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H xpdvia nnatitda C xapaktnpidetal and tnv ePEAVIoN TwWV KAAOUPEVWY «EEWNMNATIKWV EKONAWOEWV», ONWG N
PEIKTA KpUOoPAlpLvalpia, To cUvVSPOopo sicca, Ta AeP@PoUnEPNAAcTIKG VOONPATd, 0 0aKXapwong &1aBAtng, anotenet
OPWG Kal loxupd napdyovta KiveUvou yia epgpavion kapdlayyelakwy (KA) voonpdtwy, énwg n oTepaviaia vooog Kat
1A AYYELAKA eYKEPANIKa eneloddla. OL BAaBeG and to kapdlayyelakd Bewpouvtal nAgov £va and Ta ONPAVIIKOTEPA
aitia BvNTOTNTAG TWV CUYKEKPIUEVWY AOBEVWY, EVW N UMOKALVIKA ayyelakn BAdaBn eival noAl cuxvotepn oe dtopa
pe xpévia nnatitda C o€ ox€on Pe ToV Yevikd NANBUoPS Kal NpoUndpxeL TNG EPQAviong KA vodoou noAnég eKaETieg.
MolkiAol pnxaviopol evoxonolouvtal yla Tnv PeAavion NG ayyelakng BAaBNG otoug aobeveis pe xpovia nnatitda C.
H xpdvia @Agypgovh nou anavid cuxvd otn xpovia Aolpwén and tov 16 tng nnatitdag C (HCV) obnyel o€ pla
OUOTNPATIKA PAgyPovwdN andvinon nou Pe Tn oelpd tNG gpaivetal va odnyel og ayyelakn BAaBN. ENnAéov, N xpdvia
Aoipw&n and tov idlo tov HCV @aivetal va odnyeil oe dlatapaxn Tou ayyelakou evbobnAiou, BRpa avaykaio otnv
€€€AIEN TNG aBnpwpdtwong. TéAog, oL 5latapaxég Tou PetaBonlopou nou epgavidovial otn xpévia HCV Aolpwen —
PE onpavtikétepn dAwv TNV LvoouAdlvoaviiotaon— odnyouv oTnv NpWIKN aBnpwpdtwon Twv ayyeiwv Kal o€
UNOKALVIKA N KAWVIKA ayyelakn véoo. Av kal 6Aa Ta napandvw polddouv eAKUCTIKEG Bewpleg yla TNV eppavion
ayyelakng BAaBNG nou oxetidetal pe tov HCV, 10 €wG TWpa Nelpapatika 6edopéva dev enapkolv yia tnv
anooa@nVIon Twv NABOYEVETIKWY PNXAVIOPWY, KEVOVIaG avaykaia tnv nepaltépw €peuva npog autn tnv
kateuBuvon.

B—r Né€eig-kAe1616: Hnatiuda C, UNOKAWVIKA ayYELaKA VOGOG, aBNpWPATWON, aPTNPLAKA CKANPIaU

mra 1o Ovntémro’. Extéc Sume Tmv NTomndy x-

Ewcaywyn dMAidoewv, oL aoBeveic autol uToEel ovyva va eu-

H Loiumé&n amd tov 16 g nratitdoag C (HCV)
arotelel Eva TayrSouLlo TEOPAU, xa0ws TeQl-
ov 70 exaroupiora dTopd TACYOVV Ot KOoOVLO
HCV Moium&n'. H yoévia avty hoiuwen eEeicoe-
Tl OVVHBWGS 0EYA oL ov acBevels TaQanEvVoLvv
OOV UITTOUOTLROL VL0 TTOMAAL X0OVLOL UEYOL VOL AVOL-
TTOEOVV ETTAORES ATt TO NI, OTTMS 1) RIQEWON
TOU 1{TTOTOS KOLL TO NITOTOXVTTOQLLO ROQUIVIOUDL, OV~
Edvovtog ™) — oyeTllouevn He To NrtaQ — vooneo-

* H epyaoia éxel xpnpatodotnBel and tnv EAANviKA Etalpeia Ynéptaong.

@avioouy no TG AeYOUEVES EEONITOTIXES EXONAD-
oeig g nrotitdog C, 6mg 1) RQUOCOLOLVOLULLT
oyyeltda, To AeppoiTeQTAUOTIRG VOO UATA, 1
YOOVLaL VEQELKY VGO0, TO 0UVAQOUO sicca oL O
oanyamdne Stapimc’. Ipdogata dedousva ov-
oyetiCovv ) holuwEn amd tov HCV pe avEnuévo
ETUTOMNULOUS VITORMVIATG OAAG ®ow ®MVIRA, EXONANG
#apdLayyeELamic véoov, Smwg 1 oteqaviaio véooc?
AOL TOL OYYELOHRG, EYREQAMHA. ETELOOOLOO,
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Zynpa 1. Iibavol unyaviouoi weoxinons ayyeiaxijs BAGSANs amo tov 16 g nratitioos C.

H vroxhwvixy ayyeionny BAGPN (Aettoveywwi 1
domxy) exdnravetor wg duorettovpyio Tov evdo-
OnAlov, un ®otdAANAN avadlouéEE®MoN Tov ay-
velov, aptnoLaxy] oxAjQuvon %ot afnemuUdTwon
%ol €XEL ONUAVTIXY TTEOYVWOTLRY aElo Yo T ueh-
AOVTIXY EUQPAVLON OYYELOXRMY CUUPAUATOV OALG
AOL WG TOOG TV HAQILOLYYELOXT] KO OUVOAMRY OVY-
oLUOT™TO 0TOV YEVIXO TANBUOoUS. ZuviiBmg auTég oL
BAGPec mpotmdoyouv el denaetieg LY TV eUd-
vion ®Avird Exdning rodiayyelanic vooov, evad
1N aviyVeVor| TOUG EIVOL EPLRTO VO TTOOYUOTOTTOLN 0L
ue ™ ponfeia votdAnhov un exeppfotirwy da-
YVOOTRMOV PeOSSmV xow Prodewmtdv’. Tiupmva pe
AATOLES VITAQYOVOES UEAETES, 1) VITORAMVIXY Ty EL-
oxn BAAPN eugpaviteton ovyvditepa o aobeveis pe
yoovia nrratitda C amrd 6,11 0Tov yeviro TAnduoud,
OUmg VITAQYEL OxOua OLYoyVwuio TAvw o oUTo TO
BEuna, evad N amovoio peydlmv eELETMV duoYEQOL-
veLmy eEaymyr aogoldv ovurepoondtmved?.

OL unyaviopot Tov EUTAEROVTAL OTHV EUPAVLON
nooLayyeLtoxng PAAPNS oto Thalolo g xeOvLag
HCV loipmEng eivor moharthot now oyt oapng Eg-
rnaBaglopévol (Zy. 1). Ztéyog avtot tov deboov
OVO.OROTINONG E(VOL VAL TEQLYQAPOUV cuTol oL Ttho-
vol unyaviouot ®o vo, avalvuBovv o otoLyelo Tov
Voo EICoVY naBEvay amd autolg, ue peyaliteon
EUPAOT 0T OYEO0N TOUGS UE TNV VITORALVIXY CryYEL-
axn vooo.

Kap&iayyeilakn Ovnolpoétnta otnv HCV
AoipwEn

Av naw aoywd 1 HCV holuwEn Bemoeito dti mpo-
ofdALeL amorheLOTLRA TO TTTOLQ, OAO KO TTEQLOOO-
TeQEC £0eVVEG €Y0UV avadelEel T oTeEV] OVOYETION
™G UE TO ROQILAYYELOKO GUOTNIOL KOl CUYRERQL-
uévo v aEnom Tov xadoryyELaxol xvdUivou o
oy€on ue Tov yevird tinbuoud, tiaitepa otovg
000evelc ue TaAyoVIES HIVOUVOU, OIS O CURY L
odONGg drafrtng, N AETNELOKY VTEQTAON KL 1

vreoMmdapia !, Arotéleopna pndhoto avtol
elvor ta ®oOLOYYELOKA ETELOGOLOL VO OLTOTEAOVY,
€Va oIt T ONUAVTIROTEQX altia BvnTdTnTag TV
ao0evav ue HCV hotum&n>12. Mia avadoouxy
uehétn uetakl efelovidv apodotmy €de1Ee avEn-
UEVOL TOOOOTA OUVOALXNG %OL ROQOLOYYELOKRNG
Ovnowdmrag netaEy HCV Betindv atdumv, ov-
yrourtxd ue HCV apvnund dropa!?, evd ta amo-
teAéoparo ovtd emePardbnray amd uia ueyain
EOo0mTIXY] HEAET Tov €8e1Ee GTL dTona e YEovLa
HCV MotuwEn eugoaviCovv avEnuévn cuvoluij xot
roapdiayyeioxy Ovnoudtto og oxéon pe droua
10V YEVIXOU TANBuouovZ. Mdhota, peta&d HCV
BeTivdv atduwv, N avEnuévn xoediayyeron Bvn-
OLUOTNTA (OYVE UGVO VL0 TOL ATOUOL UE OVLYVEVOLUO
uwxo oetio, Oyl Spmg Yo dtopa pe apvnund HCV
RNA, v0deinviovtog (a atlohoyLxy ouoyETLon
UETAED TOV 1OV RO TG ROQOLAYYELOXTS BvnoluoT-
tag. e pto AGAAN pueydhn meoomtiny neAét) @ad-
vnre ot M yxoovie HCV holuwEn amotehel
OVEEAQTNTO TEOYVWOTIXRG TaRdyOVTQ YL BEvaTo
OTto ayYELOUO EYREPAM®O ETELTOdL0, ne avEave-
uevo zivduvo avdroyo ue ta enimedoa tov HCV
RNADB,

Kapdiayyelakog kivéuvog kat petaBoAlkég
Siatapaxég oe aoBeveig pe HCV Aoipwén

H ovoyétion g xooviog HCV holpwEng ue v
ovTlOTOO 0TV LVOOUAIVY TOMTOOVOQEQONKE amd
toug Alisson »at ouv., GTaY TAEATHENOAY GTL KLQ-
owtwrot aobeveic ue nratitnda C eupdviiay ovyvo-
TeQA TUMOL 2 oonyaadn dafrm (ZA) o oxgon ue
APEWTIHOVC aoBeveic dAhawv artiohoyuidv!4, A
tdte nou dheg €peuveg €xovv emiPepfaddoel avtd To
evonua, BEMEMVTAS TV AVTIOTAOY 0TV LVGOUAIVY
WS WO oITO TLG KUQLOTEQES EEMNTTATIXES EXOMADOELS
™g yooviag nratitidag C, mapd 10 GTL VITdQ)EL
axoun dvopwvio edv 1 HCV holumEn odnyet dvimg
oe ZA 1j amhidg og wvoovhvoavtiotaon 023,
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O HCV gaivetal va dpa dueoa 0To HovomdTt
THG ONUATOOSTNONG THG LYVOOUAIVIG, UE ONUOAVTLXY
ovaotoli TG dpAong Tov VITodoYEN TNG KAl OVE-
napr] @wogopuiimon twv PI3 xar AKT?**%. S¢
noptaxd enimedo o HCV gaiveton va dpa ot dua-
(POQETLHES TTOMTEIVES RO LOVOTTATLOL, OVOAGYMS TOV
yovotimov tov. “Etol yio mapdderyua, eve GAoL ot
YOVOTUTTOL (PAIVETAL VO ETTAYOVY TOMTEIVES OLVOL-
OTOATES TV ®UTTAQONVGV (Suppressors of Cyto-
kine-Signaling, SOCS), 1 di1€ygp0on ToU povomaTLoy
tov mTOR, mov 0dnyel o avaotolt] Tov vtodoyéa
™G LVOOUALVN G, ovufaivel uévo atov yovotumo 1
7oL OQeLeTaL 0TV TVENVIXY TEWTEIVY TOV 1012027,
Znuavtrd OAO ETLONG OTNV LVOOUALVOOVTIOTO.ON
7oV TapaTEElTaL ot YXEovIo nratitdo C, galve-
TaL VA TAlCouV ®ou 0L EVEQYOTOLUEVOL VTTOO0YE(S
TOV  TOAOTACOLALOTOV TV  VITEQOSVOMUATMV
[Peroxisome Proliferator-Activated Receptors
(PPAR)]. Ouv PPARa now PPARY eivar ot #iglot
PPAR mov ex@odlovian 0to I ®aL ELEYYOUV TOV
uetafoloud yAurding »nou Amdionv, ennoedlovv
TNV RUTTOQLRY SLOPOQOTTOIN O RO TTOAATAACLOLOUG,
1aB0g o T AeYpovadn amdvemon. Katd ) dido-
xewa g HCV holumEng, M yovidiomy €xgpoaon oto
Nmag Tov PPARa gaivetor vo petdvetor €mg xot
86%%, eV vAGAOYQL EIVAL TO ATOTELEOUOTOL %A YLOL
tov PPARY otov yovétumo 3%,

Avti 1 dwamapayr] te dpdong s PPARa ody-
vel og evamoBeon 1oLyAureQLdimv oto 1 Tov
0d1yoUv og Uelmon Tmv VTodoyEMV adWTOVERTIVIG
07O N0, VA M xeovia nratitida C odnyel o pet-
OUEVY CUYREVTOMOT adovEXTIVIC O0ToV 006%.
Mo ®ow M adurovextivy amotelel €vav Loyved
OVTLOEELOMTIXG XL OVTLQAEYUOVAION TTAQEYOVTOL UE
Eviovn avit-aOnowuotiny 00domn, N LELWUEVY Ov-
YREVIQWON TG OTO aLliLaL ®OlL TO NIt 0dNYEl O€ -
Enuévn abnowpdrmon.

Awatapaxn ev6oOnAiou kat HCV Aoipwén

H dworagoym tov evdoniiov duadpopatiCet mow-
TAQYO QOLO OTNV EUPAVLON TNG AONQMUATIXNG
Thdrag, odnydviag oty eotiaxy dietodvon, v
7Oy (OEVOT RO TN PUOLKOYNULXY] TQOTTOTTO(NON TV
HURAOPOQOUVVTWV COUATLIIMV TV MITOTQWTEIVOV
0ToV Vo-evO0OMALOS Y HE0 133, Autd BgTeL o€ xi-
vnon wo ovvlety Taboysvo alinhovyio, oy tnd
UE TNV EXAERTLRY OTQATOAOYNOY HUHAOPOQOVVIMV
HLOVORVTTAQMV Ald TO Allal TQOG TO ECWTEQLXO,
6moU OL0POQOTOLOVVTOL O UAXQOQAYCL, ROL OTH|

ouvEYELOL UE TNV €(0000 0€ aUTd MITOTQWTEIVAV,
OTTATE AAL UETATOETOVTAL O€ OpEWdN Tt (Xa-
QOXTNELOTIXG TWV TEMDTWV AAMOLDOEMV T TNV
gvamé0eon Mimwoug ota oryyeio) 3430, Xvponiveg nau
OUENTLXOL TAQAYOVTES TTOV OVOTTTUOCOVTOL 0TS TO
€VEQYOTONUEVO EVOOONALO dQOUV OTN CUVEYELD OF
YELToVIrRA Aelo puind »UTTOQO YL VO ETAYOVY TOV
oA oTAaoLaoUs %ol OLQOQOTOINOY TOVS XaL T
dMuovpyia ™me adnomuatric mhdnac’.

‘Ooov agoed ™ yeovie HCV hotuwEn, ta amo-
tehéopata Twv QeVvV dev elval oagr. "Etol €xet
Boebel avEnuévn ovyrévipwon tov popiov evdo-
HUTTAOWMNE TTROOXRGANONc-1 [intercellular adhesion
molecule-1 (SICAM-1)] »ou Tov pogiov TEOORGAAN-
ong ayyelar®v xuttdpwv-1 [vascular cell adhesion
molecule-1 (sVCAM-1)], ovolwv TOU OVTLROTO-
nTiCovv dratapayy| Tov evdobniiov, oe aobeveic
ue HCV/HIV ovdholuwEn®®¥, diaitepa oe 000e-
veic pue yovotumo-1 naw onuoavtry (voon®®, xabwg
%O CVENUEVY OUYREVTOMON TOV TaQdYOVTA Von
Willebrand, o omolog 0dnyel oe oucoweevon ouo-
metalinv ota ayyelo ral TeodyeL TV adnewud-
Twon*, av xat 1 oVYREVTOWOT Tov dev pAvnrE Vo
€xeL aueom ovoy€ton ue v i tov HCV RNA,
oMG e ™ Pagitnta g nraTivc PAALNS.

Avdhloyo amoteléopata maQovoldlovy %ot
€QEVVEC TTOV Y01 OLUOTOLOVY ATELROVIOTIXOVG dE(-
ATES EXTIUNONG TNG AELTOVQYHATNTOS TOV EVOOON-
Mov, ne ®UQLETEQO OAWV TN OYETILOUEVN UE TV
OLUOTIXY] Q0N Oy YELOOLALOTOAY TS BaryLoviov 0QT-
olog [brachial artery “flow-mediated vasodilation”
(FMD)]. “Exo, ov Barone »ou ovv. €delEav 6t 0 ot
pamdvm deintng Nrav moBoloywdg oe aobevels pe
TEOYXWENUEVN Nratky (voon Adyw HCV Loluw-
Enc*!, evd ou Pateria »aw ovv. £8&1&av 6tL oL 0.00e-
velg ue yovotumo 1 elyov maboroywo deintm FMD,
¥ WQEIc Sumg va delEouvv otatotnd onuavtry dio-
opd. otoug aobeveic ue HCV holuwEn o oxéon pe
aoBeveic ywoic avmi*?. Téhog, oL Masia xou ovv. av
nan €delEav evepyomoinom twv evoodnhandv ®ut-
GV (Taforoyués uég SICAM-1 »ow sVCAM-1)
oe aoBeveic ue HCV/HIV oulholumén oe oxéon ne
owtovg e HIV povololumgy, dev €delEav diapood
otov FMD?. Evtottolc oL tepLoodtepeg £0guveg
OUUPOVOUV UE TO YEYOVOS OTL M emtituyric Oepameia
™me yeoviag nratitdag C odnyet og fertimon tov
dewtdv Aertovpywmdmrag Tou evdotnhiov, evioyvo-
VIO TV drroyn g evdodnhaniic diataQayng amd
tov HCV. “Eroy, 1 emtvyiic Ogpameto g HCV hot-
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UwENGS odyel og PelmON TWV TUWDY 0TO TAAOUN OV-
OLayV TTOV Oy eTiCovTal Le TV evdoniiaxt) duoiet-
ToveYia, Omwg tov vmodoyéa-1 Touv mapdyovra
vEnQWOoNg Twv Gyrwv [tumour necrosis factor re-
ceptor-1 (TNF-R1)], twv diahvtaeyv oghextivarv E
»au P [soluble E-selectin (sE-selectin), soluble P-
selectin (sP-selectin)], twv sSICAM-1 naw sSVCAM-1,
1ABWS RO TS OLYYELOTOWNTIVNG-2, TV EVOOIMMaRMV
omorTwTRMY wrgoowuatdinv [endothelial apopto-
tic microparticles (EMPs)] xouw twv emumédmv 000
T0U ghevBegov DNA [cell free DNA (cfDNA)]#44,

Apeon 6pdon tou HCV oto evb00iAio twv ay-
yelwv

[Tépa and ™ Prastry dpdon tov HCV oto evdo-
01Ao TV ayyelmv pEow ™g CVENUEVNS M| LELMUE-
VNG EXNQLONS OVOLWV, OLTHTNON YIVETOL ROL YLOL TV
mBav) dueon dpdon tov (dLov Tou oY oTo EVOoHN-
Moxd witrapo v ayyeliov. O HCV Bempeiton 6t
odnyel oe aONEOUATWON LECH CUOTNUOTIRIG (PAEY-
HLOVAOOUS At VTNOoNG, OUMS AVILYQOQO TOV L0V
€xouv Poebel oe abBnowuoTirég TAaneg ahld nat
UUird #UTTOQO UOXAQITOV 0loBEVAV pe puoradi-
©da. “Etor voppdtia tov yovidiwuatog tov HCV
Exovv Poebel og froyieg pwonapdiov aobevav pe
VEQTEOPXY wvonraEdlomdOelot’, ol nal ot
aoBeveic ne pvoxraditda xar HCV hoipmEn, ot
omoioL Sumg eupavioay Bektinon e puoraditi-
Od.S TOUG UE OLVOOOXATOOTOAY, Y WIS VAL XOELOLOTOVY
Bepamela yio tov HCV4, Emimhéov, xoppudmio tov
yoviduwuatog tov HCV €youvv Poebel now og abn-
QOUOTIRES TAANES 0loBEVAIV ne Yodvia nrotitda C,
oroun %o otay deV avEVQIoHOVTOL OVITYQOPX TOV
100 010 TEQLPEQLXS alpat’*8. Av naw ToL Tapamdvm
amotehéopata detyvouv 6t o HCV wmopel va €yel
%o dueon dpdomn oto evoodnALo TV ayyeiwy, To
delypa Tmv aoBevav mov €yl yonouomom el otig
OUYXERQLUEVES €0EVVECS elVOL TTOAD UKQEG, UE aTTO-
téleopa va eival adivoto va eEayxbBotv aopaii
OUUTTEQAOUOLTCL.

ABnpwpdtwon Kat Aoipwgn and tov HCV

H yo06via LolumEn amd dudpogoug 0Qyaviopovg
paivetol Tog dtodoaunatiCel onuavtid odro ot
draduraota e abnomwudtmong u€ow dnuLoveyiog
wog ovomuotiric pheypovadovg Siepyaoiac®. H
oxéym ot eivon Waitepa wald, ue Tov Frothing-
ham, 1o 1911, va mpoteivel StL «1 aBnoo*ANQ®ON
TOV NMALOUEVDV (000G amAndg va. eivol To ABpoLoua
TV PAafOV Adym AoudEewv 1 netafolnav ToEL-

viv»>Y, KEmoLot armd Toug 00yaviouovs Tov €0y
gvoyomowmBel yio avtd to powvépevo eival Lok,
Ommwg 0 165 Tov amhov €pmnra (HSV-1) naw o nutta-
ooueyohoids (CMV), arrd rar fartiolo 6mmg
yhaptdio xoL to elnofaxtneidio Tov TUAmEOU
(Helicobacter Pylori)36-1-33,

Ou evdelEelg 0Tl 1 0BNEMUATOOT OYETICETOL UE
™ XOOVLXL PAEYUOVY] OTNEICOVTOL O EMLONULONOYLRA
dedopUEVa, 0TV ATTOUGVMON LBV KoL BOxTNOIMV OTIG
0ONOMUATIRES TAARES, OTNV ETTALYWYN 1] ETLTAYUVON
™G aBNEWUATMOoNS Ao LOVG 1] Paxtnoidia ot meL-
QOUOTLRA LOVTELD, OTHV LROVOTNTA PaxtoLdimy va
odnynoovv oe mpoadnomuaTrég xan TeobooufwTt-
%EC ATAVTNOELS 0€ RUTTOQA TTOV OYETICOVTAL UE TV
abnowudtwon (m.y. evoobniond 1j Aelo puind nit-
T0.00), ROODS KO 0T OTEVY CUOYETLON OVAUEDT. OE
roumselg arté tov CMV pe v epgpdvion a0mom-
UATWONC HETE oS petapdoyevon30-1-56,

H yodvia nratitda C, ue ) oe1pd g, €xeL Qo
vel mwg odnyel og YooV ALEYEQON TOV 0lVOOOTTOL-
NTOU OUVOTHUOTOS XOL AVUENUEVY] CUYREVTQMWON
TEOPAEYUOVOOIDV KUTTAUQORIVAV, OTTMG 1] LVTEQAEV-
%nivn 6 (IL-6), 0 moQdyovVTag VEXQWONS TWV GYRMV—
a (TNF-a), n C-avudoanoa mpwteivy (CRP) »ow to
vwdoySvo, ta omoio €xovv cuoyeTlobel ue avEn-
uévn emimroon xadioyyetontic véoou® . Mdh-
ota, og wo uehétn twv Chou xot cuv. avnre mwg
1N xeovia nratindo C oe aobevelc pue abBnowuatinn
v600 oyetiletol TEQLOGOTEQO Ue dEIRTES YQOVLOC
pheypoviig (6mmg 1 C-avitdewoa TEWTEVY), Tod
ue deinteg 0EEOWTIHOU OTRES, RATADERVVIOVTAG TN
OTOVAAUGTNTOL TOU CUYHEXQLUEVOU UNYOVIOUOU OTNV
abnpompotny véoo tamv aobevay pe HCV hoipwEn®.
To mapamdvm CUUTEQUOUA EVIOYXUETOL ROL OTTO TO
yeyovog on og aobeveic ue HCV hotumen €yetl povet
ot udEyEL AUENON OTOVE JEIXTES TV UORQOQPAYMV
eXeVOV OV OyeTCoVTaL PE TS abnomuotnég Thd-
7eg (M2 poampogdya)®!. “Erepog mbaveg pmyovionde
oyetiCeton ue mv emarywuevn amté tov HCV nramw
OTEGTON ROL EVIOYUON TNG EXPQUONGS PAEYUOVMODV
TOQOAYOVTIWV. AVTO €XEL MG OTTOTELECUAL TNV EUPAL-
VLOT LVOOUMVOOLVTIOTALONG RO TNV ETTTALON THG OTEC-
Twonc®. H avtiotaon omy woovhivy evioydel
OUOO0MEEVON MITOQMV 0EEWMV OTO 17T0IQ, 00N YWVTOS
og aUENUEVY B-0EeldmON ®aou TOQAYWYY EVEQYMDV QL
Lahv 0EuySvou®, evad 1 0Eeidwon Tou wroyovpLomow
Mmovug emdiyel v evegyomoinon tov NF-»B, xouw tv

TOQOYWYH TEOPAEYHOVOSHV RUTTHQORVEVE,
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Abnpwpdtwon kapwtibwv kat HCV

Apretég pehéteg €xouvv aELoAOYNOEL T CUOYETLON
™G xeoviag AolumwEng amtd tov 16 g nratitidag C
ue mv adnomudtmon Tmv xoewtidmv. Ou Ishizaka
%O OUV. QLOTT{OTOOAY YL0L TTEWTN (POQA OTL 1) 0Q00E-
nndmro oé HCV oyetiCeton pe avEnuévn mba-
VOTNTO TOQOVOTOS OONQMUOTIXMY TAARMV %L
TAXVVONG TOV E0W-UECOV YLITOVO TOV RAQMTIOWYV,
netd amd diéeBwon Yo Thavoig cuyyLTIROUGS TTOL-
odyovtec’. O Targher xau ovv. emPepaimoay ™
ovoyétion HCV hotuwEng »ow abnowudtmong xa-
owTidWYV o€ pict 1] ttahixt] LeAET ue yo1on vyt-
ovg mAnbvopot ehéyyxov®. Ou Petta nou ouv.®,
uehetdvrog 174 dropo pe MoluwEn amd Tov yovo-
turto 1 tov HCV, dramiotmwoay ot to dtouo ovtd
elyav ueyohiteon enimrwon afnowudtmong xapm-
TdwV 08 oUY®QLON UE TNV Opdda EAEYY OV, YEYOVOS
OV QAVN®E VO CVOYETICETOL UE TOV QUENUEVO
Babud nroatrig (viwong xot tov exaxndrlovbo xo-
TALQQEAXTY] TTQOPAEYUOVMIWV ROl TEOBQOUPWTIRAV
uovomotiayv wov wvgodoteital. Téhog, or Adinolfi
%o ovv. €0elEayv ot aoBeveic pe yodvia HCV hot-
UmEN Xy QUENUEVY ETIITTMON %O EUPAVLONY VO)-
oteQa 0ONEMUATMON TMV ROQWOTIOWV CUYRQLTLHA. UE
dtopa opuddag eAEYYOV, YEYOVOS TOV CUOYETIOT1E
LE TO UXG QOQTIO ®ow ™V Ntk otedtwon®’.
Méyor onjuega dev €xeL ueketnOei edv m erpi-
Cwom mg HCV holuwEng elvan duvatd va odnyroet
o€ emPOAaduvon 1 avaoTEOP TG VITORAVIRIG

aOMEMUATMONS 1] AOTNOLUHNS VITEQTQOWIOC.

Ztepaviaia véoog kat HCV

O pehéteg mov €yovv dLeQeVVIOEL T O0YEOT Y 00-
viog MotpwEng amd tov HCV xau otegpaviaiog
véoov (2N) enpaviCouv avinQoudueva amoTehé-
OUOTA. € YEVIRES YOOUUUES OVYHAIVOUV TQOG uiat
Betnr] ovoyétion HCV holuméng row xvdivou eu-
@dviong EN, amotehovv Oumg UEAETES YoUNAS
moldmTac ue ueydn etepoyévela’®. H mowm ue-
A€ty mov mapeiye evdeiEelg ovoyétiong tng HCV
MotumwEng ue m ZN (opuduevn g otévoon >50%
oe otegpavioyapia) dnuootevdnre to 2004, ava-
dewviovtag v HCV opoBetindtrta wg aveEdo-
o mapdyovta xvdivou yio EN, uetd ond
dL6pBmoN yiar dLAPOoEOUS CUYYVTLROUS TOQAYO-
vrect. TTapdpoLo aToTEAEOUOTO. PAVIHOY KOl OTY)
uehétn Tov Ramdeen »ai ovv.%’ Ze pio ol pe-
yaAn uerét n omola ovumeLélafe 8.251 droua pe
yooviae HCV holumén, pdvnxre ét HCV opobett-
®OTNTOL TOoTEAOVOE QVEEAQTNTO TORAYOVTAL HIVOU-

vou yio eupdvion EN (OVyrOLTIXG UE TNV OUAd
eLEYYOV), VD 1) ER(TTOON NTAV OROUOL TTLO OVET-
uévn oe dropa ue aviyvevolwo uxd @ootio (o€
OYE0N UE TO ATOUO TTOV EUPAVICOV Uovo BeTind
aviiodpora)’’. Te uio AN avadoowny uehé
mov ovurtepLéhafe 82.083 HCV Betind drouo »o
89.582 dropa oty oudda eAEyyov, pdvnre OTL OL
HCV Beuxoi aofeveic magovoialov avEnuévo »iv-
duvo otepaviaiag vooovu, Petd amd otdduion yio
TOQAYOVTES ®IVOUVOU, TTOLOA TO ROUAITEQO MITLdOLL-
WxG TOOQIA 1oL TN XAUNAGTEQT ETITTMON VITEQTOL-
ong ot oxgon pe Vv oudda ehéyyxov’l. Ané v
GA\, ou Arcari xoL ovv. dgv evidmoay ®AToLo oV-
oyxétion ueta&V HCV opoBetirdtrog not oE€og
EUPEAYUOTOS WVORAQOIOV 08 VEOUS, EV EVEQYELX
otpatiwTinovc’?. EmumAéov, oe pnio pedét tov
Momiyama ®at Ouv. avagEQOoVToL TOQOUOLO, TTOCO-
otd. oteavioyoapurd amodederyuévne N uetaty
HCV 0etinddv %o aovnmndy atéumv’>,

Mepupepikn ayyetondbeia kat HCV

Alya dgdouéva vrdpyovv yia t cvoyxétion HCV
MOTUWENS %O TEQLPEQIXIS Ay ELOTAOELOS. Z€ (o
avadoouni] uerétn mwov mepLéhafe 7.641 HCV
0poBetnd dropa xot 30.564 dropua opddog eAEy-
KOV, PAvVN®E AVENUEVOS HIVOUVOS TTAQOVOINS TTEQL-
peouic ayyetomdderag ota HCV Oetind dropa’.

AptnplookAnpuvon Kat HCV Aoipwén

Alyeg elvor oL peléteg mov €youvv avolntijosl
ox€on uetoct HCV hotumEng »ow aomoLomng oxin-
olag. e pia pelétn mov mepLéhafe aobeveig oe -
wodtdrlvon pdavnxre 6t HCV ogoBetirdmro vitov
oveEAQTNTOC TapdyovTag ®LvdHvou yia tapovoio
avEnuévne aoptiic oxhnpiac’. O Perticone xau
ouv. og pia perérn wov ovumepLérafe HCV Betind
dToua., VITEQTAOLXA ATOUO RO VYL TANBuouS €€t~
Eav 6t ta HCV opoBetind dropa elyov avEnuévn
Q0QTLRY] OXANQIOL CLYROLTIKA UE TNV VYW] oudda
EAEYYOU ®OL OLUYXRQIOLUN UE TNV Opdda ELEYYOV TV
VIEQTAORMY atépuwv’®. Emmhéov, og pio uehét
tov Sliem xoL ouv. pdvnxre GTL N oETLRY OrAnEla
Nrav avEnuévn ota droua ue HCV holumEn ovyxot-
TG pe ™Y vy ondda eAéyyov’’. Aviibeta, pio
dAn puehétn (yonorwomolwvrag dlopoeTiny uebo-
doloyia aElohdynong e apmoeLoric oxinelog)
dev €de1&e ndmora drapoed petagd HCV Betirmv
TSPy %o e ouddag eréyyov’s.
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ZupnepAopata Kat NPOONTLKEG

H yo06vice HCV holumEn yopaxmoiCeton amd myv eu-
@avion eEmmmonirav exdnidoewv. Mo amd Tig ov-
YVOTEQES POUVETOL VOL ELVOLL 1] VTTOXALVLXY] RO HALVIXY
ayyewaxn voooc. Ta altia yio to yeyovog outd pold-
Covuv va elva TOAOTTAD Pe ONUAVTIXROTEQX GAWV TH
yoovia pleyuovy mou yapaxtnoitel tny HCV hoi-
&N, TV dueon drartapayri wov mporaiei o HCV
0710 €vO0O1MO TV aryyelmv ®oBmg xaL TS UETOLOM-
%EC ALATOQAYES TTOV OUVOdEVOVV T XOSVLAL NTTaTiTd
C, ue onuovTirdTeEN SAWV TNV LYOOUMVOOVTIOTOO).
Méyot orjuepa dev eivar yvwotd €4y 1) eXQILmOT ™G
¥ooviIog hotuméng amté HCV emiffpadivet 1 avaotog-
QEL TV VIToxAvix aotnotaxn PAASN. Av ko 1 ov-
oxénon avdueoco oty HCV holuwEn xow v
vorhMvirny aryyelomny] PAAPN eivon Théov amodedery-
UEv, 0eV VITAQYEL ETOORNG EQEVVO. OOV QPO OTH
YONOWOTNTO TOV OYYELARMV PLOdERTMOV OE T,
0UTE UEAETEG EXTIUNONS TG AVOOTQEYLUOTNTOS THG
BAGPNS netd v emTuyy| explmon tov L.

270 TAOLOLO CUTO TOEYXOVON EQEVVAL TG OUAOUS
HOS €XEL MG OTAYOVS TNV OXQLPECTEQT EXTIUNON TNG
OUYVOTNTOS TG VITOXMVIXIS OyYELaMiS PAAPNS TV
ao0eviv pe HCV AotumEn xow ) ouvolry exti-
unomn Tov xadLayyeLoxroU ®vdUVoU Tmv aoBevav
ovtdv. Kvpidtepog otdyog pag elvan 1 dtepetvvnon
™G TLOOVHS VITOOTQOPNS TWV VITOXMVIXWV PAABOV
TOV AyYElWV —OTMG QUTES RATAYQAPOVTOL UE TN
yxoNomn gvaiodntwv ayyelaxdv fLodeintdv— netd
™mv emtuyy expitwon tov HCV.

SUMMARY

Androutsakos T, Katelani S, Protogerou AD,
Argyris A

Chronic hepatitis C infection, subclinical
vascular damage and cardiovascular risk

Arterial Hypertension 2020; 29: 117-125.

Chronic hepatitis C is characterized by the presence of
the so-called "extrahepatic manifestations”, like mixed
cryoglobulinemia, sicca syndrome, lymphoproliferative
diseases, and diabetes mellitus; moreover it constel-
lates a strong risk factor for cardiovascular diseases,
like coronary heart disease and stroke. Cardiovascular
disease (CVD) is now considered one of the most
common causes of mortality among these patients.
Subclinical vascular damage is much more prevalent in
patients with chronic hepatitis C as compared to the
general population and precedes the development of
CVD even for decades.

Various mechanisms are implicated in subclinical
vascular damage in patients with chronic hepatitis C.
Chronic inflammation often seen in patients infected
with hepatitis C virus (HCV) leads to a systemic in-
flammatory response which in turn seems to lead to
vascular damage. Moreover, growing evidence shows
that chronic HCV infection leads to endothelial
disorder, a necessary step for vascular damage and
early atheromatosis. Finally, the metabolic disorders
occurring in chronic hepatitis C -most important of
all insulin resistance- lead to early vascular athero-
matosis and subclinical or clinical vascular disease.
Even though the aforementioned mechanisms are
attractive as theories, more data are needed in order
to clarify the pathogenesis of cardiovascular disease
in chronic HCV infection.

Key-words: Hepatitis C, subclinical vascular damage,
atheromatosis, arterial stiffness
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