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Tepanusa, BbICOKOA030Bas Tepanus

eroziHs uHbekuus H. pylori cunTa-

eTCsl BaXHEHIIUM 3THONAaTOreHeTH-

yeckuM (akTopoM He TO/BKO 1B,
HO U XPOHHMYECKOIrO racTpuTa, aCCOLMMPO-
BaHHOIO C MoCAegHUM B 75-92% ciyuaes,
JyozienuTa (racrpogyonenura), MALT-mim-
¢omsb! 1 paka xenyzka (H. pylori oTHeceH B
1994 r. sxkcriepramu BO3 K kaHieporenam I
TPYNIIbI PUCKA B OTHOLIEHUU Pa3BUTUS paka
xenmynka) [1-5].

B Hacrosiijee BpeMsi aHTHIe/IMKOOaKTep-
Has Tepanus CYUTAaeTCs OCHOBHBIM CTaH-
Japrom jeyenus H. pylori-accouuupoBas-
HbIX KHC/I0TO3aBUCHMBIX 3ab0sieBaHMii, 4TO
OTpa)keHO B MeXJyHapoAHblx (MaacTpuxT-
CKMe cor/auleHusi-1-3, COOTBETCTBEHHO
1996, 2000 u 2005 rr.) u Poccuiickux peko-
MeH/IalMsIX 110 JIeYeHHUIO raCTPOIHTepPOJIOr -
yeckux 0OonbHBIX [6; 13-20]. TTogxombl K
JIMarHoCTHKe LIMPOKO U3BeCTHbI U BK/IOYA-
IOT MpUMEeHeHHe OAHOI0 U3 AOCTYIHBIX Me-
TOZOB (32 MCK/IIOYEHHEeM LUTO0TMYeCcKOro
BBUJly €ro HU3KOH UyBCTBUTEBHOCTH),
NpeANoUTUTeIbBHO ~ HeMHBasUBHBIX  (ype-
a3HbIN /IbIXaTe/IbHbIN TECT, Orpe/esieHre aH-
TUreHa B Kajle ¥ UMMYHO(epMeHTHbIH Me-
TOq).

"PeBomonys”, coBeplIeHHas OTKPBITHEM
H. pylori, B TpaguiiOHHOM TIOHUMaHUU
sTuonaroreHesa fIb u gpyrux H. pylori-
aCCOLMMPOBAHHBIX KHUCI0TO3aBUCHUMBIX 3a-
6oneBannii JKKT kopeHHBIM 00pa3oM H3Me-
HUIa TPaJULMOHHblE MOAXOAbI K JIeYeHHIO
3aboneBaHusi, BbIBEZsl Ha IMeEPBBIM IU1aH aH-
THOMOTHKOTepanuo. IIpy 3ToM apceHan aH-
THCEKPeTOPHBIX CPeJCTB COXpaHeH Kak Cy-
IlecTBeHHas, 0asWCHas, COCTaB/SIOLAst
KOMIUIEKCHOW 3PaJUKALIMOHHON Teparivy,
TaK Kak UIIII, B 3HaUMTE/NIbHON Mepe CHU-
JKasg KUC/JOTHOCTb JKely[Ka, CyLleCTBeHHO
yMeHbIa0T KonuuecTBo H. pylori, Haxozs-
LIMXCSl B CTAalMOHAapHOH (hase, U yBeIMIH-
BalOT NPOMNOPLUIO Ae/AIUXCS MUKPOOpra-
HU3MOB, Jleflasi UX ysI3BUMbIMU I1epeJ| aHTH-

6uotukamu [7-12].

YuutblBasi  CyIIeCTBeHHYI0 HeobOXozu-
MOCTb YIPeX/AOLIero pearupoBaHUs Ha
POCT Pe3WCTeHTHOCTH ITHIOPUYECKOro Te-
/mikobakTepa K DeKOMeHJOBaHHbIM Ma-
aCTPUXTCKUM KOHCEHCYCOM-2 CTaHjapTam
Teparuu H. pylori-accorurpoBaHHoi mnaTo-
siorun JKKT, B 2005 1. B0 DriopeHIyH 6bUTH
pa3paboTaHbl JanbHeHe peKOMeHZAluN
[0 ee JIeUEHHIO, IIO/y4YMBIIME Ha3BaHUeE
"Maactpuxt-3". CyTb yKa3aHHbIX peKOMeH-
JaLMii B CIIe/[yIoIeM:

* YBenuueHUe [IUTeJIBHOCTH 3pafiuKalii-
OHHOW Teparuu 10 14 gHeli (14-AHeBHas
Teparisi Ha 12% 3¢dekTrBHee, yeM 7-
[IHeBHast).

* 7-AHeBHble CXeMbl MOTYT OBITh IpH-
MeHeHBI, eC/IM KaueCTBeHHBIMH '"JI0Ka/IbHbI-
MM HCC/IeZ0BaHUSIMU" TIPOZIeMOHCTPHPOBa-
HbI ee 3((eKTUBHOCTb U peHTabeTbHOCTb.

* [ToKa3aHusl K 3paJUKaLIMOHHON Teparuu
COOTBETCTBYIOT IIPEKHEMY COIVIAIIeHHIo, 3a
WCKJTIOUeHHeM paCIIMpeHVsl TT0Ka3aHWil Ha
MaLMeHToB, [UIUTe/IbHO MPUHUMAIOIUX ac-
mpuH uny gpyrve HIIBIT (Ho cnepyet mo-
MHHUTb, YTO TOJBKO  3paJUKal{IOHHas
Tepanusi HeJOCTaTO4yHa JJIsl IpefjoTBpallle-
HUSI CHMITTOMaTHUeCKHX 5I3B.

* ATpodWUecKUil racTpuT - 3pajuKarys
H. pylori ocranaBnuBaeT pacrnpocTpaHeHre
aTpoUyecKoro racTpura U MOXKeT IPUBO-
IUTh K perpeccud atpo¢uu, HO 3GdeKT B
OTHOIIEHWH KHWIIEeYHOM MeTarvla3udl He
yCTaHOBJIEH.

* H. pylori u T'OPB - spaguxauus H.
pylori He BbBbIBaeT I'OPB; spajukanus H.

Tabn. 1

Pe3ncteHTHOCTb K Kn. n M. (Vakil n Megraud,
Gastroenterology 2007)

CTpaHa | Top, [ Kn. T M.
CLUA | 1999-2002 [ 129 [ 25.1
EBpona
Bonrapus 1996-2004 12.6 25.6
PuHAAHAMNA 2000-2002 2 38
WTanus 2004-2005 21.3 -
HupepnaHgbl 2004-2005 21.3 -
LLiBeuus 1998-2001 1.5 16.2
Benvkobputanus 2000-2003 7 24
CpeaHuii BocTok
VipaH | 20012002 [ 16.7 | 57.5
KyBent | 20032005 | 0 [ 67
A3ns
T OHKOHT ] 20032004 | 7.8 J 39.2
BaHrnagew | 1999-2001 [ 10 [ 77.5
Adpvka
KeHus [ 2003-2004 | 6.4 ] 100

pylori He BUsIeT Ha pe3y/lbTaThl Tepardl
I'DPE UIIIT y eBporeonioB; y OOMBHBIX
I'SPE ¢ mpexmnosaraeMbiM — [IUTeTbHBIM
npuemMoMm MIIIT Heo6X0AMMO TIPOBOAUTH
nuarHoctuky H. pylori u spagukaLyoHHYy0
Tepariuio.

» OpaivKalMOHHasi Teparusi B BO3pacT-
HOM acrieKTe - He CyIIeCTBYeT OTZe/bHbIX
TIOKa3aHuM 15l IpoBe/ieHus spajukanuy H.
pylori y neTeli 1 moApoOCTKOB (JieueHHe TIPO-
BOJUTCS, KaK y B3POC/bIX, C PacyeToM Cy-
TOYHBIX [I03 TperaparoB, UCXOAsl U3 MacChl
Tena). Y TOXKWIBIX MOTYT OBbITb HECKOJIBKO

Tabn. 2
Mp paTt ®dep TaT 1€ CUCTEMbI
Omenpason CYP2C19, CYP3A4
+++
NaH3onpason CYP2C19, CYP3A4, CYP2D6
+++
MaHTonpason CYP2C19, CYP3A4 n cynboTpaHchepason
+
Pabenpason CYP2C19, CYP3A4, CYP2D6/|/| HedhepMEeHTHLIM NyTeM
+/-
J30Menpason 73% - CYP2C19, 27% - CYP3A4
+ .
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Jpamsxanme H.pylori cpegs nogrpyrm
€ XOPOINHM H ILI0XHM KOMILTAHCOM
{Qasim u gp. APT 2005)
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LIUHY.
» Tepanus BTO-
poii yuamu (UIIIT
2 pasa B JeHb +
TeTpaLUK/IMH  +
BUCMYTa TPUKaINS
JULUTPAT B TIpeX-
HUX /l03aX, METPO-
HU/A3071 1500
Mr/cyT), a eciu
OHa HeJOCTYIHa,
Ha3HayaeTcs:
WUIIII 2 pa3a B
JleHb + aMOKCH-
LIWITUH 2000

Kormnaenc

94,5%

Ece naumeHTel

MI/cyT + TeTpa-
LMKJIUH 2000
mr/cyT wiu UIIIT 2

Cone quroLLge
PEKOMEH AILMAM

Puc. 1

YMeHBIIEeHBl  /I03bI  aHTUOAKTepHaTBHBIX
MpernapaToB C yyeToM Bo3pacta. * Ilogxompbl
K [MarHOCTHKEe COOTBETCTBYIOT IIPEXHEMY

pasa B [JieHb +
aMOKCHLIW/TUH
2000 mr/cyT + dy-
paszonuzoH 400 Mr/cyT.

IIpuyuHbI HEeyaaY .
QHTHUT €JTHKO00AKTEePHOH Tepamuu

CcorjalleHHuIo, 3a UCK/IFoUeHHeM I10J/I0KeHHs: (AFT

OBICTPBIN ypeas3HbId TeCT [aeT BO3MOXK-
HOCTb AuarHoctuposats H. pylori u Ha3Ha-
4yaTh 5paJMKaKalMOHHYIO Teparuio.

* Tepanus nepsoit smuuu: UIIIT 2 pasa B
JleHb + KJIapUTPOMMLMH + aMOKCHLIWIIUH
(W MeTPOHKAA30/1) B MPEXHUX J03aX MO-
JKeT OBITb Ha3HaueHa, ec/ii pe3nCTeHTHOCTh
Haubosiee pacrpoCTpaHeHHbIX IITaMMOB H.
pylori B JaHHOM pervioHe K K/1apUTPOMHLIU-
Hy He npeBbiiaeT 10%, K METPOHM/A30/1y -
40%.

» KBagporepanusi B KaueCcTBe CXeMbl Iep-
Bou smuum (WIIIT 2 pa3a B JeHb + TeTpa-
LMKIMH + BUCMYTa TPUKaaus [JULIUTPaT B
MpeXXHUX fo3ax, MeTpoHugason - 1500
MI/CyT) MOXeT ObITb Ha3HaueHa, ecii pe3u-
CTEHTHOCTh HaunOosiee PaCpPOCTPaHEHHBIX
mramMMmoB H. pylori B faHHOM peruvoHe kK
K/IapUTPOMULIHY IIpeBBIIIIAeT OTrOBOPEH-
HBI MOpPOT U HMMeeTCsl TUIepuyBCTBUTE b-
HOCTb K aMOKCULIWIJIMHY WA KJIapUTPOMMU-

100

Opagukanysi,%o

v’ Pe3lCTeHTHOCTh

v'T1noxoi KoMmiaiieHe

v'Meta6onusm UIIIT (CYP2C19)

v'HefocTaTouHasi KMCJIOTOCYTIPECCHUST BO
BpeMsl JIe4eHHst

Pe3HMCTEeHTHOCTH K QaHTHOMOTHKAM
(Tabm. 1)

I'no6asbHas pe3sMCTEHTHOCTh K aHTMOHO-
THKAM:

v'kinaputpomuiiuH (5 - 25%)

v'merponugason (50 - 80% B pa3suBaio-
LIUXCSI CTPAHaXx)

v'rerpauukivi (0 - 5%)

v amokcumuas (0 - 1%)

VccnenoBaHusi MoKasaid, UTO CpPeJHUM

ypoBeHb pesucTeHTHOCTH HP K Kylaputpo-
MHIMHY B EBpore HaxofWTCS Ha YpPOBHE

v

Boictpeie  Ilpome:xyrounbie MenyieHHbIC

Puc. 2: Meta6onu3m CYP2C19: papukanusi Helicobacter pylori: menienHsie - apaguka-

uns1100%; npomexkyTouHbIe - 60%; ObICTPHIE

- 28,6%.

9,8% (Ha tore EBponbl — 18,8%, Ha ceBepe
— 0ko710 4%, B LieHTpe ee — 0K0JI0 9%). Y
K/IapUTPOMULIMH-UYBCTBUTEIBHBIX GO/IBHBIX
YPOBeHb 3pajivKaliuy paseH 87,8%, a y Kia-
PUTPOMULIMH-PE3UCTEHTHBIX He TpeBbIllIaeT
30%. OTu faHHBIe MO3BOJIWIM ClenaTh BbI-
BOJ|, UTO KJApUTPOMMLIMH He J0JDKeH IpU-
MEHSTBCS, €C/IM Pe3UCTeHTHOCTb K HeMy
npeBbiiaer 15—20%. [TosTomy B cTpaHax
C BBICOKOM KJIaPUTPOMMULIMH-PE3UCTEHTHO-
CTbIO U BBICOKOI METpPOHH/|a30/1-pe3UCTeHT-
HOCTBIO TIpe/TIOUTUTe/IbHee cpa3y B Kaue-
CTBe TIepBOW JIMHWM JleueHHs Ha3HauyaTh
KBaZlpoTeparuio.

YpoBeHb 3paZvKalMd 3aBUCUT U OT
coOsrofieHyst KOMITIaiieHca TalyeHTamy, B
rpyIIie MalMeHToB, CTPOr0 COOTIOJAIOLINX
KOMIUIAleHC, yPOBEHb 3paJuKalu ObLT
Boile Ha 12,8% B cpaBHeHWH C 0OuIel
TPYIIION, AOCTUTILKX dpasuKanuto. (Puc. 1)

Puc.1

O bheKTUBHOCTb 3paJUKaLMK 3aBUCUT U
oT MeTabosM3Ma MHIMOWTOPOB TPOTOHHOM
nomnsl. Mertabomsm Bcex UIIIT ocymge-
CTB/seTCA U30(hepMEeHTaMU CHUCTeMbI LIUTO-
xpoma P450 - CYP2C19 u CYP3A4 (Tabn.
2).

MeTabomm3M HMHTHOMTOPOB TPOTOHHOM
TIOMIIbI

IMepriof, TOMyBBIBeAEHUS, K/IUpEHC, 00-
JIACTb TI0J, KPUBOM KOHLIEHTPAaL[UX/BPeMeHU
(AUC) WUIIIT 3aBucAT OT nosuMopdusma
reHa, kogupymouero CYP2C19

ITo cKopoCTH MeTabo/M3Ma pasIuyaroT

v BbICTPbIe HHAKTHBATOPBI:
v/ TOMO3HIOTHEIE

v TeTepO3UroTHbIE
WHaKTHUBaTOpPhbl)

(Mpome)KyTouHble

‘/ME,I[J'IEHHLIE WHAKTHUBATOPbI

v'redotvnsl (m1/m1, m2/m2, m1/m2)

AxtuBHocTh CYP2C19 omnpesensiercs 31-
HUYeCKol npHuHajiexHocTbio. Cpeau Asu-
aTCKOro HacejleHUsl MeJleHHble HMHAKTHBa-
TOpBI cocTaB/sitoT 13-23%; cpeau EBponeli-
1ieB 1 adpoaMeprKaHIieB Me/l/IeHHble MHaK-
TUBaTophl - 1-6%. Ilepuog nonyBbIBeeHUs
WIIII B rpymre Cc MHTEHCUBHBIM MeTabosiu3-
MOM - 0KOJIO 1 yaca, B rpyIIe ¢ HU3KUM Me-
Tabos3mMoM - 2 - 10 gacos.

HauBbIcIInii ypoBeHb 3pajiMKallii ycTa-
HOBJIEH Y TTAlIUeHTOB C MeZIeHHBIM MeTabo-
ym3Mom WIIII, camblii HU3KWKA — mpu ObI-
ctpom Metabosusme [22]. (Puc.2).

B uccnesoBaHusax Npy U3y4yeHUH I0OKasa-
Tesleli KUCIIOTOCYTIPECCHH, Pe3NCTeHTHOCTH
K K/IapUTPOMHLIMHY, METPOHUZAA30/Iy U Me-
tabom3ma UIII 1 3¢¢heKTHBHOCTL 3pajiu-
Kallyu Mo/y4yeHbl CeAyIolIre pe3y/bTaThl:

v'YpoBHM UHTparactpanbHoro pH cessa-
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Tabn. 3

HekoTopsie npenapaTtbl ¢ HU3KOW 6MO[OCTYNHOCTBIO NPY NP per os M B. aencTeue JIC
penapat MeTab0oaM3NpYIOLNA SH3UM % 61040CTYNHOCTU
Amiodarone CYP3A 46+22
Amitriptyline CYP2DS, CYP3A 48+11
Aspirin Esterases S8+3
Captopril S-methyltransferase -75
Cyclosporine CYP2C19, CYP3A 28+18
Diclofenac CYP2C9 54+2
Diltiazem CYP3A 38+11
Erythromycin CYP3A 35+25
Felodipine CYP3A 15+8
Imipramine CYP1A2, CYP2DS, CYP3A 42+3
Labetalol Glucuronosyltransferase 18+5
Losartan CYP2C9, CYP3A 36+15
Lovastatin CYP3A <5
6-Mercaptopurine TPMT 12+7
Metoprolol CYP2D6 38+14
Midazolam CYP3A 44+17
Morphine Glucuronosyltransferase 24+12
Naloxone Glucuronosyltransferase -2
Nicardipine CYP3A 18+11
Omeprazole CYP2C19, CYP3A 53+29
Propafenone CYP2D6 5-10
Propranolol CYP2DS, CYP1A2 26+10
Spironolactone Thioesterase 25+9
Tacrolimus CYP3A 25x10
Terbutaline Sulfotransferase 14+2
Verapamil CYP3A 22+8

HBl C YPOBHSMM H3JIeUeHUs CTaHAAPTHBIM
TpoHbIM pexxumoM (UIIIT + A + Ki.).

v'YpoBeHb uHTparacTpasbHoro pH - npe-
JUKTOP TepareBTUUeCKOro pe3y/bTaTa CTaH-
JlApTHOT'O TPOIHOTO peXkuMa.

v'24-yacoBoe WHTparacTpaJbHOe 3Haye-
Hue pH (Bbiitle ueM 6.0) 1 IPOLIEHT BpeMeH!
pH <4.0 B TeueHue Bcero Inocef030BOr0
24-yacoBoro mnepuoga (menee 10 %) sB-
JISIFOTCSL  TIPOTHOCTUUECKUM  TIpeJUKTOPOM
/I YCIEIIHOTO  W3/IeYeHUs]  TPOWHOM
Tepanueii ¢ UIIII, A, u K.

v'TIoBbIlIEHKe MHTparacTpanbHoit pH c
3.5 pgo 5.5 yBenmmunBaet 3¢¢$eKTHBHOCTE in
vitro amokcHL/UTMHA, H6osee yem 10-kpar-
HO.

v/ AfleKBaTHast KUCIOTOCYTIPECCHST TI03BO-
nset H. pylori gocturars ¢asbl pocta u cra-
HOBUTHCA 6OJIEE lJYBCTBI/ITEJ'[I:HI:»IM K aHTU-
OHOTHKaM.

v'KHC/I0TOCYTIpeCccHs B TEYEHHE 3pajjuKa-
LIIOHHOM Tepanuy OTadYanach CpeAy IpyIIl
redotuna CYP2C19, cpepnsisi pH y najuen-
ToB PM (MenieHHbIM MeTabomM3MoM) ObLia
3HAUMTE/ILHO BBIlIE, UeM Y TeTepO3UrOTHBIX
EM (6bICTpBIM MeTabo/IM3MOM) W/IA TOMO-
3urotHeix EM nanjueHToB.

v'Cpegnss 24-vacosas pH (6.4, nuama-
30H: 5.0-7.6), y NalUeHTOB C YCIeLIHON
3pajiviKaLeli Obl/la 3HAUNTE/IbHO BBILIE, YeM
C Heyjauell »spajuvKalud TIpU TPOMHOMN
Teparuu.

vTIpu npouente Bpemenu pH <4.0 meHee
10 % u cpenHeit 24-yacoBoii pH Beie 6.0,
spajvKaLs JoCTUraeTcs, Aake npu Ki.-pe-
3MCTeHTHbIX TamMMax H. pylori.

vTlpu 24-yacosoii pH B mepuos, TpoiHOM
Tepariun ¢ UIIIT + A +Kn. Hike 4.4 wun
riporjeHTe BpemeHu pH <4.0 gmnHee 40 %,
JpaZivKalys He JOCTHKUMA.

v'YpoBeHb spagvKaimu s uHdekyn H.
pylori mpu craHAapTHONM TPOMHOW Teparuu
B TeueHWe 1 HeJelu NPU TOMO3UTOTHOM
EMs CYP2C19 6bUT 3HAUUTELHO HIDKE T10
CpaBHEHHUIO C JIOCTUTHYTHIM IIPU TeTepo3u-
rotHoM EMs u PMs: a umenHo, 72.7 % ripu
romo3urotHoM EMs, 92.1 % npu reteposu-
rotHoM EMs, 1 97.8 % ripu PMs

v'CasizanHoe ¢ redoturnom CYP2C19 pas-
miuue B Mertabosmsme WIIIT BiuseT Ha
YPOBHHU 3pajivKallvi MpU TPOMHOM Tepanvu
Ha ocHose UIIIT.

v'WntparactpanbHas pH TIpu  TpoiHOM
9paZiMKalMOHHOM Tepanuu KOoppenvdpoBasa
co cratycoMm resorumna CYP2C19.

ObLwmne neKkapcTBeHHble cybcTpaTel, MHTMGMTOPLI M MHARYKTOPLI CYP3A, cornacHo Knaccam

v'TlaLKeHTBI ¢ TOMO3UTOTHBIM TeHOTUIIOM
EM CYP2C19 TpebytoT yCHUIEHHOTO jieue-
Hus (c 6onee yacteiM Ao3upoBaHuem MIIIT
(nanpumep UIIII 4 p/cyT.) Anst fOCTaTOUHON
KHMC/I0TOCYTIpeCCUY B TeueHHe 24-4aCcOBOrO
T10CJ1e/j030BOT0 NEPUO/A.

IIpn Ha3HaueHun craHpapTHbeix fo3 WIIIT
He yOaeTcsi JOCTUTHYTh KJIMHUYECKOro 3¢-
¢exra y Bcex maiueHToB. IlofaBneHue xe-
JIYIOYHOM CEeKpeLMH CTaHAapTHBIMU /103aMH
WIIIT BappupyeT B IIMPOKMX Ipefjenax
(50-100%).

B wuccnepoBanmu [30-32] cpaBHHBasiach
s¢dexTrBHOCTDL 3pasukauuu H. pylori npu
TPOMHOM pexxuMe: 330Mernpason 20 Mr, pu-
¢abytua 150 mr, amokcuuumH 1000 mr
[iBa pasa B JleHb B TeueHHe 7 gHel (ERA) u
BBICOKO/|030Basl /IBOMHasl Tepamusi: oMeIpa-
3011 40 mr, amokcuu/uiiH 1000 Mr Tpu pasa
B fieHb B TeueHue 14 pneii (OA B BBICOKHX
[03axX) Kak criacatesibHOW Teparmmy H. py-
lori, pe3ucrentHoro Kk M u Ki., y nauuen-
TOB C, 1O KpailiHell Mepe, OZHOW Hey#auHON
TOMBITKON 3paauKaruu H. pylori, u orpeze-
JIs10Ch BusiHWe nonumopgusma CYP2C19
Ha ycnex jeuenus [33-35]. Pe3ynbraTsl 3THX
WCCeJOBaHUM:

v [IBoiinast Teparust ¢ O B BLICOKKMX /[03aX
U A - 3¢ deKTHBHEI y MalMeHToB ¢ pedpak-
TepHOW uHekuuel H. pylori, conocraBuma
C TpONHOH Tepamuell Ha OCHOBe pHabyTH-

Tabn. 4

+CYP3A cybcTpathl

+WHrubutopel CYP3A

sWHpykTopel CYP3A

QEJ'IOKaTOpr KanbuMeBbIX KaHa/loB
¢ /IMMyHOAE€NpeccaHTbI
¢ beH3onasenuHb
¢ CTaTuHbI
+Makponunabl
¢ AHTUPETPOBMPYCHbIE NpenapaThl
& [Ipyrue:
#Jlo3apTaH
o CunpgeHadun

QE}'IOKaTOpr KanbLUKWEBLIX KaHa/oB
¢ A30/1bHbIE MPOTMBOrpMOKOBLIE NPenapaTh
&Makponuapl
¢ AHTVPETPOBMPYCHbIE NpenapaThl

& PudamnmumH
#poTNBOCY AOPOXKHbIE CPeLCTBa
© AHTVPETPOBUPYCHbIE NpenapaTbl
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Korna repanusi nepBoii JIMHUU TePNUT Heyaavy?
KakoBa ainbTepHaTuBa cerogna?
Vakil n Megraud. Gastroenterology 2007

Tpoiinas Tepanusi
Ha ocHoBe UIIIT

|

CnacaTte/ibHasi Tepanus
HIIII nBa pa3a B JieHb +

AmoxkcnuuiLIuH 1rp
2 pa3a B ieHb +
OJIMH M3 CJIeAYIOMMX a/5:

Jlepogiokcauun 500 mr

‘ Heynaua ‘
1 | ! 1
Tepanus ¢ Ksaxporepamus: Toc. TeJlbHAas Tef
npejABapuTeJibHbIM (MIIII aBa pasa B AeHb WIIII xBa pa3a B 1eHb
onpejejeHuemM }M.§00 Mr AMoOKCHIMILIHH 1rp
YYBCTBUTEJIBHOCTH K - Pa:‘ B ACHB 2 pas3a B /ieHb
AHTHOMOTHKAM T. 500 mr B TeYeHHH NEPBLIX 5 aHeit
4 pa3a B IeHb
Buc. 4 pasa B 1enn) WIII xBa pasa B ieHb
K 500 mr

B JIeHb

B TeUeHHH NMOCAeYIOIIHX 5 THek|

1APUTP

Pudadyrun 300 mr B 1eHb
DypazoaHIoH
200-400 mr B 1eHb
B Teuenne 10 queii

2 pa3a B ieHb
Tunuaaszon 500 mr
2 pa3a B eHb

Puc. 3: AIroput™m geicTBusA NpHu He3)GEKTUBHOCTH TEPAIMH IEPBOro psiaa.

Ha

v'O/A B BBICOKMX [j03aX B HacToslIIjee
BpeMsi pEeKOMeHAyeTCsi KaK OAWH U3
HEeCKO/IbKUX BapUaHTOB SMITMPUUECKOH Cria-
caresbHON Tepanuu uHbexkuun H. pylori B
OTCYTCTBMH 00C/Ie/|0BaHHUsI Ha aHTUOAKTepU-

v/ [IBoliHas Tepamusi C BBLICOKMMH [I03U-
poBkamu O (40 Mr Tpu pasa exeJHeBHO) U
A (750 Mr Tpu pasa e>eJHEBHO) [JOCTHUIJIA
ypoBHsi usneuenust 91 % y Genbix niogei,
JaKe TIPU TOM, YTO OOJIBLIMHCTBO MaljieH-
TOB MIMeJIO TeHOTUIIbI SKCTEHCUBHOIO MeTa-
6o/m3ma.

Tabn. 5

YpoBeHb cynpeccun KMCJIOTHOA NPOAYKLUMU U KIIMHUYECKne 3¢ eKTbl

YpoBeHb KUC/I0TOCYNpeccuu

KnuHuyeckue 3cpdekTbi

50%

Py6ueBaHue s3Bbl

75%

3axusneHve NPb

85%

WN3neyeHne Hp

95%

Jlydwine yciosusa ans usneveHus Hp

aJIbHYIO UyBCTBUTE/IBHOCTb

v'Tpoiinasi Tepanust Ha OcHOBe pudaby-
THHA U BBICOKOZ030Basl [|BOMHas Tepanus -
Jyuliasi aJbTepPHAaTHBAa KBaJpOTepanvi |
MOKeT OBITb peKOMeH/IOBaHAa KaK Teparmust
TpeTeid UM UeTBepTON JIMHUU.

v'1-HefenbHas TpolkiHas Tepanus ¢ ERA
O/A B BBICOKUX H03ax 3(¢eKTHBHa U Oe3-
oracHa [iyisi CriacaTe/ibHOW Teparviu MHpeK-
uuu H. pylori, pesucrentoii k M u K.

Hcxonsl Tepanvy MPH pa3/IHYUH
resorunoB CYP2C1

Ieoitnas teparmus ¢ O (20 - 40 mg/d) u A
(2000 mg/d) He pocTurasa afeKBaTHBIX
ypoBHeli usneuenus H. pylori —accouuupo-
BaHHOU 151 y GesnbIx /iromeit.

vTlostomy gmosa 120 Mr omerpasona B
JIBOVMHOM Teparuu MOXKeT J0CTUraTh [J0CTa-
TOYHO BBICOKOTO YPOBHS M3jleueHust UH(eK-
uuu H. pylori y mogelt ¢ reHoTunamu sKc-
TEHCHBHOT'O MeTabo/M3Ma.

Ecmu Teparusi mepBoro psija Hedddek-
THBHA, KaKWe CTpaTervu CerogHs rpuemsie-
MBI U, KaK [leiCTBOBaTb MHTEPHUCTY U ra-
cTpo3HTeposiory? Kakue IMosyoKuTenbHbIe U
OTpHLaTe/bHbIe CTOPOHBI KaXK/[0M U3 Cylle-
CTBYIOLIIEH cTpaTeruu?

Crpareryist Ha OCHOBe UyBCTBUTE/ILHOCTH,
KpOMe TOTO, UTO 3TO BBICOKOCIIeL{a/Ii3HpO-
BaHHOE JieyeHHe, UMeeT Psifi OrPaHHUMTe b~
HBIX CTOPOH: BBICOKYIO CTOMMOCTb, LIMPOKO
He /I0CTYIHA, GOMBIIMHCTBO K/IMHHUK U 71a60-
paTopuii He MPOBOJAAT HCC/IeOBaHHE aHTH-

Tabn. 6

Spaaukaumnsa H pylori, cp TeJsibHble Ucce,
PEe>XNMOB Tepanum ¢ y4e€TOM Pe3NCTEHTHOCTH K

nocsenoBaTesIbHOro U CTaHRapPTHOro
Kn. n M. [45-47].

Ycnosusa MocnepoBatenbHasn CranpapTtHas P
Tepanus, % Tef %
Clarithromycin
Resistant 88.9 28.6 0.0034
Susceptible 94.7 94.5 0.8065
Metronidazole
Resistant 97.1 90.9 0.5526
Susceptible 94.3 80 0.009
Clarithromycin and 0 28.6 0
metronidazole
Resistant

OaKTepuasbHOM UYBCTBHUTEIBHOCTH, TPYA-
HOCTb B cobuofeHny KomruiaiieHca [Clax-
ton Clin Therap 2001].

TpoiiHble pe)XMMBI C pe3epBHBIMHM aHTH-

OuoTHKaMM  TaKKe ~HMMeET «3a» U
«[TpoTuB»:
JleBodiokcanuH

v TpebyeT fanbHeieil patuhuKkaim

v'TIoSIB/ISIETCS PE3UCTEHTHOCTh
DypazonuaoH

v"He MIMPOKO [J0CTyTIeH

v'BbICOKas IO3UPOBKA BEJET K BHICOKOM
yacToTe nMoH6OUHBIX 3PHEKTOB
Pudadyrun

v'O6paruMasi MUeIOTOKCUUHOCTh

v'MoXeT BbI3bIBaTh 00pa3oBaHME LITaM-
MoB Mycobacterium tuberculosis pe3su-
CTEHTHBIX K P

‘/HPEAHO‘«ITI/ITE]'H)HO OrpaHUYUTL €ro Uuc-
I10/Ib30BaHKe

Pe3yabTaThl HCC/I€TOBaHHH,
NOCBAIIEHHBIX 3)PEeKTHBHOCTH
mocjieIoBaTe/IbHOU Tepaluu
[36-43]:

v'Cpasnenve head-to-head mexy moce-
JIOBaTe/IbHBIM PEKVMOM U CTaH[ApTHOH 7-
[THEBHOM TpPOWHOM Teparueii GbUIO BBIMIOJI-
HeHO B 8 paH/|OMU3MPOBaHHbIX UCIIBITAHUSIX
(93.7 % npotus 75.9 %; p <0.001).

v'Cpasnenve head-to-head mexay moce-
[IOBaTe/bHbIM PEXMMOM M CTaH/AaPTHBIMU
10 - fHEeBHBIMU TPOWHBIMH PEXMMaMH ObLIO
BBIMIO/IHEHO B UeThIpeX paH/OMM3HUPOBaH-
HbIX UcnbITaHusIX (93.4 % npotuB 79.6 %; p
<0.001).

v'TlocnefoBareNbHbIA pexkum Gonee 3¢-
tekTuBeH, ueM 7 - u 10- gHeBHas TpoiiHas
Teparusi.

v Tlocne0BaTeNbHBIA PEXXUM He 3aTpo-
HYT (pakTopamMu pHMCKa Heyjaud TPOHHOU
Teparuu.

HocaedoBamenvnasn mepanus
papmaxoskonomuxa [44 - 46]

vTlocnegosarenbHasi Tepanus 10 CTOM-
MOCTH BbIIIle, ueM 7- [HEBHas TPOWHas
Tepanusi, HO HKe, yeM 10 - JHEBHBIN TPOW-
HOU PEXHUM.

v'TlocnezioBaTeNbHbIN pexxum Ha 15-20 %
6onee 3¢ddekTrBHBINA, ueM CTaHJApPTHbIE
7-10 pHell TpOIHBIE Teparuu.
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Tabn. 7

X 3¢hheKTUBHOCTH nocsiepoBaTesIbHOU Tepanumu

Pylori genotypes arid expression of gastritis in erosive gas-
tro-oesophageal  reflux disease. Scand | Gastroenterol

ABTOp Ton n W3sneyenue ITT (%) 2003; 38: 498-502.
Zullo 2000 52 98 12. Hamlet A, Olbe 1. The influence of Helicobacter
De Francesco 2001 63 94 Pylori infection on postprandial dunodenal acid load and
Focareta 2002 94 96 dunodenal bulb pH in bumans. Gastroenterol 1996; 111:
Zullo 2003 522 92 391-400.
Hassan 2003 152 93 13. Current Eurgpean concepts in the management of
Focareta 2003 174 95 Helicobacter pylori infection. The Maastricht Consensus
De Francesco 2004 162 93 ] 47,
De Francesco 2004 45 96 Report. Gut 1997, 41: 8-13.
De Francesco 2004 116 95 14. Malfertheiner P, Megrand ;O Morain C et al.
Francavila 5005 38 95 Corrent concepts in the management of Helicobacter pylori
Zullo 2005 39 95 infection - the Maastricht 2 - 2000 Consensus Report.
Zullo 2005 20 95 Aliment Pharmacol Ther 2002, 16 (2): 167-80.
Scaccianone 2005 72 95 15. Pexomerdayuu no duacrocmuxe Helicobacter pylori
Francavilla 2006 40 95 ) Goasnpix Asennod 60ae3ib10 U Memo0aM ux AeueHA.
Vaira 2007 146 91 Poc. wcypn.  eacmposnmepon.  eenamon.  kosonpoxmon.
Obuiee KoM4eCTBO 1805 93,5 1998; 1: 105-7.
16. I puzopees I1.A. Pexomendayuu spayy no severuro
Gonnvreixc Aseenon Goaesnsio scenyoka U dsenadyami-
A 3 S08 nepemnon wumxu. TMIT M3 PO PIMY M3 PO.
peymenmot «wa» nocaeoobameavHyro 2002; 4 ¢. 22.
mepanuzo YYutene MpHeMa W yBemwdeHwe “UCU\0SL e b o8 W R o

v'KopoTkasi, Haua/ibHasi IBOMHAs! Teparst
¢ A, roHwKaeT 6aKTepHasbHYIO Harpy3ky B
XKenypKe, 4Tobbl YaydInTh 3¢ )eKTHBHOCTD
HeMeZI/IeHHO — TOC/Iefytol|ero  KOpOTKOTo
Kypca TpOHHO# Tepanuu

v'PeXXUMBI, cofepkaiie A TIpesoTBpa-
LAIOT CeJIeKIMI0 BTOPUYHOM Pe3HCTeHTHO-
ctu K Ki.

Heobxodumocmv  yBeauuenua 0do3 MIIII

doxasana B uccaedoBanuu [47]:

Y UIIIl oguH pa3s B [eHb MeHee d(dek-
TBHBL, yeM UIIIl gBa pasa B fAeHb npu
TPOIHOM Tepanuu;

v'10 %-20 % naupenToB ¢ I'DPE mokassl-
BalOT HEJ0CTaTOUHYI0 KHUCI0TOCYIPECCHIO
npu nipueme UIIII fBa pasa B JjeHs;

v'B Esporie > 80% HaceneHust C GbI-
cTpbiM Metabosiamom (EM) UIIIT;

v'TpoiiHas Tepanusi pu EM umeeT Hu3-
KUH ypOBeHb 5pajiuKallud B CpaBHEHUU C
MeAjeHHbIM ~ MeTabonmusmom  (PM)  (p
<0.0001).

B paHHUX HcCIe[j0BaHUAX C aMOKCHULM/I-
JIVHOM M Bapuaimsamu gosuposanus WIIIT
[l0Ka3aHo TIoBbIIeHHe 3PdHEeKTUBHOCTH 3pa-
[VKALMU B 3aBUCUMOCTH OT 103 WITIIT [48]:

AwmoxkcuuunauH 1000 Mr gBa pasa B fieHb

++ O 20 Mr jBa pasa B [ieHb — U3JleueHne
B 50%

*+ O 40 mr fBa pasa B [ileHb — U3/leyeHre
B 60%

++ O 80 mr fBa pasa B [ileHb — U3/leyeHre
B 80%

*+ O 40 mr Tpu pasa B [ileHb — U3J/leueHue
B 80%
Takum obpa3zom,

v'TpoiiHast Tepamusi TpHeMJieMa, eCcIn
HMeIOTCST XOpOIIYe pe3y/bTaThl B pervoHe
(pexomeHAyeMblIii Kypc - 10-14 nHeit)

Jo3bl NI noBbILIAIOT YPOBHU U3/1€YeHUsl.

‘/A]'ILTGPHaTI/IBHbIe PEXXUMBI T1I0Kd3dHbI
TP HU3KOM YPOBHE MECTHBIX pe3y/IbTdTOB!:

*T10C/1e0BaTe/IbHBIN

*TpPOMHOI Ha OCHOBe JIeBOIOKCALIHA

Bynyiuee aHTHr e IMKOOAKTePHOH
Tepamnuu:

v'ParuQuKalus anbTePHATUBHBIX PEXHU-
MOB

v KoMOUHMpPOBaHHble  Tab/IeTUPOBAHHbBIE
Tipernaparsl /151 TIOBBILLEHHUsT KOMIIaiieHca

v'HoBble Harpas/ieHus B Tepariu
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AHTUrenikobakTepHa Tepania nicna MaacTpixTt-3, 2005 p.

LJI. Knsipumcbka

Po3rIsiHYTI IPUYMHU HeBfjau aHTHUresTikobakTepHol Tepartii CbOrofHi i Joporu onTuMisatjii 1{b0ro HampsiMy, a TAKOXK Iep-
criektrBH JiikyBaHHs Helicobacter pylori-acouiiioBaHix 3axBOproBaHb, 3aCHOBaHHX Ha PeKOMeH/aL{isix MaacTpiXTChbKUX
KOHCEHCYCiB, a TaKOX pe3y/ibTaTax 6araToljeHTPOBHX MO/BIHHMX I/1a1je60- KOHTPOITbOBAHHUX JJOCITi/PKEHHSX.

KouoBi c/1oBa: aHTHre/nikobakTepHa Teparisi, pe3UCTEHTHICTb, KOMILIAHeHC, PeXXHUMH MOPSTYHKY, MOC/IiJ0BHA Tepartis,

BHCOKO/|030Ba Tepaltisi.

Helicobacter pylori eradication after Maastricht-3, 2005

LL. Klyaritskaya

Reasons of failures of Helicobacter pylori eradication are considered today and ways of optimization of this direction,
and also prospects of treatment of Helicobacter of the pylori-associated diseases, based on recommendations of Maas-
tricht of consensuses, and also results multicenter double placebo- the controlled researches.

Keywords: Helicobacter pylori eradication, resistance, compliance, modes of rescue, successive therapy, high-dose thera-

py-
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