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BBeaeHue

AxTyanbHOCTh mpo6seMbl HCV-uHdeknuu TpysHO
NIepeoleHUTh B CBSI3M C LIMPOKOM pacnpocTpaHeHHO-
cThio xpoHudeckoro remnatuta C (XI'C) u puckoM HebJ1a-
TONPUATHBIX UCXOJJ0B 3TOr0 3a60/1eBaHus IPe/CTaBIs-
toliMe co60i OTPOMHYI0 MeIULIMHCKYI0, COLIMAIbHYIO0 U
3KOHOMMUEeCKyl0 npobJieMy. bosiesHH opraHoB nule-
BapeHHus, B TOM 4YMCJe NATOJIOTUS NeYyeHU BUPYCHO-
ro reHesa, BXOAAT B YHCJIO JJeCITH OCHOBHBIX NPUYHUH
cMepTHOcTU. [lo ouneHkaM BcemupHoOW opraHusanuu
3/lpaBoOXpaHeHHus, B Mupe okoji0 180 MJH yesoBeK
(T.e. 3% HacesieHUs NJIaHETHI) CTPaAAlOT XPOHUYECKHUM
renatutoM C 1 350 ThIC. €KETOJAHO YMHUPAIOT BCJIE]-
CTBHE OCJIOKHEHUH, CIPOBOLIMPOBAHHBIX 3TOU 6oJie3-
Hblo [2]. Kpome Toro XI'C siBasieTcss HauboJsiee 4acTou
MPUYUHON pa3BUTHUA Luppo3a nedyeHu (LI1), neueHou-
HOM HeJO0CTAaTOYHOCTH, TeNnaTolLe/IIIJISPHON KapLu-
HoMmbl (['K) u, kak ciecTBUE, OCHOBHBIM IOKa3aHUEM
K OpTOTONWYecKoW TpaHcmiaHTanuu nedeHu OTII) B
pa3BUTHIX cTpaHax [1]. CiefyeT Takke IOMHHUTD, 4TO B
65-85% ciy4aeB octpass HCV-uHdek1us nepexoquT B
XPOHUYECKYI0., a 57% cay4aeB nupposa neyenu (LI1) u
78% ciy4yaeB remnaTonesL0ApHoN kapyrHoMbl (I'IK)

ABJIIIOTCS ACCOLUMPOBAHHBIMU ¢ TremaTtuToM B u C
[3,4]. [Ipu 3TOM e3XeroHO PErUCTPUPOBAIOCH 3-4 MJIH.
HOBBIX cjydaeB remnatuta C. CieayeT Tak»Ke IOMHUTD,
4yTO B 65-85% csyyaeB ocTtpas HCV-uHekus nepexo-
JUT B XpOHUUECKYIO [2].

B poxsaze Milliman Report 2009 mnpenctaB/ieHbl
pacueTsl, kak 6yzeT B CIIA mporpeccupoBaTh 4acTo-
Ta HCV-acconuupoBaHHbIx 3a6osieBaHuil ¢ 2009 B Te-
yeHue nociaenyromux 20 set. IlokasaHo, 4TO 4YHUC/IO
OOJIBHBIX C «IPOJBUHYTON» CTaAuell 3aboJsieBaHUSA
(BbIpaxkeHHbIN GuOpP03/ uuppo3 nevenu) k 2029 roxy
yBeJIUUUTCA B 4 pasa. [I[porHosupyeTcs, 4To elle 60J1b-
e yBeanyutcd dyacrtora 'K u yucno OTII no noBoay
HCV-undekuuu, npuMepHO BO CTOJILKO e BbIPACTyT U
3aTpaThbl HA MeIUIIMHCKOe obeclieyeHre JAHHOM KaTe-
ropuy nauueHTos [5].

B YkpauHe B 2009-2011 rojax ypoBeHb 3aboJieBae-
MocTHy renatutoM C coctaBJisia B cpefHeM 7,03 ciay4das
Ha 100 TrwIc. HaceseHUd, Uau 183 Thic. B aBCOMIOTHBIX

195006, YkpauHa, Cum¢beponoas, Kpbim, 6yabe. JleHuHa
5/7, e-mail office@csmu.strace.net
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MosaoxcumensHslii 13C-MmoyecuHHbLI dbIXamebHbLI mecm 8 uccjaedyemuiX 2pynnax faoa1
Mpynnbl nauueHTbl
Bcero, n MyX., N (%) XeH., n (%)
XIC H. pylori (+) 68 32 (47,06) 34 (52,94)
LN HCV H. pylori (+) 23 13 (56,52) 10 (43,48)
XI'C H. pylori (-) 27 14 (51,85) 13 (48,15)
LN HCV H. pylori (-) 18 10 (55,56) 8 (44,44)

nudpax. Kak npaBuso, pakTuieckuil ypoBeHb 3a60Jie-
BaeMocTHU B 6-10 pa3 npeBbllIaeT JaHHble 0OpULIHAIb-
HOM cTaTUCTUKU. Clef0BaTeIbHO, MOKHO 060CHOBaH-
HO NPeJI0J0XKUTh, UTO B YKparHe celiuac HacYUThIBa-
eTcs1 He MeHee 1 MJIH 60JibHbIX renmatutoM C [2].

Pacmivpenue nokasaHUM K apafiuKanud MHOEKLHUU
Helicobacter pylori (H. pylori) oTo6paxeHHoe B Maa-
CTPUXTCKOM KOHCEHCyce 4 NPOHUCXOAUT MNapasiesb-
HO C NpOoJoJoKeHHMeM M3y4yeHMsl poJid GakTepuil poza
Helicobacter B maToreHese BHexesyl04HbIX 3a60J1eBa-
HUH. B KOHCeHcyce roBOpUTCS 0 HEOOXOAMMOCTH ajb-
Hellero uccjienoBaHus 3HaueHus1 uHoekuuu H. pylori
B Pa3BUTHUM NMATOJIOTUYECKUX COCTOSIHUN NpH 3aboJie-
BaHUAX IeYeHH, eJYHOTO My3bIps U KeJ4eBbIBOAS-
WX MyTeH, MOXKeNyJOUYHON eJsie3bl, KUIIeYHUKa, a
TaK)Xe CUCTEMHBIX NMOpPaKEHUH cep/iedHO-COCYAUCTON
CUCTEMBbIl, ONIOPHO-/|BUrAaTeJbHOIO ammnapaTa, KOXHU U
JpyTuX OpraHos [6].

WMeromnecs faHHble T03BOJISIIOT TOBOPUTD O POJIU
B N1aTOJIOTUM NleYeHU He TOoJIbKO coocTBeHHO H. pylori,
HO U JApyrux npejcrtaButesnei poxa Helicobacter (H.
hepaticus, H. bilis, H. rappini, H. pullorum) [7,8]. YcTa-
HoBJeHO, yTo H. pylori mpeo6sasaHue uHbeKUUU
Helicobacter y manuenToB ¢ HCV-accouuupoBaHHBIM
XPOHUYECKHUM renaTuToM, upposom u I'LIK [9].

O6HapyxeHHas JIHK pasanyHbix Bus0B Helicobacter
B GHONTaTax eyeHHy, y NaljueHTOB C renaToOMJIMapHOH
NaToJIOTHEH, T03BOJIWJIA BblJBUHYTb TUIIOTE3Y O POJIU
xXeJnKo6akTepHoM uHdeKuu B TpaHchopmanuu XBI' B
LITu 'K [9].

YcranoBsieHo, yTo Helicobacter hepaticus moxeT
WHAYLUUPOBATh KaK XPOHUYECKUH renatut, Tak u 'K
y Mblllled, MOXXHO MpeJIOoJ0XKUTb, YTO pa3/Myus B
IIPOrpeccCMpoBaHUM XpOHMUYeckoro rematuta C MoryTt
00ycnaBaAMBaTbCs KOQAKTOPHBIM BJIMSIHUEM OaKTe-

pusamy, B ocobeHHocTy H. pylori u gpyrumu BujamMu
Helicobacter.[10]

HekoTtopsie mwrtamMmmebl H. pylori 3a cueT Gosiblieit Bu-
PYJIEHTHOCTH MOTYT acCOLMUPOBATHCS CO CTeNeHbIo
TSDKECTbID TeYeHOYHOM NaToJIoTUM. WMMyHOAOMHU-
HaHTHBIN 6esiok CagA c BbICOKOUM MOJIEKY/IsIpHOM Mac-
coit (120-140 kDa), kogupyembiii reHoM CagA, siBJsi-
eTCsl YaCThbI0 OCTPOBKa natoreHHocTH Cag. lllTamMMBI €
Cag A TecHee BCero acCOLMUPYIOTCS C PaKOM >KeJyZKa
[11,12]. [ToaTOMY ero HaJIM4YHe MOXKET pacCMaTPUBATh-
csl KaK BO3MOXXHbIH pakTop pucka uupposa u 'lIK [13].

BoJsiee BbICOKMI ypOBeHb pacIpoOCTPaHEHHOCTH BU-
noB Helicobacter (B uactHocty, H. pylori), acconuupy-
eMblil ¢ 60Jiee BBICOKUMU CTaAUsAMU GUbOpO3a NeYeHy,
ABJISIETCS NOJATBEpPXKJEeHUEM HX POJIM B NpPOrpeccuu
XBrI' k LUIT u TIK [14, 15,16]. OnHako omnpenessioLiye
dakTophl aTON mporpeccuu, umerouie Mecto y HCV-
MI0JIOXKUTE/IbHBIX NAlJMeHTOB, ellle He /10 KOHIlA He U3-
y4eHBI.

HeckosibKo ucciiejoBaHUH [0Ka3aJ1d BbICOKYIO pac-
npoctpaHeHHocTb H. pylori cpesu mauueHTOB, cTpaja-
IOLIUX LIUPPO30M, U 3TUM MOXXHO OOBSCHUTb 4acCTYIO
BCTpeyaeMoCTb 3a60/1eBaHUS NeNTHYeCKON A3BOH cpe-
Y 3TUX nauuenTon.[10,16,17]

[Ipes10keHO HECKOJIBKO THUIOTEe3 [Jisl 06'bsICHEHUS
MexaHu3Ma BoBJiedeHUs1 H. pylori B maToreHes u npo-
rpeccupoBaHue Il npu BUpycHbIX renatutax [18]. 06-
Hapy»XeHOo, YTO «BHeeJyAouHble» BUAbI Helicobacter
MOTYT BbIpabaTblBaTb TOKCHHBI, CIOCOGHbIE BbI3BATh
renaTtole/aasgpHoe nospexjenue. H. hepaticus BbI-
pabaTbIBaeT LUTOJIETAJbHbIA PaCIIMPSAIOIUN TOKCUH
(upT, cdt), cocTosmui U3 Tpex KOMMIOHEHTOB (cdtA,
cdtB u cdtC), onun u3 kotophix (cdtB) umeer /IHKas-
HYI0 aKTHBHOCTb, CIIOCOOHYIO 3allyCTUTb Kackaj, ¢Qu-
6po- u oHKoreHesa [19]. [pyrue BUAbl 3HTepPaIbHBIX

Taé6a. 2

PacnpocmpaneHHOocmb namosio2uu eepxHux omaden0e XKKT e ucciedyemuix 2pynnax no dauHwvim I/ C

OHOocKoMMyeckne N3MeHeHus XIC H. pylori (+), LIM HCV H. pylori (+), XIC H. pylori (-), LIFT HCV H. pylori (-),
n=68 n=23 n=27 n=18
n % n % % %
330dharut 1 1,47 4 17,39 3 1,1 22,22
Bapuko3Hoe paclumpeHmne BeH - - 11 47,82 - - 44,44
nuesona
XpOHMYeCKuii HeaTpoyecKuii 17 25,00 7 30,43 4 23,5 2 11,11
ractput
XpoHundecknn atpomnyeckmii 1" 16,18 9 39,13 - - 4 22,22
racTput
Opo3um xenygka 5,88 8,70 - - 1,11
MenTuyeckas a3Ba 6 8,82 39,13 1 3,7 1,11
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Ta6a. 3
BuoxumuyecKkue nokazamesu uccsiedyemsix cpynn
Bruoxummnyeckue nokasatenu XIC H. pylori (+) LM HCV H. pylori (+) XIC H. pylori (-) LN HCV H. pylori (-)

Anb6yMUH, r/n 48,93 + 0,61 43,30 + 0,47 47,89 + 1,07 39,86 + 0,52
BunnpyouH, mkmonb/n 18,72 £ 2,08 30,24 + 3,30 19,87 £ 2,30 29,04 £ 2,79

ANT, Ea/n 96,81 £ 71,06 122,85 + 68,87 88,69 + 49,53 121,26 £ 59,13

ACT, Eg/n 83,21 £ 60,84 85,13 + 57,63 80,2 +43,99 84,65 + 50,24

LenoyHas docdartasa, Ea/n 54,69 + 11,79 88,13 + 19,89 57,36 + 12,63 89,77 £ 20,34
TN, Ea/n 1,09 £0,12 1,26 £ 0,13 1,12 £ 0,09 1,27 £0,18

Hb, r/n 127,7 + 20,02 121,2+ 10,88 134,9 + 15,64 120,27 + 23,36

Helicobacter (H. cinaedi, H. pullonum, H. bilis u H. canis)
MOTYT TaK>e BbIpabaTbiBaTh cdt [20].

YuuteiBag, uTo npu XBI' 3anyckaeTca BocnasiuTe b-
HbIH KacKa/i XapaKTepU3yOIINICA NOBbIIIeHHEeM YPOB-
Hell mpoBocCHaJMTe/NbHbIX LIUTOKUHOB (MHTepJeHKH-
HoB 1, 6 (IL-1, IL-6), dakTopa HEKpo3a OMYXOJIK) NMPHU-
cyTcTBUe GakTepuit Helicobacter MoxeT ycuauBaTh
BOCHAJIMTEJIbHBIN OTBET, BbI3bIBasi 60Jiee MHTEHCHBHOE
nopakeHue kjaeTok nedeHu [21]. H. pylori aBasertca
MOIIHBIM HH/IYKTOPOM BOCNaJIMTeNbHOI0 Kackazja. H-
dekIys MOXeT NPUBOAUTDL K 3HAUUTETbHOU UHPUIIb-
Tpauuu JUMOPOLUTAMU U NOJUMOPPHOSALEPHBIMU
KJ1eTKaMM UHQUIIMPOBAHHOM TKaHU. B cBowo ovyepe/b
nosuMopdusM KJjactepoB reHoB IL-1, oTBeTcTBeH-
HbIX 32 MOBBIIIEHHYIO0 npoaykuuio IL-1b, paccMaTpu-
BalOTCA KaK (GaKTOp MOBBIIIEHHOTO PUCKA Pa3BUTHSA
paka y nauueHToB, MHbUIMpoBaHHbIX H. pylori. CagA-
MoJIOXKUTesbHble WTaMMbl H. pylori moryT akTuBu-
poBaTh KackKaJ, MUTOreHaKTUBUPOBAHHOIO MpPOTeHHaA
(MAIl-kuHa3zbl), ¢ pochopunupoBanuem ELK-1 u yBe-
anyeHueM C-fos TpaHcKpuUnuuu. AKTHBaALUs MPOTO-
OHKOI'€HOB MOXeT Ipe/CTaBJAATb COO0M pellarolUi
1ar B naToMeXaHU3Me HeOoIlJIa3WH, UHAYLIMPOBAaHHOM
H. pylori. BoisiBieHo HeckoJsibko BuZ0B Helicobacter
CHOCOGHBIX NPOJYLIMPOBATb TOKCUH, TPONHBIN K TKa-
HU TeYeHH, BbI3bIBAMOIUH renaToLUTapHbIA HEKPO3 B
KJIETOUHOM Ky/nbType [22].

B uccnenoBanuu A6enb-Xaau U Ap. 3HAUUTETbHOE
MOBbILIEHHEe YPOBHS aMMHaKa apTepuaJbHOW Kpo-
BU U 3HJIOTOKCHHA IJIa3Mbl HAaTOLAK y MALlMEHTOB C
[T acconuupoBaioch CBSI3aHO € WHPUIUPOBAHHEM
H. pylori, a ycnemHas apajuKallMoOHHasl Tepanust Npu-
BOJMJIa K 3HAUMMOMY CHIKEHUIO YPOBHEH aMMHUaKa U
CTeNeHU TSKEeCTU NeyeHouyHoU sHuedanonatuu (I13).
JTo HabJtoJeHNe M03BOJIAeT NPEeANOJIOKUTD, YTO UH-
dexuus H. pylori MoxxeT urpaThb onpejejleHHYO PoJib
B MOBBIIIEHUH COJlepKaHNUA aMMHaKa U 3HJJ0TOKCHHOB
y 6osbHbIX LI1, mpoBOoLMpys pasBUTHE 3MKU30/0B [13 u
yCHUJINBas BOCNAIUTEbHYIO PEaKIMIo B IeYeH!U NyTeM

CTUMYJISILUU CEKPELMU MPOBOCIANUTEIBHBIX LIUTOKH-
HOB.[23]

ueJIb Hccjaea0BaHUA

OnpenenuTb OCOGEHHOCTHU NPOTEKAHHs XpPOHMYe-
ckoit HCV-undekuuu y 60JbHbIX HWHOUIIMPOBAHHBIX
H. pylori B KpbiMcko# nonynsinuu.

MaTepnan N MEeToAbl UCCZICJOBAHUA

YuuTbiBasA [aHHble HallMX NpeJBapUTeJbHbIX HC-
cnef0BaHUM pacnpocTpaHeHHocTH H. pylori cpeau na-
11MeHTOB KpbIMCKOH NONySMY C TaTOJ0rHel TeYyeHU
BUPYCHOI0 reHesa, B nepuoyg ¢ 04.2013 no 11.2013 r.
Ha 6ase racTposHTepoJsioruyeckoro otgeseHus KPY
«KTMO «YHuBepcuTeTCKass KJIWHMKa» 06cC1e/joBa-
HO 243 mnanueHTa cxpoHuyeckoit HCV-undekiueit.
Couetanue HCV-undeknuu u H.pylori BbisiBJI€HO Yy
91(37,45%) nmauueHTa (45 Myx., 44 xeH., cpeJHUH BO3-
pact 36,61 *+ 3,56 sieT). Y 68 u3 Hux (cpefHUM Bo3pacT
31,71 + 4,82 net) nuarHoctupoBaH XI'C, y 23 nayueH-
ToB (cpenHuil Bospact 39,04 + 2,77 net) - uuppos ne-
YeHU B MCXOZle XPOHUYECKOro BHpycHoro remnaturta C
(LIITHCV).

[Ipy nepBUYHOM o06C/I€0OBaHUM PACIPOCTPaAHEH-
HocTb H. pylori no ganubiM 13C-M/T y nmauueHTOB C
XBI' C coctaBuna 36,19% (16 nanuenTos) LT HCV co-
cTaBuIa 76,64% (23 nmanueHTOB).

Ha ocHoBe JJaHHBIX KJIWHUYECKUX JMarHO30B Malu-
€HTBI ObIIM pa3/ie/ieHbl Ha JiBe UcC/e/lyeMble TPYIIIbL.
CpaBHeHMe IpPOBOAUJIOCH C JBYMsI KOHTPOJIbHBIMU
rpynnaMy, BKJIIOYABIIMMH 27 NaunueHToB (cpefHUU
Bo3spacT 32,69 + 3,11 seT) ¢ XI'C 1 18 nanuenToB c LI
HCV (cpennuii Bo3pact 39,09 # 5,31 snet), He uHPULU-
poBaHHbIX H. pylori (Ta6.. 1.).

BceM maunueHTaM NPOBOAMJIUCH PYTHUHHbIE GHOXU-
Muueckue ucciaenoBaHus (6uaupyouH, ACT, AT, we-
sno4Ho# pocdarasel, ['TTII, anbbymuna). ¥ 21 H. pylori-

PacnpedeseHue ypogHell mpaHcaMuHas 8 3agucumocmu om cmeneHu o6cemenenus COXK H pylori faoa4
Brnoxumnyeckue nokasartenu CrteneHb obcemeHeHus H. pylori
(+) (++) (+++)
ANT 86,81 + 53,06 124,46 + 38,13 123,91 £ 52,14
ACT 71,89 £ 31,63 97,83 £ 44,17 96,39 + 48,11
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Pacnpedenenue H pylori nososcumenbHbIX U ompuyamesibHeix nayuenmos c L[IT HCV no wikasie Child- Pugh faoa.s
no daHHbIM
Child-Pugh A Child-Pugh B Child-Pugh C
% % n %
H. pylori + (n = 23) 13C-MOT 39,13 39,13 21,74
H. pylori + (n = 29) DA 27,59 11 37,93 10 34,48

MOJIOKUTENbHBIX U 19 H. pylori-oTpuuiaTeibHbIX HaLU-
eHTOB ¢ XI'C u y Bcex nauuenToB ¢ UI1 HCV gnsa guarso-
CTUKHU MaToJioruu BepxHUxX othaesoB XKKT BbinmosHs-
Jack 33o¢aroractpoayogeHockonus (3I/C). H. pylori
cratyc oneHuBaacsd 13C-MOUYEeBUHHBIM JibIXaTeJbHbIM
TectoM (13C-M/IT) Ha uHdpakpacHOM CliEKTpOMeTpe
IRIS Doc (Wagner, l'epmaHusi), GbICTPBIM ypea3HbIM
TectoMm npu II/IC, UPA c ompeseseHMEeM aHTUTEN K
H. pylori B cbiBOpoTKe.

Pe3y/ibTaThl U 0GCYXKAEHUE

[To ganubiM IT/IC oTMedaeTcss 3HAaYUMMO 6oJiee BhI-
COKasl pacnpocTpaHeHHOCTb HeaTpoduueckoro (XHI),
atpoduueckoro (XAI) racTpuTa U NenTUYECKON S3BbI
(ITA) mpu Hanmyuu H. pylori kak npu XI'C (XHI': 25,00%
npotuB 23,50%, p > 0,05, XAI': 16,18 mpotus 0,00,
p < 0,001, I1d1: 8,82% npoTtus 3,7%, p < 0,05), Tak u npu
[T HI': 30,43% npoTtuB 11,11%, p < 0,05, XAI: 39,13
npotus 22,22, p < 0,05, I14: 39,13% npotus 11,11%,
p < 0,05). ¥ nayuenTos c LIT HCV (H. pylori+) oTmeua-
JIOCb He TOJIbKO 3HaYMMO 60Jiee BbICOKOE pacnpocTpa-
Henue XAT u 14 no cpaBHenuto ¢ LI HCV (H. pylori-),
Ho u B cpaBHeHuH ¢ XI'C (H. pylori+): XAT - 39,13% npo-
TUB 16,18%, 1 - 39,13% npotus 8,82% (Tab.1. 2).

[Ipy olleHKe GUOXMMHUYECKUX MePKEPOB He olpeje-
JIIJIOCh 3HAQYMMOTO Pas/IMuMs B YPOBHAX albOyMHHA
(XI'C 48,93 + 0,61npoTus 47,89 + 1,07, p > 0,05; LIl
43,30 + 0,47npotuB 39,86 * 0,52, p > 0,05), 6unUpy-
6una (XI'C 18,72 + 2,08 mpotus 19,87 + 2,30, P > 0,05;
[IT 30,24 + 3,30 npotus 29,04 = 2,79, p > 0,05), we-
Jso4yHoi ¢ocdaTassl (XI'C 54,69 + 11,79 npotuB 57,36
+ 12,63, p > 0,05; LIl 88,13 + 19,89 npoTtus 89,77 +
20,34,p > 0,05), I'TTI (1,09 + 0,12 npotus 1,12 = 0,09,
p > 0,05; 1,26 + 0,13 npotus 1,27 + 0,18, P > 0,05)
MeX/y McCleJlyeMbIMU IpynnaMyd U TpynnaMu cpas-
HeHus1. B Toxxe BpeMs HabJ1104a/10Ch J0CTOBEPHOE pas-
auuue mMexay ypoBHsamu AJIT (96,81 + 71,06 npoTus
88,69 + 49,53, P < 0,05) u ACT (83,21 + 60,84 npoTus
80,2 +43,99,P < 0,05) cpeau H. pylori(+) u H. pylori(-)
nayueHToB ¢ XI'C. B rpynne LIl faHHble mokasaTesnu
3HauYUMoOro pasiunuus He umesnu (AJIT 122,85 + 68,87
npotus 121,26 + 59,13, p > 0,05; ACT 85,13 + 57,63
npotus 84,65 * 50,24, P > 0,05) (Tanb. 3).

[Ipu pacnpenenenun nauueHToB ¢ XI'C B 3aBUCKMMO-
CTU OT cTeneHu ob6ceMeHeHus: H. pylori B 6uontarax
CM3UCTON 060JI0UKH Kesly/iKa OTMevyaeTcs JJOCTOBep-
Hoe pasauyue ypoBHel AJIT u ACT Mexay MUHUMAJIb-
HOM CTelleHbl0 U BBICOKHMHU CTeNeHsAMH (++, +++) obce-
MeHeHUs (TabJ. 4).

[Ipu wucnosbzoBanuu 13C-MAT cpeny nauueHTOB

H. pylori (+) c LI HCV, uuppo3 nmeyeHu ksacca A mo
mkase Child- Pugh nuarsoctupoBan y 9-u, kiiacca B -y
9-x, knacca C — y 5-ro 60bHBIX. [Ipy cpaBHEHUU KOJIU-
YyecTBa I0JIOKUTENbHBIX pe3yJIbTaTOB HCCIe[,0BAaHUI
B CKpUHHUpyeMo nonyasiuu nanueHTos c LIIT HCV Ha
H. pylori metonamu UPA u 13C M/AT, oTcyTcTBOBaIO
JIOCTOBEPHO pasjinune MeXJy YacTOTOMH MOJIOKUTeb-
HbIx pe3ysnbTaToB 13C M/AT u UDA npu LIl knaccax A u
B no mikasne Child-Pugh. ITpu ksacce C yacToTa noJ0xu-
TeJIbHbIX pe3y/bTaToB Mo JaHHbIM MDA 6bL1a JocTo-
BepHo Bhime (MDA - 21,74, 13C-MAT - 34,48, P < 0,05,
TabJ1. 5).

BbIBOAbI

AHanu3 [aHHBIX MOJIyYeHHbIX HaMU NPU HCCJIe[0-
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Ponb Helicobacter pylori y naymeHTos ¢ HCV-accoummnpoBaHHbIMMK
XPOHUYECKMM FenaTMToM U LLUPPO3OM NEYEHM

H.JI. Knapumckas, B.B. Kpusou, Mampay Cugparnax

Benenune. AkTyasnbHOCTb Ipo6ieMbl HCV-uHeEKIMU TPYJHO epPEeOLeHUTh B CBSI3U

C IIMPOKOM pacnpoCcTpaHeHHOCTbI0 XpoHUUeckoro renatuta C (XI'C) u puckom
He6/1aroNpUsATHBIX HCXOJ0B 3TOTr0 3a60J1eBaHUs NPe/CTaBASA0IINe COO0H OTPOMHYIO
MeJULMHCKYI0, COLlMa/IbHYI0 U 3KOHOMUYeCKy1o npo6semy. [1o oneHkam BceMupHoi
OpraHMUsalluy 3/ipaBOOXpaHeHUs, B MUpe 0KoJs0 180 MJH yesioBek (T.e. 3% HacesneHUs
IJIaHeTbl) CTPaAal0T XpoHUUecKUM renaTUToM C u 350 ThIC. €XKeroffHo yMUparoT
BCJIe/ICTBHE OCJI0XKHEHNH, CIPOBOLIMPOBaHHbIX 3TOH 60s1e3HbI0. Kpome Toro XI'C
SIBJISIeTCSI HauboJiee YaCTOM MPUYMHOMN pa3BUTHUS upposa neyenu (LII1), neueHouHOM
HeJI0CTaTOYHOCTH, renatoue/o/spHol kapuuHomel (I'IK) u, kak cnesacTBue,
OCHOBHBIM NIOKa3aHHWeM K OPTOTONUYeCKOH TpaHcmIaHTanuu nedenu OTII) B
pa3BUTHIX cTpaHax. CieflyeT TakXkKe IOMHUTD, YTO B 65-85% ciydaeB ocTpast HCV-
nHeKI M TepexoJUT B XPOHUYECKY10., a 57% ciyuyaeB nuppo3sa nedenu (L) u 78%
c/lyyaeB renaTtone/uIoaspHoi kapuuHoMsl (LK) aBas0TCA accOMUPOBaHHBIMU C
renaTtuToM B u C. [Ipu 3TOM exerosHo perucTpupoBaioch 3-4 MJIH. HOBBIX C/Iy4aeB
renatuta C. CiefyeT Takxe NIOMHUTD, 4TO B 65-85% ciiyuaeB ocTpass HCV-undexnus
nepexoAuT B XpoHUYecKyto. B Ykpaune B 2009-2011 rozax ypoBeHb 3a60/1eBaEMOCTH
renatutoM C coctaBJisia B cpefHeM 7,03 cay4vas Ha 100 Thic. HaceseHus, uan 183
ThIC. B a6CONIOTHBIX M dpax. Kak npaBusio, pakTryeckuil ypoBeHb 3a601€BaEMOCTH
B 6-10 pas npeBbIlIaeT JaHHble 0QULMATbHON CTaTUCTUKU. Cllefj0BaTeIbHO, MOXKHO
060CHOBAHHO MPeJIOJIOXKHUTD, YTO B YKpanHe celiuac HaCYUTbIBaeTCsl He MeHee 1 MJIH
60J1bHBIX TenaTuToM C.

PacuimpeHnue nokasaHui K apagukanuu uHdeknuu Helicobacter pylori (H. py-
lori) oToGpakeHHOe B MaaCTpUXTCKOM KOHCEHCYCe 4 MPOUCXOAUT NapasiesbHO
C IPOZO/IKEHHEM U3yUeHHUsl posin 6akTepuii poga Helicobacter B maTtoreHese
BHEXXeJyA0UHbIX 3a60/1eBaHUH. B KOHCEHCyce TOBOPUTCsI 0 HEO6XOLUMOCTH
JlabHeNIIero uccae 0BaHus 3HaueHus nHbekuuu H. pylori B pasButuun
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NATOJIOTUIECKHUX COCTOSTHUN MTPU 3a60/1€BAHUSX [IEYEeHH, )KETUHOT'0 My3bIps U
JKeJIYeBBIBOAAIMX My TeH, OJKeTyJOUHOM XkKeJle3bl, KUIIeYHHUKA, a TAaKKe CUCTEMHBIX
NOopaXkeHUH cepedHO-COCYUCTON CUCTEMbI, OTIOPHO-JBUIraTeJbHOI0 allllapaTa, KOXHU U
JIPYyTHX OPraHOB. YcTaHOBJIeHO npeobaganve nHdeknuu H. pylori y manuentos ¢ HCV-
acCOLMMPOBAHHBIM XPOHUUYECKUM renatuToM, iuppo3om u 'IK. O6HapyxenHas JHK
pa3u4HbIX BUI0B Helicobacter B 6uonTaTax nedeHy, y naijMeHTOB € renaToOUINapHON
[aTOJIOTHEeN, MO3BOJIMJIA BBIIBUHYTh THIIOTE3Y O POJIM XeJUKO6AKTEPHON NHPEKIINU

B TpaHcdopmanuu XBI' B LI1 u 'lIK. HexoTopskle mrrammsbl H. pylori 3a cueT 6osibiieit
BUPYJIEHTHOCTH MOTYT aCCOLMUPOBATBCS CO CTENEHBIO TAXKEeCThIO Ie4eHOYHOHN
naToJsiorud. OjHaKo onpefensouie GakTOpPbl 3ITON MPOrpecCUH, UMeII e MeCTO y
HCV-nosioxuTe/IbHBIX NALIUEHTOB, ellle He JJ0 KOHIIA He U3y4eHbl.

Lens uccnenoBanus: OnpeeIMTh 0COGEHHOCTH MPOTEKaHUs XxpoHudeckoi HCV-
nHdek MU y 601bHbIX HHPUIMpoBaHHbIX H. pylori B KpbiMcko# monynsuy.

Marepua 1 MeTO/(bl HCCIICIOBAHMS. YUUTbIBasA AaHHble HAlllUX NTpe/iBapUTe/IbHbIX
uccjeJoBaHUH pacnpocTpaHeHHocTH H. pylori cpesu nanueHToB KpbiMckoit
HNONYJISALIUY C TATOJIOTUEN IeYEHU BUPYCHOTO reHe3a, B nepuoz ¢ 04.2013 mo 11.2013 r.
Ha 6a3e ractposHTepoJsiorudeckoro otgeneHus KPY «KKTMO «YHuBepcuTeTcKas
KJIMHUKa» 06cneoBaHo 243 nauueHTa ¢ xpoHudeckoi HCV-undexnueit. Coyetanue
HCV-undexkuuu u H. pylori BeisiBaeno y 91(37,45%) nanuenTa (45 Myx., 44 xeH.,
cpeaHui Bospact 36,61 + 3,56 jiet). Y 68 us Hux (cpegHuit Bo3pact 31,71 * 4,82 seT)
JUArHoCTUPOBaH xpoHudeckuil BUpycHbii renatut C (XI'C), y 23 nayueHTOB (cCpegHUI
Bo3pact 39,04 * 2,77 neT) - [Uppo3 NeYeHU B UCXO/le XPOHUYECKOTO BUPYCHOT'0
renatuta C (LII1 HCV). [Ipu nepBUYHOM 06C/1eJ0BaHUM pacnpocTpaHeHHOCTh H. pylori
no ganHbeIM 13C-M/IT y nauuenToB ¢ XBI' C coctaBuia 36,19% (16 nauuentos) L1
HCV coctaBusa 76,64% (23 nayueHToB). Ha 0ocCHOBe JaHHBIX KJIMHUYECKUX IUAarHO30B
nalyeHThl ObIJIN pa3/iesieHbl Ha JiBe Uccie/lyeMble rpymnbl. CpaBHEHMe TPOBOAUIOCH
C ABYMS KOHTPOJIbHBIMU I'PyNIaMH, BKJIIOYaBIIMMHU 27 MallueHTOB (cpeJHUM Bo3pacT
32,69 = 3,11 snet) ¢ XI'C 1 18 nauuenTtos c L1 HCV (cpeanuit Bospact 39,09 + 5,31
JeT), He uHGULUMpoBaHHBIX H. pylori. BceM nanueHTaM npoBoUINCh PyTHHHbIE
ouoxuMuueckue uccaegoBanus (6uaanpyouH, ACT, AJIT, wenoyHoit pocdaTassl,
[TTII, anb6ymuHa). Y 21 H. pylori-nosioxuTtenbHbix U 19 H. pylori-oTpunaTenbHbIx
nanyeHTOB ¢ XI'C 1 y Bcex nauuenToB ¢ LT HCV aJia AMarHoCcTUKYU NaTOJIOTUU BEPXHUX
otzesnoB XKKT BeinosiHsnack 33odaroractpoayogenockonus (3/IC). H. pylori cratyc
oneHuBascs 13C-MoueBUHHBIM AblxaTenabHbIM TecToM (13C-M/IT) Ha undpakpacHoM
cnektpoMmetpe IRIS Doc (Wagner, lepmanus), 66I1cTpbIM ypeasHbIM TecToM npu TG,
U®DA c onpenennienreM anTuTes K H. pylori B ceiBopoTKe.

Pesynbrarst u o6cyxaenue. [1o ganubpiM IT/|C oTMevaeTcss 3HaUUMO 60Jiee BbICOKast
pacnpocTpaHeHHOCTb HeaTpoduueckoro (XHI'), arpoduueckoro (XAl') ractpurta u
nentuyeckoi 3Bl (I16) npu Hanuyuuu H. pylori kak npu XI'C (XHI': 25,00% npoTus
23,50%, p > 0,05, XAT: 16,18 mpotus 0,00, p < 0,001, I1f: 8,82% npotus 3,7%, p < 0,05),
Tak u npu LI HI: 30,43% npotus 11,11%, p < 0,05, XAI: 39,13 npotus 22,22, p < 0,05,
[14: 39,13% npotus 11,11%, p < 0,05). ¥ nanuenTos ¢ LI HCV (H. pylori+) oTmevasnocs
He TOJIbKO 3Ha4YUMO 6oJiee Bbicokoe pacnpocTpaHeHue XAT u [15 no cpaBHeHuto ¢ L1
HCV (H. pylori-), Ho u B cpaBHeHuu ¢ XI'C (H. pylori+): XAT - 39,13% npotus 16,18%,
14 - 39,13% npotus 8,82%. [Ipu onjeHKe 6MOXMMHUYECKUX MEPKEPOB He Olpe/esloch
3HAYMUMOTrO pas3inyus B ypoBHsx aabbymuHa (XI'C 48,93 + 0,6 1npoTuB 47,89 + 1,07,
p>0,05; 1T 43,30 = 0,47npoTtus 39,86 + 0,52, p > 0,05), 6unupy6una (XI'C 18,72
2,08 npoTtuB 19,87 + 2,30, p > 0,05; LiI1 30,24 * 3,30 npoTtus 29,04 + 2,79, p > 0,05),
mesoyHoi pocdartasel (XI'C 54,69 + 11,79 npotuB 57,36 + 12,63, p > 0,05; LI11 88,13
19,89 npotus 89,77 + 20,34, p > 0,05), I'T'TII (1,09 + 0,12 npoTtuB 1,12 + 0,09, p > 0,05;
1,26 + 0,13 npotus 1,27 + 0,18, p > 0,05) Mexk Ay UccaelyeMbIMU I'PyHIIaMU U IpynnaMu
CpaBHeHMs. B Toxe BpeMs HabJ110/]a/10Ch JOCTOBEPHOE pa3/Inyve MeX/y YPOBHAMHU
AJIT (96,81 + 71,06 npoTuB 88,69 * 49,53, p < 0,05) u ACT (83,21 + 60,84 npoTus

80,2 + 43,99, p < 0,05) cpenu H. pylori(+) u H. pylori(-) nauuenTtos ¢ XI'C. B rpynmne LI1
JlaHHble I0Ka3aTeJ/U 3HaYUMOoro pasinyus He umenu (AJIT 122,85 + 68,87 npotus
121,26 + 59,13, p > 0,05; ACT 85,13 + 57,63 nportus 84,65 + 50,24, p > 0,05). [Ipu
pacnpeziesienny nanreHToB ¢ XI'C B 3aBUCUMOCTH OT cTeneHU o6ceMmeHeHus H. pylori

B GUONTAaTaX CIM3UCTON 0G0JI0OUKH XKeJLyAKa OTMeYaeTCs JOCTOBEPHOE pa3Inyue
ypoBHe# AJIT u ACT Mexxly MUHUMaJIbHOW CTeNeHbI0 U BBICOKUMU CTENEeHSAMHU (++,
+++) o6ceMeHeHus. [Ipu ucnonbzoBanuu 13C-M/T cpenu nauueHToB H. pylori (+) ¢ LI1
HCV, uuppo3s nedenu kiaacca A o mkase Child- Pugh auarnocruposan y 9-u, kinacca

B -y 9-%, ksacca C -y 5-ro 60/1bHBIX. [Ipy CpaBHEHUH KOJIMYECTBA MOJIOXKUTETbHBIX
pe3yJIbTaTOB UCC/IeJOBAaHUH B CKpUHUPYeMOH nony sy nayueHToB ¢ LT HCV Ha

H. pylori meTogamu UPA 1 13C M/IT, oTCyTCTBOBAJIO JOCTOBEPHO pa3nyne Mexay
4acTOTOMU NoJs10kKUTeNbHbIX pe3yabraToB 13C MAT u UDA npu LI knaccax A u B o
mkase Child-Pugh. [Ipu kiacce C yacToTa noJioKUTeNbHBIX PE3Y/IBTATOB 110 JAHHBIM
W®A 65112 focTtoBepHoO Bhitle (MDA - 21,74, 13C-MAT - 34,48, p < 0,05,).
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BeiBozibl. AHA/IN3 JAHHBIX N10JIyYEeHHBIX HAMU [IPY UCCJIeJ,0BAHUH PacPOCTPAaHEHHOCTH
xesqnKob6akTepHOH ndpeknuu y nanueHToB ¢ XI'C u L1 B KppiMcKol momy/isiiny mokasaJ
3HA4YMMO 6oJiee BBICOKYIO pacnpocTpaHeHHOCTh H. pylori mpu nudunuposannu HCV.
BolIsiBJIeHHAs TEH/IEHIMS K 60Jiee BLICOKUM cTeneHsM o6ceMeHeHus H. pyloriy
nanueHToB ¢ XI'C coueTaromascs c noBbllIeHUEM 6HOXUMUYeCKHUX MapKépoB (ACT,
AJIT), MoxeT yKa3bIBaTh HA COYETAHHOE BJIHSHMUE IBYX NHPEKIIMOHHBIX areHTOB

npu 3a60JieBaHUsX NedeHH. [losrydeHHbIe JaHHbIE TOKA3bIBAIOT HEOOXOAUMOCTD
JlaJibHel11ero 6oJiee eTaJlbHOTO U3y4YeHUs 3HA4Y€HHUs COUeTAaHHOTO BO3/leHCTBHUS
daxTopos arpeccun HCV u H. pylori-uHdexnuy Ha renaTonUThI, BAUSHUS CTEIIeHN
$u16po3a, 3HAYMMOCTH IpaiMKALMOHHOH Tepanuy, pa3paboTKH KOMIJIEKCHOTO OAX0/a
JUISl CHHDKEHUSI PUCKOB HeBJIaronprUsTHBIX UCXO/I0B Y JAHHOW TPYIIIbI TALleHTOB.

KitroueBble croBa: XpOHUYECKUHM BUPYCHBIN renaTuT; nuppos; H. pylori; HCV.

Posib Helicobacter pylori y nauienTtis 3 HCV- aconjiioBanuMu
XPOHIYHUM renaTUTOM i [TUPO30M NEeYiHKH

LJI. Knapumcoka, B.B. Kpueuil, Mampai Cigpannax

Betyn. AkryanbaicTs npotiemu HCV- iHdeKiil BaXXKO NEPEOLiHUTH Y 3B)SI3KY 3 LINPOKOIO
nomupenictio xpoHiuxoro renaruty C (XI'C) i pu3uKoM HECHPHUSTIMBUX PE3YJIbTATIB LLOTO
3aXBOPIOBAHHSI IIPEACTABIISIE COOOIO BEJINUE3HY MEUYHY, COL[ia/IbHy Ta EKOHOMIUHYy Mpo-
6s1eMy. 3a orjiHkaMu BcecBiTHBOI opranisarii oxopoHH 3,0p0oB’s, B cBiTi Onu3bko 180 MitH
40JI0BiK (TOOTO 3% HaceseHHs IUIAHEeTH) CTPaXKIaroTh Ha XpoHiyuuii rematut C i 350 Tuc.
IIOPIYHO TOMHPAKOTH BHACIIIOK YCKJIaIHEHB, CIIPOBOKOBAHUX I1i€F0 XBOP0OOot0. KpiM Toro
XI'C € Hal9acTIlIOO IPUYMHOIO PO3BUTKY Ipo3y nedinku (LII1), meuinkoBoi HexoCTATHOCTI,
renaroueossapaoi kapunHomu (LK) i, ik HACTiJOK, OCHOBHUM ITOKAa3aHHSIM 110
OPTOTOMIYHOT TPAHCILIAHTALIIT MEYIHKK B PO3BHHEHHX KpaiHax. CJIi TaKOK MaMysITaTH, 110 B
65-85% Bumnakis roctpa HCV- ingexkuis nepexoauTs B XpoHiuHy., A 57% Bunaakis uuposy
neuinku (I{IT) i 78% Bunaxkis renarouemntoisproi kapunnomu (I'LIK) e acouiiioBannmu 3
renatutoM B i C. [Ipu ipomy 1mopiuHo peectpyBanocst 3-4 MIIH. HOBHX BHUIIQ/IKIB TeNaTUTY

C. Crnig Takox mamsitaTy, 1o B 65-85% sunasxis roctpa HCV- indexkitis mepexoauts B
xponiuny. B Vipaiui 8 2009-2011 pokax piBeHb 3aXxBoproBaHOCTi renatutoM C CTaHOBHB

y cepeanbomy 7,03 Bunaaky Ha 100 Tuc. HaceneHHs, a0o 183 Tuc. B abCoMOTHUX IUdpax.
Sk npaBuIio, pakTHUHU piBeHb 3aXBOoproBaHOCTI B 6-10 pasiB nepesuliye nani opiuiiHol
cratucTuku. OTKe, MOXKHA OOrPyHTOBAHO MPUILYCTUTH, 110 B YKpaiHi 3apa3 HaJiuy€eThCs He
MeHuIe 1 MitH xBopux Ha renarut C.

Posmmpenns nokasanb 70 epaaukaiii indekuii Helicobacter pylori (H. pylori) Bifo6paxkene
B MaacTpUXTCbKOMY KOHCeHcyci 4 Bii6yBa€eTbCs napasiesibHO 3 IPO/IOBXKEHHAM BU-
BYeHHS poJli 6akTepiit poay Helicobacter B naToreHesi BHexey104HIX 3aXBOPIOBAHb.
YV KOHCEHCYC1 WAEThCs PO HEOOXITHICTh MOJANTBIIOTO JTOCIIIKSHHS 3HAUCHHS 1HEKIIii

H. pylori y po3BuTKy aToJIOTi4HUX CTaHIB IPU 3aXBOPIOBAHHSX MEUiHKH, )KOBYHOTO
MiXypa 1 )KOBYOBHBITHHUX MUISAXIB, MIANUTYHKOBOI 3aJ7103H, KUIIIEYHHKA, & TAKOXK CHCTEMHUX
YpaKeHb CepIIeBO- CYMHHOT CHCTEMH, OIIOPHO -PYXOBOTO anapary, IIKipH Ta IHIIHX
opraniB. Bcranosneno nepeBakanns ingekuii H. pylori y namientis 3 HCV- acouiifoBannm
xpoHiuHuM renaruroM, rpposom i I'IIK. Bussinena JIHK pisanx Buais Helicobacter B
Oionrarax NedyiHKY, y MAIi€HTIB 3 renaTo0iiapHoi MaToori€ero, J03BOIMIA BUCYHYTH
rimore3y npo poib xenikobakrepHol iHdekuil y Tpanchopmanii XBI™ B L{IT i TTK. Tesxi
mramu H. pylori 3a paxyHok 611611101 BipyJICHTHOCTI MOXYTb aCOLIFOBAaTHUCS 31 CTYHEHEM
TSOKKICTIO TIe4iHKOBOI marouorii. OfHaK BU3HAYAIbHI YHHHUKH IIi€1 POTrpecii, 0 MarTh
miciie y HCV -Mo3UTHBHUX MAIiEHTIB, 11I¢ HE 10 KiHIS HE BHBYCHI.

Mera nocnimxenss: Buznauntu ocobnuBocti nporikanus xporianoi HCV- ingexunii y
xBopux iH¢ikoBanux H. pylori 8 Kpumcekiit momymsmii.

Marepian i Mmetoau. BpaxoByioun qaHi HaIIMX MOTIEPEAHIX IO CITIHKEHb MOIIHPEHOCTI

H. pylori cepen mamienTiB KprMcpKoi momysisiiii 3 TaToioriero NeYiHKH BipyCHOTO TeHE3Y, B
nepiox 3 04.2013 mo 11.2013 p. Ha 6a3i racrpoeHTeponoriuHoro BigaineHHs KPY « KTMO
« YHIBepcHTETChKa KITiHIKa » 00cTexkeHo 243 namnienTta 3 xporiyHoto HCV- iHdexkmiero.
Moeauanns HCV -indexii i H. pylori Busisieno y 91 (37,45%) nauienTa (45 donosik., 44
JPYKUH., cepenHiii Bik 36,61 + 3,56 pokiB). YV 68 3 Hux (cepenniii Bik 31,71 + 4,82 pokiB)
niarHocroBano xponiunuii Bipycuuit rematut C (XI'C), y 23 mamientis (cepenuiii Bik 39,04
+ 2,77 pokiB) - P03 MEYIHKH B Pe3yNbTaTi XpoHIYHOTO BipycHoro remaruty C (LIIT HCV).
[Ipu nepBuHHOMY 00CTe)xeHHI nommpeHicTs H. pylori 3a nanumu 13C - M/IT y namienTis
3 XBI' C cknana 36,19% (16 nauienTis) LIIT HCV cknana 76,64% (23 nauienTis). Ha
OCHOBI JJaHWX KJIIHIYHHX J[iarHO3iB MALli€HTH Oy PO3/AiJIeHI Ha AB1 JOCITIHKYBaHI TPYIIN.
[opiBHAHHS MTPOBOAMIIOCS 3 JBOMA KOHTPOJIBHUMHE TPYIIaMHy, 110 BKITFOYaIH 27 Malli€HTiB
(cepenmiii Bik 32,69 + 3,11 pokis) 3 XI'C i 18 mauientis 3 LT HCV (cepenniii Bik 39,09 +
5,31 pokiB), HeiH(ikoBaHux H. pylori. Beim mamienTamM nmpoBonuiucs pyTHHHI OioXimMivHi
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nocnimkenns (0untipy6in, ACT, AJIT, myxuoi dpocdarazu, ['TTII, ans6yminy). ¥ 21 H. pylori
- no3utuBHUX 1 19 H. pylori -nerarusnux nauientis 3 XI'C iy Beix nanienris 3 [{IT HCV

JUISL TIarHOCTHKHM T1aTOJIOTIT BEPXHIX BiLIIIIB IIUTYHKOBO-KHIIIKOBOTO TPAKTy BUKOHYBAaJIacs
e3otaroracrpogyonenockorist (EIZIC). H. pylori craryc ouinroBascs 13C - ceqoBHHOIO
nquxainpHuM TectoM (13C - MIT) na indpauepBonomy criekrpomerpi IRIS Doc (Wagner,
Himeuunna), mBuakuM ypeasuuit tecrom npu EIJIC, IOA 3 Bu3HauYeHHSIM aHTHTLI J10

H. pylori B cuposarui.

Pesynbratn T2 o6roBopennst. 3a nanumu ETJIC Bin3HauaeThest 3HAUMMO OLTBII BHCOKA
nomupenicts Hearpodivdeckiit (XHI'), arpodiunoro (XAI') racTpuTy i meNTHYHOT BUpa3Ku
(I151) 3a masBHOCTI H. pylori six npu XI'C (XHI™: 25,00% mpotu 23,50%, p > 0,05, XAT™:
16,18 mpotu 0,00, p < 0,001, IT51: 8,82% npotu 3,7%, p < 0,05), Tak i mpu L{IT HI": 30,43%
npotu 11,11%, p < 0,05, XAT": 39,13 npotu 22,22, p < 0,05, I151: 39,13% nporu 11,11%,
p <0,05). ¥ nauienris 3 L{IT HCV (H. pylori +) 3a3Hava/iocst He TiIbKK 3HAYUMO GiJIbLI
Brucoke nomupeHHs XAT i [14 B mopiBusanHi 3 LII1 HCV (H. pylori -), ane it y nopiBHsHHI 3
XI'C (H. pylori +): XAT - 39,13% nporu 16,18%, I151 - 39,13% npotu 8,82%. [1pu oninmi
6ioxiMiuHNX Mepkepa He BU3HaYaIacsi 3HAYMMOT'O BiIMIHHOCTI B piBHAX aybOyminy (XI'C
48,93 £ 0,61 nporu 47,89 + 1,07, p > 0,05; LII1 43,30 + 0,47 nporu 39,86 = 0,52, p > 0,05),
6inipy06iny (XI'C 18,72 + 2,08 npotu 19,87 + 2,30, p > 0,05; L1 30,24 + 3,30 nporu 29,04
+2,79, p > 0,05), myxnoi pocdarasu (XI'C 54,69 + 11,79 npotu 57,36 + 12,63, p > 0,05;
11T 88,13 + 19,89 nmpotn 89,77 + 20, 34, p > 0,05), ['TTII (1,09 £ 0,12 npotu 1,12 + 0,09,
p>0,05;1,26 £ 0,13 npotu 1,27 £ 0,18, p > 0,05) Mix TOCTIKYBAaHUMH IPYIIAMH Ta
rpynaMy HOPIiBHSHHS. Y TEX Yac CIIOCTePIraocs: 10CTOBIpHE PO3XOMKEHHS MIXK PIBHIMUI
AJIT (96,81 £ 71,06 npotu 88,69 + 49,53, p < 0,05) i ACT (83,21 + 60,84 npotu 80,2

+ 43,99, p <0,05) cepen H. pylori (+) i H. pylori (-) nanienTis 3 XI'C. ¥ rpyni LI gani
MOKAa3HMKHU 3HA4y1oro BiamMiHHOCTI He Mmau (AJIT 122,85 + 68,87 npotu 121,26 + 59,
13,p > 0,05; ACT 85,13 + 57,63 npotu 84,65 + 50,24, p > 0,05). [Ipu po3noziii nanieH-
TiB 3 XI'C 3anexHo Bix crynens oocimeninus H. pylori B 6ionTarax cim3oBoi 000710HKH
IITyHKA BiJ3HauaeThest ocToBipHe BigMiHHICTh piBHIB AJIT i ACT Mik MiHIMaTbHUM
CTYIICHEM 1 BUCOKUMH CTyMEHsIMH (+ +, + + +) o6ciMmeHiHHs. [Ipu BukopucrtanHi 13C -
MJT cepen nanientis H. pylori (+) 3 LIT HCV, upo3 newinku kiacy A 3a mkanoro Child-
Pugh niarnocroBano y 9-u, xiacy B -y 9-u, knmacy C - y 5-tu xBopux. [Ipu nopiBHsHHI
KUTBKOCTI TTO3UTUBHUX PE3YJIBTATIB JOCIIDKEHD B CKpiHipyeMoH momyisinii marieHTis 3 LT
HCYV na H. pylori metonamu I®A ta 13C M/IT, Oyio BiZiCyTHE JOCTOBIPHO BiIMiHHICTb MiX
yacToTolo nmo3uTuBHUX pe3ynbsrariB 13C MT ta IDA npu L1 knacax A i B 3a mkanoro
Child-Pugh. Ilpu xnaci C yacToTa MO3UTHBHUX pe3yibTaTiB 3a 1aHuMu [DA Gyina 10cToBipHO
Buiie (IPA -21,74,13C - MIT - 34,48, p <0,05,).

BucHoBkH. AHaii3 JaHUX OTPUMAHHUX HAMH MU TOCIIHKEHH] ITOMIMPEHOCTI XeTIKOOaKTepHOT
ndekyn y naientis 3 XI'C i HIT y Kpumcrkiit momyssimii mokazaB 3HaYMMO OLTBII

BUCOKY nommpenicts H. pylori npu ingikysanni HCV. Busisiena TeHeHmist 10 61i1bmr
BUCOKHX CTymeHiB obcimeHinns H. pylori y mamientiB 3 XI'C noeHyeThCS 3 1MiABHIICHHSIM
6ioximiunux Mapkepi (ACT, AJIT), Mmoxxe BKa3yBaTH Ha IIO€HAHE BIUIMB JIBOX 1H(QEKIIHHNX
areHTIB IIPU 3aXBOPIOBAHHSX IediHky. OTpUMaHi JaHi NOKa3yloTh HEOOX1IHICTh MOANIBIIIOTO
OLITBIII IETATFHOTO BUBUCHHS 3HAYCHHSI [TO€IHAHOTO BILTMBY YMHHUKIB arpecii HCV i

H. pylori-indekuii Ha renaTonUTH, BIUIUBY CTyNeHs (iOpO3y, 3HATYIIOCTI epaJuKaIiiHOT
Tepartii, pO3poOKH KOMIDIEKCHOTO MiIXO/Ty Al 3HIDKEHHS PH3HKIB HECIPHATIHNBIX
PpEe3yJIbTaTiB y 1aHOI TPy MAIi€HTIB.

KitrouoBi crioBa: XpoHiuHHIA BipycHU# renatut; mupos; H. pylori; HCV.

The role of Helicobacter pylori in }:_)Iatients with chronic hepatitis
and liver cirrhosis associate with HCV

LL. Kljaritskaya, V.V. Krivy, Matrau Sifallah

The urgency of HCV infection caused by the prevalence of chronic hepatitis C (CHC) and
the risk of adverse outcomes of this disease represents a huge medical, social and eco-
nomic problem.

According to the World Health Organization, there are about 180 million people (3%

of the world population) have chronic hepatitis C and 350 thousand die each year from
complications provoked by the disease. Furthermore CHC is the most common cause of
liver cirrhosis (LC), liver failure, hepatocellular carcinoma (HCC) and, as a consequence,
the main indication for orthotopic liver transplantation (OTP) in developed countries.

It should also be remembered that 65-85% of cases of acute HCV- infection becomes
chronic. And 57% of cases of liver cirrhosis (LC) and 78% of cases of hepatocellular car-
cinoma (HCC) are associated with hepatitis B and C. Annually has been recorded over
3-4 million new cases of hepatitis C. It should also be remembered that in 65-85% of
cases of acute HCV- infection becomes chronic. In Ukraine, in 2009-2011 the incidence of
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hepatitis C averaged 7.03 cases per 100 thousand population, or 183 million in absolute
terms. As a rule, the actual incidence is 6-10 times higher than official statistics. There-
fore, we can reasonably assume that in Ukraine there are now no less than 1 million
patients with hepatitis C.

New indications for eradication of infection Helicobacter pylori (H. pylori) displayed in
the Maastricht Consensus 4 takes place in parallel with the continuation of the study of
the role of bacteria in the pathogenesis of the other diseases. Consensus refers to the
need for further research value of H. pylori in the development of pathological condi-
tions of liver diseases, gallbladder and biliary tract, pancreas, intestine, and systemic
lesions of the cardiovascular system, skin and other organs. The predominance of H. py-
lori in patients with HCV- associated chronic hepatitis, cirrhosis and HCC. DNA detection
of different Helicobacter species in liver biopsies from patients with hepatobiliary pa-
thology lead to hypotheses about the role of H. pylori infection in the transformation of
CVH in liver cirrhosis and HCC. Some strains of H. pylori due to greater virulence may be
associated with the degree of severity of liver disease. However, the determinants of this
progression taking place in HCV- positive patients not yet not fully understood.

Objective: To determine the features of the occurrence of chronic HCV-infection in pa-
tients infected with H. pylori in the Crimean population.

Material and methods: according to the data from our preliminary studies of preva-
lence H. pylori among patients with Crimean population with liver disease viral origin,
from 04.2013 to 11.2013, on the base of gastroenterology department KRU KTMO
“University Hospital” was examined 243 patients with chronic HCV- infection. Combina-
tion of HCV- infection and H. pylori was detected in 91 (37.45%) patients (45 male, 44
female, mean age 36, 61 + 3,56 years). In 68 of them (mean age 31,71 + 4,82 years) diag-
nosed with chronic hepatitis C (CHC), 23 patients (mean age 39,04 + 2,77 years) - liver
cirrhosis in the outcome of chronic hepatitis C (LC HCV). Primary examination preva-
lence H. pylori according 13C -MDT in patients with chronic viral hepatitis C was 36.19%
(16 patients) LC HCV was 76.64% (23 patients). On the basis of clinical diagnoses,
patients were divided into two study aims. The comparison was done with two control
groups comprised 27 patients (mean age 32,69 * 3,11 years) with chronic hepatitis C
and 18 patients with liver cirrhosis HCV (mean age 39,09 + 5,31 years), not infected with
H. pylori. All participants were underwent routine biochemical tests (bilirubin, AST, ALT,
alkaline phosphatase, GGT, albumin). In 21 H. pylori-positive and 19 H. pylori- negative
patients with chronic hepatitis C and in all patients with liver cirrhosis to HCV with diag-
nosis of upper gastrointestinal pathology was performed esophagogastroduodenoscopy
(EGD). H. pylori status was assessed 13C — urea breath test (13C - UBT) on the infrared
spectrometer IRIS Doc (Wagner, Germany), rapid urease test during endoscopy, ELISA
detection of antibodies to H. pylori in serum.

Results and discussion. According endoscopy noted significantly higher prevalence of
non-atrophic (CNG), atrophic (CAG) gastritis and peptic ulcers (PU) in the presence of
H. pylori as in CHC (CNG: 25.00% vs 23.50%, P > 0.05, CAG: 16.18 vs. 0.00, p <0.001, PU:
8.82% vs. 3.7%, p <0.05), and in LC: 30.43% vs. 11.11%, p <0.05, CAG: 39.13 vs. 22.22, p
<0.05, PU: 39.13% compared to 11.11%, p < 0.05). In patients with liver cirrhosis HCV
(H. pylori +) observed not only significantly higher distribution of CAG and PU com-
pared with CP HCV (H. pylori-), but in comparison with CHC (H. pylori +): CAG - 39.13%
against 16.18%, PU - 39.13% vs. 8.82%. In assessing biochemical markers was not
determined significant differences in the levels of albumin (CHC 48,93 + 0,61 vs 47,89
+1,07, p>0.05; LC 43,30 £ 0,47 vs 39,86 + 0,52, p> 0.05), bilirubin (CHC 18,72 + 2,08

vs 19,87 + 2,30, p> 0.05; LC 30,24 + 3,30 vs 29,04 + 2,79, p > 0.05), alkaline phospha-
tase (CHC 54,69 + 11,79 vs 57,36 + 12,63, p> 0.05; LC 88,13 + 19,89 vs 89,77 + 20,34,
p>0.05), GGT (1,09 £0,12vs 1,12 + 0,09, p > 0,05; 1,26 £ 0,13 vs 1,27 £ 0,18, p> 0, 05)
between the study groups and the comparison groups. At the same time there was a
significant difference between the levels of ALT (96,81 + 71,06 vs 88,69 + 49,53, p <0.05)
and AST (83,21 + 60,84 vs 80,2 + 43,99, p <0.05) of H. pylori (+) and H. pylori (-) patients
with CHC. In LC aim the performance data had no significant difference (ALT 122,85 *
68,87 vs. 121,26 + 59,13, p> 0.05; AST 85,13 + 57,63 vs 84,65 + 50,24, p> 0.05). In the
distribution of patients with chronic hepatitis C, depending on the degree of contami-
nation of H. pylori in gastric mucosal biopsy specimens was a significant difference in
levels of ALT and AST between the minimum degree and high (+ + + + +) contamination.
When using 13C -MDT among patients H. pylori (+) with HCV LC, cirrhosis class A on a
scale of Child-Pugh was diagnosed in 9, class Bin 9, C in 5 patients. When comparing the
number of positive research results in screenable population of patients with HCV CPU
on H. pylori by ELISA and 13C MDT, absent significant differences between the frequency
of positive results MDT 13C and CPU at IFA classes A and B on a scale of Child-Pugh. In
class C frequency of positive results according to ELISA data were significantly higher
(ELISA - 21.74 13C -MDT - 34.48, p < 0.05).
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Conclusions. Analysis of the data obtained by us in the study of the prevalence of H. py-
lori in patients with CHC and LC in the Crimean population showed a significantly higher
prevalence of H. pylori infection in patients with HCV. A trend toward higher degrees of
contamination H. pylori in patients with chronic hepatitis C combined with an increase
in biochemical markers (AST, ALT) may indicate the combined effect of the two infectious
agents in diseases of the liver. These data the need for further, more detailed study of
value of the combined impact of factors of aggression HCV and H. pylori- infection on he-
patocytes, influence the degree of fibrosis, the importance of eradication therapy, devel-
op a comprehensive approach to reduce the risks of adverse outcomes in these patients.

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