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EKCITEPIMEHTAJIBHO-MOP®OJ/IOTTYHA
OIIHKA ITEYIHKMU ITPU
EHJOTOKCHMHOBOMY YPAJKEHHI

BuBueHo ocobmuBocTi MOpQOMOriYHMX 3MiH
TKAaHMH MEYiHKM Ha YAbTPACTPYKTYPHOMY piBHI
IIpU €HTOTOKCUHOBI IHTOKCUKallii B €KCIIEpUMEH-
1i. IIpn BIIMBI €HJOTOKCUHY KMIIKOBOI MiKpodrIo-
pY BU3HA4Ya/lIMUCA BUPAXKEHI OUCHUPKYIATOPHI 3Mi-
HI, )KMPOBA Ta TifiporiyHa AUCTpodis renaTonuTis
3 O3HaKaMM TOKCMYHOTO YIIKO[ K€HH: iXHIX Afiep,
azle pasoM 3 TUM 30epirajacs HifBuileHa rimepi-
JACTUYHA aKTUBHICTDh CMHYCOIa/IbHMX KIiTUH. Bu-
ABJIEHI 3MiHU IIOB’sA3aHi SK 13 IPAMOI0 TOKCUYHOIO
Ti€I0 €HJOTOKCHHY, TaK 1 3 HaCIigKaMy OKMCHOIO
CTpecy, HOTY)XHUM iHIYKTOpPOM SKOTO i € eHJO-
TOKCMH. byy4n 4MHHMKOM TOKCMYHOTO ypaKeHH:A
MEYiHKM, €HLOTOKCUH INPU3BOAUTH O IOTipIIeH-
HA 1l MOpQOIOriYHOI CTPYKTYypy Ta QyHKIIIOHAb-
HUX B/IACTUBOCTEIA.

Knrwuosi  cnosa:

wypu, mopdonozis.
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A.N. Zacharova
EXPERIMENTAL-MORPHOLOGICAL
EVALUTION OF THE LIVER BY ENDOTOXIN
INTOXICATION

Pekuliarities of  morphological changes
of liver tissues at ultra-structural level by endotoxin
intoxication has studied

The following results were revealin actions
of endotoxins of the intestinal microflora were
founded severe discirculatory changes, fat and
hydropic dystrophy of hepatocytes with symptoms
of toxic damage of the nucleus, meanwhile the
hyperplastic activity of sinusiodal cells were present.
This changes happened due to direct effects of the
endotoxin, and also as a result of oxidized stress.
Powerful inductor of these changes is endotoxin.
It has been shown that endotoxin is the main factor
of increasing level of toxic compounds which leads
to worsening of vital activity of the liver.
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Xaporoeckuii HauUOHATbHBLE MeOUUUHCKULL YHUBepcUmem

BUITOBOV COCTAB AHASPOBHOV MUKPO®/IOPHI
ITAPOJTIOHTAJIBHBIX KAPMAHOB Y BOJIbHBIX
TEHEPAJIN30BAHHBIMU ®OPMAMU ITAPOJTOHTUTA
HA ®OHE ITATOJIOTUV OPTAHOB IIMIIEBAPUTEIBHONM CUCTEMBI

IIpoBeeHO CpaBHUTENIbHOE W3y4eHME BUIOBOTO COCTaBa aHAIPOOHON MUKPOQIOpPHI
IApPOJIOHTA/IBHBIX KaPMAaHOB Y OO/NbHBIX TeHEepPaIM30BaHHBIM IAPOOHTUTOM, IPOTEKAIOUINM
Ha ¢one H. pylori-accouUMpOBaHHOM IATOJIOTMY OPraHOB IMIIEBAPEHNS MeTOHOM
MY/IbTUIIPAVIMEPHON IOMMEPA3HO-LIEITHONM peaKUyy. YCTAaHOBIEHO, YTO IIPY KOHTAaMMHALUK
NapOJOHTAJIbHBIX KapMaHOB H. pylori B HUX yBenMuuMBaeTCs KOMMYECTBO aHAIPOOHOIL
Mukpodiopsl. IIpemtoxeHHas cxeMa MONMMMEPA3HO-IEITHOM peaKLuy MOXeT OBbITh IIOJIe3Ha
IS AUATHOCTUKM ¥ 060CHOBaHMS BBIOOPA METOIa aHTUMMUKPOOHOIT Tepamnmn.

Knioueevte cnosa: nonumepasno-uennas peaxyus, H. pylori, napodonmum.

DaxT CyLIeCTBOBAHNMSA TECHOI CBSI3U MEX/Y 3a-
00/eBaHVsIMI MAPOJOHTA M IIATOJIOTVENl OPraHOB
NUIeBAPUTENBHON CUCTEMBI 061en3BecTeH [1, 2].
Bbicokasi pacmpoCTpaHEHHOCTb U OCOOEHHOCTH
K/IMHIYECKOTO TedeHMs 60/e3Hell OpraHoB INIIe-
BapeHMsl [eMIal0T UX 3HAYMMOI MEIVUKO-COLMaIb-
HoIt ipo6iemoit [3]. VIHbekioHHas: Teopust reHe-
3a IIATO/IOTUY TaCTPOAYOAEHATTBHON CUCTEMBI IIOCTIE
OTKPBITHS aBCTpammitckumy y4éHeiMu B. Marshal
u R. Warren 6axtepun Helicobacterpylori (H. pylori)
ABJIAETCS IPUOPUTETHO! B TacTPOIHTEPOIOTUM

© VL.J. Cokonosa, E.H. Pa6okons, B.B. Onertunuyk, 2012

[4]. B r1mreparype NOABWINCH ITyONMMKAIVN,
aBTOPBI KOTOPBIX [JOKAa3bIBAIOT CHOCOOHOCTH H.
pylori vHEynMpoBaTh He TONbKO OONME3HM Opra-
HOB IMIIEBapeHus, HO M BHEraCTPaIbHYIO IIaTO-
noruto [5-8]. JJaHHas mpo6yeMa SIBIAETCS aKTY-
a7IbHOI JyIA pasHBIX OTpaciell MeAMIVHBI, B TOM
4MCIe U A CTOMATOJIOINH, NTOCKO/IBKY OaKTepus
B BBICOKMX KOHIIEHTPAIMAX BBIAB/IACTCA B 3yOHOM
Ha/éTe M MapOJOHTANbHBIX KapMmaHax [9]. MHo-
THe VICCTIeNOBaTeM CYMTAIOT MUKPOOHBIN (akTop
ITYCKOBBIM MEXaHVN3MOM B PasBUTUM 3a00JIeBaHMI
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MAPOZIOHTA, OIpeNeALINM XapaKTep TeueHMs
BOCIIQ/IMTENbHBIX peaKIuil.
B 1994 - 1995 rr. BO3 pexomeHpoBana cpe-

IV HOPMAJIBHON WIN Pe3UAEHTHON  (ophl
MOJIOCTM  PTa  BBIENATb TaK  HasblBaeMble
«IIepMOJJOHTONIATOT€HHbIE BUJbI», OTHOCAIIMECS

K IPYIIIIe aHa3pOoOOB, KOTOPbIe 06/IaIaI0T BLICOKMMM
a[Te3VBHBIMY, WHBAa3VBHBIMU U TOKCUYECKUMMU
CBOJICTBAMU IO OTHOLIEHWIO K TKAHSM II€PUOJOH-
ta. K HuM otHocAT 6aktepuu Actinobacillus (Aggre-
gatibacter) Actinomycetemcomitans, Porphyromonas
gingivalis, Prevotella intermedia, Bacteroides forsyth-
us (Tannerella forsythia) n Treponema denticola.
OTMMunTeNnbHON OCOOEHHOCTBIO ITUX OakTepmit
ABJIAIETCS TO, YTO IIPY UX Pas3pyLICHUN BBIAEAIOTCA
Ype3BBIYATHO aKTVBHBIE 3HIOTOKCUHBI, KOTOpBIE
HOPUBOAAT K JINTETbHOMY BOCIAJIEHUIO M Pa3py-
IIEHNUIO TKaHell JeCHbI ¥ a/IbBEOJISIPHOTO OTPOCTKA
gemocty [10]. OHM TakKe BBI3BIBAIOT OOLIYIO MH-
TOKCUKAIMIO OpraHM3Ma C HOpaKeHMeM VMMYH-
HOM M 3HJOKPMHHONM CUCTEM, IPOBOLMPYIOT pas-
BUTME aTEPOCKIepo3a COCY[IOB MO3ra 1 Cepala,
HOBBIIIAIOT PUCK PasBUTHUA MHCYIbTa U MHApPKTA
Mmokappa [11]. BBugy Toro, 4To TecHble aHATOMMU-
YecK1e, HepBHbIe M T'yMOpaIbHble B3aMMOCBSI3U
MeX/y OpraHaMi IuIeBapeHrs ¥ IOIOCThI0 pTa
CO3[IAI0T IPEAIIOChUIKM J/I1 BOB/IEYEHMsI IIapPOJJOH-
Ta B BOCIAJINUTETbHBIN INPOLECC HPYU IATOOTUK
OpraHOB NMNIIeBapeH)s, BO3HUKAeT BOIPOC: Kak
oTpaxaeTcsi KoHTammHauusa H. pylori Ha Bupmo-
BOM COCTaBe MUKPOQIOPbI MaPOJOHTATBHBIX Kap-
MaHOB y OOJBHBIX C TeHEepaIM30BaHHBIM IIa-
PONOHTUTOM, IPOTEKAIIMM B  COYETAaHUM
¢ H. pylori-acconumnpoBaHHOI MaTO/MOTMeENl Opra-
HOB INUII[eBapeHNs?

Cnemyer ykasaTh, 4YTO OCHOBHasg TpYA-
HOCTb M3Y4YeHUs KaK aHadpOOHbIX OaKTepmil, Tak
u H. pylori cBsA3aHa ¢ TeXHMYECKMMU IpobreMa-
MM KYIbTUBMPOBAHMS [aHHBIX MMKpPOOpPraHN3-
MoB. Ilomumepasuno-tienHass peakuus  (ITLIP),
KaK COBpPEMEHHBIII MeTOJ MOJIEKY/ISIPHOI O1O0II0-
TUY, TIO3BOMIAET PeluTb 9Ty npobnemy. Obmanas
BbICOKOIT crienyduynocteio, IIIIP naér Bo3amox-
HOCTh MIEeHTUPUIMPOBATh BUEOCTENVDUIHDINL
¢dparment 6akrepuanbroit JHK u, Takum obpasom,
TUIpoBaTh 1 AuddepeHIMpoBaTh MTAMMbI 6aK-
Tepuit. MaTepuaoM Ajis IPOBefEeHNs JUarHOCTUKIA
MOTYT CIYXXWUTb OMONTATbI CIM3MUCTON 00OTOUKM,
CMBIBBI 13 IIOJIOCTY PTa, 3yOHOI HAIET, COmep>Ku-
MOe TTapOJIOHTATbHBIX KapMaHoB [12].

Llenpio maHHOI PabOTHI ABUIOCH CPAaBHUTENIb-
HOe U3y4yeHUe BHJJOBOTO COCTaBa aHadIPOOHOI
MUKPOQIOpBI HapOJIOHTAIbHBIX KapMaHOB
y OONMBHBIX TeHepaaM30BaHHBIM IAPOJOHTUTOM
B covyetanun ¢ H. pylori-acconumpoBaHHOII maTo-
JIOTMENl OPTaHOB MMILEBAPUTENbHO CUCTEMBI.

Marepuan u merofbl. bsuto chopmupoBaHo

JiBe TPYIIIIBI 06 C/IeyeMbIX 110 20 YeoBeK B KaXKIoil:
1-1 - 5muna ¢ reHepaaM30BaHHBIM IIAPOJOHTUTOM
I-1II crenmeHn TsKeCTH, C XPOHMYECKNM TEUYEHUEM,
0OYC/IOB/ICHHBIM MECTHBIMM HeOIaronpysATHBIMA
¢dakropamMn (aHOManuyu INPUKYCa, HepalyoHab-
HOe IpOTe3NpOoBaHNe, IUIOXasi IMIVEHA IIOJI0CTH
pra), 6e3 racTpoAyofeHaIbHOM IATONOTUM, IIPO-
XOAMBIINE JIedeHe Ha K/IMHNYEeCKoI 6a3e Kadenpbl
TepareBTUYECKOJl CTOMATONOIMM B Y4eOHOM CTO-
MaTonormdeckoM nenrpe XHMY; 2-a rpymma -
JIMIIA, VMMEIOIVe aHaJIOTMYHBI ITapOJOHTA/IbHBIN
CTaTyCc, HO IPOXOAMBILME CTallIOHApHOE Jieye-
HIle B TaCTPO3HTEPOJIOTMYECKOM OTHeNeHUM 06-
JIACTHOJ K/IMHNYECKOVl OONbHUIBI I. XapbKOBa,
C YCTAQHOBJICHHBIM JMAarHO30M s3BeHHasdA 0OJe3Hb
XKelmygKa WIM sA3BeHHass O0o0/e3Hb [IBeHaJIaTH-
nepctHOM KuMmku. IlanyeHTsl 2-if TpyHIbl MMeIn
HOMOXUTENbHBIN pesynbrar [P Ha wmHUIM-
poBaHHOCTb H. pylori 6monTaroB, NOTyYeHHBIX
pu GpUOPOracTpoRyOseHOCKOINN.

JleTeKyIo MaToreHoB B IOJIOCTU PTa OCYIIeCT-
B/IA/IM MeTofioM MynbrunpaiiMeproi IIITP. Mare-
pMaI CCTIeIOBaHMA — 3YyOHOI HA/IET U COfep>KUMOe
IApOJIOHTATIbHBIX KapMaHOB. 3abop MaTepuasna
OCYIIECTBIIAMN CTEPUIBbHBIMU OYMasKHBIMIU abCcop-
oupyromumyu  mwtudramu (Meta Dental, Kopes)
Ne 35, THK BbIensn 1eI0YHbIM METOIOM C IIOMO-
mpio Habopos «JHK-akcmpece» (HII® «JIMTEX»,
Mocksa). B kauectBe JTHK-muienu mcronnp3o-
BaJIM HYKICOTMJHBIE IIOC/IENOBATETbHOCT T'€HOB
H. pylori, Actinobacillus actinomycetemcomitans,
Porphyromonas  gingivalis, Prevotella intermedia,
Bacteroides forsythus, Treponema denticola. Ammn-
MMUKALUIO OCYLIECTB/IAIM NOJ KOHTPOJIEM KOM-
nboTepHOI porpaMMbl MC16 Ha MynbTULIVIKIEpE
«Tepuuxk» MC-2 (AO «JHK-Texunomorun», Mo-
ckBa). TemIrepaTypHBIT peXXUM peakLuu: IpenBa-
putenbHaa peHarypanua JHK npm temmeparype
94 °C B TeueHme 5 MuH; 35 LMKIIOB, BK/IIOYAROIIX
neHarypauyio JHK mpu 95 °C B Teuenne 1 MuH, oT-
KUT TpariMepoB nipu 61 °C B TedeHue 1 MUH, CUH-
Te3 KOIUIEMEHTapHOl Lenu npu 72 °C B TedeHUe
2 muH. Jlo mpoBefeHMA SMeKTPOPOpPeTHIECKOTo
pasfeneHusa K aMIUIMQUKAIMOHHON cMecK Ho6aB-
IS PacTBOpP OPOMMUCTOTO STV, 00pasyouuit
¢ pByxuenodeuHbiMu pparmentamu JHK mpounsie
COe[IMHEeHN s BHepeHMs. DTU COeAVMHEeHM IO, ieli-
CTBMEM Y/IbTPadyonIeTOBOro 06TydeHNs CIIOCOOHBI
¢dryopeciupoBarhb, YTO PerMCTPUPOBATIOCH B BUJE
OpaH)XXeBO-KPAaCHBIX CBeTALIMXCS IOJIOC IIOC/Ie
9NMeKTpoPOpPeTUIECKOr0  pasmeneHns aMminu-
KallMOHHON cMmecu B 1,5%-HOM arapo3HoM reje
B Tpuc-60paTHoIT OydepHOII cucTeMe.

MonekynsapHo-reHeTU4ecKre MeTORbI 00cie-
JOBaHNUA TIpoBefeHbl Ha 6ase Hayuno-npomssop-
creeHHoll ¢upmbl «AHAJIMMTUKA», 1. XappkoB
(muuensusa MO3 Vkpannst Ne 202798).
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Pesynprarpl u ux o6cyxaenne. ITomyueHHbIe
pe3ynbTaThl UCCTIEOBAHNA OTPAKEHBI B TabmmIle.

Hua H. pylori, paccmarpusare H. pylori xak cum-
OVOHT, IPUCIOCOONIEHHBIN K XU3HEAEeATeTbHOCTI

Muxkpognopa napodoHmanvHvlx KAPMAHOE OONbHBIX 2eHePANU306AHHBIM NAPOOOHMUMOM no 0aHHbim IT1]P

1-s1 rpynma (n=20) 2-s1 rpynma (n =20)
Bupbl MUKPOOPraHM3MOB " % o %
Helicobacter pylori 3 15 20 100
Bacteroides forsithus 7 35 11 55
Fusobacterium nucleatum 3 15 5 25
Prevotella intermedia 8 40 10 50
Porphyromonas gingivalis 8 40 12 60
Act'lnob acillus . 4 20 - 35
actinomycetemcomitans
Treponema denticola 9 45 14 70

B pesynbrate mccmemoBaHuit 3yOHOro HaméTa
M COMEp)KMMOTO IApOJOHTA/IbHBIX KapMaHOB
6pU10 ycTaHOBNeHO, 4to H. pylori BcTpedanca
y BCex HalnueHToB 2-it rpynmnsl (100%) n 'y 3 manu-
eHToB 1-it rpymmbr (15%). Bacteroides forsythus —
y 7 manenToB 1-1 rpymmsl (35%) n y 11 marnmeHTOB
2-11 rpynmsl (55%). BbIABIEHO 3 MOTOXUTETbHBIX
pesynbTata [JeTeKLUU Fusobacterium nucleatum
y 6ompHbIX 1-11 rpymnmer (15%) u y 5 6ompHBIX
2-i1 rpynnsl (25%); Prevotella intermedia BcTpe-
vajach y 8 manyeHToB 1-it rpymmsl (40%) n y 10 -
2-11 (50%). Porphyromonas gingivalis onpepensnach
y 8 marmenToB 1-11 rpymmsl (40%) ny 12 - 2-11 (60%).
Actinobacillus actinomycetemcomitans 6p11 oOHapy-
KeH y 4 marueHToB 1-1 rpynmsl (20%) n'y 7 marjueH-
TOB 2-11 rpynsl (35%). Ilono>xnuTenbHbI pe3ynbTaT
metexuyy Treponema denticola B 1-i1 Tpymme ObU
nonydeH y 9 manuenTos (45%) Bo 2-11 - y 14 (70%).
He 6b110 0OHapy>KeHO KOppenALuy MeXAy Ha-
nn4reM B mpobe KaKoro-mmbo MUKPOOpraHM3Ma
U CTENEeHBIO TSDKEeCTM TeHepaaM30BaHHOTO Iapo-
JOHTUTA, OFHAKO IIOTyYeHHbIE JAHHBIE TI03BOIAIOT
BBIABUTb HEKOTOPbIE 3aKOHOMEPHOCTI.

Tax, Actinobacillus  actinomycetemcomitans
u Fusobacterium nucleatum BcTpedanuch pexxe py-
TVIX aHa9POOOB KakK B 1-11, Tak 1 Bo 2-ii rpymre. [lons
TaKMX MMKPOOPraHM3MOB, Kak Treponema dentico-
la, Porphyromonas gingivalis, Prevotella intermedia,
OblTa JVIaTHOCTMYECKM 3HAYMMBIM IIOKa3aTesleM.
Tem He MeHee, BCTpe4aeMOCTb IIpefCTaBUTEINEN
aHaspoOHOI MUKPOGIOpHI OblIa BBIIIE ¥ OOTBHBIX
2-1i rpynnbl. JaHHBI (aKT MOXKHO TPAaKTOBATb Clle-
AYIOIUM 06pa3oM.

Xorsi (U3MKO-XMMUYECKVe YCIOBUA IONOC-
TH PTa 3HAYUTEIBHO OTINYAIOTCA OT TAKOBBIX
B KenyjKe, mpucnocobnsemocts H. pylori x ycmo-
BUAM CYLIECTBOBAHMA OCTA€TCA BBICOKOI, YTO
HOATBEPXK/JACTCA TIOTIOKUTE/TbHBIMU  pe3y/IbTaTa-
vy IILIP, monmy4eHHBIMM y GONMBHBIX 2-J1 TPYIIIBL
Ecnu yuuTbiBaTh OpanbHBI NyThb MHUIMPOBaA-

B HeONarompusATHBIX YCTIOBUAX >KENyAKa, Cpean

KOTOpBIX Hambosee arpecCMBHbIe LITaMMBI CTa-

HOBATCS TIATOT€HHBIMM, a TAKXKe YYUTHIBATb, UTO

6akTepus obnafaeT MOLIHON ypea3sHO! aKTUMBHOC-

ThI0, 3aKOHOMEPHO OyZieT IPeAIIoNIoKUTD, YTO KO-

JIOHM3auMs MapOROHTAIbHBIX KapMaHOB H. pylori

He MO)KeT He OTPasNUThCA Ha MUKPOOHOM IIefi3axke

HapOJOHTAIbHBIX KAPMAHOB. B TO >ke BpeMs BO3HU-

Kalollyie BC/IEACTBYE A3BEHHOI 00/Me3HM AUCHYHK-

LUV PA3INYHBIX PEryIATOPHBIX CHUCTEM BJIEKYT

3a co60i CHIKeHMe 6apbepHBIX CBOICTB IUTENNUS,

6marofapsi YeMy BO3HMKAIOT O/1arONPUATHbIE YCIIO-

BUA J/IA IIPOSBJICHNA TATOT€HHOCTY YC/IOBHO-IIATO-

TeHHOI MUKPOQIOPBI TIOJIOCTH PTa.

BoeiBogb1

1. IToxaszano, uyro mHbeknusa H. pylori B 3Haun-
TENbHOI Mepe OTATOIaeT TedeHMe reHepain3o-
BaHHOTO napopoHTuTa. Kontamunaunsa H. pylori
NAapONOHTANbHBIX KapMaHOB MOXKET HCIIOIb30-
BaTbCA B KadeCcTBe [AMArHOCTUYECKOTO MapKépa
CMellleHNs1 KadeCTBEHHOIO COCTaBa MUKpPOOM-
OlLleHO3a IIOC/TeJHNX B CTOPOHY YBeIMYeHUA
aHadpOOHOIT MUKPOGIOPHIL.

2. Y4ér BBIAB/IICHHBIX OCOOEHHOCTENl M3MEeHeHMs
MUKPOQIOpPEl MO3BOMNUT 6OMee TOYHO M CBOEB-
PEMEHHO IPOTHO3MPOBATh, JUATHOCTUPOBATDH
U IIPOBOZUTD aJieKBaTHOE JIedeHMe 3a00/IeBaHMil
IapOfIOHTA Y OONBHBIX C TaCTPOAYO[EeHaTbHO
IIaTO/IOTMeN], ACCOLMMPOBAHHON ¢ MHeEKIuei
H. pylori.
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LI. Coxonosa, €.M. Paboxonv, B.B. Oneiiniuyx
BUTOBUN CKJIAJL AHAEPOBHOI
MIKPO®/IOPU ITAPOJOHTAJIbHUX
KHNIIEHDb Y XBOPUX
T'EHEPATII3OBAHVIMH ®OPMAMUI
MNAPOJOHTUTY HA ®OHI ITATOJIOTTI
OPTAHIB TPABHOI CUCTEMU

IIpoBeneHo NopiBHANbHE BUBYEHHSA BUOBOTO
CKJIafy aHaepoOHOI MiKpodIopu MapomXOHTalIb-
HUX KUIIeHb y XBOPUX Ha TeHepalti3oBaHi ¢popmu
HApOJOHTUTY, MoeaHaHi 3 H. pylori-acolijioBaHO0
MIaTOJIOTi€I0 OPTaHiB TPaBJI€HHA METOLOM MY/IbTH-
IpaliMepHOl  IOJIIMEPa3HO-/IAHLIIOTOBOI  PeaKIii.
BcTaHoBIEHO, 10 IpU KOHTaMiHallii TapOOHTA/Ib-
HUX KumieHb H. pylori B HUX 30i1bIIyeTbCA Kinb-
KicTb aHaepoOHOI Mikpodmopyu. 3amponoHOBaHa
CXeMa II0/liMepa3HO-NaHI[IOTOBOI peaklii Moxe
6yTU KOPMCHOIO I IiarHOCTUKY 71 OOIPYHTYBaH-
Hs BUOOPY METOYy aHTUMIKpOOHOI Teparril.

Knrouosi cnosa: nonimepasna nanyoz08a peax-
yist, H. pylori, napooonmum.

Ha ¢OHe SA3BEHHOII OONE3HM C HaIM4IMeM [[yOfie-
HoracTpanbHoro pedumiokca / A.J. Huxonaes,
M.T. Corixep // C6. Tpynos VI MexpernoHanb-
HOJl Hay4H.-TIpakT. KoH}. Bpaueil [TpuBomxcko-
Ypanbckoro okpyra «AKTya/lbHbIE BOIIPOCHI BO-
€HHOI V1 TPaKTIYeCKOi MeINIMHBI». — OpeHOypr,
2005. - T. II. — C. 347-349.

8. Young K. A. Morphological analysis of Helico-
bacter pylori from gastric biopsies and dental
plaque by scanning electron microscopy / K.A.
Young, R.P. Allaker, ].M. Hardie // Oral Microbiol.
Immunol. - 2001. - Ne 3. - P. 178-181.

9. Bauermeister C.-D. Mukpo6nonorndeckas guar-
HOCTHMKa 3aboneBanmit Tkaueit mapogonta / C.-D.
Bauermeister // HoBoe B cTomaronornm. — 2003. -
Ne7.-C.27-30.

10. Starka M. Parodontologia 2000 / M. Starka // N.
Y., 2000. - Vol. 1 - P. 64.

11. Mapés B.H. IlepcrieKTuBbI IpUMEHEHNA MOJIE-
KY/IIPHO-T€HETNYIECKX METOJOB MCCIIelOBAHNUA
B AuarHocTuke napopoHTa / B.H. ITapés, E.H. Hu-
kornaesa, JI.A. Ilmaxtuii // Poc. cTromar. XypH. -
2002. - Ne 5. - C. 6-9.

LI. Sokolova, E.N. Ryabokon, V.V. Oleynichuk
SPECIFIC STRUCTURE OF ANAEROBIC
MICROFLORA OF PERIODONTAL POCKETS
AT PATIENTS WITH GENERALIZED
FORMS OF A PERIODONTAL DISEASE
AGAINST PATHOLOGY OF BODIES OF THE
GASTROINTESTINAL HIGHWAY

The comparative study of specific composi-
tion of anaerobic microflora of periodontal pockets
is conducted for patients by the generalised forms
of periodontitis combined with H. pylori-combined
with pathology of organs of gastrointestinal tract
by the method of polymerase chain reaction PCR.
It is set that at contamination in parodontal pocket
H. pylori increases in them amount of anaerobic mi-
croflora. An offer chart of PCR can be useful to diag-
nostics and ground of choice method of antimicro-
bial therapy.

Key words: polymerase chain reaction, H. pylo-
ri, periodontitis.
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