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EDITORIAL

C-avTIdpwon npwteEivn
AnAGC SEIKTNE N Kol 60BAPAC NApAyovVTac
KIVOUVOU KOPSICYYEIOKOU VOOAMATOC;

Zuvexeig aBpoizdueveg nAnpoopieg LIIOSNAGVOLY ATl
n C-avudpaoa npwteivn (CRP), ektdég and 1o yvowotd
m¢ péno ¢ évag noAv svaicBntog, aAAd pun £181k6g
Seiking @Aeypovng, Noipmwéng n 10tikAg BAGBNg, napov-
o1dzel kal éva gupl @dopa Bionoyik®dv 1810TNT®V Kal
aflonpdoektmv AITOLPYIOV, epnAekopevoy mbavdtara
ka1 otg Siepyaocieg aBnpookinpuvvong-aBnpoBpouBoyé-
veong, npodyovtag dueoa v ep@dvion evog Mpo@AEy-
HoV®S0oLES Kal Npo-afnpooKANPLVTIKOV @AIvVOTLIIOL PHECK
Kal NG €VEPYONOINONG TOL HETAYPAPIKOD MUPNVIKOV
napdyovta NF-kB.1-6

H @Asypovn anotedei évav and 1oug akpoymviaiovg
AiBoug g naboyéveong tng aBnpooknnpuvong,” n oroia
obNnynoe TNV €MCTNHOVIKN KOvOTNTA vad €MKeVIpwOel
oto péno nov Siadpaparizer n CRP ot Sigpyacia tng
aBnpovéveong. O péhog avtdg punopei va éxel S1ttd xa-
paxmpa. [padtov, 1a enineda tng CRP avuxkartontpizovv
10 PAEYHOVDSEG @optio péoa ot abnpooKANPLVTIKEG
BAABeg ka1 kat’ enéktaon to Babpd svndBeiag ka1 actd-
Be1a¢ TV aBnpopatikdv nAakadv. [a to Adyo avtdv,
av€npéva enineda tng npwreivng pnopesl va cvviotovy
10 npoavdxkpovopa pnéng g NAdKAg Kal, CLVENXG, TNG
ANo@PAKTIKNG aptnplaking vocov. Asvtepov, n CRP uno-
pel va ovppetéxel Spactikd otny aBnpookANpLVTIKA Sigp-
vaoia.”

‘Onwg Ba avagepbei ka1 napakdtw, n CRP eivai na-
podoa oto ayyelakd toixoua, onov endyel v Ekepa-
on popimv rnpookKoNAnong, énwg tng E-cedektivng, tov
S1akvttdpiov popiov npookéAannong-1 (intercellular
adhesion molecule-l, ICAM-1) ka1 tov ayyeiakoL po-
piov npookdéAdnong-1 (vascular cell adhesion molecule-
1, VCAM-1) and 1a evboBniAiakd kVOTTApa, GLUIEPIPE-
pOUEVN KAl OGS EUUECOG XNHUEIOENKTIKOG apdyovtag yia

Ta POVOKUTTApa g AIPAtiKNG KLKNogopiag, Siepyaocia
n onoia emrtedsital péow snaywyng andé tm CRP ng
XNUEIOEAKTIKNG npwieivng-1 twv povokvuttdpwv (mo-
nocytes chemoattractive protein-1, MCP-1).23°> Emnaéov,
n npéo@atn avakdAvypn Ing TOMKAG Mapaywyng tng
CRP xai tov Nporeivdv 1oL CLUUNANPOUATOS HECA OTIG
MAGKeg LNOBEIKVVEL TNV £VEPYO CLUUHUETOXN TNG MPOIET -
Ung oto @Asyuovaddn kartappdkin. s

H CRP cuv8éctar ka1 opwvivornolei tig¢ LDL xai 161ai-
tepa 1g ofe1dwbeioeg (ox-LDL), emtpénoviag étor tnv
elco8o péoa ota paxrpo@dya tov aptnNPIAKoyL TOIX@UA-
10G, PeTatpénovidg ta os tumkd appddn kottapa (foam
cells), nov, wg Yyvm»otd, cuvvictodv 1o Bepénio AiBo oiko-
&éunong g abnpoyéveong, Ue anotéNeopd v eVioxXv-
on g PAEYHOVAG OTo ToiXmua tov ayyeiov.*>? H sico-
8o¢ twv ox-LDL ota pakpopdya yiverar péowm 181KV
vrnoSox£mv, Twv ekkabBapiotdv vnoSoxéwv-A (scavenger
receptors-A, SR-A), o1 onoiol npoohauBdvouvv aveEéney-
Kta 1g abnpoydveg ox-LDL.19 Zdpemwva, Aoindv, pe ta
napandve, n CRP 8iabéte1 npopAsypovddeig 1816tnteg,
o1 onoigg Ba unopovoav va cupBdanovv Svvntikd otnv
nafoyéveon, e€€NiEn, KABWS Kal oI eMMNAOKES Tov abn-
POUATOG.

O peizov vnoboxéag g CRP ota avBpdmva pa-
Kpopdya €xel tavronoinBbei wg 0o XaunANG cLvyyEvelag
vrnoSoxéag CD32, eved n ocvvdeon tng CRP pe 1o CD-
32 eivar annniioe1bikn. AkonovBwg, Ba avagepbodue
omv evla@épovoa avakoivmon, cOPE®VA UE TNV ornoia
n CRP endye1 tv ékgpaon tov mRNA tng petadnornpo-
teivdong-1 tng Ospéhiag ovoiag (matrix metallopro-
teinase-1, MMP-1), pe ovvéneia tnv av€non €KKpiong
g tedevtaiag and ta pakpoedya g abnpoudatikng
nAdKag, nov éxel w¢ anotéAsopa v anoddunon ng
e€wkuttdpiag Bepéniag ovoiag.’? Me avtdv tov tpdno, n
CRP ocvviedel omv aotdBeia tng nAdkag, @aivopevo
rnov avaotéNNetal and aviioopara Katd tov CD32.1

H CRP ocvoxertizetal pe tn Suondeitovpyia tov evdo-
OnAlak®V Kuttdpwv’? Kal thv npoaymyn g adnpookin-
puvong, avactéNdovtag, evlexopévmg, TNV Napaymyn
g evdoOnA1akNg cuvvBeTtdong TOL AYYEIONPOCTATEVTI-
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koU vitpikoL o€e1biov (eNOS), kaba¢ Kal tng ovvOetd-
ong tng £§i00L AyyEIONPOOTATEVTIKAG KAl AVTIAIUONETA-
Alaknig npootakvkiivng (PGIS), 2318 eved eivar o Béon
va nponé€el tnv nabonoyikd av€npévn ayyeio8pactiko-
NTa oTI¢ NAOXOVOES OTEPAVIAies aptnpieg acBevav pe
aotabn omBdyxn.® EmnAéov, n CRP oe cuykevipdoeig
MPOYVMOTIKEG KAPSIayVEIAK@OV eNe1l008imv avactéNiel
dpeoa tn Siagopornoinon, Aeitovpyia kar emBimon 1wV
apxéyovev ev8oOniiakdv kuttdpwv (endothelial
progenitor cells, EPCs), ta onoia anotehovv otoixeia-
KNe181d Tng ayyeloyéveong Kal Tng andvinong otn xpovia
1oxaipia.’® Avtd, pepikadg, ogeidetal otn peioon £kepa-
ong ¢ eNOS twv EPCs, nov npokadei n CRP. Eniong,
n CRP npodyel tv evoOnAiakn anént®on, eV CLVTE-
Nel, dnwg £€xel avagepbei, kar otn Spactnpionoinon tov
evboBnihiakod NF-kB.5¢ e cuppmvia pe 11g napandvm
napatnpnoeig eivar kai 1o gvpnua 6t n CRP 81abéter
v 1816tnta va evaicbntonoiei 1a ev6oOniiakd Kottapa
MPog KAtaoTpo@h and 1a KuttapoAvtikd kotrapa.®®

EmnpdoBeta, n CRP «8ievkoAbvel» tn BpopBoyéve-
on 8ieyeipovtag tn BiooGuBeon tov 10TIKOV napdyovia
(tissue factor) and ta pakpoedya,? tov svapktnpiov
&nnadn BpopBwtikov napdyovia, nov svBvveral yia ta
BpouBwtKA-ano@paktikd ene1cddia, vnodnadvoviag ot
vwnAég ovykevipdoelg CRP oto nAdopa Kair 1o péye-
Bo¢ tng evandBeong tng otig aBnpooKANPLVTIKEG MAG-
KEG OXETiZzOVTAl oNPAVTIKG pe Ty gundbeia kal v aotd-
Be1a Tng NAAKAG Kal, CLVEN®MG, UE TNV gu@dvion oféwv
BpopBwtik®v cvpBapdiwv. Emiong, n ékgpaocn Kai n
Spaoctikétnta tov avactodéa-1 tov gvepyonointi Tov
nAacpivoyévou (plasminogen activator inhibitor-1, PAI-
1) and ta avBpdmva evéoBnhiakd Kottapa, evog, Snia-
61, Baoikov ka1 10xvpov napdyovia BpopBoyéveong, £xel
Bpebei va avfdverar and tnv enibpaon tng CRP” Mia
annn aSlonpdoekin Spdon tng teAsvtaiag sival 1o ye-
yovég 61 endyel tov apibud towv vnodoxéwv-1 tng ay-
velotacivng-Il (AT-1 receptors)?® ka1 pddiota n &pdon
avth AapBdvel xdpa os xapunAov oxetikd BaBuod ov-
ykevipooelig tng CRP, nov @époviar ndviog va eivai
MPOYVMOTIKEG UEANOVTIKAOV KAPSIAyYEIAKDOV eMe10o8imv.
Qotdoo, eival yvootn Kar 8e8opévn n onpavuxkdnta
twv AT-1 omv naBoyéveon tng abnpookinpuvong, ye-
yovog Mov evIvnmolakd Katadeikvvetal and mv agbo-
via vnapéng avteov twv vnodoxéwv péoca otg abnpo-
OKANpPLVTIKEG BAGBeG. 18

[vwpizovpe 611 n CRP Seopedetal pe 11¢ MAACUATIKES
pepBpdveg Kuttdpwv nov éxouvv vnootei BAGBn 1 karta-
OTPOEPN KAl EVEPYOIIOIE] TO CUUNMANPOUA HEC® TNG KAA-
OIKNG 0600, gvd éva dBiKto odoTNUA CLUMANPAOUATOG
@épetal va anotedei onpavtkd napdyovia wpipavong
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twv aBnpookAnpuviik®v BAaBov.? ‘Otav n avOpodmun
CRP nipocbeBei pe éva ovvdétn, nov sivai ite avténo-
vog (Amonpwrteiveg, BAagpBeioeg Kuttapikég pepBpdveg,
anontwiikd kottapa kK.d.), eite e€wyevng (ovotatkd
naboydvmv HIKpOOPYaAVIoU®V, QUTIKA Mapdyemya K.AML),
avayvepizetal and tov napdyovia Clq ka1 evepyonolei
1oxvpdTarta TNV KAAolkn 086 1oL CLUNANPOUATOS, HE
enaxdonovbo tn cvppetoxn touv napayovra C3, o onoiog,
€KTOG TOL OT1 givar o BioAoyikd onpavikOTEPOG TOL
CLUNANPAUATOG, OLVIOTA TALTOXpovd TO KUPIO POPIo
MPookKAAANONG ToL eV AOy® ovotnparog.>? H teAikni
katdAnén eival o oxnpatiopdg Tov CLUMAEYUATOS MPO-
oBonng tng pepBpdung (membrane attack complex) n
C5b-C9, 10 onoio ocvviotd noAvpoplakd Amrnmodianvtd
oVUMAEYUA, MOL £XE1 TN HOPEPN NMOPoL 1KavoL va Sianep-

20"Exe1 Se1xOel

vd v kuttapikn iimdiaxkn SinnootiBada.
Aoinév 611 n CRP cvvevromnizetal 1600 pe 10 odunieyua
npooBoAng tng pepBpdvng, éoo Kai pe to C3 péoa otig

MPAIPES aBnpookANpLVTIKEG BAGBeg.319

O1 Sevigpoyeveic embpdoeig tng CRP, nov akonov-
Bolv tn 8éopgvon pe 1o cLVSETn, gp@avizovy opoldTn-
TG He pepIKES Baoikég 1810TNTEG TV AVTICOUAT®OV, LITO-
SnAcvovtag 61 Kdtew and opiopéveg kKaraotdoesig n CRP
pnopei va cuuBdaiel otnv duvva tov eviot Katd tov
Nop@dEemv, aNAd Kal va NEITOVPYNOE] WG £vag MPOPAEY-
povaddng peconaBntng N va evioxOoel TIG MPOQPAEYHO-
vddelg embpdoelg apKetdv AAA®Y peconaBniadv, nepi-
AapBavopévng kal g pikpoBiakng sevdortoivng, KabBwg
Kdal va CLUPPETAOXEl 08 QLOIONOVIKEG Kal nabopuaoiono-
VIKEG CLUIMEPIPOPES TV ALTONOYMY CLOTATIK®V Hopimv. >

H xAaoikn CRP, nov avnikel omnv OIKOYEVEId TGOV
nevi(p)aflvov! kar anotedei pépog tng ocOUPLING AVO-
coandvtnong, ival pia KUKAIKA MeVIAUEPIKA npwteivn,
n onoia eAaxICToNolel Tn CLOCPELVON TV OLOETEPOPI-

21'Otav n Neviapepng

A®WV OTOLG PAEYHOVASEIS 10TOVG.
popen Siacnaotei, o1 vriopovddeg tng CRP veioctavial
S1apOPE®TIKEG TPOMOMOINCEIG, MOV KATANNYOLV OTNV
éK@pacn evog Eexmp1oToV 100PUEPOVS, UE povadikd avti-
YOVIKA Kdl @QUOIKOXNUIKA XAPAKINPIOTIKA, TOL HOopiov
tpononoinpévng CRP (modified CRP. mCRP), nov npé-
o@arta £xel avixvevBel Kal oto ToiXmwpa ELOIONOYIKAOV
ayyeiov 1ov avBpdnov.?? AndAs1a TNG GLUPETPIKAG KU-
kAKNG popeng tng CRP kai o oxnpatiopés tng mCRP
npodyel éva eAsypoveadn @aivotuno TV avipdnveov
ev800BnAIaKdV Kuttdpwv péow evdg p38 MAPK (p38
mitogen-activated protein kinase)-e§aptodusgvouv punxavi-

opov.??

Eivair 18iaitepa svbiagpépovoa n Sianictwon 61 1o
mRNA tng CRP éxe1 avevpeBei otig aBnpopatkég nid-
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KeG TV ote@aviaiov aptnpidv.?? Ta enineSa nadoparog
g CRP otmn otepaviaia xukdogopia sivar katd nond
vynAdtepa oe acBeveig pe aotabn otnBdayxn kai eda-
EPAS LYnASTEPa ot gkeivouvg pe otnBAdyxn npoonabei-
ag, oLYKpIVOPEVaA PE Ta enineda atéumv 1OV Onoimv o1
otepaviaieg aptnpisg eival ayyeioypa@ikd QUOIONOYVIKEG.

Ta gvpnparta avtd vnodnadvouy 611 n evidg TV OTE-
@aviaiov nAakodv gvpiokopevn CRP unopei va cuvte-
el ota av€npéva enineda nhdoparog tng CRP otn ote-
@aviaia Kukhogopia, 181aitepa petald acbevadv pe actabn

omBdyxn.??

H 101ukA vékpwon ovviotd éva 1oxvpd ofeiag @dong
epébiopa kai, ocuvven®g, petd and éva ofO pvokapdiaxkd
éuppaypa napatnpeital pia eVIvnmolakn andvinon g
CRP, 1o péyebog tng onoiag avtikarontpizel tnv €Ktaon
NG pLOKAPSIAKNG VEKp®ONG.1°

EmnAéov, 1o péyioto tov npov tng CRP, nov AapBd-
vel xopa 48 dpeg petd and mv gu@dvion 1ov epEpdy-
parog, amnotenel 10Xvpd MPOYV®OTIKS napdyovid ng
ékBaong tov.?# Eivar onpavtiké 10 yeyovés é6u n CRP
esvanotifstal péoa oe dAa ta pvokapdiakd éueparta,>%
eV nelotika neipapankd Sedopéva vnodnicdvouvv 41 n
andvinon tng CRP éx1 pévo avtavakAd v 10TIKA Ka-
taotpo@n, adAd prnopei eniong va cvuBAAAel onpavuikd
otn coBapdnta Tng IGXAIPMIKAG Huokapdlakig BAGBNng.5%
E€dndov, 6na ta Bavarngdpa spepdypara nepiéxXovv,
o010 VEKp®TIKG pvokdpdio, CRP pazi pe svepyonomnpé-
VO OLUMANPOUA, £V OE MEIPAPATIKEG HENETEG N EVEP-
yoroinon tov ovunAnpodpatog Bpébnke va cuvuBdaddel
ovolactikd oto péyebog tov ep@pdyuarog. o2

"Exe1 nAéov emBeBaiwBei 611 n avOpdmun CRP, pédow
g 1816nTtdg TG va gvepyorolel 1o cuUNANpoUd, avid-
vel 181aitepa 10 ep@paktikd péyebog (uéxpr kar 40%)
HETA and MeIpApatikA anoNiveon ToV OTEQAvIaiov ap-
mpidv. O1 péyioteg petepgpayuatikég tpés g CRP
£XOULV OLOXETIOTE] pe Koldlakn pi&n kabadg kar pe pnén
twv Onnoe1lb®dv pudv, avefdpinta and ta enineda tng
OAIKNAG Kivdong tng Kpeativng (CK).?”

H ocoBapn mBavéinta éu n CRP ovppstéxel kal oup-
Bdnnhe1 otnv naboyéveon g abnpoyéveong-abnpoBpdpu-
Bwong kal kat’ eNéKraon TV KATACTPOPIKOV Kapdiay-
VEIAKOV vOonUAI®v Kal To yeyovog ot Sigupvvel v
10Xa1pikn pvokapdiakn BAGBn, Ba npénel va anotenéoel
KIVNTIPO y1d TOLG EAPUAKOAOYOLE TOL PEANOVTOE ava-
@OPIKA PE TNV MAPACKELN €181IKOV QAPUAKELTIK®OV Ta-
paydéviov, nov Ba avactéNdovv tn yéveon N Kal In
6pdon tng CRP oe avtég 1ig nepimnidoeig.
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TéAog, ka1 wg ovunépaopa, sival Noyikd va Siepmin-
Bolpue av n —-katd kavova- cvvenng oxéon petafd CRP
Kal §pactnpidIntag voonp®v KATAOTACE®V aviavakid
6x1 pévo wa andavinon ofeiag @dong otnv onoladnnote
naBonoyikn Sigpyaocia, aAAd eniong tnv 18161nta Kai m
Suvvarétnta tng CRP va ocvvtedei omv naBoyéveon kai
N otnv embeivoon piag 10tIkAG BAGBNg.

Me dnna Adyia, éxovpe to avagaipeto Sikaiopa va
Siatvnwoovpe 10 gdAoyo egpdtnua: «Efvar annBéc éu
600 neproocdtepn CRP napdyeig, téoo nepiocdtepo sical
GOOSVﬁg;».
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