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TUTP CTPENTOKOKKOBBIX AaHTHUTEN, HE CaHHpyeT
XPOHHYECKHE OYaru CTPENTOKOKKOBOM MH()EKIHU
M CO3/IaeT YCIOBHS ISl TIOJIEP KaHUS TICOPUATH-
YECKOTO TMPOIEcca Y 3TOW KaTeropuy MaIleHTOB.
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3HAYEHUWE 'EHOB HELICOBACTER PYLORI B PABBUTHUU 'ACTPOIIATHUU,
HHAYIOUPOBAHHOU NIPUEMOM HECTEPOHU/JHbIX
IMPOTUBOBOCHAJIUTEJIBHBIX CPEACTB

E. A. Tuxapesa’, A. B. Boponaesd’, E. B. Maxapenko', C. H. ITumanoes’

'Bure6cknii rocyaapcTBeHHbI MeIHIMHCKHI yHHBEPCHTET
2PecnyGaMKAHCKHIT HAYYHO-NPAKTHYECKHUIl IEHTP
PaIMalMOHHON MeIMIMHBI M IKOJIOTHH YeJI0BeKa, I. ['omes

Lens: n3yunts Biusiaue renoB Helicobacter pylori (H. pylori) Ha BepOsITHOCTh BOSHUKHOBEHUS I'aCTPOIIATHH,
MHIYLUPOBAaHHON NPHEMOM HECTEPOHMIHBIX MpPOTHBOBOCHANHTENbHBIX cpencts (HIIBC) y nmauueHToB ¢ peBMaTo-

uaHeIM apTpuToM (PA).

Mamepuansl u memoost. B uccienosanue 0bu10 BritoueHo 116 unpuumpoBanubix H. pylori naiueHtos ¢ PA,
qatensHo npunuMaromux HIIBC. Bcem mamuentam mpoBoawiu 330daroractpoayoaeHockornuto (3IC). Bo
Bpemst DI'JIC BHIMONHSITACHE OUOTICHS CITU3UCTON OOOJIOYKH aHTPAILHOTO OTIEINA JKEIYAKA IS MPOBEICHUS TOJHU-

Mepa3Hoii uenHoi peakuuu (ITLP).

Pe3ynomamel. Y alneHToOB C TacTponaTtueit, nanynuposanHoi nmpuemom HIIBC (HIIBC-ractpomatueii),
gamte Berpedanick vacAm?2 (xF = 5,44; p = 0,016), vacAs2 (* = 4,11; p = 0,030), iced2 (x* = 6,59; p = 0,030) u
dupA (x2 = 4,12; p = 0,038) reunl H. pylori, a Takxe koMOuHauus vacAm2/vacAs2/iceA2/dupA renos (xz =

4,37, p = 0,034).

3akniouenue. Inpunmposanue nauenToB ¢ PA, koropsie umrensHo npuanmaror HIIBC, Mmukpooprannzmom
H. pylori, nmeromum reH vacAm?2, vacAs2, iceA2 wma dupA, a Takke UX KOMOHHAINIO, MOXKET CTaTh JOMOJTHUTEIb-

HBIM (pakTOpoM pucka pa3sutist HIIBC-ractponaruu.

Kirouessle cnoBa: Helicobacter pylori, HecTepouIHbIE IPOTUBOBOCIAIUTEIBHBIE CPECTBA, TEHBI.
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THE ROLE OF THE HELICOBACTER PYLORI GENES
IN THE DEVELOPMENT OF GASTROPATHY INDUCED BY INTAKE
OF NONSTEROIDAL ANTI-INFLAMMATORY DRUGS

E. A. Dikareval, A. V. Voropayevaz, E. V. Makarenkol, S. I. Pimanov'

'Vitebsk State Medical University
’Republican Research Center for Radiation Medicine and Human Ecology, Gomel

Objective: to study the influence of the Helicobacter pylori (H. pylori) genes on the probability of occurrence
of gastropathy induced by intake of nonsteroidal anti-inflammatory drugs (NSAID) in patients suffering from rheu-

matoid arthritis (RA).

Material and methods. The study included 116 RA patients infected with H. pylori who had been taken
NSAID for a long time. All the patients underwent esophagogastroduodenoscopy (EGDS). During EGDS biopsy of
the mucous membrane of the antral part of the stomach was made to realize the polymerase chain reaction (PCR).

Results. The patients suffering from gastropathy induced by nonsteroidal anti-inflammatory drugs (NSAID-
gastropathy) most often had H. pylori genes: vacAm2 (* = 5.44; p = 0.016), vacAs2 (;* = 4.11; p = 0.030), iced2 (* = 6.59;
p=0.030) and dupA (3 = 4.12; p = 0.038), and the combination of vacAm2/vacAs2/iceA2/dupA genes (¢ = 4.37; p = 0.034).

Conclusion. Infection of RA patients having taken NSAID for a long time with H. pylori microorganism hav-
ing vacAm2, vacAs2, iceA2 or dupA genes or their combination can become an additional risk factor for the devel-

opment of NSAID-gastropathy.

Key words: Helicobacter pylori, nonsteroidal anti-inflammatory drugs, genes.

Beeoenue

Helicobacter pylori (H. pylori) — rpamotpu-
HaTeNbHas KI'YTHKOBAsl CIUPAIbHO 3aKpydeHHAs,
MUKpOa’poduiIbHas OakTepus C ypeasHOW aKTHB-
HOCTBIO, KOJIOHU3UPYIONIAas CIU3UCTYIO 000JI0UKY
(CO) xenynka [1]. C xemukobakTepHO WH(EK-
U CBA3BIBAIOT PA3BUTHE XPOHHYECKOTO TacT-
pHTa, TaCTPOAYOJCHANBHBIX 3B, paka XelyaKa 1
MALT-mamdowmst [2].

PacmipoctpanernocTs nHbeKMU H. pylori 3aBu-
CHT OT PETHOHAIBFHBIX OCOOEHHOCTEH, COIMOIKO-
HOMHYECKUX (PaKTOPOB, STHUYECKON MPUHAIIEK-
HOCTH W BO3pacTa dYeloBeKa. XeInKoOaKTepHas
WHQEKINS Jale BCTPEYaeTcss B Pa3BUBAIOIIMXCS
CTpaHaX W pexe — B pa3BUTHIX. [lo JaHHBIM 31H-
JIEMHOJIOTHYECKUX HCCIIEIOBAHAMN, OITyOJIMKOBaH-
HbIX BcemupHoit opranuzarueit 31paBooxpaHeHus
B 2010 1., napummmpoBanHOCTh H. pylori B3pocio-
ro HaceneHus koiebamack ot 11 % B lIBeruu o
7090 % — B Hurepuwm, bpaswmmm, Mekcuke,
Ywm un Uanuu [3]. B Pecrrybmuke benmapychb pac-
npocTpaHeHHOCTh WH(eKnu H. pylori cocTaBis-
et 6omee 70 % [4, 5].

B 10 xe Bpems He y Bcex WHHUIIMPOBAHHBIX
monielt pa3BuBarotTcst H. pylori-accormmupoBaHHbBIE
3a0omeBaHus. DTO MOXKET 3aBHCETh OT TOMYJISAIIH-
OHHBIX 0COOEHHOCTEH YeIOBEYEeCKOr0 OpraHu3Ma
u renotuna H. pylori [6].

[IpoBenero OoONbBIIOE YWCIO HCCIIEAOBAHHM,
TTOCBSIIIIEHHBIX U3yYEHUIO BIUSHUSI MOJIEKYISAPHO-
TeHeTHIecKoro coctaBa H. pylori u GpakTopoB ero
MATOTEeHHOCTH Ha KIMHUYECKOEe TEUEHHE TracTpo-
IyoJIeHATBHBIX 3a00JIeBaHmid. B HacTosee BpeMs
yaensiercs OONbIOIOe BHUMAaHWE W3YYEHHIO T€HO-
tuna H. pylori xak pU4IrHBI BOSHUKHOBEHHUS paka
JKeITyZIKa, TACTPUTA U TaCTPOIyOIeHAIBHBIX s13B. Psi-
JIOM HCCTIeTOBATEIeH TToKa3aHa CBs3b TeHOB H. pylori,

HMMEIOIIMX 3HAYEHUE B yJIblIeporenese: cagA, vacAml,
vacAm?2, vacAsl, vacAsla, vacAslb, vacAslc,
vacAs2, babA, iceAl, iceA2 u dupA [6-9].

OO0menpru3HaHo, YTO HapsSAy C XEIMKOOaK-
TepHOU WH(DEKINE BTOPEIM HanbojIee 3HAUNMBIM
(hakTOpoM yIBLIEpOTeHE3a SBISETCS TPHUEM He-
CTepOHIIHBIX TPOTHBOBOCTIAJUTEIHHBIX CPENCTB
(HIIBC), omHako BIHMSHHE MATOTEHHBIX (aKTOPOB
H. pylori Ha BepOSATHOCT, BO3HHKHOBEHHS 3pO-
3UBHO-3BEHHBIX TToBpexkaeHuit CO ractpomyoe-
HaJBHOW 30HBI, HHIYITMpoBaHHEIX mpueMoM HIIBC,
WCCIIEIOBAHO HEJIOCTATOYHO.

Lenv pabomot
M3yuuts Bnusinue cagAd, vacAml, vacAm2,
vacAsl, vacAsla, vacAslb, vacAslc, vacAs2,

babA, iceAl, iceA2 n dupA renos H. pylori Ha Bepo-
SITHOCTh BO3HUKHOBEHUSI TaCTPONAaTHH, HHIYIHPO-
BagHo mpuemom HIIBC (HIIBC-racrpomarmm) y
MaIICHTOB C PeBMATOUIHBIM apTpuToM (PA).

Mamepuanst u memoont

B uccrenoBanye 1Mo BBISABICHHUIO TEHETHIECKHX
(haxTopoB pucka pazsutuss HIIBC-ractponatum ObI-
70 BKItoueHo 116 manuenToB ¢ PA (94 xeHImMHbBI
u 22 My>XKYWHBI) B BO3pacTe oT 25 mo 74 ner, wuH-
¢unmpoBanusix H. pylori. Bo3pact obcnenoBan-
HEIX (Me, 25-f u 75-W TpPOIEHTHIA) COCTaBHI
50,5 (46,0; 57,0) roga. Bce ygacTHUKH HCCIICIO-
BaHUS JUIMTEIHHO TPUHUMATH HUMECYIHI, TUK-
noeHaKk WM MEJNOKCHKaM B CTaHIapTHOW J03€.
Jimrensaocts mpuema HIIBC (Me, 25-it u 75-i
npouentuan) — 60,0 (36,0; 120,0) mecsmen. Hc-
CIIeJIOBaHNE OJOOPEHO JIOKABHBIM JTHYECKUM
KOMUTETOM. Bce mammeHTsl moanucanu HHGOp-
MHPOBaHHOE COTJIACHE Ha ydYacTHe B WCCIIEIOBa-
HUU. YYaCTHHUKH HCCIEIOBAaHHUSA paHee He MPOXO-
Iy spaaukanuio H. pylori v B TedeHue Mmecsna
o a3odarooracrpoayoaenockonun (DI /IC) He
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MPUHAMAIA aHTHOMOTHUKHA W (WJIM) BUCMYTCOIECP-
JKalllne JIEKapCTBEHHBIE CPENICTRA.

OI'IC ipoBOAMIIACE TTO CTAHIAPTHOW METOMUKE C
OCMOTPOM TIMINIEBO/A, JKEJy/IKa W JIBEHAIaTATICPCT-
HOHM KHIIIKA W 00CCTICUNBANIa BU3YATLHYIO Bepr(rKa-
mro HITBC-ractpomarim. [To gqarasm 31'JIC Bce 00-
clieZioBaHHbIe OBUTH pa3aerieHbl Ha JBE TPYIIbL: 1 —
naruenTsl ¢ HIIBC-ractponatweii; 2 — ¢ OTCYTCTBH-
€M 3PO3MBHO-13BEHHBIX m3MeHeHnit CO racTpomyorie-
HapHOH 30HBL. Bo Bpemst OI'JIC ocyimecTBisiiach ra-
crpobuorncust CO-aHTpaBHOTO OTIENA JKETyAKa YIS
TIPOBENICHNS TIOJIMMEpa3Ho rierHoi peakmuw ([1LP).

st sesBnenus JIHK H. pylori ncmonb3oBa-
mu komMmepueckyto TP TecT-cucremy nmpousBo-
crea ®I'VH IHHUM OBmmpemuonorun M3 PD
«AvmumCenc H. pylori 100-R» (Poccus) mis yga-
crka JIHK mmuso# 520 n.H. rera 16S pPHK.

J1a BBISIBIIEHUSI TEHOTUIIOB W AJJIENIbHBIX Ba-
puantoB H. pylori MCcTIONb30Ba N W3BECTHHIE TIO-
CIIeTOBATENIHHOCTH TPaiiMepoB, COOTBETCTBYIOIIIIE
yYacTKaM TE€HOB M CHHTE3WPOBAHHBIE B HHCTUTYTE
(hm3MKO-OpraHuIeckol XuMuM HarmoHampHOM akajie-
Mur Hayk bemapycw, a tatoke dpupmoit «TermoHybaid»
(I'epmanmst). Y BceX yYaCTHHKOB HCCIICTOBAHUS OIT-
penemsui cagA, vacAmli, vacAm?2, vacAsl, vacAsla,
vacAslb, vacAslc, vacAs2, babA, icedl, iceA2 n
dupA rennl H. pylori.

OrneHka OJHOPOTHOCTH TAIIMEHTOB ABYX BBI-
[IIEHa3BaHHBIX TPYMI ObIJa MPOBEJeHA CPaBHEHH-
€M TI0 TOKa3aTeisiM, KOTOPBIE MOTJH OKa3aThCs
HE3aBUCHUMBIMH (haKTOpPaMH PHCKa S3BOOOpa3oBa-
HUS: BO3PACT, MPOAOIDKUTENFHOCTD 3a00JIeBaHUS
CyCTaBOB, [UTHTEIHHOCTH IIPHEMa HIIBC, HaJIHIHE
S3BEHHOTO aHaMHE3a, YacToTa MPUMEHEHHs TIIFo-
KOKOpPTHUKOCTepouAHBIX TopMoHOB (I'KC) n naTH-
ouTopoB npoToHHOH oMbl (IIIT).

CrarrcTrdecknii aHaIN3 BBITIONHSIICS C MCHIOIb-
30BaHMEM aHAIMTHYECKOro makera «Statisticay, 10.0.
OrneHKa COOTBETCTBHSI HOPMAIIBHOMY pacrpese-
JICHUIO OCYIIECTBIISIACH TIPH MTOMOIIH KPUTEPHEB

[Iarmmpo-Yunmka u Komvoroposa-CymuproBa. [lan-
HBIE, UMEIOIINE pacrpe/ielieHre, OTIIMYHOE OT HOp-
MaJILHOTO, TIPEACTaBICHRI B BUme: Me (25; 75), rme
Me — memmana, (25; 75) — 25-i u 75-# TpoOIeHTH-
. CpaBHeHHE TOKas3aTeJiell BO3pacTa, MPOJIOIDKH-
TEMBPHOCTH 3a00JIeBaHUA CYCTaBOB, JIATEIBHOCTH
mpuema HIIBC y marmenToB ¢ HIIBC-racrponarueii
u 0e3 Apo3WBHO-3BCHHBIX M3MeHeHuit CO ractpo-
IyOAEHATFHON 30HBI BBITIONHAIA METOIOM Hemapa-
METPUYECKOM CTaTUCTHKU C HCHoib30BaHueM U-
Tecta MaHHa-YutHU. J{718 yCTaHOBIICHHS OTJIMYMM
o gactote mpuema UIII u I'KC, Hammimio s3BeH-
HOTO aHaMHe3a B YKa3aHHBIX TPYIIaxX MPUMEHSIIH
TOUYHBIN KpuTepuii Oummepa. ONEHKY BIUSHUS cagA,
vacAmli, vacAm?2, vacAsl, vacAsla, vacAslb, vacAslic,
vacAs2, babA, iceAl, iceA2 n dupA renos H. pylori
Ha puck pa3sutus HIIBC-racrponarim mpoBOavm ¢
HCNOJIb30BaHUEeM TouHOro kputepuss Durepa. Bol-
yrcnsu otHomerre mancoB (OLLD) u 95 % nosepu-
TenpHBIN uHTEpBAT (95 % [AW). OTomamst cauranvch
CTaTUCTUYECKU 3HaUUMBbIMU 1IpH p < 0,05.
Peszynvmamul u 0ocyicoenue
Hanvuue 3p0o3MBHO-5S3BEHHBIX TMOBPEXKICHUMN
CO racTtpomyoneHaTBLHOW 30HBI, HHAYIIMPOBAH-
HBIX mpuemoM HIIBC, 6pu10 ycraHoBieHo y 36
(31 %) obcnemoBaHHBIX: B 26 CiTydasx UMeENH Me-
CTO DPO3WU KETMyIKa, 3 — APO3WHU JBEHAIIATH-
MEePCTHOM KUIIIKU, 5 — s13Ba IBEHAIATUIIEPCTHON
kumku, 1 — s3Ba xemyaka 1 1 — spo3un CO
KeITy/IKa U ABEHAIIaTUIIEPCTHON KHIITKH.
[Tarmentsr ¢ HIIBC-ractponaTueit u 6e3 ta-
KOBOW HE OTIMJaIuch o Bo3pacty (p = 0,08), s3-
BeHHOMY aHamHe3y (p = 0,08), mpogomxuTensHO-
ctu 3aboneBanusa cyctaBoB (p = 0,40), mmuTensb-
voctu mpuema HIIBC (p = 0,57), wacTore ymoT-
peonenns 'KC (p =0,21) u UIIIT (p = 0,93).
JlaHHBIE TI0 pacnpocTpaHeHHOCTH cagA, vacAml,
vacAm?2, vacAsl, vacAsla, vacAslb, vacAslc, vacAs2,
babA, iceAl, iceA2 n dupA renoB H. pylori npen-
CTaBIJIeHBI B TabmuIle 1.

Tabmuma 1 — Pacnpenenenne renotumioB H. Pylori B Tpynmax o0cie0BaHMs

I'pynmer o0cne0BaHus CTraTHCTHYECKHUE TOKA3aTeIIN
Cyortunst H. pylori MalMEHTHI C HHEBC— nanueHTsl 6e3 HIIBC- X2 P OLIT (95% JTH)
racTponaTuen racTpONaTHU

cagA 12 (40 %), n=30 35 (43,7 %),n=280 0,02 | 0,829 | 0,86 (0,37-2,01)
vacAml 15 (41,6 %), n=36 38 (47,5 %),n=280 0,15 | 0,688 | 0,79 (0,36-1,75)
vacAm?2 24 (66,6 %), n=36 33(41,2%),n=280 544 | 0,016 | 2,85(1,25-6,49)
vacAsl 10 (32,2 %),n=31 30 (37,5 %),n=280 0,09 | 0,661 | 0,79 (0,33-1,91)
vacAsla 8(22,8 %),n=35 25(31,2 %), n= 80 0,48 | 0,502 | 0,65 (0,26-1,64)
vacAslb 1(2,9%),n=34 3(4,0%),n=175 0,08 | 1,00 | 0,73 (0,07-7,26)
vacAslc 0(0%),n=33 0(0 %), n=280 — — —

vacAs?2 16 (44,4 %), n =36 19 (23,7 %),n =80 4,11 | 0,030 | 2,57 (1,11-5,92)
babA 11 (30,5 %),n=36 30 (37,5 %), n=80 0,26 | 0,533 | 0,73 (0,32-1,70)
iceAl 7 (19,4 %), n=36 15 (18,7 %), n =80 0,87 | 1,00 | 1,05(0,39-2,84)
iceA2 17 (47,2 %),n=36 20(25,0 %), n=80 6,59 | 0,030 | 3,13(1,38-7,12)
dupA 9 (25,0 %),n=36 7 (8,8 %),n="79 4,12 | 0,038 |3,43(1,16-10,12)
vacAm?2 + vacAs2 + iceA2 + dupA 7 (194 %), n= 36 4(5,0%),n=79 437 | 0,034 |4,53(1,23-16,62)
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Ilo dgacTore BBHISBICHHS OOJBIIMHCTBA W3Y-
YEeHHBIX HAMH T'€HOB He OBLJIO YCTaHOBJIEHO CTa-
TUCTHYECKH 3HAYMMBIX Pa3UYuid MEXIy TpyIa-
mu nareaToB ¢ HIIBC-ractpomnatueit u 6e3 3po-
3UBHO-SI3BeHHBIX m3MeHeHuit CO ractpomyoe-
HaJbHOU 30HEI (p > 0,05), 9TO CBHIETEIHCTBYET O
HAJIMYAHA CXOIHBIX T€HOTHIIOB MHKpPOOPTaHU3Ma
H. pylori y oGcnenoBanHbIX B 00eux rpynmnax. B
TO e BpeMms y marmeHToB ¢ HIIBC-racrpomarueit
CTaTHCTUYECKU 3HAYMMO Yallle BCTpeYauch vacAm2
(o = 5,44; p = 0,016), vacAs2 (x* = 4,11; p = 0,030),
iceA2 (5 = 6,59; p=0,030) u dupA (¢ =4,12; p=0,038)
reasl H. pylori, a Takxke xomOwHAmms vacAmZ2/
vacAs2/iceA2/dupA renos (> = 4,37; p = 0,034).

B MHOTOUWCNIEHHBIX HCCNEIOBAHMAX OLICHUBA-
JIOCh BIMSIHWE TE€HOB MUKpoopranmma H. pylori Ha
pa3BHUTHE TaCTPHTA, SI3BEHHON OOJIE3HN M paKa Kemy/-
Ka [7], OfHAKO MMEIOIITHECS B JIATEPATYPHBIX HCTOUHH-
Kax CBEIEHWs 0 poiu reHotwma H. pylori B pa3BuTHH
racTpOIyOIeHATIFHBIX 3a00JIeBaHMI TPOTHBOPEUMBEL

I'enetnueckuit anamms H. pylori, mpoBeacH-
HBIM B BocTounoit Asum u FOxHOU Amepuke, 1mo-
KazaJl, 9To MpUCyTcTBHEe dupA TeHa yBeTHdrnBaeT
PHUCK BO3HHWKHOBEHHS $3BBI JIBEHAAIATUIIEPCTHON
KHAIIKA ¥ YMEHBIIAET BEPOSITHOCTh Pa3BUTHUS at-
poduu CO >xemynka, KUIICUHOH MeTaIUTa3uul
paka xenynka. [Ipu ractpute dupA TeH ObUT BHI-
aBieH y 21 % oOcienoBaHHBIX, a Y MallUEHTOB C
SI3BOM JIBEHAIIATUIIEPCTHOM KUIIKU — B 2 pasa
yame — B 42 % ciydaes [8].

B bpasunun y mnamueHToB C CHUMITOMaMH
mucnienicuu dupA ren H. pylori ObUT omnpenieicH B
41,5 %, a cagA ren — B 47,8 % cnyuaeB. ['eHo-
tant vacAsl/ml BeisBisics B 50,2 % ciydaes,
vacAsl/m2 — B 36,6 %, vacAs2/ml — B 0,5 % n
vacAsl/s2/mi/m2 — B 4,4 % OuontatoB. B psme
CIIy4aeB y OJHHUX M TeX K€ MAaI[eHTOB Haliroma-
Jach KOMOHWHAITHS TeHOB dupA, cagA M TeHoThIa
vacAsl/ml, 910, IO MHEHHIO aBTOPOB, OBLIO ac-
COITMMPOBAHO C 3a00JICBAaHUAMU KeIyaKa [6].

HccnenoBarenu u3 bpaswimmn game obHApy-
)kuBamu iceA2 n cagA renwl H. pylori y manuen-
TOB C SI3BEHHOH OOJIE3HBIO, B TO BPEMs Kak IpH-
cyTrctBue babA2 rena H. pylori He sBIsAIOCH (hak-
TOPOM, TIPUBOISAIIMM K BO3HHKHOBEHHIO TacTpO-
IyoneHanbHBIX 3a0osneBanuii [9]. Y. H. Chang u
COAaBT. MOKAa3aJIH, YTO C PA3BUTHEM TacTPOIyOje-
HaJBHBIX S3B OBLI aCCONMHUPOBAH vacAm2+ TeHo-
tunt H. pylori [10].

B Pecnybmmke bemapych ycTaHOBIIEHO, UYTO
4acToTa BBISBIICHUS cagA TeHa TIpU IyOJeHANb-
HOH s3Be coctaBmia 67,6 %, babAd — 44,4 %,
vacAml — 67,6 %, vacAm2 — 75,0 %, vacAsl —
73,5 % u vacAs2 — 54,4 %. B rpynme c ractpu-
TOM TeH cagA Ovln BeIsABIEH y 53,8 % manneHToB,
babA — y 38,5 %, vacAml —y 84,6 % u vacAm2 —
y 92,3 % ob6cnenoBannbix [11]. B apyrom mccie-
JIOBaHWH, TIpoBeieHHOM B PecmryOnuke bemapych,
MOJTyYeHBI JAHHBIE, YTO Y TAIIMEHTOB C PaKOM Ke-

JyaKa 49acToTa BBIIBICHUS cagd teHa H. pylori
cocraBmia 68,2 %, y uMerommx ractput — 61,6 %,
TIpH s13Be XKemynka — 72,7 %, AyoeHaIbHOMH s13Be —
87,5 %, a B KOHTpONBHOM Tpynme — 55,6 % [4].

G. Faudez u coaBT. He BBISBHIN Pa3IMINN
o BcTpeuaeMocth cagAd rena H. pylori y mamu-
€HTOB C TacTpOJyOJ/ICHATbHOU A3BOM U HESI3BEH-
HOU mmcmencuen: cagA reH Obl1 OOHapyXeH B
60 % cirygaeB B TpyIIe C S3BOW XKEIyAKa U JIBE-
HaJIaTUIEPCTHON KUIIKKA Uy 55 % TarueHToB ¢
HesI3BeHHOU aucnerncuei. He Op110 00HapykeHO
CTAaTUCTHYECKH 3HAYMMBIX Pa3U4Hi IO BCTpe-
qaeMocTu vacAsl rena H. pylori Mexmy naHHBI-
MU rpynmnamu. B To xe BpeMs couetanue cagAd u
vacAsl TEHOB CTAaTUCTHYECKM 3HAUYMMO 4Yallle
BCTPEYaJIOCh MPH TaCTPOIyOACHATFHON SI3BE, YeM
pu Hesi3BeHHOM mucnencuu (p = 0,035) [12].

Muxkpoopraamsm H. pylori m npuem HIIBC
SIBIITIOTCSL HE3aBUCUMBIMHU (DaKTOpaMH pUCKa pas-
BHUTHS PO3UBHO-I3BeHHOTO moBpexaeaust CO ra-
CTpOayoAcHAIBbHOM 30HHI [13]. UMeroTcs equHmd-
HBIE UCCIIEZIOBAHUS, B KOTOPBIX M3Yy4alld BIHSHUE
MOJIEKYJISIPHO-TEHETHIeCKOTo coctaBa H. pylori
Ha BO3HHKHOBEHHE TaCTPOAYOJICHAIbHON MaTOJO-
ruu npu pmrensHoM mpueme HITBC.

B unccnenosannn D. Tzoumakliotis u coaBr.
OBIJIO TOKa3aHO, YTO CAgA-TIO3UTHBHBIA IIITAMM
H. pylori B 2 pa3a yBenTU4IHMBAET PUCK SI3BEHHOTO
KpOBOTeUeHNS y TeX, kTo mpuHuMaeT HIIBC [14].
AmnHaJyiornJyHbIe JaHHBIE TTOMy4YeHsl S. Santolaria u co-
aBT. OHM COOOIIWIIN, YTO HAIMINE cagA+ IITaMMOB
H. pylori ciocoOCTByeT YBEITMICHHUIO YaCTOTHI KEITy-
JIOYHBIX M JyOAEHATHHBIX KPOBOTEUEHHH Y TeX, KTO
WCTIONB3yeT HHU3KWEe N03bI actmpuHa [13]. B mpotn-
BOITOJIOXKHOCTL 3TOMY B padore A. Lanas u coapr.
ObIJIO TIOKa3aHO, YTO HAJIWYWE CagA-TIO3UTHBHBIX
mramMMoB H. pylori He yBeNMIUBaET YacTOTY TacTpo-
IyOJIEHAJIbHBIX KPOBOTEUEHWH Yy MPUHUMAFOIINX
HU3KHE JI03bI aCTIMpHUHA TTAleHToB [ 15].

3axnwuenue

[lomydeHHble HAMH NaHHBIE CBHUIIETEIILCTBY-
o1, uto HIIBC-ractpomnaTtus Obla acCOMUPOBa-
Ha C MPUCYTCTBUEM vacAm?2, vacAs2, iceA2 u
dupA renoB H. pylori, a Takke KOMOWHAIINH Te-
HOB vacAm2/vacAs2/iceA2/dupA. Takum oOpazom,
nepevyncieHHsle TeHsl H. pylori MOoTyT paccmar-
pUBaThCS KaK JOIOJIHUTENbHBIE (DaKTOPHI PHCKa
BozamKHOBeHUsT HIIBC-Tactpomnarum.

Buieoowt

1. B rpynmne nanuMeHTOB C pPEeBMaTOUIHBIM
aprputoMm, nMmetomux HIIBC-ractpomaruto, cra-
THCTUYECKH 3HAYMMO 4Yallle BBIABISUIHCH vacAm?2
(¢ = 5,44; p = 0,016), vacAs2 (f* = 4,11; p = 0,030),
iceA2 (x> = 6,59; p = 0,030) 1 dupA (x> =4,12;p =
0,038) rennr H. pylori, a TakKe KOMOWHAIS TEHOB
vacAm2/vacAs2/iceA2/dupA (> = 4,37; p = 0,034).

2. T'ennl cagA, vacAml, vacAsl, vacAsla,
vacAslb, vacAslc, babA v iceAl H. pylori onuHa-
KOBO YacTO ONpeAessuich y manuentos ¢ HITBC-
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racTporaTiuel m y Tex, KTO He WMeJ 3PO3UBHO-
sI3BEHHBIX M3MeHeHnid CO Xelmyaka ¥ TBeHaIIa-
TUMEPCTHOU KUIITKH.

3. NudunmupoBanne MaIWEHTOB C PEBMAaTO-
WIHBIM apTPUTOM, KOTOPBIE [UTNTEIHHO TPUHAMAIOT
HIIBC, mukpoopranmmom H. pylori, AMerommMm
TeH vacAm2, vacAs2, iceA2 v dupA, a Takxe Ux
KOMOWHAIHIO, MOYKET CTaTh JOTOIHUTENHHBIM (haK-
TopoM prcka pazputus HIIBC-ractpomarumn.
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BJIMSAHUE HH3KOHHTEHCH]§HOFI MATHUTOTEPAIINN
HA NTPO/AHTUOKCUJAHTHBIU CTATYC IIVIA3MbI KPOBHU
Y HAIIMEHTOB C CAXAPHBIM JUABETOM

H. A. (Duﬂunuosal, A. I Cueaxoez, A. B. Malcapuuxl, T. C. Hempemco3

"Pecny6amkaHCKHii HAYYHO-TIPAKTHYECKHIT LEHTP
PaaUALOHHONH MeINIHUHBI H IKOJIOTHH YeJ0oBeKa, I. ['omenn
’Benopycckasi MeTMIMHCKAS AKAAEMHs TIOCIeTHILIOMHOT0 00pa3oBanus, r. MUHCK
I'omenbckuii rocyapcTBeHHbIH MeIMUMHCKUH YHUBEPCUTET

[peacraBneHsbl MOMYYCHHBIE B SKCIEPUMEHTE PE3yJIbTAThl BIUSHUS HU3KOMHTEHCUBHON MAarHUTOTEPAIlUH Ha
napaMeTpsl [IPO/aHTHOKCHIAHTHOTO CTaTyca y MAaIlMEeHTOB C OCIOXHEHHBIM caxapHbiM jaunaberom. [TpoBoammoe
MarHUTHOE BO3AEHCTBUE OJIATONPHATHO BIHMSET HA PO/aHTUOKCUIAHTHBIN OajlaHC IIa3Mbl KPOBU M, TAKUM 00pa-
30M, SIBJSICTCS MATOTCHETHYCCKU HATIPABJICHHBIM Ha MPOLIECCHI Pa3BUTHsI aHTHONAaTHU. [[puMeHeHe KOMOMHUPOBAHHO-
ro (U3HOTEPANIEBTUYECKOr0 METOIOB (TUIPOMATHUTOTEPAIIMH 1 THEBMOKOMIIPECCHOHHOW TEpAITii) B JICYCHHUH MalHCH-
TOB C OCJIO)KHEHHBIM CaxapHbIM JUa0ETOM OKa3bIBaeT 00Jiee BRIPAKCHHOE BIMSHIE HA MPO/AaHTHOKCUIIAHTHBIN OajaHC B

CPaBHEHHUM C MECTHOM MarHUTOTEPAIUEi.

Kimroueskle ciioBa: CaX&pHBIﬁ zu/la6er s zma6emqec1<aﬂ aHruorarys, HpO/ aHTI/IOKCI/I,HaHTHHﬁ CTaTryC, MarHuTOTCpaIInd.

THE EFFECT OF LOW-INTENSIVE MAGNETOTHERAPY
ON THE PRO/ANTIOXIDANT STATUS OF BLOOD PLASMA
IN PATIENTS WITH DIABETES MELLITUS

N. A. Filiptsova’, A. P. Sivakovz, A. V. Makarchik’, T. S. Petrenko’

"Republican Research Center for Radiation Medicine and Human Ecology, Gomel
’Belarusian Medical Academy of Postgraduate Education, Minsk
*Gomel State Medical University

The article presents the results of the experimental study of the influence of low-intensive magnetic therapy on
the parameters of pro/antioxidant status in patients with complicated diabetes mellitus. The magnetic exposure has a
positive effect on the pro/antioxidant balance of blood plasma and therefore aimed at pathogenetic processes of an-



