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Ó ñòàòò³ îáãîâîðþºòüñÿ ðîëü ³ìóíîöèò³â – îñíîâíèõ ïðåäñòàâíèê³â àäàïòèâíîãî ³ìóí³òåòó, ó
äåñòðóêö³¿ âëàñíèõ òêàíèí ³ îñòåîðåçîðáö³¿ ïðè çàïàëüíèõ çàõâîðþâàííÿõ ïàðîäîíòó: ïåð³îäîí-
òèò³ òà ïàðîäîíòèò³. Âèñâ³òëåíî ëîêàëüí³ ïîä³¿ àäàïòèâíî¿ ³ìóííî¿ â³äïîâ³ä³ ³ç çàëó÷åííÿì
äåíäðèòíèõ, B- êë³òèí, CD8+ T- òà CD4+ T-êë³òèí â àñïåêò³ ïðîãðåñóâàííÿ çàõâîðþâàíü. Íàâå-
äåíî êðèòè÷íèé îãëÿä â³äîìîñòåé ùîäî åò³îëîã³¿ çàõâîðþâàíü, â³äîìîãî âíåñêó ³ìóííèõ êë³òèí ó
äåñòðóêö³þ, ³ìóíîìîäåëþþ÷îãî âïëèâó ïàðîäîíòîïàòîãåííî¿ ³íôåêö³¿, à òàêîæ âëàñí³ ðåçóëü-
òàòè åò³îëîã³÷íèõ òà ³ìóíîïàòîãåíåòè÷íèõ äîñë³äæåíü. Ïîäàëüø³ äîñë³äæåííÿ ³ìóííèõ ìåõà-
í³çì³â, ùî ìàþòü ì³ñöå ïðè çàïàëüíèõ çàõâîðþâàííÿõ ïàðîäîíòó, äîçâîëÿòü çðîçóì³òè â ö³ëîìó
ïàòîãåíåòè÷íèé êîìïëåêñ, îòðèìàòè êîðèñí³ é íîâ³ ä³àãíîñòè÷í³ òà òåðàïåâòè÷í³ ñòðàòåã³¿.
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Summary

THE ROLE OF ACQUIRED IMMUNITY IN PATHOGENESIS OF PERIODONTAL DISEASE

Shinkevich V., Sheshukova O.

Key words: peridontal disease, immunocell, T-cell, B-cell, acquired immunity.

The paper is devoted to the role of immunocells, that are main represents of acquired immunity, in a host tissue de-
struction and alveolar bone loss at inflammatory periodontal diseases: periodontitis and parodontitis. The present review
will focus on some recent advances in acquired immune responses involved dendritic cells, B-cells, CD8

+
 T-cells, and

CD4
+
 T-cells in the context of periodontal disease progression. Here we analyzing recent studies about etiology, investi-

gated participate of immunocells in destruction, immunomodulation influence of parodontopathogenic infections, and own
results on by etiological and immunopathogenetical studying at periodontal disease. New approaches will further facili-
tate our understanding of their underlying mechanisms that may lead to the development of new treatment modalities for
periodontal diseases and their associated complications.

Ukrainian Ministry of the Health Public Service, Ukrainian Medical Stomatological Academia,
Shevchenko Str., 23, Poltava, 36024

Ìàòåð³àë íàä³éøîâ äî ðåäàêö³¿ 15.06.06.
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ÃÎËÎÂÈ ÒÀ ØÈ¯ ßÊ ØËßÕ ÂÄÎÑÊÎÍÀËÅÍÍß ÌÅÒÎÄÈÊ ÏÐÎÂÅÄÅÍÍß
ÐÅÊÎÍÑÒÐÓÊÒÈÂÍÈÕ ÒÀ ÏËÀÑÒÈ×ÍÈÕ ÎÏÅÐÀÖ²É ÕÂÎÐÈÌ Ç ÄÅÔÅÊÒÀÌÈ ²
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Ðàáîòà áûëà ïîñâÿùåíà ðàçðàáîòêå êîððåëÿòèâíîé êîìïüþòåðíîé äîìèíàíòíîé ìîäåëè ñîñóäè-
ñòîé ñèñòåìû áàññåéíà íàðóæíîé ñîííîé àðòåðèè è åå âåòâåé, êàê ïèòàþùèõ ñîñóäîâ àíãèîñî-
ìíûõ ëîñêóòîâ íà ãîëîâå è øåå. Äëÿ âèçóàëèçàöèè ïîñòðîåííîé ìîäåëè èñïîëüçîâàëñÿ ïðîãðàìì-
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ñòè îò ôîðìû ãîëîâû óïðîùàåò ìåòîäèêó ïîäíÿòèÿ è ìîáèëèçàöèè àíãèîñîìíûõ ëîñêóòîâ ãî-
ëîâû è øåè, ÷òî ñóùåñòâåííî ñîêðàùàåò âðåìÿ ïðîâåäåíèÿ îïåðàöèè. Äëÿ ïðàêòè÷åñêîãî ïðè-
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Summary

CORRELATIVE COMPUTER DOMINANT MODEL OF VASCULAR SYSTEM OF HEAD AND NECK AS WAY OF
PERFECTION OF METHODS OF LEADTHROUGH OF RECONSTRUCTION AND PLASTIC TO OPERATION TO
PATIENTS SLIPSHOD AND DEFORMATIONS CLOS OF MAXILLUFACIAL REGION

Avetikov D.S., Surovikin V.V., Fernebok O.V.

Key words: dominant model, external carotid artery, computer model, angiosom.

Work was devoted to development of correlative computer dominant model of the vascular system of pool of outward
carotid and its branches, as feed-ins vessels of  shreds on a head and neck. For visualization of the built
model the programmatic package of Pcad was used.

The created cross-correlation computer model of the vascular system of external carotid due to knowledge of topog-
raphic-anatomical points of its branches depending on the form of head simplifies the method of raising and mobilization
of angiosom shreds of head and neck, that substantially abbreviates time of lead through of operation. For practical ap-
plication by the surgeons of afore-mentioned software, the included possibility of addition of calculations information after
prognostication in a standardization table will decrease the size of error during the lead through of prognostication in fu-
ture.

Ukrainian Ministry of the Health Public Service, Ukrainian Medical Stomatological Academia,
Shevchenko Str., 23, Poltava, 36024

Ìàòåð³àë íàä³éøîâ äî ðåäàêö³¿ 20.06.06.
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ÅÊÑÏÅÐÈÌÅÍÒÀËÜÍÀ ÌÅÄÈÖÈÍÀ
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 615.9:666.186

ÂËÈßÍÈÅ ÎÊÑÈÝÒÈËÈÐÎÂÀÍÍÎÃÎ ÊÑÈËÈÒÀ ÍÀ ÍÅÉÐÎÌÅÄÈÀÒÎÐÍÛÉ
ÎÁÌÅÍ ÏÎÄÎÏÛÒÍÛÕ ÆÈÂÎÒÍÛÕ Â ÓÑËÎÂÈßÕ ÏÎÄÎÑÒÐÎÃÎ
ÒÎÊÑÈÊÎËÎÃÈ×ÅÑÊÎÃÎ ÝÊÑÏÅÐÈÌÅÍÒÀ
Âàùóê Í.À., Çàéöåâà Î.Â., Æóêîâ Â.È., Òåëåãèí Â.À., Ðåçóíåíêî Þ.Ê.

, .

Ïðîâåäåíî äîñë³äæåííÿ íåéðîìåä³àòîðíîãî ñòàòóñó ï³ääîñë³äíèõ ùóð³â  ó ïðîöåñ³  àäàïòàö³¿  äî
òðèâàëî¿ (1,5 ì³ñÿöÿ) òîêñè÷íî¿ ä³¿ îêñèåòèë³ðîâàíîãî êñèë³òó ìàðêè Ë-655-2-100, à òàêîæ çíà-
÷åííÿ çñóâ³â íåéðîìåä³àòîðíîãî îáì³íó äëÿ ïðîãíîçó ñòàí³â ïîïåðåäïàòîëîã³¿. Áóëî âñòàíîâëåíî,
ùî êñåíîá³îòèê â äîçàõ 1/10; 1/100 ÄË50 â ãîëîâíîìó ìîçêó ãàëüìóº àêòèâí³ñòü äîôàì³í-, íîðà-
äðåíàë³í- é àäðåíàë³íåðã³÷íî¿ ìåä³àòîðíî¿ ñèñòåìè, â ïå÷³íö³ - íàâïàêè, ï³äâèùóº ¿õ àêòèâí³ñòü,
à òàêîæ ïðèçâîäèòü äî àêòèâàö³¿ ñåðîòîíèí- é ÃÀÌÊ-åðã³÷íî¿ ìåä³àòîðíî¿ ñèñòåìè. Àíàë³ç
ïîêàçíèê³â íåéðîìåä³àòîðíîãî îáì³íó â óìîâàõ òîêñèô³êàö³¿ îðãàíèçìó îêñèåòèë³ðîâàíèì êñè-
ë³òîì Ë-655-2-100 ñâ³ä÷èòü ïðî ñïåöèô³÷í³  â³äïîâ³ä³  ð³çíèõ íåéðîìåä³àòîðíèõ ñèñòåì,  ùî íà-
ïðàâëåí³ íà ìîá³ëèçàö³þ â³äíîâíèõ ñèíòåç³â ³ çàáåçïå÷åííÿ ãîìåîñòàòè÷íî¿ ôóíêö³¿.
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 1
-655-2-100  1/100 50

, ( m),

 (n=30)  (n=30))

4,15 0,32 2,14 0,11 2,35 0,19 3,87 0,24

1,86 0,17 3,26 0,18 3,62 0,24 1,62 0,15

0,94 0,12 0,83 0,07 1,58 0,16 0,45 0,06

0,28 0,03 0,16 0,002 0,47 0,04 0,035 0,0012

13,75 0,94 5,90 0,46 7,20 0,36 2,28 0,87

3,12 0,32 2,43 0,38 6,23 0,58 4,15 0,13

: - , < 0,05

-
,
-

, , -
.

-
, -

,
-

. -
-

 ( . 2), 
 2,43

,  2,84 .

 2

-655-2-100  1/100 50

, ( m),

 (n=30)  (n=30))

0,76 0,08 2,30 0,14 1,85 0,16 1,48 0,05

22,63 1,74 22,60 1,25 64,27 2,53 78,52 2,67

: - , < 0,05

 1,55 
 3,47  ( .2).
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Summary

EFFECT OF OXYETHILIC CSYLIT ON NEUROTRANSMITTER METABOLISM IN TEST ANIMALS UNDER
SUBACUTE TOXICOLOGIC EXPERIMENT

Vaschuk N.A., Zaytseva O.V., Zhukov V.I., Telegin V.A., Rezunenko Yu.K.

Key words: toxicology, xenobiotic, neurotransmitter metabolism, homeostasis.

It was investigated neurotransmitter status in test rats in the process of adaptation to long-lasting (1.5 month) toxic ef-
fect of oxyethilic csylit L-655-2-100 and significance of neurotransmitter metabolism shifts in prognosis for prepathologic
states. It was established xenobiotic in doses 1/10; 1/100 LD50 in brain inhibits activity of dophamin-, norepinephrine-,
and epinephrine-ergic transmitter system, in liver - on the contrary it increases its activity, it also leads to promotion of
serotonin- and GAMAc-ergic transmitter system. Assay of neurotransmitter metabolism indices under toxic effect of L-
655-2-100 on organism indicates to specific responses of different neurotransmitter systems direct to mobilization of re-
duced syntheses and supply of homeostatic function.

Ukrainian Ministry of the Health Public Service,
Kharkiv State Medical University

Ìàòåð³àë íàä³éøîâ äî ðåäàêö³¿ 23.05.06.
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ÅÊÑÏÅÐÈÌÅÍÒÀËÜÍÀ ÒÅÐÀÏ²ß ÐÎÇÈÃË²ÒÀÇÎÍÎÌ ÏÐÈ ²ÍÄÓÊÖ²¯
ÀËÎÊÑÀÍÎÂÎÃÎ ÖÓÊÐÎÂÎÃÎ Ä²ÀÁÅÒÀ
Êàéäàøåâ ².Ï., Êóöåíêî Ë.Î., Áîáðîâà Í.Î., Êóöåíêî Í.Ë., Áåðêàëî Ë.Â.,

Êàéäàøåâà Å.².

», .

Â ãåíåçå ìíîãèõ çàáîëåâàíèé, â òîì ÷èñëå, ñàõàðíîãî äèàáåòà, áîëüøóþ ðîëü èãðàåò íàðóøåíèå
àïîïòîçà, åãî àêòèâàöèÿ èëè óãíåòåíèå. Ïðîâåäåíû èññëåäîâàíèÿ èçìåíåíèé ïðîöåññîâ àïîïòîçà
Ò êëåòîê â ñóñïåíçèè ñïëåíîöèòîâ íà ìîäåëè àëîêñàíîâîãî äèàáåòà ïîä âëèÿíèåì ïðåïàðàòà
ðîçèãëèòàçîí äëÿ óãëóáëåíèÿ ïðåäñòàâëåíèé î ïàòîãåíåçå ñàõàðíîãî äèàáåòà. Ïîêàçàíî, ÷òî ó
æèâîòíûõ ñ ýêñïåðèìåíòàëüíûì èíñóëèíçàâèñèìûì ñàõàðíûì äèàáåòîì íàáëþäàåòñÿ òåíäåí-
öèÿ ê ñíèæåíèþ ÑD4+ è ÑD8+ Ò êëåòîê ñóñïåíçèè ñïëåíîöèòîâ ñ áîëåå âèðàæåííûìè èçìåíåíè-
ÿìè ÑD8+ Ò ëèìôîöèòîâ. Âèÿâëåíà ñïîñîáíîñòü ïðåïàðàòà ðîçèãëèòàçîí óãíåòàòü ïðîöåññ
àïîïòîçà Ò ëèìôîöèòîâ.
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-
,

.
 300 -

 15  20
.

 STATISTICA -
 ( ),

(m),
 (t).

Ðåçóëüòàòè òà ¿õ îáãîâîðåííÿ

,

 [10]. -
,  10 -

-
, -

.1).

 1
 (M±m)

,
n = 6

 -
,

n = 6

 –

0,05 , n = 6

 - 

 10 , n = 6

, 5,80 ± 0,53 10,00 ± 0,54* 9,46 ± 0,30* 8,06 ± 0,88*#

,
2,65 ± 0,37 2,61 ± 0,41 2,60 ± 0,66 2,65 ± 0,43

,
1,25 ± 0,09 1,30 ± 0,18 1,38 ± 0,07 1,36 ± 0,09

: *  (  < 0,05);

#  (  < 0,05).

-

 (8,06 ± 0,88 
10,00 ± 0,54 ).

,
.

, -
-

.
-

-
, -

 [6].
,

BALB/c -

.
,

-
,

,
.

 [11]. ,
-

, -
, D4+ D8+ 

, -
.

 [12,13].
,

 ( D4+,
D8+ ) -

] .
, ,

D4+ D8+ 
D8+ .

D8+
,  1,5

D4+/ D8+
 ( . 2).

 2
 CD4+, D8+ 

 (M±m)

,  -

,

n = 6

 -
 0,05

,

n = 6

 - 

10 ,

 n = 6

CD4+, % 28,88 ± 3,72 27,54 ± 1,59 27,47 ± 5,14 27,24 ± 2,91

CD8+, % 41,58 ± 7,85 36,40 ± 7,08 32,37 ± 3,70 25,54 ± 5,46 #

CD4/CD8
0,69 0,76 0,85 1,07

, %
0,98± 0,21 0,24 ± 0,08* 0,17 ± 0,06* 0,15 ± 0,04 * #

: *  (  < 0,05);

#  (  < 0,05).
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Summary

THE EXPERIMENTAL THERAPY BY ROSIGLITAZONE OF INDUCTION OF ALLOXCAN DIABETES

Ka dashev I.P., Kutsenko L.O., Bobrova N.O., Kutsenko N.L., Berkalo L.V., Ka dasheva E.I.

Key words: apoptosis, alloxcan diabets, rosiglitazone, splenocytes.

Many pathological processes, including diabetes, are associated with activation or suppression of apoptosis T cells.
The influence of rosiglitazone on apoptosis Tcells in suspenzion of splenocytes by alloxcan diabets was studied for

the assessment of the role of rosiglitazone-modulated apoptosis Tcells in the pathogenesis of diabetes.
It was suggested decrease the amount of CD4+ and CD8+ T cells with most significant difference of CD8+ cells in

animals by alloxcan diabetes.
The administration of rosiglitazone led to the inhibition of apoptosis T lymphocytes.

Ukrainian Ministry of the Health Public Service, Ukrainian Medical Stomatological Academia,
Shevchenko Str., 23, Poltava, 36024
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ÓÐÎÂÅÍÜ ÑÛÂÎÐÎÒÎ×ÍÛÕ ÖÈÒÎÊÈÍÎÂ (IL- 2, IL-10, IL-12,IL-18) Ó ÁÎËÜÍÛÕ
IGE-ÇÀÂÈÑÈÌÎÉ È IGE-ÍÅÇÀÂÈÑÈÌÎÉ ÔÎÐÌÎÉ ÀÒÎÏÈ×ÅÑÊÎÃÎ ÄÅÐÌÀÒÈÒÀ
1Êóð÷åíêî À.È., 2Ôåñåíêîâà Â.È., 1Äðàííèê Ã.Í.
1

, .
2

Ïåðåõðåñíèé âïëèâ äåÿêèõ öèòîê³í³â íà ñï³ââ³äíîøåííÿ ì³æ ÒÍ1 èÒÍ2 ë³ìôîöèòàìè â óìîâàõ
àòîï³÷íîãî äåðìàòèòó çàëèøàºòüñÿ äî òåïåð³øíüîãî ÷àñó äî ê³íöÿ íå ç'ÿñîâàíèì. Ìè äîñë³äæó-
âàëè ð³âí³ ñèðîâàòêîâèõ öèòîê³í³â (IL-2I, L-10I, L-12, IL-18) ó õâîðèõ ç IgE-çàëåæíîþ ³ IgE-
íåçàëåæíîþ ôîðìîþ ÀÄ.  ßê âèÿâèëîñÿ,  ó  õâîðèõ íà IgE-çàëåæíó ôîðìó ÀÄ,  íà â³äì³íó â³ä  IgE-
íåçàëåæíî¿ ôîðìè, ñïîñòåð³ãàºòüñÿ äîñòîâ³ðíå çá³ëüøåííÿ ð³âíÿ IL-18 â ñèðîâàòö³ êðîâ³. Çíàé-
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Summary

SERUM CYTOKINE LEVELS (IL-2, IL-10, IL-12, IL-18) FROM IgE-DEPENDENT AND IgE-INDEPENDENT FORMS OF
ATOPIC DERMATITIS

Kurchenko A.I., Fesenkova V.I., Drannik G.N.

Key words: atopic dermatitis, cytokine, interleukin

The crossregulation of Th1  Th2 derivation and function in AD patients are incompletely characterized. We investi-
gated serum levels of several cytokines (IL-2, IL-12, IL-10 and IL-18) in patients with IgE- dependent and IgE-
independent forms of AD. Serum IL-18 levels in patients with IgE- dependent form of AD were significantly higher than
those in IgE-independent form and healthy controls. These results suggest the value of serum IL-18 levels as a parame-
ter of AD activity and may support a possible role for IL-18 in the pathogenesis of AD.
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ÂÏËÈÂ Ã²ÑÒÀÌ²ÍÓ ÒÀ ÄÅÇËÎÐÀÒÀÄÈÍÓ ÍÀ ÏÐÎÖÅÑÈ ÀÏÎÏÒÎÇÓ CD4+CD25+

Ò ÐÅÃÓËßÒÎÐÍÈÕ ÊË²ÒÈÍ ÄÎÍÎÐ²Â IN VITRO
Êóöåíêî Í.Ë.

", .

Èçó÷åíî âëèÿíèå ãèñòàìèíà è äåçëîðàòàäèíà íà ïðîöåññû àïîïòîçà CD4+CD25+ Ò ðåãóëÿòîðíûõ
(Òðåã) êëåòîê äîíîðîâ. Äîíîðàìè áûëè 6 ïðàêòè÷åñêè çäîðîâûõ ëþäåé ñ íåãàòèâíûìè êîæíûìè
ïðîáàìè è îòñóòñòâèåì êëèíè÷åñêèõ ïðèçíàêîì àëëåðãè÷åñêèõ çàáîëåâàíèé. Ê ïîëó÷åííîé íà
ãðàäèåíòå ïëîòíîñòè ñóñïåíçèè ìîíîíóêëåàðîâ ïåðèôåðè÷åñêîé êðîâè äîíîðîâ äîáàâëÿëè ãèñòà-
ìèí â äîçàõ 0,01, 0,1 è 1 M èëè äåçëîðàòàäèí 0,1, 1 è 10 M è èíêóáèðîâàëè íà ïðîòÿæåíèè 72
÷àñîâ. Ñóáïîïóëÿöèþ ëèìôîöèòîâ è ïðîöåññû àïîïòîçà àíàëèçèðîâàëè íà ïðîòî÷íîì öèòîô-
ëþîðèìåòðå. Â ïðèñóòñòâèè ãèñòàìèíà CD4+CD25+ Òðåã êëåòêè äîíîðîâ in vitro îòâå÷àëè óñè-
ëåíèåì  ïðîöåññîâ  àïîïòîçà,  â  ïðîáàõ  ñ  äåçëîðàòàäèíîì  îòìå÷åí  ïðîòèâîïîëîæíûé  ýôôåêò.
Ãèñòàìèí ñòèìóëèðóåò àïîïòîç CD4+CD25+ Òðåã êëåòîê â ñóñïåíçèè ìîíîíóêëåàðîâ ïåðèôåðè-
÷åñêîé êðîâè äîíîðîâ. Í1 è/èëè Í2 ðåöåïòîðû çàäåéñòâîâàíû â ðåãóëÿöèè ïðîöåññîâ àïîïòîçà
CD4+CD25+ Òðåã êëåòîê.
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Summary

The influence of histamine and desloratadine on apoptosis of CD4
+
CD25

+
 regulatory (Treg) cells in donors was

assessed. Donors were 6 healthy individuals without symptoms of allergic disease and with negative skin tests.
Histamine was added to cultures of Ficoll density gradient purified peripheral blood mononuclear cells from donors in

doses of 0,01, 0,1 and 1 M or desloratadine was added in doses of 0,1, 1 and 10 M and incubated up to 72 hours.
Lymphocyte subpopulation and apoptosis were analyzed by flow cytometry. In  vitro histamine induced apoptosis of
CD4

+
CD25

+
 Treg cells in donors, while desloratadine inhibited apoptosis. Histamine induces apoptosis of CD4

+
CD25

+

Treg cells in cultures of peripheral blood mononuclear cells from donors. The type 1 and/or type 2 histamine receptor
may assist regulation of apoptosis of CD4

+
CD25

+
 Treg cells.

Key words: histamine, desloratadine, apoptosis, CD4
+
CD25

+
 regulatory cells.
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ÉÌÎÂ²ÐÍÀ ÐÎËÜ ÁÀÊÒÅÐ²ÀËÜÍÎ¯ ÒÐÀÍÑËÎÊÀÖ²¯ ²Ç ÊÈØÅ×ÍÈÊÀ Ó
ÏÀÒÎÃÅÍÅÇ² ÕÐÎÍ²×ÍÎÃÎ Ï²ªËÎÍÅÔÐÈÒÓ
Ïóñòîâîéò Ã.Ë.

", .

Ïðîâåäåíî áàêòåðèîëîãè÷åñêîå èññëåäîâàíèå àóòîïñèéíîãî ìàòåðèàëà, âçÿòîãî ó 10 ÷åëîâåê ìîëî-
äîãî è çðåëîãî âîçðàñòà (ñðåäíèé âîçðàñò 36,3±3,3 ëåò), 10 ÷åëîâåê ñðåäíåãî âîçðàñòà (ñðåäíèé
âîçðàñò 52,3±1,8 ëåò) è 10 ÷åëîâåê ïîæèëîãî è ñòàð÷åñêîãî âîçðàñòà (ñðåäíèé âîçðàñò 69,4±3,7
ëåò), êîòîðûå ïðè æèçíè íå èìåëè íåôðîëîãè÷åñêîé ïàòîëîãèè. Ïî ðåçóëüòàòàì èññëåäîâàíèÿ,
áàêòåðèàëüíàÿ ìèêðîôëîðà, êîòîðàÿ ìîæåò âûñòóïàòü â ðîëè óðîïàòîãåíîâ, èç ïî÷êè âûäåëå-
íà ó 20 îáúåêòîâ èññëåäîâàíèÿ (66,7%), èç òîíêîé êèøêè – ó 16 îáúåêòîâ èññëåäîâàíèÿ (53,3%) è
èç òîëñòîé êèøêè – ó 16 îáúåêòîâ èññëåäîâàíèÿ (53,3%). Èç íèõ, â 9 ñëó÷àÿõ (45,0%) èç ïî÷êè è
êèøå÷íèêà âûäåëåíà èäåíòè÷íàÿ ìèêðîôëîðà. Âûäåëåíèå áàêòåðèàëüíîé ìèêðîôëîðû èç ïî÷å÷-
íîé òêàíè ëþäåé, êîòîðûå ïðè æèçíè íå èìåëè êàêèõ-ëèáî äàííûõ ïðî çàáîëåâàíèÿ ïî÷åê, äàåò
îñíîâàíèÿ äîïóñòèòü ñóùåñòâîâàíèå áàêòåðèàëüíîé òðàíñëîêàöèè èç êèøå÷íèêà êàê ôèçèîëî-
ãè÷åñêîãî ÿâëåíèÿ, êîòîðîå íàáëþäàåòñÿ íà ïðîòÿæåíèè âñåé æèçíè. Õàðàêòåðíî, ÷òî ýòîò
ïðîöåññ óñèëèâàåòñÿ ñ âîçðàñòîì, ñîçäàâàÿ óñëîâèÿ äëÿ èíôèöèðîâàíèÿ ïî÷åê è õðîíèçàöèè èí-
ôåêöèîííîãî âîñïàëèòåëüíîãî ïðîöåññà.
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2 65/ Enterobacter K. pneumoniae K. pneumoniae

3 69/ E. faecalis

Enterobacter

K. oxytoca K. oxytoca

4 67/ K. oxytoca K. pneumoniae K. pneumoniae

5 70/ E. coli Citrobacter Citrobacter

6 68/ Citrobacter

Staph. saprophyticus

Citrobacter Citrobacter

7 63/ Citrobacter
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Str. pyogenes
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K. pneumoniae
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Str. pyogenes
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E. coli

11 64/ Enterobacter
K. pneumoniae
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E. coli
Enterobacter

Citrobacter

E. coli
Enterobacter
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12 53/ K. pneumoniae
Str. pyogenes

Staph. saprophyticus
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Summary

PROBABLE ROLE OF BACTERIAL TRANSLOCATION FROM INTESTINE IN CHRONIC PYELONEPHRITIS
PATHOGENESIS

Pustovoit A.L.

Key words: bacterial translocation from intestine, chronic pyelonephritis, pathogenesis.

There were done a bacteriologic tests of postmortem material taken from 10 persons of young and middle age (mean
age 36,3±3,3 years), 10 persons of middle age (mean age 52,3±1,8 years) and 10 persons of elder and senile age
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(mean age 69,4±3,7 years) that didn’t have any renal pathology. Probably uropathogenic bacteria were obtained from
kidneys in 20 persons (66,7%), from small intestine in 16 persons (53,3%) and from large intestine in 16 persons
(53,3%). From the above mentioned in 9 cases (45,0%) bacteria obtained from kidney and intestine were the same. Ob-
taining of bacteria from the renal tissue in persons that didn’t have any renal pathology affords ground for suppose of
intestinal bacteria translocation as physiologic process that continues during all life. Intensifying of this process in mature
and senile age creates a background for kidney infectioning and development of chronic inflammatory response.
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Ïðåïàðàòû, äåéñòâóþùèå íà ãèñòàìèíîâûå ðåöåïòîðû, øèðîêî èñïîëüçóþòñÿ â òåðàïèè àë-
ëåðãèé. Â òî æå âðåìÿ, íåäîñòàòî÷íî èçó÷åííûì ÿâëÿåòñÿ âîïðîñ îá ýôôåêòå áëîêèðîâàíèÿ òåõ
èëè èíûõ ãèñòàìèíîâûõ ðåöåïòîðîâ íà ïðîöåññû èììóíîðåãóëÿöèè, â ÷àñòíîñòè, íà àïîïòîç
èììóííûõ êëåòîê, â íîìå è ïðè ïàòîëîãèè. Â ðàáîòå ïðåäñòàâëåíû ðåçóëüòàòû èññëåäîâàíèÿ
ðàçëè÷íûõ ñòàäèé àïîïòîçà ëèìôîèäíûõ êëåòîê (ËÊ) (ëèìôîöèòîâ, òèìîöèòîâ, ñïëåíîöèòîâ,
ìîíîíóêëåàðîâ ïåðèôåðè÷åñêîé êðîâè) íà ýêñïåðèìåíòàëüíîé ìîäåëè áðîíõèàëüíîé àñòìû, âûç-
âàííîé ñåíñèáèëèçàöèåé ê îâàëüáóìèíó, ó êðûñ. Îòìå÷åíî, ÷òî ïðè áðîíõèàëüíîé àñòìå çàìåä-
ëÿþòñÿ ïðîöåññû ïðîãðàììèðîâàííîé ñìåðòè. Óâåëè÷èâàåòñÿ ïðîöåíò êëåòîê, âñòóïàþùèõ â
àïîïòîç, íî íåïîñðåäñòâåííî ïðîöåññ ïðîãðàììèðîâàííîé ñìåðòè çàìåäëÿåòñÿ. Èññëåäîâàí áàçà-
ëüíûé óðîâåíü àïîïòîçà ó êðûñ. Ïðîàíàëèçèðîâàíû èçìåíåíèÿ àïîïòîçà ïîñëå èñïîëüçîâàíèÿ Í1-
è Í2-áëîêàòîðîâ. Äåçëîðàòàäèí è ôàìîòèäèí ìîäóëèðóþò ðàçíûå ñòàäèè àïîïòîçà. Ïðèìåíå-
íèå äåçëîðàòàäèíà ïðèâåëî ê íîðìàëèçàöèè ïîêàçàòåëåé ðàííèõ ñòàäèé àïîïòîçà âñåõ ñóáïîïó-
ëëÿöèé ËÊ è âñåõ ñòàäèé àïîïòîçà ñïëåíîöèòîâ. Ôàìîòèäèí ïðèâåë ê íîðìàëèçàöèè âñåõ ñòà-
äèé àïîïòîçà ëèìôîöèòîâ è ñïëåíîöèòîâ.
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Summary

INFLUENCE OF DESLORATADINE AND FAMOTIDINE ON THE APOPTOSIS LYMPHOID CELLS IN RATS MODEL
OF ATOPIC ASTHMA

Yastremska I.A.

Author Keywords: apoptosis, desloratadine, famotidine, in rats model of atopic asthma, H1- and H2-receptor histamine.

The preparations that acts on histamine receptors are broadly using in antiallergic therapy today. Despite of this, ef-
fects of histamine receptors blockading in immunoregulations processes are not fully understand, particularly at immune
cells apoptosis in physiological conditions and pathology. This study demonstrated the two different stages of spontane-
ous apoptosis of lymphoid cells (lymphocytes, thymocytes, splenocytes, peripheral blood mononuclear cells) in rats
model of OVA-sensitization atopic asthma. Noted, apoptosis was altered in atopic bronchial asthma. The percentage of
the cells that involved in apoptosis was increased, but the apoptosis was delayed. It was analyzing apoptosis changes
after H1- and H2-blockaters applications. Desloratadine and famodipine are modulates different stages of apoptosis. The
desloratadine usage resulting in normalization of the earl apoptosis stages for all lymphocytes subpopulations, and for all
investigated apoptosis stages of splenocytes. Famotidine followed to normalization of all studying apoptotic stages for
lymphocytes and splenocytes.

Ukrainian Ministry of the Health Public Service, Ukrainian Medical Stomatological Academia,
Shevchenko Str., 23, Poltava, 36024

Ìàòåð³àë íàä³éøîâ äî ðåäàêö³¿ 15.05.06.



 Ïðîáëåìè åêîëîã³¿ òà ìåäèöèíè

35

ÊÎÐÎÒÊ² ÏÎÂ²ÄÎÌËÅÍÍß

© .

 616.124.3-007.6-002.2

ÑÈÑÒÎË²×ÍÀ ² Ä²ÀÑÒÎË²×ÍÀ ÔÓÍÊÖ²¯ Ì²ÎÊÀÐÄÀ ÏÐÀÂÎÃÎ ØËÓÍÎ×ÊÀ
Ó ÕÂÎÐÈÕ ²Ç ÑÈÍÄÐÎÌÎÌ ÕÐÎÍ²×ÍÎÃÎ ËÅÃÅÍÅÂÎÃÎ ÑÅÐÖß Â ÑÒÀÄ²¯
ÄÅÊÎÌÏÅÍÑÀÖ²¯
Òðåóìîâà Ñ.².

”, .

Èçó÷åíû ïîêàçàòåëè ñèñòîëè÷åñêîé è äèàñòîëè÷åñêîé ôóíêöèè ìèîêàðäà ïðàâîãî æåëóäî÷êà ó
30 áîëüíûõ ñ ñèíäðîìîì õðîíè÷åñêîãî ëåãî÷íîãî ñåðäöà â ñòàäèè äåêîìïåíñàöèè â ñðàâíåíèè ñ 10
áîëüíûìè õðîíè÷åñêèì îáñòðóêòèâíûì áðîíõèòîì II ñòåïåíè. Äîêàçàíî, ÷òî ó áîëüíûõ ëåãî÷-
íûì ñåðäöåì óâåëè÷èâàþòñÿ êîíå÷íûé äèàñòîëè÷åñêèé è ñèñòîëè÷åñêèé ðàçìåðû ïðàâîãî æåëó-
äî÷êà, ñíèæàåòñÿ åãî ôðàêöèÿ âûáðîñà. Óäëèíÿåòñÿ âðåìÿ èçîâàëþìè÷åñêîé ðåëàêñàöèè, ñíèæà-
åòñÿ ðàííåå äèàñòîëè÷åñêîå íàïîëíåíèå ïðè óâåëè÷åíèè ñêîðîñòè ïîçäíåãî äèàñòîëè÷åñêîãî íà-
ïîëíåíèÿ, íà ÷òî îñîáåííî âëèÿåò ãèïîêñèÿ.
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,  < 0,05.
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Summary

SYSTOLIC AND DIASTOLIC DISFUNCTION OF RIGHT VENTRICULAR MYOCARDIUM IN PABIENTS WITH
CHRONIC PULMONARY HEART SYNDROME UNDER DECOMPENSATION STAGE

Treumova S.I.

Key words: pulmonary heart, right ventricle, systolic and diastolic disfunction, decompensation.

Systolic and diastolic function parameters of right ventricle have been studied in 30 patients with chronic pulmonary
heart syndrome in decompensation stage in comparison with 10 patients having II stage chronic obstructive bronchitis. It
has been proved that in patients with pulmonary heart there is the increase of final diastolic and systolic parameters of
right ventricle, the decrease of its outlet function. It has been also noticed the raising of isovolumic relaxation time, the
decrease of diastolic blood-filling under the rate acceleration of the late diastolic blood-filling which are especially ef-
fected with huposia.
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