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loyeveic nmatitideg o€ aoOeveic
HE NETANOOYEVO VEPPOU

Ot Mopwéelg pe Toug 1oug HBV kat HCV gpgavi{ouv ugpnAdtepn ouxvotnta
OTOUG ALHOKAOAIPOUEVOUG AGOEVEIG KAl OE AUTOUG UE UETOUOOXEVDN VEQPPOU
O€ OX€0N HE TO YeVIKO MANOUOHG, pe Taxutepn e€EMEN TG uTTOKEiPEVNG nmaTI-
KRG VOGO € o OYipa oTadia, aAAd Kal GNUAVTIKN EMMTWON 0T GUVOAIKN
Toug emBiwon. MoAig mpdo@ata n Aoipwén pe Tov 16 TG HEV éxel mpooteDei
oTa avaduopeva aitia Xpoviag vOGou Tou AIAToG, KUpiwe Heta&d Twv avoco-
KaTaoTaApévwy acBevwv. Ot petapolég 0TV avoooAOYIKH ETOIHOTNTA TOV
AATITN VE@PIKOU HOCXEVHATOG KATA TN SIAPKEID TWV TTPWTWV UNVWV HETA TN
METAUOCXEVON MITOPEL VA £XOUV WE ATTOTEAEGHA TNV EMAVEVEPYOTIOINCN TOU
HBV 1 Tnv amokataoTtacn TnG AVOOIaKNG EMAPKELAG, LE CUVETELD TNV TaxEia
KAOapon TwV HOAVCUEVWV NITATOKUTTAPWV (KEpauvoolog nratitida). H mpo-
@UAAKTIKR AQPn voukAeoa(T)1ISIKwv avaldywy, ave§daptnta amo ta emineda
Touv HBV-DNA otov 0p0, Oa prmopovce va amotpépel tnv e€ENEN mapopoiwy
EMMAOKWV 0TOUG AATITEG VEPPIKOU pooxeupatog. H Bgpamneia tng HCV Moi-
pwéng otV opdada autwv Twv acBevwy dev amoteAei Mpooéyylon pouTtivag,
Kupiwg Aoyw Tng mOaviig andppiPng Tou HOCKEVUATOG TTOU GUGXETI(ETAL PIE
™ Xopnynon vtep@epovng (IFN). Opwc, umdpxouv KAVIKEG CUVORKEG 6TTOU OL
Kivouvol amo tn Oepaneia umookehi{ovtal anmd To uvnTikO GpeNOC, TO oToio
O€ OPIOMEVEG TEPIMTTWOELC EIVAL CNUAVTIKA HEYAAUTEPO, OTIWG ETTI UTOTPOTTAG
onelpaparoveppitidag mov oxetifetat pe Tnv HCV hoipwén. H éykaipn evat-
oOntomoinon tou KAvikoU 1atpou ivat empBePAnpEvn, EVEPYETIKN KAl UITOPE(
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Va anmodwaoel GNUAVTIKA KAIVIKA 0@ENN.

1. EIZAIrQrH

H peTauooxeuon opydvwy ammoTeNEl TN HEYIOTN TIPO-
O@OPA OTNV AVTIUETWTTION ACOEVWV PE AVETTAPKELA TOUG.
H ekmAnkTikr €€€NEN TTOL emiTELXONKE TIG SVO TENEUTAIEG
OEKAETIEC OTIC METAMOOXEVOEIG OXETICETAl KUPIWG PE TN
BeAtiwon TwV XEIPOUPYIKWV TEXVIKWY, TN MEIwoN TG To-
EIKOTNTAC TNG XOPNYOUUEVNG OVOCOKATAOTANTIKAG AYWYNG
KAl TNV TTIO ATTOTEAECUATIKN S10yVWOTIKR Kal O€pATTEUTIKN
TTPOOoEYYIoN TwV AoIMWEEWY TToU SUVNTIKA TIG CUVOSEL-
ouv. Opwg, N MPOANYN TG améppPIYNG TOU HOOXEVHATOG
META TN METAUOOXELON ATTAITEl AVOOOKATAOTOATIKEG N
KOl OVOOOTPOTIOTOINTIKEG OgPAMEVTIKEG TTAPEUPACELC,
mou emauv€Avouv onUAvTIKA Tov Kivouvo gu@aviong n
avalwmupwong AOIUWEEWV Kal TPOTTOTTOOUV SPACTIKA TN
(PUOIKI TOUG loTopia.

Ot hopwéelg pe 1oug Tng nratitidag B (hepatitis B virus,
HBV) kat C (hepatitis C virus, HCV) amote\ouv éva ano ta
ocoBapdtepa MPORAARUATA OTIG PETAUOOXEVOELG CULTTAYWV
opyavwy, 8e8ouévng TNG HEYAANG oLUXVOTNTAG E TNV OTToia

EykpiBnke 12.4.2013

AVIXVEVOVTAL OTOUG ANTITEC AANOOOKEUUATWY, OANA Kal TNG
ONMAVTIKAG VOoNnpoTNTAG Kal BvntoTtnTag mou cuoyeTile-
TAl JE AUTEG PETA TN METApOOYeVoN. Emiong, mpoogata n
Noipwén pe Tov 10 TNG nrratitidag E (hepatitis E virus, HEV)
éxel mpootebei ota avaduodpeva aitia Xpoviag vdoou Tou
NTTATOC, KUPIWG METASY TWV AVOCOKATACTOAUEVWY ACOEVWV.

2. ENIAHMIOAOTIKA AEAOMENA

Ol 1oyeVeig ANoIWEELS TOU NTTATOC, TIEPIANAUBAVOUEVNG TNG
Noipwéng pe tov 16 HBY, epgpavifouv upnAdtepn cuxvotnta
OTOUC alpokaBalpopeVoUG acOeveic Kal 0 AUTOUC PE ME-
TAPOOYXEVON VEQPOU OE OXEON UE TO YEVIKO TTANOUCUO (Tiv.
1), L€ ONUAVTIKN EMMTWON 0TN GUVOAIKN Toug emBiwon.~

O gmmoAacudg TNG HBV Aoipwéng otoug alpokabaipo-
pevoug aoBeveic urtohoyiletat og 0—10% oTIG BlOpNXAVIKEG
XWPEG Kal anmd 2—20% OTIG AVATTTUCGCOUEVEG XWPEG, OTTOU
TA TTOCOOTA E€MITOAACHOU €ival ONUAVTIKA UPNAOTEPQ.
MdAoTa, Katd to TTapPeABOV, O TTOANEG TIEPITTTWOELG UTTE-
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Nivakag 1. Zuxvotnta aviyveuong Tou HBsAg o€ aoBeveig pe petapo-
axevaon veppou.

HBsAg

Tuyypagéag ‘Etog % (n) Xwpa

Hu et al'® 1994 20,9 (14/67) TaiBav (Kiva)
Mathurinetal® 1999 15,3 (128/834) FoANia

Lee etal®® 2001 12,9 (62/477) TaiBav (Kiva)
Chan et al® 2002 13,2 (67/509) Hong-Kong (Kiva)
Morales et al’”’ 2004 2,2 (76/3365) lomavia
Aroldi et al* 2005 14,2 (77/541) Italia
Santos et al*® 2009 3 (37/1224) MopToyaia
Tsai et al* 2009 9,2 (59/554) TaiBav (Kiva)

péBaive to 45%, 18laitepa TPV amd TNV gupeia amodoxn
KAl EQAPHOYN TWV TTPWTOKOAMNWYV eUBOAIAOHOU.? Z€ AUTEG
TIG XWPEG, N SlaoTmopd TNG AoiHWENG TTPAYUATOTIOLETO KATA
KAVOVA LE TNV TTAPEVTEPIKT 080, EVW OXL OTIAVIA TIPOEKUTITE
WG OUVETIELA TNG TTPOOTIABELAG EAEYXOU TNG AVAIMIAG UE ME-
TAyYIOEIG aipaTtog ) Tapaywywy tou. H evOoVoooKOUEIaKN
peTddoon TG Aoipwéng Héow TNG alpokabapong r TNG ANYNS
HOAUCUEVOU PHOOXEVHATOG artd 8OTN pe OeTikd avtiyévo
empaveiag Tou HBV (hepatitis B surface antigen, HBsAg) ry
avtiowpa évavtt Tou mupnvokayidiouv tou HBV (avti-HBc)
mOavoTATA AVTITIPOCWTTEVOUV AANEG EVAANAKTIKEG 060UG
Slaomopdc.>s Me To cUCTNUATIKO AEYXO TOU AiATOC Kal
TWV TIPOIOVTWYV Tov, 0 Kiviuvog petddoong Tou HBV éxel
HEWOEl onuavTika orjuepa, ald e€akoloubei va amotelei
TN ouxvoTepn Aoipwén mou poépxetatl anod tnv ékBeon os
Brohoyiko mapayovta (1/700.000).”

H xpovia hoipwén pe tov HCV gival emiong ouxvry peta&y
TWV alpgokabalpopeVwWY Kal Twv acBevwv mou umrofBANON-
KOV OE€ HETANOOXEUON VEPPOU O CUYKPION ME TO YEVIKO
TMANOUCPO, UE ONUAVTIKEG ETIITITWOELG OTN CUVOAIKI) TOUG
emBiwon.>*5-"? Eugpavilel emmolaoud mou Siagopormoleital
avaloya HE TN YEWYPAQIKN TIEPLOXN KAl KUMAIVETAl amo
10—65%.7° O emMMONACHOC €XEL CUOXETIOTEL e TN Sl1ApKELa
NG alpokdabapong Kat Tov aplOud twv povadwy aipatog
TTOU PETAYYIOTNKAY, EVW Kal N i6la N HETAPOOXELON TOU
opyAvou amoTté\ece oTo MAPeNBOV emmpdobeto kivduvo.’?

H etrola emintwon tng HCV Aoipwéng otoug alpokabal-
popevoug Tapouaotdlel ebpog amod 0—2,4.7 Ouw, akOun Kat
O€ TIEPLOXEG PE XAUNAOG emmmoAacud, 6mwg n Néa ZnAavdia
kal To Hvwpévo Baoilelo, emmoAaouodg g taéng tov 3—5%
HETAEL TWV alpokabalpouevwy acBevwv gival 10 popég
VYPNAOTEPOC amd autdv Tou YeVIKOU MANBuopov.”® H emi-
TITWOoN TNS AOiMWENC givat uPnAdTEPN 0TOUC aoBEeVEIC TTOU
apokaBaipovTtal og cUYKPLoN HE EKEIVOLC TTOU UTTOBAANOVTAL
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o€ TTEPITOVAIKN KABapon, AOyw Twv auEnUEVwY amaltrioewyv
TOUG O€ YETAYYIOELG KAl TNG LYNAOGTEPNG MOAVOTNTAG TTOU
gn@avifouv yla evéovoookoueglakry Slacmopd Tou 1ov.?
Qaivetatl 611 N petadoon tou HCV ekppddlel Kupiwg TNV
ENelPn SuvaTtodTNTAG TOU TIPOCWITIKOU TwV HovAadwv va
TPOCAPHOOTOUV 0TouC OSleBveic Kavoveg LYIEIVAGT evw
Sev undpyxouv dnuoocievpéva PBiAoypapikd dedopéva
yla ™ perddoon NG Aoipwéng péow Twv pnxavnudtwv
alpokdBaponc.’* Tuvenwg, Sev MPOTEIVETAL N ATTOPOVWON
Twv acBevwv pe xpovia nriatitida C f n Xprion amoKAEIoTI-
KWV Nxavnuatwv.”” Améd 1o 1990, n eloaywyr Tou eEAéyXou
pouTtivag Twv alpodotwy, n avénon tng diabeoiudTnTac Ing
gpubpormoInTivng Kal N VI0BETNON TTPOANTTTIKWY HETPWV
peiwoav TNV emimtwon ¢ HCV Aoipwéng katd 90% otnv
oudda Twv acBevwyv mou uro3dA\ovtal o€ alpokabapon.’?

H Aoipwén pe tov 16 HEV Bewpeital umeBuvn yia tnv
gn@avion ofgiag nmatitidag kat omaviotepa Xpoviag.'s’”
Mapouotdlel evONUIKOTNTA OE APKETEC AVATITUCOOUEVEG
XWPEG, UE KUPIO PNXAVIOUO PETASOONG TNV KOTIpAvO-
oTopaTIKy 086. Ta TehevTaia Xpovia, éxel avagpepBOei oTIg
Blopnxavomoinuéveg XWpeg avavouevog aplBudg mept-
nTwoewv nratitidac E. H vooog cuoyetiCetal pe tnv atel
TIPOETOIPACIA (HayEgipePa) Kal TNV KATAVAAWGCN XOlPIvoU
Kkpéatog. ‘Etol, IgG avt-HEV avticwpata avevpiokovrtal
o010 16% Twv alpodotwv otn NoAAia’® kat oto 6—16% TWV
a0Bevwv Pe peTapooxevon ve@pou.” MapdAAnAa, n Aoipwén
ue Tov HEV €xel avayvwplotei mpdo@ata Kal wg aitlo xpo-
VIO NTTATIKAG VOOOU O€ AVOOOKATACTAAUEVOUG aoBOEVEIC,
MEPINAUBAVOUEVWV AUTWV PE PETAPOOXEUON VEPPOU.'?~22

Auénuévn eMMTWON TOU NMATOKUTTAPIKOU KAPKiVOou
(HKK) Ba pmopoloe va avapévetal 0ToUG UETAUOOXEUUE-
voug aoBeveig, Sedopévou Tou uPNAoU EMITOAACUOU TWV
Nopwéewv HBV kat HCV kat tng SuvnTIKG CuVEIGPOPAG
TNG UTTOKEIUEVNC AVOOOKATAOTOANG OTNV £ENEN TWV TTapa-
TTAVW AOIPWEEWV. Z€ TIPOCQPATN LUEAETN TTOU CUUTTEPLENAPBE
Sedopéva 223.660 acBevwv KATA TO Xpovikd Sidotnua
1987—-2005 SiamotwOnke 611 N emintwon Tou HKK petd tn
HETApOOXEUON NTav 6,5 avd 100.000 dtopa-£tn HETASY TwvV
ANTITWV HOOYXEVPATOG VEQPOU, KAPSIAG KAl TIVEUIOVWV KAl
25 avda 100.000 dtopa-£tn PeTal TwV ANTTTWV NITATIKOU
HOOXEVUATOG, EMMTWON TTAPOMOLA E AUTH TTOU TTAPATNPEI-
TAl OTO YEVIKO TTANOUOUO, AAAA avénuévn petall Twv HCV
kat HBV Betikwv Anmitwdv aAopooyeupdtwy. O kivéuvog
avantuéng HKK cuoyetiotnke 1600 Pe TNV Mapouasia avti-
HCV (HR: 6,9, 95% Cl: 2,5—-19) 600 Kal Pe TNV avixveuon
Tou HBsAg (HR: 9,7, 95% Cl: 2,8—33).% BiAloypa@ikd
Sedopéva umodeikvuouv tTnv Taxutepn €EEAIEN Tou HKK
1600 OTOUG ATITEG AANOUOCXEVUATWY, 000 Kal o€ AANOUG
AVOOOKATAOTAaAUEVOUG aoBeveic.? Q¢ ek TOUTOU, PMETA TN
UETANOOKELON CUMPTIAYOUG OPYAvou, n €ykaipn évapén
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TIPOCUUTITWHATIKOU EAEYXOU HE UTTEPNXOYPAPNA KOG
gival amapaitntn, 1Saitepa OTAV UTTAPYXOUV TIAPAYOVTEG
KIvOUvVou OTTwE AoLUWEELG e Toug HBV kat HCV.?

3. OYZIIKH IZTOPIA THXZ XPONIAX HBV AOIMQ=HZ
2TOYXZ AIMOKAOAIPOMENOYZXZ
KAI ZTOYXZ AHMNTEZ NEOPIKQN MOZXEYMATQN

H kataypagn tTng QUOIKAG loTopiag TG xpoviag HBV
Noipwéng og aoBeveig pe petapdoxevon veppou givarl e€alt-
PETIKA SUOXEPNG, KUPIWG eTTEldN N Xpovia HBV Aoipwén éxel
Hakpd eEEAIKTIKN TTOPEIQ, EVW OL ETIITTAOKEG TNG EMEPXOVTAL
ouvnBwg petd amd 10—20 étn voonong.?

Ol TEPIOOOTEPEG MEANETEG KATAYPAPOULV LYNAOTEPN
BvnoludtTnTa OTOUG ACBDEVEIC UE VEQPLKN HETAPNOOXELON
oU €Xouv HoAuVOEei ard Tov 16 HBV, ce cUykplon pe Toug
aoBeveic xwpi¢ TNV mapouocia Tng Aoipwéng.2e-2

H vpnAdtepn BvnolpudTnTa €XEL CUOXETIOTEL KUPIWG UE
TNV UTTOKEIPEVN NITATIKY) VOO0, AANA Kal TNV TayxUTtepn EENIENR
NG o€ 1o OYiua otddia, mephapBavouévng Tng Kippwong
TOU TTATOG KAl TOU NMTATOKUTTAPIKOU KapKivou. To yeyovog
amoSideTal oTnNV EMTAXUVON TOU IIKOU TTOAATTAQCIACHOU
AOYw NG TAPAAANANG AVOOOKATACTAATIKAG aywynG.2%% MNe-
pPUTTWOoElG ogiag nrmatokuTTapIKAG BAGRNG Tou e€eixOnkav
TAXEWC, UE ATTOTEAECHA NITATIKA AVETTAPKELA KAl ATTWAELA
™N¢ (WA EVTOC TWV TIPOoEXWV £RSouddwy, €xouv €miong
neplypa@ei og aoBeveic mou eAdpPavav avoocoKATACTAA-
TIKN aywyn.?" AUTEG oL TTEPIMTWOELG IVWS0UG XONOOTATIKAG
nratitidag mbavétata oeilovTal O EVTovn KATAoTPpoPn
TWV NITATOKUTTAP WY, ATTOTOKN TNG CUCCWPEVONG LKWV AVTI-
YOvwv oTi¢ Se€apevéG Tou evOOTTAACUATIKOU SIKTUOL AOYyw
TOU €VToVou LIKoU TTOAAmAdctlacpov.? Ytnv mielovotnta
TWV HEAETWY, N EMPBiWON TOU VEQPIKOU HOCXEVUATOG Eival
€MIONG ONUAVTIKA MIKPOTEPN O aoBeveig pe xpovia HBV
Noipwén, vy ouxvd o€ AuToUC TOUG AOOEVEIC N VEPPIKA
QAVETTAPKELQ EKOSNAWVETAL LIE TNV TTAPOUCia aokitn.”

J€ pa PeEYAAN peNETN Tou TiepIENaBe 151 AAMTEG ve-
PPIKWV HooXeVUATWY e BeTikd HBsAg, pe péon Sidpkela
mapakoAolBnong 125 pnvwy, Ta MocooTd auBopuntng
etolac kdBapong tou HBsAg, Tou avtiydvou e (HBeAqg),
KOl TNG KN QVIXVELCIHOTNTAG TOU LIkoL gopTiou (HBV-DNA)
otov 0po Ntav 3%, 30,6% kat 3%, avtiotolxa. Emiong,
enavevepyomnoinon tou HBV mapatnpndnke oto 30% twv
aoBeVWV PETA ammd TN HETAPOOXEUON VE@POU. Ta SeSopéva
auTd Sla@Epouv oNUAVTIKA amo TIG AVTIOTOIXEG KATAYPAPES
OTO YEVIKO MANBUoPO, evw a&iel va onuelwbdei 6tL otV gv
AOyw HEANETN 10TONOYIKN embeivwon TmapatnpnOnke oto
85,3%, Kippwaon RTTATog oTo 28% Kal avantuén NIMaToKUT-
TAPIKOU KAPKiVOL 0To 23% Twv acBevwv e Kippwon.? Xe
AN\N PENETN, SlamoTWONKE gEvEPyOTTIOiNON TOU LIKOU TTOA-

B.A. ZEBAXTIANOX kat 2.M. NTOYPAKHX

Aamhactacpou o€ 11 amd toug 12 (92%) AANTEG VEQPIKOU
HOOXeLMATOG TTOU apXIKA gixav apvnTikd HBV-DNA otov
0pO Kal BeTIKO HBsAgG, 3—12 prjveg LETA TN LETAUOOXEUON,
Kal avénon tou HBV-DNA o€ 6 ano toug 11 (55%) aoBeveic
oL apXIKA gixav BeTikd HBV-DNA otov 0pd.° Emmpdobeta,
pHeTA&L TwV 51 ANTTITWV VEQPIKOU POCXEVUMATOG UE OETIKO
HBsAg, pe péon Sidpkela mapakohouBnong 58 pnvawy, ot
34 (67%) sixav vYnAotepa emninmeda HBV-DNA oto té\og tng
mePLoSou mapakololONoNG oe cUYKPLoN UE TNV évapén
NG UEAETNG, YEYOVOG TTOU CUVOSEUTNKE amod avtiotolxn
€EENEN o€ 10TONOYIKO eminedo.?

H Bloyia Rmatog amotelei xpuod kavova yia tn Sia-
YVWOTIKN TTPOOTIEAACHN TNG UTTOKEIEVNG NTTATIKAG VOOOU.
‘Evag aptBpdg peretwv avédelfe duouevéotepn €EENI-
&N OTOUC ANTITEG VEPPIKWV HOCXEVUATWY TTIOU ETTACKAV
amé HBV hoipwén oe olykplon He autoug mou Sev gixav
MOAUVOEL? Z€ TTIPOOTTIKY MEANETN TTOU cupTEPIEAae 20
AATITEC VEPPIKOU HOOXEVATOC e BeTikd HBsAg, ot omoiol
urroBAnBnkav og Sladoxikég Bloyieg nmatog, To 82% amnod
autoU¢ gpdvics Tpoiovoa Nmatiky voco.’ Aedopéva
mapakoAovBnong acBevwv pe Betikd HBsAg mmou éhafav
VEQPIKO HOOXEVA Kal UTTOBARONKav og S1a80XIKES Bloyieg
matog vmoypappifouv OT1, KATA TO XPOvo TNG AYng Tou
VEQPIKOU HOOXEVUATOC, PUOIOAOYIKH] NTTATIKK loTOAOYia
Samotwbnke o010 39%, Xpovia guupévouca nmatitida
010 25%, Xpovia evepyog nratitida ot1o 25% Kal ToLkiAa
evupripata oto 11% twv acBevwv. MeTd amd PEco XPOVIKO
SlaoTnua 66 pnNvwy, LIOToAoYIKN embeivwon rapatnenonke
oto 85,3% amd Toug 101 aoBeveic mou ummofBAOnKav ce
SladoxIkéG Blovieg, pe ppdvion Kippwong oto 28% Kat
XPOVIaG evepyoL Nratitidag 0to 42% amd autoug. Moévo to
6% TTAPOUCIACE PUCIONOYIKN IOTOAOYIKN EIKOVA 0TN SeUTEPN
Bloyia nmatog.? Ta amoteAéopata autd gival CUHEWVA PE
Ta ELVPAMATA ANWV UIKPOTEPWY CEIPWV. X€ UENETN OTTOU
OLUTEPINAPONKAV 34 AATTTEG VEQPLIKOU HOOXEVUATOG PE
Betik6 HBsAg, Stadoxikég Blowieg Amatog avédel§av ot ot
24 (71%) mapovciacav e€ENEN TNG NMTATIKAG ivwong, VW
15 amé avtoug avéntuéav Kippwon Kal 6 katéAnéav and
NTTATIKA avemnmdpkela.®

Emavevepyomnoinon tng HBV Aoipwéng otoug Aimteg
VEQPIKOU HOCXEVHATOG PTTOpPE( €Miong va ouuBei o aoBeveig
pe apvnTikd HBsAg, aA\d Betikd avti-HBs kat avti-HB¢, 7
MAVEG N Kal 3 €Tn PETA TN HETANOOXELON.>38 AKOUN, €XEL
avixveuTei n mapoucia HBV-DNA otov 0pd ANTITWV VEQPIKOU
HOOXEVUATOG, OTOUG OTToiouG amoucialav ol OPONOYIKEG
1} ot loAoyikég evdeifelg mapeABovoag HBV Aoipwéng mpiv
amo tn petapooxevon. Ta dedopéva autd umodSnAwvouv
4TI N AVOOOKATAOTOAN UIMOPE( va €VOSWOEL TNV KAWVIKN
€K@PAON aKOPN KAl TwV €AAXIOTWY UTTOAEIUUATWY TOU
HBV-DNA otov opyaviouo.®
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H Bvnopotnta amoTteAel AVTIKEIPUEVIKO KATAANKTIKO
onueio otn QuOoIKA oTtopia TNG HBV Aoipwéng petda ™
UETAPOOKEUON VEPPOU. APKETEG UENETEG TTOU E0TIACAV
oTnV TevTaeTh emBiwon, YeVikA amétuxav va avadei§ouv
Slapopég otn BvnopdtTnTa petady Twv HBsAg BeTikwy Kal
aApVNTIKWV ANTITWV.% AvTiOeTa, o€ peNéTn SekaeToug emii-
wong SlamoTtwinke onUavtikd uPnAoTepn emPBiwon otnv
opada twv acBsvwyv xwpic HBsAg (82,8%), o cUykplon Pe
6ooug ritav HBsAg Betikoi, evw n HBV Aoipwén kab’ eautn
amotéAeoe avedptnto mapdyovta Bavatneodpou ékBaonc.
To KUpLo aitio BavATou, 0TN CUYKEKPIUEVN MEAETN, ATAV N
NTTATIKN AVETTAPKELA YA TO 62,5% TwV acBevwv pe BeTIKO
HBsAg, og cUykpion pe To 23,3% TNG opadag mou eRPAVIOE
apvnTiko HBsAg.*? Ta dedopéva autd emBefatwvovTal Kal
o€ AN\N HENETN, OTToU N SeKAETAG EMBiwon NTAvV ONUAVTIKA
vPnNAOTEPN oToug acBeveig mou Sev eixav poAuvOei amd
ToV 16 (80%+3%) o€ OUYKPION ME TOUG AATITEC VEPPLKOU
HoOXeUMATOC e BeTIkKO HBSAQG (55%+6%). STnV idia HeNéTn,
EMONUAVONKE OTL YIA TOUG ACHEVEIG TTOU PHETAPOOXEUTNKAV
mpv ard 1o 1982 1o HBsAg ritav aveEdptntog mapdyovtag
TTWXNG TPOyvwong.? EmmpooBeta, oe AANN PENETN, Ol
aoBeveic pe Oetikd HBsAg mou éhafav ve@pikd POoYeUA
mipv amnd 1o 1996, SnAadn npiv akdéun 1ebei mpog S1dBeon
n AapBoudivn, gixav onpavtikd Bpaxutepn empPiwon oe
oUYKPLON E TOUG aVTIoToLXoUG aoBeveig e apvnTiko HB-
sAgQ.” Y& TpOO@ATN PETA-AVANUOT, TTou TTEPIEAaPe 6.050
aoBeveig, n mapouacia Tou HBsAg otov opd amotéleoe
ave&dptnto mapdyovta Bavatngeopou ékBaong.?’

H emimtwon tng xpoviag HBV Aoipwéng otn Buwoipotnta
TOU VEPPIKOU HOOYXEVHATOC TTAPAUEVEL AUPINEYOUEVN. Z€
TTONOTEPEG MENETEG, HEYAANUTEPN €MIBiWON TOU VEPPIKOU
pooxeupatog SlamotwOnke otoug acbeveig pe Betiko HBsAg.
AvTiBeta, ol Mathurin et al Statvnmwoav TNV Mapathpnon
6T N SeKAeTG eMPBiWON TOU HOOXEVUATOG OTOUG ACOEVEiG
pe Betikd HBsAg rtav 36%, onuavTtikd xapnAotepn o€
ouykplon e Toug acBeveic pe apvntikd HBsAg (63%).%
Tamapamdvw emPBeBaiwvovtal Kal 0Tn HETA-AVAAUCN TTOU
npoava@épOnke.*’

Qaivetar 6T n mapovocia HBV-DNA rj kat Tou HBeAg
oToV 0pO TIPLV ATTO TN PETAPOOXELUON VEQPOU cuoyeTiCeTal
e auénuévn mBavotnTta anwAelag tng (wnig anmd NmaTikn
VOOO. XOPAKTNPIOTIKA O€ UIa LEAETN, 5 amd Toug 10 aocBOeveic
aAUTNG TNG opAdag EBavav and Xpovia NITATIKH VOGO, AANA
Hoévo évag amod toug 15 aoBeveic mou ntav HBV-DNA 1 kat
HBeAg apvnTikoi mpiv amd tn HETAROOXEVON KATEANEE Ao
NMATIKA vO00.” € AMNN UeAETN, 13 amd Toug 51 AATITEG
VEQPIKOU LOOXEVATOC avENTuEQV Kippwaon o€ Jia Tepiodo
57 unvwv.** Ta emimeda tou HBV-DNA katd tnVv évapén tg
mapakoAoUBNong Sev AmoTeEAOVV TTIPOYVWOTIKO TTapAyovTa
avantuéng Kippwong, aA\d n avénon tou HBV-DNA otov
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0p06 >10° cp/mL PETA TN HETAPOOKEVON CUVIOTA CNUAVTIKO
mapdyovta yia tnv €§ENEN TG NIATIKAG vooou. Emiong,
Sev éxel amodelyOei N cuoxétion UeETAEL TOU YovoTUTIOU
Kal TNG avAmntuéng mpoxwpenUévNg NMATIKAG VOOOU OTOUG
AATITEG VEPPLKOU POOXeVATOG.? Ot ynpaldtepol acBeveiq
pe Oetiké HBsAg n kat Bstikd avtiowpa évavtt tou HBV
gugaviCouv vPnAotepn mBbavotnta avanmtuéng HKK oe
oxéon e vedtepoug aobeveic. H emimtwon tou HKK ntav
100%, 3,75% kat 0%, avTioTolxa, OTIG UEYOAUTEPEC, UECEG
Kal LIKPOTEPEG NAIKIAKEG Oddec.” Autd ta Sdedopéva ocup-
PWVOUV UE AANA VEOTEPWV HENETWV. 2 € OXETIKA TIPOCPATEG
avapopég LTTOSEIKVUETAL OTL N TIAPOUGCIA TIPOTTUPNVIKWY KAl
TIUPNVIKWV PJETAANAYWV 0TN B£0N TOL TTUPNVIKOU EKKIVNTH
ouoxetiCetal pe TNV avantuén Kippwong r} NMTATIKAG VOCOoU
TeAIKOU otadiou o€ AATITEG VEQPIKOU HOOXEVUATOG. 44

4. OEPAMNEIATHZ XPONIAXZ HOATITIAAZ B
ZTOYZ AHMTEZ NE®PIKOY MOZXEYMATOX

Ol HETABOAEC OTNV AVOOOAOYIKH ETOIMOTNTA TOU A\TITN
VEQPIKOU HOOXEUHATOG pE OeTikd HBsAg katd tn Sidpkela
TWV TTPWTWV PUNVWV PETA TN METAMOOXEUON, UE TN XOPN-
YNON AVOCOKATACTAATIKNG AYWYNG, £XOUV WG ATTOTEAECUA
TNV emavevepyomnoinon tou HBV. Mpiv and tnv gupeia
KUKAO@OPIia TwV cUYyXPOVWY ATTOTEAECUATIKWY AVTI-ILKWV
PAPUAKWY, TTOCOOTO >80% TWV ANTITWV VEPPLKOU [O-
oxevpaToG pe BeTikd HBsSAg avémtuooav xpovia NImaTikn
VOO0, VW) TO 37—-57% twv Bavdtwv og autr TNV opada
aoBevwv anmodidovtav oe EMIMAOKEG Ao To Amap. 26344647
3 € OXETIKA TPOOPATN LEANETN, N emMBiwon Twv acBevwv ue
BeTikd HBsAg mmou unmoBAROnKav o€ HETAUOOXEVUOT VEQPOU
Kat éAaav MPOo@UAAKTIKA Aauioudivn rtav mapduola
pe auth Twv acBevwv xwpic HBsAg tng opddag eAéyxou,
EVW Ol YETAPOOXEVUEVOL AATTTEG pe BeTikO HBSAg xwpig
nponynBeica AYn AapiBoudivng eixav ducpevéotepn
mPOyvwon.”’ Y& ueAétn mouv cuumepléAafe 2.054 aoOeveiq
UE HeTapdOXEUON VEQPOU, N Xxopriynon AauiBoudivng oe
27 anoé autoug ouvoSeUTNKe amod BeATiwon NG SeKAETOUG
emPBiwong Toug, o€ oUYKpPLOoN UE gkeivoug Tou Sev éhaav
Oepaneia.®®

Erri Tou mapovTog undpyouV EMTA EYKEKPIMEVA QAPHAKA
Yla TN B€PATTEVTIKN AVTIMETWTIION TNG XPOVIaG Nratitidag
B (rtiv. 2). Ztn BiBNoypagia avagépovtal HOVOo AlYOOTEC
TIEPUTTWOELG TTOU AYOPOUV OTN XPNon vTep@ePOvNg (IFN)
o€ AATITEG VEPPLKOU POOXEVHATOG. Y€ aoBevr nAikiag 38
ETWV PE PETAUOOXEUON VEPPOU TTou avénTuée HBeAg Oe-
Tk nrratitda, petd and Ogpaneia pe 1 MU IFNa 3 @opég
NV gfdoudda yia 16 gdouddeg StamotwOnKe BloxnUikni
U@eon, opoavaoTtpory Tou HBeAg kal apvntikomoinon
TOU UKOU opTiou otov 0pd.* MNapouola dedopéva Kata-
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B.A. ZEBAXTIANOX kat 2.M. NTOYPAKHX

MNivakag 2. ATOTEAECUATIKOTNTA TNG LOVODEPATTEING PE AVTI-UKA QAPHAKA, OE A0OEVEIC e LETAUOOXEVON VEPPOU Kal Xpovia nrmatitida B.

Aapkela Bioxnpikn anékpion loAoyikn anokpion Avtoxn
AvTi-uko Tuyypagéag ‘Eto¢  AoOeveig (unveg) (%) (%) (%)
LAM Rostaing et al’? 1997 6 6 4/5 (80) 6/6 (100) 0
Jung etal'® 1998 6 8 6/6 (100) 6/6 (100) 0
Fontaine et al’* 2000 26 16 NA 26/26 (100) 8/26 (31)
Lee etal™® 2001 13 12 NA 10/13 (77) 1/4 (25)
Park et al’® 2001 10 35 8/10 (80) 7/10 (70) 1/10(10)
Chan et al* 2002 26 32 14/14 (100) 26/26 (100) 11/26 (42)
Thabut et al'” 2004 14 65 8/14(57) 14/14 (100) 8/14 (57)
Kamar et al** 2004 18 37 13/18(72) 6/18 (33) 12/18 (67)
ADV Fontaine et al*? 2005 11 (LAM-R) 15 9/11 (82) 1(9) 0
ETV Kamar et al** 2008 8 (ADV-R) 16 NA 5/8 (63) NA

LAM: AapiBoudivn, ADV: ASepoipn, ETV: Evtekapipn, NA: Agv éxel epappoyn

ypd@ovTtal Kal og AAAN ePIMTwon aoBevouc, 6mou SPwG
™ AYn IFNa yia 14 €Béounddec akolouBnoe emelcddlo
ofgiag anodppPng, oL €ixe WG ATTOTEAECHA TN XOPrynon
KOPTIKOEISOUG Yia Bpaxl XPOoVIKO SidoTnua TTPOKEIUEVOU
va avaotpagei’® Molovott n Bgparneia pe INF @aivetal
va €xel KATIOIO ATTOTEAECHATIKOTNTA OE aAUTh TNV opada
aoBevwv, ouxvd gygipovtal TpoBARUATA Armod Tn Xopnynon
NG, Ta omoia cLVSEoVTaL KUPIWG UE PAIVOUEVA aTTOPPIYNG
TOU PHOOXEVHATOG, AUEONG VEQPPOTOEIKOTNTAG KAl CWANVO-
PLAKAC VEQPOTIADEIOG N avaoTpEPIUA 1 avOeKTIKA OTn
Oepaneia pe oteposldn. Asdopévng Tng SpacTIKOTNTAG
TwV anmd ToU OTOUATOG AVTI-LUKWY PAPHAKWY, N Xxpnon
IFNa &gv ouviotdtal.

H Socoloyia SAwv Twv VOUKAEOS(T)IISIKWY avaidywv
Oa mpémel va mpooapuoleTal 0T VEQPPIKN AElToLpYia TOu
aoBevouc. H mpooappoopévn 660N Tou QapuAKoU ETMITPE-
TIEL TNV ATTOQULYT CWANVApPLaKG SUCAEITOLPYiag Kat givat
ATMOTEAECUATIKN.” APKETOI EPELVNTEC €XOUV avaPePBEi oTN
xpron tng AapiBoudivng yia TNV avTIPETWIIoN acOevwv
pe xpovia nrmatitida B mou éAafav ve@plkd pOoxeLpa. Xe
peTa-avadAuon 14 MPOOTITIKWY HUEAETWY, TTOU TTEPIENAPE
184 NAMTEG VEQPLIKOU HOOXEVUATOG, HN AVIXVEUOIUOTNTA
Tou HBV-DNA kat opoavaoctpopry Tou HBeAg mapatn-
priOnke ot1o 91% Kal 27% Twv AcOEVWY, AVTIOTOIXA, EVW
OMAAOTTIOINON TWV TPAVOAUIVACWV EVTOC TOU PUCIONOYIKOU
€UPOLG TTAPATNPNONKE O0TO 81% TWV TTEPIMTTWOEWY, AANA
avantuén avtoxng oto 18%. H cuxvotnta kdbBapong tou
HBeAg kal Tng avanmtuéng avtoxriG CUCXETIOTNKE OETIKA pe
N Sidpkela NG Bepameiag pe AapiBoudivn.’’

H adepofipn mapouctdlel amoTeAECHATIKOTNTA Kal
ac@dlela 1600 otn Bepareia véwv acBevwyv 600 Kal o€
autoug rrou avémrtuéav avtoxri otn Aapuioudivn. Ev touTtolg,

VEQPOTOEIKOTNTA Kal cUVSpoo Fanconi pe pwogatoupia,
Kabwg¢ Kal mpwTeivoupia €xouv avagepBei pe Séoelg ade-
@ofipng mou unepPaivouv ta 30 Mmg.”? e perétn Omou
ouvumnepIAfPONKe xopriynon adepofipng (10 mg), os 12
aoBOevei¢ ue HETAUOOXELUON VEQPOU, UETA amd 12 PAVES
BOeparmeiog mapatnErOnKe HEON TITWON TOU LIKOU QOPTiou
(HBV-DNA) amé 8,76 otoug 2,97 log:, Eq/mL, xwpig va
avantuxBei 1ohoyikn Siaguyny oe kamola nepintwon. H
QTTOTEAECHATIKOTNTA TAV TTAPOMOLA E AUTH TTOU TTaPa-
TnpEitat oto yevikd mAnBuopd.>

Eni Tou mapovtog, Sev undpxouv SnUocievoel; 6oV
agopd otn xprion teAumPBoudivng n tevopofipng oe
a00eveiG pe HETANOOXEVON VEPPOU. X€ UENETN TTOU TTEPL-
é\aPe 8 aoBeveic avBekTikKOUC oTnV adspofipn Kal otn
AauiBoudivn, xopnynOnke evtrekafipn oe 86on 0,5—-1 mg
™V Nuépa. Metd amoé péon mapakoAovbnon 16,5 pnvwv
mapatnEriONKe oNUAVTIKY TITWOoN TOU ILKOU QOopTiou amd
3,86 0T0UG 2,94 log,, copies/mL. H avoxn tTng evtekafipng
Tav oAU KaAr, Xwpig emeicodio andpping. Emmpdobeta,
Sev mapatnENOnKav onUavTtikéG PeETABOAEC oTa emimeda
NG Kpeatwvivng, Tng umoloyt{opevng kaBapong autig 1
NG MIKPOAEUKWUATIVNG 0Ta oUpa 24wpou.*

H pakpoxpdévia xopriynon AauiBoudivng otoug Aij-
TITEG VEQPPIKOU HOOXEUUATOG CUVOSEVETAL Amd avantuén
AVTOXNG O€ ONUAVTIKO TTOCOOTO, OTTWG AAMWOTE KAl OTOUG
OVOOOETOPKEIC, TTOU PTTOPE( va pBAcel 0To 67% PETA ano
37 MUnveg ouvexoug Bepaneiag.” MAAIOTA, o€ pla HENETN
ToU cupTEPIENAE 29 aoOeVEig He HETANOOXEVON VEQPOU,
Slamotwlnke avantuén avtoxng oe 14 (48,3%) petd ano
10—35 pnveg Ogpaneiag, evw ot 11 amd autoug (79%) avé-
mtu€av BloxnUikn dtaguyn.*®

SUMTTEPACUATIKG, N XPOVIa AAYPN VOUKAEOG(TNISIKWV
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aAvaAOYwV KaTd T SIAPKELA TNG AVOCOKATAOTAATIKAG Ogpa-
TIEl0G OTOUG ANTITEG VEPPIKOU LOOYXEVATOG e BeTIKO HBSAg,
ave€dptnta amd ta emnineda Tou HBV-DNA oTov opd, gival
amapaitntn.” Ot acOeVEiq e UETAPOOYXEUON VEQPPOU TIPETTEL
va Aapdavouv avTi-ukn aywyr Le tevo@oBipn, evtekapipn
1 AapiBoudivn. H Ogpareia pe tevooBipn kat evtekafipn
TPoTIUATAL Adyw TNG HEIWPEVNG mMOavéTNTAG avAanTtuéng
avtoxnc.” Ta dtopa pe apvnTikd HBsAg kai Sgikteg maAatdg
HBV Aoipwéng (avti-HBctavti-HBs) Ba mpénel va mapako-
AouBouvTal TaKTIKA (avd 3unvo) yia evepyomoinon tou HBV
(avalntnon tou HBsAg+HBV DNA otov opd).

5. OYZIKH IZTOPIA THXZ XPONIAX HCV NOIMQ=HZ
2TOYXZ AIMOKAOAIPOMENOYZX
KAI ZTOYXZ AHMNTEZ NEOPIKQN MOZXEYMATQN

H Noipwén pe tov HCV amotelei ave&dptnto mapdayo-
vTa Kal av€davel Tov Kivduvo Bavatngopou ékBaong Katd
1,63—-2,39 @opég oToug alpoKkabalpopevoug acBeveic.’’—*?
Emiong, n kippwon AMatog, Heta&y AAAwV, avagEépeTal ap-
KETA OLXVA WG aitio anmwAelag TG (wrig Toue. Mpdypaty, N
mBavotnTta Bavatneopou ékfaong epgavifetal katd 35%
vPNASTEPN HETA&L TWV AlloKABAIPOUEVWY UE Kippwon Og
OUYKPLON LE TOUG AVTIOTOLXOUG UN KIPPWTIKOUG aoBeveic.®
Emmpd6obeta, o€ MPOOTTIK MENETN TTOU CLUMTTEPIENAPBE
alpokadaipodpevoug acbeveic amd 16 kévipa Tng lanmwviag,
UE TapakoAovBnon >6 £€tn, SiamotwOnke 611 n Mapouacia
BOetikov avTi-HCV amotelei ave§dptnto mapdyovta Bava-
NEopou ékPBaong. Znuewwvetal 6Tt HKK avixveutnke oto
5,5% twv HCV Betikwv acBevwv mou katéAn&av, al\d oe
Kavévav amo toug HCV apvntikoU¢ acBeveic, evw Kippwon
NTTATOC TEKUNPIWONKE 0To 8,8% Kalt 0,4%, avtioTolxa, Twv
HCV BeTikWV KAl apvNTIKWV AlMOKABAIpOUEVWY a00eVWV.Y

‘Ouwg, n emBiwon Twv HCV Betikwv acBevwv mou
ENafav VEQPIKO HOOYXEVHA Eival CNUAVTIKA PEYOAUTEPN
og OUYKPION ME TOUG PN METAMOOXEUMEVOUG Ol OTTo{oL
TAPAUEVOUV OE TIPOYPAUMA dlpokdBapong, HOAoVOTL N
UETAPOOXEUON UTTOPE( VA CUVOSEUTEL PE apxIKA uPNASTEPN
OvntotnTa.>96263

Inuewwvetal 6t n emintwon tng HCV Aoipwéng pumopsi
Va UTTOEKTIMNOEL onuavTtikd og autr TNV opdda acBevwy,
ue Bdaon Tov MpocSlopIoHO HOVO TOU AVTICWHATOG EVAVTL
ToU 10U oTov 0pd. AuTo To Sedouévo amoTéleoe éva amod
TA CNUAVTIKOTEPA TIPOBAAUATA TWV APXIKWY SOKIHACIOV
mpoodlopiopov Tou HCV avTiowpaTtog, Tou ATav AiyoTepo
€VaioONTEC AOYW TNG HEIWPEVNG AVTICWUATIKNAG ATTAVTNONG
TwV adlpokaBaipduevwy acBevwv.t Avagépetal 6Tl 0To
2,6% TWV AloKABAIPOPEVWV TTOU TAV OPOAPVNTIKOL PE TIG
SelTepNG YeveAC avoooeVCUUIKEG peBOSoUG TTpoodiloplopol
Tou HCV avtiowuatog otov opd mapatnenonke aipia étav
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TPOOCBI0PIOTNKE TO KO POPTio oTov 0pd pe PCR. Ev TouTolg,
o€ oglpd 81 alpokabalpopévwy Sev SlamoTwOnkKe KATOL0
PYeuSWE BETIKO ATTOTENECUA TOU OPONOYIKOU EAEYXOU, EVW
o€ AAAN ava@opd TTou cUUTTEPLEAAPE 2.576 0poapvNTIKOUG
aoBeveic, 6 amd autoug (0,23%) epgavicav Oetikry PCR.S
Ta dedopéva autd uToSNAWVOUV EPUECWG OTL O EAEYXOG
poutivag yia tn dtdyvwon t¢ HCV Aoipwéng otoug alpoka-
Baipopuevoug aoBeveic Sev Ba mpémel va mepAapBAavel oTov
€\eyxo pouTivag Tov MPooSIoPIoHO TOU LIKOU POPTIOL OTOV
0po. Emmpdobeta, n ocuxvoTNTa TWV PELSWE APVNTIKWV
AMOTEAECUATWV KATAYPAPETAL OCNUAVTIKA XAUNAOTEPN OTAV
To avtiowpua évavtl Tou HCV mpoodiopiletal otov opd pe
TNV TPIiTNG Yevedc avoooevluUiKn uéBodo mpoodloplouou
Tou.%7% Ev ToUTOIg, 08 aoBeveic pue ummoyia HCV Noipwéng
AMA apvNTIKO OPONOYIKO €AEYXO, OTIWG OE TIEPUTTWOELG
ao0evWV PE AUENUEVEG AUIVOTPAVOPEPATEG, O TIPOOSIo-
PIOUOC TOU LIKOU QOPTIiOU OToV 0po pe HEB0SO LYNANG
evaloOnoiag (ue katwtepo 6plo <50 IU/mL) Ba mpémel
Va TIPOTIUATAL TIPOKEIMEVOL VA ATTOKAEIOTEL N TMIOavoTnTa
mapovuoiag NG Aoipwéng.®

Ta emimeda TwV TPAVOAUIVACWY 0TOV 0po Sgv AMOTE-
AoLv alomoTo Seiktn avixveuong tng SpacTnPIOTNTAG TNG
NITATIKAG VOooU, aANd Kal TNG UTTOKEIPMEVNG ivwong, 0Toug
alpgokaBaipopevoug acBeveic. e osipd mou TrepiéAaf3e 394
Xpovia alpokabaipopevoug acBeveig, 22,3% eixav opolo-
YIKR 1 Kat toAoytkn évoeién Aoipwéng amd tov 16 HCV, 15%
gixav avixveuolun latpia otov opo, 2% NTav 0poapPvVNTIKOI
AAAG UE 1atpia Kal 7% Atav opoBeTIKoi Xwpig avixveLoIo
HCV-RNA otov 0p6.”% Ta enimeda TnNG aoTAPTIKAG AMIVO-
Tpavoepdong NTav 23,8 kat 17,1 U/mL, evw tng ALT 14,4
Kat 9,8 otoug acBeveig e N Xwpig lawpia (ue T péBodo
b DNA), avtiotolxa.”’ H mapouoia gmipova (uUCIOAOYIKWY
QUIVOTPAVO@PEPACWY OTOV OPO TWV AIHOKAOAIPOUEVWV
aoBevwv Sev amokAeiel TNV mMOavOTNTA CNUAVTIKAG VO-
OOU TOU ATTATOC KAl AUTO YIATi Ol oupaluikoi acBeveig
pe HCV Aoipwén eugavifouv cuyxvoTePa QUOIONOYIKEG
AUIVOTPAVOPEPACEG Kal LPNASTEPOU PaBUOU NTATIKA
ivwon og oUYKpPLoN HE TOUG N OUPAIPIKOUC. MeNéTeG amo
MEMOVWHEVA KEVTPQ, Ol oTtoieg aflohdynoav tn Bapltnta
NG NMATIKAG VOoou PeTady Twv acBevwv pe nratitida
C mou avépevav otn AiOTa Yo JETAPOOXEUON VEPPOU,
avédelfav oe mePLOcOTEPO amd 1o 22% TwV AcBevwv
mpoxwpeNUévN Nmatikny ivwon. MolhovoTtt Aiya dedopéva
urtdpxouv otn PBiPAloypagia oxeTikd pe Tn Baputnta TNG
NTTATIKAC VOOOU O€ alloKaBaipdueEVOUC AoOEeVEiC, O€ HENETN
mou ocuuneptéape 37 HCV BetikoU¢ aoBeveic mou avépe-
Vav OTOV KATANOYO METAROOXEUONG VEPPOU, NTTIA 1 Baptd
ivwon S1amoTwOnKe 0To GUVOAO TOUG, AANA YEQUPOTIOIOG
ivwon oto 8% kat Bapld Kippwon oto 24% amné autoug.”’
€ AN HENETN Omou afloAoyriOnKe N NMATIKK IoToAoyia
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o€ 50 aoBeveiq pe xpoévia HCV hoiuwén, ot omoiot avépevav
OTOV KATANOYO UETAUOOXEUONG VEPPOU, YEQUPOTIOLOG iVon
I Kippwon Amatog Slamotwonke oto 22%, MOCOOTO TO
omoio Sev SiEpepe (Mapd TNV MAPATNPEOUEVN TAON UTTEP
TWV AlHoKaBAIpOPEVWY A0OEVWYV) OTATIOTIKWES ONUAVTIKA
anod tnv opdda gléyxou twv HCV Betikwv acBevwv pe
(PUCIONOYIKN] VEPPIKN AEITOUPYIA KAl PUCIONOYIKA emTimeda
ALT.”2 'Ouwg, o ainBng emmolacudg Tng ivwong Segv givat
SuvaTév va kataypagei HETAEY Twv alpokabalpopévwy,
Sedopévou OTL Ol SNUOCIEVPEVEG UENETEG €0TIALOLV OTIG
EMAEYUEVEC TIEPITITWOEL AUTWV TWV acBeVWy, ol oroiol
a&lohoyribnkav yla HeTapdoxeuon veppou.”

MoAovéTi n Bloyia AMATOC TAPAUEVEL O XPUTOG KAVOVAG
Yla TNV EKTiKNON TNG BapuTnTag TNG NITATIKAG VOCOU, Ol N
emepPBatikég péBodol a&loAdynong TnG NmaTtikAG ivwong Ba
eixav 18aitepn a&ia og avtn TNV opdda acBevwv, av An@Osi
urt’ dYn o auénuévocg Kivduvog alpoppayiag mou moavov
va mpoKUYEL amd tTnv KAaoikr Stadepuikn Bloyia Amatog.”

Aldpopeg peréteg umootnpifouv TNV APECH CUCXETION
peTa&l tng HCV Aoipwéng kat tng empPBiwong Twv acBevwv
mou éAafav veppikd podéoxevpa. Kataypdpetal Sekastiq
empBiwon oto 65% Twv acBevwv pe BeTikd avTiowpa éva-
vTL Tou HCV kat oto 80% auTtwv Xwpic opoAoyikn EvOelén
nponynBeicag Aoipwéng pe tov 16 B i C, evw N nAikia tou
aoBevoug KaTd TN METANOOXELUON KAl N TTapousia f n
amouocia tou avTi-HCV anmotéAecav ave€dpTnToug TTPoyvVw-
OTIKOUG TTAPAYOVTEC €KaonG.?® Ze AN HENETN, N OKTAETAG
emPBiwon 57 HCV Betikwv acBevwv ntav 20% UIKpOTEPN
o€ ouykplon He TNV opdda twv 118 avti-HCV apvntikwv
aoBevwy, Tou anmotéhecav TNV opdda eréyxou. Metd amno
Sekaetn péon Sidpkela mapakolovbnong to 17,5% Twv
HCV Betikwv aocBevwv eugdvicav Kippwon Amatog.’® e
avtiBeon e ta mpoava@epBEvTta, SUO HENETEG améTuXav va
avadeifouv diapopd otnv emBiwon peta&y HCV Betikwyv Kalt
aApPVNTIKWV acBevwv Tou uToBANONKAV OE HETAPOOXELON
VEQPOUL.”>7¢ TTiIBavég e§nyNoelg TNG S1a@opdg Twv ev Adyw
mapaTnErRoswy Ba prmopovoav va anmoteAécouy To Slago-
PETIKO 0TASIO NTTATIKAG VOOOU KATA TN UETANOOXEVON, O
EMITONACHOC TWV CUUTTAPAAPTOUVTWY VOO UATWY, OTTWG
0 oakxapwdng SlafrTNnG Kat n kapdlayyelakn vooog, kabwg
Kal S1a@opEg 0T XopnynOEeioa avoooKATACTAATIKY aywyr).

To ukdé @optio Tou 10V HCV otov opd auédavel katd
npooéyyion 1,0—-1,5 logqo IlU/mL petd tn petapdoxevon,
EVW TA EMMESA TWV AUIVOTPAVOPEPACWY AUEAVOUV GTOUG
AATITEG VEPPIKWVY HOCXEVUATWY, UE TIPONYOUUEVWG PUOL-
OMNOYIK NTTATIKA PBloxnpueia, akdun kal og emimeda MOAU
VYPNAOTEPA AUTWV UE TTpoUTapxovoa avénon tng ALT otov
0p0.7577% Ev TOUTOIC, T €MTTESA TWV AMIVOTPAVOPEPATWYV
Sev Umopouv va anmnodwoouV HE akpifEla TNV UTTOKEIUEVN

B.A. ZEBAXTIANOX kat 2.M. NTOYPAKHX

Swatapayry o€ 10tohoyiko emimedo. AladoxIkEG Bloyieg,
pe otoxo va aflohoynbei o pubudC avénong Tng ivwong,
avédelfav avénon tng ivwong oto 36% Twv acBevwy Katd
N SIAPKELA TNG TPLETOUG TapakoAovONnor G Toug.”” O emi-
TIOAACWOG TNG Kippwong MeTAPAAONKe amd 5—21% ueTd
amné 5—7 étn mapakoAolBnonc.8%8’ Eival evélagépov ot o€
HENETN omrou SievepynOnkav SladoxikéG Blovieg, kabe 3—4
XPOVIa, 0€ 51 AATTTEG VEQPIKOU LOOXEVATOC, TIEPITTOUL OTO
40% Ttwv Selypdtwy mapatnendnke otabgpormoinon Tou
BaBuou ivwong, evw oto 20% urootpon.® Mapdyovteg
TTOU OUCXETIOTNKAV UE TIpolovod iviwon ATav n faputnta tng
NTTATIKAEG VOOOU TIPLV ard TN HETAUOOXEVON Kal N SIApKela
NG TTEPLOS 0L TTapakoAouBnonG.8%% Asv undpyouv evdeielg
OTI N MPO0S0¢ TN ivwong o€ AuToUg Toug aoBeveig pmopei
Va OXETIOTEl YE TA EMIMeSA TOU UIKOU (pOPTIOL OTOV 0pO 1
TO YovOTUTIO TOoU 100.”? EmmpocoBeta, n urmokeipevn xpovia
loyevrg nrratondfela au§Avel Tov KivOuvo @AapUAKEUTIKNAG
nmatoto&IkOTNTag Katd tn StdpKela Tng Ogpareiag pe avo-
OCOKATAOTAATIKOUG 1) AVOCOTPOTIOTIOINTIKOUG TTAPAYOVTEG,
onw¢ n alaBelompivn.®

H xpovia HCV Aoipwén éxel ouoxetioTei emiong Kat
ME TNV avdntuén 181omabol¢ UIKTAS Kpuooalplvalpiog.
>xedov ol piooi anmd toug aoBeveic pe HCV Aoipwén kat
Kpuoo@alptvaipia tuomovu Il Il avantdoocouv emMIMAOKEC
and Toug VEQPOoUG, TepIAapBavouévng Tng HepBpavoirep-
TAQOTIKNG KAl TNG HEMPBpavwdoug onelipapatoveppitidac.
H Moipwén pe tov HCV gnmauvfavel tnv mbavotnta de novo
OTIEIPAUATOVEPPITISAG ] UTTOTPOTING TNG OTIEIPAATOVE-
ppitidag kal oxetifetal pe TN peiwon g empBiwong Tou
VEQPIKOU HooxXeLHATOG.?

Emiong, n ekdri\won veogppavi{opevou Safritn ana-
VTdtal oto 24% twv aoBevwy, 36 UAVEG UETA ammd TN
petapooxevon veppou. Mpooeatn PeTa-avaluon, TTou
oupurneptENafe 10 peNéTeg Kat 2.502 AATITEG VEQPIKOU HOCXEL-
pHatog, avéSel€e loxupr CUOXETION METASU OPOBETIKOTNTAG
évavti tou HCV kal epgpaviong cakxapwdoug Slafrtn uetd
N PETApOoXeLVON. ANNOL TTAPAYOVTEG TTIOU CUVEICPEPOLV
otnv gpeavion diaritn nephapBdavouv tn Ogpansia pe
KOPTIKOEISN 1} KAl TOUG AVACTOAEIC TNG KAACIVELPIVNG.
A&iCel va onuelwBei O6TL TO TTPOYIA TWV KUTTAPOKIVWV
TTOU avTavakAd xpovia @Aeypovwdn Spaoctnplotnta Kat
vYPnAa emimeda KoL POPTIOU OTOV 0pd €XEL CUOCXETIOTEL
UE avTiotaon oTtnv IVOOUAivn.”?

6. OEPAMEIATHXZ XPONIAZ HCV AOIMQ=ZHX
ITOYXZ AHNTEZ NE®OPIKOY MOZXEYMATOX

H povobBepaneia pe kAaotkry IFN 3—5 MU 3 @opéc Tnv
eBbopada yla 24—48 eBSouddec avéSel€e HETPLA ATTOTENE-
OMaTIKOTNTA 01N Bepaneia acBevwv pe xpoévia nratitida C
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KAl TEAIKOU 0TaSiou VEQPIKT AVETTAPKELA TTOL UTTOBAAOVTAL
Xpoviwg og aipokdBapon. AUo PETA-AVAANUCELG, Ol OTIOIEG
ovurneptiENafav 482 aoBeveig 25 SNUOCIEVPEVWV HENETWY,
gmonuavav otl autoi mou éAapav povoBepareia pe IFN
EUPAVIOAV TTOCOOTA EUMEVOUOCAC LONOYIKNG ATTOKPLIONG
Ta omoia Kupdavenkav amd 33—39%.55% EISIkoTEPQ, yia TO
yovotunio 1 Ta MocooTtd amoékplong Ntav 26—30,6%.5057
Ta mooooTtd autd ival upnAoTepa amod ekeiva Tou apa-
TnpouvTtal og acBeveic un alpokabalpoevoug ol ormoiol
AapBdavouv povoBeparieia pe vTepPePOVN (6—19%) Kal
mBavov cuoxetiCovtal pe TNV avénuévn ékBson otnv
WVTEPPEPOVN TWV alpokaBalpdpevwy acBeviyv, Adyw TG
HEWMEVNG KABAPONG TNG.5788

H meykuAhiwpévn wteppepovn (Peg-IFN) éxel emiong
xopnynOei oe alpokaBaipduevoug acBeveic. uoTtrvetal
TIPOCOXH OTN XOoPNyNnon TwV QAPUAKEUTIKWY TTPOIOVTIWYV
Peg-IFN oe aoBeveig pe kdBapon kpeatvivng <50 mL/
min.”? Y& (o apxtky avag@opd mou cuumepléAafe 27 ai-
pokaBalpouevoug acBeveic pe xpovia HCV Aoipwén, ot
omnoiot é\afav Bepareia pe kKAaoikr IFN 3 MU 1peig @opég
v gBdoudda (n=20) r} Peg-IFN 135 pg tnv gBdoudada
(n=7), mapatnpnOnke gupévouca LONOYIKH ATTOKPION OE
o000 TO 50% kat 43%, avtiotoixa.? H xopriynon IFNa 3
popég TNV €RSopada gival TEPICCOTEPO ATTOTEAECHATIKN
Kal €XEl CUOYXETIOTEL P HIKPOTEPN Sldpkela Beparmeiag kat
AyoTEPEG QVeEMOUUNTEG EVEPYELEG O€ OUYKPLON ME TN XOPN-
ynon Peg-IFN pia @opd tnv fdoudda, 6mwg Touldxiotov
empPePaiwvel Snuooievuévn mepimTwon acBevouc.”

‘Ocov agopd oTn Xoprynon cuvSuaouEéVNG aywyYNnS
IFN kat piumafipivng (miv. 3), o€ MAOTIKA UENETN TTOL
ouunepENafe 5 alpokabaipdpevous aocOeveic pe xpovia
HCV Noipwén xopnyndnke cuvduaopog 200 mg piumap-
pivng tTnv nuépa pe aufavouevn Séon péxpl ta 600 mg
oe Siaotnpa 6 eBdouddwv kat kKAaoikig IFN (3 MU Ttpeig
@opéc TNV €BSoudada) yia >40 BSouddec. Kat ot 5 aoBe-
veic éNapav avacuvduaouévn avBpwrivn epubpomoinTivn
TPV Kal Katd tn SidpkKela tnG HeAETNG. H ocuvduaopuévn
Bepareia eixe wg amotéAecpa Tn peiwon Twv eMITESWVY TOU
HCV-RNA, mou gywvav pn avixvevoipa og 4 and avtoug. Ev
TOUTOIG, N avatpia mou oxetiCetatl pe Tn AN pumafipivng
amaitnoe peydheg 8O0eIg epubpomolinTivng KAl LETAYYIOELG
UE CLUTTUKVWUEVA EpUBPQ, eV N pLumapipivn SlakdnKe
og Vo and autouc.® Ot alpokadalpodpevol acBeveic (n=7)
pe xpévia nratitida C pmopolv va Adfouv pe ac@diela
Oeparmeia pe IFN, 3 MU tpelg popég tnv eBSoudda kat 200
mg plumapipivng Tpeig popég tnv edoudda. Ta mocootd
EUPEVOUOAG LOAOYIKNG ATTOKPIONG OTN CUYKEKPIMEVN MENETN
ntav 66% kat 55% yia 24 kat 48 eBdouddeg Bepaneiag,
avTioTOIXA, EVW Ol AMAITAOELG o epubporointivn Sev pe-
TaBARONKav onuavtika Katd tn didpkela tng Ogpaneiag.”’
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Nivakag 3. AnoteAéopata ocuvduaouévng Bepamneiag Peg-IFN kat Riba
o€ aipokaBalpopevoug aoBeveic pe xpovia HCV hoipwén.

Mehétn ‘Etog EidogOepanciag % acBevwv e SVR
Bruchfeld et al’% 2006 Peg-IFN+Riba 50 (3/6)
(n=2)
Rendina et al'® 2007 Peg-IFN+Riba 97 (34/35)
(n=4)
Carriero etal’”® 2008 Peg-IFN+Riba 29 (4/14)
Van Leusen etal 2008 Peg-IFN+Riba 71 (4/7)
Liuetal’”? 2009 Peg-IFN+Riba 60 (21/35)
Hakim et al’”? 2009 Peg-IFN+Riba 7 (1/15)

Peg-IFN: Meykuhiwpévn vtep@epdvn, Riba: Piumafipivn, SVR: Eppévouoa tohikn
anmokplon

H Bepameia tng HCV Aoipwéng og MMTEG vE@PLIKOU
pooxeupatog Sev cuviotdtal Adyw T mOavrig andppiPng
TOU HOOXEVUHATOG TTOU cuoxeTiletal pe tn Xopriynon IFN.
Avagépovtal TooooTd ogiag amdppuPng mou mpooeyyifouvv
T0 50—60% TWV MEPUTTWOEWV.”? € opAda 16 ANTITWV VEQPL-
KOU HOOXEVMATOC UE O0TaOEePn VEQPPIKA vOoo Tou éNaf3av
Bepareia pe Peg-IFNa2b, SiamotwOnke oeia avénon g
KPEATIVIVNG 0pOoU 0TO 37% Twv aoBevwv.®? € ANNN LENETN,
EVTOC TWV TTPWTWV 6 pnvwv amndé tnv évapén tng avti-HCV
aywyng pe IFN, 2 (17%) amd toug 12 acBeveic mou éhafav
Oeparmeia gp@dvicav ofeia amdéppyn pe mapouacia HLA
€I0IKWV AVTICWHATWY évavTl Tou 80T oTov 0pd Kal oTd
TEPLOWANVAPLAKA TPIXOEISN.” ‘OuwC, UTTAPXOUV KAIVIKEG
ouvOnkeg émou ol Kivouvol ano tn Oepaneia utookehilovtal
armé 1o SuvNTIKO OYPENOG, OTIWG OE TIEPIMTWOELG UTTOTPOTING
NG opeINdpevng otov HCV omelpapatoveppitidag, PeTd
N METApOOXELON.

MeletnTég €xouv MpoTeivel Tpomomotnuévo cuvSuaouod
xapnAng 86ong IFNa, 1 MU tpeig wopég Tnv fSopdda, kat
pwurafipivng 600 mg tnv nuépa yia 48 efdopddec. X10
TéNo¢ TNG Ogpareiag, 5 amod Toug 11 acBeveic TNG HEAETNG
ntav HCV-RNA apvnTikoi, 3 eueavicav eppévouoa Bloxnuikn
Kal IOAOYIKA armokplon kat 3 Siékopav tn Beparneia Adyw
oéeiag amopppng (n=1)  ocAYNG (n=2).*

Ymnotpomddlouoa 1y de novo onelpapatove@pitida mou
oxeTiCetal pe mpoundpyxovoa HCV Aoipwén pmopsi va
mapatnenOei otoug AANTTEC VEQPPIKOU HOOXEVATOC. H xo-
prynon avti-ikig Bepareiag mpv and tn HETAPNOOXEUON
Kal n emitevén kadBapong Tou HCV pEIwVEL CNUAVTIKA auTnh
v mbavotnta. Xe peNéTn 15 acBevwv pe xpovia HCV
Aoipwén mou avépevav PETapOoXeLoN VEQEPOU Kal EAafav
Beparneia pe IFN, 10 (67%) amd autoug apvnTikomoinoav
TO UKO QOPTIO KATA TN UETAMOOXEUON, VW Kavévag Sev
avéntuée omelpapatovePpitida PETA TN HETANOOXEUON.
O povadikég aoBevig (7%) mou avéntuée de novo OTiEl-
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papatove@pitida €ixe aAVIXVEUCIUO UKO QOPTIO KATA TN
peTapdoxevon. Avtifeta, HeTadV Twv 63 ANTITWV VEQPIKOU
pooxevpatog mou Sev éAaav Beparmeia, To 71% rtav
HCV Betikoi kat 12 (19%) amnd autoug avéntuéav de novo
onelpapatoveppitida. Kat ot 12 Atav HCV Betikoi katd T
®Aon TNG HETAPOOXELONG. Ta AVWTEPW UTTOONAWVOULV OTL
TMO000TO >27% Twv HCV-RNA BeTikwv aocBevwv evdéxetal
va avantuéouv de novo OTEIPAUATOVEPPITISA UETA TN
petapooxevon kat otL n ekpiwon tou HCV mpv and tn
HETAUOOXEVON UTTOPEL va TIPOAABEL AUTH TNV EMITAOKN.”

OewpnTIKA, N HUKO@AIVOAIKY HOQETIAN Ba umopouoe
va €xel avti-ukn Spdon emi tou HCV, énwg n piumafipivn,
a@oL avaoTENEL TNV 086 TN IVOCIVIKAG LOVOPWOPOPIKNAG
Se0OpoyevAoNnG TTOU CUPUETEXEL OTOV TTIOANATIAQCLAGHO
Tou HCV/ Opwg, damotwbdnke avénon tng lawpiag oe
AATITEG VEPPIKOU pooxeLPATog Tou éhafav Bepareia ue
TO OUYKEKPIUEVO PAPUAKO.”

B.A. ZEBAXTIANOX kat 2.M. NTOYPAKHX

7. OEPANEYTIKEZ MNPOTAZEIX
FNATHN ANTIMETQMNIZH THZ HEV AOIMQ=HZ
2E AZOENEIZ ME METAMOXZXEYXH NEOPOY

Agdopéva mou agopoLv otn Beparneia tng xpoéviag HEV
Moipwénc og aoBevei Ue PETAPOCXELON CUUTIAYWV OPYAVWY,
€mi Tou MapodvTog, anovotalouvv amd tn BipAoypagia. H
Peg-IFN @aivetal va €xel KATTOLO ATTOTEAECUATIKOTNTA, AANA
TIPETIEL VA XPNOIOTTOLEITAL E PEIOW OTOUG PETAPOCKEUUEVOUG
aoBeveic Aoyw TN mBavoTnTag améppPng Tou HOCKEVHA-
10G¢.” H peiwon TnG avoooKATAOTOANNG UTTOPEL va €XEL WG
AMOTENECHA TN PN aviXveuolpotnta tou HEV-RNA otov opd.”
MIKPEG LENETEG €XOUV KATAYPAYPEL ATTOTEAECUATIKOTNTA TNG
pumaBipivng og avoooKaTAoTAAUEVOUC AOOEVEIC LE Xpodvia
HEV Aoipwén, mepA\apBavouévwy autwy PE PETApdoXEuon
vEQPOUL.7”% H Bértiotn Soon kal n Sidpkela Tng Bepaneiag
HéVouv va KaBoploTOUV [E TIPOOTITIKEG UENETEC.
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Viral hepatitis in patients with kidney transplantation
V.A. SEVASTIANOS,' S.P. DOURAKIS?
"Fourth Department of Internal Medicine, “Evangelismos” General Hospital, Athens, °Second Department
of Internal Medicine, Medical School, National and Kapodistrian University of Athens, “Hippokration”
General Hospital, Athens, Greece

Archives of Hellenic Medicine 2013, 30(5):574—-586

Infection with HBV and HCV viruses is more frequent in patients on hemodialysis and those with kidney transplants
than in the general population, and is associated with rapid progression of the resultant hepatitis to the more se-
vere stages, with a significant effect on overall survival. Emergent infection with HEV virus has recently been added
to causes of chronic liver disease, particularly among immunocompromised patients. Changes in the immune status
of kidney transplant recipients during the first months following transplantation can result in reactivation of HBV in-
fection (fulminant hepatitis) or in the restoration of immune system competence with subsequent a rapid clearance
of the infected hepatocytes. Preemptive treatment with nucleos(t)ide analogues, regardless of HBV-DNA levels in
the serum, could prevent the development of such complications in kidney graft recipients. Treatment of HCV infec-
tion in these patients is not routine, mainly due to the possibility of graft rejection associated with the administra-
tion of interferon (IFN). There are certain clinical circumstances, however, where the risk of treatment is outweighed
by the potential advantage, which in some cases is significantly higher, such as recurrent HCV-associated glomer-
ulonephritis. Early clinical awareness of viral hepatitis is essential and may result in significant benefits to patients
with a renal transplant.

.............................................................................
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