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OPUTIHAJNbHI AOCNIAXEHHS4

KOHLIEHTPALII1 ACKOPBIHOBOI KUC/IOTH
B LWJIYHKOBOMY COKY TA CUPOBATLII KPOBI Y XBOPUX
HA XPOHIYHUWA TACTPUT TUNY B Y AUHAMIL| NNIKYBAHHS

1.1. BeneHa

XapkiBCbKWin Aep>XaBHU MeANYHUN YHiBepcuTeT

Kniouogi cnoBa: Helicobacter pylori, ackop6iHOBa KMCnoTa, LWAYHKOBUI CiK, CUpOBaTKa KPOBi, aHTUOKCUOAHTHI

BACTUBOCTI.

POHIYHUI racTpuT (XIN) nocigae ueHTpaibHe Micue

cepen xBopoO ractpomyodeHanbHoi AingHkn (80—
85%), 3aiiMarouun nepLue Micue y CBiTi 3a KiNbKiCTIO XBO-
pux. MNOWNPEHHS XPOHIYHOrO racTputy Ta OYOOEHITY Yy
Hawin kpaiHi 3a 5 pokis (3 1997 no 2002 pik) 36inbLLK-
nocsa Ha 26,6%, a 3axBoptoBaHicTb — Ha 19,6% [6]. He-
6esneka XI nonarae B TOMy, WO Yy 6araTbox BuUnaakax
BiH € nMonepeaHnkKoM paky LwnyHka [4]. Bci ui xsopobu
MatloTb CriNbHWUIA eTionoridyHnii YnHHMK — Helicobacter
pylori (H. pylori). Pazom i3 uym B ocTaHHi pokun 30inbLuy-
€TbCS KiNbKiCTb Npaub, MPUCBAYEHUX PONi xenikobakTte-
pifl B ypaXKeHHi OpraHis, WO He HanexaTb 4O LWIYHKOBO-
knwkoBoro Tpakty [1]. 9k 3’dacyBanocsd, Aiana3oH ix
HaA3BUYAMHO LUMPOKNIA — Bifg, CYANHHUX, ayTOIMYHHUX i
LWKIPHUX ypaXeHb A0 Takux, Ik XxBOpobu [MapkiHCOHa,
Bexyepa, ronoBHUi OiNbk i MirpeHs, rmaykoma i yBeiT, ue-
niakisa, xap4yoBa aneprisa [7, 16, 22, 37]. Mo3aracTpanbHi
BUSIBWU MNOB’A3YI0Tb i3 BMJIMBOM YMHHUKIB BiPYNEHTHOCTI
H. pylori meaiatopamu ixHbOi Aji, iIMyHHUM CTaTyCcoOM
MaKpOOpraHiaMmy, BMJMBOM MNpo3anafnbHUX LUTOKIHIB,
nenTuaiB, reMoCTaTUYHUX YMHHUKIB, «DiNkiB TEMI0BOro
LLOKY», MPOAYKTIB NEPEKUCHOIrO OKUCHEHHS ninigis [14,
18, 24]. Yxe poBeneHo eTionoridHy ponb H. pylori B
PO3BUTKY Xap4oBOi aneprii, cuHapomy PenHo, Bereto-
CYOMHHOI amcToHii [12]. MpoTe € po3xooxeHHs nornsaais
woa0 ouiHkM poni H. pylori y mexaHi3mi po3BUTKY Takux
XBOPOO6, fIK MOHOKJIOHaNbHA ramanarisi, NepBUHHA Kap-
LMHOMA MediHku, 3anisogediunTtHa aHemia [15, 34].

Y niTepaTypi € 4umMano NoBigOMSIEHb MPO HIBENIOBAHHS
cMMNTOMIB 3anizoaediumMTHOI aHeMmii, koTpa Oyna ped-
pakTEpPHOO A0 Tepanii npenapaTtamm 3anisa, nicnsa epa-
ouvkauirHoi tepanii [13, 17]. OgHak noBigoMneHb Npo
MOXJMBI MexaHi3amMu BrnnmBy H. pylori Ha meTaboniam 3a-
nisa B niTepatypi He HaaTo OaraTo. [lesiki B4eHi BUCNOB-
NIOKTb MPUNYLLEHHSA, WO ©OakTepia MICTUTb 3aniso-
3B’A3yBasIbHUI NPOTEiH, WO 3a OyaoBOIO i QyHKUIAMYK
CXOXWUI 3 NoacbknM GepuTvHOM, 3 00’€eaHYyBasIbHOIO
aKTUBHICTIO CTOCOBHO reMOBOro 3asi3a epuTpouUTIB
[30]. Y npoueci pocnigxeHHs in vitro M.O. Husson i
CniBaBTOPM BCTAHOBMAU, LWO 3O0BHILHI peuenTopu
membpaHn 6aktepii H. pylori 3gaTHi 3axonnoBat i BU-
KOPUCTOBYBATU A1 POCTY 3ani30 N0ACbKOro nakrode-
puHY i GepymMm3B’a3yBasbHOro MiKONPOTEiHY, KOTPWUI BU-
pobnAeTbCA HerNTpodinaMmn cnnM3oBoi 060NOHKK LYHKA
[19]. We OAHMM MOXIUBMM MeEXaHi3MOM BMMBY
H. pylori Ha abcopObujio aniMeHTapHOro 3ani3a € ackop-
6iHoBa kucnota (AK) LwnyHKOBOro coky. Llein mexaHism,
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Ha BiAMIiHY Bif, MexaHi3MiB, HaBedeHuxX Bulle, Bigobpa-
Xy€e onocepepnkoBaHmini Bnave H. pylori Ha GiogocTyn-
HiCTb 3anisa. AK, gka noTpannsie Ao LIYyHKOBOrO COKY
LUNSXOM aKTUBHOI cekpelii 3 nna3mu kposi [35, 39], no-
ninwye abcop6bujtio 3anisa. o 80% 3aniza, WO Hagxo-
OVUTb 0O OpraHiaMy 3 ixet, nepebyBae B OKUCIEHOMY
ctaHi (Fe®) i BxoouTb 0o cknagy 6inkiB abo opraHivyHmX
KMcnoT. BMBiNbHEHHIO 3ani3a 3 Uux CNOAyK CAPUSE KUC-
e cepenoBulLLEe LLIYHKOBOro coky [8, 11, 26]. Lo peak-
uito iHTeHcuoikye AK, aKka € HanBaXxNMBILLMM «NOCUIOK-
4ynum areHTom» abcopbuii HeremoBoro 3anisa. Llen ¢akt
HaBIiTb MOKNALEHO B OCHOBY «iHTPUIYIOYOi» FinoTesu, o
3ani30 (5K i BiTaMiH B,) Mae BNaCHU BHYTPILLHINA LUAYH-
KOBUA YMHHUK, SKWUIA gonomarae noro abcopbuii. Lim
YMHHUKOM i € AK [26]. BpaxoByloun BMHATKOBO BaXJIMBY
ponb AK ysarani i 3okpema §K Ck1agoBOi LUYHKOBOIO
COKY, aKTyasibHO BU3HA4YUTU, 41 BMIMBAE XenikobakTepi-
03 Ha piBeHb AK B LLTYHKOBOMY COKY Ta CMpPOBaTLi Kpo-
Bi. Bka3aHi acnekTn He 10 KiHUSA BMBYeHO [20, 25, 38].
MeTa gocnigxeHHs: 3’acyBaTu BMNAMB renikobakrepio-
3y Ha piBeHb AK B LWIYHKOBOMY COKY i CMpOBaTLL KPOBI, a
TakOX Ajl0 aHTUrenikobakTepHoi Tepanii Ha Len Gioximiy-
HUM NOKA3HWK LLTYHKOBOIO COKY Ta CMPOBATKM KPOBI.

MaTepianu Ta meToam AOCAIAXKEHHS

0O6cTexeHO 45 XBOPUX Ha XPOHIYHUIA racTpuT Tmny B
(20 3i cnabkmm, 16 3 nomMipHMM Ta 9 3 BUPA3HUM CTyne-
HEM KOMOHi3auji cnru3oBoi 06010HKM winyHka H. pylori).
13 H1x 25 yonogikiB Ta 20 xiHOK Bikom Big 21 go 60 pokiB
(cepepnHin Bik cTtaHoBuB (35,1 poky * 7,5) poky). BoHu
3roAMNncs Ha y4acTb Yy AOCHIAXeHHi, Oynu 3paTHi ao
ajekBaTHOi cnisnpaui. KOHTpONAbHY rpyny cknanm
20 NpakTU4YHO 340POBUX OCIO, WO He O6ynu iHdiIKOBaHi
H. pylori. 3 Hux 11 yonogikiB Ta 9 xiHOK BikoM Big, 20 oo
60 pokiB, cepepHili Bik — (33,5 * 6,5) poky.

Y pocnigxeHHa He 3anyyanm XBOpUX BiKOM MNoHang
60 pokiB, OCKiNbkn BCTAHOBNEHO [9], WO KOHUEHTpaLiga
AK B cupoBaTLui KpOBi Ui€i BIKOBOI rpynu HmX4a, HiX Yy
rpynu 15—60 pokis. KpuTepii Buny4eHHs 3 [OCNIAXEH-
HA: 1) NPUIAOM KMCNOTO3HUXYBaNbHUX NpenapaTiB (3a
dapmMakonoriyHo iHaykoBaHoi rinoxnoprigpii Bmict AK y
LLYHKOBOMY COKY 3MeHLUYeTbCs [28, 29]); 2) npuriman-
HA npenapartiB BiTaMiHy C MpOTAroM OCTaHHIX 4 TuX;
3) aHTMxenikobakTepHa Tepanis NPOTAroM OCTaHHIX 6 MiC;
4) KypiHHA (32 AaHUMKU Oeskux gocnigkeHb piseHb AK B
LLJTYHKOBOMY COKY Ta CMPOBATLL KPOBi LOCTOBIPHO HUX-
ya y nopen, KoTpi kypatb [21, 23, 27, 36]); 5) atpodiyHi
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3MiHW CM30BOiI 060M0OHKM LWAYyHKA. [1o [OCNIOAXEHHS He
3anyyann naujieHTiB i3 cynyTHIMK xBopoGamu (rinepTo-
Hi4Ha xBopo6ba, iemiyHa xBopoba cepus, ncmxonaToso-
risg), 9ki MOMW BRAIMHYTU Ha PEe3ynbTaTv OOCAIOXKEHHS
abo 3yMOBUTM MPUMNUHEHHS y4acTi B HbOMY MaLieHTa.
Ycix xiHok ornsHyB riHekosior. O6¢CTeXeHo opraHn Mano-
ro Taza 3a A0MNOMOIOl0 YbTPA3BYKOBOIrO AOCIIAXKEHHS.

LiarHo3 Bepn@ikoBaHO LWAAXOM OLHKM KOMMAEKCY
cKkapr, JaHUX aHaMHe3y Ta pe3ynbTaTiB iHCTPyMEHTasb-
HUX METOAIB AOCNIOKEHHS: BigeoeHOockonii (Bigeocuc-
Tema «Olympus V 70», AnoHisa) i3 B3ATTAM GionciinHoro
martepiany 3 gHa Ta aHTpasbHOro BIAANY LUAYHKA i NOo-
banbwmm MopdonoriYyHUM JOCHIoKEHHAIM BionTaTy, aKuii
dapbysann 3a metogmkoto lim3u. 3a HasgBHOCTI 0o
20 MiKpOBOHMX Tin y Noni 30py OLHIOBaNMN KOMOHI3aLito sk
cnabkoro ctynens (+), Big 20 no 40 — cepenHbLOro (++),
40 Ta 6inble — Bucokoro (+++) [5]. HasericTe H. pylori
niaTeepmXxysany ABOMa MeTogamMu: ypeasHM TECTOM Ta
riCTONOriYHUM AocnigxeHHaMm. Kpim Toro, BCiM nauieH-
Tam NpoBOAMAN iHTparacTpanbHy pH-meTpito.

PiBeHb AK B LLNYHKOBOMY COKY Ta CMPOBATLL KPOBi BU3-
Havanm NPSMUM TUTPOMETPMYHUM METOOO0M 3 BUKOPUC-
TaHHSIM PoO34nHy 2'6’-amxnopdeHonivagodeHony (6aps-
HUK TunbMaHca) Ao NikyBaHHsS Ta Yeped 2 Mic nicns 3a-
KIHYEHHS1 CTaHOAPTHOI aHTUXeNikoGakTepHoi Tepanii, KoT-
poro nepepnbayanocs npuaHadeHHs pabenpasony (no
20 Mr 2 pasn Ha poby npoTtaroMm 7 Ai6 3 noganbluvm
3HMKEHHSAM go3n oo 20 mr/onoby — 14 pi6), amokcmnum-
niHy (no 1000 mMr Ha o6y npoTtarom 7 Ai6), opHigasony
(no 500 mr 2 pasu Ha poby npoTtarom 7 ai6). MpuHumn
MeTony BM3HaveHHs AK 3acHOBaHO Ha 3patHocTi AK
KiNibKiCHO BifHOBMOBATU OKUCNEHWUI BapBHUK TunbMaHca
no 6e3koNbopoBoi nenkopopmun. OuiHka aHaNiITUYHOI Ha-
DiiHoCTi MeTony — BiaTBOpPtOBaHicTb CV = 5—7% [3].

PedepeHTHi noka3Hukn BCiX napamMeTpiB OTPMMaHi B
npoueci 06CTEeXEHHS KOHTPOJSIbHOI rpynu. Peaynbtatun

Tabnuusa 1. Bmict AK po nikyanHsa (M £ m), mr/mn

OPUTIHAJNIbHI AOCNIAXEHHS4

]

KNiHIYHWX | naBopaToOpHUX OOCHIAXKEHb BHOCUNW B iHAN-
BilyanbHy peecTpauiiHy dopMy, NoTimM 0bpobnsnu ix 3a
MEeTOAO0M BapiauiHOI CTaTUCTUKM 3 ypaxyBaHHAM t-Kpn-
Tepito CTbloaeHTa 3 BU3Ha4YeHHAM P (BiporigHolo BBaxa-
nacs pisHuug npu P < 0,05).

PeaynbraTn Ta IXHE OGroBOpPEHHS

[MOpPIBHAHO 3 NMOKa3HWUKaMW rPynn KOHTPOMO A0 fiKy-
BaHHS NOMITHO Byf10 3HMXEHa KOHUeHTpaujis AK (Tabn. 1)
Y LWIYHKOBOMY COKY 0OCi0, iHdikoBaHux H. pylori.

Takox Tpeba 3ayBaxXuTu, WO Yy NALEHTIB 3 BUCOKUM
CTYNeHeM KOJIOHi3aLji cnn30BOi 0BOMIOHKN LUYHKA
H. pylori 6yB gocToBipHOo (P < 0,05) Huxu4nii piBeHb AK y
LLIYHKOBOMY COKY, HiXX Y nauieHTiB 3i cnabkum T1a cepea-
HiM cTyneHem (Tabn. 2).

3HMXeHHs piBHSA AK y LLYHKOBOMY COKY MOXHa MOsic-
HUTW HM3KOIO YMHHWKKIB. [o-nepLle, Le Moxe ByTn Hac-
nipKkoM ocnabneHHs akTMBHOro TpaHcnopTty AK B ymoBax
racTpuTy, cnpudmHeHoro H. pylori. e npunyweHHs nig-
TBEPOXKYETLCA AaHUMWN Aeskux pochigxeHb [33], wo
NPOAEMOHCTPYBANU 3HAYHMN HEFATUBHUIN KOPENSLINHNIA
3B’A30K MiX KOHUeHTpauielo AK y LUIyHKOBOMY COKY i
CTyneHeMm iHdinbTpaLji cNM3oBoi 060N0OHKW LLTyHKA NOSli-
MOPdHOAAEPHUMN NernKouMTaMn Npu racTpuTi, 3ymMoB-
neHomy H. pylori. Mo-gpyre, ue mMoxe O6yTu Hacnigkom
nigBuLLEeHHA okncHeHHsa AK nip 6e3nocepenHiM BNAIMBOM
H. pylori [31]. Mo-TpeTe, MOXIMBO, LE € HaChigKoMm
BaMBy pH LWNyHKOBOro cepenoBula Ha CTabifbHICTb
AK. JopeyHO 3a3HauuTu, wWo nauieHtn 3 pH > 4 mann
LOCTOBIPHO HMXK4YMIA piBeHb AK y LLINYHKOBOMY COKY, HiX 3
pH< 4 (P < 0,05; Tabn. 3). MexoBuii piBeHb pH 6yno
BCTaHOBNEHO y 4, 60 npu pH > 4 AK okncnioeTbes y 6io-
NoriyHO HeakTuBHY popmy — pderigpoackopbart [2, 10].

Lo crocyetbca KoHueHTpauii AK y cupoBaTtui KpoBi
(amB. Tabn. 1), To, Ha HalWl NOMMAA, 3HUXKEHHS LIbOro Mo-
Ka3HKMKa NOPIBHAHO 3 aHANOrYHUM FPYNY KOHTPOJIO MOXe

Moka3Hunk KoHnTponbHa rpyna (n = 20) Xeopi Ha XI'B (n = 45)
AK 'y cupoBaTui KpOBi 19,1 £ 0,54 11,9 £ 0,67
AK 'y LLINYHKOBOMY COKY 17,5 £ 0,52 5,4+0,41*

lMpumitka: * BiporigHo nopisHsiHO 3 koHTposneMm (P < 0,05).

Tabnuus 2. Bmict AK 0 nikyBaHHS 3aneXxHo Big ctyneHsa konoHisauii H. pylori (M £ m), mr/mn

MokasHuk

CTyniHb KONoOHi3auir cnnsoeoi 06onoHku H. pylori

CnaGkuin (n = 20)

CepepHiin (n = 16) Bucokuii (n = 9)

AK'y WnyHKOBOMY COKY 8,4+0,42

7,9£0,49 4,9+0,37*

lMpumitka. * BiporigHo rnopiBHSIHO 3 roka3HuKamm rigrpynm 3i crnabkum 1a cepeaHiv cTyrneHsiMm kosaoHisawii (P < 0,05).

Tabnuus 3. Bmict AK o nikyBaHHs y xBopux Ha XI'B 3anexHo Big, pieHg pH (M £ m), mr/mn

MokasHuk

pH>4 (n=10)

pH< 4 (n =35)

AK'y WnyHKOBOMY COKY

52+0,3

8,7+0,41*

lMpumitka. * BiporigHo nopiBHSIHO 3 rokasHuKamuy rigrpynm xsopmx 3 pH > 4 (P < 0,05).
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Tabnuus 4. Bmict AK nicnsa nikyeaHHa (M £ m), mr/mn

OPUTIHAJNbHI AOCNIAXEHHS4

]

Moka3Huk KoHTponbHa rpyna (n = 20) XBopi Ha XI'B (n = 41)
18,01 + 0,53
. . N
AK'y cupoBatui KpoBi 19,1 £ 0,54 P, < 0,05; P, > 0,05
16,12 = 0,85
AK'y LLIYHKOBOMY COKY 17,5+ 0,52

P, < 0,05; P, > 0,05

lNpumitka. P; — nOpiBHSIHO 3 MoKa3Hukamu 4O JiKyBaHHS;
P, — NMOpIBHSIHO 3 rOKa3HVKaMy rpyrv KOHTPOJIIO.

Tabnuusa 5. Bmict AK nicnsa nikyBaHHS 3aneXHO Bi no4aTkoBoro pieHa pH (M = m), mr/mn

Moka3Huk

pH >4 (n=9)

pH< 4 (n=33)

AK'y WAIyHKOBOMY COKY

15,93 + 0,85

16,87 £ 0,85

IMpumitka. *He BiporiqHoO nopiBHSIHO 3 MOKa3HWKamMn XBOpuX 3 rnovarkosum pH > 4 (P < 0,05).

Martu ABi npu4mHK. MNo-nepLue, BOHO MOXe CrocTepiratn-
CS K HACNigoOK MiaBULLLEHHS akTUBHOI cekpeuii AK 3 nnas-
MW [0 LUIYHKOBOIO COKY Mif, Yac cnpobu opraHiamy Bia-
HOBUTU @i3ionoriyHe CniBBiAHOLLIEHHS MiX [ABOMa cepe-
nosuwamu. Mo-gpyre, KoHueHTpauia AK Mmoxe 3HUXyBa-
TUCS BHACHIAOK NnopylleHHst 6iogoctynHocTi AK y XBOpuX,
iHikoBaHmnx H. pylori [41]. OpraHiam noanHK, Ha BiAMiIHY
Bifl ccaBLjB, WO CuHTe3yTb AK y neviHui 3 rnioko3u, He
Mae cneumdivHoro GepmMeHTy rasioHONaKTOHOKCUAA3N,
noTpibHoro ana cuHtesy AK, a Tomy notpeda y HboMy 3a-
noBonbHaeTbCA nuwwe AK, wo HagxoauTs 3 ixeto [32, 40].
Yepes 2 mic nicns 3akiHYeHHs JliKkyBaHHSA crnocTtepira-
nacs ixHs No3UTMBHA AuHamika (Tabn. 4). Baxnveo 3a-
3HAYUTKM, WO BU3HaYanu BMICT AK nuuwe y TMx NauieHTiB,
y SKuX epaguvkauiiHa Tepania 6yna saanoto (41 nauieHT).
BinobpaxeHi B Tabnuui 3MiHM € CTAaTUCTUYHO 3Ha4y-
MMM i BIPOTigHO HE BiAPISHAIOTLCS Bif, KOHTPOJIbHUX.
Tpeba 3a3HaunTK, WO MNiCs NiKyBaHHSA Y BCiX NaLEHTIB
piBeHb pH y wWnyHKkoBOMY coky OyB MeHwWwuMm 4. A npu
MOPIBHAHHI piBHA AK y LLIYHKOBOMY COKY A0 Ta nicns fi-
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KyBaHHSA y XBOPUX 3 MNOYaTKOBUM piBHeM pH >4 Ta
pH < 4 cnoctepiranucs 3amiHn (Tabn. 5).

Takum 4nHOM, y pasi Baanoi epaankauinHoi Tepanii Ta
HopMai3auii KMCNOTOTBOPYOI (YHKLUIT LUIYHKA BiAHOB-
JIIOIOTLCA MOKA3HUKU aHTUOKCUAAHTHOT BJ/1IaCTUBOCTI
LLUYHKOBOIO COKY MPOTSArOM 2 MiC.

BucHoBku

1. KonoHizaujsi cnnzosoi 060n0oHkM wiyHka H. pylori
CYNPOBOOXYETLCH 3HUXEHHAM piBHA AK y LWAIYHKOBOMY
COKY Ta CMpoOBaTLii KPOBi.

2. PiBeHb AK B LLTYyHKOBOMY COKY BipOFigHO HUXYUNA Y
pasi BUCOKOro CTyneHs KOJoHi3auii H. pylori, Hix 3a
cnabkoro Ta NOMipHOro.

3. Ocobu, y siknx pH LNyHKOBOro CcoKy nepesuLlye 4,
MatoTb BiPOrigHO HUXYMI piBeHb AK y LLINTYHKOBOMY COKY,
HiX Ti, y KOTpux pH < 4.

4. Y pasi ycnilwHoi epagmkauinHoi Tepanii Ta Hopmanisa-
LT KNCNOTOTBOPHOI DYHKLLT LLTYHKA Yepe3 2 MiIC BiZHOBIIO-
€TbCs piBeHb AK y LWIYHKOBOMY COKY Ta CMPOBATL KPOBI.

8. Brittenham G.M. Disorders of iron metabolism: Iron defici-
ency and overload. In: Hoffman R., Benz E.J. Jr.,, Shattil S.J. et
al., eds. Haematology, Basic Principles and Practice. 2nd edn.
Edinburgh: Churchill Livingstone, 1995.— P. 492—523.

9. Brubacher D., Moser U., Jordan P. Vitamin C concentrati-
ons in plasma as a function of intake: a meta-analysis // Int.
J. Vitam. Nutr. Res.— 2000.— Vol. 70, N 5.— P. 226—263.

10. Capurso G., Ricci R., PanzutoF. et al. Intragastric but not uric
acid is depleted in relation with the atrophic body gastritis and H. py-
lori gastritis // Helicobacter.— 2003.— Vol. 8, N 4.— P. 300—304.

11. Condrad M.E., Umbreit J.N., Moore E.G. Iron absorption and
transport // Am. J. Med. Sci.— 1999.— Vol. 318.— P. 213—232.

12. De Koster E., De Brayne |I., Langlet P. et al. Evidence based
medicine and extradigestive manifestation of Helicobacter pylori
// Acta Gastroenterol. Belg.— 2000.— Vol. 63.— P. 388—392.

13. Diop S., Aouba A., Varet B. Reversal of iron deficiency
anaemia after eradication of Helicobacter pylori infection // Pres-
se Medicale.— 2004.— Vol. 33.— P. 1517—1525.

14. Fisher W., Gebert B., Haas R. Novel activities of the Heli-
cobacter pylori vacuolating cytotoxin: from eputhelial cells to-
ward the immune system // Int. J. Med. Microbiol.— 2004.—
Vol. 293.— P. 539—547.

15. Gasbarrini A., Franceschi F., Armuzzi A. et al. Extradigesti-
ve manifestation of Helicobacter pylori gastric infection // Gut.—
1999.— 45.— P. 9—12.

Cy4acHa racTtpoeHTtepoiioris, Ne 3 (29), 2006 p.




L

16. Gasbarrini A., Gabrielli M., Fiore G. et al. Associatoin bet-
ween Helicobacter pylori cytotoxic type | CagA-positive and mig-
raine with ayra // Cephalagia.— 2000.— Vol. 20.— P. 561—565.

17. Hacihanefioglu A., Edebali F., Celebi A. et al. Improvement
of complete blood count in patients with iron deficiency anemia
and Helicobacter pylori infection after the eradication of Helico-
bacter pylori // Hepato-Gastroenterology.— 2004.— Vol. 51.—
P. 313—318.

18. Hocker M., Hohenberger P. Helicobacter pylori virulence
factors — one part of a big picture // Lancet.— 2003.—
Vol. 362.— P. 1231—12383.

19. Husson M.O., Legrand D., Spik G. et al. Iron acquisition by
Helicobacter pylori: importance of human lactoferrin // Infect Im-
mun.— 1993.— Vol. 61.— P. 2694—2701.

20. Jacob R.A., Sotoudeh G. Vitamin C function and status in
chronic disease. Review // Nutr. Clin. Care.— 2002.— Vol. 5,
N 2.— P. 66—74.

21. Jarosz M., Dzieniszewski J., Dabrowska-Ufniarz E. et al.
Tobacco smoking and vitamin C concentration in gastric juice in
healthy subjects and patients with Helicobacter pylori infection //
Eur J. Cancer Prev.— 2000.— Vol. 9, N 6.— P. 423—430.

22. Kountouras J., Zavos C., Chatzopoulos D. Induction of
apoptosis as a proposed pathophysiological link between glau-
coma and Helicobacter pylori infection // Med. Hypotheses.—
2004.— Vol. 62.— P. 378—381.

23. Lee B.M., Lee S.K., Kim H.S. Inhibition of oxidative DNA
damage, 8-OHdG, and carbonyl contents in smokers treated with
antioxidants (vitamin E, vitamin C, beta-carotene and red gin-
seng) // Cancer.— 1998.— Vol. 132.— P. 219—227.

24. Lehours P., Menard A., Dupout S. et al. Evaluation of the
association of nine Helicobacter pylorivirulense factors with stra-
ins involved in low-grade gastric mucosa-associated limphoid tis-
sue limphoma // Infect. Immun.— 2004.— Vol. 72.— P. 880—888.

25. Levine M., Rumsey S.C., Wang Y. et al. Vitamin C. In Stipa-
nuk M.H. (ed): Biochemical and Physiological Aspects of Human
Nutrition.— Philadelphia: W B Saunders, 2000.— P. 541—567.

26. Lombard M., Chua E., OToole P. Regulation of intestinal
non-haem iron absorption // Gut.— 1997.— Vol. 40.— P. 435—444.

27. Lykkesfeldt J., Prieme H., Loft S. et al. Effect of smoking
cessation on plasma ascorbic acid concentration // BMJ.—
1996.— Vol. 313.— P. 91—95.

28. Mowat C., Carswell A., Wirz A. et al. Omeprazole and die-
tary nitrate independently affect levels of vitamin C and nitrite in

OPUTIHAJNIbHI AOCNIAXEHHS4

]

gastric juice // Gastroenterology.— 1999.— Vol. 116.—
P. 813—835.

29. Mowat C., McColl K.E. Alterations in intragastric nitrite and
vitamin C levels during acid inhibitory therapy // Best Pract. Res.
Clin. Gastroenterol.— 2001.— Vol. 15, N 3.— P. 523—560.

30. Nahon S., Lahmek P., Massard J. et al. Helicobacter pylo-
ri-associated chronic gastritis and unexplained iron deficiency
anemia: a reliable association? // Helicobacter.— 2003.— N 8
(6).— P. 573—580.

31. Odum L., Andersen L.P. Investigation of Helicobacter pylo-
ri ascorbic acid oxidating activity // FEMS Immunol. Med. Micro-
biol.— 1995.— Vol. 10.— P. 289—294.

32. Padayatty S.J., Katz A., Wang Y. et al. Vitamin C as an An-
tioxidant: Evaluation of Its Role in Disease Prevention // J. Am.
Col. Nutr.— 2003.— Vol. 22, N 1.— P. 18—35.

33. Paulo J. Effect of vitamin C administration on gastric colo-
nization by Helicobacter pylori // Arg. Gastroenterol.— 2005.—
Vol. 42, N 3.— P. 26—30.

34. Rajkumar S.V., Kyle R.A., Plevak M.F. et al. Helicobacter
pylori infection and monoclonal gammopathy of undetermined sig-
nificance // Br. J. Haematol.— 2002.— Vol. 119.— P. 706—708.

35. Rathbone B.J., Johnson A.W., Wyatt K. et al. Ascorbic
acid: a factor concentrated in human gastric juice // Clin. Sci
(Lond).— 1989.— Vol. 76, N 3.— P. 237—278.

36. Reilly M., Delanty N., Lawson J.A., FitzGerald G.A. Modula-
tion of oxidant stress in vivo in chronic cigarette smokers // Cir-
culation.— 1996.— Vol. 94.— P. 19—25.

37. Sherman P.M., Lin F.Y. Extradigestive manifestation of He-
licobacter pylori infection in children and adolescents // Can. J.
Gastroenterol.— 2005.— Vol. 19.— (7).— P. 421—426.

38. Shiotani A., lishi H., Kumamoto M., Nakae Y. Helicobacter
pylori infection and increased nitrite synthesis in the stomach.
Inflammation and atrophy connections // Dig. Liver Dis.— 2004
May.— N 36 (5).— P. 327—359.

39. Sobala G.M., Schorah C.J., Sanderson M. et al. Ascorbic
acid in the human stomach // Gastroenterology.— 1989.—
Vol. 97, N 2.— P. 357—420.

40. Waring A.J., Schorah C.J. Transport of ascorbic acid in
gastric epithelial cells in vitro // Clin. Chim. Acta.— 1998.—
Vol. 275, N 2.— P. 137—186.

41. Woodward M., Tunstall-Pedoe H., McColl K.L. Helicobac-
ter pylori infection reduces systemic availability of dietary vitamin
C // Eur. J. Gastroenterol.— 2001.— Vol. 13.— P. 233—240.

KOHLIEHTPALIUA ACKOPEMHOBOM KMCNOTbI B XXENYA04YHOM COKY U CbIBOPOTKE KPOBM
Y BOJIbHbIX XPOHUYECKWUM TACTPUTOM TUNA B B AUHAMUKE JIEYEHUA

U.N. 3enénasa

YpOoBeHb aCKOPOMHOBOW KUCOThI B XENMYA04YHOM COKe UccnenoBanm y 60bHbIX XPOHMYECKUM racTpuTomMm Tuna B oo
M 4yepes 2 MeC Nnocne 3aBepLUeHUs CTaHOAPTHON aHTuxennkobakTepHoi Tepanuun. [1o nevyeHus 6bi1o onpeaeneHo
DOCTOBEPHOE CHUXEHME KOHLIEHTPALMN aCKOPOMHOBOM KNCNOThbl Y JAHHOW FPymMbl N0 CPaBHEHMIO C Noka3aTensmu
300pPO0BbLIX, He NHDUUMPOBaHHLIX H. pylori. Yepes 2 mec nocne ycnewHon aHTUxenmkodakTepHon Tepanmm ypoBeHb
acKOpOUHOBOI KMCNIOTbl HOPMann30BaJICA U LOCTOBEPHO HE OTAMYancs OT HOPMbl. BO3MOXHbIMU MexaHU3Mamm
BnvsHUSA H. pylori Ha ackopOGUHOBYIO KUCIOTY SIBASIOTCS: BO-MEPBbIX — MOBLILLEHNE OKMCIIEHMS, BO-BTOPbIX —
YMEHbLLEHNE CEKPELMN, B-TPETbUX — CHUXEHNE BUOA0CTYNHOCTN.

ASCORBIC ACID CONCENTRATION IN GASTRIC JUICE AND BLOOD SERUM
IN THE DYNAMICS OF TREATMENT OF PATIENTS WITH TYPE B CHRONIC GASTRITIS

I.l. Zelena

The level of ascorbic acid in gastric juice and blood serum were examined before and after anti-H. pylori treatment
in patients with type B chronic gastritis. It has been determined that before treatment the level was significantly
decreased in this group in comparison with that of healthy subjects not infected with. After two months of success-
ful antihelicobacter therapy the ascorbic acid level was normalized and did not significantly differ from normal level.
The possible mechanisms of H. pylori effects on ascorbic acid are: firstly increase of oxidation, secondly reduction
of secretion and in the third place decrease of bioavailability.
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