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Periodontal diseases have much in common with pathogen-
esis of other illnesses. Scientific research conducted within
the recent years testifies that periodontal tissue inflammation
processes are closely connected with systemic diseases; on top
of that they also serve as a risk factor for the development of
chronic obstructive pulmonary disease (COPD) [14]. COPD,
in turn, may cause considerable extra-pulmonary systemic
complications [1].

COPD is known to reduce general immunologic reaction of
the body, to cause disturbance of immunologic resistibility
mechanisms of all tissues, including periodontal tissues [14].
In such a case the patient’s age at the beginning of the disease
is of great importance. COPD is known to develop primarily
among mature and elderly individuals — after the age of 40,
when the body is already going through age-related metabolic
and immunological changes, and there may be mineral metab-
olism disorders. The following should be considered the main
factors contributing to bone mineral metabolism disorders in
COPD patients and influencing the course of development of
generalized periodontitis: chronic inflammatory process,
increased level of pro-inflammatory cytokines, hypoxia arising
from progressing bronchial obstruction, development of
chronic respiratory acidosis, drop in physical activity and
decreased tolerance to physical exercise, administration of
inhaled and systemic gluco-cortecosteroids [14, 15].

Therefore, the age-related body changes in this patient
contingency overlap with COPD pathogenetic mechanisms;
this fact directly influences developmental features of gener-
alized periodontitis.

Mucous membranes of the mouth cavity are protected
thanks to specific and non-specific protection mechanisms
present [3, 4]. The main humoral factors of mucous mem-
brane protection are macroglobulin (IgM), secretory immu-
noglobulin A (sIgA) and a number of protein and hydrocarbon
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compounds that include protease and antiprotease of saliva,
lisocyme, lactoferrin, mucus glycoproteids [3, 4, 14]. A num-
ber of authors consider the insufficient production of antibod-
ies, the main specific immunity defense factor, to be the con-
sequence and integral manifestation of quantitative cell
composition disorder and cell functional characteristics disor-
der in immunogenic processes. In addition, the cells of the
lymphoid and non-lymphoid line and the cytokine regulation
play an important part here [8]. The cytokines generated dur-
ing the inflammatory process damage periodontal tissues and
cause alveolar bone resorption, which receives its clinical
manifestation through symptoms of generalized periodontitis.
According to data provided by some authors, IL-1 has the
most harmful impact during periodontal diseases [3, 8, 15].

Therefore, a comprehensive research of clinical symptoms
of pathologic processes in periodontal tissues that would
examine such local immunity performance as the level of
secretory immunoglobulin A (sIgA), general protein and con-
centration of pro-inflammatory cytokine IL-1p in the given
patient category is currently important.

The aim of the study — to research clinical and immuno-
logical features of generalized periodontitis development in
chronic obstructive pulmonary disease patients via determin-
ing their periodontal status, level of pro-inflammatory cyto-
kine IL-1B, amount of sIgA and total protein in combined
saliva.

The work was carried out at the expense of the funds of the
State Budget of Ukraine.

Materials and methods

63 COPD patients were examined in their remission stage
(Group I), who were observed at the State Enterprise National
Institute of Phthisiology and Pulmonology Named after
E H. Yanovskyi, NAMS of Ukraine. The group consisted of
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22 women and 41 men between the age of 40 and 80, (their
average age was (63,8 + 1,1) years). Forced expiratory volume
over the first second (FEV,) in all of the patients of this group
before the test with bronchial spasmolytic was (46,2 £ 2.,0) %;
FEV, /forced vital lung capacity (FVC) — (50,6 £ 1,6). FEV,
after the test with bronchial spasmolytic was (48,8 = 2,1) %;
FEV,/FVC — (51,6 £ 1,6).

Patients selection was conducted according to severity of
disease as per order of Ministry of Healthcare of Ukraine
dated June 27, 2013 No 555 «Unified Clinical Protocol of
Primary, Secondary (Specialized), Tertiary (Highly
Specialized) Medical Assistance and Medical Rehabilitation,
«Chronic Obstructive Pulmonary Disease» [9]. The patients
were divided into three clinical groups according to manifes-
tation of the clinical symptoms, their functional readings and
the risk of possible complications.

Control Group (Group II) consisted of 30 individuals with
no COPD or any other chronic physical pathology in their
medical history. Among them were 18 men and 12 women,
between the age of 40 and 80, average age — (59,6 = 1,3)
years. FEV, (111,0 £ 3,3) %; FEV,/FVC — (78,0 £ 0,6).

In the process of examination of the patients of Groups I
and II the following methods were used: questionnaire, clini-
cal and functional examination, periodontal examination,
multislice computer tomography (MCT) of the dento-facial
area, and immunological study.

The lung ventilation function test was conducted according
to the spirogram data by analyzing the «flow-volume» curve of
the forced expiration and general plethysmography of the body
on the «Master Screen PFT» device by «Cardinal Health»
(Germany). The following criteria were evaluated before and
after bronchial spasmolytic: FEV,, FEV,/FVC ratio. The test
was conducted in the morning, after a 12- to 14-hour break in
taking medication. To detect a bronchial obstruction and esti-
mate its reversibility, a respiratory function test was conducted
before and 15—30 minutes after 2 inhalations (200 mkg) of
short-acting B3,-agonist (salbutamol).

Dental examination was carried out by a dentist in accor-
dance with widely acceptable methods. Periodontal examina-
tion included establishing hygienic status of the oral cavity
(presence of plaque, tartar, Oral Hygiene Index (Green and
Vermilion, 1960). The intensity of inflammatory process in
periodontal tissues was established in accordance with papil-
lary-marginal-alveolar index (PMA). During examination of
the periodontal tissue the depth of the periodontal pockets at
6 points and the properties of the exudates were measured.
Bleeding of the gums was measured against a 3-point scale
according to gingival Muhlemann-Cowell bleeding index.
Clinical attachment loss (CAL) was estimated in mm accord-
ing to the mean value between measurements at 4 points
around each tooth.

Russel periodontological index (Russle PI) that, besides
gums inflammation state, characterizes the extent of bone tis-
sue destruction, was estimated in points — from 0 to 8. The
degree of tooth looseness was estimated according to Miller
scale as modified by Fleszar in points, from 0 to 3.

To estimate the degree of caries damage, the CFR index
(caries, filling, removal) that consists of the number of cor-
roded teeth, the number of teeth with fillings and the number

of removed (or to-be-removed) teeth. The sum of these fac-
tors gives us understanding of the intensity of cariosity of a
specific individual. The research results were entered into the
periodontal examination card [2].

The alveolar bone height loss was examined with the use of
a multi-slice computer tomography (MSCT) performed with
the help of computer tomography scanner Aquilion TSX-
101A «Tochiba» (Japan) with the help of free software pro-
gram K-Pacs. To determine the loss of the alveolar bone, the
distance from the cementum-enamel line to the top of the
interdental septum (alveolar crest) was determined. The mea-
surements were taken on the least damaged teeth where the
cementum-enamel tooth line was clearly defined.

Mouth cavity local immunity study was conducted for the
63 COPD patients and 25 control group patients.

During the immunological examination the local inflam-
mation markers — IL-1f, sIgA and the total protein — were
determined in the combined saliva of the patients. The com-
bined saliva was collected in the morning on an empty stom-
ach in order to rule out activation factors. The combined
saliva was collected by spitting into a container [12]. The level
of IL-1p was determined by the enzyme-linked immunosor-
bent assay method with the use of “CYTOKINE” commer-
cial test system, Saint-Petersburg, Russia [5, 13]. sIgA were
determined by the enzyme-linked immunosorbent assay
method [10] with the use of «<XEMA-MEDICA» test system,
Moscow, Russia [6]. The total protein was determined by the
Lowry-Folin method [11], and the results were recorded in
the spectrophotometer analyzer pQuant (BioTek, USA). The
collected results were compared to that of the control group.

The digital research data obtained in each of the sample
groups was checked and verified onto the normal distribution
of values. In order to verify the normality of data distribution
the Lapach S. N. et al. (2001) methodology was used
(NORMSAMP-1 function integrated in Excel environment).
The obtained results determined the choice of further statisti-
cal data processing method in order to verify credibility of the
results [7].

Student’s paired t-test (for dependant and independent
sample groups) was used to estimate credibility of differences
of the average indicator values in sample groups with normal
distribution. The probability indicator value (p) between the
groups of lower than 0.05 was accepted as the level of proba-
bility. Wherever normal distribution was not available for
calculation of the average values difference probability,
Wilcoxon two-sample test was applied; its assessment was car-
ried out by comparison against the maximum and the mini-
mum criteria values. Alternative measurement method was
used for the analysis of individual variations of the values
studied.

The research results aggregation and their mathematical
processing were conducted with the help of licensed software
included in Microsoft Office Professional 2007 pack, license
Russian Academic OPEN No Level No 43437596.

Results

As a result of the conducted research it was established that
periodontal pathology and its complications took the leading
role in the dental disease structure of COPD patients.
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Consequently, examination of 17 (27,0 %) out of 63 Group I
patients revealed total secondary adentia that developed as a
complication of generalized periodontitis. These patients
were using removable dentures. The other 46 (73,0 %)
patients of the same group displayed a considerable loss of
teeth which also required orthopedic correction.

The control group revealed no instances of total secondary
adentia. Nevertheless, due to partial teeth loss and presence of
tooth row defects 26 (66,7 5) out of 30 individuals examined
received orthopedic treatment. This speaks of the fact that
control group individuals also required orthopedic correction
but to a much lesser extent.

A comprehensive examination by a dentist and consider-
ation of the periodontal examination data as well and the
MSCT revealed that 29 (46,0 %) of COPD patients were
diagnosed with the I stage of generalized periodontitis and 17
(27,0 %) patients with the II stage.

All of the control group individuals also showed signs of
generalized periodontitis but it was primarily of the early or I
stage of severity. Thus, I stage generalized periodontitis was
diagnosed in 28 (93,3 %) patients, and II stage generalized
periodontitis — in 2 (6,7 %) individuals. This gave evidence to
the fact that in accordance with clinical periodontal examina-
tion COPD patients revealed statistically significantly more
severe periodontal defects than did individuals with no
somatic pathology — 17 (27,0 £ 5,6) % and 2 (6,7 £ 4,6) %, p
< 0,001 respectfully.

During the examination of COPD patients, the periodontal
examination card was filled in only for the 46 individuals who
had teeth at least partially, which made it possible to evaluate
the appropriate criteria and fill in the periodontal examina-
tion card.

The obtained results data analysis showed that the hygienic
status of the mouth cavity of the Group I patients was proba-
bly worse when compared against the control group. However,

the inflammatory processes activity in periodontal tissues was
probably lower in Group I patients, which was due to long-
term intake of inhaled corticosteroids as part of their basic
COPD medication therapy (tab.1).

Statistically significant levels of depth of periodontal pock-
et, recession and gum clinical attachment loss in Group I as
compared to the control group individuals spoke of predomi-
nance of dystrophic and destructive processes in periodontal
tissues of Group I patients. The deep periodontal pockets and
significantly higher purulent discharge from dental pockets
testified of poor hygiene status of the moth cavity in COPD
patients. Such periodontal tissues condition indicates
increased risk of odontogenic ingress of respiratory tracts and
negative impact on the development of chronic obstructive
pulmonary disease.

High rate of loss of alveolar bone height and detection of
tooth loosening were also evidence of increased dystrophic
and destructive processes in periodontal tissues in Group I
patients. Thus, in chronic obstructive pulmonary disease
patients, as shown by the MSCT results, alveolar bone height
loss rate was statistically significantly higher — (3,6 £ 0,1)
mm, as compared to the control group (2,2 = 0,1) mm, p <
0,001 which caused early loss of a considerable number of
teeth among this patient contingency.

Therefore, it was particular to generalized periodontal dis-
ease development in COPD patients that dystrophic and
destructive processes prevailed rather than the inflammatory
ones in periodontal tissues, a great loss of clinical gum attach-
ment was noted, deep periodontal pockets and considerable
rate of bacterial ingress. Such periodontal tissue status was
preconditioned by the fact that all the COPD patients par-
ticipating in the study had been taking inhaled or systemic
gluco-corticosteroids as part of their combined treatment;
this served to lower inflammatory process in mouth mucus
membranes.

Table 1
Periodontological Status of Group | and Il Patients
Indicator Group | Group Il p-value
(n = 46) (n=30)

Number of teeth in the mouth cavity 17,1+ 0,8 253+0,8 p < 0,001
Oral Hygiene Index (Green and Vermilion), points 3,83 £ 0,15 2,57 £ 0,18 p < 0,001
Gum bleeding, points 1,6 £ 0,1 1,5+ 0,1 p > 0,05
Tooth looseness, points 1,4 +£0,1 1,2+0,1 p > 0,05
Gum recession, mm 1,68 + 0,12 1,12 + 0,08 p < 0,001
Depth of the periodontal pocket, mm 3,84 £ 0,13 3,20 £ 0,12 p < 0,01
Gum clinical attachment loss, mm 5,16 + 0,09 4,50 + 0,13 p < 0,001
PMA index , % 254 +13 33,7+15 p < 0,001
Pl, 0 — 8 points 3,80 + 0,11 2,57 £ 0,12 p < 0,001
Purulent discharge from dental pockets, 1 — 3 points 1,90 £ 0,10 1,03 + 0,01 p < 0,001
Alveolar bone height loss, mm 3,6 +0,1 22+0,1# p < 0,001
CFR index (caries, filling, removal) 18,5+0,8 16,9+ 1,0 p > 0,05
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Immunological Values of Local Inflammation in Control Group Individuals and COPD Patients rable 2
Average value, median and the range margin of saliva indicators
Indicator

Average Median Range margin

Control Group (n = 25)

IL-18 pg/ml 642,0 595,7 27,0 - 1532,8

slgA mkg/ml 217,0 211,5 37,0-471,2

Total protein mg/ml 1,6 1,5 0,7-2,7

COPD patients (n = 63)

IL-1B pg/ml 342,9 194,1* 11,5-1681,7

sIgA mkg/ml 181,4 154,0 10,1 - 533,0

Total protein mg/ml 1,6 1,3 0,4-6,9

Note: * — the value difference compared to the control is statistically verified in accordance with Wilcoxon's U-criterion (p < 0,05).

During the study of the immunological values the range
margin of the secretory immunoglobulin sIgA, pro-inflam-
matory cytokine IL-1[ and the total protein were measured in
COPD patients and in the control group. The obtained data is
provided in table 2.

When identifying inflammatory markers in COPD patients
and in individuals with no somatic pathology of the same age
and sex, a statistically significantly lower content of IL-1[ was
noted in combined saliva — 194,1 pg/ml (range margin 11,5 —
1681,7 pg/ml) in patients of the main group as compared to
the control group individuals where IL-1f3 concentration was
592,7 pg/ml (range margin 27,0 — 1532,8 pg/ml), (p < 0,05)
according to Wilcoxon’s U-criterion.

These peculiarities of local immunity of the mouth cavity in
COPD patients were preconditioned by outstanding dystro-
phic and destructive processes in periodontal tissues as well as
by administration of inhaled corticosteroids in the basic
therapy that have considerable anti-inflammation and immu-
nity-suppressing effect. Besides that, Group I patients dis-
played decreased concentration of sIgA down to 154,0 mkg/
ml (range margin 10,1 — 533,0 mkg/ml) as compared to the
control group individuals where the value was 211,5 mkg/ml
(range margin 37,0 — 471,2 mkg/ml) (p > 0,05), which was
also an evidence of suppressed local immunity on the mouth
cavity in COPD patients.

Conclusion

Clinical and immunological features of generalized peri-
odontitis development in COPD patients are prominent dys-
trophic and destructive processes of periodontal tissue, high
rate of loss of height of the alveolar bone and detection of
tooth loosening compounded by considerable loss of clinical
gums attachment, deep periodontal recesses and considerable
rate of microbial ingress.

Generalized periodontitis and its complications in COPD
patients develop on the background of suppression of local
immunity of the mouth cavity, as evidenced by the drop of
IL-1P and sIgA content in combined saliva as compared to
that of individuals with no somatic pathology.

Administration of inhaled corticosteroids as part of basic
therapy is an additional adverse factor suppressing immunity
response in COPD. On one hand the corticosteroids have an
express anti-inflammatory effect, but on the other hand they
suppress production of antibodies and synthesis of the neces-
sary local defense factors.
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KNMHNKO-UMMYHONOM’MYECKUE OCOBEHHOCTMH
TEYEHUA FTEHEPANIN3OBAHHOIO MAPOZJOHTUTA
Y BOJIbHbIX XPOHNYECKNM OBCTPYKTUBHbIM
3ABOJIEBAHUEM JIErTKUX

I. C. Xapuenko-Cesprokosa

Pesiome

OcnognbiMu pakmopamu, Komopsle NpUGoOsm K HapyuweHuo Mmema-
004UBMA, UMMYHOA0UYECKOL PeAKMUBHOCIU OPeAHUZMA U MUHEPANb-
H020 00MeHa Kocmell y 00AbHbIX XPOHUHECKUM 00CMPYKMUBHbIM 3a00-
neeanuem neekux (XO3JI) u eaustom Ha 603HUKHOGeHUe U MeueHuUe
2eHepanu308aHH020 NApOOOHMUMA ABAAIMCA: XPOHUHECKUL 0CNANU-
MenbHbLl npoyecc, NogblleHue YPOGHs NPOBOCNANUMENbHBIX YUMOKU-
HO8, 2UNOKCUA, pa3gumue XPOHUUEeCK020 PechupamopHozo ayudosd,
CHUdICeHUe u3uUecKoil akmugHOCmU U MoAepanmuocmu K usuueckoi
Haepyske, npuMeHeHue UHeANAYUOHHBIX U CUCIEMHbIX 2AIOKOKOPMUKO-
cmepoudos. [losmomy KomnaekcHoe uccaedoganue napoooHmosoeu4ec-
K020 cmamyca u nokasameneii MeCMHO20 UMMYHUMeEma noaocmu pma
y 6oavrbix XO3JI aeasemes akmyanvHoil npooaemoll.

Leab uccienoBaHuss — u3yuume KAUHUKO-UMMYHONO02UHECKUE 0CO-
OeHHOCMU MeveHUs. 2eHepaAu308aHHO20 NAPOOOHMUMA Y 00AbHBIX
XO3JI no onpedeaenuto hapoOoHmMoa02u4ecKoeo cmamyca, ypogHs npo-
socnanumensno2o yumoxuna IL- 15, codepacanus sIgA u obweco 6eaxa
6 CMewanHoll caione.

Obsexm uccaedosanus: 63 ooavhoix XO3JI cocmasuau 1 epynny,
u3 HuUx — 41 myxcuuna u 22 xcenujunol 6 gozpacme om 40 do 80 aem,
cpednuii 6ospacm — (63,8 = 1,1) 20da. OPB, do npobui ¢ 6ponxoaumu-
Kkom cocmagun (46,2 £ 2,0) %; OPB /DPXEJT — (50,6 + 1,6). ODB,
nocae npotot ¢ oponxosumuxom — (48,8 + 2,1) %; ODPB,/DXKEI —
(51,6 £ 1,6). Konmpoawnyio (11 epynny) cocmasunu 30 uenosek, u3z Hux
18 myxcuun u 12 scenuun 6 6ozpacme om 40 do 80 rem, cpeduuii 603-
pacm — (59,6 £ 1,3) e0da. OPB, — (111,0 + 3,3) %; ODB ,/DXKE —
(78,0 £ 0,6), komopvie 6 anamuese ne umeru XO3JI uau dpyeoii xporu-
Yeckoil comamuyeckoii namoaoeuu u 000P0BOALHO CO2AACUNUCH
NPUHAMb yuacmue 8 uccae008aHulU.

MeTtoabl McCIeA0BAHUA: aHKEMUPOBaHue, KAUHUKO-@YHKYUOHANb-
Hble Memodbl uccaedoganus, napoooHmono2uyeckoe obcaedosanue,
MH020CPe306as. KOMNbIOMEPHAA MOMO2PAPUA  HeAl0CMHO-AUYEBOl
obaacmu, uMMyHoA0UHeCKOe UCCAe008aHIe, CMAMUCMUYECKOe.

Pesynsratbl. B pezyivmame nposedenno2o 00c1e006aHUS YCMAHO8Ae-
HO, MO KAUHUKO-UMMYHOA02UYECKUMU OCOOCHHOCMAMU MeUeHUs eeHe-
panu308antoeo napodowmuma y 6oavreix XO3JI aeasromces avipajicenHbie
ducmpopuuno-oecmpyKmueHbie npoyeccsl MKaHeil NapodoHma, 8blcoxKue
meMNnbl NOmepu 8bICOMbl ANbBEOASAPHO20 OMPOCMKA U GblsAGAEHUEe NOO-
sudICHOCMU 3008 CO 3HAYUMENbHOU nomepell KAUHUYeCcK020 npuKpenie-
HUs 0ecHbl, 2nyOOKUMU NAPOOOHMANLHOIMYU KAPMAHAMYU U 3HAYUMEAbHOU
cmenenvo MUKpoOHo20 obcemenenus. lenepanuzogantulii napodoHmum u
eeo ocaoxcHenus y ooavnvix XO3JI pazeusaromcs Ha @oHe yenemenus
MECMH020 UMMYHUMEMAa NOAOCMU PMA, 0 YeM C8UOeMeNbCmEyem CHU-
acenue cooepycanus IL-108 u sIgA 6 cmewannoi carone no cpasHenur ¢
auyamu 6e3 comamuueckoil hamono2uu. JJonorHuUmMenbHbIM HeOna2onpu-
SAMHBIM PaKkmopom, Komopblii hooagasem ummyHHwiii omeem npu XO3J1,
AGAAEMCS NPUMEHEeHUe UHeANAYUOHHBIX KOPMUKOCMEPoudos, Komopule, ¢
00HOII CMOPOHbL, 001a0AI0M GbIPANCEHHLIM NPOMUBOBOCNANUMENLHBIM
deiicmauem, ¢ Opyeoii — nNO0AGASION AHMUMEN000pA3068aHUe U CUHME3
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HUSL MECIHO020 UMMYHUMemMda pomoeoi noA0CH.

ACTMA TA ANEPTIA, Ne1 « 2015

KiroueBbie ciioBa: XpOHUYecKoe 06CmplemM6H0€ 3abonesanue nee-
Kux, ZeHepa/llL’)’OBdHHblL? napodOHmum, napodorlmmoeuuecxuﬂ cma-
myc, nokasamenu mecmioco UMmyHumema pomoeod noaocmu.

Hayuno-npakmuyeckuii acypran «Acmma u aanepeus», 2015, No 1,
I'. C. Xapuenko-Ceepiokosa

TY «HayuonanvHblil uHcmumym pmuzuampuu u nyabMoHOA02UU
um. D. I. Anosckoeo HAMH Ykpaunwr»,

03680, Ykpauna, e. Kues, ya. Amocosa, 10

men.: +38(044)275-62-42,

e-mail: diagnost@ifp.kiev.ua

CLINICAL AND IMMUNOLOGICAL FEATURES

OF GENERALISED PERIODONTITIS DEVELOPMENT
IN CHRONIC OBSTRUCTIVE PULMONARY

DISEASE PATIENTS

G. S. Kharchenko-Sevriukova

Summary

The main factors leading to metabolism disorders, immunologic
reactivity of the body and bone tissue mineral metabolism in chronic
obstructive pulmonary disease (COPD) patients and impacting the onset
and development of generalized periodontitis are the following: chronic
inflammatory process, increased level of pro-inflammatory cytokines,
hypoxia, development of chronic respiratory acidosis, drop in physical
activity and tolerance to physical exercise, administration of inhaled
and systemic glucocorticosteroids. Thus, a comprehensive research of
periodontal status and mouth cavity local immunity characteristics in
COPD patients is currently important.

The aim — to research clinical and immunological features of
generalized periodontitis development in chronic obstructive pulmonary
disease patients via determining their periodontal status, level of pro-
inflammatory cytokine IL-1, amount of sIgA and general protein in
combined saliva.

Object of study — 63 COPD patients (I group), including 41 men and
22 women, aged 40 to 80 years, mean age — (63,8 £ 1,1) years. FEV,
before bronchodilators test was (46,2 £ 2,0) %; FEV /FVC — (50,6 £ 1,6).
FEV, after bronchodilators test — (48,8 = 2,1) %; FEV,/FVC —
(51,6 £ 1,6). The control (group 11) consisted of 30 people, including
18 men and 12 women aged 40 to 80 years, mean age — (59,6 = 1,3)
years. FEV, — (111,0 £ 3,3) %; FEV /FVC — (78,0 £ 0,6), who had a
history of COPD or other chronic somatic diseases and voluntarily agreed
to participate in the study.

Methods: questionnaire, clinical functional test methods, periodontal
examination, multislice computer tomography of the dento-facial area,
immunological study, as well as statistical one.

Results. The outcome of the conducted examinations shows that
clinical and immunological features of generalized periodontitis
development in COPD patients are prominent dystrophic and destructive
processes of periodontal tissue, high rate of loss of height of the alveolar
bone and detection of tooth loosening compounded by considerable loss
of clinical gums attachment, deep periodontal recesses and considerable
rate of microbial pollution. Generalized periodontitis and its
complications in COPD patients develop on the background of
suppression of local immunity of the mouth cavity, as evidenced by drop
of IL-1B and sIgA content in combined saliva as compared to that of
individuals with no physical pathology. Administration of inhaled
corticosteroids is an additional adverse factor suppressing immunity
response in COPD. On one hand the corticosteroids have an express
anti-inflammatory effect, but on the other hand they suppress production
of antibodies and synthesis of the necessary local defense factors.

Conclusions. The outcome of the conducted examinations shows that
clinical and immunological features of gemeralized periodontitis
development in COPD patients are prominent dystrophic and destructive
processes of periodontal tissue developing on the background of
suppression of the local immunity of the mouth cavity.

Key words: chronic obstructive pulmonary disease, generalized
periodontitis, periodontal status, indicators of local immunity of the oral
cavity.
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