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Pesiome

B viccnenoBaHvie BkAoueHo 34 naumeHTa (15 My>XUuH 1 19 XeHLUWH, CpeaHUI BO3pacT 56,7+1,46). iccneayemble Obinu pas-
AeneHbl Ha TPy rpynnbl, NP 3TOM AONONHWTENbHBIM KpUTEpreM BKAoUeHUA B | v Il rpynnbl 6610 NprMeHeH1e NaLneHTom
HIBI B TeyeHme He meHee 30-Tv KaneH4apHbIX AHEN, NPeALIeCTBOBABLLMX UCCe[0BAHMIO.

MpoBeneHo 13ydeHune Wtammos Helicobacter pylori (HP) B cnuanctoi 060n0uKe xenyaka y B3poCbix NauneHToB, npu-
HUMAIOLLMX HeCTePOWaHbIE NPOTMBOBOCMaNUTENbHble Npenapatsl (HIBM). feHoTunupoBaHve HP ocyuwecTBnanm metoaom
MLUP. B obuieit cTpyKkType nccnegyembix 61MoNTaToB Yallie BCero Obinn naeHTMGUUMpoBaHbl reHoTun vac A si/mi; cag A+
iceAl (7 cnyyaes 13 34 (20,58 %), p<0.05). PacnpeneneHune reHOTUNOB NO KNMHWUYECKMM rPynnamM 0Ka3anoch JOCTaTOYHO
reTeporeHHbIM Pesynbtatbl NPOBEAEHHOO UCCNeAOBaHMA, HECMOTPA Ha HEKOTOPYIO reTepOreHHOCTb, CBUAETENbCTBYIOT
0 HaNUUMKU CTATUCTUUECKM 3HAUMMbIX, PA3ANUNIA B 3aBUCMMOCTY OT HAaNMUMA 3PO3UBHO-A3BEHHDBIX M3MEHEHUI 1 GaKTopa
npuema HIB.

KntoueBble cnosa: xxenynok, Helicobacter pylori, uitammbl, HeCTepouAHbIE NPOTUBOBOCMANUTENbHbIE Mpenapatsl (HMBM)

JKCNepuMeHTabHaA U KIMHWYeCKasa racTpoaHTeponorua 2017; 148 (12): 9-13



JKCMepUMeHTanbHas 1 KNWHUYECKan racTpoaHTeponorua | Bbinyck 148 | N212 2017

summary

KNNHWYecKan ractposHTeponorua | clinical gastroenterology

The study included 34 patients (15 men and 19 women, average age 56,7+1,46). The test was divided into three groups,
with the additional inclusion criterion of | and Il groups was the use of a patient NSAIDs for at least 30 calendar days prior

to the survey.

A study of strains of Helicobacter pylori (HP) in gastric mucosa of adult patients receiving non-steroidal anti-inflammatory
drugs (NSAIDs). HP genotyping was performed by PCR. In the General structure of the studied biopsy specimens was often
identified genotype vac As1/m1, cag A+;iceAl (7 cases out of 34 (of 20.58 %), p<0.05). The distribution of genotypes in the
clinical groups were quite heterogeneous, the Results of the conducted studies, despite some heterogeneity, indicate the
presence of statistically significant differences depending on the presence of erosive-ulcerative changes and factors of NSAIDs.

Key words: stomach, Helicobacter pylori, strains of non-steroidal anti-inflammatory drugs (NSAIDs)
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HecreponaHsie IpOTUBOBOCIAIUTEIbHbIE IPEIapaThl
(HIIBII) n uudexuus Helicobacter pylori (H. pylori) -
ABAOTCA OCHOBHBIMM, OOILIeIPU3HAHHBIMU BAaKTO-
PaMu IIOBPEX/IEHNUA CIMU3UCTOI 0OOTOUKY >KeTyaKa.
B Hacrosimee BpeMst 0kosio 30 % HaceleHNUs B pasBu-
TBIX CTpaHax u 10 90 % B pa3sBMBAIOIIMXCA ABIAIOT-
cs xpoHndeckumu Hocurtenamu Helicobacter pylori
[1, 2]. IIpu 5TOM 3a4acTyI0, MALMEHTHI IPMHUMAIOLINE
HIIBII, uadunupyorcsa H. pylori.

OpnHaKo, IPOABIAIOT M f1Ba 9TU GaKTOpa CUHEp-
TeTIYECKIIT VM AHTATOHUCTUIeCKMIT 9 deKT ABMIsI-
€TCs1 CHOPHBIM MOMeHTOM [3]. [JanHbIe MeTaHaMM3a
Huang J. Q. 1 coaBT. HOKa3anu, YTO PUCK IEIICHHOBBIX
3B IpU6IN3NUTENBbHO B 60 pa3 Bblllle y HALMIEHTOB
C NOIOHUMENbHBIMU Pe3YNIbIMAmamu Uccned08aHuil

na H. pylori, npuaumaromux HIIBII [4]. [nutensHoe
KkInHn4eckoe ucneitanne Hawkey C.J. u coasT. mpo-
IEeMOHCTPUPOBAJIO, YTO mocre apagukauuu H. pylori
3a)KMBJIEHNE A3BEHHBIX MOPa)KEHNIT CIM3UCTOI 060-
nouky xenynaka y npuaumaromux HIIBIT neckonbko
3aJlep>KMBaeTCs MOCIe JIeYeHN A OMEeIPa30JIoM, MOJ-
pasyMeBas, uto H. pylori MO>keT OKa3bIBaTh IPOTEK-
TuBHoOe fiefictBue npotus HIIBII - ungynuposanHoii
SI3BBL, BO3MOXKHO, KaKUM 1160 06pa3oM, CTUMYTUPYs
MIPOCTAITIAHAVHBI C/IM3UCTOI 000/I0YKY U pyTHe 3a-
INUTHBIE PaKTOPBI [5].

Ilenp mccnegoBaHMA: U3yUYeHME PA3TNIHBIX
mrammoB Helicobacter pylori B cniusucroit 060mouxe
JKeMy/Ka y B3pOC/IBIX MAallMeHTOB NPMHUMAIIUX
HIIBII.

MaTepman n metoabl nccnenoBaHMA

B uccneposanne BxmodeHo 34 manyenra (15 My>xumH
1 19 >XeH1H, CpefHMIT BO3pacT 56,7+1,46). WUccnenyemble
6bUIV pasfieneHbl Ha TPY IPYIIIbL, IIPY 3TOM AOHOTHNTENb-
HBIM KpuTepueM Bimodenus B I u I rpymmst 66110 1pu-
MeHeHne nauyentoM HIIBIT B Teuenne He meHee 30-Tu
KaJIeH/IapHBIX IHEIA, TPeIIIeCTBOBABILIX MCCTIEIOBAHNIO.

o Irpynma - 6onbHbIe HONy4Yaloliue TUKIOPeHaK
B jo3e 100 Mr B cyTK (16 4eTIOBEK, CpeHMIT BO3PACT
60,3£1,28);

o IIrpynmna- 60/1bHbIE TONyYaOlyie TePAIIIO METIOK-
CMKaMOM B jio3e 15 Mr B cyTKu (11 4esoBek, cpegHmit
BO3pacr 58,3+1,28);

o IIrpynna- KOHTpO/IbHasA, IUILA, He IPUHMMAIOI Ve
HIIBII, (7 4enoBek, cpegHMit BO3pacT 46,3+1,57).

BceM mariieHTaM POBORMIIACH 930(aroracTposyone-
HOCKOIIHS CO B3ATMEM OMOTICHI UL I[aHbHeﬁ[meFO TUCTO-
norirdeckoro nccnenosanysa Ha Helicobacter pylori m ITLTP.
Heo6X0R1MO OTMETHTb, 9TO U3 UCCTIENOBAHIA MCKIII0Ya-
JIUC JIUIIA, KOTOPBIM paHee IPOBOAMIACh SPaNKALVs
H.pylori u mpuximMaBIyie MHIIGUTOPBI IPOTOHHO IOMITBI
B TeueHIIe TIO/yTO/a PEIIECTBYIONIEeMY ICCIEHOBAHMIO.

ITonyueHHble Ipy 6uoTCHY GPaTrMeHTHI CTU3UCTOI
0607m04KM >XenyaKa Guxcuposanu B 10 % pactBope
HelITpaabHOro GopMannHa, 3aJuBaau B napadux
110 061IenIpUHATON MeToAuKe. [eHOoTH I pOBaHue HP
OCYIIeCTBIIANOCH M3 OMOITATOB aHTPATIBHOTO OT/ieNa
xKenynka MetogoM IIIIP (tect-cucrema «Xenuko-
non-1I» HII® «JIntex» (Poccus)). Onpenensinu Ha-
e reHoB cag A u bab A2, a raxxe nonumopdusm
TeHOB vac A II0 CUTHAJIbHOMY U CPEeJHEMY y4YacTKy
(mopTumnel s1/s2 u m1/ m2, COOTBETCTBEHHO) 1 ice A
(momrumer iceAl/iceA2).

CraTtuctnyeckas paspaborka nHbopmManum uc-
CllelyeMOro KOHTMHIEHTa BK/II0Yana B ceOs nsyde-
Hue mwraMmoB Helicobacter pylori Ha ¢oHe npuema
HIIBII, ¢ yyeToM XapaKTepa NaTONOI UM CIU3UCTOMN
KenyzKa (TracTpuUThl/3p0O3UBHO-A3BEHHbIE I3MeHe-
HuA). 114 OLeHKM JOCTOBEPHOCTHU pasnuyns (p)
MeXAY BBIOOPOYHBIMM HOMIAMU PACCINTHIBATICS
t-xputepuit CTbofeHTa. VI3MeHeHUA CUNTATUCD
CTaTUCTUYeCKM 3HauMMbIiMy npu p<0.05. CratucTu-
Jyeckas 06paboTKa IpOBefeHa C MCIOTb30BaHNEM
makeTa Statistica 6.0..

Pe3yn bTaTbl COGCTBEHHbIX nccnenoBaHun

Ha ocHOBe 110/1y4eHHBIX HAMM Pe3y/IbTaTOB OB
BBIIe/IeHbI 12 KOMOMHAIMIT TeHOTUIIOB Vac A, cag A,
bab A2, ice A Helicobacter pylori (Trabmuua 1).

B obueit cTPyKType UCCIefyeMbIX OMONTAaTOB
qalre BCero ObUIM MAeHTUDUIIMPOBAHDI TEHOTUII VAC

A s1/ml; cag A+; iceAl (7 cnydae u3 34 (20,58 %),
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Ne leHoTunbl Helicobacter pylori | rpynna Il rpynna Wrpynna

abc % abc % abc %

Homep rpadsr 1 2 3
1 vac A sl/ml; cag A+ 1 6,25 1 9,09 0
2 vac A sl/ml; cag A+; iceAl 2 12,50 3 27,27 2 28,57
3 vac A sl/m2; cag A-; ice A2 0 0 0 0 1 14,29
4 vac As2/m2; cag A-;ice A2 1 6,25 1 9,09 22 28,57
5 vac A s2/m2; cag A-; 1 6,25 2 18,18 2 28,57
6 vac A sl/ml; cag A-;ice A2 1 6,25 0 0 0 0
7 vac A s1/m2; cag A+; ice Al 223 12,50 0 0 0 0
8 vac A sl/m2; cag A+; bab A:ice A2 1 6,25 0 0 0 0
9 vac As2/ml; cag A-;ice Al 1 6,25 0 0 0 0
10 vac A s1/m2; cag A-; 323 18,75 1 9,09 0 0
11  vac A s2/m2; cag A-;ice Al 2 12,50 2 18,18 0 0
12 vac A s1/m2; cag A+; bab A 1 6,25 1 9,09 0 0
. . racTput 3po3nn
Ne leHoTunbl Helicobacter pylori
abc % abc %
Homep rpadsr 1 2

1 vac A sl/ml; cag A+ 1 5,56 1 6,25
2 cac A sl/ml; cag A+; ice Al 2 11,11 5t 31,25
3 vac A sl/m2; cag A-; ice A2 1 5,56 0 0
4 vac As2/m2; cag A-;ice A2 2 11,11 2 12,50
5 vac A s2/m2; cag A-; 3 16,67 2 12,50
6 vac A sl/ml; cag A-;ice A2 1 5,56 0 0
7 vac A s1/m2; cag A+; ice Al 0 2! 12,50
8 wvac A sl/m2; cag A+; bab A:ice A2 1 5,56 0 0
9 vac As2/ml; cag A-;ice Al 1 5,56 0 0
10 vac A s1/m2; cag A-; 4 22,22 0 0
11 vac A s2/m2; cag A-;ice Al 1 5,56 31 18,75
12 vac A s1/m2; cag A+; bab A 1 5,56 1 6,25

p<0.05). PactipeienneHne reHOTUIIOB 110 K/IMHUYECKUM
TPYIIaM 0OKa3anoch JOCTATOYHO FeTePOTeHHBIM (Ta-
6muna 1).

Hamu 61111 TpoaHann3MpOBaHbI COYETAHN S TEHOB
IO aJI/IeIAM CUTHA/IBHOTO M CPEHeT0 Y4acTKOB Vac
A (vacuolating-associatted cytotoxin - sakyonusupy-
touLe20 MoKcuHa) — MOATUIbL s1/s2 u m1/m2. VIsBect-
HO, 4TO mtammsel H. pylori, c mogrunamu sl/ml u s1/
m2, 06/1aKal0T HanOONbLUIMM yPOBHEM SKCIIPeCUM
CeKpeluy UUTOTOKCHHA, TOTAA KaK MOATUIIAM s2/m2
ce0licmeeH MeHvUUTl yposeHb TOKCUYHOCTH [6]. B 06-
1ieit BBIOOPKe, Yallie BCTpevasicsi FeHOTUI vac A s2/m2
(38,24 %). B I xkmmHmyeckoii rpymnmne B 43,75 % cny4yaes
Boifiene” H. pylori ¢ HanuuueM vac A s1/m2 (p<0.05);
BO BTOpOIt 1 TpeTbelt vac A s2/m2 (45,46 % u 57,14 %
COOTBETCTBEHHO; P<0.05) pucyHoK 1.

I'en cag A (cytotoxin-associated gene) sengemcs
00HUM U3 BANCHEUWUX PAKMOPOB YUMOKCUHHOCMU,
kopupyet 6enku IV cekperopHoit cuctemsr H. pylori,
€06X0MMOI1, [i/1s1 TPAaHCIIOPTUPOBKY 3¢ PeKTOpHBIX
MOJIeK Y1 6aKTepuy K 9yKapuoTU4eCKUM K1eTKaM [7];
KOTOpbIe 03BO/LAT H. pylori Mopymuposath MeTa60-
JIM3M SIUTETNOLMTOB C/IM3UCTO XKelyJKa, BK/Io4Yas
9KCIPeCCHIo IPOTOOHKOreHOB [8]. Vindunnposanue
cag A nosutuBHbIMY mTaMMaMu H.pylori mosbimraer
PMCK pa3BUTH:A BOCIIAMTE/IbHOTO IIPOLiecca B C/IN3U-
cToit 060souKe xenynka [9].

Pacnipepienenne cag A+ 1o muccieyeMpIM IrpyImnam
NpefiCTaB/IeHO Ha PUCYHKe 2. B rpynnax manueHToB

IPMHMMABIINX METOKCUKAM U AUKI0beHaK cag A+
BbIJIE/IAIACH C IPUMMEPHO PaBHOM 4acTOTOM — 43,75 %
1 45,45 % cooTBeTCcTBEHHO (p>0.05), Ipy 9TOM B 06111811
BBIOOpKE MCCIe[yeMOro KOHTMHIEeHTa TaKoKe dallle
00Hapy>KMBa/IMUCh ITaMMBI cag A- (58 %, p>0.05).

OcoO6blil MHTEPEC BBI3BIBAET PACIIPE/e/IEHIE CEPO-
TUIIOB y TAI[IEHTOB C 9PO3UBHO-A3BEHHBIMM M3MEHE-
HUSIMU CIU3UCTOI 000/I0UKY XKeyaKa 1 6e3 TAKOBBIX.
I[Tpesx e Bcero, HEOOXOMMO OTMETUTD, YTO B | K/IMHU-
YeCKOI1 TPyTIIe 3pO3MBHO-A3BEHHBIE U3MEHEHM S ObIIN
nuarsocTuposanbl B 50 % cnyyaes, Bo Il — B 54,5 %,
B III-ei1 -14,3 %.

Ecnu B o61eit BbI6OpKe maljueHTOB (6e3 ydueTa
npuema HIIBIT) 3p03uBHO-s3BEHHbIE TIOPAXKEH U
B 31,25 % Obl1y CONPSIXKEHBI C TEHOTUIIOM VacA sl/ml;
cagA+; ice Al (Tabnuia 2.).

To rpynnax chpOopMMUpPOBaHHBIX B 3aBUCHMOCTHU OT
npuema HIIBII coorHomenne 66110 gpyrum. Cpenu
HabmogaeMbIX I KIMHNYeCKOI TPYIIIbL, IPUHIMAaB-
KX AUKI0(QeHaK, 3pO3UBHO-I3BEHHbIE IBMEHEHM S
ObLIM CBA3aHBI € cag A+ B 62,5 % 1 B 66,67 % Bo Il rpyn-
Tie, IPMHMMABIINX MeTOKCUKaM — 66,67 % u 33,33 %
cooTBeTcTBEeHHO (p<0.05).

E1ge 60rmee mHTEPECHBIM OBIIO pacIpeneeHne ce-
poTuIoB vac A. B rpymnme npuHuMaBIINX AUKI0(eHaK
Cpeny UL C SpO3NBHO-5I3BEHHBIMI VI3MEHEHU MU
ObLIY BBI/IeTIEHBI TOIBKO CEPOTHUIIBI vac A s1/ml, vac A
sl/m2wuvac A s2/m2 ¢ pacupegnenenvem 22,2 % 33,3 %
u 44,4 % cooTrBeTcTBeHHO (p<0.05).

Ta6numna 1.

T'eHOTHMIIBI ITAMMOB
Helicobacter pylori, Bbipjenen-
Hble U3 6MONTAaTOB CITU3UCTOI
060/I09KI >KeTy[Ka, T10 K/II-
HUYECKUM rpynr[aM

IIpumeyannue:

B JAHHOJ Tab/nM1Ie BEPXHMIT
MHAEKC 0603HaYaeT HOMepP
rpadpsl, ¢ ToKasareneM KOTO-
POTO MMEITCS CTATUCTUIECKNU
JOCTOBEPHBIE Pa3INYNA.

Ta6numa 2.

T'eHOTHMIIBI ITAMMOB
Helicobacter pylori, Bboigenen-
Hble U3 6MONTAaTOB CIIU3UCTOI
060/I04KI JKeTy/Ka, B 3aBH-
CUMOCTHU OT HAIN4YMA 3p03]/IB-
HO-SI3BEHHBIX U3MEHEHMIL.

IIpumeyanme:

B JaHHOJI Tab/uIle BepXHUIA
nHjeKkc 0603HavaeT HoMep
rpadpsl, ¢ MoKaszaTeneM KOTO-
POrO MMEIOTCS CTATUCTIUIECKH
JOCTOBEPHbIE PA3IMUNA.
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Pucynox 1.
Pacnpefienenne BapuaHToOB
renoTumna vac A H. pylori,
IO KIMHNYECKUM I‘pyHl’[aM.

Pucynok 2.
Pacnipesienenne BapuaHToB
renorumna cagA H. pylori,
10 KIMHMYECKUM I'PYIIIaM.

Pucynox 3.
Pacnpepienenne BapuaHToOB
renoTumna cag A H. pylori,
IO KIMHNYECKUM prHHaM,
B 3aBMCMMOCTY OT HaTM 9N
9PO3MBHO-A3BEHHDbIX U3ME-
HEHUIA.

Pucynox 4.
Pacnpefienenne BapuaHToOB
renotunos vacA H. pylori,
IO KIMHNYECKUM prHHaM,
B 3aBMCMMOCTY OT HaTM 9N
3PO3MBHO-A3BEHHDbIX 3ME-
HEHUIA.
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A BO BTOpOII IpyIIIIe, Tfie HallMeHThl IPMHUMATIN Me-
JIOKCVKaM, OBbI/IV BBIZ€/IEHBI TOIBKO CEPOTUIIBI vac A s1/

3aknuyeHune

PesynbTaThl NIpOBeNEHHOTO VICCTIEOBAHNA CBUTE-
Te/TbCTBYIOT O HA/IMINY ONpefie/IeHHBIX, CTAaTUCTH-
YeCKV 3HAaYMMBIX Pa3nnuMil B 3aBUCUMOCTH OT Ha-
YN 9PO3UBHO-A3BEHHBIX U3MEeHeHMIT 1 paKTOpa
IpyeMa HeCTePOUJHBIX IPOTHBOBOCIATNTENbHBIX
cpenctB. OTMe4eHO TOCTOBEpHOE BINUAHNUE BaKTOpa
npuema HIIBII Ha Hanm4ue onpeie/IeHHBIX LITAMMOB
Helicobacter pylori npu spo3MBHO-A3BEHHBIX 3MEHE-
HUAX CIM3KUCTON Xenynka (p<0.01).

HecmoTps Ha TO, 4TO pAM MCCIEeROBAHMIL in Vitro
IOKa3a/In, YTO acnupuH 1 celecoxib (kak celeKTUBHBIIL
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mluvacA s2/m2 cpacupenenenueM 66,67 % u 33,33 %
cooTBeTcTBEHHO (p<0.05).

MHTUOUTOP LIMKIOOKCUT€HA3bl —2), TOPMOSVIIN POCT
H. pylori u yMeHbIIaNM aKTUBHOCTD ypeassl U 64Ky-
ONUUPYIOULe20 MOKCUHA B J0303aBUCUMOM CIOCO6e,
TeM caMbIM yKasbiBasd, 4o HIIBII MoxxeT npoTuso-
HelICTBOBATh MOBPEXAEHMSIM CIU3UCTO 060TOUKY
JKeTyfiKa, BbisBaHHOI nHekuueit H. pylori [10-14];
BCTIE[ICTBUY C/IOKHBIX MEXaHU3MOB, BOBI€YEHHBIX
B KacKaJ IJUTOKNHOB [6, 15-17], MONEKyIApHBII Me-
XaHN3M B3auMogeiicTusa Mexy Helicobacter pylori
u HIIBII Bo MHOTOM OCTaeTCs HESICHBIM U TpebyeT
TA/bHENIIEro U3y YeHNA.
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