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MNepiAnyn

H nepiodovukn vooos (M.N.) ouviotd xpdvia npoiodoa AoitweN twv NEPIOSOVUKDV 10TWY, OPeIAdpEVN OE
Gram-apvnukd Baktipla, nou kanouvtal «nepiodovionaboydva» Kal evepyonololv Tonikés Kal cuotnPat-
Kés pReyuovwbels avudpdoels. Mpdopata n M.N. éxel avayvwpioBei ws napdyovias kivdUvou yid tnv avd-
nwén aBnpookAnpuvukhs ayyelakhs vooou, pe otegies ekdnAwoels ta otepaviaia ensicddIa Kal 1a ayysiakd
eykepanika eneioddia (A.E.E.).

Ykonds s napouoas epyacias gival n avaockdnnaon s olyxpovns O1eBvous BiBAloypagias oxeukd pe
tous niBavous naBoguaiofoyikoUs pnxaviopous, nou epniékovial oty cuoxéuon s M.N. ye v abnpo-
okANpUVTKA ayyelakh vooo, kabiotmvias v napdyovia kivéuvou yia tnv ekdniwaon A.E.E.

Me Bdon ta péxpl onpepa diabéoiua BiBAioypagikd dedopéva n ev Adyw ouoxéuon anodidetal otous €ENs
nBavous unxaviopous: a) Unap&n Kovav napayoviwy kivduvou, B) Unap&n koivis yevetkns npodidBeons
Kal yia us duo véoous Kkal y) Unapén naBoguaoiodoyikwy 0dwy, nou cuvbéouv v ogeiNduevn otny M.N.
ouotnpatkn @Asypovh pe v aBnpoyéveon. Ténos, ta tefeutaia xpovia diepeuvdtal, €Gv Kal Katd ndéoov
ol aneuBeias 6pdoels Twv eI0epXOUEVWY Oty cuotnuatkh kKukAogopia nepiodovionaboydvwy Paktnpiwy
oupBaniouv otnv aBnpookAnpuvtikh diadikacia kal otny pnEn s aBnpwpatikhs NAdKas, nou odnyei otnv
ekdbnAwon otéwv BpopPosuPonikdyv eneicodiwyv, cupnepiAauBavopévawy Kal twv IoXalIKoV A.E.E.

Né€eis eupetnpiou: nepiodovukh véoos, aBnpookAnpuvikn ayyelakn vooos, ayyelakd eykepanikd eneicddia, neplo-
bovronaboyova Bakthpia, pAgypovh, aBnpookAnpuvan.

ASSOCIATION MECHANISMS BETWEEN PERIODONTAL
DISEASE AND STROKE: A REVIEW OF THE LITERATURE

Schoinohoriti O., loakeimidis M., Chondrogianni M., Zompola C., Liantinioti C., Roussopoulou A., Triantafyllou S.,
Antonelou R., Palaiodimou L., Voumvourakis K., Tsivgoulis G.

Second Department of Neurology, Attikon Hospital, School of Medicine, National and Kapodistrian University of Athens, Athens, Greece

Abstract

Periodontal disease is a chronic progressive infectious disease of the periodontal tissues, caused by
Gram-negative bacteria that are called ‘periodontal pathogens’ and induce local and systemic inflamma-
tion. Recently, periodontal disease has been identified as a risk factor for atherosclerotic vascular disease,
including acute coronary syndromes and ischemic stroke.

The present narrative reviews aims to highlight the current literature regarding the pathophysiological
mechanisms that may be involved in the association between periodontal disease and cerebrovascular
diseases attempting to provide observational evidence for a causal relationship linking periodontal disease
with cerebral ischemia. This association may be attributed to the following potential mechanisms: a) pres-
ence of common risk factors for both diseases, b) presence of a common genetic predisposition to both
diseases and ¢) presence of pathophysiological pathways, connecting the periodontal-related systemic
inflammation with atherogenesis and atherothrombosis.

In conclusion, this review will outline whether and to what extent the direct effects of periodontal
pathogen may promote the atherosclerotic process and plaque rupture which in turn may lead to throm-
boemobolism and ischemic stroke.

Key words: periodontal disease; atherosclerotic vascular disease; stroke; ischemic, periodontal pathogens; inflam-
mation; atherosclerosis.
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EIZATQrH

H nepiodovukn véoos (M.N.) cuviotd xpdvia npo-
ioloa Aofpwén twv NePIOdOVUKMDY I0TMV (= 10TDV
nou otnpidouv ta 66vua), duvnukd e€eficoduevn o€
andAela twv dovudv. Xnv évap&n kal npoodeuTikn
enideivawon s egniékovial Gram-apvnukd Baktpia,
énws Porphyromonas gingivalis (P.g.), Actinobacillus
actinomycetemcomitans (A.a.) xai Prevotella intermedia
(P.i.), nou kadouvtal «nepionaboydva» Kal EVEPYO-
noloUv TOMIKES KAl CUCTNHATIKES AvOOONOYIKES Kal
@Neypovmbdels avudpdoels. '

H enintwon wns M.N. napoucidlel eupeia yew-
YPAPIKN KAtavoun, apopmvias Pexpl kar 50% twv
atopwV Avw twv 50 €1V OUS QVEMTUYUEVES XWPES,
6énou n yhpavon tou nAnBucpol og cuvbuaoud Pe
v BeAuwpévn npoofacipdtnta kar uynAn noidtnta
0bovuaTpIKMY UNNPECIMV €Xxouv autnoel Tov aplBud
twv evodoéviwy nAikiwpévwy.3>8 Qotdoo, n élnel-
wn kaBoniké anodektol oplopoU kal ol duokonies
otnv didyvwon s M.N., nou npounoBétel die§odikn
kAIVIKA A/Kal aktuvoypagikh e&€taon, duoxepaivouv
v e€akpifwon twv emdnuioNoyIK®Y NS Xapakn-
pIOTKMDV. 72

Tis teAeutales 6Uo Oekaeties kataypdeetarl BifAio-
YPAPIKE aUEavOUEVO eVOIAPEPOV OXEUKA PIE TNV ON-
pacia s M.N. ws napdyovta kivduvou yia v avd-
nwén aBnpookAnpuvtikhs ayyeiakhs vooou (A.A.N.),
pe oeies ekdnAwoels ta otepaviaia (otnBayxn, oty
€u@payua tou puokapbdiou, aipvidios kapdiakds B4-
vatos) Kal ta ayyelakd eykepaniké eneioddia (AE.E.).

H &ianiotwon KAVIKE oNPavukns CUCXETIoNS PYEtaty
M.N. kar A.E.E. éxel tepdoua onpaocia, 6edopévwy
s uynAns enintwons autdv twv 6Uo vooonoyikhv
OVIOTNTWY, TOU OIKOVOIKOU KOOTOUS tns nepiBanyns
Twv NaoxOvIwy and autés kai tns niBavins enidpaons
otnv dnpdaia uyeia, edv kabiotato duvath n tpono-
nofnon twv napayoéviwv kivéuvou n/kal n Bepaneia
10Us.%>'9QoTt600, av Kal N tpéxouaa oxeukn BiBAio-
ypaoia npooavatodietal Npos pia yetpiou Babuou
ouoxéuon petagu s M.N. kai A.E.E., n akpifns guon
KOl N EPUNVEIQ TNS CUOXEUONS AQUTAS NAPAPEVOUV
ap@ideydpeves.”211-13

Ykonods ns napouoas epyaoias gival n avaokénnon
s oUyxpovns SieBvous BiRAIoypagias oxeukd pe
tous naBoguaoiodoyikoUs pnxaviopous, nou nia-
vonoyeital 6u epniékovial otnv cuoxéuon M.N. kal
A.A.N., kaBiotvtas tnv napdyovia kivdUvou yia v
ekbhnwon A.E.E.

A) Zuoxéuon anodibopevn os koivous
napdayovies Kivbuvou

H neplodovukn véoos (M.N.) kal n ayysiakh abn-
pookAnpuvukh véoos (A.A.N.), tns onofas ofgia ek-
6nAwon ouviotoly ta A.E.E., napouaidlouv nodnous
KoIvoUs napdyovies Kivouvou, énws n nAikia, o dppev
@UAo, N xapnAn eknalbeUTKN Kal KOIVWVIKO-OIKOVO-
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HIKN otéBun, 10 OTpEs, 10 KANVIoPA, N Naxuoapkia
Kal cuotnpatkd voohuata, 6nws N aptnpiakn unép-
Taon kal o oakxapwons diapntns. Autd cuvnyopsi
unép tns Unap&ns aitonoyikhs cuoxéuons Petagy
tous (EiIkova 1).71418

T |ED ﬂ

Eikéva 1: Zxnpaukh aneikdvion s onpacias opl-
Oopévwy evOEIKUKMY KOIVAV napayoviwy kKivéuvou
(k&nviopa, oakxapmons diantns, aptnpiakh unép-
Taon) yia v cuoxéuon petagl neplodovukns vo-
oou (M.N.) kar ayyeiakhs aBnpookAnpuUVTKAS vOoOoU
(ALAN.).

H enikaduyn twv napayéviwy kivéuvou yia tus 6Uo
vOOONOYIKES OVIOTNTES 0dNYEl O€ PId NAAOPATUKA Ou-
ox€uon, xwpls autés va cuvbéovtal NPAyPauka art-
onoyikd, dnladn ws anotéfeopa «ouyxuonsy 419
MNa napdadeiyua, 1o Kénviopa anotelel napdyovia
kivéuvou yia tv MN.N. kal ta A.E.E., Aeitoupymvias
WS OUYXUTKOS Napdyovtas Kal {pononoinths tou
anotenéopatos, kabws n diakonn Tou KANviopatos
ouvelo®épel otnv NpoéAnyn kal ts M.N. kal twv A.E.E.
Katd ouvéneia, npokeipyévou va ano@euxbei n ouy-
XUTIKN €nidpacn tou kanviopatos otnv Sigpelivnon
s ouoxéuons MM.N. kal A.E.E., anaiteital oxoNaotkn
OTATUCTKA NPOCAPHOYN TWV anoteENECUATWY OXETKWDY
penetwv.%2° Qotdoo, NpdoPata anoteNéouata Je-
Aetwv Slactalpwons?! kal NPOoONUKMY PeAETmV223
ouvnyopouv Unép s Unap&ns cuoxéuons Petagy
M.N. kar A.AN. ave€aptntns Tou Kanviopatos (o€ pn
KAMVIOTES).

levikotePaQ, yia tnv agiéniotn diepedvnon tns CUOXE-
uons peta&u M.N. kar A.A.N. anaiteitar oxolaoukés
otauoukoés éleyxos 6AwY Twv Kovav yid ta 6Uo vo-
onpata napayéviwy Kivduvou,®'? xwpis va anokAei-
€101 N UNApPEN ayvwotwy akOPN KOIVMV Napayoviwy
KIvOUvouU, Twv onoiwv N ouyxutikn enidpacn ey ival
duvatodv va eneyxOei. 1520

Akoéun, n M.N. emidpd o apketous kand tekpn-
plwpévous napdyovies kKivbuvou yia v ekdhawon
A.E.E. (6nws onikh xoNnotepdnn, LDL, HDL, CRP kal
Ivwdoyodvo) au€dvovtas AoyapiBuikd 1o cuvonikd
Kivbuvo ekdniwons AEE.?433

B) Zuoxéuon anod166pevn o€ yeveukin
npodiaBeon kal yia us Vo véoous

Xwpis va éxel tekunplwBel nAnpws, unootnpiletal
n Unapé&n koivhs yeveukns npodidBeons yia tnv M.N.
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rxovoxwpitn O. kal ouv.

kal ta A.A.E., oxeukns pe évav unep-gneypovamon
(AIVOTUNO POVOKUTIAPWV-PAKPOPAywVY h YEVEUKOUS
noAupop@iopoUs tou yovidiou tns IL-1.23435 Etal, n
ouoxéuon twv duo voonudtwy avukatontpidel pia
YEVEUKA Npokabopiopévn ton Tou atdpou va ekdn-
Advel nAnBwpikés pAsypovmdels avudpdoels évav
eyyevav (nAikia, euno, yovibia) 1 eEwyevav (dlatpo-
on, Kanviopa, AoIYWOEIS NaPAYoVIes) «epeBIoUATWY»,
nou npodiaBétouv tautdxpova otnv avanwen M.N.
kal aBnpookAnpuvons, cuvbéovtas tnv M.N. e ta
|0XG|U|KG A.E.E_2,13,15,32,34,35

IN Zuoxéuon anodid6pevn os naboguoiofoyikés
060Us ouvdeons tns M.N. pe ta A.E.E

Ytnv ouoxéuon petagu M.N. kar A.E.E. niBavo-
Aoyeital n eyniokn noikidwv AUECWV Kal EPPUECWY
naBo@uaoloNoyIKMV PNXAVIOPWY, HEow TwV onoiwy
n MN.N. emidpd ownv évapén h tnv npdodo ns abn-
pookAhpuvons. 21

1.'Eppeocol pnxaviopoi (Siapecofafoupevol
ano tov eviotn)

Xuotnuatkn @Aigypovi

YUPQwVa Pe tnv Bewpia Twv KUTOKIVADV N ékAuoh
TOUS WS andvinon tou Eevioth ota neplodoviona-
Boydva Bakthpia dev eubBuvetal pdvo yia Ty TonikN
Kataotpo®hn twv NepIodovIKWY 1oty anid nupodo-
el pla ouotnpatkn gAsypovddn avtidpacn ofgias
@dons, pe avanoyn s Paputntas s M.N. augnon
ouotnuaukmyv eAsypovwdwv deiktiv (CRP, IL-1, IL-6,
IL-8, TNF-a), vwdoyovou kal aldwv Bpoppoydvwy
napayoviwy. 471113323640

H xpdvia hnia cuctnpatukh GAgypovh uvoel v
évaptn tns aBnpookAnpuvukns diadikacias kal kat'
enéktaon audvel tov kivbuvo oféwv eneicodiwv
A.AN., 6nws ta A.E.E.711132541-44 4 CRP, 0ol KUTO-
Kives kal to Ivwdoyoévo dpouv aBnpoyevetkd péow
BI0POPEUKWDY UNXaVIoPWY, 6Nws n nupodotoupevn
ané v CRP evepyonoinon tou cupnAnPOPATos Kal
N KIVNTonoinons tTou pnxaviopoU NNEEws ano 1o Ivw-
boyo6v0.20253245 H §iapeconaBoupevn and KUTOKIves
ékppaon popiwv kuttapikns npookéAAnons (M.x.
ICAM-1, P-oefektives, P2-Ivieykpives) ota evdoOn-
Alakd kuttapa enitpgnel v afinAeniGpach tous pe
10 XNUEIOTAKUKA pETavaoteUovia povokUtapa, nou
bInBouv tov xMpo katw and to BAafév evbobniio
Kal JETatpénovtal o pakpo®aya.>'3 O1 ekAudpevol
toniké ano to evdoBNnNio, Ta PETavVAoTEUOVIa UoVo-
KUTtapa-pakpo@dya Kai ol Agies puikés ives (A.M.1.)
TOU ayYEIaKoU ToIxmpatos npokanouv ofeidbwon s
LDL. H npdoinyn o€eibwBeioas LDL and ta pakpo-
@Aya onuatodoTtEl TNV PETATPONN TOUS OE appwon,
nou akondouBeital anéd anefeubépwon nAnBous
npo-gAgypovwdmv Kutokivav (IL-10, TNF-a). Autés
peyeBuvouv tnv tonikh eAgypovdn avtidpaon kal
10 paivopeva, nou odnyolv otnv aBnpoyéveon evi
HE TNV anonwon twv appwdmV Hakpopaywy ane-

AeuBepwvovtal AMidia, Nou cucowpevovial OTov
€0W XITWVa ToU ayyeiou, 1320324648

AkduN, n xpdvia cuotnpaukh eAgypovh ts M.N.,
au€dvovtas v diduetpo kal efattvovias tnv i
ATUNTKA Td0oN OT0 TOIXWHA TNS KOIVAS KapwTidas,
npokansi tonikd Npo-abnpoydves ouvBnkes Pons,
onA. tpononolei duopevms 1o aloduvapiké NPoein,
ouppaniovtas toundxiotov ev pépel otnv aBnpookn-
puvon tns kapwtdas.* EninAgov, n xpdvia eAgypovn
s MN.N., au€avel ta enineda Ivwdoydvou, tov aplBud
Twv KUKAoPopoUvItwy AEUKOKUTIAPWY Kal TO IEDOES
T0U aipatos, diapgopPmVovIas pia Katdotaon unep-
nnKukoTNTas, N onofa eniteivel tov kivbuvo BpopPo-
epponikwy eneicodiwy.> 3

O1 avwtépw anAnnenidpdoels avapeoa oe evbobn-
Ao, povokUttapa-pyakpo@dya, A.M.1. kar aigonetdnia,
nou evepyonolouvtal ota nAaioia tns oxeuldpevns
pe v M.N. cuotnuatknhs Agypovhs cupBaniovias
éupeoca otnv npdodo s aBnpookinpuvons (xpovia
A.AN.) anid kal otnv phén npolndpxoucas abnpw-
paukns NnAdkas kai tnv npoaywyh BpopPogpBoikiy
enelcodiwv (n.x. A.E.E.) anobibovtal oxnuatukd oty
Eikéva 2.

Eikova 2: Ixnuaukn aneikdvion s enidpacns s
opeindpevns otnv M.N. cuotnpatkhs eAgypovAs otnv
naBoyéveia tns aBnpookANPUVONS Kal TNy avantuén
otéwv enelcobiwv A.A.N. (Tponononuévn and tv

BiBAIoypapia)>°

Mopiakds piunuouds (‘molecular mimicry’)

To @aIvOUEVO TOU PJOPIAKOU PIUNTUOUOU €Xel ENions
oulntnBei ws niBavéds NaBo@uaoloNoyIKOs PNXAVIOPOS
ouvdeons tns M.N. pe ta A.A.E. To gpaivéuevo napa-
npeital, étav undpxouv opoidtNtes otnv afinfouxia
petatu Eévwv nenudiwv kal nenubiwv tou Eeviotn,
nou npokadouv diaoctaupoUpevn euaicbntonoinon
B- kal T-Agppokuttdpwy Ye anotéleopa autodvoon
BAapn.*

MNa napadeiyua, ws anotéeopa popiakoU yipn-
TopoU napdyovial avuowpata évavu s kald oi-
atnpnuévns npwteivns Beppikol ook (‘heat shock
protein’ HSP) HSP60 tou neplobovionaboydvou

T |
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Porphyromonas gingivalis (P.g.) pe diactaupoupevn
avudpacukétnta évavu s HSPE0, nou ekppadetal
oto evepyonolinpévo evboBnaio, ta yakpo®dya Kai
us A.M.1. tou Eeviotn. 3205253 Eal, mBavonoyeital 6u
OxI u6vo n evdoBnniakn BAGPn emideivvetal and v
napaywyn €i8IK@V avuowudtwy évavu HSPs tns P.g.
kal aAdwv neplodovionaboydévwvs4 afnd kar éu ta
ev Néyw avuowpata napouaidlouv diactaupoupevn
avudpaoukdNta NPos us HSPs kuttdpwy tou Eeviotn,
onws ta evdoBnAiakd kuttdpa.

Ta e16ikd yia tnv kapdiofinivn avuowuata, Nou avi-
xvelovtal og upnnous titlous o€ Yepida aoBevv e
neplodovtiuda, napdyoviai enions Yéow PopiakoU pi-
HNTUOUOU NPOS OUYKEKPIUEVOUS ENITOMOUS NMPWTEIVDV
neplodovronaboydvwy pikpoPiwv. H onpacia tous
otnv aBnpookAnpUVoN NEPIYPAPETAl OTNV CUVEXEID.
Ta napandvw eaivetal va diadpauatiouv ouciaot-
K6 poéno otnv enitdxuvon s aBnpookinpuvons o
aoBeveis pe M.N. kal e§nyouv TouNAXIoTOV €V PEPEI
v cuoxéuon petagu M.N. kar A.A.N.™

2. Ap€ool ynxaviouoi

Baktnpiaipia (sioobos nepiobovionaboydvwv
otnv ouotnNUatikn KukAo@opia)

H M.N. oupBanner enfons dueca otnv naboyéveia
s abBnpookAnpuvons péow ansubeias embpdoe-
wv twv neplodovionaboydvwy Paktnpiwy Kal twv
NPOIGVIWV TOUS, MOU EI0EPXOVTAl OTNV CUCTNHATKNA
kukAo@opia, oto aptnplakd evbobnnio.

H ouvonikh emigdvela twv Bundkwy os aobeveis
pe neplodovtiuda unonoyiletal petau 8 kar 20 cm?
evid N e€€nkwon/éNkwon evids tou Bundkwy Bétel
10 Baktnpiakd Broeidy nou tous enevOUel, O Otevn
eyyutnta pe ta napakeipeva ayyeia.>* H M.N. npo-
kandei noAdanAd olUviopa eneicddia Paktnplalpias
(n.x. katé v SIGpKeIa Tns YAoNONS, TWV XEIPIOHWV
NS OTOPATKNS UYIEIVAS N Twv BEPANEUTIKMY NAPEY-
Bdaoewv oto nepiodoévuo).'*>” Mepioodtepa and 275
€ibn Baknpiwv, avdpeoa ota onoia eKNPOCWOI TNS
unepoudikns odovtkns pikpoPiakhs nAdkas (O.M.1.)
kal neplodovionaboyodva s v tw BaBel unoounikhs
Tpuyias, éxouv anopovwBei og kanNIEpyeles aiuatos,
An@Beioes Yetd and otopatikn uylevh N 0OOVTATPIKES
npaceis. 58>

Metd tnv €/00d6 ToUs oTNV cUCTNPATKA KUKAO-
@opia ta BaktApia tNs OTOPATKAS KOIAGTNTAS €ite
ugiotavtal payokuttdpwon N KukAo@opouv eAeU-
Bepa pe evdexdpevn EEMIEN tov evopBanpiopd ot
npoUndpxouces abBnpwpaukés NAdkes.24¢ Etal, ne-
plodovionaBoyoéva Baktpia h cUCTATKA TOUS EXOUV
avixveuBei og aBnpwpaukés NAdkes avBponwy Kal
(WIK®OV NEIPAPATIKWY NPOTUNWY, Xwpis va éxel dleu-
kpivioBel nAhpws n onpacia tous otnv aBnpookAn-
puvukn diadikacia. 01660

O Chiu (1999) ava@épBnke NPWTOS OTNV avixveuon
tou neplodovionaboydvou Porphyromonas gingiva-
lis (P.g.) o€ napaokeudopata and evbapPTNPEKTOUES
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Kapwrtidas,®" akoAouBoUpevos and €peUvNIES, Nou
anopdvwaoav noikida nepliodovionaboydva and abn-
pwpatkés nAdkes noikidns Npoéneuons.®>4 Akdpun,
nAnBos pedstov tautonoinoav yeveukd ufikd anid
ox1 Bidoiua nepiodbovionaboydéva o€ NAPACKEUA-
opata aBNPWHATKWOY NAAKWOV PE NMOIKIAES TEXVIKES
(n.x. PCR npaypaukou xpévou, DNA-DNA uBpidioud,
@Bopilovta in situ uBPIGIoPES K.4.).69556% AvtiBeta, oe
annes Gev katéotn duvath n avixveuon neplodovio-
naboyovwv n yeveukoU ufikoU Tous O aBNPWUATKES
nndkes.”072

O1 ev Adyw PEeNETes €Xxouv UNOOTEl KPITIKA YIa JE-
Bobonoyikous neplopiopoUs’ eva unoatnpidetal, 6u
1a tautonoloUpeva Bakthpia anAms NPGoKeIvIal oS
aBnpwpatkés NAGKES, XwpPIs va CUPPETEXOUV OTnV
abnpoyéveon, kaBws ol 1616tnTes, Nou npodnotiBevtal
and évav PIKpoopyaviopd otopatikhs Npogéneuons yia
v npoaywyn s, dla@épouy and ts NPoanaItoUpE-
VES Y10 TNV KATAoTPO®N Twv NEPIOSOVUKWDY 10TWV. %13

‘Etol, 10 ouvonikd pIkpoPIiaké Goptio oty cUCTNUATKA

kukAo@opia cuviotd pdAnov deiktn enikivéuvédtntas
yia tnv avénwén abnpookAhpuvons, xwpis va Tekun-
PICOVEI per se TNV ONPAcia HEPOVWHEVWY NOIOYOVWY
napayoviwy (n.x. twv neplodovionaboydvwy Bakin-
piwv) otnv naBoyeveld tns.”

Akdpn, unootnpiletal n Unap&n evanAakuk®V s
Baktnplaiyias pnxaviopdv, nou egnyolv tnv napoucia
neplodovionaboyoévwy os aBnpwpatkés nAdkes. H
P.g. éxel tnv IKavotnta enifiwons Yéoa o€ Pakpopd-
ya’® kar devbpiukd kUttapa,’® ta onoia agionolsl ws
oxAyata yia v cuctnyaukn diaonopd ts. EminAé-
ov, ouvdéetal e ta EpubpokUTtapa Péow aIPooU-
ykoAAnuvay, dlapelyovias tnv GpayokuTidpwon Kal
enituyxavovtas tenikd evopBanpiopd oto evbobnaio
anopaKPUOPEVWY aBnpwpatikwy nAakoy.””

Aueoes embpdoeis oto ayyeiakd evboOniio
(bigicbuon, evepyonoinon kai anéntwon)

Ta neplodovionaboydva pe dieiodutikhn IKavotn-
g, 6nws n P.g., éxovtas npooeyyioel 1o evboBnAIo
aBnpwpatkoy NAaKyY, aokouv niéov eite ta idia
€ite NPoIdvVTa Tous (N.X. KPOoool, algoouykoAANTIveEs,
AinononoAucakxapites LPS) enidpdaoceis énws digiodu-
on, nodnandaciaocpds Kal enaywyn tns anodntwons
Twv evdoBnAiakdv Kuttdpwy. 13207879

Xe pia npwronopiakh yeAgmn ol Deshpande kai ouv.
(1998) katédeiCav tnv duvatdtnta in vitro Siciobuons
s P.g. oto evbobNnAio Katdniv EKppacns KPOOOWwY.”8
Y& petayevéotepn pengwn ol Dorn kar ouv. (1999) bia-
niotwaoav, éu n ikavotnta digicdbuons diagpopornoleital
ava PBaktnpiakéd otédexos. Etol, 1o otédexos 381 tns
P.g., nou ekppadel Kpoooous, €xel heyanutepn IKAVO-
nta dieioduons, avtiotoixn e tou oteféxous 17 s
Prevotella intermedia (P.i.) xai noAU peyanutepn tou
oténexos 23834 ns Eikenella corrodens.” Eniniéov,
Qaivetal 6t oplopéva €idbn neplodovionaboydvwv
evioxUouv tnv dleicbutkédnta dAfwy, KaBws o evo-
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oBanuiopds o kanniépyela evboBnniakwy KuTtd-
pwv HIKtou nAnBuopou Fusobacterium nucleatum
Kal otedexv P.g. augnoe onpavukd tny Sielodutikh
Ikavotnta twv tefeutaiwy.

H eicobos dielobutikiv oteAexmv P.g. oto evbobn-
Alo Nnupodotei tnv ékPppaon NPO-EAyPOVWOWY KUTO-
KIvv (n.x. IL-6, IL-8), xnpeiokivay kal popiwy Kutta-
pikhs npookdéAAnons (ICAM-1, VCAM-1, oelekuviv
E kai P).884 AvtiBeta, n xphon avufIotkoy og puikd
NEIPAPATKS NPOTUNO PEIDVEI TNV ENAyOPeVn anod tov
evopBanpiopd tou evdoBndiou pe P.g. ocuoTNPATKA
ékAuon kutokivav.® Enions, n digioduon oto evbo-
Bnnio tou otenéxous 381 tns P.g. €xel MPO-NNKUKES
enibpdoeis, kabws endyel peiwon tns ékAuons Kal s
dpactnpidtntas tou IoTUKOU gvepyonointh tou nia-
OIVOYOVOU [E TAaUTOXPOVN augnon tns Ekppaocns Kal
s dpactnpidtntas tou avactoiéa tou.8 EninAgov, ol
Kpooooi tns P.g. endyouv Ty ékppaacn oto evbobnnio
s npwrteivns MCP-1 (monocyte chemoattractant
protein-1), nou dpa XNUEIOTAKUKE yIa T POVOKUT-
apa.?’ Mapodpola, diadutd npoidvia tns Eikenella
corrodens endyouv tnv ékppaocn ICAM-1, VCAM-1,
oenektivns E kal IL-8 oto evboBnnio, Sieyeipovtas na-
pdninda v napaywyn VEGF (vascular endothelial
growth factor), nou evepyonolsi tov noAdanAaciacuéd
twv evboBnAiakwy Kuttdpwy.®

AAAn 6pdon twv neplodovionaboydvwy o1o
evboBnAio gival n augnon tns ékppaons petanio-
npwteacwv phtpas MMPs, nou cupBdniouv otnv
ph&n ts abnpwpatkhs NAAKAs Kal oTov OXNPATIoo
Bpoupou.’* Etal, éxel dianiotwBei du 1o neplodovio-
naBoyovo A. actinomycetememcomitans (A.a.) endyel
v ékppaon s MMP-9 oto evboBhnio ths aopths.®

Extos and tous kpoooous, nou gival anapaitntol
yia tnv npdoguon kail v digicduon ota evbobnaia-
Ké kUttapa, n P.g. diabétel kar aAdous Aolgoydvous
napdyovies 6nws svbonenuddoes, nou kadouvtal
‘gingipains’ (gp).°%°* O1 gp €ival pia oikoyévela na-
popoIwy Pe TNy Tpuyivn evbonenudacwy KUOTEivNS,
nou Bewpouvtal uneubuves yia 10 85% tns cuvoAikhs
npwteoAutikhs dpactnpidtntas s P.g. Alakpivovtal
o€ autés, nou ubponUouy tov Seoud e TNV apyivivn
(Rgp) kal nepifapBévouv v uywnihs poplakhs padas
HRgpA kai tnv RgpB kai otnv K (Kgp), nou udponuel
tov beoud pe v Auaivn, 200!

Avdpeoa ous avapepOpeves eNIOPACEIS TWV gp NS
P.g. ota evboBniiakd kuttapa ival n anmgia s
Ikavotntas NpookdAANCNS Tous Kal N npoaywyn s
anéntwons tous.®%% Akoun, éxel napatmpnBbei 6t n
Kgp, dpwvtas avtiBeta ané tous kpoooous s P.g. 8387
npokadei peiwon s ékppaons IL-8 kal MCP-1.%4

Apeoes enidpdoels o€ KUTtapa eAeypovns, neies
PUiKEs ives (AMI) kal aipgonetdnia

Yupnnéyuata Rgp kai Kgp s P.g., ubponuovias
napayoueves ano ta evepyonoinuéva T-Aeppokutiapa
Kutokives (IL-2, IL-4, IL-5), Siagoponoiolv ts dlape-
ocondaPBoupeves and autés psypovmodels avudpdoels,

onws n evepyonoinon kal o noANanAaciacpos twv
B-Aeppokuttapwy, n adinfeni®pach tous pe ta T- kal
N NapPaywyn avooooaipivay.®>97

O1 gp s P.g. enions npwteoAUouv to CD14 twv
povokuttdpwy kail tov unodoxéa C5a twv oudetepo-
oiNwy, avacténnovtas v avayvapion s P.g. and
10 govokUTtapa Kal v xneiotagia twv oudetepoeI-
Awv avtiotoixa.®®* Enions, npwteonvovtas tov TNF
diakénTouy v enikoivwvia petagy eReypovwdwyv
Kuttdpwy, avacténnovtas Ty avoconoyikn andvinon
T0U Eeviotn.'

ANANn epniekdpevn otny aBnpoyéveon dpdon twv
Rgp tns P.g. €ival, éu Sigyeipouv tnv onpatodotolpevn
and v npdéoinyn ofeidwbeioas LDL petdntwon twv
HaKpo@Aaywy o€ appmdn péow NpwiedAUoNS NS
anoB-100 npwrteivns ts LDL.™"102 Akéun, or Rgp,
s P.g. mBavws evepyonololv AguKoKUTIApa Kal
aigonetdnia otnv napaywyn petafonitv evepyou
otuyovou, ue anoténeopa oeibwon tns LDL, dnpi-
oupyia appwdiv pakpopdywv kal noAfaniaciacud
IvoBAaotdv. ' Akéun kal hepgovwpévos o Ainonou-
oakxapitns (LPS) tns P.g., 6x1 poévo endyel S5oooeEap-
Peva tnv dnploupyia appwdv pakpo@dywy'®
anné kai Sieyeipel tnv ékPpacn o€ autd oxeUlOPEVWV
ye v aBnpoygveon yovibiwy. 1051

EnminAéov, o1 gp tns P.g., au€dvovtas tv ékppacn
popiwv 6nws n ayyeionointivn 1 kai 2, npodyouv tov
nonnaniaciaopd twv Agiwv puikav Ivav (A.M.1.) tou
TOIXWPATOS TWV ayyEiwv kal v napaywyn petanfo-
npwteacwv phtpas (MMPs), pe anotédsopa pnén ins
abnpwpatkhs nAdkas kal andéeea&n tou ayysiou and
tov oxnpatulduevo Bpdppo.20-20.107

E¢aAnou, ol gp s P.g. aAAnAsnidpdvtas pe uno-
boxeis (n.x. toll-like receptors, TLRs) twv aiyonetani-
wv, augdvouv ta enineda evbokuttéplou acBeatiou
Kal evepyonoloUv thv oucowpeuah tous.'%1% H enep-
xOpevN PE tnv anéntwon tou evdoBndiou €kBeon tns
unokeipevns Bacikns pepPpdvns enitpénel aninAeni-
6paon twv aiponetaniwy pe koNAayévo Kal Npwrtel-
VES Tns e€wkuttdplas Bepénias ouoias, Enayovias Ty
EVEQPYONOINGN TOUS NPOs OxNpatiopd BpduPou. 101
H enaydpevn anod tnv P.g. cucowpeuon algonetaniov
dieukouvetal and anAnnenidpaon twv algoouykof-
Anuvav s pe v yAukonpwrteivn llb-llla (ivieykpivn
allbPB3) wns emipdveids tous, KAtdMNIV oXNPATCUoU
yépupas Ivwbdoydvou.'?

Ténos, a&ilel va avagpepBei n onuaocia otnv abn-
pookAnpuvon twv €I0IKDV yia v kapdioAinivn avu-
owpdtwy, Nou éxouv avixveuBei oe uynious titious
oto ounikéd uypod Kal tov opd uePidas acbeviv pe
neplodovtiuda.’ 1> Autd ta npo-Bpopfwukd avu-
oWpata, Nou endyouv tnv evepyornoinon Kal cucow-
peuon aiponetafiwy, napdyovial ws anoténeoua po-
PIAKOU PIKNTOHOU €vavU OUYKEKPIPEVWV NPWTEIVIKDV
enitédnwv neplodovionaboydvwy, dnws ol Rgp s
P.g. kal n pwo@oyAukepIvikh kivéon tou Treponema
denticolg 014117
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Eikova 3. YuvonuKA oxXnuatikn aneikovion twv TOMIKWOY KAl CUCTNPATK®V €NdpAoswy tou npotinou
npo-aBnpoyoévou neplodovionaboydvou Baktnpiou Porphyromonas gingivalis (P.g.), nou guniékovial otny
diadikaoia tns aBnpookinpuvons kal otny avantuén BpopPospfonikiv eneicodiwy. (Tpononoinpévn and

v BiBAoypagia)®

O1 onpavukotepes and us dueces enNdPACEIS TOU
neplodovionaboyévou Baktnpiou P.g. atnv Siadikaaia
s abnpookinpuvons kal avantuéns BpopBoeufo-
Aikwv eneicodiwy Katdniv ph&ns tns aBnpwpatikhs
nAdkas anotunmvovtal oxnpatkd otnv Eikéva 3.

Lupngpdaopata

Yuvoyilovtas, ocUpewva pe ta dedopéva tns ouy-
xpovns d1eBvous PiRAioypapias n nepiodovukn vodoos
(N.N.) ouviotd pétpias Baputntas napdyovia Kivéuvou
yia tnv avént&n abnpookAnNPUVTIKAS ayyeiakns vo-
oou (A.A.N.) ye o€gies eEkKONADOEIS Ta OTEPAVIQia KAl
10 ayyelakd eykepanikd eneioddia (ALE.E.).

H ouoxéton petatu M.N. kai A.E.E. éxel anoboBei
o€ nolkidous niBavous pnxaviopous. Avaueoa os
autous avagépetal N ouvunapén KOGV Napayoviwy
KivbUvou, KaBms Kal KoIvNns yevetukns npodidBsons
Kal yia us dUuo vooous. Enions, éxel katabeIxBei n
onuaoia noikidwv naBoguaoiofoyikmy 0dwy, Nou
evepyonolouvtal ota nAaiola s opeINdUEVNS Otny
M.N. cuoctnpatkns eAsypovns, yia tnv évapén (abn-

poyéveon) kal tnv Npdodo s abnpookAnpuvaons.

MNANBos npdopatwy PeNETmY €Xxouv enions &ni-
onpdvel, 6u €kt0s and US KATAOTPEMTKES TOMNIKES
dpdoels tous oto neplodoévuo, ta nepiodovionabo-
yova BaktNpIa —UE XAPAKINPIoOTKS EKNPAOOWMO TO
Gram-apvnukd Baktpio Porphyromonas gingivalis—
b1aBétouv Ikavotnta €10660U OTNV CUCTNPATKA KU-
knogopia. Etal, aokoUv noikines ansubeias dpdoels
oto ayyelaké evbobnaio, ta kUttapa QAeyPovns
(uakpopdya, devdpiukd, B- kal T- AepgokUtiapa),
us Aeles pUiKEs fves Tou ayyelakoU TOIXWPATos Kal ta
algonetdnia, ouvienwvtas noAAanAws otnv Npdobdo
s aBnpookinpuvons pe teAIkd otddlo tnv phEn s
aBnpwpatkns nAdkas, nou odnyei otnv ekbhAwon
otéwv BpopPoepBonikmy eneicodiwy, ocupnepinap-
Bavopévwy Kal twv 1oxaipikov A.E.E.
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