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TDKKMEL 1 mporpecyrounii  mepefir, 10 CympoBOKyeTbest accompanied by decrease of lipid-forming and secyet
SHIKEHHSIM JIiTT 0y TBOPIOIOYOT 1 CeKpeTHOI DYHKILT MediHKu. hepatic function was observed under biliary sepsis.
KiouoBi c10Ba: MexaHiyHa OKOBTSHMIL, I€YiHKOBA Key words: mechanical jaundice, hepatic
JACGHYHKLS, T IHIHA 0OMiH. dysfunction, lipid metabolism.
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FEATURE OF CELLULAR COMPOSITION OF THE GUMS IN GENE RALIZED PERIODONTITIS

An article presents the results of a research efctlular composition of epithelial and connectiigsue fractions of
periodontal pockets in patients with chronic gelieed periodontitis. It was established that dueptolonged presence of
inflammation in the periodontium, a violation ofidgelial keratinization occurs, that is charactedzby the absence of all
epithelial cells and the change in percentage lbhwanguard. Three types of smears were determammbrding to a number of
hematogenous cells prevalence, that is in compansth a history of patients, regarding the frequenf exacerbations, made
it possible to formulate criteria for prognostidnatal course of generalized periodontitis. The \aanentioned, makes it
possible to assert that cellular and humoral immyuoif periodontal pockets are closely related tbget primarily by
polymorphonuclear leukocytes and macrophages. Toel&e play a key role in the inflammatory respoase protecting the
body from external influence factors including leaiz and their toxins.
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This scientific research is a fragment SRWs "THe of inflammatory diseases of the teeth-jawbonéesysn the
development of diseases associated with systenféenimfation”, state registration> 0112U0011538, and "Comprehensive
study of genetically determined characteristichNBks-mediated signal transduction that determines tigetbpment of chronic
systemic inflammation in patients with metabolicdsgme and type 2 diabetes mellitus", state registrale 0111U001774.

The emergence and development of inflammatory gerital disease in young people is an urgent
problem of current periodontology, and requiresaetbpment of new methods that would give an opmitst not
only to diagnose but also prognosis of periodantiiurse in a given patients contingent [18, 19, 24

These changes in the future without timely inteti@mwill lead to more serious processes in penddio
tissues, premature tooth loss, changes in tempaaaldibular joints. Results of predecessor’s resemdicate a
role of periodontal pathological processes in teeetbpment of systemic inflammation [3, 5, 9].

Given the above facts and considering the mucoumbrene of the gums, as part of the concept
"periodontium" and it is strategically importanearunder the conditions of inflammatory processangan that is
capable to an immune response [10], due to thepeat interest arise for a characteristic of cetldtructure of
periodontal pockets of patients with generalizedogentitis, changes in cytological compositiontbé gingival
epithelium and reaction of the epithelial componehbther anatomical sites for the presence of &othronic
intoxication and chronic infection in periodontaisues [12, 21, 22].

The aim of research is to determine cytological critera prognosis of clinical course of generalized
periodontitis.

Materials and methods. Cytological examination of gums and buccal epithmlwas performed by a
method of taking epithelial cells in women of thestftrimester of pregnancy by rasping, then tramgig it to a
sterile glass plate, drying of smears for 2-3 nesutvith open access of air, with a followed colgrof obtained
material by the method of Papengeym, with followgidroscopic and morphological analysis of cytolagjiemears
based on maturation of cells of stratified squanepithelium in norm and during changes in periodbti$sues.

Results of research and it's discussionTaken into account that it is a little invasivedahighly
informative method of cytological study we perfodreedetailed morphological analysis of the cellalamposition
of periodontal pockets. Cytograms were stained tanG; Romanovsky and Himza with further study irethfields
of vision. Cellular structure periodontal pocketpresented by haematogenic and epithelial cells.

Among epithelial cells is noteworthy appearanceéasal cells in cytogramms, which normally are absen
They have a prismatic shape, oval nucleus, nudeshifted to the periphery and are characterizedshzrp
basophilic cytoplasm.

Nuclear-cytoplasmic ratio is high, shifted towattie nucleus (NCR) and is 0,49+0,002 which allow to
include the cell into the first stage of differeitbn. Percentage of basal epithelial cells in gsdonms is 14,2+0,23
to 100 cells. The appearance of basal cells leadsriclusion about the deep epithelial affectioniflammation
and characterizes the severity of periodontitis patients of examined contingent of patients. A sigf
cytopathology were visible in cells.

A characteristic feature of cytogramms of examipatlents is absence of parabasal cells, as a réselt
second stage of cells’ differentiation, that arareleterized by reduced NCR due to increasing otyteplasm.

Characteristic feature of cytogramms of periodoptalkets content is a presence of intermediats wvéth
polygonal shape, optically bright cytoplasm, ecdeally offset of oval vesicular nucleus. NCR arectkbases
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toward the nucleus and is 0,34+0,001, which makegpossible to refer these cells to the third lewél
differentiation. It should be noted that interméelieells that are prevalent in smears of patiertts wtact gums [1,
2] and is an indicator of maturation and differatitin of epithelial cells are found in smears sfdd patients in a
reduced quantities and are 34,9+0,28 to 100 célie above indicates a disturbance of the maturatiothe
epithelial layer of the gums as a result of inflaation.

Superficial cells in cytogramms of periodontal peiskwere visualized of two types, correspondence to
which is determined by the state of nucleus.

The first type of superficial cells is represenigdepithelial cells whose dimensions are slighdgér than
the intermediate, with clearly contoured nucleusafmal size, located in the center of the cell. RN&e shifted
toward the cytoplasm and is 0,25+0,001, which maikesossible to refer these cells to the fourtheleof
differentiation. Percentage content of 100 cellsyitograms of examined patients was 20,1+0,26.

The second type of superficial cells is represetgdsuperficial epithelial cells whose dimensioms a
similar to the first one, nucleus is pyknotic, dwerized by clear contours, it is often found cetbvacuoles,
kariolisis and fragmentation followed by eliminatifrom cytoplasm. NCR are shifted toward the cyaspt and is
0,140,001, which makes it possible to refer thesés ¢o the fourth level of differentiation. Pertage content of
100 cells in cytograms of examined people was 302

In order to prognose an inflammation in periodonisdues we have done investigation of cytograms of
periodontal pockets during exacerbation of periditisn

Studies show that epithelial cell composition rematonstant, but emphasizes change of the quantitiv
proportion of epithelial cells.

Cells with (NCR) 0,5+0,002 corresponding to bagathelial cells make up 23,8+0,310f the 100 cells.
Parabasal cells similar to the cytograms of chranigrse are absent. Number of intermediate cel@BRNwhich is
0,35+0,001, remains constant and is 32,8+0,21. &\thié quantitative composition of cell fractionstioé surface
layer with NCR 0, 25+0,001 and NCR 0,1+0,001 isrgfed in the direction of increasing of the supdaficells
number of centric located nucleus and is 37,7+MR8for cells with piknotic nucleus is 6,7+0,16.

Table 1
Evolution of the average values of percentage offtérent classes of epithelial cells in the cellulacomposition
of periodontal pockets, depending on the clinicalaurse (%)

Clinical course Basal cells Intermediate cells Satfcells
Piknotic nucleus Central located nucleus
Chronic 14,2+0,23 34,9+0,28 20,1+0,26 30,5+0,29
Pointed 23,8+0,31 32,840,21 37,7+0,23 6,7+0,16

Above listed results make it possible to assettihder prolonged inflammation in the periodonisdues,

a violation of keratinization occurs, characteribgothe absence of all epithelial cells and the@etage change in
the ratio of celavanguard.

Our results have found histological confirmation tire stage of histological study of structure of
periodontal pockets.

Among a number of hematogenous cells in periodgmtakets in cytograms content is determined by a
large number of neutrophils at different stagespbégocytosis, with clearly hypersegmented nucleitbowt
septum between segments. It should be noted tlmttyhe of cell was found in cytograms irrespectivie
generalized periodontitis course. But functionatiss was changed.

Thus, under conditions of chronic course, a netifimpgranulocytes form cell clusters. By the way,
contours of plasmolemma are clearly visualized wittstly rounded and preserved nuclei segmentation.

This type of smear under conditions of chronicichh course is rognostic criteria of high exaceidrat
rate. In a quite large number macrophages are lizeda which are elongated, optically dense nuclénsthe
cytoplasm of these cells a well-developed lysosoamliance is localized, a moderately developedtagr
organelles.

Their quantitative structure explains the consta®d to phagocytosis of necrotic tissue componamis
intercellular substances and microorganisms inoplerital foci of inflammation. Besides this typecefls involved
in the induction of immune responses through a ggef synthesis and antigen presentation to lyoyibs,
regulate the activity of other cell types, incluglifibroblasts. This type of smear under conditiohshronic clinical
course suggests a relatively lower incidence otestzation.

Along with functionally active macrophages in cytags, a lysed cells are seen. Contours of plazrmalem
are violated. Besides macrophage cell system athregytes with Gram staining are visualized, theyen
appearance of doubly concaved discs that lost nsdle the process of phylogenesis. Their cytoplésmpoorly
stained and is characterized by oxiphilic cololir is noted that the intense microbial occupanaypag which
complex systems of rods, cocci and fungi of theugeGandida, spirills are visualised. Under the @@ of
inflammation progression a replacement of oppostimistrains to other more pathogenic and non pgthic
bacteria are happened, with a prominent associtdgiperiodontal diseases.

Scientific research of predecessors [4, 7, 15,208, indicates that parodonto-patohenic micro-fliga
represented by (Actinobacillus actinomycetemconsitanBacteroides forsythus, Pervotella intermedia,
Porphyromonas gingivalis, Treponema denticola) tha revealed by polymerase chain reaction, Chlamid
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(Chlamidia pneumonie, Hlamidia trashomatis), Hdd@cter pylori, viruses (Virus snfluenza, Measlesus
Cytomegalovirus, Herpes viruses), Bordetella psityBacillus antracis — that initiate and is tterténg point not
only in the pathogenesis of periodontal diseastalso atherosclerosis, stroke, insult and othezaties.

Pathogenic bacteria can cause tissue damage dwe teasons: the actual bacterial and toxic effeats
as periodontal tissues response to bacterial agigredReverse reaction of periodontal tissues sirdetion starts a
cascade of cellular responses, primarily polymonpictear leukocytes, macrophages, fibroblasts thatemw
exposed the destructive influence of microbial &gen

Occurrence of monocytes, cells with oval kidneytiknonsegmented large nucleus, rich in chromata in
number of cytograms attracts attention. Cytoplasmfirelatively large size, contains a well-develdpysosomal
components. The emergrnce of these cells in smewmlisates a functional activity of mesenchyma and
characterizes a weak tendency to exacerbationrohzhprocess.

In all cytograms under conditions of chronic pedbotitis course were visible lymphocytes that under
Gram staining has great spherical nucleus, loaaigdly in the center of cell and occupy almostcall space. The
nucleus contains a large amount of heterochromatirch is diffusely localized.

In order of cytological identity we investigatedtalpgical properties of lymphocytes of periodontal
pockets using preparations stained by Romanovskyzali

The cytoplasm of lymphocytes is characterized bgophilic properties, painted in light blue colordan
surrounds the nucleus in a narrow border. The dap is rendered by light perinuclear area. Thesgmee of
lymphocytes in cytograms, justify a received ressolt complex histological and immune-hystochemicaéstigations
that deals with involvement of immune system aadisg chronic process and presence of counterslstitween foci of
chronic infection of periodontal tissues and systatiseases of organism. The above leads to ceocltizat cellular and
humoral immunity of periodontal pockets are closedjated, primarily by polymorphonuclear leukocytaesd
macrophages. These cells play a key role in tHenimhatory response and protection of the body figinence of
xenogenic factors including bacteria and theirrtexi

Our results are confirmed by several studies ofl@ecessors, and show that the penetration of periatio
pathogens leads to formation in periodontal tissiue highly active complex compounds - cytokinest tare able
to modify the activity of neutrophils and reduceittspecific antibacterial properties [6, 8, 11].

Cytokines not only adversely affect the periodontssues, but cause further activation of cellst tha
synthesized them, inhibit tissue repair and prooésssynthesis of connective tissue by fibrobl§ss 14, 15, 23].

Under the conditions of exacerbated clinical cowfsperiodontitis a cellular composition of cytogra is
changing and is characterized by a predominanageofrophilic granulocytes. However, it should beedothat
most of them are degenerative changed and visdaligith hyper-segmented nuclei without connectibesveen
them, and there is no specific granularity.

D059,

1. Neutrophilic granulocytes present in each oftyipes of smear types, but their functional statng quantitative
composition is different.

2. The results of our cytological study confirmén tresults of immunohistochemical studies, and st in
generalized periodontitis, an inflammatory cellidégments with disorganized epithelial cells andraxtive tissue
of the gums and periodontium, and bacteria forntiipaypes of infiltration in periodontal tissues.

Prospects for further research in this direction. Future plans consider the pathogenic mechanishiaflammatory
periodontal diseases through polymorphism nucleandgcription factor NFk B, which controls the expieasof immune
response genes, apoptosis and cell cycle.
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XAPAKTEPUCTHUKA KIIETOYHOI'O COCTABA
JECHBI ITPU TEHEPAJIN30BAHHOM
MNAPOJOHTHUTE
I'aciok H. B., €Epomienxo I'. A.

B crarbe npezcraBieHs! pe3yabTaThl H3y4eHHs KIETOYHOTO
cocTaBa  DIHTCNHAIBHOM W TeMaToreHHoi  (pakuuu
MapOIOHTANBHBIX KAPMAaHOB TALIEHTOB K3 MapOJOHTHTOM.
OrmpezienieH0, 4YTO B YCIOBHSIX HAIMYUS BOCIAIUTEIHEHOTO
mporecca B TKAHAX I1APOJIOHTA IPOMCXOAWT HapyIIeHHE
OpOTOBEHHMS! SIUTENNS, YTO XapPAKTEPH3YeTCs] OTCYTCTBUEM BCEX
KJIETOK OJHWTENMAGHOrO  JH(epoHa ¥ H3MCHEHHEM HX
TIPOIICHTHOTO COOTHOIIEHUS. BbImeneHbl Tpu THma Maska, B
3aBHUCHMOCTH OT NpeoOIafaHus KJIETOK TeMaTOreHHOTO Psfa, uTo
B COMNOCTaBJICHUM C AHAMHECTUYECKUMH IAaHHBIMH ITallUEHTOB
OTHOCHUTETIEHO Y4acTOTHI obocTpeHuit, TM03BOJIUIIO
copMyMpoBaTh MPOTHOCTUYECKHUE KPHTEPHU KIMHHYECKOTO
TEUCHNs] TEHEPAIM30BAHTIT IAPOJOHTUTA. BhImeyrmomsHyToe
JIaeT BOSMOXKHOCTb YTBEPIK/aTh, YTO KIICTOUHBI U IyMOPAIbHBIIT
HMMMYHHUTET NapOJOHTANIBHBIX KApMAHOB TE€CHO CBSI3aHBI MEXKIY
co0oii, IpexkIe BCETOo 3a CUET MOIMMOP(HOSIEPHBIX JISHKOLUTOB
U MakpodaroB. OTH KIETKM HIPAIOT BEAYLIYy0 pOJb B
BOCHAIUTENBHBIX PEAKIMX U 3alIUTE OPraHU3Ma OT BO3AEHCTBUS
YY)KEpPOIHbIX (PaKTOPOB, BKIIOYAs OAKTEPHU U MX TOKCHUHBL.

KmroueBble c10Ba: MapoAOHT, KIETKH, OSIUTENUH,
TIApOJOHTHT, TEHKOIUTHI.

Crarrs Hagivinua 16.11.2014.

XAPAKTEPUCTHUKA KJITUHHOTI'O CKJIAQY
SICEH ITPU TEHEPAJII30BAHOMY
MMAPOJTOHTHUTIB
I'aciok H. B., €pomienxo I'. A.

B crarti HaBeneHi pe3yibTaTH BUBYEHHS KIITHHHOTO
CKJIaay emiTelianbHOl Ta CIOJYYHOTKAaHHMHHOT —(pakiil
[apOJIOHTAIBHUX KMIICHb MALiEHTIB, XBOPUX HA MAPOJIOHTHT.
BcraHoBIIEHO, 110 32 YMOB HasBHOCTI TPHBAJIOTO 3allalIbHOTO
Iporecy B MapoJOHTI BiIOYBAETHCS MOPYIICHHS 3pOTOBIHHS
CMITENII0, IO XapaKTEePU3YEThCS BIACYTHICTIO BCIX KIITHH
emitenmiagbHOrO JuQepoHy Ta 3MIHOIO iX BiICOTKOBOTO
CHiBBiTHOIIEHHS. BunineHo Tpu THIM Ma3ka, B 3aJeXKHOCTI
Bil mepeBard KIITHH TE€MAaTOTeHHOTO psay, Lo Yy
CNIBCTAaBJICHHI i3 AHAMHECTUYHUMH JAHUMHU TALi€HTIB
CTOCOBHO ~ 4YacTOTH  3arOCTPEHb, [0  MOXIIHMBICTDH
cOopMyITIOBaTH MPOrHOCTUYHI KPUTEPIi KIiHIYHOTO mepediry
[CHEPAIi30BAHOTO  MApPOJOHTUTY. BuIne3asHaueHe Jae
MOJKJIMBICTh CTBEp/DKYBATH, IO KINTHHHHI 1 TyMOpajbHHUi
IMyHITET NapOJOHTAJIGHUX KHIIEHb TICHO IIOB'SI3aHI MIX
coboro, Hacammepex 3a paxyHOK MHONIMOP(HOSAEPHUX
neiikouutiB Ta Makpodaris. L{i kIiTHHY BigirpatoTh NpoBigHy
POJb y 3alalbHUX PeakUisX i 3aXUCTi OpraHi3My BiJ] BIUTHBY
4y)KOpigHUX GAKTOPiB, BKIIOYAI0YH OaKTepii Ta IX TOKCHHHU.

KnrouoBi cioBa: mapogoHT, KITHHM, —eMiTeNii,
[apOJIOHTHT, JICHKOLIUTH.

Penensent Crapuenko LI.
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