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AHHOTALHA

B HACTOSIUIEE BPEME B KAMHUHECKOR NPEKTHKE OTCY TCTEYET ONTHMAALHER IMMMpHHeckan Tepanus widekusn Helicobacter pylori
(H. pylori] M OTMENZETON NPOMPECCMBHOE CHMMEHHE SPERTHEHOCTH KAACCHHECKIN CreM IPasMKaUHoHHoH Tepanus (3T). Bo
MHOMOM BIPHETHBHOCTE 3gRPekTHBHOCTE 3T ¥ EDHKPETHIND NauseHTa ODLRCHASTCR METEPOMEHHEMH MOAEEY ARPHO-TEHETHS -
CHMAH A IHHIMEMH, ARKLAWH B OCHOBE PEIMCTEHTHOCTH MUKDOOPTAHMIMA K KOMNOHEHTaM C0e AedeHmus. B ooHoBe mexa-
HUIMOB hOpMHpOsasHn peascTesTiocTd H, pylord & aHTHEaKTEpHaABHER NPENapaTad NPEMMYIIECTEEHHD ABNAT TOHEYHLE
MYTALIMH B DIEPELEASHHED MEHa, 0y CAOBAHBAIIWE AALTEPALMI MEXIHHIMOB ACHCTEHA NPENapaTon: KASPHTROMMLUMH [V A0MEH
235 pPHE], meTponmaaaon (nofvd, fredl, auokcuumand (phplAl, TeTpawcans (165 pPHE), aesodwokcaunH (gyrAl. Mpeamkro-
PaMH DEIHCTEHTHOCTH K 3T TAKMXE REARIDTCH OTPHUATEABHEA CTATYC MUKPOOFaHHE o Cagh W HawH4He asess Vach s2,
CywecTayeT poa FeHETHHECKHK ASTEIMHHAHT MaKDOOPTaHMIME, CHHAE A KTHBHOCTE 3T, HIMEHRA drapsaKosHHeETHIY
HHMWEHTOPOR NPOTOHHOMD Hacooa: redoman CYP2CTS (*1/%1, *1*17, *17#17) n MORT 3435 T/T (aam asmatckoi nomy asusel.
Kpose Toro, nowsiopdimd (- TA-511 G'C, mamsiomnil Ha KHCADTONPOAYKLMIO B REAYAKE, SIEARETCA NPELMETOP0M HESthexTHa-

HOCTH 3T,

Kamenwe caosa: Helicobacter pylon, 3pasn@unons s TEDSMHR, PEIMCTEHTHOICTE, SHTHOKTEMHEALHLE NDENaPaTs), HHrsfm-
pur npoToHHonD Hacora, CagA, VacA, CYP2C19, MDR1, E-15.
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Im cument clinical practice, there is no optimal empirical therapy for Helicobacter pylari (H. pylon) infection and there i a pro-
gressive decrease in the efficiency of classical eradication therapy (ET) regimens. The variability in the efficiency of ET in a specific
patient is largely due to the heterogeneous maolecular genetic mechanisms underlying the resistance of the microorganism to
the components of the treatment regimens. The basis of the mechanisms for antibiotic resistance in H. pylori is mainly the point
mutations in some genes, which determine alterations in the mechanisms of action of drugs, such as clarithromycin (domain W
af 235 riMA), metronidazole (rdxA, fred), amaxicillin (pbp1A), tetracycline (165 rRMNA), and levofloxacin (gyrd). The predictors
af resistance to ET are also the CagA-negative status of the microorganism and the presence of the vacA s2 allele. There are a
number of host genetic determinants (the CYPZC19 genotype (*1/*1, *1/*17, *17/#17) and the MORT 3435 T/T genotype (in an
Asian population]) that reduce the efficiency of ET, by altering the pharmacokinetics of proton pump inhibitors. In addition, the
- 18511 CC polymorphism that affects gastric acid secretion is a predictor of the inefficiency of ET.
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AEIT — asrnbakrepransHLe TPenapaTs
JH — popeperrensHED HETCpEAT
HITH — surafumop npotosHoro Hacoca

P-rn — P-ramxonporens
O — omromenwe makcos
3T — spanHEaFEOHHAR TCPATTHA

Helicobacter pylori (H. pylorf) AANAETCH OOHHAM H3 HAW-
Gonee PACTIPOCTPAHEHHEIX naroreHon yenosexa. B nacton-
mee spess Gomnee S0% nomynaums Mupa HHbHIMpoEaHo H.
pwlor, NMpH 3TOM HaHOOIEE BRICOKHE NIOKAIATENH Halmoma-
I0TCH B PA3EMBAIIIHYCH CTPAHAX, BAPRMPYH 0T 63 no 94% [ 1,
2]. Nanuwii rpaMoTpHIEATENBHER MHEDPOODTAHMIM KONOHH-
IMPYET CAMIHCTYIO 0O0MOUKY KENYIKS M SINETCH BEYIIMAM
NPHUHHHEM PaKTOPOM B DASEMTHH LEAOrO paga sabonesa-
HHI racTpoIy OIeHATEHONR 30HH, BEINYAA XPOHHYECKHR ra-

CTPHT, A3BEHHYID BONe3IHE ReTyIKa W ABCHAIIATHIIEPCTHOMN
krnkH, MALT-maadosy, a Tacke aieHOKSPUHHOMY Ke-
MyOKA KAK KHmeunoro, tak @ guddwsworo tana [1, 3, 4).
bBonee Toro, HMETCA TOKAIATENLCTEA ACCOIHAITNH HHbeK-
uwan M. pylori C pasEMTHEM PEIA IKCTPAracTPOIY ONeHATEHBIX
3afonesanuii, NpeIcTARIEHHEX HeaesnnedHIMTHON aHe-
MHEH HEYTOUHEHHOH ITHOIOTHE, HARONATHYSCKOH TROMOD-
IMTONeHMMecKo# mypoypoil w nedmumToMm BuTammHa B
[4—a6].
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