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OBaHaAUATUNANOT KULLKW.

Ha CbOrogHi epapgukauia Helicobacter pylori ctana
rOJIOBHOIO CTpaTerielo JNikyBaHHA MenTU4HOI BMpas-
k1 gaHagusatTunanoi kuwkn (MBAMK) Ta iHwmx xBopob
TPaBHOro kKaHasy, acouioBaHMX i3 UMM MiKpPOOpPraHi3-
MoM. JlikBigauis iHdeKkuii po3rnagaeTbCa K BaXUBUN
YMHHUK 3HWXEHHHA PU3NKY afeHOKapUMHOMW LUIyHKa
[14]. H. pylori cnpuynHioe remoTakcuc HenTpoodinis Ta
MOHOUMTIB, 3BiJIbHEHHS 3HAYHOI KiJIbKOCTI aKTUBHUX
dopm kucHio (ADPK), Hacamnepepn cynepokcug, aHioHy,
3YMOBJIOKO4M, TaKMM YMHOM, PO3BUTOK 3anasieHHsa. Haa-
MipHa aKkTuBaLifa BiNbHOpaauKanabHUX peakLir Ta ninone-
pokcuaalii 3anyckae B OpraHiami HM3ky MeTabonivyHux
KackagiB, CNpsiMOBaHMX Ha aganTauito 4O AiT NOLWKOAXKY-
BaJIbHUX YMHHUKIB. CamMe IHTEHCUBHICTb Aii NOLWKOOXY-
BasIbHOro YnHHMKa (H. pylori) Ta cnna 3axmcHux mexa-
HI3MIB MakpooOpraHiaMy BM3Ha4ae Hacnigok B3aeMofil,
IO MOXe BapitoBaTW Big, 6€3CMMMNTOMHOIO HOCINCTBa OO
BMPA3KM 41 HaBiTb paky wnyHka [9, 10, 14, 16].

Baroma ponb y poO3BUTKY UMX NATONOrN HanexuTtb
OKWMCHOMY CTPECOBI, 9K1UIA BUHUKAE B YMOBaX HagMipHOI
ninonepokcunaadii Ha T 3HUXKEHOro aHTUMOKCUOAHTHOro
3axXUCTY i, IK HAcNigoK, 3yMOBJIIOE HArPOMaOKEHHS NPo-
OYKTIB OKMCHOT AEeCTPyKLUii MakpomMonekyn y C/n3O0Bin
obonoHuj wnyHka (COLW) [12, 13, 15—19]. Hahbinbwe
BMBYEHNUM Ha CbOrOOHI MapKepPOM OKMCHOro CTPecy €
4-rippokcn-2,3-TpaHCc-HOHeHanb (4-M'H), BTOPUHHWUIA
NPOAyKT ninonepokcuaadii omera-6 xunpHux knucnot [20,
22, 23]. OpgHak y dizionoriyHnx KoHueHTpauisx 4-N'H e
Ba>K/INBOIO CUMHAJIbHOIO MOJIEKYSIONO | PEryioe npouecu
andepeHuiauii, nponidpepadii, anonTody, 3anajaeHHs Ta
eHepreTu4Horo metaboniamy [20, 22, 23].

Cy4acHi iMyHOrICTOXiIMiYHI METOAM OalTb 3MOry cne-
UMOIYHO OuiHIOBaTK BMICT Ta po3noain 4-MN'H y TkaHmnHax
OopraHiamy, J1okanbHO, HaBiTb Ha PiBHI OKPEMUX KNITUH Ta
opraHen, BUABNATN 03HAaKMU OKMCHOro ctpecy. Meta po-
60T — BUBYMTK BMICT Ta po3nogin 4-M'H y COLL xBopux
Ha H. pylori-acouinosany MNBAIMNK i noro 3miHn nicns
CTaHOAPTHOrO NiKyBaHHS.

MaTepianu Ta meToan AOCAIAKEHHS

O6cTexeHo 29 xBopux 3 aktmeHoto MNBANK Bikom Big, 18
0o 44 pokis (cepenHii Bik M £ m, (32,1 = 1,7) poky, 18 4o-
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nosikiB Ta 11 xiHOK). [iarHO3 BCTAHOB/IEHO Nicng 3arasib-
HOIO KJTIHIYHOro Ta eHAOCKOMIYHOrO AOCNIAXKEHHS. YCi XBO-
pi OTpMMyBaM MOTPIVHY Tepanilo 3a CXEMOLO: flaHconpa-
3o0n — no 30,0 mr, amokenumniH — no 1,0 r Ta knapuTpo-
MiupH — no 0,5 aBidi Ha goby npotarom 7 ai6. KoHTposb-
Hy rpyny cknanu 20 yMOBHO 300POBUX BOJIOHTEPIB (BiK M
+m, 29,7 poky = 1,4 poky, 12 4yonosiki Ta 8 xiHOK). >)Ko-
OeH 3 o6cTexeHnx He BXuBaB H,-rictamiHoBMX 6510KkaTo-
piB, iHriGITOPiIB NPOTOHHOI NOMMNK, NpenapariB BiICMYTY, aH-
TMBIOTKKIB, HECTEPOIOHMX MNpOTM3ananbHMX 3acobiB uun
KOPTMKOCTEPOIAIB HE MEHLUEe HiX 3a MicAub 00 rnovartky
pocniopkeHHs. IHpopMoBaHy 3rofly y KOXXHOro o6CTexeHo-
ro OoTPUMaHoO nepep yseoeHHAM Y OOCIIMKEHHS, 3aTBep-
mkeHe ETnyHMM KOMITETOM JIbBIBCbKOrO HaLiOHANBLHOMO
MeOn4HOro yHisepcuteTy imeHi JaHuna lanvupkoro.

Mo oBa 3pasky TKaHWUHW ONK FiCTONMOMNYHOro Ta iMyHo-
riCTOXiMIYHOrO AOO0CHIOXEHHS OTPUMAHO i3 Tina Ta aHT-
panbHOro Big4iNiB LWAyHKA Mif Yyac eHAO0CKONIYHOro Aoc-
nipxkeHHa. Ogpasy x nicns B3aTTa maTepian gikcyBanu 'y
10,0% dopmaniHi, NoTiM gerigpysann B €TaHOAI i NOMi-
wanun y napadiHosi 6nokun. 3pi3n gns pyTUHHOrO ricTo-
NOriYHOro AocnifXeHHs 3abapBoBan remaTokCuniHoM
Ta eo3nHOM, Ana BusBneHHs H. pylori — 3a meTogom
lim3un [7]. JopoaTtkoBo oauH GionTaT 3 aHTPasIbHOrO Bif-
ainy oTpyMyBanu Ona MNpOBEAEHHS LBMOKOro ypeas-
HOro TecTy. 3ananeHHsi, MikpobHe obciMmeHiHHs H. pylo-
ri, 3an03ncTy aTtpodito, ANCnNasito Ta KULWKOBY MeTa-

Nnasito ouiHioBaNun aKiCHO («0» — HeraTmBHO i «1» — no-
3UTUBHO) i HaMiBKiNbKICHO, BiAMOBIOHO O0 NMepernsHyToi
CigHencbkoi knacuoikauii («0» — Hemae 03Haku, «1» —

cnabko BMpaxeHa, «2» — cepedHii CTyniHb BUPA3HOCTI,
«3» — BMpasHa cunbHo) [1].

PenpeseHTatnBHa Bubipka napadiHoBux 6nokis (21
Bio H. pylori-no3utueHux xsBopux Ha MBAMK Ta 20 Big,
YMOBHO 300pPOBUX BONOHTEPiB — 8 H. pylori-no3ntmnBHmx
i 12 HeraTuUBHMX) B3ATa ANS IMYHOrCTOXIMIYHOro Aocnig-
XEHHS!, IKe NPOBOAWM 3 BUKOPUCTaHHAM Habopy LSAB
kit (DAKO, [aHisa) Ta cneumdiyHnx MOHOKIOHANbHUX aH-
TnTin 0o 4-fH [21].

JocnipxysaHi napametpu y CO wiiyHKa NOpiBHIOBaNM
3a [0MNOMOrot0 TecTy 2 MiCNs BU3HAYEHHSI O3HAKM K Mo-
3UTUBHOI YM HETaTUBHOI.
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Pe3ynbraTtn Ta iIXHE 0OGroBOpPEHHSA

Cepepn, o6cTexeHnx 29 xsopux Ha MBAMK H. pylori
BuaBunn y 21 (72,4%). Ix i sigibpanu ons noganbLoro
06CTeXeHHs. Y KOHTPONbHI rpyni H. pylori-no3ntmueHm-
Mu 6ynn 8 ocib (40%). McToNoriyHoO y HUX BUSIBASIN 03-
HaKW XPOHIYHOro HeaTpodiyHOro racTputy Tuny B, Toai
SIK Y NepeBaXxHOi KinbkocTi H. pylori-HeraTuBHUX BONOH-
TepiB XOAHOI NAaTONOrYHOI 3MiHM He BUSBNEeHO. O3Hakn
3ananeHHa BUABASAN 3HAYHO yacTiwe y H. pylori-no3u-
TUBHUX XBOPUX MOPIBHAHO i3 KOHTPOJIBHOK rPynoto
(tabn. 1). JloMiHaHTHUM BUSIBOM 3ananieHHs Gyna mak-
podaranbHa iHdInbTpauis, Toai Ak 36iNbLIEHHS KiNlbKOCTI
HelnTpodinis y cnuaosii 0060NOHLI cnocTepiranocs
3Ha4yHO pigwe. Yepes 4—5 Tux nicng 3aCTOCYBaHHS
epagmkauinHoi cxemun nikyBaHHsa H. pylori BusiBunn y
2 (9,5%) xBopux, WO CBiAYNTb NPO 3af0BiNbHY edek-
TUBHICTb NiKyBaHHS, CMiBMipHY i3 ONMCYBaHUMU B Cyyac-
Hin nitepaTypi [12, 19]. Cnig 3a3HaunTK, Wo edpekTnBHa
epagvkauis H. pylori 3a6eanedvyBana nNpakTU4HO MOBHY
nikBigauito BusBiB 3ananeHHs y COLU (ame. Tabn. 1).
[MpoTe y niTepaTypi HEPIAKO 3yCTPiYalOTLCA NOBIAOMIIEH-
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HA NPO 3anukoBi MOPdOdYHKLiOHaNbHI 3MiHM y COLU
nicns ycniwHoi epaaukadii H. pylori [2, 11, 12].

Mig yac iMyHoricToXiMiYHOro pocnigXeHHs GionTaTiB
CNn30B0i 060JIOHKM TiNa Ta aHTPanbHOro BioAINIB LUIYH-
Ka BMSIBNEHO 3HAYHO BMpasHile HarpomMaaxeHHsa 4-M'H y
XBOPUX MOPIBHSAHO 3 KOHTponem (1abn. 2; puc. 1). Ocob-
NINBO Chif BKa3aTu Ha HasiBHICTb 4-TH y aopax rmaHay-
NIOUMTIB BNACHUX 3as103 LWyHKa 6aratbox XBOPMX, Xo4a
Y XXOAHOr0 BONIOHTEPA Taknx 3MiH He BUsaBneHo. Hagmip-
He HarpomamxeHHs 4-I'H, ocobnuneo y sapax KNiTUH, SKi
3a3Buyali gobpe 3axuuleHi Big, Oji BinbHUX pagukanie Ta
NPoAYKTIB Ninonepokcuaauii, CBig4YMTb NPO BUCHAXKEHHS
aHTMOKCUAAHTHOIrO 3axuCTy Ta O3Haku JIOKaJbHOro
okuMcHoro cTpecy. Taka metaboniyHa cuTyauis Ccynpo-
BOOXXYETbCSA 3HAYHUM MOLUKOAXKEHHSIM MaKpPOMOJIEKY, B
Tomy yuncni AHK, i € BaxnMBMM eneMeHTOM natoreHesy
He Tinbkn MBAMK, a n H. pylori-iHaykoBaHOro KaHuepo-
reHedy [14]. BwusHauyeHHa 4-TH nicna epaguvkauii
H. pylori BusiBMNO gewo HecnogiBaHi pesynstatu. Ak y
aHTpanbHOMY BigAini, Tak i B TiNi WAyHKa, HArpOMaaXeH-
HS 4-TH npakTM4HO HEe 3a3Hano 3MiH, a B OKPEMUX naui-

Tabnuus 1. IHpikoBaHicTb H. pylori Ta pe3ynbraTh rictonoriYyHoro Aocnig)XeHHs CM30B0I 000JIOHKMK
LWIYHKa B YMOBHO 34,0pOBUX BoJIOHTepiB (n = 20) Ta xBopux Ha NBANK (n = 21)

KoHTponbHa rpyna XBopi .Ha nBAoNK Xl_sopi H_a nBaonkK
Napametp B0 NiKyBaHHS nicns nikyBaHHs
AHTpYM Tino AHTPYM Tino AHTpYM Tino
H. pylori 8 (40,0%) 7 (35,0%) | 21 (100%)*** | 19 (90,5%)*** | 2 (9,5%)**# 2 (9,5%)* #*
Hentpodinu 2 (10,0%) 2(10,0%) 5(23,8%) 3 (14,3%) 0* 0
MoHounTtn 8 (40,0%) 7 (35,0%) | 21 (100%)*** | 21 (100%)*** 2 (9,5%)* 2 (9,5%)*
ATtpodis 0 0 2 (9,5%) 3 (14,3%) 1(4,8%) 2 (9,5%)
MeTannasis 0 0 1 (4,8%) 0 1 (4,8%) 0
Incnnasia 0 0 1(4,8%) 0 0 0
NimoigHi donikynn 2 (10,0%) 2 (10,0%) 7 (33,3%) 5 (23,8%) 1(4,8%) * (O

lMpumitka. * Pi3HMLUSI 3 KOHTPOJILHOIO rpyroto BiporigHa (P < 0,05). ** Pi3HunLs 3 KOHTPOJILHOIO rpyroto BiporigHa (P < 0,01).
*** Pi3HuLs 3 KOHTPOJIbHOKO rpyrioto BiporigHa (P < 0,001). # PisHnus Ao Ta nicns nikyBaHHS BiporigHa (P < 0,05).

## PizHuyus go Ta nicss nikyBaHHs BiporigHa (P < 0,001).

Tabnuusa 2. BmicT Ta po3nogin 4-T'H y cnu3oBiii 060010HLi LLTYHKA B YMOBHO 340POBUX BOJIOHTEPIB (n = 20)

Ta H. pylori-noautuBHnx xeopux 3 NBAMNK (n = 21)

KoHTponbHa rpyna

Xeopi Ha NBAMNK
A0 NiKyBaHHS

Xsopi Ha NBAMNK
nicng nikysaHHS

MapameTp
AHTPYM Tino AHTPpYM Tino AHTPpYM Tino
MoBepxHeBWIA eniTeni 2 (10,0%) 0 7 (33,3%) |15(71,4%)***| 8 (38,1%)* | 6 (28,6%)**##
FMKoBWIA eniTeni 1 (5,0%) 0 10 (47,6%)** |10 (47,6%)***| 8 (38,1%)* |17 (81,0%)***#
BnacHa nnactuHka 7 (35,0%) | 8 (40,0%) | 16 (76,2%)** | 16 (76,2%)* |17 (81,0%)** | 20 (95,2%)***
Uutonnaama rmaHaynoumTtiB | 20 (100%) |19 (95,0%)| 21 (100%) 21 (100%) 19 (90,5%) 21 (100%)
fapa rmaHaynounTie 0 0 9 (42,9%)*** | 4(19,0%)* | 8 (38,1%)** | 9 (42,9%)***

TMpumitka. * Pi3HMLST 3 KOHTPOJILHOIO rpyrnoto BiporiaHa (P < 0,05). ** Pi3HuLs 3 KOHTPOJIbHOK rpyrioto BiporigHa (P < 0,01).
*** Pi3HULS 3 KOHTPOJIbHOIO rpyrioto BiporigHa (P < 0,001). * PisHnus go Ta nicns nikyBaHHs BiporigHa (P < 0,05).
## Pi3HuyLs [0 Ta nicss nikyBaHHs BiporiaHa (P < 0,01).
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€HTIB HaBiTb 36inbLKMNocs. Jinwe y noBepxHeBoMy eni-
Tenii Tina wnyHka BmicT 4-I'H BiporigHO 3MeHLnBCS,
0O4YEeBMOHO, BHaCNIQOK NPUNWUHEHHSA MaTOreHHoi Aaii
H. pylori. BaxnmBo, wo HarpomagxeHHsa 4-TH y agpax
rMaHayNOUNTIB HE TiflbKN HE 3MEHLUMAOCS, I Mano TeH-
OeHuito ao 36inbleHHs (amB. Tabh. 2), Wo ceig4ynTb Npo
nepcucTeHLilo okucHoro ctpecy y COLU nicna epagu-
kauii H. pylori.

OTmxe, Taki BigoOMi dakTh, 9K «CUHOPOM MOBEPHEHHS
KJiHiKN», 3pOCTaHHA 4acTkm H. pylori-HeratmeHux ayo-
[EeHanbHUX BMPa30K, NEPCUCTEHLS OKUCHOIO CTPEcy Yy
COLU HaBiTb micnga ycnilwHOi epaguvkauji, BKasylTb Ha
KOH4Yy noTpeby B AOMOBHEHHI CTAHAAPTHOrO NiKyBaHHS
NBAMNK 3acobamn kopekuii okMcHOro ctpecy. Y ubomy
KOHTEKCTi Ha 0cobnMBY yBary 3acilyroBye MOXJIMBICTb
3aCTOCYyBaHHA MPUPOAHMX 3acobiB, sKi aKTUBI3YIOTb
OKWCHO-BIAHOBHI peakLji i ToMy 34aTHi eDEeKTUBHO JiKBi-
[OBYBaTW BUSIBU OKMCHOrO cTpecy. Cepen HMX — onisa 3
HaCiHHSA amapaHTa, oMera-3 nofliHeHACUYeHi XMPHi K1C-
N0TK, iHTEPBAJIbHE MNOKCMYHE TPEHYBAHHS TOLLO, edek-
TUBHICTb SIKMX Y NiABULLEHHI MOTYXHOCTI (YHKUIOHaNb-
HO-MeTaboniyHOro pe3epBy 0OrpyHTOBaHA i NPOOEMOH-
CTpoBaHa y 6aratbox gocnigxeHHsx [3—6, 8].
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BucHoBku

YcniwHa epaaukauia H. pylori He 3abe3neyye 3mMeH-
LLIEHHS BUSABIB OKMCHOrO CTPecy (3a BMICTOM Ta po3no-
ainom 4-fH) y cnnaosini 060M0HLi LWyHKa Yepe3 4—
5 Tvx nicna nikyBaHHA, NONpY BUPa3He MOoninwWeHHs ric-
TONOTiYHOI CTPYKTYPW i NiKBiAALiIO 3ananeHHs.

MepcnekTuBM noganbLUNX [OCAIAKEHb

MepcnekTUBHUM € [OCHIOKEHHS BMAMBY MNPUPOLHUX
3aco06iB KOpPEKLi OKMCHOro cTpecy Ha piBHi COLU Ta uj-
JIOro OpraHiamy B KOMMJIEKCHOMY fiKyBaHHI MaLieHTIB 3
NBAMNK un iHWwuMK H. pylori-acouinoBaHnmmn xsopoba-
MW TPaBHOiI CUCTEMMU.
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OPUTIHAJNIbHI AOCNIAXEHHS4

NPOABNIEHWUS OKUCJIUTENBHOIO CTPECCA B CJZIM3UCTON OBOJTONKE XENYAKA
BOJIbHbIX C MENTUYECKON 93BOM ABEHAQLATUNEPCTHON KULLIKK
MOCNE YCMELUHON SPAAUKALW HELICOBACTER PYLORI

A.N. Yepkac, X.0. CemeH, O.MN. Ennceera, [1.B. KamuHckunia,

M.M. JlasypeHko, O.9. AukeBny, 0.0. AGparamoBu4

MNpoBeaeHo MMMYHOrMCTOXMIMMYECKOE UCCnefoBaHne CoOAepXaHnsa 1 pacnpeneneHns BTOPUYHOro NpoaykTa anno-
nepokcuagaunmn 4-ruppokcu-2,3-tpaHc-HoHeHans (4-FH) B cnuanctoli obonouke xenyaka 60JbHbIX NENTUYECKON
A3BOW ABeHaguaTunepcTHon kuwkn (MAAMNK) 1 ycnosBHO 300p0BbIX BONIOHTEPOB. MNoka3aHo 605iee BbLICOKOE HAKOrM-
nexve 4-N'H no cpaBHEHMIO C KOHTPOJILHOW FPYNMOoi U 0COOEHHO NMPUCYTCTBUE €ro B aapax rMaHaynouuToB y 60b-
HbIX. [ocne apaankaumn H. pylori ypoBeHb HakonneHus 4-MH He yMeHbLuancs, B TOM 4Yucie 1 B gapax rmaHaynoum-
TOB, YTO CBMAETENLCTBYET O MEPCUCTEHLMMN OKUCANTENBHOIO CTpecca B CANM3NCTOM obonouke xenyaka v Tpebyet
MCNOJIb30BaHUA 3DMEKTMBHBIX CPEACTB KOPPEKLUN OKUCIUTENBHOrO MeTabonvMama npu KOMMJIEKCHOM JIe4eHUn
naank.

MANIFESTATIONS OF OXIDATIVE STRESS IN GASTRIC MUCOSA
IN PATIENTS WITH DUODENAL PEPTIC ULCER
AFTER SUCCESSFUL HELICOBACTER PYLORI ERADICATION

A.P. Cherkas, Kh.O. Semen, O.P. Yeliseyeva, D.V. Kaminskyy,

M.M. Lazurenko, O.Ya. Yatskevych, 0.0. Abrahamovych

The immunohistochemical evaluation of accumulation and distribution of 4-hydroxy-2,3-trans-nonenal (HNE) in gas-
tric mucosa of H. pylori-positive duodenal peptic ulcer (DPU) patients and healthy volunteers was performed.
Significantly higher HNE levels, especially in nuclei of glandular epithelium, in DPU patients comparing to healthy
volunteers was shown. After successful eradication of H. pylori the levels of HNE didn't change significantly indicat-
ing persistence of oxidative stress in gastric mucosa. These findings suggest the importance of inclusion into the
complex treatment of DPU remedies able to modulate oxidative stress manifestations.
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