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PacnpocTpaHeHHOCTE 3PO3UBHO-I3BEHHEIX
[IOPA’KEHUU KEeAYAKA U nHeKIuu Helicobacter
pylori y OOABHBIX A3BE€HHBIM KOAUTOM
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Llenb uccnenoBaHus: OLLEHUTb PACMPOCTPAHEHHOCTb 3P03MBHO-SI3BEHHbIX MOPAXEHWUNM CN3UCTON 060N0UKN Xe-
nypnka, a Takke 4actoTty uHdekunmn Helicobacter pyloriy 60nbHbIX S3BEHHBIM KOJIMTOM.

Martepuan u meTtoabl. B nccnenoBaHme Obiio Bkto4eHO 70 O0NbHbIX A3BEHHLIM KOMTOM. Bcem 60/bHbIM, Mo-
MWUMO CTaHOAPTHOro 06cnenoBaHus, BKIOYABLLEro 930haroracTpoayoaeH0OCKONnio, NpoBeaeHa ANarHoCTrKa NH-
dekuunmn H. pylori: Bcem 70 naumeHTaM — GbICTPLIV ypeasHbin TecT (BYT), 24 6onbHbIM (34,3 %) onpeneneHne AHK
H. pylori B kane, 46 605bHbIM (65,7 %) AbIXaTeNbHbIN TECT C MOYEBMHOM, MedeHHol °C. MiccnepoBaHne nHdekummn
H. pylori c nomowpbio BYT npoeeneHo y 111 naumeHToB 6€3 BOCNanuTesbHbIX 3a001EBAHUI KULLEYHMKA, KOTOPbIE
COCTaBWJIY KOHTPOJIbHYIO Fpynny.

Pe3ynbTaTbl. Y O0JIbHbIX A3BEHHbLIM KOJIMTOM MPU 9HOO0CKOMMYECKOM UCCNeN0BaHUM BbiSiIBNIEHbI BOCNANIUTESbHbIE
1 9PO3NBHbIE N3MEHEHNS CIN3NCTOM 060/104kM Xenyaka. B 7,1 % cnyyaes (5 yenoBek n3 70) 06Hapy>XeHbl 3p0o3un
Tena xenyaka, y 40,0 % naumeHToB (28 yenoBek n3 70) — apo3un aHTpanbHOro oTaena xenyaka. He BbisBIEHO
BAINSIHNS MPELIECTBYIOLLEN CTEPOMAHON Tepanuu, a Takke BbICOKOM akTUBHOCTU I3BEHHOrO KOMUTA HAa 4acToTy
3P03UBHbIX MOPaXeHUI xenyaka (cooTsetTcTBeHHo p = 0,433; p = 0,158).

NHpekumsa H. pylori BbisBneHa y 00bHbIX A3BEHHbIM KOJIMTOM AOCTOBEPHO PeXe, YEM B rpynne KOHTPOss (COOTBET-
CTBEHHO B 52,9 % (37 yenosek U3 70) n 71,2 % cny4aes (79 yenosek 3 111); p = 0,012). He obHapy>xeHa 3aBUCU-
MOCTb Mexay uHdekunen H. pylori n TaxecTbio 060CTPEHUA OCHOBHOIo 3aboneBaHus (p = 0,157).

3aknioyeHue. Y 00JIbHbIX A3BEHHBIM KOJIMTOM YaCcTO 0OHAPYXMBAKOTCS 3PO3MBHbIE NU3MEHEHUS XENyaKa, He Koppe-
JINPYIOLLIME C aKTUBHOCTbLIO OCHOBHOIO 3aboneBanusi. udekuunsa H. pylori pexxe BcTpeyaeTcs y 60J1bHbIX A3BEHHbLIM
KOJIUTOM, YEM Y UL, HE CTPafAIoLLMX BOCMANUTENbHLIMU 3200/1EBAHNAMMN KULLEYHMKA.
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Prevalence of Erosive-ulcerative Lesions of the Stomach and Helicobacter Pylori
Infection in Patients with Ulcerative Colitis

Natalia A. Ponkratova*, Pavel V. Pavlov, Oleg S. Shifrin
I.M. Sechenov First Moscow State Medical University (Sechenov University), Moscow, Russian Federation

Aim. To assess the prevalence of erosive-ulcerative lesions of the gastric mucosa, as well as the frequency of Heli-
cobacter pylori infection in patients with ulcerative colitis.

Materials and methods. The study included 70 patients with ulcerative colitis. All patients, along with the stand-
ard examination using esophagogastroduodenoscopy, were diagnosed with regard to H. pylori infection: all 70 pa-
tients received a rapid urease test (RUT), 24 patients (34.3 %) had H. pylori DNA analyzed in feces, and 46 patients
(65.7 %) had 13C labeled urea breath test. The study of H. pylori infection with RUT was carried out in 111 patients
without inflammatory bowel disease, who formed the control group.

Results. Endoscopic examination of patients with ulcerative colitis revealed inflammatory and erosive changes in
the gastric mucosa. In 7.1 % of cases (5 out of 70 people), the erosion of the body stomach was detected, in 40.0 %
of patients (28 out of 70) — erosion of the antrum. No effect of previous steroid therapy, as well as the high activity of
ulcerative colitis on the frequency of the stomach erosive lesions (respectively, p = 0.433; p = 0.158) was detected.
H. pylori infection was found in patients with ulcerative colitis significantly less frequently than in the control group
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(respectively, in 52.9 % (37 people out of 70) and 71.2 % of cases (79 people out of 111); p =0.012). No relationship
was found between H.pylori infection and the severity of the exacerbation of the underlying disease (p = 0.157).

Conclusion. In patients with ulcerative colitis, erosive changes frequently found in the stomach do not correlate with
the activity of the underlying disease. H. pylori infection is less common in patients with ulcerative colitis than in indi-

viduals not suffering from inflammatory bowel disease.
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O11eHKa COCTOSTHUS JKETyAKA W JABEHAIATHIIEPCT-
HOW KUIIKKM MPEACTABJISETCS aKTyaJdbHOH MpoOieMoit
TPY BeJIEHUN TTAIMEHTOB ¢ BOCIAIUTEIbHBIMU 3a60.T€-
Banmamu kumednnka (B3K). Taxume GosbHbIE YacTo
MPeAbIBJASIOT Kano6bl Ha aucnencuio [1, 2]. [Mamm-
entaM c s3BenubM KoamToM (SIK) B cBasm c sede-
HUEM OCHOBHOTO 3a00JIeBaHUST HA3HAUAIOT TIPENapaThl
¢ HeOJIarOTNpUATHBIM JefiCTBHEM Ha >KelTyAoK. Kpome
TOTO, OIleHKA HAJWYNS U3MEeHEHUIl B BEPXHUX OTAeNax
JKEJTYJIOYHO-KUIIEYHOTO TPaKTa Heo6X01uMa MpH Mpo-
BeJlennn A depeHnnanibHOl TUATHOCTUKKA TIPU 3a-
6oneBanusx kunievnuka [3]. Ilpu AK mpoumcxomut
UMMYHHOE BOCIAJIeHNe CJAU3UCTON OOO0JIOYKH TOJICTON
KHWIIKH, B TO BpeMs Kak mpu Gosesnn Kpoma (BK)
MOTYT OBbITh TOPAXKEHBI W APYTHE OTAEJbl JKeTya0u-
HO-KumeyHoro tpakra [4]. [lokaszano, 4To comyTcTBY-
IOIHe TTOPAKEHUST JKeJyIKa ¥ JBEHAANATHIIEPCTHON
Kuiky Berpevatorest pu AK [5—7].

Jlaske y manumeHTOB 6e3 AUCIENICHH TPH 3HAOCKO-
MTUYECKOM WCCJIEIOBAHUN MOTYT OBbITh BBISIBJIEHBI W3-
MeHEHUsI B BEPXHUX OT/JeNaX KeJyI0YHO-KUITeYHOTO
tpakra [8]. Ilo pesyabraram szodaroracTpoyoaeHo-
cxomuu (IT/IC) racTpomyoneHaIbHbIE I3BbI BCTPEYa-
JINCh OJMHAKOBO YaCTO KAaK y TAIIMEHTOB C S3BEHHBIM
komutoM (5,1 %), tak u ¢ Gosnesubio Kpona (5,5 %)
[1]. B uccaenoBanuu K. Hori u coaBr. [5] npoBeaena
OIleHKA COCTOSTHUMSI BEPXHUX OTJEIOB KeJyT0YHO-KU-
MIEYHOTO TPaKTa: TPH HHAOCKOIMUIECKOM HCCJIEN0BaA-
HuK y 7,6 % nanuentos ¢ K BbisBI€HbI 9PO3UBHO-5I3-
BeHHbIE MOpa)keHUs1. Takue M3MeHEHUsI BCTPEYanCh
y JuIl ¢ HanGoJjiee arpeCCUBHBIM TEUYEHHEM SI3BEHHOTO
KoJuTa. B smTeparype ommMcaHO HECKOJBKO KJIWHU-
yeckuX HabJofeHuit marueHToB ¢ K, y koropbix
npu IT/IC o6Hapy:KUBaTM BOCIAJUTENbHbIE U 3PO-
3UBHO-SI3BEHHDBIE MMOPAYKEHNUS JKETYIKA U JIBEHAIATH-
MEPCTHOW KHUINKKM C TIOCHEAYIONNM WX 3a’KUBJIEHUEM
Ha (poHe peMHUCCUU OCHOBHOTO 3260JI€BaHUS MIPU TIPH-
MEeHEHUH CTaHAAPTHON MPOTUBOBOCIAIUTENIbHON Tepa-
muu [9—11].

Nudexuust H. pylori, 1o faHHBIM OT€YECTBEHHBIX
HCTOYHUKOB, oGHapysKuBaercst y 65—92 % B3pociio-
ro HaceJeHUsI B Pa3JIMYHBIX PEeruoHax Halleil CTpaHbl
[12]. UccnepoBanus o pacnpocTpaHEHHOCTH MH(DEK-
win H. pylori cpean GONBHBIX $I3BEHHBIM KOJHUTOM
MPOBOAMINCH BO MHOTUX CTpaHaX, U ypoBeHb WMH(U-
IUPOBAHHOCTH B [JaHHON TPYIIIe BapbUPyeT OT HU3-
Koit — 4,5 % B Ioabure u 12,2 % B Benrpuu [13, 14]
10 BBICOKOIT B Mekcuke — 57 % [15] u Typuun —

70 % [2]. B cpemuem B GombmuHcTBe cTpan (Mra-
gun, Ouaasaanu, ['pernu, Kutae, M3panne, Kopee,
Aurmun) undekiust H. pylori soissiena y 29—35 %
6OJIbHBIX s13BeHHBbIM KosiutoM [8, 16—21]. IIpu stom
B Uranuu, CIIIA, Beurpuu, Bpasunnu, Kurae resm-
KoOakTepHas WH(EKIMS dallle BCTPeYaercss B TOIy-
JIAIIMY B TI€JIOM TI0 CPABHEHUIO C TIAllMEeHTaMU, CTPa-
JIAIOIUME  I3BeHHbIM KoautoM. Opnako B Typrun
n  MeKcuKe COOTHOIIEHNEe WH(OUIUPOBAHHBIX Ma-
nurentoB ¢ B3K u 6e3 B3K npumepHo ojauHakoBoe
[22]. IpoTuBOpeunBbIe JaHHbBIE MOTYT OBITH CBSI3aHbI
C pas3jinyMeM B JW3aifHe MCCJEJOBAHUI, B TOM YHCJE
C MCTIOJb30BAaHUEM PA3HBIX METOI0B AMATHOCTUKU WH-
dexmm. B aT0i1 ¢BsI3M Ba’KHO OTMETHUTDH, UTO BO BCEX
paccMOTpeHHBIX paboTaxX MalueHTbl  O0GCIe0BAHbI
JIUIITb OJTHUM METOJIOM.

B Hacrostiiiee BpeMst CYIIECTBYIOT Pas3JUYHbIE Te-
OpUU OTHOCHUTEJHHO B3aMMHOTO BIAWSHUS WHMEKINN
H. pylori n B3K. CorjacHo CTaTHCTHKe PaCIpo-
crpaneHHocTh B3K GoJsiee Hu3kasg B TOMYJSIHSIX
¢ BbICOKOU wactoroit H. pylori, uto maer ocHoBaHue
MPEIONOKUTD BO3MOKHOE «ITPOTEKTUBHOEY JIefiCTBHE
uadernun. metorest mannubie o tom, uro H. pylori
pesxe Berpedaetcs y 6osbHbIX ¢ B3K, wem B mormy-
gaiuu B neaoM [23—25]. Takoe cooTHOIIEHTE MOYKET
ObITH OOYCJIOBJIEHO KaK TeM, 4TO GOJIBIIMHCTBO HOCH-
Teseit nH@eKu He 3a60JIEBAIOT SI3BEHHBIM KOJUTOM
u 6osnesnbio Kpona, Tak u TeM, 4To GOJIbHBIE BOCIIA-
JINTEJLHBIMU 3a00JIEBAaHUSIME KHUIIEYHNKA MeHee BOC-
MPUUMYKBBI K nHbekImn [22, 26].

Hamie wucciaemoBanme ObLIO HANpPaBlIeHO HA W3-
y4eHNe PaclpOCTPAHEHHOCTH HPO3NMBHO-SI3BEHHBIX MO-
pPa’KeHMiT CJIU3UCTON OOGOJIOUKU SKeJNyJKa, a TaKkxKe
vacrory unpekunn H. pylori y GOJbHBIX SI3BEHHBIM
KOJIUTOM B POCCHICKON MOMYISAINH.

B uccaenosanne 6o110 BrIoyeHo 70 60JbHBIX C K-
arHo30M sI3BeHHbIN KoJiuT. Bce GosibHBIE TIPOXOAMIN
obcyiefioBanue u Jedenne B KiuHUKe TpPOIeeBTUKN
BHYTPEHHUX O00Jie3Hell, racTPOIHTEPOJIOTMU U TEIaTo-
gornun uM. B.X. Bacuaenko YKB Ne2 DT'AOY BO
«IlepBpiit MIMY wmm. .M. CeuenoBa MuH3sapasa
Poccun (Ceuenosckuii yausepeuter)». Cpeau o6ese-
JIOBAHHBIX HanueHToB 33 Obuin sxeHmmubl (47,1 %)
u 37 myxunn (52,9 %). Bospacr GosbHbix or 19
J10 65 siet, cpeanuii Bospact 37,9 + 1,53 roga. BoJibHble
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HA JIOTOCIUTATILHOM 3Talle B 3aBUCUMOCTH OT TSIXKECTU
OCHOBHOTO 3a060JIEBAaHUS TIOJIyYaal TEPANUIO Tpenapa-
tamu 5>-ACK, creponiHbIMU TIperaparaMu, IUTOCTaTH-
KaMu Win Onosiorndeckyio tepamuio. M3 70 GosbHBIX
33 (47,1 %) uenoBeKa He MOJYYATN TOPMOHAIBHBIX
u 6uosnormdeckux mpemaparos, 11 (15,7 %) manueHToB
npuHUMan npeauusonon, 5 (7,1 %) manueHToB —
azatnonpuH, 16 (22,8 %) — IpeIHM30JOH U a3aTHO-
npud, 1 (1,4 %) deJoBeK TPUHUMAT TOJBKO GHOJOTH-
yeckme mpemaparsl, 4 (5,7 %) HanmeHTa IPUHEMAJIN
A3aTHONPUH U GMOJIOTUYECKYIO TEPAIIHIO.

Bcem marmenTaM TPOBOJAWIIN CTaHIAPTHOE 06CTe-
JI0BaHNe, BKJIOYaollee c60p Kajob6 U aHAMHe3a 3a-
6osieBaHus, JTabOpAaTOPHBbIE W WHCTPYMEHTAJIbHBIE HIC-
caenoBatust (YIbTPasByKOBOE MCCJIEA0BAHUE OPTAHOB
6promHoit osioctu, IT/IC, KOJIOHOCKONUS BBICOKO-
ro paspeleHust B 6eJOM CBETe U y3KOCIIEKTPATbHOM
peXUMe, THCTOJOTHYECKUe WMCCJAeOBaHUS GUOITATOB
JKEJTYIKA U TOJICTON KUIITKIL).

[luarnoctuka wndeknun H. pylori. Vccnemnye-
Mble GOJIbHBIE HE TOIYYaJIU TePANuio MHrUOUTOPaMU
MIPOTOHHOW TIOMITbI, AaHTHOMOTUKAME W IMpernapaTamu
BUCMYTa B TeYeHUE MecsIla [0 BKJIOUEHUsS B MCCJe-
nosanue. [uarnocruxky nubekunu H. pylori npo-
Boaunu BceM 70 GompHbiM AK aBymst meromamu.
[Tpu nposenenun IT/C Bcem 70 6OTBHBIM GHONITATHI
CIU3UCTOH O6GOJIOYKM AHTPAJIBHOTO OTHENa U BEPX-
Hell TpeTH Tesra 1o GOJIBIION KPUBU3HE HCIOTH30BAIN
ais 6bictporo ypeasuoro tecta (BYT). B kauecrse
Broporo Meroma 24 6ompHBIM (34,3 %) ompexmensanm
IMHK Gakrepuu H. pylori B xane. ¥ 46 GonbHBIX
(65,7 %) TpEMEHAICS ABIXATENbHBIH TECT C MOYe-
BUHOII, MeueHHO#l *C, ¢ moOMOIIBIO WHOPAKPACHOTO
aHajM3artopa U30TOMHYECKOro ortHomenus PC/12C
B [JIBYOKHCH VYIJIEPOZA BBIIbIXAa€MOTO BO3JyXa.
111 nanuentam 6e3 B3K, koropbie cocTaBuiu KOH-
TpOJIbHYIO Tpynny, npoBejgeH BYT.

Jlns craTrctuyeckoit o6pabOTKU JTAaHHBIX UCIOJIb-
3oBasach mporpamma SPSS (ver. 23.0. 1989—1999,
CIIA). [lns MPOBEPKU CBSA3UM MEKIY TEPEMEHHBIME
UCIIOJIb30BAIUCH TOYHBII Tect Durrepa u MeTol Xu-
kBazpar Meiitca. CTaTHCTHUECKHE Pas/IMUMS MeXIy
TPyNIaMU TAIUEHTOB OIIEHUBATINUCH C TOMOIIBIO OfI-
HoctropoHHero ANOVA-Tecta ¢ momapHBIMH MHOXKe-
CTBEHHBIMH CpaBHeHusIMU. Koppessiuu oleHuBagN
¢ TmoMoIbio Koadduimenta Koppessanun CrnupMeHa.

Y poBeHb JOCTOBEPHOCTH MEXAY CTATUCTUIECKIMHU MO-
KasaTeJsIMH olleHWBaJIcs Kak p < 0,05.

SPOSI/IBHO—}ISBGHHBIC MOpaKE€HU KEJTyKa
Yy NaiMe€HTOB C SA3B€HHBIM KOJIUTOM

B HameM wccie/JoOBaHUN 4acTOTa [UCTENTHYECKUX
ko6 (4yBCTBO TSKECTH B KEJAYAKE TI0JE eIbl, IIIH-
ractpaigbHas 6osb) cocraBuma 62,9 %.

[Ipu npoBenennu IT/C y 3HAUUTETHHOTO KOJIUYeE-
CTBa TIAIIMEHTOB OOHAPYKEHBI HPO3UBHbBIE TTOPAKEHUS
cam3ucToi 060a0uKK skeayaka (taba. 1). SI3BbI xKe-
JynKa He ObLii 0OHAPYKEHBI HU Yy OJHOTO GOJIHHOTO.

dpo3un B aHTpaIbHOM oTAene y 6onbHbIX AK BbI-
SIBJICHBI Yalle, 4eM B Tese Keyaka. [losaums B ske-
JyZiKe OGHAPYKEHBI y YeThIPEX 4eJoBeK — 5,7 %.

Y H. pylori-nosurusabix 6oabHbIX K apo3usHbie
U3MEHEHUs CJIUBUCTOH 060JOUKH KETYAKa OIpeesis-
ek y 48,7 % (y 18 narmentos us 37), B TO BpeMs
kak y 33 H. pylori-neratuupix 60sbHbIX 1K aposun
BoisiBaeHbl y 36,4 % (y 12 GoabHbIx U3 33).

Mpbl npoaHAIN3UPOBAIN BO3MOXKHYIO B3aUMOC-
BSI3b HPO3WBHBIX MOPAKEHUN CIMUCTOH 000JOUKA
JKeTyiKa, 0OHAPY KEHHBIX IPU HIOCKOIIMYECKOM HUC-
CJIe/IOBAHWH, C Tepamueit, noaydaeMoil 6ompabIMI K
110 ocHOBHOMY 3a6oseBanmio (Tabi. 2).

HawMm He ynanoch 06HapyKUTH CYIIECTBEHHOTO BJIH-
STHUSI CTEPOUIHOU Tepanmuy Ha yBeJUYEHHE YaCTOTHI
9PO3UBHBIX U3MEHEHWH CJANUZUCTON OOOJOUKH Tea sKe-
aymka (x* = 4,324; p = 0,504; r, = 0,095, p = 0,433).
Mesxy IpuMeHEeHnEeM CTEPOU/IOB U YaCTOTON 9PO3UB-
ubix usMmenennii (x> = 2,027; p = 0,845; r. = 0,072,

Tabruua 1. Dpo3un Teja U aHTPAIBHOIO OTAEIA
xeayaka mo gaaabiM IT/C

Table 1. Stomach body and antrum erosions
according to EGD data

Dpo3uul CAU3UCTOU 06OTOUKH JKeTyTKa n (%)
Gastric mucosa erosions °
Temo xemyaka 5)
Stomach body (7,1 %)
AHTpPAJIbHBIN OTIEN >Kery/IKa 28
Stomach antrum (40 %)

Tabauua 2. VI3MeHeHUs: CIM3UCTON 000JIOUKM JKeyiKa U GasucHast Tepanus K

Table 2. Gastric mucosa alterations and UC bas

ic therapy

Tepanus AK UC therapy

AHTpaNbHBIA OTIEN JKETy KA
Stomach antrum

Teno xenyaka
Stomach body

sposun / erosions sposun / erosions

be3 creponiHoit 1 6MOJOTHYECKOI TepaTi

Without steroid and biological therapy 1(1,4 %) 127,11 %)
Crepounnnas tepammst / Steroid therapy 4 (5,7 %) 13 (18,6 %)
BuoJsiornueckas U cTepouHast Tepaust 0
Biological and steroid therapy 0 2(29%)
Buonornueckas tepamus / Biological therapy 0 1(1,4 %)
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Tabauya 3. DHAOCKOINYECKUE U3MEHEHHsI CIU3UCTOI 060J0UKH JKeTyAKa B 3aBHCUMOCTH OT 9HOCKO-

MMIYECKON aKTUBHOCTH SI3BEHHOI'O KOJIATA

Table 3. Endoscopic alterations of gastric mucosa depending on ulcerative colitis endoscopic activity

IHIOCKOMMYecKass akTuBHOCTh AK

Teno sxemnyzaka
Stomach body

AHTpAJIBHBII OTZIENT JKeTy/1Ka
Stomach antrum

UC endoscopic activity

spo3un / erosions

spo3un / erosions

— moderate activity

— BbIpa)KEHHAST AaKTUBHOCTD
— pronounced activity

3(4,2 %) 9 (12,9 %)

0 — meakTuBHOE 3ab60JIeBaHIe o

0 — inactive disease 0 4(5,7 %)
1 — MUHMMaIbHAg aKTHUBHOCTD o o

1 — minimal activity 1(1,4 %) 3 (4,2 %)
% — yMepeHHasi aKTHBHOCTb 1 (1.4 %) 12 (17.1 %)
3

3

p = 0,552) causuctoil 060JOYKH aHTPATBLHOIO OT/le-
Jia JKeJTyIKa He 0OHapy:KeHO JIOCTOBEPHDBIX Pas3JINIuil
B paclipe/ieJIEHNH MAIlMeHTOB U KOPPEJISIIIMOHHOM CBsI-
31 MEX/Iy HUMU.

Yacrora omnpezesieHusT SHIOCKOIMNYECKUX U3MeHe-
HUN CJM3UCTON OGOJIOYKM JKEeJTy/Ka B 3aBUCUMOCTH
OT 9HIOCKOIMMYECKON aKTUBHOCTH SI3BEHHOTO KOJINTA
IokKaszasna B tabuuie 3.

OPpO3UBHbIE M3MEHEHUS Tesa JKETYKA BBISBICHDI
yarie TPU BbIPAKEHHOW AKTUBHOCTH OCHOBHOTO 3a-
6oJieBaHMs, 4eM NpW MeHee akKTWBHBIX opmax AK.
OjHako pacrpejiesieHne MalueHToOB MO IH/I0CKONNYe-
CKOIl KapTWHE Tesa XKeJTyJIKa B 3aBUCHUMOCTH OT Pas-
suynoi aktTuBHOCTH SIK HepocToBepHO M KOppessIu-
OHHas CBSI3b He OGHApy’KeHa (X = 3,140; p = 0,371;
r.=0,171, p = 0,158).

B anmTpasbHOM OTZIENE JKETyIKAa APO3UH TaKKe He-
CKOJIBKO Yallle BCTPEYAINCh TPU YMEPEHHO! aKTUBHOCTH
AK, uem ipu HU3KOIW akKTUBHOCTH Wian pemuccun. OHa-
KO CTaTHCTHYECKYIO /IOCTOBEPHOCTD BBIIBUTDH HE YAJIOCh
(¢ = 2,230; p = 0,526; r, = 0,118, p = 0,329).

Nudexuus H. pylori npu pasusix ¢popmax
SI3BEHHOTO KOJINTa

ITo pesymbratam xoTsi Obl OJHOTO W3 METOOB
y 37 (52,9 %) Gombubix AK o6Hapyxena undek-
st H. pylori. B xourposbHoil rpymnie uHdekins
H. pylori nnarnoctuposana y 79 (71,2 %) uesoBex.
Taxum o6pasom, nndexnus H. pylori nocrosepho
yaie BbISBJIEHA Y MAlHEHTOB KOHTPOJBHON TPYIIIIbI
(x> = 6,256; p = 0,012).

ITpoBeaena orenka yacrorsl undekunu H. pylori
B 3aBHCHUMOCTH OT CTEIIEHU TSKECTH OGOCTPEHHS $13-
Bennoro Kosura (taby. 4).

IIpu ymMepeHHOM U TSKETOM OGOCTPEHHH KOJIH-
Ta requkoGakTepHass WH(MEKIUS [IHarHOCTHPOBA-
HA HECKOJBKO dYallle, XOTs JAOCTOBEPHBIX DPA3IHIHN
B pacIpe/eJICHUU TAaIlMeHTOB 110 HaJNYuio HHQEK-
i H. pylori B 3aBucuMOCTH OT TskecTH 060CTpe-
HUs KoauTa He o6HapyskeHo (x> = 3,699; p = 0,157),
KOPPEJISIIUOHHON CBSI3U MEXKIY ITHMU ITOKA3ATEISIMU
ue BoisBieto (v, = 0,223, p = 0,064).

ITpoananuaupoBana vyacrora undekunu H. pylori
B 3aBUCHMOCTU OT JJIUTEIBHOCTH TeYeHUs SI3BEHHOTO
kosura (Taba. 5).

Y 6ompHbIx AK ¢ Mpoao/KUTENBHOCTBIO 3260J1€-
Banus ot 1 rozga go 5 et undexius H. pylori nna-
CHOCTHPOBAHA yaie. Y TalUeHTOB C [JIUTENTbHOCTHIO
OoCHOBHOTO 3a6osieBanus OGosnee 10 et wuHpexims
H. pylori o6HapyskuBanach pexe. OHAKO TOCTOBEP-
HBIX Pa3JNuYuil B paclpeleseHUU MAIllMeHTOB 110 Ha-
JUYrio MHQEKIUH B 3aBUCUMOCTH OT [[JTUTENbHOCTU
teuenust K e o6napysxkeno (y* = 4,483; p = 0,214),
KaKk ¥ KOPPEJSIUU MeXKIy OSTHUMU IOKA3aTeNsIMU
(r,=—0,028, p = 0,818).

Tabauya 4. Yacrora undexun H. pylori B 3a-
BUCUMOCTH OT WH/EKCA AKTHMBHOCTH SI3BEHHOTO
KOJIMTA

Table 4. H. pylori infection prevalence depending
on UC activity index

TsskecTb 3a60/I€BaHUS 110 HHIEKCY H. pulori
aktuBHOCTH AK ’ ay ort
Disease severity according to UC « (;’)
activity index e
Jlerkas / Weak 9(12,9)
Vumepennaa / Moderate 15 (21,4)
Tsxemnast / Severe 13 (18,6)

Tabauua 5. Yacrtora onpeaeneHnss HUHGEKIUH
H. pylori B 3aBuCHMOCTH OT [IIUTETBHOCTH TeYe-
HUS I3BEHHOTO KOJIUTA

Table 5. Frequency of H. pylori diagnosis
depending on ulcerative colitis duration

JmrenbHocts AK H. pylori «+»
UC duration n (%)
Memnee 1 roma / Less than 1 year 8 (11,4)
Ot 1 1o 5 ner / 1 to 5 years 17 (24,3)
Ot 5 o 10 et / 5 to 10 years 9(12,9)
Boasee 10 ser / More than 10 years 3 (4,3)
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Tabauua 6. Yacrora undexkunu H. pylori B 3a-
BUCUMOCTH OT JIOKAJTH3AIUH TTOPASKEHUS TOJICTON
KHIITKA

Table 6. H. pylori infection prevalence depend-
ing on the colon lesion localization

Jlokanm3anus mopaskeHus H. pylori «+»
Lesion localization n (%)
[IpOKTUT U TPOKTOCUTMOUIUT 11 (15.7)
Proctitis and proctosigmoiditis ’
JleBOCTOPOHHMIT KOJTUT
Left-sided colitis 4G
Toranbubiil konut / Total colitis 20 (28,5)

Tabauua 7. Yacrora undexkunu H. pylori B 3a-
BUCHUMOCTH OT 3H/IOCKOIIMYECKOIl aKTMBHOCTH $13-
BEHHOT'O KOJIMTA

Table 7. H. pylori infection prevalence depend-
ing on ulcerative colitis endoscopic activity

Aupockonmyeckas akTuBHocTh AK | H. pylori «+»,
UC endoscopic activity n (%)
0 — HeakTHBHOE 3a60JIeBaHUE 4 (5.7)
0 — inactive disease ’
1 — MUHUMaJIbHAST AKTUBHOCTb 5(7.1)
1 — minimal activity ’
2 — yMepeHHasl aKTHBHOCTb 15 (21,4)
2 — moderate activity
3 — BbIpaXkKeHHAsI AKTUBHOCTD
P 13 (1
3 — pronounced activity 3 (18,5)
Yacrora undexuun H. pylori B 3aBucuMocTH
OT JIOKQJIM3allMM BOCHAJUTEJbHOTO IIpollecca B TOJI-

CTOIl KHUINIKe TpeJicTaBieHa B Tabmuiie 6.

[Ipu ToranbHoit dopme kKoauta uHbEKIUS Ua-
rHOCTHpOBaHa HamboJiee yacto. [Ipm JeBocTOpOHHEM
KOJIUTe HAMMEHbIIIee YUCI0 GONbHBIX SIBJSIOTCS HOCH-
teasimu uidextmu H. pylori. Pazmnuust B pacnpeje-
JIEHUW TAIUeHToB 1o Hajnuuto uHbekimu H. pylori
B 3aBHUCUMOCTH OT JIOKQUIU3AINUA TOPAKEHUS TOJ-
cToil KWMIIKM OKasaiuch HegoctoBepubl (x> = 5,817;
p = 0,213), Kak W KOPPENSAIMOHHAS CBS3b MEKLY
unmu (7, = 0,062, p = 0,608).

Ounenxka vacrorel uHbexnuu H. pylori B 3aBucu-
MOCTU OT IHJOCKOINYECKOU AKTHBHOCTH SI3BEHHOTO
KOJINTA TIpuBe/ieHa B Tabuuie 7.

XoTd mpu yMepeHHON U BbIPaXKeHHOW CTeneHu
9HIOCKOTIMYECKON aKTUBHOCTH KOJUTA WH(DEKITHIS
H. pylori nuarHoctupoBaHa y HauGOJIBIIETO KOJIHYE-
CTBa MAI[MEHTOB, /[OCTOBEPHBIX PA3JUYUil B pacipejie-
JIEHUU TAIIEHTOB 110 3TUM IOKA3aTeJsIM U KOpPpeJis-
IIMOHHOW CBS3UM MEX/y HUMH TakK:Ke He 0OHApYKeHO
(x* = 3,709; p = 0,295; r, = 0,221, p = 0,066).

Y Goupubix AK momumo xano6, CBOICTBEHHBIX
OCHOBHOMY 3a060JIEBAHUIO, YaCTOTA UCIENTHYECKUX

ko6 (4yBCTBO TSKECTH B KEJAYAKE T0Je eIbl, -
racTpanbHas 60s1b) cocrtasmaa 62,9 %. IIpu sHZOCKO-
MMYECKOM HCCJIC[I0OBAHUU JKelyaKka B 24,2 % ciydaes
(17 uwenosek u3 70) BBIABIECHA OYAaroBas THIIEPEMUS,
aB 7,1 % cayuyaes (5 uesosek u3 70) — aposuu Teaa
xeayaka, y 92,9 % (65 gemosex uz 70) — owaro-
Bast runepemusi n 'y 40,0 % manmentos (28 uesoBex
u3 70) — 9po3MM aHTPANBHOTO OTzAena kemyaka. He
06HAPY>KEHO CYIIECTBEHHOTO BJIMSHUS IIPEIIIECTBYIO-
mel CTepOnMHON Tepamni, a TaK)Ke BBICOKON aKTHB-
Hoctu S1K Ha yacTOTy 9pO3MBHBIX TTOPAKEHUN KTy I-
ka (coorBercrBento p = 0,433; p = 0,158).

B poccuiickoit nonyssiinu undekuuss H. pylori
ob6HapyxkuBaetcs y 6ompHBIX AK mocroBepHO peske,
yeM B rpymme KoHTpoas (coorserctBeHHO B 52,9 %
u 71,2 % cayuaes; p = 0,012). 310 coBnasaer ¢ naH-
HBIMH MHOCTPAaHHBIX aBTOPOB, OTMeYaBIINX G6oJee
Hu3Kyo vactory undexkuun H. pylori y GoJbHbBIX
AK [23—25]. BaskHo oTMETHTH, YTO HU3Kas 4acTOTa
H. pylori npu {K BbisiBJeHa B OTEYeCTBEHHOH I10-
HyJSIUE C BBICOKOI IONYJISIIIMOHHON pacipocTpa-
HenHoctbio uHekun H. pylori 8 Poccun [27—29].
[Ipu sTOM HaMHU He BBISIBJIEHBI [OCTOBEPHBIE Da3-
JUYUS  MEXIY TOKAa3aTeJsIMU YacTOThl WHQEKINN
H. pylori w TsixecTbio 060CTPEHNUS] OCHOBHOTO 3a60-
nesanust (p = 0,157).

[laHHble HEKOTOPBIX WCCIENOBAHWI CBUJETEND-
CTBYIOT O BO3MOXKHOM OGHapy:KeHHH y GoabHBIX AK
U3MEHEHUiT CJIU3UCTOIl O6ONOYKM BEPXHHUX OT/EJIOB
SKeJTYZI0YHO-KUIIEYHOTO TPAKTa, B TOM YUCJE U TPH OT-
cyrcreun uudekuun H. pylori [3, 5], 4ro cormacy-
eTcsI ¢ Pe3yJIbTaTaMU HAIIETO MCCIEOBAHNS, TTOKA3bI-
BAIOIIIETO0 HATWYME YPO3UBHBIX M3MEHEHWI CIU3UCTOMN
000JIOUKM KeNy/Ka, He ACCOIMUPOBAHHBIX C WH(QEK-
et H. pylori, y 12 naruentos ¢ AK (B 17 % ciyua-
eB). CTOUT OTMETHTD, YTO TIO JIUTEPATYPHBIM JAHHBIM
H. pylori-neratuBHble M3MEHEHUS] BEPXHUX OT/IEJIOB
SKETYZI0YHO-KUIIEYHOTO TPAKTa OMUCHIBAIOTCS dallle
npu Gosiesun Kpona B cpasuenun ¢ JAK [3, 5, 30, 31].
l'ucromornuecke W3MEHEHUS CJIUBUCTON OGOJOUYKH,
IPe/ICTABJIEHHbIE OYATrOBBIM TacTPUTOM, OOGHAPY KIBA-
I0TCS Y TAIMEHTOB Kak ¢ 6osieanbio Kpora, Tak u ¢ AK
[3, 6]. I'panysemaTo3Hble K€ TMOPAKEHUST KETYIKA,
€CTeCTBEHHO, XapakTepHbl /it 6ose3nun Kpona [3, 8].

B poccuiickoil NOIyJALMU 4YacTOTa BbIABJICHUS
y G6ompHbix AK undexunn H. pylori nuke, uem
B rpymnne cpaBHeHus. AxrtuBHocThb AK, mposese-
HUe CTEPOHMIHON Tepamuu [JOCTOBEPHOTO BJIUSHUS
Ha 4YacTOTy PAa3BUTHUS 3PO3UBHBIX MOPAKEHUH Ke-
Jyjaka He okasbiBaoT. [Ipu Hamuumu y G6osbnbix AK
nudexin H. pylori spo3anBHbBIE MOPAKEHUS JKETY/I-
Ka BCTpewaiorcst vame, yeM y H. pylori-neratuBHbix
nanuentoB ¢ AK. Boapubim AK 1enecoo6pasto mnpo-
BOJIUTD 9HOCKOIINYECKIE WUCCJAEOBAHUS JKEIYIKa
B COYETAHWU C OTPEJeJIeHNEM BO3MOXKHOTO HAJTMYMS
nndexun H. pylori.
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