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Äàíà ðîáîòà º ôðàãìåíòîì êîìïëåêñíî¿ òåìè «Çà-
õâîðþâàííÿ ïàðîäîíòà. ¯õ âçàºìîçâ’ÿçîê ç ïàòîëîã³-
ºþ âíóòð³øí³õ îðãàí³â òà ñòàíîì äîâê³ëëÿ» (¹ äåðæàâ-
íî¿ ðåºñòðàö³¿ 0109U002900) êàôåäðè òåðàïåâòè÷íî¿ 
ñòîìàòîëîã³¿ ÔÏÄÎ Ëüâ³âñüêîãî íàö³îíàëüíîãî ìå-
äè÷íîãî óí³âåðñèòåòó ³ìåí³ Äàíèëà Ãàëèöüêîãî. 

Âñòóï. Âçàºìîçâ’ÿçîê íèæí³õ â³ää³ë³â øëóíêîâî-
êèøêîâîãî òðàêòó ³ éîãî ïî÷àòêîâîãî â³ää³ëó – ïîðîæ-
íèíè ðîòà – çä³éñíþºòüñÿ çà äîïîìîãîþ àíàòîì³÷íèõ, 
ô³ç³îëîã³÷íèõ ³ ãóìîðàëüíèõ çâ’ÿçê³â. Ó çâ’ÿçêó ç öèì, 
â îñòàíí³ ðîêè, îñîáëèâó óâàãó äîñë³äíèê³â â îáëàñ-
ò³ ñòîìàòîëîã³¿ òà ãàñòðîåíòåðîëîã³¿ çîñåðåäæåíî íà 
ïðîáëåì³ ó÷àñò³ ïîðîæíèíè ðîòà ó ðîçâèòêó çàõâîðþ-
âàíü ØÊÒ [1,3,5], òîìó ùî, ç îäíîãî áîêó, ïàòîëîã³ÿ 
òðàâíî¿ ñèñòåìè, çì³íþþ÷è ïàðàìåòðè âíóòð³øíüî-
ãî ñåðåäîâèùà îðãàí³çìó, ðîáèòü ³ñòîòíèé âïëèâ íà 
ñòàí ïîðîæíèíè ðîòà, ç ³íøîãî áîêó, çã³äíî êë³í³÷íèõ 
äàíèõ, ïàòîëîã³÷í³ ïðîöåñè â ïîðîæíèí³ ðîòà ñòàþòü 
âîãíèùàìè õðîí³÷íî¿ ³íôåêö³¿, ³, ïîðóøóþ÷è àêò æó-
âàííÿ, ïðèçâîäÿòü äî ïîðóøåííÿ ôóíêö³¿ ØÊÒ ³ çàãî-
ñòðåííÿ éîãî õðîí³÷íèõ çàõâîðþâàíü [4,6]. 

Âñòàíîâëåíî, ùî ðîòîâà ïîðîæíèíà º ðåçåðâóà-
ðîì Helicobacter pylori ÿê îäíîãî ç ãîëîâíèõ åò³îëîã³÷-
íèõ ôàêòîð³â ðîçâèòêó çàïàëüíèõ çàõâîðþâàíü ØÊÒ. 
Çáóäíèê ïåðñèñòóº â ïîðîæíèí³ ðîòà â 45,5 %, à ñåðåä 
ïàö³ºíò³â ç ïîçèòèâíèì Helicobacter pylori – ñòàòóñîì 
ïîðîæíèíè ðîòà, õâîð³ ç ÷àñòî ðåöèäèâóþ÷îþ äóîäå-
íàëüíîþ âèðàçêîþ ñêëàäàþòü 75 % [5,7,11]. Äîñë³-
äæåííÿ ïîêàçàëè íàÿâí³ñòü Helicobacter pylori â ñàìèõ 
ð³çíèõ ëîêóñàõ ïîðîæíèíè ðîòà: â ñëèí³, â ÿñåíí³é ð³äè-
í³, íà ñëèçîâ³é îáîëîíö³ ÿçèêà ³ ù³ê, â ïàðîäîíòàëüíèõ 
êèøåíÿõ. Óñï³øí³ñòü çàñòîñóâàííÿ àíòèãåë³êîáàêòå-
ð³éíî¿ òåðàï³¿ â ë³êóâàíí³ ã³íã³â³òó ³ ïàðîäîíòèòó äîçâî-
ëèëî äåÿêèì àâòîðàì ïðèïóñòèòè ìîæëèâó ó÷àñòü 
Helicobacter pylori ó ðîçâèòêó çàïàëåííÿ òêàíèí ïàðî-
äîíòà. Çàñåëåí³ñòü ïîðîæíèíè ðîòà Helicobacter pylori 
ñòàëè âðàõîâóâàòè ÿê ôàêòîð, ÿêèé âïëèâàº íà ðîçâè-
òîê ³ ïåðåá³ã ñòîìàòîëîã³÷íèõ çàõâîðþâàíü [7,9,10]. 

Ðÿä àâòîð³â ðîçãëÿäàþòü ïîðîæíèíó ðîòà ÿê ñâîº-
ð³äíó åêîëîã³÷íó ñèñòåìó, â ÿê³é ð³çí³ ÷èííèêè – çàãàëü-
í³ ³ ì³ñöåâ³ – ñï³ëüíî âçàºìîä³þ÷è, âèêëèêàþòü ð³çíî-
ìàí³òí³ ïàòîëîã³÷í³ ïðîöåñè. Çì³íè â ïîðîæíèí³ ðîòà 
â³äîáðàæàþòü çàêîíîì³ðíîñò³ ïàòîãåíåçó ñèñòåìíî¿ 
ïàòîëîã³¿ ³ îáóìîâëåí³ åò³îëîã³÷íîþ, ìîðôîëîã³÷íîþ 
òà ôóíêö³îíàëüíîþ ³íòåãðàö³ºþ âñ³õ ñèñòåì îðãàí³çìó 
[2,3,8]. Ç ö³º¿ ïðè÷èíè ïðîáëåìà ä³àãíîñòèêè òà ë³êó-
âàííÿ ïàòîëîã³¿ îðãàí³â ïîðîæíèíè ðîòà âèõîäèòü çà 

ìåæ³ ñòîìàòîëîã³¿, à çíàííÿ îñîáëèâîñòåé ïðîÿâ³â çà-
õâîðþâàíü âíóòð³øí³õ îðãàí³â â ïîðîæíèí³ ðîòà âàæ-
ëèâî äëÿ ë³êàðÿ-ñòîìàòîëîãà â ïëàí³ ä³àãíîñòèêè òà ç 
ìåòîþ ðîçðîáêè êîìïëåêñíèõ ï³äõîä³â ïðè ë³êóâàíí³ 
äàíî¿ ïàòîëîã³¿. 

Ìåòà äîñë³äæåííÿ. Âèâ÷åííÿ âèäîâîãî ñêëàäó 
àíàåðîáíî¿ ì³êðîôëîðè ÿñåííèõ áîðîçåí òà ïàðîäîí-
òàëüíèõ êèøåíü ó õâîðèõ ç çàïàëüíî-äåñòðóêòèâíèìè 
ïðîöåñàìè òêàíèí ïàðîäîíòà íà òë³ çàõâîðþâàíü ØÊÒ. 

Îá’ºêò ³ ìåòîäè äîñë³äæåííÿ. Ó äîñë³äæåí-
í³ áðàëè ó÷àñòü 150 îñ³á, ÿê³ çíàõîäèëèñü íà ñàíà-
òîðíî-êóðîðòíîìó ë³êóâàíí³ ó ñàíàòîð³¿ «Ïðîë³ñîê» 
(ì. Ìîðøèí, Ëüâ³âñüêà îáëàñòü), ó àíàìíåç³ ÿêèõ áóëè 
ïðèñóòí³ çàõâîðþâàííÿ øëóíêîâî-êèøêîâîãî òðàêòó 
(ØÊÒ). Ó 100 ïàö³ºíò³â, ÿê³ ñêëàëè îñíîâíó ãðóïó, áóëè 
ä³àãíîñòîâàíî çàïàëüíî-äèñòðîô³÷í³ çàõâîðþâàííÿ 
òêàíèí ïàðîäîíòà: 40 îñ³á – õðîí³÷íèé êàòàðàëüíèé 
ã³íã³â³ò (ÕÊÃ); 19 ïàö³ºíò³â – ç ãåíåðàë³çîâàíèì ïàðî-
äîíòèòîì (ÃÏ) ² ñòóïåíÿ âàæêîñò³; 20 ïàö³ºíò³â – ç ÃÏ 
²² ñòóïåíÿ âàæêîñò³ òà 21 õâîðèé – ç ÃÏ ²²² ñòóïåíÿ âàæ-
êîñò³. Ïîð³âíÿëüíó ãðóïó ñêëàëè 50 ñòîìàòîëîã³÷íî 
çäîðîâèõ îñ³á ç âèðàæåíîþ ñò³éêîþ ðåì³ñ³ºþ çàõâî-
ðþâàíü ØÊÒ. Ä³àãíîç çàõâîðþâàíü òêàíèí ïàðîäîíòà 
îá‘ºêòèâ³çóâàëè çà êëàñèô³êàö³ºþ Í. Ô. Äàíèëåâñüêî-
ãî (1994) çà äîïîìîãîþ ïàðàêë³í³÷íèõ ³íäåêñ³â. 

Äåòåêö³þ ïàòîãåí³â ó ïîðîæíèí³ ðîòà çä³éñíþâà-
ëè ìåòîäîì ìóëüòèïðàéìåðíî¿ ÏÖÐ. Çàá³ð ìàòåð³àëó 
(âì³ñò ÿñåííèõ áîðîçåí òà ïàðîäîíòàëüíèõ êèøåíü) 
çä³éñíþâàëè ñòåðèëüíèìè ïàïåðîâèìè àäñîðáó-
þ÷èìè øòèôòàìè (Ìåòà Dental, Êîðåÿ) ¹35. ÄÍÊ 
âèä³ëÿëè ëóæíèì ìåòîäîì çà äîïîìîãîþ íàáîð³â 
«ÄÍÊ-åêñïðåñ» (ÍÏÔ «ËÈÒÅÕ», Ìîñêâà). Ó ÿêîñò³ ÄÍÊ-
ì³øåí³ âèêîðèñòîâóâàëè íóêëåîòèäí³ ïîñë³äîâíîñò³ 
ãåí³â H. pylori, Actinobacillus actinomycetemcomitans, 
Porphyromonas gingivalis, Prevotella intermedia, Bac-
teroides forsythus, Treponema denticola. Àìïë³ô³êàö³þ 
çä³éñíþâàëè ï³ä êîíòðîëåì êîìï’þòåðíî¿ ïðîãðàìè 
ÌÑ 16 íà ìóëüòèöèêëåð³ «Òåðöèê» ÌÑ-2 (ÀÎ «ÄÍÊ-
Òåõíîëîã³¿, Ìîñêâà). Äî ïðîâåäåííÿ åëåêòðîôîðåòè÷-
íîãî ðîçïîä³ëó äî àìïë³ô³êàö³éíî¿ ñóì³ø³ äîäàâàëè 
ðîç÷èí áðîìèñòîãî åòèä³þ, ÿêèé óòâîðþº ç äâîõ ëàí-
öþãîâèìè ôðàãìåíòàìè ÄÍÊ ì³öí³ ç’ºäíàííÿ, ÿê³ ï³ä 
ä³ºþ óëüòðà÷åðâîíîãî îïðîì³íåííÿ çä³áí³ ôëóîðåñ-
ö³þâàòè, ùî ðåºñòðóâàëîñÿ ó âèãëÿä³ ïîìàðàí÷åâî-
÷åðâîíèõ ñìóã ï³ñëÿ åëåêòðîôîðåòè÷íîãî  ðîçïîä³ëó 
àìïë³ô³êàö³éíî¿ ñóì³ø³ â 1,5 %-ìó àãàðîçíîìó ãåë³ ó 
òðèñ-áîðàòí³é áóôåðí³é ñèñòåì³ [8,9]. 

 © Áàíäð³âñüêèé Þ. Ë., *Øâåöü ². ª. 

ÓÄÊ 616. 314. 17-008. 1:579. 84:616. 33/345

Áàíäð³âñüêèé Þ. Ë., *Øâåöü ². ª. 

ÂÈÄÎÂÈÉ ÑÊËÀÄ ÀÍÀÅÐÎÁÍÎ¯ Ì²ÊÐÎÔËÎÐÈ ßÑÅÍÍÈÕ ÁÎÐÎÇÅÍ ÒÀ 

ÏÀÐÎÄÎÍÒÀËÜÍÈÕ ÊÈØÅÍÜ Ó ÕÂÎÐÈÕ Ç ÇÀÏÀËÜÍÎ-ÄÅÑÒÐÓÊÒÈÂÍÈÌÈ 

ÇÀÕÂÎÐÞÂÀÍÍßÌÈ ÒÊÀÍÈÍ ÏÀÐÎÄÎÍÒÀ ÍÀ ÔÎÍ² ÏÀÒÎËÎÃ²¯ ÎÐÃÀÍ²Â 

ØËÓÍÊÎÂÎ-ÊÈØÊÎÂÎÃÎ ÒÐÀÊÒÓ

Òåðíîï³ëüñüêèé äåðæàâíèé ìåäè÷íèé óí³âåðñèòåò ³ì. ². ß. Ãîðáà÷åâñüêîãî (ì. Òåðíîï³ëü)

*Ëüâ³âñüêèé íàö³îíàëüíèé ìåäè÷íèé óí³âåðñèòåò ³ì. Äàíèëà Ãàëèöüêîãî (ì. Ëüâ³â)



Â³ñíèê ïðîáëåì á³îëîã³¿ ³ ìåäèöèíè – 2014 – Âèï. 4, Òîì 4 (116)310

ÑÒÎÌÀÒÎËÎÃ²ß

Îòðèìàí³ ìàòåð³àëè îïðàöüîâàí³ ñòàòèñòè÷íî. 
Ðåçóëüòàòè äîñë³äæåíü òà ¿õ îáãîâîðåííÿ. Ó 

ðåçóëüòàò³ äîñë³äæåíü âì³ñòó ÿñåííèõ áîðîçåí òà 
ïàðîäîíòàëüíèõ êèøåíü (òàáë.) áóëî âñòàíîâëå-
íî, ùî Helicobacter pylori çóñòð³÷àâñÿ ó 69 ïàö³ºíò³â 
((69,0 ± 4,62) %) ç çàõâîðþâàííÿìè ØÊÒ (îñíîâíà 
ãðóïà), ùî áóëî ó 6,9 ðàçè á³ëüøå ñòîñîâíî àíàëî-
ã³÷íèõ çíà÷åíü ó ïîð³âíÿíí³ ((10,0 ± 4,60) %, ð < 0,01). 
Bacteroides forsythus ä³àãíîñòóâàëè ó 42 ïàö³ºíò³â 
((42,0 ± 4,94) %) îñíîâíî¿ ãðóïè ïðè ((10,0 ± 4,24), 
ð < 0,01) ó ãðóï³ ïîð³âíÿííÿ, ùî áóëî ó 4,2 ðàçè ìåíøå. 
Âèÿâëåíî 31 ïîçèòèâíèé ðåçóëüòàò ((31,0 ± 4,62) %) 
äåòåêö³¿ Fusobacterium nucleatum ó ïàö³ºíò³â ç çàïàëü-
íèìè çàõâîðþâàííÿìè ØÊÒ, ùî áóëî ó 5,2 ðàçè á³ëü-
øå ñòîñîâíî äàíèõ ó ãðóï³ ïîð³âíÿííÿ ((6,0 ± 3,36) %, 
ð < 0,01). Prevotella intermedia òà Porphyromonas gingi-
valis çóñòð³÷àëèñü ó ïàö³ºíò³â îñíîâíî¿ ãðóïè ó 5,0 ðàçè 
÷àñò³øå ((50,0 ± 5,0) % òà (51,0 ± 4,99) %, â³äïîâ³äíî), 
í³æ ó îñ³á ãðóïè ïîð³âíÿííÿ ((10,0 ± 4,24) %, ð < 0,01). 
Actinobacillus actinomycetemcomitans îá’ºêòè â³çó-
âàëèñü ó ((34,0 ± 4,73) % îñ³á îñíîâíî¿ ãðóïè, ùî áóëî 
ó 5,6 ðàçè á³ëüøå àíàëîã³÷íèõ çíà÷åíü ó ãðóï³ ïîð³â-
íÿííÿ ((6,0 ± 3,36) %, ð < 0,01). Ïîçèòèâíèé ðåçóëüòàò 

Òàáëèöÿ  

Ñêëàä àíàåðîáíî¿ ì³êðîôëîðè ÿñåííèõ 
áîðîçåí òà ïàðîäîíòàëüíèõ êèøåíü ó 

ïàö³ºíò³â ãðóï äîñë³äæåííÿ

Âèäè
ì³êðîîðãàí³çì³â

Ïîð³âíÿëüíà 
ãðóïà (n = 50)

Îñíîâíà ãðóïà
(n = 100)

àáñ. 
ê-ñòü

 %
àáñ. 
ê-ñòü

 %

Helicobacter pylori 4 10,0 ± 4,60 69 69,0 ± 4,62p
Bacteroides forsythus 5 10,0 ± 4,24 42 42,0 ± 4,94p
Fusobacterium 
nucleatum

3 6,0 ± 3,36 31 31,0 ± 4,62p

Prevotella intermedia 5 10,0 ± 4,24 50 50,0 ± 5,0p

Porphyromo-
nas gingivalis

5 10,0 ± 4,24 51 51,0 ± 4,99p

Actinobacillus actino-
mycetemcomitans

3 6,0 ± 3,36 34 34,0 ± 4,73p

Treponema denticola 6 12,0 ± 4,60 52 52,0 ± 4,99p

Ïðèì³òêà: p < 0,01 – äîñòîâ³ðíà ð³çíèöÿ ñòîñîâíî äàíèõ 

ïîð³âíÿëüíî¿ ãðóïè. 

ãðóï, îäíàê çóñòð³÷àºì³ñòü ïðåäñòàâíèê³â àíàåðîáíî¿ 
ì³êðîôëîðè áóëà âèùå ó ïàö³ºíò³â ç çàïàëüíèìè çà-
õâîðþâàííÿìè òêàíèí ïàðîäîíòà íà òë³ óðàæåíü ØÊÒ, 
í³æ ó îñ³á ç àíàëîã³÷íèìè ñòîìàòîëîã³÷íèìè çàõâîðþ-
âàííÿìè áåç ôîíîâî¿ ïàòîëîã³¿. 

Íàñòóïíèì åòàïîì ðîáîòè áóëî âèâ÷åííÿ ðîç-
ïîâñþäæåíîñò³ àíàåðîáíèõ ì³êðîîðãàí³çì³â ó îñ³á 
îñíîâíî¿ ãðóïè, ó çàëåæíîñò³ â³ä ñòóïåíÿ âàæêîñò³ ïà-
òîëîã³÷íîãî ïðîöåñó ó òêàíèíàõ ïàðîäîíòà. Òàê, ó ïà-
ö³ºíò³â îñíîâíî¿ ãðóïè ç ÕÊÃ, H. Pylori îá’ºêòèâ³çóâàâñÿ 
ó ((50,0 ± 7,91) %) îãëÿíóòèõ, ùî áóëî ó 1,6 ðàçè 
ìåíøå, ñòîñîâíî îòðèìàíèõ äàíèõ ó ïàö³ºíò³â ç ÃÏ ²-²²² 
ñòóïåí³â âàæêîñò³ (81,38 %). Ó òîé æå ÷àñ, ó îñ³á ïðè 
ÃÏ ² ñòóïåíÿ Helicobacter ðylori çóñòð³÷àâñÿ ó 1,5 ðàçè 
(ð>0,05), ïðè ÃÏ ²² ñòóïåíÿ – ó 1,6 ðàçè (ð < 0,01) òà 
ïðè ÃÏ ²²² ñòóïåíÿ – ó 1,8 ðàçè (ð < 0,01) ÷àñò³øå, ñòî-
ñîâíî äàíèõ ó ïàö³ºíò³â ç ÕÊÃ. 

Bacteroides forsythus ó îñ³á ç ÕÊÃ ä³àãíîñòóâàëè ó 
((25,0 ± 6,85) %) âèïàäê³â, ùî áóëî ó 2,0 ðàçè ìåíøå 
ñòîñîâíî äàíèõ ó õâîðèõ ç ÃÏ (53,33 %), ïðè÷îìó 
äàíèé âèä ì³êðîîðãàí³çìó ó ïàö³ºíò³â ç ÃÏ ² ñòóïåíÿ 
çóñòð³÷àâñÿ ó 2,3 ðàçè (ð < 0,05), ç ÃÏ ²² ñòóïåíÿ – ó 
2,0 ðàçè (ð>0,05) òà ÃÏ ²²² ñòóïåíÿ – ó 2,1 ðàçè ÷àñò³-
øå, í³æ ó õâîðèõ ç õðîí³÷íèì êàòàðàëüíèì ã³íã³â³òîì. 
Fusobacterium nucleatum ó îñ³á ç ÕÊÃ îñíîâíî¿ ãðóïè 
îá’ºêòèâ³çóâàëè ó 2,8 ðàçè ð³äøå ((15,0 ± 5,65) %) 
ñòîñîâíî â³äïîâ³äíèõ çíà÷åíü ó ïàö³ºíò³â ç ãåíåðàë³-
çîâàíèì ïàðîäîíòèòîì (41,67 %). Äàíèé âèä ì³êðî-
îðãàí³çìó âèÿâëÿâñÿ ÷àñò³øå ó îñ³á ç ÃÏ ² ñòóïåíÿ – ó 
2,5 ðàçè, ç ÃÏ ²² ñòóïåíÿ – ó 2,7 ðàçè òà ç ÃÏ ²²² ñòóïå-
íÿ – ó 3,2 ðàçè (ð < 0,05), í³æ ó ïàö³ºíò³â ç õðîí³÷íèì 
êàòàðàëüíèì ã³íã³â³òîì. Prevotella intermedia òà Por-
phyromonas gingivalis ó õâîðèõ ç ÕÊÃ ä³àãíîñòóâàëèñü 
ó 2,4 ðàçè ð³äøå ((27,5 ± 7,06) %), ñòîñîâíî àíàëîã³÷-
íèõ çíà÷åíü ó îñ³á ç ãåíåðàë³çîâàíèì ïàðîäîíòèòîì, 
ïðè÷îìó ê³ëüê³ñíèé ñêëàä äàíîãî ïðåäñòàâíèêà àíà-
åðîáíî¿ ì³êðîôëîðè ïðè ÃÏ ² ñòóïåíÿ âàæêîñò³ áóâ ó 
2,3 ðàçè (ð < 0,05), ïðè ÃÏ ²²-²²² ñòóïåíÿ – ó 2,4 ðàçè 
ïåðåâèùóâàâ äàí³ ó îñ³á ç ÕÊÃ (ð < 0,01). Actinobacil-
lus actinomycetemcomitans ó îñ³á ç ÕÊÃ âèÿâëÿëè ó 2,6 
ðàçè ð³äøå ñòîñîâíî äàíèõ ó õâîðèõ íà ÃÏ ²-²²² ñòóïå-
í³â (45,0 %). Äàíèé âèä ì³êðîîðãàí³çìó ä³àãíîñòóâàëè 
÷àñò³øå : ïðè ÃÏ ² ñòóïåíÿ – ó 2,4 ðàçè , ïðè ÃÏ ²² ñòó-
ïåíÿ – ó 2,6 ðàçè (ð < 0,05) òà ïðè ÃÏ ²²² ñòóïåíÿ – ó 2,7 

Ðèñ. Âèäîâèé ñêëàä ì³êðîîðãàí³çì³â ó ïàö³ºíò³â ç çàïàëüíèìè çàõâîðþ-

âàííÿìè òêàíèí ïàðîäîíòà íà òë³ ïàòîëîã³¿ ØÊÒ òà îñ³á ãðóïè ïîð³âíÿííÿ. 
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Treponema denticola

äåòåêö³¿ Treponema denticola áóâ 
îòðèìàíèé ó ((52,0 ± 4,99) %) îá-
ñòåæåíèõ îñíîâíî¿ ãðóïè, ùî 
ïåðåâèùóâàëî àíàëîã³÷í³ çíà-
÷åííÿ ó ïîð³âíÿíí³ ó 4,3 ðàçè 
((12,0 ± 4,60) %, ð < 0,01). 

Îòðèìàí³ äàí³ äîçâîëèëè 
ç’ÿñóâàòè äåÿê³ çàêîíîì³ðíîñò³ íà-
ÿâíîñò³ ó ïðîáàõ ì³êðîîðãàí³çì³â 
ó ïàö³ºíò³â ãðóï äîñë³äæåííÿ. Òàê, 
Fusobacterium nucleatum òà Acti-
nobacillus actinomycetemcomitans 
çóñòð³÷àëèñü ð³äøå ³íøèõ àíàå-
ðîá³â â îáîõ ãðóïàõ äîñë³äæåííÿ. 
×àñòêà ì³êðîîðãàí³çì³â Prevotella 
intermedia, Porphyromonas gingi-
valis òà Treponema denticola õàðàê-
òåðèçóâàëàñü ä³àãíîñòè÷íî çíà-
÷èìèìè ïîêàçíèêàìè ó îñ³á îáîõ 
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ðàçè (ð < 0,01), ñòîñîâíî äàíèõ ó õâîðèõ ç ÕÊÃ. Trepo-
nema denticola ó ïàö³ºíò³â ç ÕÊÃ ä³àãíîñòóâàëàñü ó 2,2 
ðàçè ð³äøå ((30,0 ± 7,24) %) ñòîñîâíî äàíèõ ó îñ³á ç ÃÏ 
(66,67 %), ïðè÷îìó ïðè ÃÏ ²-²² ñòóïåíÿ öåé âèä ì³êðî-
îðãàí³çìó îá’ºêòèâ³çóâàëè ó 2,1 ðàçè (ð < 0,05) òà ïðè 
ÃÏ ²²² ñòóïåíÿ – ó 2,5 ðàçè (ð < 0,01) ÷àñò³øå, í³æ ó ïàö³-
ºíò³â ç ÕÊÃ (ðèñ.). 

Âèñíîâêè. Òàêèì ÷èíîì, ó ðåçóëüòàò³ ïðîâåäåíèõ 
äîñë³äæåíü ç’ÿñîâàíî, ùî íåçâàæàþ÷è íà òå, ùî ô³-
çèêî-õ³ì³÷í³ óìîâè ïîðîæíèíè ðîòà çíà÷íî â³äð³çíÿ-
þòüñÿ â³ä òàêèõ ó øëóíêó, ïðèñòîñîâóâàí³ñòü Helico-
bacter ðylori äî óìîâ ³ñíóâàííÿ çàëèøàºòüñÿ âåëèêîþ, 
ùî ï³äòâåðäæóºòüñÿ ïîçèòèâíèìè ðåçóëüòàòàìè ÏÖÐ, 
îòðèìàíèõ ó îñíîâí³é ãðóï³. ßêùî âðàõîâóâàòè îðàëü-
íèé øëÿõ ³íô³êóâàííÿ, ïðè óðàæåíí³ øëóíêó, ñåðåä 
ÿêèõ íàéá³ëüø àãðåñèâí³ øòàìè ñòàþòü ïàòîãåíèìè, 
à òàêîæ ç óðàõóâàííÿì âèñîêî¿ óðåàçíî¿ àêòèâíîñò³ 
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Ó ÕÂÎÐÈÕ Ç ÇÀÏÀËÜÍÎ-ÄÅÑÒÐÓÊÒÈÂÍÈÌÈ ÇÀÕÂÎÐÞÂÀÍÍßÌÈ ÒÊÀÍÈÍ ÏÀÐÎÄÎÍÒÀ ÍÀ ÔÎÍ² ÏÀÒÎ-
ËÎÃ²¯ ÎÐÃÀÍ²Â ØËÓÍÊÎÂÎ-ÊÈØÊÎÂÎÃÎ ÒÐÀÊÒÓ

Áàíäð³âñüêèé Þ. Ë., Øâåöü ². ª. 
Ðåçþìå. Ïðîâåäåíî ïîð³âíÿëüíå âèâ÷åííÿ âèäîâîãî ñêëàäó àíàåðîáíî¿ ì³êðîôëîðè ÿñåííèõ áîðîçåí 

òà ïàðîäîíòàëüíèõ êèøåíü ó õâîðèõ ç çàïàëüíî-äåñòðóêòèâíèìè çàõâîðþâàííÿìè òêàíèí ïàðîäîíòà íà òë³ 
H. pylori-àñîö³éîâàíî¿ ïàòîëîã³¿ îðãàí³â òðàâëåííÿ. Âñòàíîâëåíî, ùî ïðè êîíòàì³íàö³¿ ïàðîäîíòàëüíèõ êèøåíü 
H. pylori, â íèõ çá³ëüøóºòüñÿ ê³ëüê³ñòü àíàåðîáíî¿ ì³êðîôëîðè, ïðè÷îìó öåé ïðîöåñ õàðàêòåðèçóºòüñÿ á³ëüø 
âèðàæåíîþ äèíàì³êîþ ç ïîãëèáëåííÿì òà ³íòåíñèô³êàö³ºþ çàïàëüíèõ ÿâèù ó ïàðîäîíò³. Çàïðîïîíîâàíà ñõåìà 
ïîë³ìåðàçíî-ëàíöþãîâî¿ ðåàêö³¿ ìîæå áóòè êîðèñíà äëÿ ä³àãíîñòèêè òà îá´ðóíòóâàííÿ âèáîðó ìåòîäó àíòè-
ì³êðîáíî¿ òåðàï³¿. 

Êëþ÷îâ³ ñëîâà: ì³êðîôëîðà, õðîí³÷íèé êàòàðàëüíèé ã³íã³â³ò, ãåíåðàë³çîâàíèé ïàðîäîíòèò. 
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ÂÈÄÎÂÎÉ ÑÎÑÒÀÂ ÀÍÀÝÐÎÁÍÎÉ ÌÈÊÐÎÔËÎÐÛ ÄÅÑÍÅÂÛÕ ÁÎÐÎÇÄ È ÏÀÐÎÄÎÍÒÀËÜÍÛÕ ÊÀÐ-

ÌÀÍÎÂ Ó ÁÎËÜÍÛÕ Ñ ÂÎÑÏÀËÈÒÅËÜÍÎ-ÄÅÑÒÐÓÊÒÈÂÍÛÌÈ ÇÀÁÎËÅÂÀÍÈßÌÈ ÒÊÀÍÅÉ ÏÀÐÎÄÎÍÒÀ 
ÍÀ ÔÎÍÅ ÏÀÒÎËÎÃÈÈ ÎÐÃÀÍÎÂ ÆÅËÓÄÎ×ÍÎ-ÊÈØÅ×ÍÎÃÎ ÒÐÀÊÒÀ

Áàíäðèâñêèé Þ. Ë., Øâåö È. Å. 
Ðåçþìå. Ïðîâåäåíî ñðàâíèòåëüíîå èçó÷åíèå âèäîâîãî ñîñòàâà àíàýðîáíîé ìèêðîôëîðû äåñíåâûõ áîðîçä 

è ïàðîäîíòàëüíûõ êàðìàíîâ ó áîëüíûõ ñ âîñïàëèòåëüíî-äåñòðóêòèâíûìè çàáîëåâàíèÿìè òêàíåé ïàðîäîíòà 

Helicobacter ðylori, çàêîíîì³ðíî ïðèïóñòèòè, ùî êîëî-
í³çàö³ÿ ÿñåííèõ áîðîçåí òà ïàðîäîíòàëüíèõ êèøåíü 
â³äîáðàæàºòüñÿ íà ¿õ ì³êðîáíîìó ïåéçàæ³. Ó òîé æå 
÷àñ, âèíèêíåííÿ, óíàñë³äîê óðàæåíü ØÊÒ, äèñôóíê-
ö³¿ ð³çíèõ ðåãóëÿòîðíèõ ñèñòåì ñïðèÿþòü çíèæåííþ 
áàð’ºðíèõ âëàñòèâîñòåé åï³òåë³þ, çàâäÿêè ÷îìó âè-
íèêàþòü ñïðèÿòëèâ³ óìîâè äëÿ ïðîÿâó ïàòîãåíîñò³ 
óìîâíî-ïàòîãåíî¿ ì³êðîôëîðè ïîðîæíèíè ðîòà, ïðè-
÷îìó äàíèé ïðîöåñ íîñèâ á³ëüø âèðàæåíèé õàðàêòåð 
ïðè çá³ëüøåíí³ ³íòåíñèô³êàö³¿ çàïàëüíîãî ïðîöåñó ó 
ïàðîäîíò³. 

Ïåðñïåêòèâè ïîäàëüøèõ äîñë³äæåíü. Â ïî-
äàëüøîìó ïëàíóºòüñÿ ðîçïðàöþâàòè ë³êóâàëüíî-ïðî-
ô³ëàêòè÷íèé êîìïëåêñ äëÿ êîðåêö³¿ ì³êðîá³îöåíîçó 
âì³ñòó ïàðîäîíòàëüíèõ êèøåíü ó ïàö³ºíò³â ç çàïàëüíî-
äåñòðóêòèâíèìè ÿâèùàìè ó ïàðîäîíò³ çà äîïîìîãîþ 
ïðèðîäíèõ ë³êóâàëüíèõ ôàêòîð³â êóðîðòó Ìîðøèí. 
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íà ôîíå H. pylori-àññîöèèðîâàííîé ïàòîëîãèè îðãàíîâ ïèùåâàðåíèÿ. Óñòàíîâëåíî, ÷òî ïðè êîíòàìèíàöèè 
ïàðîäîíòàëüíûõ êàðìàíîâ H. pylori, â íèõ óâåëè÷èâàåòñÿ êîëè÷åñòâî àíàýðîáíîé ìèêðîôëîðû, ïðè÷åì ýòîò 
ïðîöåññ õàðàêòåðèçóåòñÿ áîëåå âûðàæåííîé äèíàìèêîé ñ óãëóáëåíèåì è èíòåíñèôèêàöèåé âîñïàëèòåëüíûõ 
ÿâëåíèé â ïàðîäîíòå. Ïðåäëîæåííàÿ ñõåìà ïîëèìåðàçíî- öåïíîé ðåàêöèè ìîæåò áûòü ïîëåçíà äëÿ äèàãíîñ-
òèêè è îáîñíîâàíèÿ âûáîðà ìåòîäà àíòèìèêðîáíîé òåðàïèè. 

Êëþ÷åâûå ñëîâà: ìèêðîôëîðà, õðîíè÷åñêèé êàòàðàëüíûé ãèíãèâèò, ãåíåðàëèçîâàííûé ïàðîäîíòèò. 
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The Species Composition of Anaerobic Microflora of Gingival Fissures and Periodontal Pockets in 

Patients with the Inflammatory and Destructive Periodontal Diseases on the Background Pathology of 
Organs of the Digestive Tract

Bandrivsky Y. L., Shvets I. E. 
Abstract. Some authors examine the oral cavity as a kind of ecological system in that different factors – general 

and local together co-operating, which cause the different pathological processes. For that reason the problem of 
diagnostics and treatment of pathology of organs of the oral cavity extends beyond of dentistry and the knowledge of 
the manifestations of internal diseases in the oral cavity is important for the dentist in terms of diagnostics and with the 
purpose of development of integrated approaches in the treatment of this pathology. 

It is established that the oral cavity is a reservoir of Helicobacter pylori as one of the main etiological factors in the 
development of inflammatory diseases of the gastrointestinal tract. The occupancy of the oral cavity with Helicobacter 
pylori were taken into account as a factor that affects the development and course of dental diseases. 

The purpose of our research was study of the species composition of anaerobic microflora of the gingival sulcuses 
and periodontal pockets in patients with inflammatory and destructive processes of periodontal tissues on the 
background of diseases of the digestive tract. 

Materials and research methods. 150 persons who were on a spa treatment in the sanatorium “Prolisok” 
(Morshyn, Lviv region), in medical history of which there was revealed gastro-intestinal tract (GIT) has been examined. 
The diagnosis of periodontal diseases was objectived with using the classification of N. F. Danilevsky (1994) with 
paraclinical indices. The detection of pathogens in the oral cavity was carried out by the method of multiprimer PCR. 
Collection of the material (content of gingival sulcuses and periodontal pockets) was performed with sterile absorbent 
paper pins (Aim Dental, Korea) ¹35. The obtained data were worked out statistically. 

Results of research and their discussion. As a result of studies content of gingival sulcuses and periodontal pockets 
it was found that Helicobacter pylori met in 69 patients ((69.0 ± 4.62) %) with gastrointestinal disease (main group), that 
was in 6. 9 times higher in relation to the similar values compared ((10.0 ± 4.60) %, p < 0.01). Bacteroides forsythus was 
diagnosed in 42 patients ((42.0 ± 4.94) %) of the main group in ((10.0 ± 4.24), p < 0.01) of the comparison group, that 
was in 4.2 times less. It was revealed 31 positive ((31.0 ± 4.62) %) detections of Fusobacterium nucleatum in patients 
with inflammatory diseases of the gastrointestinal tract, that was in 5. 2 times more than the data of comparison group 
((6.0 ± 3.36) % p < 0.01). Prevotella intermedia and Porphyromonas gingivalis were detected in patients of the main 
group in 5.0 times more likely ((50.0 ± 5.0) % and (51.0 ± 4.99) %, respectively) than those in the comparison group 
((10.0 ± 4.24) %, p < 0.01). Actinobacillus actinomycetemcomitans were diagnosed in ((34.0 ± 4.73) % patients of the 
main group that was in 5.6 times more than the same values in the comparison group ((6.0 ± 3.36) %, p < 0.01). A 
positive result of the detection of Treponema denticola was obtained in ((52.0 ± 4.99) %) examined of the main group, 
which was higher than the same values in comparison in 4.3 times ((12.0 ± 4.60) %, p < 0.01). 

The obtained data allowed finding out some patterns of the present in microorganisms in samples of patients 
at study. Thus, Fusobacterium nucleatum and Actinobacillus actinomycetemcomitans met less often than other 
anaerobes in both groups of the study. Share of microorganisms Prevotella intermedia, Porphyromonas gingivalis 
and Treponema denticola characterized with diagnostically significant parameters in patients of both groups, but 
representatives of occurrence of anaerobic microflora was higher in patients with inflammatory periodontal disease 
on the background of gastrointestinal defeats than in those with the similar dental diseases without background 
pathology. 

Conclusions. Thus, research has found that the adaptability of Helicobacter pylori to the conditions of existence 
remains high, which is confirmed by positive PCR results obtained in the main group. Given the oral way of infecting in 
the defeats of stomach, among which the most aggressive strains are pathogens and also given the high urease activity 
of Helicobacter pylori is appropriately to assume that the colonization of gingival sulcuses and periodontal pockets 
displayed on their microbial landscape. At the same time, the emergence, resulting in defeats of the gastrointestinal 
tract, dysfunction of different regulatory systems help to reduce the barrier properties of the epithelium, so that there 
are favorable conditions for the manifestation of opportunistic pathogens of microflora of the oral cavity, and this 
process was more pronounced with increasing the intensification of the inflammatory processes in the parodontium. 
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