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CLINICAL ASPECTS OF PARODONTAL TISSUE DISEASES (LITERATURE REVIEW)

Summary. Periodontal disease is one of the most complex problems of modern dentistry. It is known that in the development
of periodontal disease, a prominent role belongs to local factors, but systemic processes, which lead to profound changes in the
internal environment of the organism and structural damage to the periodontal tissues, play an important role. It is proved that
generalized periodontitis is pathogenetically closely associated with the pathology of internal organs, and inflammatory and
dystrophic-inflammatory lesions of parodontium are largely secondary to systemic processes in the body that underlie a number
of diseases of the internal organs. Scientists from all over the world believe that periodontal diseases are etiological and
pathogenetic factors to heterogeneous diseases, in which the etiology and pathogenesis of a complex of immunological,
biochemical, structural and other pathological changes in mechanisms of inflammatory alteration around dental tissues is
observed, and metabolic disorders in the body are accompanied by pathochemical , morphological, immune and biological
changes in parodontium. In this regard, promising directions for studying the etiology and pathogenesis of periodontal diseases
include the identification of factors that affect the entire human body and periodontal tissue in particular. In the body of the patient
with generalized periodontitis there are numerous processes, the interaction of which depends on the nature of the course of
the disease and the peculiarities of the formation of a local pathological center. The most important is the association of the
endocrine and immune system, the violation of the functional state which promotes the development of deep metabolic disorders
in the periodontal tissues. As a result of the review of scientific publications and own observations, the most common clinical
symptoms and pathogenesis in inflammatory diseases of periodontal tissues have been analyzed. Clinical symptoms of
inflammatory diseases are considered as sublimation of their pathogenetic bases, as clinical manifestations of basic for pathology
of processes. The conclusion is made on the need for an integrated approach in the treatment of periodontal diseases. The aim
of the study — familiarization of broad medical public with the modern views on the etiology, pathogenesis and clinical symptoms

in patients with periodontal tissue diseases.
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The most frequently occurring clinical symptoms of
inflammatory parodontal disease and their pathogenetic
fundamentals are discussed in this article. The author
describes mechanisms of chronic inflammatory process
symptoms formation in parodontal tissues. Clinical symptoms
of inflammatory diseases are considered as sublimation of
their pathogenetic fundamentals [3; 4].

Investigations of inflammatory parodontal disease and its
pathological mechanisms were regularly carried out. However
diagnostic errors often occur. Theoretical knowledge of the
dentist, individual and general clinical experiences are of
great importance in diagnostics and parodontal disease
treatment.

The symptomatology of inflammatory parodontal disease
is characterized by a number of common features [1; 4; 5].

Usually patients seek medical advice of the doctor only
when they have chronic inflammatory parodontal disease. This
phenomenon can be explained by their underestimation of
pathological parodontal changes. Destructive changes prevail
in the clinical symptoms of the chronic inflammatory process.

Important inflammatory parodontal symptoms are
connected with modifications in blood vessels, such as
reddening, swelling and stomatorrhagia. All symptoms
mentioned above have a pathogenetic similarity which will
be investigated in this article [2].

Acute gingivitis and its exacerbation are characterized by
hyperaemia producing reddening of gingival mucosa.
Hyperaemia develops during inflammation as a result of
dilatation of capillary blood vessels. Delivery of blood to the
affected area increases, and the gum tissue looks as if it
contained more vessels than it must have according to
standards.

Oedema may appear on the background of inflammatory
chronic parodontal disease. Oedema is an enlarging of the
gum volume. It is connected with the yield of plasmatic
proteins and cell elements beyond the limits of blood wallsides
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as a result of their permeability violation and increasing of
osmotic and oncotic pressure. It increases due to interstitial
substance degradation originating under the influence of
inflammatory cytokines The gum structure undergoes
changes because of the oedema [8; 7].

Special attention should be paid to the bleeding of the
gums under small mechanical effects. This symptom is the
earliest indication of a developing inflammatory parodontal
disease.

The pathogenesis of this symptom is associated with
increasing damage of vessel wallsides as inflammation
progresses. During this process the membranes permeability
of expanded microblood vessels and their wallside fragility are
a deciding factor. Susceptibility to ruptures of blood vessels is
increasing. This produces a hemorrhagic effect [2; 10].

Parodontitis pain may be provoked by teeth and inflated
gums.

Teeth hyperesthesia at the denudation of their dental cervix
/ tooth roots is an usual case on the background of an acute
inflammatory parodontal process. It is connected with the
opening of dentinal canaliculus and with the development of
hydrodynamic reactions inside them as well as with the changes
of osmotic and oncotic pressure in the dentinal liquid [1, 2].

Gum aches are not as regular as tooth aches. Complaints
about discomfort and painful symptoms relatively occur not
very often and become evident only when the chronic disease
grows acute and manifests itself. Complex mechanisms of
alarm signals provoking under inflammation the development
of stress organism reactions (systematic or local) are the
basis of ache as a clinical symptom [12].

There are only a few clinical investigations of pain with
inflammatory parodontal disease in our home and foreign
stomatology. The pathophysiological fundamentals of this
disease are practically not studied. In adjacent medical
and clinical fields more attention is paid to the problem of
pain [11].
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Very often gum inflammation without pain males easier
the life of a practicing dentist and prevents him from a crowd
of patients with pain. In the same time because of its absence
patients appear at the parodontologist's too late.

Parodontal pocket is one of the hidden symptoms of
parodontitis. Its formation separates this nasologic type of
illness from the preceding chronic gingivitis. The formation
of the parodontal pocket starts with the deepening of the
dentogingival sulcus. During medical inspection with probing
we can not learn whether the parodontal pocket was formed
or not [7; 12].

The only criterion for exact diagnostics may be the (unac-
cessable for clinical methods) estimation of the dentogingival
junction state.

It is necessary to note that the microbe plaque and the
dental calculus (especially the subgingival one) play the most
important role in the pathogenesis of parodontal destructive
processes, including the parodontal pocket formation.

Itis generally recognized that there exists a direct correlation
between the parodontal pocket depth and the parodontitis stage.
Therefore, the indices of the parodontal pocket depth are applied
to determining the parodontium degree in the clinics, though
the existing methods for measuring the parodontal pocket depth
are extremely imperfect.

One of the main specific features of parodontitis is the
pathological mobility of teeth. This symptom is connected
with the damage processes on the background of inflammation
in the parodontal ligament, in the surrounding interstitial
substance as well as in the dental alveolus tissue [4; 10].

One of the very apparent clinical symptoms of an active
inflammatory destructive parodontal process is the tooth root
denudation. During our clinical observations this denudation
was found in patients having a light parodontitis and in patients
with a medium parodontitis. The development of tooth root
denudation is directly associated with destruction of the bearing
tooth tissues and with reduction of their volume. We must
remember that as a result of an active root denudation clinically
discovered parodontal pocket depth decreases.

The indices of hygiene state and mouth cavity are not
symptoms, they rather refer to the sphere of quantitative
estimation of the etiological microbe factor in relation to
parodontal inflammation. Clinical experiments proved that
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the processes of dental calculus formation (microbe plaque)
and parodontal inflammatory dynamics are parallel. Usually
this inflammation starts with typical gingivitis symptoms which
are transformed in the course of time into parodontitis.

Our investigations have shown that together with the
dental deposit and dental calculus the parodontal inflammation
starts in the dentogingival junction. It is due to the influence
of microorganisms on the epithelial cells of the gum and
gingival mucosa, and under the microbe invasion — on the
subepithelial conjunctive tissue basis.

The toxic influence of microorganisms vital function
products activates cell and humoral inflammatory mediators
and modulators, which sharply increase the permeability of
dental blood wallsides. An active hyperaemia turning into a
vessel stasis is developing [3; 12].

The above mentioned clinical symptoms of inflammatory
parodontal disease do not cover all the complexity and variety
of the problem, among them: the x-ray method,; the laboratory
methods (cytological, biochemical, microbiological) in order
to determine the parodontal disease features.

Thus, the parodontal disease clinical symptoms can be
divided into two groups: symptoms common for gingivitis and
parodontitis and symptoms characteristic only of parodontium.
Common symptoms are vascular reactions and disfunctions,
as well as a bad smell from the mouth, feeling of discomfort,
pains in the gums, teeth hyperesthesia [1; 11].

Extremely important for a correct diagnosis of the
parodontal disease is the evaluation of the month cavity
hygiene with the help of hygienic indices.

The pathological mobility of teeth and the formation of
parodontal pocket refer to the second group of clinical
symptoms. These clinical symptoms reveal themselves when
the destructive component symptoms become apparent
(parodontal pocket, pathological mobility of teeth, their
dislocation etc.).

The first group of clinical symptoms only shows if the
given pathology is a standard or a disease [2; 10].

The second group of clinical symptoms can serve as an
objective criterion for differentiating gingivitis from
parodontium. However it is possible only in the case of a well
developed parodontium with evident parodontal clinical
symptomatology.
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KNIHIYHI ACMEKTU 3AXBOPHOBAHb TKAHWH NMAPOAOHTA (Ornsaa NITEPATYPU)

Pe3toMe. 3axBOptOBaHHSA NapoAoHTa € OAHIE 3 HalibINbLL CKNaAHMX NPo6/iemM cyyacHoi cTomatosorii. Bigomo, Lo B po3BuTky napo-
[LOHTasIbHOI NaToAOrii BU3HAYHA POJ/ib HAIeXMTb MiCLEeBMM hakTopam, ane Baromy posib BifirpatoTb CUCTEMHI NpoLecK, ki Ipu3Bo-
OATb [0 IMBOKMX 3MiH BHYTPILLHBOrO CepefoBuULLa OpraHi3my i CTPYKTYPHOTO ypakKeHHS TKaHH napogoHTa. [loBeieHo, Wo reHepa-
Ni30BaHWiA NapoOHTUT NaToreHeTNYHO TiICHO MOB'sI3aHMiA i3 NaTO/ONE BHYTPILLHIX OpraHiB, a 3anasbHi i AUCTPodIiYHO-3anasibHi
YPaXEeHHs NapofoHTa 6arato B YHOMY € BTOPUHHUMY BiHOCHO CUCTEMHMX NPOLECIB B OPraHi3mi, L0 nexarb B OCHOBI HU3KWN 3aXBO-
ptoBaHb BHYTPILLHIX OpPraHiB. Y4YeHi BCbOro CBiTy BBaXal0Tb, L0 3aXBOPIOBAHHA NapoAoHTa BiHOCATLCA ETIONOTYHUMM | NaToreHe-
TUYHUMU chakTopaMm A0 reTePOreHHNX 3axXBOPOBaHb, B €TIONOTIT i naToreHesi AKX CnocTepiraeTbCs LiniA KOMMNAEKC iMyHOMOTIYHMX,
GIOXIMIYHMX, CTPYKTYPHUX Ta IHLUMX NaTOMOMNYHUX 3MiH y MexaHisMax 3anasibHol abTepadlii HaBKo10 3y6HMX TKaHUH, a MNOPYLUEHHS
06MiHY pe4yOBUH B OpraHi3aMi CyrnpoBOAKYETLCA NATOXIMIYHMMU, MOPEPONOTIYHUMM, IMYHHUMU | 6I0N0TYHUMK 3MiHAMUW B NapOLOHTI. Y
3B'A3KY 3 LM 10 NePCneKTUBHNX HaNpPsMIB BUBYEHHS eTIONOrii | naToreHesy 3axsoploBaHb NapofoHTa BiHOCATLCA BUSBIEHHA (hak-
TOpIB, L0 BN/MBaOTb HA BECb OPraHiam /I0AVHM | TKAHWHM NapoAoHTa 30Kkpema. B opraHiami XBOporo Ha reHepasizoBaHuii napo-
[OHTUT NPOXOAATL YMCENbHI MPOLECH, Bif, B3AEMOAIT AKUX 3a/1eXUTb Xapakrep nepebiry 3axBoptoBaHHA Ta 0CO6/IMBOCTI hopMyBaH-
Hs1 /TOKa/TbHOTO MAaTosI0TYHOro BOrHMLLA. HaiBaxNMBIlLMM € 3B’I30K €HAOKPUHHOT i1 iMyHHOI CMCTEM, NOPYLUEHHST (OYHKLiOHAIbHOTO
CTaHy AKX CNpUSiE PO3BUTKY NTMOOKMX OOMIHHMX MOPYLUEHb Y TKaHWHaX NapofoHTa. Y pesy/nbTaTi NPOBEeAEHOro Or/iffy HayKoBUX
ny6nikayiii Ta BlacHUX CNOCTEPEXEHb NPoaHanizoBaHi HaliNOLMPEHILLI KNiHIYHI CUMNTOMY | NAaToreHes3 Npy 3anasibHMUX 3axXBOPHOBaH-
HAX TKaHVWH napofoHTa. KniHivHi cumMnToMM 3anasibH1X 3axBOPHOBaHb PO3rNS4alnTbea Ak cybnimaia iX natoreHeTUYHNX OCHOB SK
KNiHiYHI NposiBn 6a30BKX A5 naTonorii npouecis. 3po67eHo BUCHOBOK NPO HEOOXIAHICTL KOMMIEKCHOrO NigxoAy B /iKyBaHHi 3aXBO-
proBaHb NapofoHTa. MeTol JOCNiMKEHHS 6Y/10 03HANOMUTY LUMPOKI BEPCTBM MEAMNYHOro 3arasly 3 Cy4acHUMM MOrnsigamMm Ha eTio-
NOrito, NaToreHes Ta KNiHiYHI CUMNTOMM Y NaUiEHTIB i3 3aXBOPIOBAHHAMM TKaHWUH NapofoHTa.

Knro4yoBi cnoBa: riHriBiT; 3aXBOPIOBaHHA NapoAOoHTa; 3arnasieHHs.
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KMHNYECKUE ACMEKTbI 3ABO/IEBAHUI TKAHE NAPOJOHTA (OB30P INTEPATYPbI)

Pe3tome. 3a60/1eBaHNS NApOAOHTA SAB/ISIETCS OHOIN U3 HAMBOEE CIOXHBIX NPO6/1EM COBPEMEHHOI CTOMATOI0MMN. VI3BECTHO, YTO
B Pa3BUTUM NApPOAOHTa/IbHOW NaTO/ONN BbiAOLLASICS PO/b NPUHAANEXNT MECTHbIM hakTopam, HO BECOMYHO POJib UTPatOT CUCTEMHbIE
NpOLEeCChl, KOTOPbIe NPUBOAAT K INy6OKNM N3MEHEHWUAM BHYTPEHHEN cpefbl OpraHn3ma 1 CTPYKTYPHOMY NOpPavkeHUIo TkaHel napo-
OOHTa. ﬂ,OKa?.aHO, yTo FeHepaJ'II/I3OBaHHbIl7I napoaoHTUT NaToreHeTn4ecCkn TeCHO CBA3aH C natonorueri BHYTPEHHUX OpraHos, a
BOCNa/IUTENIbHbIE U ,EI.I/ICTpO(bI/IHeCKI/Ie-BOCI'IaJ'II/ITe!'IbeIe nopaxeHua napogoHTa BO MHOITOM ABNAKTCA BTOPUYHbIMK MO OTHOLLEHWUIO
K CCTeMHbIM NPOLLECCOB B OpraHn3me, fiexallme B OCHOBe psifa 3ab6oneBaHnii BHYTPEHHMX OPraHoB. YUYeHble BCero Mmpa cuuTatoT,
yTo 3ab0neBaHus napogoHTa OTHOCATCA 3TUO/TIOTMYECKMMU U NMaToreHeTn4eCKMmMmmn CbaKTOpaMI/I K reTeporeHHbIM 3a6oneBava|v|, B
3TUONOTMN W NaToreHese KOTopbIX HabMoAaeTcs Leblii KOMNIEKC UMMYHOIOTMYECKMX, BUOXUMUYECKMX, CTPYKTYPHbIX U APYrUX
naTosIorMyeckmx N3MeHeHNn B MexaHn3Max BOCnaiMTesIbHolM afibTepaLn BOKPYr 3y6OHbIX TKaHel, a HapyLleHus obMeHa BeLLEeCTB B
opraHM3me conpoBoXgarTcA NaToOXUMU4eCKumu, MOp(bOﬂOFVIHECKI/IMVI, NWMMYHHbIMU U 6M0NOTNYECKUMU N3MEHEHUAMY B napojoHTe.
B cBA3M C3TUM K nepcrnekTnBHbIM HanpaBAeHNAM N3y4eHUA 3TUON0rMN U nNaToreHesa 3a60n1eBaHuii napoaoHTa OTHOCATCA BblAB/1EHNE
CbaKTOpOB, BAVAKOLWMNX Ha BECb OpraHnU3M 4yesioBeka 1 TKaHW napogoHTa B YaCTHOCTWU. B opraHusme 60/bHOr0 FeHepaJ'II/I3OBaHHbII‘/'I
NapofOHTUT NPOXOAAT MHOTOUMC/IEHHbIE MPOLLECCHI, OT B3anMOENCTBUS KOTOPbLIX 3aBUCUT XapakTep TeyeHns 3aboneBaHuns 1 0Co-
6eHHOCTUN (bOpMVIpOBaHVIH NOKa/IbHOro NaTo/10rnyeckoro oyara. CamblM BaXKHbIM SBNSIETCS CBSA3b 3H,EI,OKpVIHHOI7I n I/IMMyHHOVI CUCTEMBI,
HapyLUeHNs hyHKLMOHaIbHOTO COCTOSIHMS KOTOPbIX CMOCOGCTBYET Pa3BUTHIO I/Ty6OKMX 0OMEHHbIX HAPYLLIEHUI B TKaHAX NapoAoHTa.
B pesynbTate NpoBeAEeHHOro O0CMOTpa HayuHbIX Ny6nvkaunii 1 cOGCTBEHHbIX HAGMOAEHWIA NpoaHaM3npoBaHbl Hanbosnee
pacnpocTpaHeHHble KIMHNYEeCKNne CMMNTOMbI N naToreHes rnpu BoCnasimTelbHbIX 3a60/1eBaHNAX TKaHewn napoaoHTa. KnuHnyeckune
CUMMNTOMbI BOCNa/IMTENbHbIX 3a60/1eBaHuii paccMaTpmBaroTCA Kak cy6nmmau,vm nx natoreHeTn4eckmnx OCHOB, KaK KlIMHNn4YecKne npo-
ABNEeHNs 6a30BbIX A4/15 NaTosornm npoteccos. CaenaH BblBOg, O HEOGXOAMMOCTU KOMMIEKCHOTO NOAX0Aa B SIeUeHnn 3a601eBaHui
napogoHTa. Lienbto uccnegoaHusi 661710 03HAKOMUTb LUMPOKUE CIOU MELMULIMHCKOTO 06LLLECTBEHHOCTY C COBPEMEHHbIMY B3I Aamu
Ha 3TMO/10rnko, NnatoreHes n KnHn4yeckne CUMMNToOMbIl y nauneHToB C 3a60/1eBaHNAMMN TKaHeN napoaoHTa.

KntoueBble cnoBa: rMHIMBUT; 601e3HU napoaoHTa; BoCcnasieHne.
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