IOB OKAa3aJach 3HAUMTEJIBHO HUKE, YeM
y €BPOINEOUIOB, U COCTaBUJIA COOTBETCTBEHHO 9,3
12,3% (p<0,001) — cm. Tabm. 1.

PacmpocTpaHeHHOCTD W3KOTH, KapIUHAJIBLHOTO
cumnroma ['OPB, Bo BceM Mmupe msyuaercsi o4deHb
HHTEeHCUBHO. TeM He MeHee, aHAJN3 HOTYYEHHBIX MTPH
9TOM JIAHHBIX 3aTPYy/HEH, MOCKOJbKY [0 HACTOSIIIETO

BpEMEHU HEOCTATOYHO MPUMEHSIOTCS CTaHIapTHbBIE
METO/IbI UCCJE0BAHUSI U JI0 CUX TIOP MPOJOJIKAETCS
JINCKYCCHSI O TOM, KaKasl 4acToTa M33KOTM COOTBETCT-
Byer I'OPB. CorsacHo HammM Ha6JIIOIEHHUSM, pac-
npoctpanenHocTb [DPDB sBisiercss 6osiee BBICOKOIT
Yy €BpOIEOU/IOB B CPAaBHEHWM C JIMIAMU a3WATCKOTO
npoucxoxaenus. Hampumep, B Kutae ona cocras-
nszer 6,2%, B Kopee — 3,5%, B Cemerane — 1%,
B Cunranype — 1,6%, a Bo Dpanuuu u AHMJIUH
— 21% [3]. B Maumaiisuu usxora Bcrpedaercss y 72%
aHraMyan u 'y 41% KopeHHbIX skuteseii [7]. B cBoem
0630pe o/InH U3 JuAepoB B obyactu usydenusi [OPH
J. Dent npuzep:xuBaeTcsi Takoil e TOYKU 3PEHUS
[2]. Crenyer 3ameruThb, 4TO MbI TE€PBLIMU OOHAPY-
SKUJI 3aBUCUMOCTD PACIIPOCTPAHEHHOCTH U33KOTU OT
sTHUYeckuXx ¢daxropos B Poccuu.

Yacrora 330aruta y eBpONEOUJOB He HuMeJa
CYIIECTBEHHBIX OTJIWUYWIl B Pa3JMYHBIX PETHOHAX U
cocraBisuia 5,4%. CyMMapHas ero pacipoCTpaHeH-
HOCTH y MOHTOJIOM0B Gblia pasHa 2,4% (p<0,001),
HO Cpeau pPasJUdyHbIX HTHUYECKUX TPYII 3aperu-
crpupoBatbl  KoseOanusi: 0,6% — cpeau 5BEHKOB,
3,6% — cpenu xaxacos (p;_,<0,001), 5,1% — cpean
tysunies (p,_5<0,001).

[To naHHBIM Pas3HBIX aBTOPOB, YacToTa 330¢arnta
B Pa3JIMYHBIX TIOMYJISIUSIX BapPbUPYET U COCTABJISIET
or 2—5% B crpanax Asum [2] mo 12—16% B Esporme
[9]. B CIIA y mui ¢ exeHeleabHOI M33KOTOi OHa
nocruraer 50% y 6esoro HaceseHust u 24% y 4€pPHO-
kokux [10]. B Magmaiisun pacrnpocTpaHeHHOCTb 330-
darura cocrasisier 6,1%. Ilpu aTOM MaTONIOTHS Yale
BBISIBJISIETCS Y JINI] WHMIICKON HAIIMOHATBHOCTH, YeM
y MasaguiiieB u Kutaiies [7].

Tabauya 2
PacnpocrpanensocTs nHdekuuu H. pylori y ;xkuteaeit Boctounoit Cubupu, abe. unucao (%) )
aHHbIe
Homy srmst H IgC} i Mop(bonomquKorf)[
o (PRIt Sk A————— yPeasHoro Tecra
IBEHKUSA
1. Espomneonpi, n=364 318 (87,4) 335 (92,0) 341 (93,7)
2. 9Benkn, n=493 437 (88,6) 464 (94,1) 466 (94,5)
1. ATaMaHOBO
3. Espomneonnl, n=563 429 (76,2) 494 (87,7) 502 (89,2)
Xakacus
4. EBponeonnnl, n=565 489 (86,5) 539 (95,4) 523 (92,6)
5. Xakacol, n=533 455 (85,4) 499 (93,6) 489 (91,7)
ThriBa
6. Tysunmbl, n=414 364 (87,9) 388 (93,7) 393 (94,9)
Pis 0,6 0,2 0,6
Pss 0,5 0,2 0,5
Pas 0,1 0,7 0,1
P26 0,7 0,8 0,8

IIpumeuyanune. [JoCTOBEPHOCTD PA3IHUMiT MEK/IY TPYIIIAMI PACCUYMTHIBAJIACH C MCIOJIb30BAHIEM KPHUTEPUS )2,
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Yacrora oGuapyskeuust H. pylori Obuta ojuHa-
KOBOIl y €BpOIICONJIOB M PA3JIUYHBIX I'PYII MOHIO-
gonoB — okosno 90% (ra6m. 2). Ilpu uckmoyeHun
U3 WCCAEeIOBAHMS TMAIMEHTOB C SI3BEHHOIN GO0JIE3HBIO
Mbl HE B3apErHCTPUPOBATM OTJIWYHMI B PacHpoCcTpa-
HEHHOCTH WH(MEKINN y TAIUEHTOB C W3KOTOH WU
6e3 M3KOTH BO BCeX OOCTEIOBAHHBIX MOIMYJISIUSX.
Hanpumep, B Xakacun 1gG H. pylori B cbiBoporke
KPOBU OOGHAPYKMBATACh Y €BPOICOUIOB C U3KOTOH B
86,9% cuayuaes, Ge3 Hee — B 86,1%. Cpean xakacoB
9TH IIOKa3aTel COCTABJISLIM COOTBETCTBEHHO 86,2 u
84,6%.

TakuM o6pasoM, pesysabTaTbl Haiieil paboTbl
corylacyiorcsl ¢ BbIBOZaMu MaacTPUXTCKOIO KOHCEH-
cyca IIT 06 orcyrctBum accommanun mexay ['OPbH
u undexipeii H. pylori m cOOTBETCTBYIOT JAHHBIM,
nosyueHabiM Y. Watanabe, kotopsiii coobmmi, 4to
TOJBKO 2% JIUIl U3 CAyIallHO OTOGPAHHOW IMOITYJIsi-
mn B Anornu (¢ pacnpocTpaHEHHOCTHIO MH(PEKINH
H. pylori nopsinka 44%) MCTIBITHIBAIN €KeHeBHBIE
CUMIITOMBI pedIioKca, OH He MOJATBEPAUT TaKKe
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