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Use of the immunopotentiator N-acetyl-glucosamine-N-acetylmuramyl dipeptide during triple
anti- Helicobacter pylori therapy

M.R. KONOREV

Vitebsk State Medical University, Belarus

Pesiome

Lleab uccaeaosanmns. OueHka 3¢pchekTUBHOCTM dpaankaumnn Helicobacter pylori npu npoBeseHun Tepanuu nepsBoro psiaa Ha
(boHe npurema ralokozaMnHUAMYpamuaamnenTraa (Aukonua, 3AO «[Mentek», Poccus).

Martepuanbl 1 MeTOABI. DpasnKaLMOHHYIO Tepanuio nNposeAn y 128 naumneHTos (84 My>XUMHBI U 34 XKEHLUMHBI; CPEAHWMIA BO3paCT
44,1£13,5 roaa) c 51380 AYKOBMLbI ABeHaaLaTUNepcTHoM Kuuku (AlMK), accoumnpoanHoit ¢ H. pylori. Beiseaenune H. pylori B
CAM3UCTOIN 0boAoHKe xeayaka n AlNK ocywecTBASAM MOPEOAOTMHECKMM METOAOM U ObICTPbIM YpeasHbiM TECTOM AO A€HYEeHMS
1 yepe3 6—8 HeA MOCAe ero OKOHYaHWS M OTMEHbl BCEX AEKAPCTBEHHbIX CPEACTB. YYaCTKM XKeAyAouHoi meTanaasum B AlNK
BbIABASIAM C Momolbio okpackn MK — aAbumnaHoBbIM CMHUM. [launeHToB pasaeAnAn Ha 4 rpynnbl COrAACHO MPOTOKOAAM
AeveHusi: omenpasoa 0,04 r/cyT, KAapUTPOMULIMH 1 I/CyT, aMOKCULIMAAMH 2 T/cyT B Tedenne 7 aHei (OKA7; n=33) n 14 aneit
(OKA14; n=34); omenpasoa 0,04 r/cyT, KAQPUTPOMMLIMH 1 r/CyT, aMOKCULMAAMH 2 T/CYT B TeueHue 7 AHeW, FAIOKO3aMMUHMA-
MypamuaamnenTua (amkonua) 0,001 r/cyt (OKA7AT; n=34) n 0,01 r/cyt (OKAZ7A10; n=27) B Teuenne 10 aHe.

Pe3yabTathl. HacToTa apaankaumnn H. pylori no aaHHbIM aHaAn3a no HamepeHuio AeunTs ITT (intention-to-treat) u B cooTBETCTBUM
¢ npotokonoM PP (per protocol): OKA7 — 81,8 u 87,1%, OKA14 — 82,4 1 93,3%, OKA7AT — 88,2 1 93,8%, OKA7AT10 —
88,9 1 96% cooTBeTCTBEHHO. HacToTa pa3suThst NobouHbIX achdekToB: OKA7 — 6,1%, OKAT14 — 17,6% (NpekpaTuAmn AedeHne
5,9%), OKA7A1 — 5,9%, OKAZA10 — 7,4%. CToumocTb cxem AedeHusi: OKA7 — 32 aoanapa CLIA, OKA14 — 64 aoarapa
CWA, OKA7AT — 40 aonrapos CLIA, OKA7AT0 — 67 aonrapos CLIA. MNpuem rAiokO3aMMHUAMYPaMUAAMTIENTHAA (AMKOMKA)
0,001 r/cyT Npu 7-AHEBHOM TPEXKOMMOHEHTHOM aHTUXEAMKODAKTEPHOM Tepanuu nosbilaA spaamkaumio H. pylori Ha 6,4% (ITT) u
6,7% (PP), 63 yBeAUHeHNS 4acTOTbl MOBOUHBIX 3(H(PEKTOB.

3akatouenue. Y nHduumposaHHbix H. pylori naumneHTos ¢ s38oi AyKosuubl AMK FAIOKO3aMUHMAMYPAMUAAMNENTHUA (AMKOMMA) B
ao3e 0,001 r/cyT ueaecoobpa3HO Ha3HayaTb NP NPOBEAEHWM 7-AHEBHOM 3PAAMKALIMOHHOM Tepamnui NepBOro psiad B KavecTse
aAbTEPHATUBbI 14-AHEBHOW CXeMe AeYeHUS.

Katodesble croBa: s13Ba AyKOBULILI ABeHAALATMNEPCTHOMA kuwkm, H. pylori, 3pasvkaums, raAloko3aMuHUAMYPaMUAAMMENTHA, AM-
KOnua.

Aim. To evaluate the efficiency of first-line Helicobacter pylori eradication therapy with glucosaminylmuramyldipeptide (Licopid
JSC «Pepteks», Russia).

Subjects and methods. Eradication therapy was performed in 128 patients (84 men and 34 women; mean age 44.1+13.5 years)
with duodenal bulb ulcer associated with H. pylori. The latter was detected in the gastroduodenal mucosa by a morphological
study and rapid urease test before and 6-8 weeks after treatment and discontinuation of all drugs. Gastric metaplasia areas in the
duodenum were revealed by periodic acid-Schiff and Alcian blue staining. The patients were divided into 4 groups according to the
treatment protocol: 1) omeprazole (O) 0.04 g/day, clarithromycin (C) 1 g/day, amoxicillin (A) 2 g/day for 7 days (OCA7; n=33); 2)
the above drugs for 14 days (OCA14; n=34); 3) O 0.04 g/day, C 1 g/day, A 2.0 g/day for 7 days, and glucosaminylmuramyldipeptide
(Licopid) (L) 0.001 g/day for a day (OCA7L1; n=34) and 4) the above drugs and L 0.01 g/day for 10 (OCA7L10; n=27).

Results. According to the data of intention-to-treat analysis and per protocol, the H. pylori eradication rate was 81.8 and 87.1%
for OCA7; 82.4 and 93.3% for OCA14; 88.2 and 93.8% for OCA7L1; 88.9 and 96% for OCA7L10 after PT and RRT, respectively.
The rate of side effects was as follows: 6.1% for OCA7; 17.6% for OCA14 (5.9% stopped treatment); 5.9% for OCA7L1; 7.4%
for OCA7L10. The cost of the treatment protocols was $ 32 for OCA7; $ 64 for OCA14; $ 40 for OCA7L1; $ 67 for OCA7L10.
The intake of glucosaminylmuramyldipeptide (licopid) 0.001 g/day during 7-day triple anti-Helicobacter pylori therapy increased
eradication by 6.4% (ITT) and 6.7% (PP), without raising the rate of side effects.

Conclusion. H. pylori-positive patients with duodenal bulb ulcer should be given glucosaminylmuramyldipeptide (Licopid) 0.001
g/day during 7-day first-line eradication therapy as alternative to the 14-day treatment regimen.

Key words: duodenal bulb ulcer, H. pylori, eradication, glucosaminylmuramyldipeptide, Licopid.

AXBT — aHTHUXeIMKOOaKTepHAas Tepanus

BYT — ObICTpHIii ypea3Hblil TeCT

T'MAIT — rmoKo3aMUHWIMYPaMWIIUTIETITUL

W — noBepuTeNIbHbII MHTEPBAJ

ATIK — aBeHamLaTMIepcTHas KMAILKa

KM — xenymouyHast MeTaruiasust

3HJI — 3aBUCUMOCTD OT HA3HAYEHHOTO JICYSHUSI

3PI1JI — 3aBUCUMOCTb OT peaibHO MOJYYEHHOTO JIeUeHUS
WJI — uHTepaeiiKMHbI

JIC — nekapcTBeHHBIE CPEACTBa

MU — mopdonornyeckoe ucciieioBaHue

MM — Mopdoaornvyeckuii METoI

T1D — no6ouHble 2¢hHeKT

T190 — noBTOpPHOE SHIOCKOMUYECKOe 00cIeI0BaHNE
CO — cauzucras 060yI0uKa

COX — CO xenynka

PRR — penenrtopsl, pacno3Haloliye oopas
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AHTUXeAMKObaKTepHas Teparnmsi

Helicobacter pylori — B0o30yauTeb HauboJEEe PacIpocTpa-
HEHHOI XpOHWYECKOI 6aKTepralbHOM MH(EKIINHT Y YeJIOBEKa,
KOJIOHM3UPYIOIMI TpubimmsurenbHo  50—60% HacejaeHus
3emHoro 1mapa [1—4]. JJokazaHa ponb H. pylori B matoreHese
xpoHundeckoro ractputa (70—80% ciydaeB) u myomeHuTa (23—
84%), s13Bb1 Xesynka (70—87%) v mBeHAIUATUIIEPCTHOMN KHIII-
ku — IIIK (nepcucrenunst H. pylori B Xenyake — 95—99%
ciaydaeB, B AIIK — 60—95% ciy4aeB), MALT-nmuMdoMBI ke-
nynka (100%) [5—11]. H. pylori BeipaGaTbIBaeT B OOJIBIIOM KO-
J4yecTBe (DepMEHT ypea3y, KOTopasl IpeBpaliaeT MOYeBUHY B
ammuak 1 CO, [12, 13]. AMMHaK HEATPaIU3YeT CONAHYIO KHC-
JIOTY KeJyIOYHOTO COKa, CO3laeT MECTHOE 3alllelauyMBaHue,
aKTUBUPYET TPOAYLIMpPYOIIMe TacTpuH KiaeTku (G-KIeTKun),
YTO MPUBOAMT K HETIPEPBIBHOM CEKPEIINU COISTHON KUCIOTBI
MapueTaIbHbIMU KJIETKaMu XeJynka [14]. B HebmaronpusTHeIX
ycaoBusix H. pylori mpruoOpeTaroT KOKKOBUIHYIO (hOpMY U yTpa-
YUBAIOT CIIOCOOHOCTD K PETPOAYKIINY B pe3yJbTaTe CHUXKEHUS
aKTUBHOCTM (pepMEeHTOB, B 4YacTHOCTH ypeasbl [15]. Ilepcu-
creHuus H. pylori Ha moBepxHOCTU ciu3ucToi 0o6oouku (CO)
C JKEJyIOYHbIM 3MUTEMEM BBI3bIBAET PETYJISITOPHBIN aAucOa-
nmaHc B T-cucteme ummyHurera [16, 17]. PerynsaropHsrit nuc-
GaJtaHC MPOSIBIISICTCS HE3aBEPIIIEHHOCTHIO KIIETOYHBIX M CTUMY-
JIIAEN TYMOPATBHBIX MEXaHU3MOB UMMYHUTETA C Pa3BUTHEM
uMMyHHOro otBeta Th2-tuma [16—19]. H. pylori ctumynupyet
MMMYHHYIO CICTEMY MaKpOOpraHM3Ma ¢ BhIpaOOTKOM aHTUTE
(mpenmytectBeHHO KitaccoB IgG m IgA) K GakTepUaaIbHBIM
antureHam [20, 21]. H. pylori nonapnasieT KJIETOYHbI UMMYH-
HbIIf OTBET OpraHU3Ma YeJIOBEKa U CHIXKAeT aKTUBHOCTD (haro-
LIUTOB TyTeM TTOBPEXIEHMS MOHAMU aMMOHMS (harocomasib-
HBIX MeMOpaH [22]. MHOrouYMCIIeHHBIe aHTUTeHBI H. pylori cTh-
MYJTUPYIOT XKeTyIOYHBII TUTEINIA, KOTOPBIA HAaUMHAET BhIpa-
OaThIBaTh pa3jWYHble LIMTOKUHBI (MHTepjelKuHbl — WJI-8,
WJI-12, nefikoTpreHbl) MHULIMMPYsI, TAKUM OOpa3oM, BOCHa-
JIMTEeNbHYI0 peaknuio B mpeneiaax CO [23]. UI-8 u WUJI-12,
JIENKOTPUEHBI Y TIPOMYKTHI aKTUBAIIMU KOMIUIEMEHTa — MOIII-
HbIE XeMOATTPAKTAHTHI U1 HEUTPOGUIOB U TMMGOLUTOB, KO-
TOpbIE YCUJIMBAIOT BOCHAJIMTEbHYIO peakuuio [24]. Baxnyio
POJIb B Pa3BUTUH JIOKAJILHOI'O UIMMYHHOTO OTBeTa Ha H. pylori B
CO xenynka (COXK) wurpator T-xenmnepbl, LIMTOTOKCUYECKUE
T-numdouutbl 1 HarypaiabHble T-kuiiepsl [25]. YcraHosie-
Ho, uto 3ammrta CO mpotuB H. pylori ocie MHTpaHa3aJIbHOMU
VI MTHTPAracTpaTbHON MMMYHU3AIUN MOXKET OBITh CBSI3aHA C
UMMYHHBIM 0TBeToM Thl-THna 1 BeIpaOOTKOUN ITUTOKUMHOB, B
YacTHOCTH Y-MHTepdepoHa [26, 27].

B cBs3U ¢ M37102KEHHBIM BO3HMKAET BOITPOC O BO3MOXHO-
CTHU HUCTIOJIb30BAaHUSI UMMYHOMOIYJISITOPOB (MMMYHOKOPPEK-
TOpOB) U TIPOBENEHWs OSpamuKallMOHHOW Tepamuu Y
H. pylori-nO3UTUBHBIX MALIMEHTOB U TIPEeIYNPEXKIECHUS TIEPCU-
creH1u 6aktepun Ha CO ¢ XKeayTOoYHbIM SIUTETUEM.

OnHUM 13 HOBBIX CHHTETUYECKHX JIEKAPCTBEHHBIX CPENICTB
(JIC), obnaparonimx UMMYHOKOPPUTUPYIOIIUMU CBOMCTBAMM,
sBisgercs aukonun [28]. [JeiicTBylollee Hayaao JUKONUaa —
N-aneTunarioko3aMuHUI- N-aleTUIMypaMUJIIUIeITU I
(C'MAIT — rmoKo3aMUHWIMYPAMIIIUIIENITHI) — OCHOBHOM
MOJIHBII OBTOPSIOLIMIACS CTPYKTYPHBIN (DparMeHT KJIETOUHOM
CTEHKM TMPaKTUYECKU BceX U3BecTHBIX OakTepuit. TMII BbI-
NIeJIeH U3 KJIETOYHOM cTeHKU Lactobacillus bulgaricus, KOTOpyio
MBITAIOTCS MCITOIB30BaTh B CXEMaX aHTUXEIMKOOAKTepHOMU Te-
panuu (AXBT) kak antaronuct H. pylori. CoriacHO MoJioxe-
HusMm IV Maactpuxrckoro koHceHeyca (2012 r.) o KOHTPOJIIO
uHdexkuun H. pylori (monoxenue 12), onpeneaeHHbIE IPO- U
MpeObroTUKY (B YacTHOCTH Lactobacilli) neMOHCTPUPYIOT OOHA-
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NEXUBAIOIINE PE3yIbTaThl B KAUECTBE aIbIOBAHTHOM Teparuun
IUTSI CHYDKEHUSI YaCTOTBI pa3BUTHS TTOOOYHBIX 3¢ dekToB (I1D)
npu nipoBeneHuu spanukauuu H. pylori [29]. TMII1 — MuHu-
MaJIbHbII OMOJIOTMYECKU aKTUBHBII (DparMeHT acCOLMMPOBaH-
HBIX C MMaTOreHaMU MOJIEKYJISIPDHBIX 00pa3oB, OOIMX ISl MHO-
TUX BUIOB MUKPOOPTaHM3MOB, — PACITO3HAETCS pelieNITOpaMu,
pacnosHarouiimu oopaz (PRR), B yacTHocTM peuentopaMu
NOD,. JIukonu OTHOCUTCSA K TPETbEMY IMOKONEHUIO UMMYHO-
TporHbIX JIC 0akTepuabHOTO TTPOUCXOXKICHMS, TPEACTABIIS -
JOIINX COO0M MUHMMAJIbHBIC OMOJIOTMYECKHM aKTUBHBIE (hpar-
MEHTBI, CTporo creuduyHble i paznuuHbix PRR. O10 aro-
Huct peuentopos NOD, Hecrnienmduyeckoi (MHHATHOM M
BpOXAEeHHOI) nMMyHHOI cucteMbl [30, 31]. AKTuBaums pe-
nentopos NOD, BBI3BIBAET MPEUMYLIECTBEHHYIO CTUMYJISALIMIO
daromToB ¢ MPOMYKIMEN TPOBOCTIAIIMTEIBHBIX ITUTOKWHOB
(UJI-1, UJI-6, dakTOop HEKpO3a OIMyXOJH), KOTOPBIE CIIOCO0-
CTBYIOT aKTMBAIlUU JUM(OIIMTOB, U3BMEHEHUIO MMPOHUIIAEMO-
CTU COCYIOB M HaJlbHEUIIIEMY Pa3BUTHIO 3alIATHON pEaKIINH.
Kpome Toro, smkomun — ycwiauBaeT — Iposdeparinio
T-nmumdonuuros (ronsipusanus orseta Th2-Thl) u Hecneuu-
¢duyeckyro IS aHTUTeHa  aKTUBAIIMIO  MMMYHUTETA.
B mipenbinyiiem nccnemoBaHUM HAMU YCTaHOBJICHO, YTO TTOCIIE
1—2 Hem mpuema ymkormaa B mo3e 0,01 T/cyT B TedeHMe
10 nHe# MpoOUCXOaUT ycueHue TUM@OoLUTapHONM UH(PUIBTpa-
un COXK B obnactsix nepcucteHumu H. pylori. Yepes 6—8 Hen
TocJIe Havyasia IprueMa JIMKOITMAA B YKa3aHHOI T03¢ 0TMEYaeTCsT
YMEHbIIIEHUE cTerneHn obceMeHeHHoCTH H. pylori co CHUXXeHU -
€M BbIpabOTKHU ypeasbl 0aKTepUsIMU U YMEHbIIEHUEM aKTUBHO-
CTY BOCHIAJIUTEJIBHOTO TTPOliecca MM UCUE3HOBeHUE OaKTepuu
¢ CO xenynka. Llenb mccienoBaHus — B OINpeNeSICHUN TIPO-
1eHTa spanukaru H. pylori mpy IpoBeneHUN aHTUXETMKOOaK-
TepHoii Tepanuu (AXBT) nepBoro psina Ha (poHe mpuemMa M-
MyHoMomyJsitopa Jukonuaa B go3e 0,01 r/cyr u 0,001 r/cyr.

Martepuabl 1 meToAbI

IpoBeneHo NMPOCHEKTUBHOE PAaHIOMU3NPOBAHHOE CPABHUTEIb-
Hoe uccienosanue. ['pynmnsl nanueHToB o611 chopmrpoBansl ¢ 2000 T.
o 2012 r. DpaarKalMOHHYIO TEPANUIO NMPoBeau y 128 nauneHToB ¢
obycnoBieHHoit H. pylori s13Boii iykoBuubl JATTK. OT60p naureHToB
MPOBOIWIIM PAHIOMU3MPOBAHHBIM METOIOM CITy4ailHbIX Yucen (paB-
HOMEpHOE pacrnpe/esieH’e) COOTBETCTBEHHO U3 909 malueHToB, uMe-
IOLIMX HEOCIOXKHEHHYO s13BY JiyKoBUIbl ATTK [32]. Kputepuu BKItO-
YEHUSsI B TPYIIITY: HATMYKE SI3BEHHOTO ieheKTa, COCTOSIHUE TOCTIe 513~
BEHHOTO pyOla W/win pyoLIOBO-s3BEHHOM NedopMaluy JIYKOBULIbI
ATIK 6e3 npu3HaKoB CTeHO3a MPU IHIOCKOMUYECKOM UCCIIeJ0BaHUN
Ha MOMEHT OCMOTpPa, OTCYTCTBHME OCJIOKHEHUI TyONeHATbHO SI3BbI
(KpoBoTeueHue, mepdopanusi, NeHeTpauus, MUIOPOOYIbOAPHBII
CTEHO3) TO [aHHBIM aHaMHe3a, TMCTOJIOTMYECKOe MCCIe0BaHue
COX u AT1K c ucnosnb3oBaHueM XblOCTOHCKOM Moaudukauuu Cun-
Helickoit kinaccubuKaluy XpOHUYECKOTO racTpuTa.

3akoHYMIN uccaenoBaHue K uioHo 2012 r. 118 manuenToB (84
MY>XUMHBI U 34 XeHIUHbI). CpeHUiA BO3pACT MallMeHTOB COCTaBJISI
44,1+13,5 roma (18—65 ner). M3 obuieil rpynmbl McKIoueHbl 10
(7,8%) GOMBHBIX B CBSI3M C MPEKPAILEHUEM JIUCHUsT M3-3a PAa3BUTHSI
I1D (n=2) 1 0TKa30M OT NOBTOPHOIO IHIOCKONMUYECKOr0 00Cen0Ba-
Hus (I1D0) ¢ auarHoctuxoit H. pylori (n=8). [ToaHOTa OTCIEXUBAHUS
pesyabraroB coctaBuia 92,2% (nipu 95% noBepuTEIbHOM UHTEpBaJe
— I — ot 87,5 10 96,9%).

Konmaxmmuas ungopmayus:

Kownopes Mapam Pycaanoguy — n.M.H., ipod., 3aB. Kad. o0LIel 1 KIu-
Huueckoii hapmakonoruu ¢ kypcom ®PIIK u 1K Butebekoro rocy-
JIapCTBEHHOT0 MEIMLIMHCKOTO YHUBepcUuTeTa; Tes.: 375(212)48-0705;
e-mail: mkonorev@yandex.ru
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B xone nccnenoBanust Bee naimeHThI (#=128) GbLIM pasaeaeHbl Ha
4 rpynmnsl coriacHO npotokosiaM jJedeHusi: OKA7 — omenpason 0,04 r/
CYyT, KJIIAPUTPOMULIMH | T/CyT, aMOKCULIWJLIMH 2 T/CYyT, JUIUTEIbHOCTh
npuema 7 nHeii (1-s rpynna; n=33), OKA7J11 — omenpason 0,04 r/cyr,
KJIApUTPOMHULIMH | I/CyT, aMOKCULIMJUTUH 2 T/CYT, IUIMTEIbHOCTb TIPU-
ema 7 gueit, mukorua 0,001 r/cyt, amurenbHOCTD prema 10 qHei (2-s1
rpynmna; n=34), OKA7J110 — omenpason 0,04 r/cyT, KIapuTPOMULIMH
1 r/cyT, aMOKCUIIWJUTMH 2 T/CYyT, AUTETbHOCT MpUeMa 7 IHEeH, TNKO-
nua 0,01 r/cyr, purenbHocTh pueMa 10 queit (3-s1 rpynmna; n=27),
OKAI14 — omenpa3zon 0,04 r/cyr, KiapuTtpoMuluH | 1/cyT, aMOKCH-
uuudH 2,0 1/CyT, IIUTENBHOCTD NpyeMa 14 nHeit (4-s rpynna; n=34).

DHpockonuueckyo olieHKy coctostHust COXK m ATTK npoBonmim
BU3YaJIbHO B COOTBETCTBUY C HAOCKOMMYECKUM pasnenoM CuaHeincKoi
knaccudukanmu [33]. Hanmmuue pyo110BO-s13BeHHOM iehopMaLvu JIyKO-
uLibl JITTK 6e3 npu3HAaKOB CTEHO3a ONpeNesisii BU3yaJIbHO BO BpeMsl
SHIOCKOIMYECKOTO UCCIIEIOBAHMSI TT0 HATMYMIO si3BeHHOTo Aedekta CO
WM pyOlia M OTKJIOHEHHIO OT HOPMaJIbHOM (OBaJIbHOM MJIM OKPYIJION)
dopmbl mpocBeta AT1K 6e3 ero cyxxeHust (creHo3a) [34].

lucronornueckue cpe3nl okpammBaiu Mo PomaHOBCKOMYy—
l'um3e, reMaTOKCUJIMHOM M 03WHOM TIO OOILLENPUHSTBHIM METOoaM
[12]. Anst BbISABICHUS YYacCTKOB 3XeNyno4HOil MmeTaruiazuu (2KM)
JIK npoBoaWaN AONOTHUTENbHYIO OKPACKY TMCTOJOTMYECKUX Cpe-
308 CO AIK MK — anuuanoBbiM cuHuM (Serva) pH 1,0 u 2,5 [8].
OLIEHKY XPOHUYECKOTO BOCHAJIEHUSI, aKTUBHOCTHU, aTpoduu xesne3
MPOBOIWJIN B COOTBETCTBUU C TUCTOJOTMUYECKUM Pa3iesioM XbIOCTOH-
ckoro nepecmotpa CuaHeiickoii Kiaccudukanuu [35, 36] B Monudu-
kauuu JI.W. ApynHa u coast. [12]. OuieHKy MOp(OJOTMYeCKUX U3Me-
nenuit COX (H. pylori, nonumopdHo-saepHbIe JEHKOLIMTHI, MOHO-
HyKJIeapHble KJIeTKU, aTpodusi aHTPaTbHOTO U (yHIAIBHOTO OTIE-
JIOB, KUILIEYHAsI METaIula3usi) OCYIIECTBISUIM IO BU3YaJIbHOI aHaJo-
roBoi mikaie [18] cormacHO rMcCTOJOrMYecKoOMy pasieny XbIOCTOH-
ckoit Mmonudukamu CupHeiickoi KiaccubUKalUM XPOHUYECKOTO
ractputa [35, 36]. Ilpu rucroiornyeckom ucciaenosannu CO ITTK
TOTIOJIHUTENIHO YYUTBHIBATM YIUIOIIEHUE SHTEPOLUTOB, YKOPOUCHUE
BOPCUHOK, YIJIyOJIeHUE M YMEHbLICHNE KOJINYeCTBa KPUIIT, MeTara-
3uto CO no xeaynouHomy tuity [8]. OueHKy Iiolanu pacnpocTpa-
HeHus KM mpu MUKPOCKOITMYECKOM KCCIIEIOBAHMY MTPOBOIMIN 110
nsiTubasuibHOM 1ikane: 1 6amn — Het KM, 2 6amia — KM 3aHuMaer
menee 5% tmiomanun CO AI1K, 3 6amura — 5—25%, 4 6amna — 25—
50% w 5 6amnos — 6osee 50% [37].

H. pylori B xenynke v JAITK BbISIBASUIM TP MOPDOIOTMUECKOM
ucciaenoBanuu — MU (okpacka nmo PomaHoBckomy—I'um3e; oligHKa
10 CTAaHJAPTHOM BU3yaJbHOM aHaIoroBoii mkase [11]) v ¢ moMolibio
obicTporo ypeasHoro tecta — BYT (ctanmapTHble HaGophl Jatrox-
H.p.-Test, «Rohm Pharma», T'epmanus; XEJIIWJI-tect, OO0
«AMA», Poccus). ITpucyrcrue H. pylori B COXK n AITK cuuranu no-
CTOBEPHBIM TPU MOJIOXKUATEIBHOM Pe3yJIbTaTe XOTs Obl OMHOTO U3 MC-
T10JIb3yeMBIX METOJJOB AMATHOCTUKY TaHHOIN MH(MEKIINH, 2 OTCYTCTBUE
H. pylori — nipy OTpUILIATEILHOM PE3YJIbTaTe IBYX MCIIONb3yEeMbIX Me-
TonOB. JlnarHoCcTUKY MHbULMpoBaHuss H. pylori poBOAWIN ABYMS
METOaMU [10 JIeYeHHsI U Yepe3 6—8 Hel Mocie OKOHYaHUsI JICUSHUs 1
otMeHbI Beex JIC.

Jnst ouieHKU 3¢(HEKTUBHOCTU 3paaUKAIIMOHHOM Tepanuu Bbl-
TIOJIHSTM aHAIU3 B 3aBUCUMOCTU OT HAa3HAYEHHOTO JIeYEHUsT — IO
HamepeHuto Jeunuth — ITT (intention-to-treat) (MaLueHTHI, MPOLLIEI-
1IMe paHIOMU3AIHIO, IPUHSIBIINE KAK MUHUMYM OJIHY 03y Ipenapa-
Ta, HO HE TIOTYYMBIIME BCEX MPOLIEAYP COTJIACHO MPOTOKOIY), a TAKXKe
aHanu3 1o npotokoiy PP (per protocol) (mamueHTbl, MOJyYMBLINE
JIeYeHUE B CTPOTOM COOTBETCTBUU C MPOTOKOJIOM: NMPUEM Ha3HAYEH-
Hbix JIC B TeueHue Bcero cpoka JyeyeHuss, [1D0 ¢ nuarHoCTUKOi
H. pylori).

[1st 0Opa®OTKM NAHHBIX MCIOJNB30BAIM CTaHAAPTHBIN MakKeT
nporpamm Statistica 6.0 (StatSoft, Ink. 1994—2001). [TonyuenHsle pe-
3yJIbTaThl TOAYMHSUICH HOPMAJTBHOMY pacrpelieIeHUIO, YTO O3B0~
JISLIO UCTIONIB30BATh /-TecT. Bo3pacT mairieHToB ObLT IpeCTaBIeH Kak
cpeiHee * CTaHAApTHOE OTKJIOHeHWe. Paznuuus cuutanu 1octoBep-
HbeiMU TIpu p<0,05. KauecTBeHHbIE XapaKTEPUCTUKKU CpPaBHUBAIU C
UCroib30BaHueM 2. i OTHOCHTENIBbHBIX YacToT omnpeneasuin 95%
JW. Inst oueHKM pa3zMepa BBIOOPKU B IPYITNAX UCIOIb30BaIN MOIYJIN
Basic Statistic/Tables, Difference tests (TecTbl pacXOXaeHUsI MEXIy
nBYMSI cpeqHuMU) [38].
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Pe3yAbTaTbl M 00CYXKACHMKE

Cpeny nmauyveHTOB C HEOCTOXHEHHOM S13BOIl JTYKOBMIIbI
OIIK H. pylori B xenynke nmuarHoctuposat y 128 (100%), KM
u H. pylori 8 ITIK — coorBercTBeHHO ¥ 77 (60,2%; npu 95%
IIH ot 51,6 no 68,8%) u 43 (33,6%; npu 95% AU or 25,3 0o
41,9%).

Yepes 6—8 Hel mociie MPOBEACHUST SpaIUuKalIMOHHOM Te-
parmuu, o gaHHeiIM MU u BYT, H. pylori oTcyTcTBOBaN B
JTTK y Bcex maiyeHToB, Y KOTOPbIX UMeIUCh yuacTku 2KM B
CO nykosuupbl JITTK.

PesynbraThl olieHKM 3¢ (heKTUBHOCTY 3paaukauuu H. py-
lori B XenynKe Mpu MCIIOIb30BaHUU 4 TIPOTOKOJIOB Teparuu
npuBeneHs! B Tadmmne. CornacHo pesynbtrataM MU u BYT,
TPY UCTIONB30BaHWU KJIACCUYECKOTO 7-IHEBHOTO TIPOTOKOJIA
nepBoro psiga — OKA7 (n=33) no nanHbM aHanusa [TT spa-
nukauus H. pylori B xenynke nosydenay 81,8% (nipu 95% I
or 68,4 1o 95,2%) nauueHTOB, 10 JAaHHBIM aHaau3a PP —
y 87,1% (ripu 95% AU ot 75,1 10 99,1%). [1o60uHBIE 3 DeK-
Tl (ITD) otmeueHsl y 2 (6,1%; nipu 95% AU ot 5,8 no 6,4%)
OOJIbHBIX: TOIIHOTA — Y 1, HeooOpMIeHHBI cTyT — y 1.
Ot [150 oTkazanuch 2 MalmeHTa.

CornacHo pesynbtataMm MM u BYT, npu ucnonb3oBaHuu
7-1HEeBHOTO MPOTOKOJIA IIEPBOTO psiia Ha (poHe puema JIUKO-
nuaa 0,001 r/cyr — OKA7JI1 (n=34) mo nanHbpiM aHasm3a [TT
spamukauus H. pylori B Xenyake mocturayra y 88,2% (mpu
95% OUW ot 77,1 10 99,3%) naimeHTOB, a ITO JaHHBLIM aHAJIN3a
PP —y93,8% (nipu 95% AU ot 85,3 no 100%). I1D oTmMeueHbI
y 2 (5,9%; ipu 95% AU ot 0,01 10 14%) GONBHBIX: TOLIHOTA
— y 1, HeodopmiteHHbI ctya — y 1. Ot [130 orkazanucek 2
TaryeHTa.

CornacHo pesyabrataMm MM u BYT, ripu ucnoyiib3oBaHUU
7-aHEeBHOTO MPOTOKOJIA TIEPBOTO psiia Ha (poHe ITpruemMa JINKO-
muaa 0,01 r/cytr — OKA7J110 (n=27) mo manHbM aHamm3a [TT
spanukanus H. pylori B Xenynke ronydeHa 'y 88,9% (ripu 95%
U ot 76,8 no 100%) manmeHTOB, a MO JaHHBIM aHanu3a PP
— vy 96% (ipu 95% AU ot 88,2 mo 100%). I1D oTMeueHbI y 2
(7,4%; 95% W or 0,01 mo 17,5%) GONBHBIX: TOIIHOTA —
y 1, HeopopmaeHHsIit ctyn — y 1. Ot [190 oTkazanucek 2 na-
LMEHTa.

CornacHo pe3yabrataMm MM u BYT, nipu ucnosib3oBaHUU
KJIaCCUYECKOTO 14-THEBHOTO IPOTOKOJA IEPBOTO psaga —
OKA14 (n=34) no nanubM aHaiu3a ITT spanuxkauus H. py-
lori B xenynke noiydeHa y 82,4% (npu 95% U ot 69,3 mo
95,5%) OOJNbHBIX, a 110 JaHHBIM aHanu3a PP —y 93,3% (npu
95% IOU ot 84,2 no 100%). I1D ormeuensr y 6 (17,6%; 95%
AWN: 4,5—30,7%) maimeHTOB: TOIIHOTa — Y 3, HeoDOpMIICH-
HBII Ty — Yy 1, BBIpaXeHHast Auapest, MpuBeaLas K mpekpa-
meHuo teyeHust, — y 2 (5,9%; npu 95% AU ot 0,01 no 14%).
Ot I[150 oTkazanuch 2 MalmeHTa.

TMonTeepnunack 3(hHeKTUBHOCTH BCEX TPOTOKOJIOB Jieue-
Hug. I1pu ncnonb3oBanuu mpotokoia jgeyeHusi OKA14 (o
cpaBHeHUIo ¢ OKA7) yacrora spanukauuu H. pylori yBenuuu-
Bajntach Ha 0,6% (1o manHbiM aHanu3a [TT) u 6,2% (1o naH-
HbeIM aHaiu3a PP). B ciydae nmpuMeHeHUsT TPOTOKOJIA Jieye-
Hust OKA7J11 (o cpaBHeHuto ¢ OKA7) yactoTa apaaukaLuu
H. pylori ysennuuBanach Ha 6,4% (1o naHHbIM aHanu3a ITT) u
6,7% (1o nanHbIM aHanu3a PP). TIpu ucnonb30BaHUU MTPOTO-
kona jeyeHuss OKA7JI10 (o cpaBueHuto ¢ OKA7) yacrora
apanukauuu H. pylori yBemmausanach Ha 7,1% (1o maHHBIM
aHanuza ITT) u 8,9% (no manueiM aHanu3a PP). Ha done
npuMeHeHus potokoa JeueHuss OKA7JI1 (1o cpaBHEHMIO ¢
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AHTUXeAMKObaKTepHas Teparnmsi

Ouetka 3¢ppekTMBHOCTH 3pasukaumnn H. pylori B xeAayake

Yuco naueHToB

YacroTa apaguKanum

Tpotokon aHamus ITT ananus PP aHanus [TT aHanu3 PP IMo6ounble addexTsl, % lena, nonna-
JIeYCHUS pui CLHA
abe. abe. abc¢. % abc. %
OKA7 33 31 27 81,8 27 87,1 6,1 32
OKA7J11 34 32 30 88,2 30 93,8 5,9 40
OKA7J110 27 25 24 88,9 24 96,0 7,4 67
OKA14 34 30 28 82,4 28 93,3 17,6; M3 HUX IPEKPATWIIN JieueHue 5,9 64

OKA14) ugacrora spamukaiuu H. pylori yBenuuuBaiach Ha
5,8% (no nanubiM aHanm3a ITT) u 0,5% (1o maHHBIM aHaAJIM3a
PP). I1pu ucnonb3oBanuu nporokoJa geueHuss OKA7J110 (o
cpaBHeHUIo ¢ OKA14) yacrora spanukaiuu H. pylori yBenu-
yuBascs Ha 6,5% (o nanHbM aHanusa [TT) u 2,7% (1o naH-
HbIM aHanu3a PP). Y 6osbHBIX, TTOTyYaBIIKUX JIeUeHUE T10 IPO-
tokoiny OKA7J110 (no cpaBHenuto ¢ OKA7JI1), yactora spa-
nukauuu H. pylori yBennuuBanach Ha 0,7% (110 JaHHBIM aHa-
sm3a ITT) u 2,2% (no nanHbIM aHanu3a PP).

He o6HapyXeHO CTaTUCTMYECKU 3HAYUMBIX DPa3IUIuit
Mexay npotokojiamu OKA7, OKA7JI1, OKA7J110 u OKA14
(mo manubiM aHanusa ITT u PP). Yucno 6onpHBIX ¢ 1D B
rpynmie OKA14 B 2—3 pa3a IIpeBbIIIaI0 aHAJIOTUYHBIE TTOKa-
3aresu B rpyrnnax OKA7, OKA7J11 u OKA7J110. Paznuyus o
yactote pa3utus [1D B rpynne OKAl4 no cpaBHEHUIO C
rpynmnamMu OKA7, OKA7JI1 u OKA7JI10 oka3anuch CTaTu-
CTUYECKHU HE3HAYMMBIMHU (COOTBETCTBEHHO X>=2,14; p=0,14 u
x>=2,27; p=0,13; x>=1,38; p=0,24).

ITo cpaBHeHU10 co cxemoit OKA14 cTouMOCTb CXeM Jieye-
Hust OKA7 u OKA7JI1 oxa3anach HMXXE COOTBETCTBEHHO Ha
32 (50%) u 24 (37,5%) nonnapa CIIIA, a CTOMUMOCTb CXEMbI
neyenust OKA7J110 — nopoxe Ha 3 (4,5%) nonnapa CILA.

3akAloueHue

Tpuem nukornunma B no3e 0,001 r/cyT mpu TIpoBeaeHUN
7-nHeBHoro npotokoja AXBT nepBoro psiza moBbIlIAET Ya-
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croty apanukanuu H. pylori Ha 6,4% (1Mo maHHBIM aHaIM3a
ITT) u 6,7% (1o naHHbIM aHaiau3a PP) Ge3 yBennyeHus va-
croTsl 19, HO C MOBBIIIIEHNEM CTOMMOCTH JieueHns Ha 20%.

IMpuem mukormna B mo3e 0,01 r/cyT Mpu UCIOJIB30BAHUM
7-nHeBHOro npotokosia AXBT nepBoro psjaa mosblllIaeT ya-
croty apanukauuu H. pylori Ha 7,1% (1o naHHBIM aHaIM3a
ITT) u 8,9% (o nanHbiM aHanu3a PP) Ge3 yBenuueHus ya-
crotsl 19, ¢ MOBBIIIEHNEM CTOMMOCTH JIedeHUsT Ha 52,2%.

IposeneHue 14-gHeBHOro mpotokojia AXBT mnepsoro
psifia MOBBIIIAET YacToTy spanukaiuu H. pylori va 0,6% (1o
nanubiM aHanu3a ITT) u 6,2% (no nanHbIM ananuza PP) no
CPaBHEHUIO C pe3yIbTaTaMy 7-IHEBHOIO IIPOTOKOJIA dpaauKa-
LIMOHHOW Tepanuu ¢ yBeJudeHueMm vacTtotel [1D B 3 paza u
CTOMMOCTH JieueHust Ha 50%.

Haznauenue nukonuma 0,001 r/cyT mpu npoBedcHUMN
7-nueBHoit AXDBT nepBoro psiia mo3BoJISIET COXPAHUTD U~
TeJibHOCTb MpueMa JIC 7 gHeit 6e3 moTepu MpoLeHTa 3paauKa-
uuu H. pylori u 6e3 yBennueHus: konuuyectsa [1D ¢ ymeHble-
HHEM CTOMMOCTH JiedeHust Ha 37,5% 1o cpaBHEHMIO C pe3yJib-
TaTaMy KJIACCUYECKOTO IIPOTOKOJIA TIEPBOIO Psifia IJIUTEIbHO-
cThio 14 nHeit.

ITpu npoBeneHUM 3pagrMKalMOHHOM Tepanuun y H. pylori-
MO3UTHBHBIX MALIMEHTOB C s13Boi JyKoBulbl JTTK nukomnun
nenecoobpasHo HazHavyath B mose 0,001 r/cyr Bmecte ¢
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