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BBCAEHI/IC. AKTyaJIbHOCTb HpOﬁJ’[eMbI.

HCV-undekuuu TpyHO NepeoLeHUThb B CBSI3U C IU-
POKOH pacnpoCTpPaHEHHOCTbI0 XPOHUYECKOIo renaTu-
Ta (XBI') C 1 puckoM HebJ1aronpusTHBIX UCXO/[OB 3TO-
ro 3a6oJsieBaHUs MPeJCTABJSONNE COO0H OTPOMHYIO
MeJIMIIMHCKY0, COLIMAJbHYI0 U 3KOHOMHYECKYI0 IpO-
6s1eMy. bosile3aHM opraHoB HulleBapeHHs, B TOM YMCJIe
NaTOJIOrUs leYeHU BUPYCHOI'0 reHe3a, BXOAAT B YHUCJIO
JleCSITU OCHOBHBIX NPUYMH cMepTHOCTH. [lo oneHkam
BceMupHO! opraHusalMu 3/paBOOXpaHEHHUs, B MHUpe
okoJ10 180 MsiH. YesoBek (T.e. 3% HacesieHUs NIJIaHETHI)
ctpazgatoT XBI' C 1 350 Thic. ExxerojHo yMmuparoT Bciief-
CTBHE OCJIOKHEHUH, CIPOBOLIMPOBAHHBIX 3TON 6oJie3-
Hblo [2]. Kpome Toro XBT C siBsisieTcst HauboJsiee 4acTon
NPUYUHON pa3BUTHUA Luppo3a nedeHu (LII), neueHou-
HOM HeJO0CTAaTOYHOCTH, TeNnaTole/IIIJIPHON KapLu-
HoMmbl (['K) u, kak cjiecTBUE, OCHOBHBIM IIOKa3aHUEM
K OpTOTONMUYECKON TpaHciaHTanuu neyenu (OTII) B
pa3BUTHIX cTpaHax [1]. CiefyeT TakXke NOMHHUTb, YTO
B 65-85% ciyuyaeB ocTpass HCV-uHbekuus nepexojut
B XpoHHYecKylo, a 57% cayyaeB LIl u 78% cay4aes
I'IK saBast0TCA acCOLUMPOBAHHBIMU C renaTuToM B u C

[3,4]. [Ipu 3TOM e3XerojHO PETUCTPUPOBAIOCH 3-4 MJIH.
Hosrix ciaydaeB XBI' C. CiiegyeT Tak:ke IOMHHUTD, YTO B
65-85% cayvaeB octpass HCV-uHdek1us nepexoauT B
XPOHHUYECKYIO [2].

B npoksaze Milliman Report 2009 mnpencraB/ieHbl
pacueTsl, kak 6yzeT B CIIIA nporpeccrupoBaTb YyacToTa
HCV-acconuupoBaHHbIX 3a6osieBaHuil ¢ 2009 B Teue-
HUe nocieaywmux 20 net. [lokazaHo, YTO YUCI0 60JIb-
HBIX C «IIPOJABUHYTOU» cTajuell 3aboJieBaHUs (Bblpa-
>keHHbIN ¢ubpo3/ UII) k 2029 roay yBeauuutcs B 4
pasa. [IporHosupyeTtcs, 4To ellje 6OJbllle YBEJIUIUTCS
yactota ['IK u uucsio OTII no noBoay HCV-undekuuy,
NPUMEPHO BO CTOJIBKO e BbIPACTyT U 3aTpaThl Ha Me-
JUIUHCKOe obecrieyeHHe JaHHOW KaTeropuu naiueH-
TOB [5].

Pacuivpenue nmokasaHUM K apafiMKaluyd UHQEKLUU
Helicobacter pylori (H. pylori) oTo6paxeHnHoe B Maa-
CTPUXTCKOM KOHCeHCyce 4 MNpOHCXOJUT MNapasesb-
HO C NpOJlo/b>KeHUEeM U3y4YeHUsl poJiu GakTepuil poja
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Helicobacter B maToreHese BHexesyl04HbIX 3a60J1eBa-
HUM. KoHceHcyc yKasblBaeT Ha He0OXOJUMOCTb Jajb-
Heliulero uccaefoBaHus posu uHbekuuu H. pylori B
Pa3BUTHUU NATOJOTMYECKUX COCTOSIHUI NPH 3a60JieBa-
HUSAX NeYeHH, XKeJTIHOT0 NMy3bIps U KeJTIeBbIBOAAIINX
Ny TeH, MoJpKeTy04HOM KeJle3bl, KUIIeYHHKA, a TaKxkKe
CUCTEMHBIX MOpaKeHUH ceplevyHO-COCYUCTON cucTe-
MBI, OIIOPHO-/IBUTATEJILHOTO aNnapaTa, KOXHU U APYyTUx
opraHoB [6].

YcraHoBJsieHO npeo6afaHue uHeknuu H. pylori y
nanuentoB ¢ HCV-accouuupoBaHHBIM XpOHUYECKUM
renatutoM, LT u 'IK, o6napyxenue JHK pasinuHbIxX
Bu/Ji0B Helicobacter B 6uonTartax nedeHu, y NaljHEHTOB
C renaTo6MJIMapHON NaToJioruel, N03BoJINIa Bbl/BU-
HYTb TMIIOTE3Y O POJIU JAHHON MHPEKIUU B TpaHCHOP-
manuu XBI' C B [T u I'llK [7,8,9,10]

HekoTtopsie mrtamMmmbl H. pylori 3a cueT 6osblieit Bu-
PYZIEHTHOCTU MOTYT acCOLMMPOBATHCS CO CTeNeHbIo
TSXKECTbID IeYeHOYHOM naToJIoTMM. WMMyHOAOMHU-
HaHTHbBIN 6esiok CagA ¢ BbICOKOUM MOJIEKY/ISIpHOM Mac-
coit (120-140 kDa), konupyembiit reHoM CagA, sBJs-
eTcs 4acTblo OCTpPOBKa nartoreHHoctu Cag. lllTaMMbI ¢
Cag A TecHee BCero acCOLMUPYIOTCS C PaKOM KeJyAKa
[11,12]. [ToaTOMY ero HaM4YHe MOXKET pacCMaTPUBATh-
cs1 Kak BO3MOXKHbIN ¢akTop pucka LT u 'K [13].

BoJsiee BbICOKMI ypOBEHb pacnpOCTPaHEHHOCTH BU-
noB Helicobacter (B yacTHocTy, H. pylori), acconuupy-
eMbIii ¢ 60Jiee BBICOKUMU CTaAuAMU GUOpo3a NeyeHy,
ABJSIeTCA NOJTBEpPXJEeHUEM MX POJIM B NPOrpeccuu
XBI' k LUIT u TLK [14, 15,16]. OnHako ompefesiolie
dakTopbl 3TOM mporpeccud, umeroune mecto y HCV-
M0JIOXKUTEJIbHBIX NALMeHTOB, ellle He /10 KOHIA He 13-
yUYEeHBI.

HeckoJibKo McciejoBaHUH [0Ka3aJu BbICOKYIO pac-
npoctpaHeHHocTb H. pylori cpesin nanueHToB, cTpaja-
toux LTI, ¥ 3TUM MOXKHO 0G'bSICHUTDb YaCTyI0 BCTpeya-
eMOCTb 3a00JIeBaHUsl NeNTUYEeCKON A3BOW Cpeiu 3TUX
nanuenTos.[10,16,17]

[Ipesi10keHO HECKOJIbKO T'MIOTe3 /sl 00bsICHEHUS
MexaHu3Ma BoBJsedeHuss H. pylori B maToreHes u
nporpeccupoBanue LIl npu BHUpPYCHBIX TremnaTUTax
[18]. O6Hapy»xeHO, YTO «BHEXeJylo4Hble» BUAbl Heli-
cobacter MoryT BbIpabGaTblBaTb TOKCHHBI, CIOCOOHBIE
BbI3BATh renaTole//II0spHoe noBpexeHue. H. hepat-
icus BbIpabaThiBaeT LUTOJIETAJbHbIA pacUIMpPSIOIUN
TokcuH (LIPT, CDT), cocTosimiuit U3 Tpex KOMIOHEHTOB
(cdtA, cdtB u cdtC), oquH u3 kotophix (cdtB) mmeer
JHKa3Hy0 akTHBHOCTb, CIOCOOHY0 3allyCTUTh KacKa/
dubpo- u oukorenesa [19]. Ipyrue BUbl SHTEepaIbHBIX
Helicobacter (H. cinaedi, H. pullonum, H. bilis u H. canis)
MOTYT Take BblpabaTbiBaTh CDT [20].

YuuteiBas, 4yro npu XBI' 3amyckaeTcd Bocmaau-
TeJIbHBbIM KacKaJ, XapaKTepU3YLMNHCS MOBbILIEHUEM
ypPOBHEH MNpOBOCHAJMTENbHBIX IIMTOKUHOB (MHTEp-
JerikuHOB 1, 6 (IL-1, IL-6), dakTopa HEKpPO3a OMYXO0JIH)
npucytcTBue OakTepuit Helicobacter moxeT ycuau-
BaTb BOCHAJINTe/JbHbIA OTBET, BbI3blBasgi 6oJsiee MH-
TEHCUBHOE TMopakeHUe KjaeTok neyeHu [21]. H. pylori
ABJISIETC MOUIHBIM MWHJYKTOPOM BOCHa/JIUTEJbHOTO
Kackasa. MHeknusa MoxeT NPUBOAUTH K 3HAYUTEb-

KpbIMCKUI TepaneBTUYECKU XXypHan

HOU UHPUAbTpALUU JUMOLUTAMU U TOJUMOPPHOS-
JlepHBbIMU KJIeTKaM{d HHPULIUPOBAaHHON TKaHU. B cBoIO
ouepe/ b noauMopdusM KJaactepos resos IL-1, oTBeT-
CTBEHHBbIX 3a MNOBbIIIeHHYI npoayknuto IL-1b, pac-
CMaTPUBAIOTCA Kak GaKTOp MOBBIIIEHHOTO pHCKa pas-
BUTHS pakKa y nalyeHTOB, HHULIMpoBaHHbBIX H. pylori.
CagA-nosioxkuTesbHble mTaMMbl H. pylori moryT akTu-
BUPOBATb KackaJ, MUTOreHaKTUBUPOBAaHHOI'O IpOTe-
nHa (MAIl-kuna3sbl), ¢ docoopunupoBanueMm ELK-1 u
yBesnndeHueM C-fos TpaHCKpUNILMU. AKTUBALMSA IPOTO-
OHKOI'€HOB MOKeT IpeJCTaBJATb COO0M pellarolyi
1I1ar B aTOMeXaHHW3Me HeoIlJIa3uH, UHJYIIMPOBAHHOU
H. pylori. BeisiBieHo Heckosibko BUZ0B Helicobacter
CMOCOOHBIX NPOJYLUPOBATh TOKCUH, TPOMHBIN K TKa-
HU NeYyeHH, BbI3bIBAWOIMH renaToLUTapHbIA HEKPO3 B
KJIETOUHOU Ky/AbType [22].

B uccnenoBanuu A6aenb-Xaau U JIp. 3HAYUTETbHOE
NOBbILIEHWEe YPOBHA aMMHaKa apTepHa]bHONW Kpo-
BU U 3H/JIOTOKCHHA IJIa3Mbl HATOLAK y MALlUEHTOB C
LI accouuupoBasioch CBSI3aHO C HWHQUIUPOBaHHEM
H. pylori, a ycremHas apaiuKkalluoHHasl Tepanus Npu-
BOJMJIA K 3HAUUMOMY CHMXKEHHIO YPOBHEH aMMHakKa U
CTEeNEeHU TSXKECTU NeyeHOoYHoU sHuedanonatuu (I13).
JTo HabJtoZileHHe M03BOJIsSIeT NMPEeNOJI0XKUTh, YTO UH-
dekuusa H. pylori MoxxeT UrpaTh onpejieJIeHHYO POJib
B MOBBIIIEHUH COZlep>KaHUsA aMMHaKa U 3HJ0TOKCHHOB
y 6osabHbIX LI, mpoBouupys pasBuTUe 3nu30/0B [13 u
YCUJIMBasi BOCHAJMTE/bHYIO peaKlLMi0 B Ie4eH! yTeM
CTUMYJISILMU CEKPeLMHd NPOBOCNAJUTENbHbIX [IUTOKH-
HOB.[23]

ueJIb Hccjaea0BaHUA

CpaBHUTbL TeueHUe xpoHU4Yeckord HCV-unoeknuu
y nanueHToB KpbIMCKOW MONy/siiMM B 3aBUCUMOCTHU
ot H. pylori-craTtyca.

MaTepnan U MEeToAbl UCCZICAJOBAHUA

H. pylori-nosuTrBHble NaLUEHTbl C XPOHUYECKOU
HCV undeknueil 6p111d pacnpejiesieHbl B JBe UCCJIe-
JyeMble rpynnbl. B nepByro rpyniy BKJOYeHbl 68 na-
UeHTOB ¢ xpoHudyeckuM (HCV) BUpPYCHBIM renaTUTOM
(cpepuuit Bospact 31,54 + 2,86 seT), Bo BTOpyio — 23
nanuenTa c LI B ucxone HCV (cpeguuit Bospact 33,08
+ 3,29 sieT). KOHTpOJIbHBIE IPYIIIbI 661U CGOPMUPOBa-
Hbl U3 H. pylori-oTpuniaTesbHbIX NaleHTOB C XPOHU-
yeckuM (HCV) renatutom (27 4esioBek, cpeHU BO3-
pact 32,69 + 3,11 set) u L1 B ucxoge HCV (28 yesoBek,
cpenuuii Bo3pact 34,09 + 5,31 jset) (Tabu. 1.).

Bo Bcex rpynmnax nalnueHThbl He UMeJH pa3Iu4ui 1o
Bo3pacty (p > 0,05) u noay (p > 0,05). Bcem nanjueHtam
NPOBOAUIUCL PYTHUHHble OUOXUMHYECKUE HCCIIes0-
BaHus (6unupy6uH, ACT, AJIT, wenounoit pocdartassl,
['TTII, anbbymuna). ¥ 21 H. pylori-nosoxuTeNbHbIX U
19 H. pylori-oTpunaTtenbHbix nauueHToB ¢ XBI' C u y
Bcex nauueHToB c LIl B ucxone HCV a1 fuarHoCTUKU
natoJioruy BepxHux otzeso KKT BrinoJiHsIaCh 330-
daroractpoayonenockonus (3L/C). H.pylori cratyc
onieHHBascs 13C-MOUYeBUHHBIM [JibIXaTeJbHbBIM TECTOM
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Taé6a. 1
Aemozpaduyeckue nokazameau ucciedyemuix cpynn
Mpynnbl MauneHTsl
Bcero, n MyX., N (%) XeH., n (%)
XBI" C H. pylori (+) 68 32 (47,06) 34 (52,94)
LIM HCV H. pylori (+) 23 13 (56,52) 10 (43,48)
XBI" C H. pylori (-) 27 14 (51,85) 13 (48,15)
LM HCV H. pylori (-) 18 10 (53,57) 8 (46,33)
Ta6a. 2
PacnpocmpanennHocmb namo.io2uu eéepxHux omaenos XKKT e uccaedyemvuix 2pynnax no danHsim 31/ C
Matonorusa BepxHux XBI' C H. pylori (+), LM HCV H. pylori (+), XBI' C H. pylori (-), LI HCV H. pylori (-),
otaenoB XXKT n=68 n=23 n=27 n=18
n | % n | % n | % n | %
OHAockonnyeckne n3mMeHeHus
O3odparut 1 1,47 4 17,39 2 7,40 22,22
Bapwuko3Hoe paclumpeHue - - 1" 47,82 - - 44,44
BEH nuuiesoaa
Opo3sum xenygka 5,88 2 8,70 - — 11,11
MenTnyeckas sa3Ba 6 8,82 9 39,13 1 3,7 11,11
Mopdonornyeckne nsmeHeHus
XHI 17 25,00 7 30,43 4 23,5 27,78
XAl 1" 16,18 9 39,13 - - 16,67
Ta6n. 3
Pacnpedenenue nayuenmoa c I[I1 8 ucxode HCV no wkane Child-Pugh e uccaedyemoii u KoHmpo/ibHoil 2pynnax
Mpynnbl Child-Pugh A Child-Pugh B Child-Pugh C
% % %
H. pylori (+), 9 39,13 9 39,13 5 21,74
n=23
H. pylori (-), 1 61,11 5 27,78 2 1,11
n=18
Ta6n. 4
PacnpocmpaHenHocmos CHBP 8 uccs1edyeMbix nonyAsyusix
Ipynnbl MauneHTol
n (%)
XBI" C H. pylori (+), n=68 14 20,59
LIFT HCV H. pylori (+), n=23 17 73,91
XBI" C H. pylori (-), n=27 3 1,1
LM HCV H. pylori (-), n=18 7 38,89
Ta6a. 5

Yacmoma ecmpeuaemocmu ne4eHo4Holl 3Hyedhasonamuu y nayuenmos c L1 8 ucxode HCV e 3agucumocmu om

H. pylori cmamyca

Mpynnbl 0 M3 nal nal
% n % n % %
H. pylori + 11,76 14 82,35 4 17,39 2 8,70
(n=23)17
H. pylori — 7 38,89 4 22,22 5 22,78 2 11,11
(n=18)7
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(13C-MAT) Ha undpakpacHoMm criektpomeTpe IRIS Doc
(Wagner, 'epMaHus), GbICTPBIM Ypea3HbIM TeCTOM IIpU
ar/ac.

J1 [MarHOCTUKM CUHJpOMa HU36bITOYHOTO GakTe-
puanbHoro poctra (CUBP) ucnosnb3oBajcs JAKTYJ103-
HbIH BOZOPO/AHBIH JibIXaTeJIbHbIN TeCT Ha ra30BOM aHa-
ausatope H2 MICRO «Biohit».

CTeneHb Ne4eHOYHOM 3HILlepaJONATUH y NALUEHTOB
¢ LT oueHrBasiach o pe3y/bTaTaM ONpejiesleHus Kpu-
THUYeCKOHN YacTOThl MeJIbKaHUH.

CraTucThyeckui aHa/Iu3 poBeJieH c
HCII0JIb30BaHUEM NporpaMMebl Statistica.

Pe3y/ibTaThl U 0GCYXKAEHUE

[To mannbiM II/IC B uccienyeMbIX Ipynnax U rpyi-
[ax CpaBHEHHUS C OJJMHAKOBOM 4aCTOTOM BCTpeyaslCh
3zodarut (XI'C: 1,47% npotuB 7,40%, p > 0,05; LI B
ucxoze HCV: 17,39% npotus 22,22%, p > 0,05), Bapu-
KO3HOe pacmupenue BeH nuiesoza (LI B ucxoge HCV
47,82% npotus 22,22%, p > 0,05). dpo3uBHbIE U SI3BEH-
Hble MIOpaXKeH!s 3HAYMMO yallle OTMevyaeTcs [Py HaJlu-
yuu H. pylori kak npu XBI' C (T15: 8,82% npoTtus 3,7%,
p > 0,05), Tak u npu UII (T11: 39,13% npotus 11,11%,
p < 0,05).

[Io maHHBIM MOpOJIOTMYECKOTO aHa/iu3a OGUOoINTa-
TOB cau3ucToi o6osouku (CO) xkenynka y H. pylori -
MOJIOXKUTEJIbHBIX IALIUEHTOB XPOHUYECKUH HeaTpopu-
yeckuii ractput (XHI") guarnoctupoBany 17 (25,00%)
nanuenToB ¢ XBI' C u 7 (30,43) nauuenTos ¢ LIl B uc-
xoze HCV, atpodus CO xenynka HaGuoganuch y 11
(16,18%) nanuenTtos c XBI' Cuy 9 (39,13) nanineHTOB C
L1 B ucxone HCV. B cpaBHeHUE ¢ KOHTPOJIbHBIMU Ipy1I-
MIaMH OTCYTCTBOBAJIO JJOCTOBEPHOE pa3/iMyue 4acTOThI
BcTpeuaemoctu XHI cpegu nanuentoB ¢ XBI' C (25,00%
npotus 23,50%, p > 0,05) u LI B ucxone HCV (30,43%
npotus 27,78%, p > 0,05). B Toxe BpeMs1 XpOHUUECKU N
arpoduueckuit ractput (XAI) BcTpedasics AocTOBep-
Ho yvaule y H. pylori- noyioxxuTebHbIX MallUEHTOB Kak
¢ XBrI' C (16,18% npotus 0,00%, p < 0,05), Tak u c LIl B
nucxoze HCV (39,13% npotus 16,67%, p < 0,05) (Tab.
2).

Onenka nanueHnToB ¢ LIl B ucxoge HCV nmo kiaccu-
dukauuu LI Yanng-Isio (Child-Pugh) nokasana, yto
cpeau H. pylori mosioxxuTesbHBIX 6OJBHBIX KJacc A
6b11Yy 9 (39,13%), knacc B-y 9 (39,13%) u knacc C-5
(21,74%) naneHTOB COOTBETCTBEHHO. B JlaHHOM rpyn-
Ile OTCYTCTBOBAJIO JOCTOBEpPHOE pasjhUyHe B 4acTOTe
BCTPeYaeMOCTH pasHbIX Kjaccos, p > 0,05). B Toxe
BpeMsl B Ipylne CpaBHEHHUS 3HAYMMO OOJiblllee YHC-
JIO MaLlMEHTOB OTHOCUJIOCH K KJaccy A — 11 (61,11%)
60JIbHBIX, KaK B cCpaBHeHUU c kJjaccoM B (5 (27,78%,)
60JbHBIX, p < 0,05), Tak 1 kiaccom C (2 (11,11%) 60s1b-
HbIX, p < 0,05). CymmapHoe 4yuciao nauuenTos c LIl B
ucxoze HCV c ksaccoB B u C 661710 3HAYKMMO BbIIIE TPU
Hannuuu uHdekuuu H. pylori, uem npu eé oTcyTcTBUU
(H. pylori (+) - 60,89%, H. pylori (-) 38,89%, p < 0,05)
(Tabs. 3).

OTMeuyeHa O6oJiee BbICOKas pPaCNpPOCTPAHEHHOCTb
CUBP y H. pylori - no/sioxKuUTeNbHbIX TALIUEHTOB C XPO-

KpbIMCKUI TepaneBTUYECKU XXypHan

Hudecko HCV -undeknuelt, koTopasg He JocTuUraja
CTATUCTHYECKHU 3HAUUMOTO0 Pa3INuiUsa MeX/y Uccaeny-
eMoU U KOHTpoJibHOU rpymnnamu npu XBI' C (20,59 vs.
11,11, p > 0,05), B To BpeMms kak npu LI B ucxone HCV
passinuusa B 3aBUcMMOCTH oT H. pylori —cTaTyca 6b111
JocToBepHbI (73,91% vs. 38,89%, p < 0,05) (Tabs1. 4).

B 1esioM, IpU NOJIOXKUTENbHOM pe3yJbTaTe TecTa
Ha CUBP, y nayuenToB ¢ LIl B ucxoge HCV, no cpaBHe-
HUI0 ¢ nanueHTamu ¢ XBI' C, oTMevasnuchk 6oJiee BbICO-
KHe YPOBHHU BOJOPOJA B BhlZibixaeMoM Bo3ayxe (XBI C
H. pylori (+): 27,31+3,46 ppm, LiI1 B ucxone HCV H. pylori
(+): 59,01 £ 6,18 ppm; XBI' C H. pylori (-): 25,53 * 3,46
ppm, LI1 B ucxone HCV H. pylori (-): 38,62 * 6,18 ppm),
a B uccaenyemou rpynne nauuenTon c LII H. pylori (+)
JlaHHble 3HaYeHHUs1 ObIJIM JOCTOBEPHO BbIlllE, YeM B KOH-
TposabHoU (LI B ucxome HCV H. pylori (+): 59,01 £ 6,18
ppm, LIII B ucxome HCV H. pylori (-): 38,62 + 6,18 ppm,
p <0,05).

OTMeuaeTcs mpsiMasl MOJIOKUTeJIbHAs KoppeJsiiu-
OHHas CBA3b MeX/y 4acToToM BcTpedaeMocTu XAl u
CUBP y manuenToB c H. pylori kak npu XBI' (r=0,63),
tak u npu LIl B ucxoge HCV (r=0,79). AHasoruyHoi
KOppeJIsIiMOHHOM CBSI3W MeX/ly 4acTOTOH BCTpeyaeMo-
ctu XAI' u CUBP y H. pylori -oTpunjatenbHbIX NalyeH-
ToB ¢ XBI' C He o6HapyxeHo (r=0,15).

B uccneayemoii rpynne nanueHToB H. pylori (+) ¢ L1
B ucxose HCV MuHuManbHas neyeHouHas 3HIedaso-
natusi (MII3) ormeuanack y 14 (82,35%) nainueHTOB.
[19 I u Il crenenu 3apeructpupoBana y 4 (17,39%) u 2
(8,70%) nanpeHTOB COOTBEeTCTBEHHO. CpaBHEHMeE JlaH-
HbIX pe3yJIbTaTOB C KOHTPOJIbHOM Ipynnoi He Mokasa-
JIO 3HAYUMBIX pa3/IMYMi B 4acToTe BcTpeyaeMocTH [13
[ull crenenu (17,39% npotus 22,78%, p > 0,05, 8,70%
npotuB 11,11%, p > 0,05), B To Bpems kak MIII go-
CTOBEPHO 4allle HabJ0/asachk B UCCIelyeMOU rpymnme
(14 (82,35%) npotus 4 (22,22%) nayueHTos, p < 0,05)
(Taba. 5).

BbIBOAbI

AHanu3 JaHHBIX, NMOJyYeHHBIX HaMHU NPU CpaBHe-
HUU TedyeHUss xpoHuyeckod HCV-undekuuu cpenu
H. pylori-nonoxuTtensHbix U H. pylori-oTpunarenbHbix
nanueHToB B KpbIMcKoOM momy/siliMy, Nokasasa GoJiee
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OcobenHocTu TedeHrnsa HCV-acconuupoBaHHONW XpOHUYECKOU
NaTOJIOTUY NIeYeHU NIPU coueTaHHOM HHuuUupoBaHuu Helicobac-

ter pylori

H.JI. Knapumckas, B.B. Kpusoii, Mampay Cuganrnax

BBenenue. AKTyasibHOCTb po6sieMbl HCV-UHGeKUU TPYJHO EPEOLEHUTD B CBSI3U

C IIMPOKOH pacnpoCTPpaHEeHHOCTbI0 XpoHUUeckoro renatuta (XBI') C v puckoM
He6/1aronpUsATHBIX UCXOJ0B 3TOr0 3a60JieBaHUs Npe/CTaBAsA0IINe COO0H OTPOMHYI0
MeJJULIMHCKYI0, COLIMa/IbHYI0 U 9KOHOMUUecKyto po6.iemy. [To onenkam BcemupHoit
OpraHusalluy 3/ipaBOOXpaHeHUs], B MUpe oKoJ10 180 MuiH yesioBek (T.e. 3% HaceseHUs
miaHeThl) cTpagaoT XBI' C u 350 Thic. Exero/jHo yMUparoT BCIeCTBUE OCJI0KHEHUH,
CNPOBOLIMPOBAHHBIX 3TOH 60/1e3HbI0. [Ip1 3TOM exerofHO perucTprUpoBaIoCh 3-4 MIIH.
HoBbix ciyyaeB renatuTta C. Kpome Toro XBI' C siBiisieTcst Hau6oJiee 4acTOW NPUIMHON
pasBuTus nuppo3sa (L), nedeHouHo# HegocTaTouHOCTH, ['LIK. CienyeT Takxke
MNOMHHUTB, 4TO B 65-85% ciyuaeB ocTpass HCV-uHek1us nepexoauT B XpOHUYECKYIO0

Y, Kak paBuIo, paKTUYeCKUH ypoBeHb 3a60s1eBaeMOoCTH B 6-10 pa3 mpeBblLIaeT
JlaHHble 0PUIMATBbHON CTaTUCTUKHY, a 57% cay4daeB L1 u 78% cayyaes I'lIK siBastoTcs
accoLMHUPOBAHHBIMMU C renaTuToM B u C. PacuimpeHure nokasaHui K spaiuKaluu
nHdexuuu Helicobacter pylori (H. pylori) oTo6paxeHHOe B MaacTpHUXTCKOM KOHCEHCYycCe
4 MpOUCXOAUT NapalieJIbHO € MPOJjoJKeHHeM u3ydyeHus poJn 6akTepuit poga Heli-
cobacter B maToreHese BHexeJIyl0UHbIX 3a60/1eBaHUI. B KOHCeHcyce roBopUTCS

0 He0OGXOAUMOCTH Aa/ibHeH1Iero uccaefioBaHus 3Hauenus nHdexkuuu H. pylori B
pa3BUTHUHU NATOJOTMUECKUX COCTOSIHUM NPHY 3a60/1eBaHUAX NTeYeHH, XKeJTYHOTO My3bIps
1 XKeJTYeBBIBOJSILUX Ny Tel, MoKelyJOUHOH xKeJjle3bl, KUIIeYHHKA, a TaKKe CUCTeMHBIX
HopaXkeHUH cep/ledHO-COCYUCTOMN CUCTEMBI, OIOPHO-/BUTraTe/IbHOTO aNnapaTa, KOXu
U IpyruX OpraHoB. YCTaHOBJIEeHO Npeobsafanue nHpekuuu H. pylori y nanueHToB ¢
HCV-accouuupoBannbiM XBI, LI u TLIK. O6HapyxenHas JHK pasnuunbix Bui0B Helico-
bacter B 6uonTaTax neueHy, y naljueHTOB C TenaTo6UIMapHOM aToJI0THel, T03BOJIHIa
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KpbIMCKUI TepaneBTUYECKU XXypHan
BBIIBUHYTH THIIOTE3Y O POJIK XEJIUKOOAKTEPHOU HHPEKIUU B TPaHCHOPMALIMH

XBI' B 1T 1 TLIK. HekoTopsle mTamMmmbl H. pylori 3a cueT 6osbliield BUPYJIEHTHOCTH
MOTYT aCCOLIMMPOBATHCH CO CTENEHbIO TAXKECTbIO Ie4eHOYHO!U naTosoruu. OgHako
onpezessolie GakTopbl 3TOU Mporpeccuy, uMewiye Mecto y HCV-mosioxxuTebHbIX
NALMEHTOB, ellle He [10 KOHIIA He U3y4YeHbl.

Lenb uccnenoBanus: CpaBHUTB TedeHHe xpoHudeckod HCV-nHdekunn y nanueHToB
KpbIMckoii mony/sinuu B 3aBUCUMOCTH OT H. pylori-cTartyca.

Matepuasn u MeToAbl UccaefoBaHus1. H. pylori-no3uTHBHbIE NaLlMeHThI C XpPOHUYEeCKOU
HCV undexnueli 6b111 pacnpesiesieHbl B iBe UcCle/yeMble Ipynbl. B nepBylo rpynmy
BKJIIOUEHbI 68 nanueHToB ¢ XxpoHuyeckuM (HCV) BUpYCHBIM renaTUTOM (CpeAHUN
Bo3pact 31,54 * 2,86 s1eT), Bo BTOpyto - 23 nanuenTa c LI B ucxoge HCV (cpenHuit
Bo3pact 33,08 * 3,29 s1eT). KoHTposibHBIE rpymnnbl 6611M cdopMupoBaHbl U3 H. pylori-
OTpHULATeNbHbIX MALHeHTOB ¢ XxpoHudeckuM (HCV) renatutom (27 yesoBek, cpefHUN
Bo3pact 32,69 * 3,11 set) u LII B ucxoge HCV (28 yesnoBek, cpegHuii Bospact 34,09

+ 5,31 s1eT). Bo Bcex rpynnax naljeHTbI GbIIM CONTOCTaBUMBI 110 BO3PACTY U MOJY

(p > 0,05). Bcem nanyeHTaM NpoBOAUINCH PYTUHHBbIE GMOXHUMHUUYECKHE HCCleL0BaHUsA
(6unupy6us, ACT, AJIT, wenounoit ocdartasel, [TTI, anb6ymuna). ¥ 21 H. pylori-
noJ0KUTENbHBIX U 19 H. pylori-oTpunarenbubix nanueHToB ¢ XBI' C 1 y Bcex
nauuyeHToB ¢ LI B ucxone HCV 19 AMarHocTUKM NaTO0TUM BepXHUX oTAe 0B XKKT
BbINOJIHAIACK 330¢aroractpoayogenockonus (IL/IC). H. pylori craTyc oneHuBasncs
13C-Mo4eBUHHBIM JbIXaTebHbIM TecTOM (13C-M/IT) Ha uHpaKpacHOM CIEKTPOMETpeE
IRIS Doc (Wagner, 'epMaHus), 661CTpbIM ypea3HbIM TecToM mpu II/IC.

Jlas1 AMarHOCTHUKHY CUH/pOoMa U36bITOYHOro 6akTepuasbHoro pocta (CUBP)
MCII0J1b30BAJICS JIAKTYJIO3HBIH BOZOPO/AHBIH JIbIXaTebHbIA TECT HA FA30BOM
anasuzatope H2 MICRO «Biohit». CTeneHb ne4eHOYHOH 3HIedasoNaTUU Y NALUEHTOB C
[T onieHMBasach MO pe3y/ibTaTaM ONpesieleHUs] KpUTUYECKOH YaCTOThI MeJIbKaHUH.

PesynbraThl 1 06cyxaenne. Ha 3T/|C apo3uBHBIe U I3BeHHbIE NOPAXKEHUsI 3HAYUMO
yarie orMedaeTcs npu Haauauu H. pylori kak npu XBT C (T151: 8,82% npoTus 3,7%,
p > 0,05), Tak u ipu LT (T141: 39,13% npoTus 11,11%, p < 0,05).

[To 1aHHBIM MOP(OJIOrUYECKOr0 aHaIM3a GUOTITATOB CJU3UCTOM 060s109kH (CO)
)esyzaka y H. pylori - mosioxxuTeIbHBIX TallMeHTOB XPOHUYECKUH HeaTpodUieCcKUi
ractput (XHT) guarnocrupoBany 17 (25,00%) nanuenTtos ¢ XBI' Cu 7 (30,43)
nanuenToB ¢ II B ucxoge HCV, atrpodus CO xenyaka Habaoaanucs y 11 (16,18%)
nanuenToB ¢ XBI' Cuy 9 (39,13) mauuenTos c LI B ucxone HCV. Xponuveckuit
arpoduyeckuii ractput (XAI') BcTpevascsa fjoctoBepHo yaie y H. pylori-
MOJIOKUTENbHBIX nanneHToB Kak ¢ XBI' C (16,18% npoTus 0,00%, p < 0,05), Tak u c {11
B ucxoze HCV (39,13% npotus 16,67%, p < 0,05).

Ouenka nauueHToB c L1 B ucxome HCV no knaccudpukanuu LI Yakaa-Isro (Child-
Pugh) noxasasa, yto cpeau H. pylori nosoxuTebHBIX 60JIbHBIX Kacc A 6bl1Y 9
(39,13%), kmacc B-y 9 (39,13%) u ksacc C- 5 (21,74%) naieHTOB COOTBETCTBEHHO.
B paHHOM rpynne oTCyTCTBOBAJIO JOCTOBEPHOE Pa3inyMe B YaCTOTe BCTPeYaeMOCTH
pasHbIX KJaccoB, p > 0,05). B Toxke BpeMs B rpynne cpaBHeHHs] 3HAYUMO GoJiblliee
YHCJI0 MAllUeHTOB OTHOCUJIOCH K KJtaccy A - 11 (61,11%) 60/1bHBIX, KaK B CDaBHEHUU
c ksaccoMm B (5 (27,78%,) 6oabHBIX, p < 0,05), Tak u kiaccom C (2 (11,11%) 60/1bHBIX,
p < 0,05). Cymmapnoe uucio nagueHToB ¢ LI B ucxone HCV ¢ knaccoB B u C 661110
3HA4YMMO BbIlIe NTpU Haanyun nHeknuu H. pylori, yem npu eé orcyrcruu (H. pylori
(+) - 60,89%, H. pylori (-) 38,89%, p < 0,05).

OTMeueHa 60Jiee BbicoKast pacnpocTpaHeHHocTb CUBP y H. pylori (+) manueHToB c
xpoHunyecko HCV-nHdekuen, jocTurasias CTaTUCTUYECKH 3HAYUMOTO PA3JIn4Us
npu LTI B ucxoze HCV (73,91% vs. 38,89%, p < 0,05).

B nesiom, npu nosioxkuTebHOM pesysnbTaTe Tecta Ha CUBP, y nauuenTos c LI B ucxoze
HCV, no cpaBHeHuto c nagueHTamu ¢ XBI' C, oTMevanuck 60jiee BICOKUE YPOBHU
BOZ0po/a B BblJibixaeMoM Bo3ayxe (XBI' C H. pylori (+): 27,31£3,46 ppm, LI B ucxoze
HCV H. pylori (+): 59,01 % 6,18 ppm; XBTI" C H. pylori (-): 25,53 + 3,46 ppm, LIII B ucxozne
HCV H. pylori (-): 38,62 * 6,18 ppm), a B uccjiegyemMoi rpynmne nauueHTos c LI1 H. py-
lori (+) faHHBIe 3HAaUYEeHHUS GbLIN AOCTOBEPHO BhILIE, YeM B KOHTposibHOU (LI B ucxone
HCV H. pylori (+): 59,01 % 6,18 ppm, L1 B ucxone HCV H. pylori (-): 38,62 * 6,18 ppm,
p <0,05).

BhIsiB/IeHa IpAAMast MOJIOKUTE/IbHAA KOppeJIlMOHHAas CBA3b MeX/1y 4aCTOTOM
BcTpeyaeMoctH XAl u CUBP y manuenTos c H. pylori kak npu XBI' (r=0,63), Tak 1 npu
LTI B ucxoge HCV (r=0,79). AHaJIOTHYHOU KOPPEISLHOHHOH CBA3U MEXY YaCTOTOU
BcTpeyaeMmocty XAT u CUBP y H. pylori -oTpunatenbabix nanueHToB ¢ XBT C He
o6HapyxeHo (r=0,15).

B uccnenyemoii rpynne nanuentoB H. pylori (+) ¢ LIl B ucxone HCV MunuManbHas
nedyeHoyHas sHuedasonarua (MII3) oTMeyasach OCTOBEPHO Yallle 10 CPABHEHUIO C
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KOHTpoJIbHOH rpynnoi (14 (82,35%) npoTus 4 (22,22%) nanuenTos, p < 0,05).

BbIBOZIbI. AHA/TU3 JJAHHBIX, TOJIy9YeHHbIX HAMU [IPX CPaBHEHUH Te4YeHUs] XPOHUYeCKOH
HCV-undexkunu cpean H. pylori-nonoxurenbHeix 1 H. pylori-oTpunaTesbHbIX
nanyeHToB B KpbIMCKOM nonyssiliMy, nokasaJs 60Jiee BbICOKYIO pacIpOCTPaHEHHOCTh
aTpoduU CIU3UCTON 060JIOUKH JKeNyIKA U €€ TECHYI0 aCCOLMAaTUBHYIO CBSI3b C
CUH/POMOM H30BbITOYHOTO GaKTEepPHaAJbHOI0 POCTA y NALMEHTOB C XPOHUYECKON
BUpycHOU nHekunel. [laHHas B3auMocBsa3b y nanueHToB ¢ XBI' C u ¢ LI B ucxone HCV
MOXET BBICTYIIAThb NPeJUKTOPOM He6JIaronpusTHOIO TedeHus 3a60/1eBaHUSI.

KitoueBsle c/i0Ba: XpOHUYECKUH BUPYCHBIN renaTuT,  uuppos, H. pylori, HCV, CUBP.

Features of current HCV- associated chronic liver disease with con-
comitant Helicobacter pylori infection

LL. Klyaritska, V.V. Kryvy, Matrau Sifallah

Introduction. The urgency of HCV infection overemphasized in view of the prevalence

of chronic hepatitis (CVH) C and risk of adverse outcomes of this disease represents a
huge medical, social and economic problem. According to the World Health Organization,
there are about 180 million people (3% of the world population) suffer from chronic
viral hepatitis C and 350 thousand die each year from complications. In this recorded an-
nually 3-4 million new cases of hepatitis C. In addition CVH C is the most common cause
of cirrhosis (LC), liver failure, HCC. It should also be remembered that in 65-85% of cases
of acute HCV- infection becomes chronic and usually, the actual incidence is 6-10 times
higher than the official statistics, and 57% of LC and 78% of HCC cases are associated
with hepatitis B and C. New indications for eradication of infection Helicobacter pylori
(H. pylori) displayed in the Maastricht consensus 4 takes place in parallel with the con-
tinuation of the study of the role of bacteria in the pathogenesis of Helicobacter genus
vnezheludochnyh diseases. In Consensus refers to the need for further research value of
H. pylori infection in the development of pathological conditions in diseases of the liver,
gallbladder and biliary tract, pancreas, intestine, and systemic lesions of the cardiovascu-
lar system, musculoskeletal system, skin and other organs. Prevalence of H. pylori infec-
tion in patients with HCV- associated chronic viral hepatitis, LC, and HCC. DNA detection
of different Helicobacter species in liver biopsies from patients with hepatobiliary pa-
thology, will lead to hypotheses about the role of H. pylori infection in the transformation
of CVH in LC and HCC. Some strains of H. pylori due to greater virulence may be associ-
ated with the degree of severity of liver disease. However, the determinants of this pro-
gression taking place in HCV- positive patients not yet not fully understood.

Objective: To compare the clinical course of chronic HCV- infection in patients Crimean
population depending on H. pylori-status.

Material and methods. H. pylori-positive patients with chronic HCV infection were di-
vided into two study groups. The first group included 68 patients with chronic (HCV)
viral hepatitis (mean age 31,54 + 2,86 years), the second - 23 patients with LC in the
outcome of HCV (mean age 33,08 + 3,29 years). Control groups were formed from H. py-
lori- negative patients with chronic (HCV) hepatitis (27 men, mean age 32,69 + 3,11
years) and the LC in the outcome of HCV (28 men, mean age 34,09 + 5,31 years). In all
groups of patients were matched for age and sex (p> 0.05). All participants underwent
routine biochemical tests (bilirubin, AST, ALT, alkaline phosphatase, GGT, albumin). In 21
H. pylori- positive and 19 H. pylori- negative patients with chronic viral hepatitis C and
in all patients with LC in the outcome of HCV for the diagnosis of upper gastrointestinal
pathology performed esophagogastroduodenoscopy (EGD). H. pylori status was assessed
13C - urea breath test (13C - UBT) on the infrared spectrometer IRIS Doc (Wagner, Ger-
many), rapid urease test during endoscopy.

For the diagnosis of small intestinal bacterial overgrowth (SIBO) was used lactulose hy-
drogen breath test for H2 gas analyzer MICRO «Biohit». Degree of hepatic encephalopa-
thy in patients with LC was assessed according to the results of determining the critical
flicker frequency.

Results and discussion. On endoscopy erosive and ulcerative lesions were significantly
more marked in the presence of H. pylori as at CVH C (peptic ulcer: 8,82% vs. 3,7%,
p > 0,05) and the LC (peptic ulcer: 39,13% vs. 11,11%, p <0,05).

According to the morphological analysis of mucosal gastric (CO) biopsies H. pylori -
positive patients, chronic non-atrophic gastritis (NAG) was diagnosed in 17 (25,00%)
patients with chronic viral hepatitis C and 7 (30,43%), patients with LC in the outcome
of HCV atrophy of the stomach observed in 11 (16,18%) patients with chronic viral
hepatitis C and in 9 (39,13%) patients with LC HCV. Chronic atrophic gastritis (CAG) met
significantly more frequent in H. pylori-positive patients with chronic viral hepatitis C
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(16,18% vs. 0.00%, p <0.05), and the LC HCV (39,13% vs. 16.67%, p < 0,05).

Evaluation of patients with LC on Child-Pugh classification showed that among H. py-
lori positive patients were class A in 9 (39,13%), class B- 9 (39,13%) and class C- 5
(21,74%) patients, respectively. In this group there was no significant difference in the
frequency of different classes (p> 0,05). In control group was significantly greater num-
ber of patients class A - 11 (61,11%) patients as compared with the class B (5 (27,78%)
patients, P < 0,05 and class C (2 (11,11%) patients, P < 0,05). The total number of pa-
tients with LC HCV of classes B and C, were significantly higher in H. pylori (+), than in
its absence (H. pylori (+) - 60,89%, H. pylori (-) 38,89% p < 0,05).

Noted a higher prevalence of SIBO in H. pylori (+) patients with chronic HCV- infection,
reaching a statistically significant difference in the LC HCV (73,91% vs. 38,89%, p <0,05).

In general, for a positive test result SIBO, in patients with HCV LC, as compared with
patients with chronic viral hepatitis C, had higher levels of hydrogen (CVH with H. pylori
(+): 27,31 + 346 ppm, LC HCV H. pylori (+): 59,01 # 6,18 ppm; CVH with H. pylori (-):
25,53 + 3,46 ppm, LC HCV H. pylori (-): 38,62 + 6,18 ppm), and in the study group of pa-
tients with LC H. pylori (+) these values were significantly higher than in the control unit
(LC HCV H. pylori (+): 59,01 £ 6,18 ppm, LC HCV H. pylori (-): 38,62 * 6,18 ppm, p <0,05).
A direct positive correlation between the frequency of occurrence of HAG and SIBO in
patients with H. pylori at CVH C (r = 0,63) and LC HCV (r = 0,79). Similar correlation be-
tween the frequency of occurrence of CAG and SIBO in H. pylori- negative patients with
chronic viral hepatitis C were found (r = 0,15).

In the studied group of patients H. pylori (+) to the LC HCV minimal hepatic encephalop-
athy (MBE) was observed significantly more frequently in comparison with the control
group (14 (82,35%) vs. 4 (22,22%) patients, p < 0, 05).

Conclusions. Analysis of data obtained by us in comparison of chronic HCV- infection of
H. pylori- positive and H. pylori- negative patients in the Crimean population, showed a
higher prevalence of gastric mucosal atrophy and its close association with small intes-
tinal bacterial overgrowth in patients with a chronic viral infection. The relationship in
patients with chronic viral hepatitis C and the LC in the outcome of HCV may be a predic-
tor of an unfavorable course of the disease.

Keywords: chronic viral hepatitis; cirrhosis; H. pylori; HCV; SIBO.

KT>X 2014, N22 145



