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[aHa poboTa € pparmMeHTOM KOMMIEKCHOT TemMu «3a-
XBOPIOBAHHSA MApPOAOHTA. iX B3AaEMO3B’A30K 3 MaTOOri-
€10 BHYTPILLHIX OpraHiB Ta cTaHOM AoBKinna» (Ne nepxas-
Hoi peecTpauiji 0109U002900) kadenpv TepaneBTUYHOI
ctomatonorii @MNAO JIbBIBCbKOro HalioHaNbLHOro Me-
OMYHOrO yHiBepcuTeTy iMeHi JaHnna lanmubkoro.

BcTyn. B3aeM0O3B’A30K HWXKHIX BIOAiNIB LWIYHKOBO-
KMLLKOBOIO TPaKTY i MOro NO4aTKOBOrO BigAiny — NOPOX-
HVUHW pOTa — 3AINCHIOETHCH 32 A0NOMOIOI0 aHATOMIYHUX,
di3ionoriyHux i rymopanbHux 3B’S3kiB. Y 3B’3Ky 3 UMM,
B OCTaHHi poku, 0cobnuBy yBary ooCnigHukiB B obnac-
Ti cTOMaToNorii Ta raCTPOEHTEePONOrii 30cepeakeHo Ha
npo6saemi y4acTi MOPOXHMHM pOTa Y PO3BUTKY 3aXBOPIO-
BaHb LLUKT [1,3,5], ToMy 10, 3 0gHOro 60Ky, naronoris
TPaBHOI CUCTEMM, 3MIHIOIHYM NapamMeTpn BHYTPILLHLO-
ro cepenoBuLla opraHiamy, pobuTb iICTOTHWIA BNAMB Ha
CTaH NMOPOXHWHM POTa, 3 iHWOro 60Ky, 3rigHO KIiHIYHMX
OaHWX, NaToNOorivyHi MPOLECK B MOPOXHWHI poTa CTaloTb
BOMHULLAMM XPOHIYHOI iHdeKL;i, i, MOPYLUYIOYN aKT Xy-
BaHHS, NPU3BOAATbL A0 nopyweHHa GyHkuii LUKT i 3aro-
CTPEHHS NOr0 XPOHiYHMX 3axBOPIOBaHb [4,6].

BcTtaHoBNEHO, WO pOTOBa MOPOXHMHA € pPe3epBya-
pom Helicobacter pylori sk 04HOro 3 roNOBHMX €TIONOriY-
HUX GaKTOpPIB PO3BUTKY 3anasibHUX 3axBopioBaHb LLIKT.
36yaHUK NepCUCTYE B MOPOXHUHI poTa B 45,5 %, a cepen
nauieHTiB 3 no3uTmBHMM Helicobacter pylori — ctatycom
NMOPOXHMHW POTa, XBOPI 3 YaCTO PELMONBYIOHOIO Ayone-
HaNbHOK BMPA3Kol cknagalTb 75% [5,7,11]. Oocni-
[DKEHHS Mokasanu HasaBHICTb Helicobacter pylori B camux
PISHKMX TOKYCax MOPOXHVHM POTa: B C/IVHI, B ICEHHIN pian-
Hi, Ha CNM30BI 000JIOHLI A3MKa i LWiK, B NapOA0HTaNIbHUX
KuLeHsX. YCRillHICTb 3acTOCyBaHHA aHTuresnikobakte-
PiriHOI Tepanii B NliKkyBaHHI MiHrIBITY i IAPOOOHTUTY 003BO-
VN0 OeskuM aBTopam NpunycTUTU MOXJIMBY Yy4acTb
Helicobacter pylori y po3BuTKy 3ananeHHst TKaHWH napo-
[OHTa. 3aceneHicTb NOPoXHUHK poTa Helicobacter pylori
CTanu BpaxoByBaTth sk GpakTop, SK1in BIMBAE HA PO3BU-
TOK i nepebir cToMaToNorivYHNX 3axBoptoBaHb [7,9,10].

Psap aBTOpiB po3rnaganTb NOPOXHUHY poTa ik CBOE-
pigHy eKoNoriyHy CUCTEMY, B SIKil Pi3HI YNHHUKM — 3arasb-
Hi i MiCcLeBi — CMiNbHO B3aEMOII0UM, BUKIIMKAIOTb PI3HO-
MaHITHi NaTonoriyHi npouecn. 3MiHM B NOPOXHUHI poTa
BiLoOpaXaloTb 3aKOHOMIPHOCTI NMaToreHe3dy CUCTEMHOI
natonorii i 06ymMOBneHi eTionoriyHo, MOpPdONOriYHO0
Ta PYHKLIOHANBHOIO IHTErpauielo BCiX CUCTEM OpraHi3amy
[2,3,8]. 3 uiei npuunHN npobnema AjarHOCTMKN Ta Niky-
BaHHS NATONOrii OpraHiB NOPOXHUHM POTa BUXOOUTb 3a

MeXi CToMaToNorii, a 3HaHHS 0cOoBNMBOCTEN NPOSABIB 3a-
XBOPIOBaHb BHYTPILLHIX OpraHis B MOPOXHWHI poTa Bax-
NMBO ANs nikapsi-ctomaTosiora B NAaHi AiarHOCTKN Ta 3
METOI0 PO3POOKM KOMMIIEKCHUX MiAXOAIB Npw NikyBaHHi
[aHoi naTonorii.

MeTta pocnipxeHHs. BuBYeHHS BMOOBOrO cknagy
aHaepoOHOoi Mikpodiopu AceHHnx 6opo3eH Ta NapoaoH-
TaNbHUX KMLWEHb Y XBOPWUX 3 3anasibHO-AeCTPYKTUBHUMN
npouecamu TKaHMH NapoaoHTa Ha TNi 3axBoptoBaHb LLIKT.

0O6’ekT i meToam pocnipXeHHs. Y [OCHiOXEH-
Hi 6pann yyactb 150 ocib, fki 3Hax0AMIUChL Ha caHa-
TOPHO-KYPOPTHOMY JikyBaHHi y caHaTopii «[Mponicok»
(M. MopLuuH, JibBiBCbKa 0651aCTh), Y aHAMHESi AKuX 6ynun
NPUCYTHI 3aXBOPIOBAHHS LUYHKOBO-KULLIKOBOIO TPakTy
(LLIKT). ¥ 100 naujeHTiB, iki cknanm OCHOBHY rpyny, 6ynu
OiarHOCTOBaHO 3anajibHO-ANCTPOdIYHI 3aXBOPIOBAHHS
TKaHWH napogoHTa: 40 oci® — XPOHiYHMIA KaTapanbHUiA
riHrisiT (XKI); 19 naujeHTiB — 3 reHepaniaoBaHM Napo-
noHtutom (M) | cTynens BaxkocTi; 20 naujienTis — 3 M
Il ctynens BaxkocTi Ta 21 xgopwuii — 3 [T Il cTyneHs Bax-
kocTi. lMopiBHANbHY rpyny cknanm 50 cTomMaTonoriyHo
300pPOBMX OCiI6 3 BUPAXEHOI CTINKOIO PEMICIEID 3aXBO-
ptoBaHb LLUKT. [iarHO3 3axBOptOBaHb TKAHWH NapoLOHTa
006‘ekTuBidyBanu 3a knacuaoikauieto H. @. JaHMneBCbKO-
ro (1994) 3a nonomMoroo napakniHiYHMX iHAEKCIB.

JleTekuilo naTtoreHiB y NOPOXHWHI poTa 3AiMCHIOBA-
M MeToaoM mynbTunpalimepHoi MLUP. 3abip maTtepiany
(BMICT iCeHHMX 6OPO3€EH Ta MapOAOHTANIbHUX KULLEHb)
30iiCHIOBaNN  CTEPUSIBHUMM  NanepoBUMKU  afacopoy-
ounmm wtndtamm (Meta Dental, Kopes) Ne35. OHK
BUOINANMN NYKHUM METOAOM 3a [O0MnoMOoroilo Habopis
«QHK-exkcnpec» (HND «JINTEX», Mockea). Y sikocTi JHK-
MilLEHIi BMKOPWUCTOBYBaIN HYKIEOTUAHI MOCNiILOBHOCTI
reHiB H. pylori, Actinobacillus actinomycetemcomitans,
Porphyromonas gingivalis, Prevotella intermedia, Bac-
teroides forsythus, Treponema denticola. Amnnidikawito
304INCHIOBaNM Nig KOHTPOJIEM KOMM'IOTEPHOI nMporpamMun
MC 16 Ha mynbtuumknepi «Tepumk» MC-2 (AO «OHK-
TexHonorii, Mocksa). 1o npoBeaeHHs enekTpodopeTny-
HOro po3noainy Ao amnnidikauiiHoi cymiwi goaasanm
PO34MH BPOMUCTOro eTUAII0, SIKMIA YTBOPIOE 3 ABOX JIaH-
utorosumn pparmeHtamu AHK miuHi 3’€gHaHHSA, Gki nig,
Li€l0 yNbTPa4YepBOHOro OMNPOMIHEHHS 3i6HI ¢pnyopec-
LitoBaTh, O PEECTPYBANOCa Yy BUMsSAI NOMapaH4eBoO-
4YEepBOHMX CMYI Micns enekTpodOopPeTUYHOro po3noainy
amnnidikauiiHoi cymiwi B 1,5%-Mmy araposHomy reni y
Tpuc-6opaTHin 6ydepHin cuctemi [8,9].
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Tabnuusa
Cknap aHaepoOHOI Mikpodiopu ACEeHHUX
Gopo3€eH Ta NapoAOHTaNIbHUX KULLEHb Y
nauieHTiB rpyn AOCAiAKEHHS

MopiBHANBbHA OcHoBHa rpyna

Buoun rpyna (n=50) (n=100)
MiKpOOpraHiamis abc. % abc. %

K-CTb. K-CTb.
Helicobacter pylori 4 [10,0+x4,60| 69 [69,0+4,62p
Bacteroides forsythus 5 [10,0+4,24| 42 |42,0%£4,94p
Fusobacterium 3 |6,0+336| 31 |31,0£4,62p
nucleatum
Prevotella intermedia 5 |[10,0£4,24| 50 | 50,0£5,0p
Porphyromo- 5 [10,084,24| 51 |51,0+4,99p
nas gingivalis
Actlnobacnlus_ actino- 3 |6,0+336| 34 |340+473p
mycetemcomitans
Treponema denticola 6 [12,0£4,60| 52 |52,0%£4,99p

Mpumitka: p<0,01 - pocToBipHa pisHMUS

MNOPIBHANBHOI rpynu.

CTOCOBHO OaHux

OTpuMaHi MaTepianu onpauboBaHi CTaTUCTUYHO.

Pe3ynbTaty pocnigXxeHb Ta iX OGroBopeHHs. Y
pesynbTaTi AOCHioKEeHb BMICTY SICEHHUX 6GOpO3eH Ta
NapofoHTaNbHUX KUWEHb (Tadn.) O6yno BCTaHoBMe-
HO, wo Helicobacter pylori 3ycTpivaBca y 69 naujeHTiB
((69,0+4,62)%) 3 3axBoptoBaHHaMK LUKT (ocHoBHa
rpyna), wo 6yno y 6,9 pasn GinbLle CTOCOBHO aHaso-
riYHMX 3Ha4YeHb y NopiBHAHHI ((10,0£4,60) %, p<0,01).
Bacteroides forsythus gpiarHocTtyBanm y 42 naujeHTiB
((42,0+£4,94) %) ocHoBHOi rpynn npu ((10,0=4,24),
p<0,01)y rpyni nopiBHSAHHSA, WO 6ynoy 4,2 pa3u MeHLUe.
BuasneHo 31 noautueHuii pedynbtat ((31,0£4,62) %)
netekuii Fusobacterium nucleatum y nauieHTis 3 3ananb-
HUMK 3axBopioBaHHAMK LLIKT, wo 6yno y 5,2 pasu 6inb-
e CTOCOBHO AaHuX Yy rpyni NopiBHAHHS ((6,0+3,36) %,
p<0,01). Prevotella intermedia Ta Porphyromonas gingi-
valis 3ycTpivanmce y nauieHTiB OCHOBHOI rpynn y 5,0 pasu
yacTiwe ((50,0£5,0)% T1a (51,0+4,99) %, BignosigHo),
HiX y oci6 rpynu nopisHsAHHSA ((10,0+4,24) %, p<0,01).
Actinobacillus actinomycetemcomitans 06’ekTuBi3y-
Banucb y ((34,0+4,73) % ocid 0CHOBHOT rpynu, wwo 6yno
y 5,6 pa3u Ginblue aHanoriYyHMX 3Ha4YeHb y rpyni nopis-
HSAHHS ((6,0£3,36) %, p<0,01). Mo3nTMBHUIA pe3ynsTaT
netekuii Treponema denticola 6yB
oTpumManuii y ((52,0+4,99)%) 06-
CTEXEHUX OCHOBHOI rpynu, LWo
NepPeBULLYBaNIO  aHaoriyHi  3Ha-
YeHHs Yy nopiBHAHHI y 4,3 paswu
((12,0£4,60) %, p<0,01).

OTtpumaHi  paHi L03BONNU
3’acyBaTy Aeski 3aKOHOMIPHOCTI Ha-
SIBHOCTI Yy npobax MikpoopraHiamis
y NauieHTiB rpyn gocnigxeHHs. Tak,
Fusobacterium nucleatum Tta Acti-
nobacillus actinomycetemcomitans
3ycTpiYannchb pigwe iHwWuMx aHae-
pobiB B 060x rpynax OOCHiOKEHHS. 0
YacTtka mikpoopraHiamiB Prevotella
intermedia, Porphyromonas gingi-
valis Ta Treponema denticola xapak-
TepudyBanacb AiarHOCTUYHO 3Ha-
YUMUMM MOKa3HUKaMKN y ocid 06ox
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MopisHANbHa rpyna

rpyn, ofHaK 3yCTpi4aeMiCTb NpeacTaBHMKIB aHaepoBHOi
Mikpodnopu 6yna BuLle Yy NaUieHTIB 3 3anafbHUMK 3a-
XBOPIOBAHHSAMMW TKaHMH NapoaoHTa Ha Thi ypaxeHb LUKT,
HiX Yy OCi0 3 aHaNOoriYHMMM CTOMATOJIOTIYHMMIN 3aXBOPIO-
BaHHAMK 6e3 HOHOBOI NaToNorii.

HacTtynHum etanom pob6oTn O6yno BUBYEHHSA PO3-
NMOBCIOXEHOCTI aHaepoOHMX MiKpoopraHiamie y ocid
OCHOBHOI Fpynu, y 3aNexXHOCTi Bif, CTyneHs BaXxKOoCTi na-
TONOriYHOrO MPOLECY Y TKAHMHAxX napogoHTa. Tak, y na-
uieHTiB ocHoBHOI rpynu 3 XK, H. Pylori 06’exTuBidyBaBcs
y ((50,0£7,91)%) ornaHytmux, wo 6yno y 1,6 pasu
MEHLLIE, CTOCOBHO OTpUMaHuMX gaHnxy nauientis 3 1 1-111
CcTyneHiB BaxkocTi (81,38 %). Y Tolh xe yac, y ocié npu
[T | ctynensa Helicobacter pylori 3yctpivasca y 1,5 pasu
(p>0,05), npu I'M Il ctyneHna — y 1,6 pasm (p<0,01) Ta
npu M Il ctynens — y 1,8 pasun (p<0,01) yacTiwe, cTo-
COBHO AaHunx y nauieHTiB 3 XKI.

Bacteroides forsythus y oci6 3 XKI™ giarHocTyBanu y
((25,0+6,85) %) Bunaakie, wo 6yno y 2,0 pasn MeHLwe
CTOCOBHO JaHux y xBopux 3 [Tl (53,383%), npuyomy
JaHui BUA MikpoopraHiamy y nauieHTis 3 M1 | cTyneHsa
3ycTpiyaBsca y 2,3 pa3m (p<0,05), 3 M Il ctyneHa — y
2,0 paau (p>0,05) Ta I'M Il ctyneHs —y 2,1 pa3u 4acTi-
e, HiXX Y XBOPUX 3 XPOHIYHMM KaTapasibHUM FiHFBITOM.
Fusobacterium nucleatum y oci6 3 XKI' ocHOBHOI rpynu
ob’ekTmBidyBann y 2,8 pasu pigwe ((15,0£5,65)%)
CTOCOBHO BiANOBIAHMX 3HAYEHb Yy MALUEHTIB 3 reHepani-
30BaHUM NapofoHTUTOM (41,67 %). JaHunii Bup, Mikpo-
opraHiamMy BusIBAsIBCS yacTiwe y oci6 3 [T | cTtyneHs — y
2,5 pa3u, 3 Il ctyneHa —y 2,7 pasu ta 3 I'M lll cTyne-
HA — y 3,2 pa3u (p<0,05), HiX y NALIEHTIB 3 XPOHIYHUM
KaTapanbHUM riHrisiToMm. Prevotella intermedia ta Por-
phyromonas gingivalis y xsopux 3 XKI" giarHocTyBanucb
y 2,4 pasun pigwe ((27,5+7,06) %), CTOCOBHO aHanoriy-
HWX 3Ha4YeHb Yy OCib 3 reHepanisoBaHMM NapoOgOHTUTOM,
NPMYOMY KiNbKICHUI cknag, AaHoro npeacTaBHMKa aHa-
epob6Hoi Mikpodnopu npu M | cTyneHs BaxkocTi 6yB y
2,3 pa3u (p<0,05), npu I'M lI-lll ctynens — y 2,4 pasu
nepesuLlyBaB aaHi y ocid 3 XKI (p<0,01). Actinobacil-
lus actinomycetemcomitans y oci6 3 XKI" BusiBnsnuy 2,6
pasu pigLe CTOCOBHO AaHux y xsopux Ha [T I-11l ctyne-
HiB (45,0 %). JaHuii BUA MiKpoopraHiamy giarHocTtysanm
yacTiwe : npu M | ctyneHa —y 2,4 pasu , npu I'M 1l cTy-
neHs —y 2,6 pasun (p<0,05) Tanpmn M Il ctynena -y 2,7

81,38

2 Helicobacter pylori

66,67 66,67
3 65,
£5 Bacteroides forsythus

# Fusobacterium
nucleatum

B Prevotellaintermedia

Porphyromonas
gingivalis

£ Actinobacillus

actinomycetemcomitans

3 XKr (ocHoBHa rpyna) 3 reHepanizoBaHUM
NapofoHTUTOM (OCHOBHA

rpyna)

# Treponema denticola

Puc. Buposuia cknag MikpoopraHi3amiB y naui€HTiB 3 3anasibHUMu 3aXBOplo-
BaHHAMMW TKaHWH NapoAoHTa Ha Tni naTonorii LUKT Ta oci6 rpynu NOpiBHSAHHS.
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pasun (p<0,01), ctocoBHO aaHnx y xsopux 3 XKI. Trepo-
nema denticola y naujeHTiB 3 XKI™ giarHocTyBanacb y 2,2
pa3au pigwe ((30,0+£7,24) %) cTocoBHO faHmnx y oci6 3 '
(66,67 %), npnyomy nipu M I-1l cTyneHs uei Bua Mikpo-
opraHiamy o6’ekTuBidyBann y 2,1 pasu (p<0,05) Ta npu
Ml ctynensa —y 2,5 pasun (p<0,01) yacTiwe, HixX y navj-
eHTiB 3 XKI (puc.).

BUCHOBKMU. TaknMm YNHOM, y pe3ynbTaTi NPOBeAEHUX
[ocnigXeHb 3’aCOoBaHO, LLO He3Baxaloun Ha Te, wo di-
3MKO-XiMiYHi YMOBU MOPOXHWHN POTa 3HAYHO BiAPI3HS-
IOTbCH Bifl TAKUX Y LLUSYHKY, MPUCTOCOBYBaHICTb Helico-
bacter pylori O yMOB iCHYBaHHS 3aMLLAETLCS BENKOIO,
L0 MiATBEPOXYETLCA NO3UTUBHUMK pe3ynbTtaTtamu MNMLUP,
OTPUMaHMX Yy OCHOBHIl rpyni. AKLO0 BpaxoByBaTu opasb-
HUM WNAX IHPIKYBAHHS, NPU YPaXKEHHI LUNYHKY, cepej,
SAKMX HaMbINbLL arpecuBHi WTaMnM CTaloTb NaTOreHuMu,
a TakoX 3 ypaxyBaHHAM BMCOKOI ypea3HOI aKTUBHOCTI

Helicobacter pylori, 3aKOHOMIpHO NPUNYCTUTK, LLO KOO-
Hi3aujia AceHHnx GOPO3eH Ta NapPOAOHTaNIbHUX KULLEHb
BiLOOpaXKaeTbCA Ha ix MikpoOGHOMY nelisaxi. Y Tol xe
4yac, BUHUKHEHHS, yHacnigok ypaxeHb LLUKT, gncoyHk-
Uil PiIBHUX PErynsaTOpPHUX CUCTEM CMPUSIOTb 3HMXEHHIO
Oap’epHUX BNacTUBOCTEN enitTenilo, 3aBAsSKU YOMY BU-
HMKaOTb CNPUATAMBI YMOBU 011 NMPOSBY MaTOreHoCTI
YMOBHO-NATOrEHOi Mikpodnopm NOPOXHUHW poTa, Npu-
4OMY OaHWIi Npouec HOCKB BiNblL BUPaXKEHWUIA XapaKTep
npwu 30iNbLUEHHI iHTEHCKdIKaLii 3ananbHOro npouecy y
napogoHTi.

MepcnekTBM nopganbnx AochigXeHb. B no-
LanbloMy NNaHYETLCA PO3NpaLoBaT NikyBasibHO-NPO-
dinaKkTUYHUIA KOMMAEKC AN Kopekuii MikpobioLeHo3y
BMICTY NapOAOHTaNIbHUX KMLLIEHb Y MNALEHTIB 3 3anasibHO-
LEeCTPYKTUBHUMMU SIBMLLLAMW Y NAPOAOHTI 3a A0NOMOroK
MPUPOLHUX NiKyBanbHUX GakTopiB KypopTy MopLUnH.
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BUOOBUIN CKNAL AHAEPOBHOT MIKPO®JIOPU SICEHHUX BOPO3EH TA MAPOOHTAJIbHUX KULUEHb
Y XBOPUX 3 SANAJIbHO-OAECTPYKTUBHUMU 3AXBOPIOBAHHAMU TKAHUH MAPOOOHTA HA ®OHI MNATO-
JIOT1i OPTAHIB LUJTYHKOBO-KULLKOBOIO TPAKTY

BaHppiecbkuii 10. J1., LBeus . €.

Pesiome. [poBeneHO MOPIBHANbHE BUBYEHHS BMAOBOrO Ckiafy aHaepoOHOoi Mikpodnopn sceHHUx 60po3eH
Ta NapoAOHTaNbHMX KULLEHb Yy XBOPUX 3 3anajibHO-AeCTPYKTUBHUMW 3aXBOPIOBAHHAMW TKAHWH NapoaoHTa Ha Thi
H. pylori-acouinoBaHoi naTonorii opraHis TpasaeHHS. BCTaHOBNEHO, LLLO NPy KOHTaMiHaLii NapoaoHTaIbHUX KMLLEHb
H. pylori, B H1xX 36inblUIYETLCS KiNbKiCTb aHaepoBHOi MiKpOdIopK, NPUYOMY LEN NPOLLEC XapakTepuayeTbes BinbLu
BUPAXXEHOIO AMHAMIKOIO 3 NOMMONEHHSM Ta iHTeHcUdiKaL|elo 3ananbHNX SBULL Y NAapOA0HTI. 3anponoHoBaHa cxema
nosiMmepasHo-NaHUOroBOi peakujii Moxe 6yTn KopucHa Afisi AiarHOCTUKKN Ta 0OrpyHTYBaHHSA BUOOPY MeTony aHTu-
MiKpOOHOI Tepanii.

Knio4voBi cnoBa: Mmikpodnopa, XpOoHi4YHNIA KaTapanbHWUI TiHTIBIT, reHepanisoBaHNM NapoOgOHTUT.

YOK616.314. 17-008. 1:579. 84:616. 33/345

BUOOBOM COCTAB AHASPOBHOW MUKPO®JIOPLI AECHEBbBIX BOPO3/ U NAPOAOHTAJIbHbIX KAP-
MAHOB Y BOJ1bHbIX C BOCMNAJIUTEJIbHO-AECTPYKTUBHbIMU 3ABOJIEBAHUAMU TKAHEA NAPOAOHTA
HA ®OHE NATOJIOr'MU OPTAHOB XXEJTYAO4YHO-KULUEYHOIO TPAKTA

Banppueckui 0. J1., LLBsey WU. E.

Pesiome. [poBeaeHO cpaBHUTENBHOE U3Yy4YEeHME BUAOBOIr0 COCTaBa aHasapOOHON MUKPOdIOpPbI AECHEBLIX O0PO3,
1 NAapOLOHTasbHbIX KAPMaHOB Yy 60MbHbLIX C BOCMANIUTENBHO-AECTPYKTUBHLIMU 3a001EBAHMSAMN TKAHEN MapOaoHTa
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CTOMATOJ10r'IA

Ha ¢oHe H. pylori-accounmpoBaHHOM NaTosornMmM OpraHoOB NULLLEEBApPEHUS. YCTAHOBNEHO, YTO MPU KOHTaMmMHauum
NnapoaoHTasbHbIX KapMaHoB H. pylori, B HUX yBENNYMBAETCS KOIMYECTBO aHA3POOHON MUKPOdIOPkI, NMPUYemM 3TOT
NPOLIECC XapakTepnayeTcs 6onee BblpaXEeHHON ANHAMUKON C yriybnieHnemM 1 nHTeHcudgmukaumen sBocnannTenbHbIX
ABNIEHMIA B NapoaoHTe. MNpeanoxeHHas cxema NoJIMMepasHo- LIEMHOM peakuym MOXeT ObiTb NonesHa ans auarHoc-
TUKN 1 060CHOBaHMA BbIOOpa MeToaa aHTUMNKPOOHOW Tepanuu.

KnioueBble cnoBa: Mkpodnopa, XpOHNYECKNI KaTapaibHbll FTMHTVUBUT, FEHEPANN30BaHHbIV MAPOOOHTUT.
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The Species Composition of Anaerobic Microflora of Gingival Fissures and Periodontal Pockets in
Patients with the Inflammatory and Destructive Periodontal Diseases on the Background Pathology of
Organs of the Digestive Tract

Bandrivsky Y. L., Shvets I. E.

Abstract. Some authors examine the oral cavity as a kind of ecological system in that different factors — general
and local together co-operating, which cause the different pathological processes. For that reason the problem of
diagnostics and treatment of pathology of organs of the oral cavity extends beyond of dentistry and the knowledge of
the manifestations of internal diseases in the oral cavity is important for the dentist in terms of diagnostics and with the
purpose of development of integrated approaches in the treatment of this pathology.

It is established that the oral cavity is a reservoir of Helicobacter pylori as one of the main etiological factors in the
development of inflammatory diseases of the gastrointestinal tract. The occupancy of the oral cavity with Helicobacter
pylori were taken into account as a factor that affects the development and course of dental diseases.

The purpose of our research was study of the species composition of anaerobic microflora of the gingival sulcuses
and periodontal pockets in patients with inflammatory and destructive processes of periodontal tissues on the
background of diseases of the digestive tract.

Materials and research methods. 150 persons who were on a spa treatment in the sanatorium “Prolisok”
(Morshyn, Lviv region), in medical history of which there was revealed gastro-intestinal tract (GIT) has been examined.
The diagnosis of periodontal diseases was objectived with using the classification of N. F. Danilevsky (1994) with
paraclinical indices. The detection of pathogens in the oral cavity was carried out by the method of multiprimer PCR.
Collection of the material (content of gingival sulcuses and periodontal pockets) was performed with sterile absorbent
paper pins (Aim Dental, Korea) Ne35. The obtained data were worked out statistically.

Results of research and their discussion. As a result of studies content of gingival sulcuses and periodontal pockets
it was found that Helicobacter pylorimet in 69 patients ((69.0+4.62) %) with gastrointestinal disease (main group), that
was in 6. 9 times higher in relation to the similar values compared ((10.0£4.60) %, p<0.01). Bacteroides forsythus was
diagnosed in 42 patients ((42.0+4.94) %) of the main group in ((10.0+4.24), p<0.01) of the comparison group, that
was in 4.2 times less. It was revealed 31 positive ((31.0+4.62) %) detections of Fusobacterium nucleatum in patients
with inflammatory diseases of the gastrointestinal tract, that was in 5. 2 times more than the data of comparison group
((6.0£3.36)% p<0.01). Prevotella intermedia and Porphyromonas gingivalis were detected in patients of the main
group in 5.0 times more likely ((50.0+5.0) % and (51.0+4.99) %, respectively) than those in the comparison group
((10.0+4.24) %, p<0.01). Actinobacillus actinomycetemcomitans were diagnosed in ((34.0£4.73) % patients of the
main group that was in 5.6 times more than the same values in the comparison group ((6.0+3.36) %, p<0.01). A
positive result of the detection of Treponema denticola was obtained in ((52.0+4.99) %) examined of the main group,
which was higher than the same values in comparison in 4.3 times ((12.0+4.60) %, p<0.01).

The obtained data allowed finding out some patterns of the present in microorganisms in samples of patients
at study. Thus, Fusobacterium nucleatum and Actinobacillus actinomycetemcomitans met less often than other
anaerobes in both groups of the study. Share of microorganisms Prevotella intermedia, Porphyromonas gingivalis
and Treponema denticola characterized with diagnostically significant parameters in patients of both groups, but
representatives of occurrence of anaerobic microflora was higher in patients with inflammatory periodontal disease
on the background of gastrointestinal defeats than in those with the similar dental diseases without background
pathology.

Conclusions. Thus, research has found that the adaptability of Helicobacter pylori to the conditions of existence
remains high, which is confirmed by positive PCR results obtained in the main group. Given the oral way of infecting in
the defeats of stomach, among which the most aggressive strains are pathogens and also given the high urease activity
of Helicobacter pylori is appropriately to assume that the colonization of gingival sulcuses and periodontal pockets
displayed on their microbial landscape. At the same time, the emergence, resulting in defeats of the gastrointestinal
tract, dysfunction of different regulatory systems help to reduce the barrier properties of the epithelium, so that there
are favorable conditions for the manifestation of opportunistic pathogens of microflora of the oral cavity, and this
process was more pronounced with increasing the intensification of the inflammatory processes in the parodontium.

Keywords: microflora, chronic catarrhal gingivitis, generalized periodontitis.
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