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Chronic obstructive pulmonary disease (COPD), underlain
by chronic inflammation, remains a major public health chal-
lenge [1].

Particular attention should be paid to a problem of combi-
nation of COPD and pathological processes of the oral cavity.
Many studies have shown that periodontal disease is closely
related to pathogenesis of systemic diseases and is a risk factor
for COPD development [15, 19, 20].

Apart from lungs damage, COPD, in its turn, leads to sig-
nificant extrapulmonary systemic effects [15] that include
development of secondary generalized periodontitis [19].
Chronic inflammation in the bronchi reduces general immu-
nological reactivity of the body, leads to disruption of the
mechanisms of resistance of the mucous membrane both of
the bronchi and of the oral cavity, which contributes to the
progression of inflammation in periodontal tissues. A vast
contact surface of the mucous membranes (200—330 m? or
more) provides for continuous and intense aggression of the
macro- and microenvironment. Protection of the mucous
membranes of the oral cavity is performed by means of pro-
tective mechanisms of specific and non-specific nature and
specialized structures.

In recent decades, an opinion was formed that the main
humoral protective factors of the mucous membranes is
immunoglobulin M, secretory immunoglobulin A (sIgA) and
a number of protein-carbohydrate compounds — proteases
and antiproteases of saliva, lysozyme, lactoferrin, mucus gly-
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coproteids, etc. However, a number of studies have demon-
strated that the subnormal formation of antibodies — the key
specific protective immunity factor — is a consequence and
the integral manifestation of disorder in quantitative compo-
sition of cells and their functional characteristics in immuno-
genesis processes, including lymphoid and non-lymphoid
cells and cytokine regulation. Cytokines formed under condi-
tions of inflammatory process damage the periodontal tissue
and lead to resorption of alveolar bone, which causes further
activation of their synthesis by the immune competent cells
and results in chronization of the inflammation [3, 5].
Therewith, in periodontal diseases, the most harmful effect in
exerted by IL-1 [3, 14, 20].

Thus, estimation of levels of secretory immunoglobulin
slgA, total protein and concentrations of proinflammatory
cytokine IL-1B is a crucial aspect in emergence of immunode-
ficiency state of mucous membranes of the oral cavity, and the
study of these parameters of tissue immunity in patients with
COPD associated with generalized periodontitis is topical.

The aim of the study was to investigate peculiarities of
parameters of the oral cavity tissue immunity by estimating
levels of proinflammatory cytokine IL-103, content of sIgA
and total protein in mixed saliva of patients with chronic
obstructive pulmonary disease associated with generalized
periodontitis.

The work was carried out at the expense of resources of the
central government budget.
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Materials and methods of the study

The study involved 63 patients with COPD in the phase of
remission (group I), who were followed-up in clinics of State
organization «National institute of phthisiology and pulmon-
ology named after F. G. Yanovsky of the National Academy of
Medical Sciences of Ukraine». This group included 22
women and 41 men aged 40 to 80 years (mean age was 63.8
1.1 years). In all patients, the forced expiratory volume in the
first second (FEV,) before the bronchial spasmolytic test was
(46.2 = 2.0) %; FEV, / forced inspiratory vital capacity
(FIVC) was (50.6 £ 1.6). FEV, after the bronchial spasmo-
lytic test made up (48.8 £ 2.1) %; FEV, / FIVC (51.6 + 1.6).

The selection of patients was performed according to the
severity of the disease at the order of the Ministry of Healthcare
of Ukraine June 27th, 2013 No. 555 «Unified clinical proto-
col of primary, secondary (specialized), tertiary (highly spe-
cialized) care and medical rehabilitation, «Chronic obstruc-
tive pulmonary disease» [12]. The patients were split into
clinical groups based on the severity of clinical symptoms,
functional indicators and risk of possible complications [15].

The control (II) group consisted of 30 apparently healthy
individuals who had voluntarily agreed to participate in the
study. The control group included 16 men and 9 women aged
40 to 80 years, mean age was (59.6 = 1.3) years, FEV, was
(111.0 £ 3.3) %; FEV, / FIVC — (78.0 £ 0.6).

During examination of patients of groups I and II question-
naire survey, clinical and functional, periodontal examina-
tion, multidetector computed tomography (MCT) of the
maxillofacial area and immunological study were performed.

Pulmonary ventilation function was evaluated according to
the data of spirogram with analysis of «flow—volume» curve of
the forced expiration and whole body plethysmography using
«Master Screen PFT» unit produced by company «Cardinal
Health» (Germany). Before and after the bronchial spasmo-
Iytic test, FEV,, FEV, / FIVC ratio were measured. The tests
were conducted in the morning after a 12—14-hour break in
drug exposure. To detect the presence and to evaluate the
reversibility of bronchial obstruction, the respiratory function
test was carried out before and in 15—30 minutes after 2 inha-
lations (200 pg) of short-acting B3,-agonist (salbutamol).

Periodontal examination was performed according to con-
ventional methods by a dentist [2]. Results of the study were
entered to the periodontal screening record.

MCT was performed on a CT-Scanner Aquilion TSX-101A
«Tochiba» (Japan) using the K-Pacs program [9].

Study of tissue immunity of the oral cavity was performed
in 63 patients with COPD and 25 patients of the control
group.

During the immunological study of the patients, markers of
local inflammation — IL-1f, sIgA and total protein — were
estimated in mixed saliva of the patients. Collection of mixed
saliva was performed in the morning on an empty stomach in
order to maximize exclusion of the activation factors. Mixed
saliva was collected by exspuition in a special-purpose vessel
[17]. Levels of IL-1B were estimated by ELISA test using
commercial test kits CYTOKINE, St. Petersburg, Russia [8].
Levels of sIgA were estimated by ELISA test [10] using com-
mercial test Kits “Xema-Medica”, Moscow, Russia [9]. Levels
of total protein were estimated by the Folin’s Lowry method

[6] and by analysis of results on the spectrophotometer
pQuant (BioTek, USA). The obtained results were compared
with the values received in the control group and with the
reference values of content of IL-1p, sIgA and total saliva
protein obtained from the literature [7—10, 13, 16—18].

The digital material received in the course of the study in
each sample was checked and confirmed for normal distribu-
tion of values. To test the normality of the data distribution,
method of S. N. Lapach et al. was employed (2001) (feature
NORMSAMP-1, which is embedded in the Excel environ-
ment). Based on the obtained results, method of further sta-
tistical procession of data was selected to confirm the proba-
bility of the results [11].

To assess the reliability of differences between mean values
of parameters in samples with normal distribution, Student’s
paired t-test was employed (for dependent and independent
samples). The index value of probability (p-value) between
the groups, which equaled or was less than 0.05, was adopted
as the probability level. In the absence of normality of distri-
bution, Wilcoxon two-sample test was employed for calcula-
tion of probability of differences between mean values. In this
case, the assessment was performed by comparison of maxi-
mal and minimal criteria values. During analysis of individual
changes in the studied parameters, alternative method varia-
tion was employed.

Storage of the study results and their mathematical proces-
sion were carried out using licensed software products that
were part of Microsoft Office Professional 2007 package,
license of Russian Academic OPEN No Level Ne 43437596.

Results and discussion

In the course of examination of 63 patients with COPD,
who were followed-up in State organization «National insti-
tute of phthisiology and pulmonology named after E G.
Yanovsky of the National Academy of Medical Sciences of
Ukraine» all patients were split into clinical groups based on
the evaluation of severity of clinical symptoms, functional
parameters and risk of possible complications [15]. Twenty
two (34.9 %) patients were allocated to clinical group B, 12
(19.1 %) — to clinical group C and 29 (46.0 %) — to clinical
group D.

Thus, the major part of patients with COPD, who were
being followed-up at the institute, were patients from clinical
group D.

Periodontal pathology and its complications topped the
structure of dental diseases in patients with COPD.

On the basis of clinical symptoms and results of periodontal
examination, periodontal disease was diagnosed in all patients
of the treatment group. Seventy (27.0 %) out of 63 patients of
group I exhibited complete secondary edentulism which had
occurred as a complication of generalized periodontitis.
These patients used removable dental prostheses. Other 46
(73.0 %) patients of this group exhibited severe tooth loss and
required orthopedic care.

It should be noted that among 17 patients with COPD with
complete secondary edentulism, 7 (41.2 %) patients belonged
to clinical group B, 2 (11.8 %) — to clinical group C. A sig-
nificant proportion — 8 (47.0 %) patients — belonged to clini-
cal group D.
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None of the patients in group II had complete secondary
edentulism. However, due to partial tooth loss and denture
defects, 26 (66.7 %) out of 30 individuals required orthopedic
treatment. That indicated that individuals in the control group
required orthopedic correction, but to a much lesser extent.

Examination of patients with COPD performed by a dentist
on the basis of periodontal screening and MCT reveled 1% degree
generalized periodontitis in 29 (46.0 %) patients, 2" degree gen-
eralized periodontitis in 17 (27.0 %) patients (Table 1).

All individuals in group II exhibited signs of generalized
periodontitis as well, but in most cases those signs corre-

Table 1
Allocation of patients of groups | and Il by the pathological
processes of periodontitis
Diagnosis Group | Group Il
(n =63) (n =30)
Absolute % Absolute %
value value
| stage gener- 29 46.0 = 28 93.3 +
alized peri-
odontitis
Il stage gener- 17 27.0 £ 2 6.7 +
alized peri-
odontitis
Secondary 17 27.0 £ - -
edentulism
Note: * — difference between groups | and Il is statistically significant (p < 0.001)

sponded to initial or 1% degree of severity. Thus, patients in
the control group were diagnosed with 1% degree generalized
periodontitis — 28 (93.3 %) patients — and 2" degree general-
ized periodontitis — 2 (6.7 %) patients, which corresponded
to age-related changes described in the literature.

Given the fact that the control group was identical to the
group of patients with COPD in terms of age and sex compo-
sition, the first stage of the work was to determine the limits of
fluctuations in secretory immunoglobulin sIgA, proinflam-
matory cytokine IL-1f and total protein and to estimate fre-
quency of their deviation from generally accepted reference
values. The received data are presented in Table 2.

Analysis of frequency of deviations in immunological
markers of local inflammation from the generally accepted
norms in healthy individuals [7—10, 13, 16—18], revealed the
following. The most significant deviations in individuals of
the control group were those in IL-1B and sIgA content.
Twenty four (96.0 = 3.9 %) out of 25 patients demonstrated
elevated levels of IL-1B; 8 (32.0 = 9.3 %) patients-elevated
levels of sIgA, while only in 2 (8.0 £ 5.4 %) patients sIgA level
was lower than the generally accepted reference values. No
elevations of total protein level in saliva were detected.

The examination revealed changes in immunological mark-
ers of local inflammation in mixed saliva almost in all patients
with COPD. 39 (61.9 & 6.1 %) out of 63 patients had elevated
levels of IL-1B, which was significantly different from the
frequency of this cytokine production increase in the control
group (p < 0.05) according to results of Student’s t-test. 19
(30.2 + 5.8 %) patients (p < 0.05) had elevated levels of sIgA

Immunological parameters of local inflammation in the control group and in patients with COPD rable 2
Parameters Mean value, median and fluctuation limits Percentage of patients Direction
of saliva parameters with parameters different of changes
from the reference values
M Me Fluctuation limits Mz=m
Reference values
IL-1B, pg/ml 101.0 25.3-175.2
slgA, pg/ml 155.6 57.0-260.0
Total protein, mg/ml 1.58 0.7-3.0
Control group (n = 25)
IL-1B, pg/ml 642.0 595.7 27.0-1532.8 96.0 + 3.9 T
slgA, pg/ml 217.0 2115 37.0-471.2 32.0+9.3 T
80x54 |
Total protein, mg/ml 1.6 1.5 0.7-2.7 0.0+0.0 )
Patients with COPD (n = 63)
IL-1B, pg/ml 342.9 194.1* 11.5-1681.7 61.9 £ 6.1* T
sigA, pg/ml 181.4 154.0 10.1-533.0 30.2+5.8 T
23.8 + 5.4* d
Total protein, mg/ml 1.6 1.3 0.4-6.9 4.8+27 T
Notes: * - difference in the parameter as compared to the control was statistically confirmed by Wilcoxon rank-sum test (p < 0.05); # — difference in the parameter as compared to the
control was statistically confirmed by Student's t-test (p < 0.05); T — increase; | — decrease - direction of changes.
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Table 3
Immunological parameters of local inflammation in patients with COPD in clinical groups B, C and D
Parameters Mean value, median and fluctuation limits Percentage of patients Direction
of saliva parameters with parameters different of changes
from the reference values,
. i Mzm
M Me Fluctuation limits
Reference values
IL-1B, pg/ml 101.0 25.3-175.2
slgA, pg/ml 155.6 57.0-260.0
Total protein, mg/ml 1.58 0.7-3.0
Control group (n = 25)
IL-1B, pg/ml 642.0 595.7 27.0-1532.8 96.0 +£ 3.9 )
slgA, pg/ml 217.0 211.5 37.0-471.2 32.0+£9.3 )
8.0+54 l
Total protein, mg/ml 1.6 15 0.7-2.7 0.0 0.0 T
Patients with COPD group B (n =22)
IL-1B, pg/ml 335.3 112.7* 23.8-1460.4 54.5 + 10.6* )
slgA, pg/ml 217.9 177.3P 10.1-533.0 40.9 + 10.5P )
27.3+95 )
Total protein, mg/ml 1.7 1.3 0.8-6.9 8.3+8.0 )
Patients with COPD group C (n = 12)
IL-1B, pg/ml 393.2 210.5* 11.5-1499.5 75.0 £ 12.5 T
slgA, pg/ml 205.5 231.6 13.5-378.1 41.7 £14.2 T
25.0+ 125 l
Total protein, mg/ml 1.7 1.2 0.4-5.3 45+4.4 )
Patients with COPD group D (n = 29)
IL-1B, pg/ml 327.8 198.7* 11.5-1681.7 62.1 + 9.0* )
slgA, pg/ml 143.7 121.9*B 10.1-366.4 17.2 +7.08 T
20775 !
Total protein, mg/ml 1.5 1.4 0.5-3.2 48 +2.7 )
Notes: B, C, D — difference in the parameter between the groups was statistically confirmed by Wilcoxon rank-sum test (p<0.05); B, C, D — difference in the parameter between the
groups was statistically confirmed by Student’s t-test (p<0.05) * — difference in the parameter as compared to the control was statistically confirmed by Wilcoxon rank-sum test (p<0.05)
# — difference in the parameter as compared to the control was statistically confirmed by Student’s t-test (p<0.05) T — increase; | — decrease - direction of changes.

and 15 (23.8 + 5.4 %) of patients (p < 0.05) had reduced levels
of sIgA, which exceeded frequency of this marker reduction
in the control group 3-fold (p < 0.05) according to results of
Student’s t-test. Increased levels of total protein were esti-
mated only in 3 patients (4.8 + 2.7 %).

Estimation of concentrations of inflammatory markers in
patients with COPD and apparently healthy individuals of the
same age and sex showed a significant reduction in IL-1B
content in mixed saliva to 194.1 pg/ml (fluctuation limits:
11.5-1681.7 pg/ml) in patients of the treatment group as
opposed to the control group, where concentrations of IL-13
were 595.7 pg / ml (fluctuation limits: 27.0—1532.8 pg / ml),
which was 3.8 times lower than the reference values of this
parameter (p < 0.05) according to results of Wilcoxon rank-

sum test. This can be explained by use of inhaled corticoste-
roids that had significant anti-inflammatory and immunosup-
pressive effects in the basic treatment of patients with COPD.
Besides, an insignificant decrease in concentrations of sIgA to
154.0 pg/ml (fluctuation limits: 10.1—-533.0 pg/ml) was
observed in patients with COPD as opposed to the control
group which was due to the fact that a larger number of
patients exhibited decreased sIgA levels as compared to the
control group.

Based on the severity of clinical symptoms, functional
parameters and risk of possible complications, it appeared
that most patients in clinical groups B, C and D demonstrat-
ed: statistically significant reduction of IL-1f in mixed saliva
and changes from normal concentration of sIgA in group B to
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descent of antibody formation in group D, which indicated
reduction in the ability to generate an adequate response to
microbial antigens and metabolic disorders depending on the
severity of the disease. The data are presented in Table 3.

The lowest concentrations of IL-1 and sIgA in saliva were
determined in patients of clinical group D, which was character-
ized by severe clinical symptoms, low values of functional param-
eters and the highest risk of potential complications of COPD.

Concentration of IL-1f in patients of clinical group D
reached 198.7 pg/ml (fluctuation limits: 11.5—1681.7 pg/ml),
which was statistically significantly different from this param-
eter in clinical group B — 112.7 pg / ml (fluctuation limit:
23.8—1460.4 pg/ml), p < 0.05 according to results of Wilcoxon
rank-sum test. In group C this parameter had an intermediate
value between group B and D values and made up 210.5 pg/
ml (fluctuation limits: 11.5—1499.5 pg/ml).

Analysis of frequency of increase of IL-1f in the clinical
groups revealed the highest frequency in group C (75.0 + 12.5
% of cases) as compared with clinical groups D and B, but
these data were not significantly different among themselves.

Analysis of data on concentration of sIgA in clinical groups
of patients with COPD revealed that patients of clinical group
D had significantly lower levels of this immunoglobulin than
the apparently healthy individuals. Patients of clinical groups
C and B were not significantly different from the apparently
healthy individuals by values of sIgA saliva concentration, but
a significant reduction in this parameter was clearly traced
depending on the severity of the disease, from clinical group
B to clinical group D (from 177.3 pg/ml to 121.9 pg/ml,
respectively). Levels of total protein between the groups were
almost similar.

Analysis of frequency of increase in sIgA in clinical groups
revealed the highest frequency in groups C and B (40.9 £ 10.5
% and 41.7 £ 14.2 % of cases, respectively) as compared with
clinical group D (17.2 £ 7.0 % of cases), p < 0.05 according
to results of Student’s t-test. This may also indicate a high risk
of adverse events of course of generalized periodontitis and
COPD in clinical group D. Analysis of frequency of detection
of reduction in sIgA showed no significant differences between
the groups.

Conclusions

It was established that in patients with COPD of clinical
groups B, C and D, the major dental disease was periodontal
pathology which was clinically manifested by symptoms of
I-II degree generalized periodontitis and its complications
— partial or complete secondary edentulism that apart from
sanation of oral cavity required extensive orthopedic care
specific for that category of patients.

Patients of clinical group D exhibited marked clinical
symptoms of generalized periodontitis, presence of its com-
plications — complete secondary edentulism — and the lowest
levels of immunological markers of inflammation in mixed
saliva of IL-1P and sIgA, which was an unfavorable factor of
the course of generalized periodontitis and COPD. This indi-
cated a reduced ability to generate an adequate immune
response to microbial pathogens of the oral cavity which led
to colonization of the mucous membrane of the bronchopul-
monary system by those pathogens.
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Additional adverse factor that suppressed the immune
response in COPD was the use of inhaled corticosteroids that,
on the one hand, had a pronounced anti-inflammatory effect,
and on the other hand, inhibited antibody formation and
synthesis of essential factors of local protection.

It was established that in the studied patients, deviations in
immunological parameters of inflammation in mixed saliva
were both due to COPD and generalized periodontitis and
age-related changes in the body, which had been demon-
strated by the results of control studies in apparently healthy
individuals of the respective age category (40 to 80 years).
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OCOBEHHOCTU MECTHOIO MMMYHUTETA
POTOBOW MOJIOCTU VY BEOJIbHbIX XPOHUYECKUM
OBCTPYKTUBHbBIM 3ABOJIEBAHUEM JIETKUX
B COYETAHUU C TEHEPAJIN3SOBAHHbLIM NAPOAOHTUTOM
H. U. I'ymeniox, B. U. Henamvesa, 0. A. Mameuenko,
I'. C. Xapuenko-Cespiokosa

Pesiome

3aboresanus napoOOHMa MecHo C65A3aHbl ¢ NAMOEHe30M CUCHMEMHBIX
3a601e8anuii, 8 MoM Hucae AGAAIOMCA PAKmMopom PUCKa pa3eumusi XpoHu-
ueck020 06cmpyKmueHo2o 3aboneséanus neekux (XO3JI). Muoeumu uccae-
008aHUAMU O0KA3AHO, YMO ONpedeieHUe YPOGHS CeKPemOpPHO20 UMMYHO-
enobyauna A (sIgA), koauuecmea obweeo Geaka U KOHUeHMpayuu
nposocnaaumenshozo yumoxuna IL- 1 seasemes pewarowum gpaxmopom
8bIAGNCHUSA UMMYHOOCDUUUMHO20 COCMOSHUA CAUBUCTOL 000404KU POMO-
601 nosocmu.

Hens uccaedosanus: uzyuums ocobenHocmu noKazamenei MecmHo2o
UMMYHUmMema noAocmu pma nymem onpedeseHus YpoeHs NPOGOCHAAU-
meavroeo yumokuna IL- 1B, codeprcanus sIgA u obujeeo beaxa 6 cmewan-
Holl catoHe boabHbix XO3JI, couemarouumes ¢ 2eHeparu308aHHbIM napo-
O0OHMUMOM.

Marepuaibl U MeToabl HcciaenoBanus. O6caedosano 63 60abHbIX
XO3JI u 30 npakmuuecku 3dopogvix auy é éo3pacme om 40 do 80 nem,
KOMOpbiM NPOBOOUAUCy AHKeMUPOBAHUe, KAUHUKO-QDYHKUUOHAAbHOE U
napodonmonocuueckoe 06caedo8anue, MHO20CDPe308as KOMNbIOMEPHAS
momoepagus (MCKT) uearocmruo-auyesoii obaacmu u uMMyHoAOUYEC-
Koe uccaedogatue.

Pe3ynsraThl M UX 00CyXKaenue. Ycmaroeneno, umo y 6oavHoix X031
Kaunuyeckux epynn B, C u D sedywee mecmo cpedu cmomamonoeu4ecKux
3ab01e6anuii 3aHUMAem namoaoUs NapoOOHMA, YMo KAUHUYECKU Nposg-
AS€MCs CUMRIMOMAMU 2eHepanu308anHoeo napodowmuma I—I1 cmenenu
msdicecmu U e2o 0CAONUCHEHUAMU — 8MOPUYHOL adenmueil, ¥mo mpedyem
Kpome canupylouweii mepanuu pomoeoil noAoCmuy WUPOKo20 NpuUMeHeHUs
opmoneou1ecKoil NOMOWU y OGHHOU Kame20puu O0AbHbIX.

JlonoanumenvHuim HeOAA2ONPUAMHBIM DAKMOPOM, KOMOPbIH N00A8As-
em ummyHubiii omeem npu XO3JI, seasemcs npumeHerue UH2aNSIYUOHHbIX
Kopmukocmepoudos, Komopsle, ¢ 00HOU CMOpPOHbI, 00aadarm
BbIPANICEHHBIM NPOMUBOBOCHANUMENLHBIM DelicmeueM, ¢ Opyeoll — nooas-
ASI0M AHMUMeA000pa30eanue u cuHme3 HeoOXo0uMbixX paKkmopos mecm-
HOIl 3auyumul.

BsiBoapl. Yemanosneno, umo naubonee HusKue KOHUEHMPAyUU UMMYHO-
A0eudecKux nokasameneil gochanenus 6 cmewantoii catone IL-15 u sigA
8b1A6AAIOMCA 8 KAUHUMeCKoU epynne D, umo aeéasemcs Hebaa2onpusamnvim
hakmopom meuenus eenepanuzoeanno2o napoooumuma u XO3JI, nockons-
Ky ceudemenbcmeyem 0 CHUMNCCHUU 803MOJICHOCIU (opMUPOBaHUs adeK-
68AMHO20 UMMYHH020 OMEema Ha MUKpOOHble AHMU2EeHbL POMOGOI NOA0CMU,
umo, 6 c6olo ouepedb, NPUBOOUM K KOAOHU3AUUU NAMOeHAMU GPOHXONe-
204HOII cuCmeMb.

ACTMA TA AJIEPTIA, Ne2 - 2014

Y uccnedyemuix 604bHbIX OMKAOHEHUS UMMYHOA0UMECKUX NOKA3amenel
80CNANEHU 6 CMEWAHHOU CAlOHe c83aHbl Kak ¢ 3abonesaruem X031
U 2EHEPANU308AHHBIM NAPOOOHMUMOM, MAK U C B03DACMHbIMU USMEHEHUS -
MU OpeaHU3MA, MO HPOOEMOHCMPUPOSAAU DEe3VAbMAMbl KOHMPOAbHbIX
uccnedosanuil 'y npakmu4ecku 300p08biX AUl COOMEEMCMEYouel 603-
pacmHoii kameeopuu (om 40 do 80 aem).

KimioueBbie ci10Ba: XpoHuueckoe o6cmpykmugroe 3a001e6anue Ne2Kux,
UMMYHOAOZUMECKUE NOKA3AMEAU MEeCMHO20 UMMYHUMemd, 2eHepaiu3o-
8aHHbLI NAPOOOHMUM.

Hayuno-npaxmuueckuii acyprnan «Acmma u Annepeus», 2014, Ne 2
H. U. Tymeniox
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FEATURES OF ORAL CAVITY LOCAL IMMUNITY
IN PATIENTS WITH CHRONIC OBSTRUCTIVE PULMONARY
DISEASE COMBINED WITH GENERALIZED PERIODONTITIS

M. I. Gumeniuk, V. I. Ignatyeva, Y. O. Matvienko,
G. S. Kharchenko-Sevriukova

Abstract

Periodontal disease is closely related to the pathogenesis of systemic
diseases, including a risk factor for chronic obstructive pulmonary disease
(COPD). Many studies have shown that the determination of secretory
immunoglobulin sIgA, total protein amount and concentration of
proinflammatory cytokine IL-1B, is a crucial factor in establishing
immunodeficiency state of the mucous membranes of the oral cavity.

The aim — fo explore the features of the performance of local immunity in
oral levels of proinflammatory cytokines IL-1p, containing sIgA and total
protein in mixed saliva of patients with chronic obstructive pulmonary
disease combined with generalized periodontitis.

Materials and methods. The study involved 63 patients with COPD and
30 healthy individuals aged 40 to 80 years who underwent: questionnaire,
clinical, functional, periodontal examination, multislice computed
tomography (MSCT) maxilla - facial area and immunological studies.

Results. It was found that patients with COPD clinical groups B, C and D
leading place among the ranks of dental diseases periodontal pathology,
clinically manifested symptoms of generalized periodontitis - 11 severity and
its complications - secondary adentia requiring treatment except sanifying
oral widespread use of orthopedic care given patients.

An additional adverse factor that suppresses the immune response in
COPD is the use of inhaled corticosteroids, which on the one hand have
a pronounced anti-inflammatory effect, and on the other hand inhibit
antibody synthesis and essential factors of local protection.

Conclusions. Established that the lowest concentration of immunological
markers of inflammation in the mixed saliva IL- 1B and sIgA detected in the
clinical group D, which is an unfavorable factor of generalized periodontitis
and COPD, as evidenced by a decrease in the possibility of forming
an adequate immune response to microbial antigens of the oral cavity, in turn
leads to the colonization of pathogens bronchopulmonary system.

In the studied patients deviation of immunological parameters in mixed
saliva inflammation related diseases in both COPD and generalized
periodontitis and age-related changes in the body, which showed the results
of control studies in healthy individuals age group (40 to 80 years).

Key words: chronic obstructive pulmonary disease, immunological
parameters of local immunity, generalized periodontitis.
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