Becui HarprsinasteHait akaapmii HaByk benapyci. Cepbist MenbipiHeKix HaByk. 2026. T. 23, Ne 2. C. 147-156 147

ISSN 1814-6023 (Print)

ISSN 2524-2350 (Online)

VK 616.314.17-002:616.34-002 IToctynuna B penakuuio 20.03.2026
https://doi.org/10.29235/1814-6023-2026-23-2-147-156 Received 20.03.2026

NI HUKOBHY , O. E. HOB . K. Omumixonos?, JI. M. Aimumona“,

C.11. Pyounkosny!, O. E. Bekxkanosa?, K. K. Ommumxonos?, JI. M. AnumoBa?

. X. AiumumoBa“, M. M. Acranakymaosa“, 1O. JI. leuucosa’, T. JI. Axmaa:xoHOB

C. X. Aanmosa?, M. M. Acranaky.osa?, 0. JI. lenucosa!, T. JI. AxmaxoHoB>
!Benopyccruii 2ocyoapcmeennviii meduyunckutl ynueepcumem, Munck, Pecnybnuxa Benapyce

2Tawxenmexuti 2ocyoapcmeennviii meouyunckutl ynueepcumem, Tawxenm, Pecnybnuka Y3bexucman

COCTOSIHUE TKAHEM NIEPUOJOHTA Y MAIIUEHTOB
C BOCHHAJIUTEJABHOM MATOJIOTMEW KMIIEYHUKA

AnHoTanus. Llenblit psaj [oka3aTesbCTB B3aUMOOTSTOILAOLIET0 BIUSHUS NATOJIOT U IIEPUOAOHTA U KULICYHUKA Yepe3
MHOTOYHCIICHHBIE MUKPOOHOJIOTHYEeCKHEe, HIMMYHOJIOTHUECKHE, IICHXOJIOTHYeCKHe U MeTaboJInYecKre acCONNaINH OIpeie-
JISIeT MOBBIIIEHHBIH HHTEPEC K MpoOeMe MaTONOTHH MEePHOIOHTA Y MAIlHEHTOB C BOCIAIHTEIBHEIMA 3200JIeBAHUSIMHA KU-
meunnka (B3K).

Ornonarorenes B3K, T. e. s;3BeHHOr0 Konuta u 6one3snu Kpona, Bo MHOTOM cxoneH ¢ nepuogoHTHTOoM. O6a 3aboneBa-
HUSA CBSI3aHBI C YPE3MEPHON BOCTIATUTEIBHON PEeaKINel CIIM3UCTON 000I0YKH KUIICYHNKA MIIH TIOJIOCTH PTa HA MEKPOOHBIH
TPHUTTEP Y BOCIPHUMYHBOIO X0O35HHA.

Lenp uccnenoBaHUs — OLEHUTD TSKECTh KIMHUYECKOTO TEUEHUSI TATONOTHH NePHOI0HTa y manueHTos ¢ B3K.

B3K u nepuofoHTUT SBISIOTCA MAaTOJOrHell BOCTAIUTEIBHOTO I'eHE3a, XPOHUYECKOT0, IPOrPECCUPYIOIIET0 TEUEHHUS,
OHH 00BEAMHEHBI OOLIHOCTBIO MATOICHE3a, 3aKIIIOYAOIIEr0Cs BO B3aUMOACHCTBUM U B3aMMOYCYT'yOI€HUN HAPYIICHUH MU-
KpOOHOLIEHO3a ¥ MMMYHOBOCIAMUTENbHBIX peakunii. B3K — onnH n3 BakHeHIINX (akTOpPOB pHUCKa PA3BUTHS U TSKEIOTO
TedeHUs nepuonoHTuTa. Hamu ycranosiieHo, uto y nanueHToB ¢ B3K puck Tspkenoro nmapononrtura III-IV crenenu co-
craBisiet 2,431 (95 % AU 1,704-3,470), a aruonorudeckas goust Bkiaga B3K B puck nepuonontuta [1I-1V crenenu paBHa
58,86 %. Hannume daxTopa pucka yBeINIHBACT TSHKECTh ITATOJIOTHHU NIEPUOIOHTA.

JlocToBepHO Goilee BHICOKAsl pacHpoOCTPaHEHHOCTh MEPHONOHTHTA Oblila 00Hapy»keHa y manuentos ¢ B3K no cpasue-
HUIO ¢ Tpymnnoii cpaBHeHns — 94,16 % mpoTus 83,97 % (p < 0,001).

KuioueBble ¢J10Ba: TaTONOTHS TKaHEH MEPUOAOHTA, BOCHAINTENbHAS TATOIOTUS KUIICYHUKA, TapaJOHTAIbHBIA CKPHH-
HUHT, KTacCH()UKAIIUH TSKECTH U CTETIEHH NEPHOJOHTHTA, OIIEHKA COCTOSTHUSI IEPHOJOHTA
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CONDITION OF PERIODONTAL TISSUES IN PATIENTS
WITH INFLAMMATORY INTESTINAL PATHOLOGY

Abstract. Numerous evidence of the mutually aggravating influence of periodontal and intestinal pathologies through
numerous microbiological, immunological, psychological, and metabolic associations determines the increased interest in the
problem of periodontal pathology in patients with inflammatory bowel diseases.

The etiopathogenesis of inflammatory bowel diseases, i. e., ulcerative colitis and Crohn’s disease, is largely similar to
periodontitis. Both diseases are associated with an excessive inflammatory reaction of the intestinal mucosa or oral cavity to
microbial triggers in the susceptible host.

The purpose of the research is to assess the severity of the clinical course of periodontal pathology in patients with in-
flammatory bowel diseases.

Intestinal inflammatory diseases and periodontitis are pathologies of inflammatory genesis, chronic progressive course,
united by a common pathogenesis consisting in the interaction and mutual aggravation of microbiocenosis disorders and im-
muno-inflammatory reaction. Inflammatory bowel diseases is one of the most important risk factors for the development and
severity of periodontitis. We determined that in patients with inflammatory bowel diseases , the risk of severe periodontitis of
the III/IV degree is 2.431 (95 % CI 1.704-3.470), and the etiological contribution of inflammatory bowel diseases to the risk
of periodontitis of the III-1V degree is 58.86 %. The presence of a risk factor increases the severity of periodontal pathology.

A significantly higher prevalence of periodontitis was found in patients with inflammatory bowel diseases compared to
the comparison group (94.16 % versus 83.97 % (p < 0.001). The presence of inflammatory bowel diseases significantly affects
the risk of severe periodontal disease.



148 Proceedings of the National Academy of Sciences of Belarus. Medical series, 2026, vol. 23, no. 2, pp. 147-156

Keywords: periodontal tissue pathology, inflammatory intestinal pathology, periodontal screening, classifications of
periodontitis severity and degree, periodontal condition assessment

For citation: Rubnikovich S. P., Bekjanova O. E., Olimjonov K. J., Alimova D. M., Alimova S. X., Astanakulova M. M.,
Denisova Yu. L., Ahmadjanov T. L. Condition of periodontal tissues in patients with inflammatory intestinal pathology.
Vestsi Natsyyanal 'nai akademii navuk Belarusi. Seryya medytsynskikh navuk = Proceedings of the National Academy of
Sciences of Belarus. Medical series, 2026, vol. 23, no. 2, pp. 147-156 (in Russian). https://doi.org/10.29235/1814-6023-2026-
23-2-147-156

Beenenue. Llesblil pax 10Ka3aTeabCTB B3aMMOOTATOLIAIOIIETO BIUSHUS MAaTOJIOIMU IIEPHOIOHTA
1 KHMIIEYHUKA 4epe3 MHOIOYHCIIEHHbIE MUPOOHOIOrHYeCKUe, UMMYHOJIOTHYECKHE, TICUXOJIOI MUECKUe
1 MeTabOIMYeCKHe acCOLHUAIMK ONpPEAEseT MOBBILICHHBIH HHTEpeC K MpolieMe MaToJoruy MepHo-
JIOHTa y MAIMEHTOB C BOCHAJIMUTEIbHBIMU 3a00ieBanusimMu kuinedHuka (B3K) [1-5]. OgHako B Takux
HCCIIEZIOBAHMAX, KaK MPaBUJIO, OCYIIECTBISAIOTCS MPOU3BOJIBHBIE OLEHKH COCTOSHHUS MEPHOJOHTHTA,
YTO ONpeeIsieT BApHaOeIbHOCT Pe3yIbTaToB [6—9].

[lokazarenu TSAKECTH MEPHUOJOHTHUTA BAXHBI MPHU MPOBEACHUU TOMYJIAIMOHHBIX HCCIEIOBAHMIMI
IIPH OIIEHKE PUCKA M TEPaNeBTHUYECKON CTpaTerny y OTACNbHBIX Kareropuil manuentos [10—12]. Hlu-
POKO NIPUMEHSEMBIH B SIUAEMUOIOI HUECKUX UCCIIEOBAHUSX IEPUOJOHTAIBHBIN HHAECKC TOTPEOHOCTH
B neueHuu (CPITN) u mapogoHTanbHBIN CKPUHUHT Ba)KHBI Ha dTalax paHHEH NHarHOCTHKHU U Teparuu
MEPUOAOHTHTA, IIPU 3TOM OTCYTCTBYIOT NMAaTOIC€HETUYECKHE KPUTEPUH U MHTEPIIPETalMs TUIIAa BOCIIA-
aenus [13—15]. I'myOuna 30HIUPOBAaHUS U YPOBEHb KIMHUYECKOIO NMPUKPEIICHHUS ASCHBI HE BCeraa
aJIeKBaTHBI B OIIGHKE KIIMHUYECKOH CHTYalUH, 1a)e B cllydae HaJlu4us Ha3yOHBIX OTJIOKEHUH U BOC-
nayenus [16—19].

Takum 00pa3oM, 3MHUAEMUOJOTHYECKHNE WHAEKCH HE 3aMEHSIOT IEPHONOHTANBHYIO KapTy MpH
KJIMHUYECKOH M TepaNeBTHUECKON OLIEHKE KJIMHUYECKOTO COCTOSHUSI IIEPUOIOHTA, TEPaIns MalueHTa
C IATOJIOTHEH MEePUOJOHTa BO MHOIOM ONPEAEISeTCS HAaNCKHBIMHM KIMHHYECKUMHU HCCIIEIOBAHUSIMHU
C aJICKBAaTHO MO00PaHHBIMH KJIMHUYECKUMH HHICKCAMU.

HoBas cuctema kiaccuukanny COCTOSIHUM M JieueHHs! 3a00JIeBaHUI TIEPHOIOHTA, TPEAHAa3HAYCH-
Hasl AN KIMHAYECKOH MpakTUKH, Obuia pa3paboraHa B Hadaje 2019 r. mo uToraMm MexyHapOaHOTO
cemunapa B 2017 r. bpuranckum 00IIeCTBOM MapoOAOHTONIOTHU U uMIUtanTonoruu (BSP) u sBunace
OCHOBOH TSI TepecMoTpa 0a30BOT0 OCMOTpa NEePUOIOHTA.

IIpu ocMoTpe HaMM UCIIOIb30BaHa MOAUGHUIIMPOBAHHAS 1lIKaJIa KPOBOTEUEHUS, OLIEHUBAIOIIAS IIPO-
TSKEHHOCTh MaprUHAJIBHOIO KPOBOTEUCHMsSI, & HE KPOBOTEUEHHUE IPH 30HAMPOBAHMM JHA KapMaHa —
OIIeHKa MPOTsHKeHHOCTH KpoBoTeueHus Bo pry (Full Mouth Bleeding Score, FMBS) kak mokasarens
BOCTIAJICHHsI [IEPUOJOHTA U OLIEHKa MpoTskeHHocTH 3yOHoro Haneta (Full Mouth Plaque Score, FMPS)
KaK TI0Ka3aTeJIsl HAJIMYUsI MUKPOOHOTHI [9].

B aT01i cBsi3M OcyIIecTBIEHA KIMHUYECKas OLEHKa paclipoCTPaHEHHOCTH M HHTEHCUBHOCTH MEPUO-
noutuTa y nanueHTos ¢ B3K mo cpaBHeHuto ¢ cornocraBuMoi rpynmnoi namuenToB 6e3 B3K.

Martepuaabl U MeToAbI UccienoBanus. Ha xadenpe daxkympreTcKol TepaneBTUYECKONW CTOMa-
TOJOrMHM TalIKEHTCKOTO TOCYAApCTBEHHOIO0 MEIMLIMHCKOIO YHHBEPCUTETa OCYIIECTBIICH yINyOJeH-
HBII cTOMaTonorndecknii ocMoTp 60apHBIX ¢ B3K. B nccnenoBanny npunsin yuactue 244 naruenTa
¢ B3K, naxoauBunecs Ha JICYUCHUH B racTPOIHTEPOJIOTHYESCKOM OTACICHUN TalIKeHTCKOW MeIuIUH-
cKo# akazemuu 3a nepuon ¢ 2023 mo 2025 rr., KoTopeiM ObLT MocTaByeH Auarno3 B3K e menee uem
B TEYEHMHU TNOCIIEAHUX JIBYX JIET HA OCHOBAaHUHU KpUTEpHeB, npenioxeHusix BO3 [20, 21]. I'pynny koH-
TPOJISL COCTABWIIH 155 MAIMEHTOB, HUKOT/IA HE CTPAJABIINX BOCHAIUTEIBHON MATOJIOTHEH KUIICYHUKA
(BITK). Bce yyacTHHKH Jajiu MHUChbMEHHOE MH(MOPMUPOBAHHOE COIIache Ha BKIIOYEHUE B MCCIIEI0BA-
Hue, 0100peHHOE KOMHUTETOM IO 3THKE TalIKeHTCKOro rocyAapCTBEHHOI'O CTOMATOJOIMYECKOro HH-
CTUTYTA.

Huarnossr «6one3np Kpona» (BK) nnun «s3Bennbiil komut» (1K) ObLTH MOATBEPKICHBI KIMHAYE-
CKMMH, PEHTT€HOJOTHYECKUMHU M SHIOCKOMMYECKUMU HccaeoBaHusaAMH [22, 23]. JInarHo3 «mapojgoH-
TUT» MOATBEPKAAJICS TUCTOJIOTUYECKUMH UCCIeOBaHUAMH. [lanueHTs!l ObLIH pacrpeesieHbl Ha TPH
TpYIIBI: OCHOBHas rpyrmna — nanueHTsl ¢ B3K; rpymnmna cpaBHeHHS — MaIl[UeHTH! ¢ MaToJIOTHEel nepuo-
nmonTta 6e3 B3K; koHTponbHas rpynma — naiueHTs 6e3 natonorun nepuogonta u B3K. [lanuenTs Becex
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TPYII SBJISUTHCH KuTeNssMU TamkenTta (Y30ekucTaH), a Takyke ObLITM CONOCTaBUMBI IO BO3PACTY, MOy
Y 3THUYECKOH MPUHAJICKHOCTH.

Bce manueHnTsl oTBeYaIN CIACAYIOIUM KPUTEPUSM BKJIIOUCHMSI B UCCIICIOBAHUE: BO3PACT — HE Me-
Hee 18—60 net, Hannuue He MeHee 20 GYHKIIMOHUPYIOMINX 3yOOB B TIOJIOCTH PTa.

Kputepun nckimroueHus: 0epeMEHHOCTh U KOpMIIEHHE peOeHKa I'Py/Iblo; JI€UEHUE IEPUOJOHTA B Te-
YCHUC IIOCIICAHUX 6 MECALCB, KapueC C IMOPAXKCHUEM ITYJIbIIbLI; HAJINYNC HepI/IaHHKaHBHOﬁ I1aTOJIOTH
Y OPTOJIOHTUYECKHX allaparoB; TSKeJI0e TeUeHUE caXxapHoro quadera ¢ OCI0KHEHUSIMU, OHKOJIOTHYe-
CKasl TaToyiorusi (OCTpoe TeUeHUe U/UIM 000CTPEHUE XPOHUYECKOH MaTOJNOTHH, CIOCOOHOE MOBIUSATH
Ha TEYEHHUE MATOJIOTUU IEPHOIOHTA).

[lanmenTaM, KOTOpBIE COOTBETCTBOBAJIN KPUTEPHSIM BKJIIOUECHHUS B HCCIEIOBAaHUE, CIepBa pa3ja-
BaJIM ONPOCHUK A cOopa nHPOpMALUK 00 UX COLUAIBHO-IEMOrpauIecKX XapaKTepUCTHKaX, OT-
HOIICHUHU K TMTHEHE MOJOCTH PTa, O HAJIWYUHM BPEAHBIX MPUBBIYEK (KypEHHE), PeXKUME COOIIOICHHUS
TUTHEHBI MOJIOCTU PTa M craryce auadera. JlaHHbIe 0 HaJW4YUU (POHOBOM COMATHYECKOH MATOJOTHH
OBLIHM TIONTYUYEHBI U3 UCTOPHI OO0JIE3HH COMAaTUUECKOTo 00IBHOTO0. JIOCTOBEPHOCTh aHKETHI-OMPOCHUKA
MIPOBEPSIIN C TIOMOIIBIO Kamma-TecTa (K): A0 Hadana ucciaenoBaHuil Ha 10 manuenTax oneHuiu 4 ciy-
YaifHO BBHIOPaHHBIX BOIIPOCA, HA KOTOpBIC OBLIW MOJIy4YeHBbI OTBETHI cpasy u uepe3 1 nememto. Kamma-
TECT MOKa3aJ BHICOKYIO M OY€Hb BBHICOKYIO BOCIIPOM3BOAMMOCTH OTBETa HA BOMPOCHI, YTO JOKa3bIBACT
JOCTOBEPHOCTH ONPOCHUKA.

VY nauuenTos ¢ napogoHTuToM 1 B3K ocymiecTBiaeH nogpoOHbIi cO0p aHaMHe3a, OCMOTP MOJIOCTH
pTa, aHaIM3 KPOBH Ha OLIEHKY YpoBHEH (hakTopoB BocnasieHus (C-peakTUBHBIN O€JI0K).

I'pynmer cpaBHEHUS OBLITH WICHTUYHBI 110 TIOJIOBO3PACTHOMY COCTaBy (Tabi. 1), colmanbHOMY CTa-
TYCy M HaJMYHIO BPEIHBIX IIPUBBIUEK, YTO ITO3BOJIMIIO CPAaBHUTH PE3YJIbTAThl UCCIEIOBAHUN U CIEIaTh
000CHOBaHHBIE BLEIBOIEI.

[Noxapnsromee OOJTBITMHCTBO MAIIMEHTOB ObIIO TpeacTaBicHo OonbHBIMU ¢ K (207 yenosek),
v b 37 U3 ocMOTpeHHbIX cTpaaanu bK (tadm. 2).

Tab6numna 1. IlogoBo3pacTHasi XapaKTepPUCTHKA MAIIMEHTOB B IPyNnax

Table 1. Age and sex characteristics of the comparison groups

Bo3pacT nauneHTos, B3K SIK Bceero ¢ B3K, n =244 Kontpons, n =155
JIeT M K BCETO M K BCETO M K BCETO M K BCETO
1824 3 4 7 17 20 37 20 24 44 11 12 23
25-34 3 5 8 19 26 45 22 31 53 15 22 37
35-44 3 4 7 20 28 48 23 32 55 15 25 40
45-54 4 6 10 23 31 54 27 37 64 18 19 37
>55 2 3 5 10 13 23 12 16 28 6 12 18
Bcero, uen. (%) 15 22 37 89 118 207 104 140 244 65 90 155
(40,54) | (59,46) | (100) |(43,00)| (57,0) |(100,0) | (42,62) | (57,38) | (100,0) | (41,94) | (58,06) | (100,0)

Tabnuma 2. Pacnpenesnenne nanueHToB 1o rpynmnam corjacHo tuny B3K u noxann3annu nopasxenus
B cooTBeTcTBMU ¢ MoHpeanbckoii kiaaccupukanmeii (Satsangi et al., 2003)

Table 2. Distribution of patients in the comparison groups by IBD type and lesion location,
according to the Montreal Classification (Satsangi et al., 2003)

[Toxazarenn Yacrora obHapyxenus, 4ei. (%)

Boue3ns Kpona (n =37) 37 (100,0)
Jlokanusayus
[TopB3nomHas KUK (KOJUT) 20 (54,05)
Toncras kumka (KOJIHT) 3(8,4)
ITonB3nouiHas u 00010YHAS KUIIKA (MICOKOIHUT) 10 (27,03)
IlonB3nouIHAS M AHOPEKTAJIbHAS 30HA (KOJHUT + MPOKTHUT) 4 (10,81)
Taoicecmv no Xapsu — Bpaouioy
Jlerkas 17 (51,35)
CpenHeil TSHKECTH 10 (27,03)
Tsoxemast 8 (21,62)
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Oxonuanue maon. 2

Iloxa3arenn Yacrora obHapyxeHus, uein. (%)

SI3BennbIi KoUT (1 =207) 207 (100,0)
Jlokanuzayus
[Ipsimast kuika u curma (IPOKTHUT) 45 (212,74)
JleBasi cTopoHa TOJCTOrO KUIICYHUKA (JIECBOCTOPOHHUI 103 (49,76)
KOJIUT)
Bech TONCThIN KHIIEYHUK (TOTAIBbHBIA KOJIUT) 59 (28,50)
Taoxcecmv no Metio
Jlerkas — 1 Gamn 54 (26,09)
Cpenneil TsxecT — 2 6anna 108 (52,17)
Tsxenas — 3 Gasna 45 (21,74)

Bce nanuenTsl moiayyaai MIpOTUBOCTIATUTENbHY 0, aHTHOAKTEPUATbHY 0, TOPMOHAIIBHYIO U ITPOTHU-
BOPEUIMINBHYIO TEPAINIO, YUET KOTOPOH BaXKEH IIPH OIIEHKE COCTOSHMUS MMapOJOHTA.

CToMaToJIOTHIeCKU OcMOTp TanueHToB ¢ B3K u KOHTPOJIBHOW TPYIIIBI MMPOBOMMIICS HA TPOTSI-
KEHNHU BCETO UCCIEIOBAaHUS ABYMS KBaAJIM(UIUPOBAHHBIMU CIICLHAINCTAMHU-CTOMATOJIOIaMU B CTaH-
JapTHBIX YCJIOBHSIX C HCIIOJIb30BAHHEM OJHOPA30BOTO POTOBOrO 3€pKajia, KaJluOpPOBAaHHOTO MEPHO-
JOHTAJIBHOTO 30H[a, MACKH U MEPYaTOK Ha OOBIYHOM CTOMATOJIOTMYECKOM CTYJIE MPU JHEBHOM CBETE.
BocnpousBoauMocTs M3MEPEHHUH ISl BCEX aHAJIM3HPYEMbIX NMEPEMEHHBIX MEXK]ly HCCIENOBATEIIMHU
koJiebanack B nuamnasone ot 0,78 mo 0,89, p < 0,001, BRICOKHI YPOBEHb BOCIIPOU3BOIUMOCTH TO3BOJIHII
CTAaTUCTHUYECKH JIOCTOBEPHO CPABHUTH PE3YJIBTATHI UCCIEIOBAHUMN.

Knunuueckue memoowr obcnedosanus. CoCTOSIHUE NEPUOJOHTA OLIEHUBAIN COIJIACHO PEKOMEH[a-
LUAM KJIacCU()MKALUK NEPUOAOHTAIBHBIX M MEPUUMIIIAHTATHBIX 3abosieBaHU U coctostHuil (Bcee-
MupHbIi cemuHap 2017 r.) B coorBeTcTBUM ¢ HOBOM Knaccudukanueit nepuogontura. OueHka Tsoke-
CTH OCYILECTBIISIIACH MO KJIACCH(PUKALMY TSIKECTH U CTENCHU MEPUOAOHTHTA HA OCHOBE M3MEPEHHOI'0
YPOBHS pa3pyIllEHHON W/MIW MOBPEKICHHOW B pe3yJbTaTe MEePHOJOHTUTA TKAHU JECHBI MO TIyOuHe
notepu kinHudeckoro npukperienust (Clinical Attachment Loss, CAL) u morepu KOCTHOW Macchl
(Bone Loss, BL) anpBeossipHON KOCTH, YIUTHIBAJIOCH YUCIIO TIOTEPSHHBIX B PE3yJIbTATe MATOJIOTHH TIe-
puomonTa (PTL) 3y60B, THT 1 TIIyOMHA pe30pOITUHN aTbBEOISIPHON KOCTH:

I u Il cremens TsKECTH MEPHONOHTHTA ycTaHaBiuBajiach mo BennuuHam CAL u BL: I crenens —
BL <15 %, CAL — 1-2 mm; II crennens — BL — ot 15 o 33 %, CAL — 3—4 mm;

III crenens — BL — B cpenneii Tpetu kopHs win 3a ee npenenamu, CAL > 5 mm, PTL < 4 3y0a,
10 wnu Gosee map-aHTaroHUCTOB, OTCYTCTBHE HapyLICHUH >KeBaHM, CMELIeHUs 3yOoB U IeeKToB
KOCTHOTO IpeOHSI;

IV crenens — BL — B cpeaneli Tpetu KopHs v 3a ee npeaenamu, CAL > 5 mm, PTL > 4 3y06a, me-
Hee 10 map-aHTaroHUCTOB, HApyIICHNE KEBaHUs, CMENIeHIE 3y0O0B U BhIpaXKEHHBIE Ae(PEKTHI KOCTHOTO
TpeOHsI.

OneHka COCTOSIHMSI NEPHUOJOHTA BKJIIOYANa H3MEPEHHE KPOBOTOYMBOCTH IPH 30HIMPOBAHHUH
(Bleeding on Probing, BOP; Ainamo, Bay, 1975), pacnpocTpaneHHOCTH 3yOHOT0 HajieTa, ITyOnHBI Kap-
MaHa npu 3oHaupoBanuu (Probing Pocket Depth, PPD), ypoBus penieccun aecusl (Rec), yposast CAL.
PPD, Rec, CAL u BOP oueHuBanuch Ha 1ecTu 3y0ax, UCKIIrO4asi TPEThU MOJspbl. OOIIUI MpOIeHT
y4acTKOB ¢ OaKTepuaJbHBIM HAJETOM M KPOBOTOYMBOCTHIO BbIpakanu kak FMPS u FMBS. Taxxe
(bmKCcHMpoBaNIH KOJUYECTBO OTCYTCTBYIOMMX 3y00B. Bece m3Mepennsi mpoBOAMIINCH € MTOMOIIBIO TIEPHO-
JIOHTAJILHOTO 30HJIa C MapKUPOBKOM 1 MM, a moKa3zaHus 3alKChIBalid ¢ TOUHOCTHIO 10 1 MM. PPD u3-
MEpSASIN OT Kpasi AECHBI 10 OCHOBaHMS MpeaIonaraeMoi 00po3abl/kapMaHa, HAJIMYUE WK OTCYTCTBHUE
BOP ¢ukcuposanu uepe3 30 c. CAL olleHUBaNIU 10 PacCTOSHHUIO MEXAY IIEMEHTHO-IMaJIeBOW TpaHU-
el 1 OCHOBaHMEM Kapmana [24, 25].

Cmamucmuyeckuiti ananu3. Pe3ynbsraTsl 0IBEPrajuch CTATUCTUYECKOMY aHAJIN3Y C MOMOILBIO CTaH-
JapTHBIX NMAKETOB MporpaMm aHanusa BioStat. OueHKy JOCTOBEpPHOCTH MEXKTPYIIIOBBIX pa3inuuil ocy-
IIECTBIISIIN C TIOMOIIbIO #-KpuTepusi CThioieHTa U TouHoro F-kputepus Purrepa. [lanHble mpeacTasie-
HBI B BUJIE CpeHen + omunOKa cpeiHeil. Pe3ynpraTsl OleHHBaNKCh IO YPOBHIO 3HaunMocTH p < 0,05.
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Pe3yabTaThl HccJieioBaHUA. PacipocTpaHEHHOCTh MEPHOIOHTUTA PA3TUIHON TSKECTH MPEICTAB-
JIeHa B Ta0L. 3.

Tao6nuna 3. CpaBHUTEIbHbII aHAJIN3 MOKA3aTe el TAKECTH MOPAKEeHHUs IIePUOIOHTA
Y HaLHEHTOB ¢ BOCHAJUTEIbHOIl NaT0/I0ruell KHIIeYHHKA U TPyl KOHTPOJIS

Table 3. Comparative data on the severity of periodontal disease in patients
with inflammatory bowel disease and the comparison group

I'pynma, ser. (%) CreneHb TKECTH NIEPHOOHTHTA, e (%) Bcero nanueHToB ¢ NepUOJOHTUTOM
0 I 11 111 v M-V crenenu, gein. (%)
TMaumentsi ¢ BIIK, 244 (100) | 14 (5,74) |50 (20,49) | 62 (25,41) | 63 (25,82) | 55 (22,54) 118 (48,36)
Kontpoub, 155 (100) 25 (16,13) | 70 (45,16) | 31 (20,0) | 15 (9,68) | 14 (9,03) 29 (18,71)
12 = 53,479; p < 0,001 2 = 35,814; p < 0,001

VY manuentoB ¢ B3K oTMedeH 3HaUYNTENBHBIN POCT YACTOTHI BCTPEUAEMOCTH 0O0JI€€ TSIKEIbIX CTe-
neHel nepuononTuta: Il crenens — 25,41 % npotus 20,00 %; III crenens — 25,82 % npotus 9,68 %;
IV crenens — 22,54 % npotus 9,03 % (x> = 53,479; p < 0,001). YrnyGneHHbIN aHaau3 yOEIUTENLHO
IIPOJEMOHCTPUPOBAIL, YTO NEepuofOHTUT III-IV cTaguil 3HAYUTENBHO Yallle BCTPEUalICs y MMALUEHTOB
¢ B3K otHOCHTENBHO Tpynbl KOHTpoIs — 48,36 % nportus 18,71% (2 = 35,814; p < 0,001) (Tabm. 3).

Hammame B3K okaspiBaeT CymecTBEHHOE BIMSHHUE HA PHUCK TSKEIIOTO TEYCHHS TIEPHOAOHTA. Tak,
puck nepuonontura Il crenenu npu B3K ysenunuusaercs B 1,270 paza (95 % AU 0,868—1,860); III cre-
nieHu — B 2,688 pasza (95 % AU 1,577-4,514); IV crenenu — B 2,496 paza (95 % AU 1,438—4,333). Cym-
MapHbIi puck nepuoponTuTa III-1V crenenu pasen 2,431 (95 % /AU 1,704-3,470). Coobpa3Ho yBenude-
HHIO prcKa Bo3pacTaeT dTuonornueckas pois (Etiological Fraction, EF) Bkmamga B3K B puck nepuomon-
TUTa, paBHas npu nepuoaontute Il crenenu 21,26 %; 111 crenenn — 62,80 %; IV ctenenu — 59,94 %,
IpH TSDKEIOM TedueHuH nepuogonTuta [II-IV crenenu — 58,86 % (radu. 4).

Tabnuna 4. Biusinne BocHaJINTEIbHOI MATOJOrMU KHIIEYHNKA HA PHCK MATOJOTHH MEPHOTOHTA
Pa3JIMYHOM TSXKeCTH

Table 4. The effect of inflammatory bowel disease on the risk of periodontal disease of varying severity

CreneHb TAKECTH NapOJAOHTUTA OR 95 % AN EF, %
0 0,356 0,191-0,663 —
1 0,454 0,335-0,614 —
11 1,270 0,868—1,860 21,26
111 2,688 1,577-4,514 62,80
v 2,496 1,438—4,333 59,94
Bcero nanuenTos ¢ [II-1V crenenbto napogontura 2,431 1,704-3,470 58,86

IIpumeuyanue OR—OTHOCUTEIbHBIN PUCK.

3akoHOMEpHO, uTo y manueHToB ¢ B3K obnapyxeno gocrosepuoe (p < 0,001) yBenmnueHnue ducia
yIalleHHBIX 110 TTOBO/Y MAaTOJIOTHUHU TEPHOIOHTa 3y00B: YacToTa motepu <4 3y0oB coctaBuia npu B3K
13,11 % npotus 38,71 % B rpynne cpaBHEHUS; COOTBETCTBYIOIIEE COOTHOILIECHHE MOTEpH 5—9 3y00B —
28,69 % mpotus 41,94 %, >9 3y608 — 58,20 % npotus 19,35 % (x> = 65,020; p < 0,001). ITpu 3TOM Cpex-
Huit PTL mpu B3K cocrtasmr 7,55 + 0,28 mpotus 3,21 + 0,12 (p < 0,001) (Tadm. 5).

Tab6nuna 5 Yacrora norepu 3y00B B pe3y/ibTaTe NATOJIOIMH NEPHOIOHTA Y NALUEHTOB
¢ BOCHAJINTEILHON NATOJIOTHell KHIIeYHUKA U B IPyIiIe cpaBHeHust, %

Table 5. Frequency of tooth loss due to periodontal disease in patients
with inflammatory bowel disease and in the comparison group, %

Yucno yaajieHHbIX 3y60B .
I'pynna = 59 > Cpennmnii PTL, %
TMauuents ¢ B3K, wen. (%) (n = 244) 32 (13,11) | 30(28,69) | 142 (58,20) 7,55 + 0,28
Cpasuenue, er. (%) (1 = 156) 60 (38,71) | 65 (41,94) | 30(19,35) 3,21 +0,12
¥ = 65,020; p < 0,001 »<0,001
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CpaBuutenbHblid aHanu3 naHHbix FMBS u FMPS npoageMoHcTpupoBan yBennueHue pacnpocTpa-
HEHHOCTH KPOBOTOYMBOCTH JIECEH M 3yOHOT0 HajeTa B cBsi3u ¢ HannuueM B3K (tabm. 6, 7).

Tabnuma 6. CpaBHUTEIbHBII aHAJIU3 MOKa3aTe eil MOTUPUUIUPOBAHHOTO0 HHAEeKca KpoBoTeyeHus (FMBS)
y NAIMEeHTOB ¢ BOCHAJNTEIbHOIl NaToJI0THeli KHIIeYHNKA U B TpyIIe cpaBHeHUs, %

Table 6. Comparative data on the modified bleeding index (FMBS) in patients with inflammatory bowel disease
and in the comparison group, %

Pacnipoctpanennocts kpoBorounsocTH aeced (FMBS), % .
I'pynna = 1035 =5 Cpennuit FMBS, %
Tanuents ¢ B3K, e, (%) (n = 244) 33 (13,52) 6 (2,46) 144 (59,02) 62,33 +2.,31
Cpasnenne, uel. (%) (n = 155) 63 (40,65) 70 (45,16) 22 (14,19) 30,65 + 1,42
2 = 83,401; p < 0,001 P <0,001

FMBS <9 % ob6napyxena y 13,52 % nanuentos ¢ B3K npotus 40,65 % B rpymnme cpaBHEHHS; IPU
pacrpoctpaneHHocTH OT 10 mo 35 % COOTBETCTBYIOIIEE COOTHOILICHUE cOCTaBuio 2,46 % TpOTUB
45,16 %; pacnpoctpanenHocts FMBS >35 % umenu yxe 59,02 % 6onpubix ¢ B3K mportus 14,19 %
B rpynne cpasuenus (x> = 83,401; p < 0,001). Cpenuuit FMBS pacrnpocTpaHeHHOCTH KPOBOTOUMBOCTU
ipu B3K cocrasun 62,33 + 2,31 % npotus 30,65 + 1,42 % (p < 0,001) (tadm. 6).

Tab6numa 7. CpaBHHTEJBHBIN aHAJH3 MOKa3aTe el MOIUGUIMPOBAHHOIO MHAeKca 3yoHoro Haseta (FMPS)
y NAIMeHTOB ¢ BOCHAJHTE/IbHOIl NaTo/I0THeli KHIIeYHNKA U B IpyIe cpaBHeHus, %o

Table 7. Comparative data on the modified plaque index (FMPS) in patients
with inflammatory bowel disease and in the comparison group, %

PacnipoctpaneHHocTh 3y6HOTO Hasera (FMPS), % .
I'pynna =10 11230 ~30 Cpenuuit FMPS, %
Tammentst ¢ B3K, e, (%) (1 = 244) 41 (16,80) 90 (36,89) 113 (46,31) 69,25 + 2,55
Cpasuenue, e, (%) (n = 155) 57 (36,77) 65 (41,94) 33 (21,29) 32,41 + 1,44
¥* =32,232; p < 0,001 »<0,001

AmHanoruyHele JaHHBIC Mony4deHbl u npu oneHke FMPS. Tak, FMPS <10 % umenu nums 16,80 %
nanueHToB ¢ B3K npotus 36,77 % B rpynmne cpaBHEHMs; aHAJOIMYHOE COOTHOIIEHHUE IPH paclpo-
ctpaneHHocTH oT 10 o 30 % cocrasuio 36,89 % nporus 41,94 %; npu 3TOM pacnpoCTpaHEHHOCTh
FMPS >30 % ©0onee uem B 2 paza Boiiue npu B3K — 46,31 % nportus 21,29 % (y~ = 32,232; p < 0,001).
Cpennnit FMPS npoTtsixerrocTu 3yoHoro Haneta rmpu B3K coctasun 69,25 + 2,55 % npotus 32,41 +
+ 1,44 % (p < 0,001) (tabm. 7).

3akoHoMmepHO, uTo BenmanHbl PPD 1 CAL, a Takke KonnyecTBO rry6okux kapmanos (PPD >5 mm)
y narenToB ¢ B3K ObLiv 3HaUMTEIIBHO BBIIIE, YEM Y MAIUSHTOB I'pyTibl cpaBHeHus 0e3 B3K (Tadm. 8, 9).

Tab6nuna 8 CpaBHHTeJbHBIH aHAJIH3 MOKa3aTe el INTyOHHBI MOTePH KIMHAYeCKOro npukpenenns aecusl (CAL)
y HIALHMEHTOB ¢ BOCHAJINTE/JIbHOM NaToJIOrHeli KUIIeYHNKA H B IpyIlNe cpaBHeHus, %

Table 8 Comparative data on the depth of gingival clinical attachment loss (CAL)
in patients with inflammatory intestinal pathology and in the comparison group, %

I'pynna GAL, M Cpenuuii CAL, MM
1-2 3-4 >5
IManuentst ¢ B3K, wen. (%) (n = 244) 37 (15,16) 62 (25,41) 145 (59,43) 3,59 +0,16
CpasHenue, uen. (%) (n = 155) 59 (38,06) 63 (40,65) 33 (21,29) 2,33+£0,10
1% =32,232; p<0,001 »=<0,001

Bennunna CAL 1-2 mm obHapyxuBanace y 15,16 % nanuentos ¢ B3K nporus 38,06 % B rpymnme
cpaBHeHHs], aHanorugHoe cooTHomenne npu CAL 3—4 mm coctasmio 25,41 % mpotus 40,65 %; npu
CAL >5 mMm — 59,43 % npotus 21,29 % cootserctBenno (y* = 32,232; p < 0,001). Cpennnii CAL y na-
nuentoB ¢ B3K moctoBepro (p < 0,001) mpeBsIman aHAJIOTHYHBIN MOKAa3aTelb IPYIILI CPABHEHUS —
3,59 + 0,16 mm npotuBs 2,33 £ 0,10 MM (Tad. 8).
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Tabnuma 9. CpaBHHTEIBHBII aHAJN3 MOKa3aTeJIeii ITyOHHBI MePHOAOHTAILHBIX KapMaHoB (PPD)
Yy HAaUHMEeHTOB ¢ BOCHAJINTE/IbHOM NaTOJI0rHell KHIIeYHHKA U B IpyIie cpaBHeHus, %

Table 9. Comparative data on periodontal pocket depth (PPD) in patients with inflammatory
bowel disease and in the comparison group, %

I'pynmna PPD, My Cpenuuii PPD, MM
<2 2.4 >3
TManuenTts! ¢ B3K, yen. (%) (n = 244) 35 (14,34) 58 (23,77) 151 (61,88) 3,65+0,17
Cpasuenne, uein. (%) (n = 155) 50 (32,26) 42 (27,10) 63 (40,64) 2,38 +£0,11
¥ =22,670; p < 0,001 »<0,001

Onenka riyouns! PPD noka3zana Te jke 3aKOHOMEPHOCTH: MEHBILYIO YaCTOTY BCTPEYaEMOCTH IIy-
ounsl PPD 2—4 MM U yBelMYeHUE PacpPOCTPAHCHHOCTH IMpHU TiyOouHe >5 mM. Tak, pacrnpocTpaHeH-
HocTh PPD <2 MM y manmentoB ¢ B3K cocrasmia 14,34 % npotus 32,26 % B rpymnine cpaBHEHUS;
2—4 mm — 23,77 % upotus 27,10 % coorBeTcTBeHHO; >5 MM — 61,88 % mpotus 40,64 % (x° = 22,670;
p <0,001). Cpexauit PPD nipu B3K cocrapwr 3,65 £ 0,17 MM ipotus 2,38 £+ 0,11 MM (p < 0,001) (Tadm. 9).

3akirouyenne. B3K 1 neproqoHTUT SABISIIOTCS MATONOTHEN BOCHAIUTEIBLHOIO T'eHe3a, XpOHUYe-
CKOT'0, IPOTrPECCUPYIOLIET0 TEUEHHS, OHU 00bEAMHEHbI OOLTHOCTHIO IATOTEHE3a, 3aKI0YAIOIIErocs BO
B3aMMOJICHCTBUN U B3aWMOYCYTYOJICHHH HapylIeHUH MHKPOOHMOLIEHO3a W MMMYHOBOCHAJIUTEIBHBIX
peakruii. B3K — onua u3 BakxHEHIIX (PakTOPOB pHUCKA PA3BUTHS U TSIKEIOTO TCUCHUS IEPHOTOHTHUTA.
Hamu ycranoBneHo, uto y nanuenToB ¢ B3K puck Tsxenoro napogontuta II11-IV crenenu cocrasnser
2,431 (95 % AU 1,704-3,470), a sTnonormaeckas nois Bkiaaaa B3K B puck mepuomontuta I11-1V cTemne-
HU paBHa 58,86 %. Hanuuue daxkTopa pucka yBeIHMUnBaET TSHKECTh MATOJIOTUU IEPHOIOHTA.
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