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Mmopei n avTi-ukn aywyn o€ acBeveic
HE xpovia nmatitida B va mpohdper
TV AvamTuén ToV NIATOKUTTAPIKOU
KapKivou;

To nmatokuttapiko kapkivwua (HKK) gival o 50 cuxvotepog Kapkivog,
AvTIMTPOoWTTEVEL >90% TwV MPWTOMAOWV KAPKIVWV TOU RITATOC KAt amoTeAE(
onNUAvTIKG maykoo o mpoPAnua vyegiag. H xpovia nmatitida B (XHB) eivai n
KUpta attia kippwong kat HKK, pe etioia emintwon tou HKK otoug KippwTi-
KoUG acBeveig 2-5%. Ot mo onpavtikoi mpodiadeoikoi mapdayovteg tov HKK
o€ ao0eveic pe XHB gival n peydAn nAikia, n Kippwaon Kat 1o uPnAoé eninedo
Tou HBV DNA. Me Bdon autoug Toug mapdyovTteg Exouv avantuxOei Siapopa
BaBpoloyika cuotipata mpoAePng avantuéng tou HKK. Otavti-ukég Oepa-
Tieieq pe voukAeoo(T)181kd avaloya (nucleo(t)side analogues, NUCs) odnyouv
0TNV UTTOXWPENON TG ivwong, aTnv MPOANYN TG PRENG TNG AVTIPPOTINONG KAl
¢ Kipooppayiag. H xopriynon tng Oepamneiag pe NUCs yia tnv mpoAnyn touv
HKK éxe1 pehetnOei apketd. H avaockomnaon tng BipMoypagpiag Seixvel 0Tt n
HaKpoxpovia avTi-ukn Oepaneia pe evrekapipn kat tevopofipn, mov éxouv
1oXupn avTi-ukn 8pdon kat undauvé kivéuvo avamtuéng avroxng, ivat amo-
TeEAEOHATIKN 0TNV KATaoToAr Tou HBV DNA Kat cupBAalAel otn peiwaon, al\d
Ox1 Opw¢ otnv e§AAendn tou Kivduvou avantuéng HKK. Zupnepaopatikd, ta
NUCs pmopoUv va XpnotpomnotnfoUv akivéuva Kal HEPIKWG AMOTEAECUATIKA
yta v npoAnyn tou HKK. Opwg, cuviotdtat va cuveyi{etal n emrtripnon ya
avantuén HKK, pe umepnxoypd@nua Amatog avd 6 MRVES, GTOUG KIpPWTIKOUG
aoBevei¢ mou avtamokpivovtal IOAOYIKA, BlOXNMIKA, KAVIKA Kal LIOTOAOYIKA
ot Bepancia.
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Can antiviral therapy in patients
with chronic hepatitis B prevent
the development of hepatocellular
carcinoma?
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NéEeig evupeTnpiov

HmatokuTttapikd kapkivwpa
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1. EMNIAHMIOANOTIA

O nmatokuTttapikog kapkivog (HKK) amoteAei to ou-
XvotepOo Mpwtonabry Kapkivo Tou Amatog. Mpokeital yia
ToVv 50 ouxvoTteEpO Kapkivo otoug Avdpeg (749.000 véa
TIEPLOTATIKA VA £€TOC) KAl TOV 70 OTIC YUVAIKEG KAl TNV
Tpitn artia BvntoéTnTag amd Kapkivo.' H emintwon tou
HKK éxel urohoytotei og 250.000-1.200.000 acBeveic avda
€10¢ (1-4/100.000 oT1g SUTIKEG XWPEG Kat 50-150/100.000
otnv A@pIKn Kat Tnv Acia), n omoia IcoSuVaEi Kal PE TN
OvntéTNTA Ao TN VEOTTAACMATIKY VOGO AOYW TNG KAKAG
npoyvwong (mevtaetig emBiwon <12%).” H cuxvétnta
Tou HKK audvel 81eBvwg, kupiwg Aoyw tng emdnuiac tng
Noipuwéng pe Tov 10 TG nratitidag C (HCV) otig dekaeTieg
Tou 1960 kat Tou 1970.6 To 90% Twv acBevwv pe HKK ma-
pouaotalouv IoTONOYIKA Kippwaon Tou AMaToc.”’°

Mapdyovteg mou mpodilabétouv oTnV avdantuén Tou
HKK gival n Kippwon tou Arratog ave{aptrTw  artiohoyiag,

N Xpovia Aoipwén amod toug 1oug nratitidag B, C kat SéAta
(HBV, HCV, HDV), n ékBeon o€ kKapKivoydva UE KUPLOTEPO
ekTTPOOoWTO TNV aPAatoivn B, 1o avdplkd @UAO, TO OLvo-
TIVEUUQ, TO KATIVIOUQA, TO AUENUEVO CWUATIKO BAPOG Kal
N YeveTikn mpodidBeon.’” O HBV avixvevetal oto 60-80%
Twv repimtwoswv HKK (010 70-90% TwV TTEPIMTTWOEWY OF
€8a@og Kippwong) Kal gival To HEYAAUTEPO KAPKIVOYOVO
UETA aT1d TO KATVIOHA. O OXETIKOG KivOUVOG TwV aoBevwv
pe xpovia HBV-Aoipwén (ue Betikd HBsAQ) yia avamtuén
HKK givat 200 gpopég HeyaAUTEPOG ATTO TOV AVTIOTOIXO TOU
urtéAomou MANBUGCHOU,’? VW) OTAV GUVUTIAPXEL Kippwon
matoc o Kivéuvoc yivetal 800 @popéc peyalutepoc. O HKK
ouvriBwg avanmTUoCETAl TOUAAXIOTOV PETA amd 25-30 €1n
xpoviag HBV-Aoipwénc.

YTIApXouV LoXUPEG eVOEi&eIg AITIONOYIKAG CUOXETIONG
NG Xpoviag HBV-Aoipwéng pe tnv maboyévela tou HKK —
emdnuioloyikd dedouéva, TpoANYn Pe Tov eYPoAlacuo
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évavTtitou 1ov, avamntuén HKK og {wa-povTtéla (O€ TPWKTIKO
woodchuck kat okioupdkia, aANd Ox1 OTIG TTATTIEG TOU TMeKi-
VOU O€ OAEC TIG TIEPUTTWOELS XPOVIAG AoiUwENG LE ) XwpPig
Kippwaon) Kal 0g KUTTAPOKAANEPYELEG.'?

H yewypagikn katavour twv acBsevwv pe HKK ou-
oxeTiCetal pe Tov emmoAacud tng xpoviag HBV-Aoiuwéng
otnv ida meploxry. O HKK gival moAb ocuxvog otnv Kiva,
otnv Kopéa kal otn voTiotepa TnG Zaxdpag mepLloxn tng
AQPIKNG (XWpPEG pe emmmolacud tou HBsAg 10-15%) evw
gival oxeTikd 1Mo onmdaviog otn SuTikn Kal TN Boépeia Eupw-
1N, KaBwg kat Tn Popela Apepikn (emmoAacuog HBsAg
<1%). H ouxvotnTta gival evOIApeon OTIG XWPES TNG VOTIAG
Evpwmning (lomavia, Itahia, EAN\Ada), otn Méon Avatoln kat
TNV avatoAikry Evpwrn (emmoAacpdg HBsAg 2-5%). ‘Etol,
OTIG AVATITUCOOMEVEG XWPEG SlamoTwOnKav opoAoyIKoi
Seiktec HBV-Noipwéng oto 89% twv acBevwv pe HKK, evw
OTIG QVETTITUYHEVEG XWPEG TO TTOOOOTO Eival CNUAVTIKA M-
KPOTEPO (32%).2 ZTNV EANASQ, 0 emmmoAacudg touv HBsAg
otov HKK 3péBnke 62%.°

2.MAOGOTENEIA

H maBoyévela tou HKK otn xpovia HBV-Aoiuwén eivat
TIOAUTTAPAYOVTIKN.™ H KapKIvoyéveon amoTeAei TOAUQAGCIKA
Stadikaocia mou Mpodyetal HECW TNG XPOVIAG PAEYHIOVAC,
TNG OUVEXOUG VEKPWONG KAl TNG Avay£vvnong Twv Nato-
KUTTAPWV KAl TNG EKKPLONG KUTTAPOKIVWV (TTiv. 1). To TEAIKO
YEYOVOG €ival XpWHOOWHIAKEG METABONEG, PE EvepyoToinon
KUTTOPIKWY OYKOYOVISiWVY, amevePyoTToinon KATAOTOATI-
Kwv oykoyovidiwv, armodiopydvwon tou dg(o)ofupio(Co)
VOUKAE((VI)koU o&€og (deoxyribonucleic acid, DNA) twv

Nivakag 1. MaBoyévela TG NTOTOKAPKIVOYEVEDNG.

Xpoévia nmatitda/kippwon

\

Od4vaTog Twv NITATOKUTTAPWY

\

Avayévvnon Twv NTOTOKUTTAPWY

PuBuog >100-1.000 @opEG TOU GUCIONOYIKOU

\

Juoowpeuon petalaywv oto DNA

\

Tpomomoinon yoviStakol UNMKOU TOU NITATOKUTTAPOU

v

HKK

DNA: Ag(o)o&upio(Co)voukei(vi)ké o&U (deoxyribonucleic acid), HKK: Hma-
TOKUTTAPIKOG KAPKivOG
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NTTATOKUTTAPWY KAl EVEPYOTIOINON TNG TEAOPEPAONG KAl
Twv auéNTIKWV Tapayoviwy (miv. 1, k. 1). H tpomomoinon
TOU YEVVNTIKOU UAIKOU TOU EeVIOTH UE TNV EVOWMATWON
TOU 10U Kal N §pdon Twv MTPWTEIVWY TOU QaiveTal va gival
KATAAUTIKO{ TTAPAYOVTEC OTN VEOTIAAOUATIKN eKTpOoT. ETO!,
N €K@PAcN TWV MPWTEIVWV TOU LoV UTTOPEL va €XEL AUECN
enidpacn oTnNV KUTTAPIKN AEITOLPYIa Kal va EUVOEL TNV
KaKkorOn ektpoT avaotéAovtag Tnv andémtwon. Emiong, o
160G TTPOKAAE( evioxuon TNG KapKivoydvou Spdong ewyevwv
KAPKIVOYOVWV, OTTWG N alBUAIKT) aAKOOAN Kal ol a@AaToEivec.
Nelpapatikd dedopéva Seixvouv 0TI N NITATOKAPKIVOYEVEDH
otov HBV o@eiletal otnv anmodlopydvwon Tou KUTTAPLKOU
DNA Aoyw tng SiadieyepTtiknc Spdong Tng mpwTeivng X,
TWV OYKOYOVWVY ISIOTATWY TWV TIPWTEIVWYV TOU PAKENOU,
NG EVOWUATWONG TOU 10U OTO NITATOKUTTAPIKOS YoviSiwua,
TWV TPOTTOTTIOINTIKWY AUENTIKWV TTAPAYOVTWY KAl TNG TPO-
TTOTI0{NONG TWV KATACTAATIKWY oykoyoviSiwv. Kavéva amo
Ta YyvwoTtd oykoyovidia dev paivetal va evoyoroleital. H
EVOWUATWON Tou HBV 0T0 XpwHOOWULOKO UAIKS TOU EEVIOTN
o010 85% twv nepimtwoewv HKK Bewpribnke apxikd wg n
amapyr TNG VEOTTAACHATIKNG EKTPOTIAG. H evowpdtwon oto
XPWHOOWUIAKO UAIKO TOU EeVIOTH pmmopei va odnynoel og
XPWHOOWUIAKEG ENNEIPELG, LETANNAYEG KAl LETADEOEIG, PE
ouvoS06 AVaOTOAN I EVioXUoN TNG EKPPACNG PUOUIOTIKWV
KUTTAPIKWV YoviSiwy, Tou epIAapBAVOLVY EMIKPATOUVTA Kal
UTTOAELTTOEVA OYKOYOVISIa KAl OYKOKATACTAATIKA yovidia,
Ta omoia gival onNUAvVTIKA yla TNV avantuén Tou NTaToKuT-
Tdpovu 1 Tn Slagopormoinor Tou (oykoyéveon pe €i0080).
‘Exel mpotaBei 611 n evowpdtwon tou HBV mpokalei evep-
yomoinon yovidiwv, 6rmwg Tou ummodox£a ToU PETIVOIKOU
0&€0¢ 11 TS KUKAIVNG A. Ot KUKAIVEG gival yovidia onpavTikda
Yla ToV €AEYXO TNG KUTTAPIKNAG Slaipeong, VW n TPOTTOTOL-
NMEVN EKPPOAOH TOUG LETA ATTO TNV EVOWHATWON TOU ILKOU
DNA pmopei va odnynoel oe kakonOn ektpor. Emiong,
To yovidlo TnG TeEAopepAong, To omoio KwSIKoypagei Yia

Kippwon

Metalhayég KataoTakTikuy l

yoviBiwy (P53) Evowpdtwen

v

OYKOYOVES IBIGTNTES
TPWTEIVWY QakiAou

e

Ala-Bieyeprikn Spdon
mpwrEivng X

ATMOAIOPTANQEIH
KYTTAPIKOY DNA

PR

AuEnTikoi TapdyovTeg l

Kavéva amo 1a yvwaoTtd oykoyovidia

Ewkova 1. MaBoyévela Tng Kapkivoyéveong amoé Tov HBV.
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TIPWTEIVN TTOU ATTOKOTITEL TA AKPA TWV XPWHUOCWHATWY Kal
TPOOSEVTIKA 08NnyEi To KUTTAPO OTNV ANTOTTTWON, @aivetal
va gival cuxVA 0 GTOXOG TNG EVOWUATWONG, UE ATTOTEAECHUA
TNV avaoToA TG Spdong Tou. Aev éxel SlamoTwOe( péow
METAAAAYNG EVEPYOTIOINON TWV YVWOTWV OYKOYOVISiwy,
a@oU n ocuxvoTNTA CNUEIAKAG UETAANAYNG OTa c-Ha-ras,
c-Ki-ras, N-ras gival ToAU xaunAn. Emiong, n evowpdtwon
o€ AMa yvwoTtd oykoyovidia (6mmwg c-myc kat N-my 2¢) mou
SlamotwOnke ota TPpwKTIKA woodchuck ev emPBeBaiwdnke
otov avBpwrmo. H anmAr} evowudtwon oTto yoviSiwpa Twv
KUTTAPWV 8&V EMAPKEI Yla TNV EMOTNUOVIKN TEKUNPIwoN
TNG OYyKoy&veong, agou éxel SlamotwOe( o TOIKIAEG Kal
TUXaieg XpWHOOWHIOKEG B€o¢els. Emiong, n evowpdtwon
Tou HBV 070 yeveTIKO UAIKO TwV NITATOKUTTAPWYV SeV gival
amapaitnTn yia Tov MTOAAAMAAGCIACUO TOU 10U, AAAd yia TN
Slalwvion Tou Kal EMTENETAl VWPIC 0TN QUOIKN TTopEia TNG
xpoviag HBV-Aoipwéng. H evowpdtwon amoteAei Suvauikn
e€epyaoia pe VEEC EVOWMATWOELG OTA iS1a 1 0€ SIAPOPETIKA
onpeia amod TG mponyoLUeveG. Ztnv mépLE Tou HKK meployn
TOU ATTATOG, N B€0n TNG EVOWPATWONG CUXVA Sla@EpEl.
Emi mAéov, o€ TTOAVECTIAKA KAPKIVWUATA, N EVOWUATWON
TeAeiTal o€ S1APOPETIKA ONUEIA TOU YEVETIKOU UAIKOU OTd
Stagpopa veomhaopatikd olidia, evw oTo 15% Twv TTEPITTW-
oewv HKK dgv diamotwvetat HBV evowpdtwon (eik. 1).°

ANTOAEIQ XpwHOOWIAKOU (YevvnTikoU) UAIKoU (10q, 18p,
22q,1p,4q, 11p, 139, 16q), TToU &ival {CwG XPNOLUN Yia TNV
mpo@UAaén amod HKK, éxel meptypagei 0T cupBaivel cuxvd,
eVOEXOUEVWG WG ATTOTEAECHA TNG EVOWHATWONG TO 10U. Ot
MEYANEG AUTECG XPWHOOWHIAKEG AANAYEG TTOU TTApATnPOoUVTAL
OTO VEOTTAACMATIKA NTTOTOKUTTAPA eV TapatnpouvTal ota
Lyl KUTTapa. Opwg, PImopei va unv €xouv TaBOYEVETIKA
onuaocia kat va givat Seutepomnabeic péca oTo MAAIolo TNG
VEOTIAACOMATIKNAG EKTPOTIAG.?

TatehevTaia Xpovia evioxUeTal N ArmoPn OTL N ATTWAELA
1} N LETAANAYH TWV OYKOKATACTAATIKWYV Yovidiwv Stadpa-
patiouv onuavTikd poAo oTnV MaboyEévela TwV VEOTIAQ-
opatwv.? e mpoxwpnuévou otadiov HKK pmopsi va dia-
TMOoTWVOVTAl EANEIPEIC OTO OYKOKATAOTAATIKO Yovidio Tou
PETIVOBAACTWHATOG. ZulnTeiTal eupUTATA N HETANAY A N
TPOTIOTTIOINHEVN €KPPACT TOU OYKOKATACTAATIKOU Yovidiou
P53 oe aoBeveic pe HKK, amoppola tng evowpdtwong Tou
100. To yovidio P53 Bpioketal otn Béon p 13.1 oto Bpaxv
AKpO TOU XpWHOoWHATOC 17, mapouaotdlel TTEVTe TAaiola
avayvwong Kat €xet StatnpnOsi katd Tnv mdpodo Twv at-
WVWV. To UOCIOAOYLIKO YoVidlo KwSIKoypagEi yia TpwTEivn
53 kD, 375 apwvo&éwy, pe Bpayeia nuimepiodo {wng (15-20
min), TTou TAPOUGIALEL XOUNAT CUYKEVTPWON OTA PUCIONO-
YIKé KUTTapa. To P53, pe TNV MpwTeivn Tou KWSIKOYPAYE(,
€ENEYXEL OTOV TTUPHVA TOV TTOAATTAACIAGHUO TWV KUTTAPWYV
otn @don G1 kat eAéyxel Tnv évapén tng ouvBeong DNA.

A.BAZIAIEBA kat .M. NTOYPAKHX

Eniong, Sieyeipel Tn petaypagr tou DNA og ayyeAlo@opo
RNA kat avtaywviletal Ta oykoyovidia Kat Tnv évapén tng
aAmoTTWOoNG. APXIKA, gixe Teplypagei petarayr Tou P53 og
aoBeveig pe ouvdpopo Li-Fraumenti, o1 omoiol mapouoid-
Couv vPnAn cuxvotnTta Kapkivou. Ot petalayég oto P53
o€ 30 TOUAAXIOTOV Sl1aPOPETIKA KWSIKOVIA cuoXeTiovTal
pe TNV avdantuén Stapdpwyv dykwv. Ot petal\ayég oto P53
AVIXVEVOVTAL UE AVOOOIOTOXNUEIA 1) KAl UE KABOPIoUO TNG
aA\nAouyiag Twv Bdoswv.?

MeAéteg Tou yovidiouv P53 og enimedo DNA, RNA kat
MPWTEIVNG Katédelée avwpain Sopn Kal €K@Eaocr| Tou o€
KuTTaplkéC oelpég HKK. Ze HKK mapatnpri®nke amwAeia tou
Bpaxéog okENOUG TOU XPWHOOWHATOG 17, TTou TIEPINAUPBA-
VEL TO P53. E§ dA\ov, n OLuyKEVTPWON TNS MPWTEIVNG TTOL
Kw&IKoypageital amd To HeETAAAYPEVO Yoviblo €xel BpeBOei
av&nuévn oTa VEOTTAACUATIKA KUTTAPA Kal N npmepiodog
(WA TNG TTAPATETAMEVN (APKETEG WPEC). Tpommomolnpévn
€kppaon Tou P53 Siamotwbnke o aoBeveic pe HKK amo
nv Kiva kat tn vétia Agpikr, 6mou n ékBeon otov HBV
Kal otnv agAatodivn B, Bswpouvtal mapdyovteg Kivbuvou
avantuéng HKK. H petaAhayry autr v onpeiwdnke oe
HKK amé dANeg yewypa@IkEG TTEPLOXEG. H TeploXr| EKTOG
VEOTTAAOHATOG TTAPOUGCIale TTAVTOTE £KPPACH TOU (PUCIKOU
P53 yovidiouv. MNapodpoleg petarayég oto idlo Kwdikoévio
AANA o€ TTOAU XaUNASTEPN CUXVOTNTA €XOUV TIEPLYPAPEL
OTOV KOPKiVO TOU TIVEUHOVA Kal TOU TTAXE0G evtépou. H
€kBeon otnv apAatofivn gival and Toug KUPLOUE AITIONO-
YIKoUG mapdyovtec otnv avantuén tou HKK og oplopéveg
TEPLOXEG TNG YNG. ETol, Oa prmopouoe kamola mpwTeivn Tou
10U va 8pa o€ KUTTAPA UE EKPPOAOHN TNG TTPWTEIVNG TTOL
KwOIKoypa@eital amod 1o PeETAAAYUEVO P53 petd amd tnv
enidpaon tng agAatoéivng B, katva mpoodidel o autd éva
ONUAVTIKO TTAEOVEKTN A AVATITUENG EVAVTL TWV KUTTAPWV
UE €Kppaon TNG PUOLKNAG TTPWTEIVNG p53.°

Kautd amno 1ig 7 kupleg mpwteiveg Tou HBV Sev mpokalei
Aueon oykoyéveon, ald @aivetal 6Tl Ol TPWTEIVEG TOU
@akélou S, kal X ackouv S1a-SleyepTikn (amd “pakpld-
trans”) §pdon oTn YEVETIKN €K@PAon Tou EEVIOTH Kal 0w
va auv€Aavouv To pubud PETAPPAONE TWV OYKOYOVISIwV N
™ peTaypaen yovidiwv (transactivational transcription
activity) mou kwdikoypag@ouv auénTikoug TTAPAYOVTEG.
3 € KUTTAPOKAAALEPYELEG, SlamoTwONnKe S1a-SlEyePTIKA
Spdaon NG MPWTEIVNG X, Tpomomnoinon tTnG £éKepaong Twv
yoviSiwv kal kakondn¢ ektpomnn. Eival Suvatdv petalayég
1 ENAEIPEIG O CUYKEKPLIUEVN B€oN TNG TTPWTEIVNG X va TTpo-
Stabétouv og HKK. Mia véa mpwteivn (hepatitis B spliced
protein) gaivetal va evEXETAL ETTIONG OTOV TTOAATTAACIACUO
TWV KUTTApWV Kal oTtnyv anéntwon.’

E€ aM\ov, o HKK avantiooetal kat o€ acOeveig pe xpo-
via HBV-Aoipwén xwpig evepyod 10TOAOYIKN €IKOVA, OTIWG
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KAl O€ PN KIppwTikoUg aoBeveic. Eival mBavov o HBV va
QOKE( Kal Aueon oykoyovo §pdon Kal va pnv Tpoanaltei-
TAL TTAVTOTE O MAPAYOVTAG TNG XPOVIAG GAEYHOVIAG KAl TNG
OUVEXOUG aVaYEVVNONG TWV NTTATOKUTTAPWV. Ol TPpWTEiveq
Tou mepIArjpatog tou HBV pmopei va cucowpevovtal o€
ToéIKA emimeda, Ta omoia va TTPOKAAOUV OYKOYEVEDN. Z&
SlayoviSIakd ToVTiKLA e EKQPaon TTPWTEIVNG EM@PAVELQC,
N CUCCWPEUOT TNG TTPOKAAEL EVTOVN GAEYHOVH KAl avayév-
vnon mmou akoAouBeital amd avamtuén HKK. H diatapayn
NG €KPPACNG TWV TIPWTEVWV TOU TTEPIBAAATOG UTOopPEi va
gival To amoTtéAeopa TNG EVOWHUATWONG TOU LIKOU YoVISIW-
HATOC OTO YEVETIKO LAIKS Tou evioTn. EE dANov, n mpo-S,
Sladieyeipel in vitro Tov umokivnTr Tou oykoyovidiouv N-myc.?

3. NMAPATONTEZ KINAYNOY EKAHAQXZHZ
HMATOKYTTAPIKOY KAPKINQMATOX

Kivéuvog ekdrnhwong HKK umtdpxel, dANote AAAog,
o€ kKABg oTAd10 TNG PUOIKNAG loTopiag TNG xpoéviag HBV-
Noipwénc. O etriolog kivouvog epgaviong HKK (emimtwon)
o1n Xpovia HBV-Aoipwén gival yla toug avevepyoUlg popEiq
0,02-0,2%, yia Toug Xpovioug nratitidikoug 2,2-3,7% kal
Yla TOUG KIpPpWTIKOUG aoBeveicg 2,2-3,7%."° H mevtaeTtiq
aBpototikA mBavoétnta avantuéng HKK yia toug aoBeveig
otn Avon (opilévTia petadoon) Kat otnv avatoAikny Acia
(K&ABeTN peTadoon) gival yla TOUG ACUUTTTWHATIKOUG POPEI
0,1% kat 1%, yia toug aoBeveic pe xpovia nmatitida B (XHB)
Xwpig kKippwon 1% kat 3% Kat yla Toug KippwTikoug 10%
Kat 17%, avtiotoixa. Ot mapdyovTeg KivBUvou ekSAAWONG
HKK Siakpivovtal (a) otig oxeTI{OUEVEC e TOV EEVIOTA
(NAkia >40 eTwy, Appev GUAO, TApoLTia Kippwong, Olko-
yevelako 1otopikd HKK, euAn [Acidteg, Appikavoil), (B) otig
oxeTI{OueVEG pe Tov 16 [HBV DNA >20.000 IU/mL, HBeAg
(+), av€énpuévo moooTikd HBsAg >1.000 IU/L, petaAaypéva
otehéxn HBV n Umapén petaA\aywv otnyv pre-S meploxr Kat
oTNnV TEPLOXN Tou Bactkou mupnvikoL powOnTr (basic
core promoter, BCP) kat tng pre-S, yovotumog HBV (o C>B),
ouv-Aoipwén pe HCV, HDV, HIV)] kat (y) oTig oxeTi{OpeVES
e AMOUG TTAPAYOVTEG (KATAXPNON OIVOTIVEULIOTOG, APAa-
To&iveg, KATVIONA, oakXapwdng Siafrtng maxvoapkia)
(€. 2)."%"” H opopetatpornri HBeAg os avti-HBe gival moAv
ONUAVTIKL, APOU PEIWVEL TOV IIKO TTOAATAACIAoMO. ETi
A€oV, 0 KivOUVOC PEIWVETAL CNUAVTIKA PMETA TNV KABap-
on tou HBsAg, aA\d Sev pundeviletal.’®’? O kivéuvog gival
TOAU HIKPOG (<0,2%) o€ dtopa pe HBV DNA <2.000 IU/mL,
HBsAg <1.000 IU/mL (g1k. 3).2%2" H akapia («OKANpOTNTA»)
Tou AMATog, TTov eKPPAlel To Babud ivwong autoul, Omwg
EKTIMATAL HE TNV EAACTOYPAPia, CUOXETI(ETAL PUE TOV Kiv-
Suvo ekdridwong HKK.?>2 To olkoyevelako 1otopikd HKK
€ival TTOAU onuavTiko.?? Exouv mmeplypa@ei TOAUOPPLIOMOI
voUuKkAgoTISiwv mou cuoxetiCovtatl pe TNV ekdrfdwon HKK
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Kal ol o1To{01 0TO péEANOV UropEi va evtaxBouv og opddeg
MPOPRAeYNG Tou Kivduvou ekdrdwong HKK.7626-28

O1mapamndvw mapdyovTeg amotélecav Tn BAon yla tnv
avAamntuén MPOYVWOTIKWV CUCTNHATWY eKSHAwoNnG Tou HKK
(CU-HCC score — nAikia, AeukwpaTtivn, xohepuBpivn, emimeda
HBV-DNA otov 0p9, kippwon, CAG-HCC score — nAia,
@UAO, core-promoter mutations, emimeda HBV-DNA otov
opd, kippwon, REACH-B score — nAtkia, @UAo, emimeda ALT,
emimeda HBV-DNA otov op6, HBeAg)?** (riv. 2).

Zxeti(opevol Je Tov 10

« HBV DNA >=20.000 IU/mL

* HBeAg (+)

= Yiynho HBsAg

= MetaAAaypéva oteAéyn HBY
(core promoter, pre-S)

+ [ovotumrog HBY (C=B)

+ ZuAhoipwén pe HCV, HDV, HIV

Zxerifopevol
HE TOV EeviOTH
* HAiKia =40 gtuv
+ Appev @UAO
+ MNapoucia KippLwang
+ OIKOYEVEITKS IGTOPIKO

HKK i ‘
« duAn (Agidreg, : 0! TapayovrES
Aoppikavoi) Katdypnan ahkooh

+ Apharotiveg

+ Kdamviopa

+ Zakyapwong diapnne
+ Nayuoapkic

Ewkova 2. Mapdayovteg avénuévou kivduvou HKK (amé Fattovich et al kat
Lok et al, tpomomoinuévo).’>” HKK: Hmatokuttapikog kapkivog, HBV: 16g
¢ nmatitidag B (hepatitis B virus), DNA: Ag(o)o&upio({o)voukAei(vi)ko
08U (deoxyribonucleic acid), HBsAg: AucTtpahiavé avtiyovo r Em@avelokd
avTlyévo tng nmatitidag B (surface antigen of the hepatitis B virus), HCV:
16¢ Tn¢ nnatitidag C (hepatitis C virus), HDV: 16¢ tn¢ nmatitidag 6éhta
(hepatitis D virus), HIV: 16¢ Tng avBpwmivng avocoavendpkelag (human
immunodeficiency virus).

HBV DNA 2200.000 IU/mL | J

HBV DNA 20.000-199.999 IU/mL |

HEV DNA 2.000-19.999 IU/mL

HBV DNA 200-1.999 |U/mL

HBV DNA <200 IU/mL

il

HEV DNA <2.000 IU/mL ko
HBsAg 21.000 IU/mL |

HEV DNA <2.000 IU/mL ke .l
HBsAg <1.000 IU/mL |

T
0 100 200 300 400 500 600 700 800 900 1000

Kivéuvog avamtuéng HKK (ava 100.000 avBpwmo-£tn)

Ewkova 3. Kivbuvog avamtuéng HKK og oxéon pe ta enimeda tou HBV DNA
kattou HBsAg (amo Tseng et al,?? tpomomoinpévo). HKK: Hmatokuttapikog
Kapkivog, HBV: 16¢ tng nmatitidag B (hepatitis B virus), DNA: Ag(o)o&upl-
Bo(Co)voukAei(vi)kd 0&u (deoxyribonucleic acid), HBsAg: Auotpaiiavo
avTlyévo 1) em@avelakd avtlyovo tng nratitidag B (surface antigen of
the hepatitis B virus).



570

A.BAZIAIEBA kat .M. NTOYPAKHX

Nivakag 2. MpoPAeYn tng avantuéng HKK (amo Wong et al, tpomomoinuévo).’

CU-HCC score CAG-HCC score

REACH-B score

HAkia HAkia HAikia
Nevkwpativn Oulo ®uvho
XoAepuBpivn MetaAhayég mupnvikou powOnTH (core-promoter) ALT
HBV-DNA HBV-DNA HBV-DNA
Kippwon Kippwon HBeAg

HKK: Hratokuttapikdg Kapkivog, HBV: 16¢ Tng nmatitidag B (hepatitis B virus), DNA: Ag(o)o§upiBo({o)voukAei(vi)kd o&u (deoxyribonucleic acid), ALT: MupooTtaguAikni

Tpavoapvdon (alanine transaminase)

4. MPOAHWH TOY HNMATOKYTTAPIKOY
KAPKINQOMATOX

HmpdAnYn tou HKK Baciletal otnv mpoAnyn petddoong
TOU 10U (0POAOYIKOG-IOAOYIKOG EAEYXOG TWV AIHOSOTWY,
peiwon TNG avAykng YUETAYYIOEWY, TPOTTOTTOINCN TOVL TPO-
mou (wng, BeNoveG piag xpriong), otnv mpo@UAaén péow
Tou gpoAlacpoy, mou Bewpeital N KAAUTEPN TTPOANYN
(MpwToyeVAC TTPOANYN), KAl 0TNV avTI-UKNA Bepareia (Sev-
TEPOYEVNAC TTIPOANYN).

H amoteAeopatikOTEPN KAl TTAEOV ACQPAANG TTIPOPUAAEN
yla to HKK givat o eyoAtacpuog yia tnv mpoAnyn tng HBV-
Noipwénc. Xtnv Tdifav, meptoxn He VPYNAR EVONUIKOTNTA
HBV, 0 cuVOAIKOC eUBOAIACHUOC TwV veoyvwy 1984-1986
peiwoe TN popeia Tou HBV and 10-15% oto 1%. MapdAAnAa,
o HKK peiwbnke katd 60% ota epfoAiacpéva matdid. Ztnv
mpoAnYn tou HKK BonBouv emiong o opoloyikdg ENeyXOG
TWV AlpodoTWY, N pEiwon TNG avAyKng PETAYYIoEWY, N
Tporomoinon Tou TPoéTou (WNACG, N XPNon BeAovwy uiag
XPriong Kat n avti-ukn Ogpaneia yia tnv mpodAnyn avantu-
&ng kippwone.>?!

H xopriynon tng ouyxpovng avTi-LIKARG aywyNG OE XPOo-
VIEG LOYEVEIC NOIPMWEELG TOV ATTATOC TPOTIOTIOLEL TN PUOIKA
mopeia toug. Ot dueool oToxol TNG Bepamneiag TnG Xpoviag
HBV nmatitidag ival n umoxwpenon Twv CUMMTWHATWY TOU
ao0BevoU( KAl TNG GAEYHOVAG TOU NITATIKOU TTAPEYXUHATOC.
O1 ev A\Oyw OTOXOL EMTUYXAVOVTAL UE TNV KATACTOAN TOU
ko TOANATTAQCIACHOoU, TTou uTTOSNAWVETAL aTTO XapNAd
emnimeda (<10° yovidSiwpata/mL) HBV DNA 1aipiag otov opo,
apvnTiko HBeAg (cuvnBwg Oetikd avti-HBe) kat puciohoyi-
KEC apvoTpavopepdoes. OLamwTtePol 0TOXoL TNG Bepareiag
NG XPoviag HBV nratitidag givat n mpdAnyn tng avamtuéng
NG Kippwong Tou frmmatog 1 kat tou HKK, n BeAtiwon tng
emBiwong kat n ekpifwon Tou 1oV, OIS UTTOSNAWVETAL ATTO
apvnTiké HBsAg, Betikd avti-HBs kat and un avixveuon
Tou HBV DNA oT1ov 0p0 Kal 0To Amap PE TNV aAuoidwTh
avtidpaon Tng moAupepdonc. Opwc, o HBV Sev umopei va
ekpllwOEi A\OYyw TNC MTAPAOVHG UTTOAEIUMATIKOU EVOWA-

TwHEévVou 10U oTo frap kat wg cccDNA, diatnpwvtag Tov
kivduvo avantuéng HKK akoun kat petd tnv kdBapon tou
HBsAg. Etol, n ivwon Umopei va avaoTpagei, Ol ETTIITAOKEG
NG Kippwong va mpoAn@Bouv rj va eAeyxBouv, ald o HKK
Sev umopei va mpoAn@Oei mavtote.

>1a TpwKTIKA woodchuck, mou amoteAoVv {Wo HovTéAo
NG Xpoviag HBV-hoipwéng, éxel mapatnenOsi mpdANYN TnG
avantuéng HKK pe tnv éykaipn xopriynon avti-iKAg aywyng.

Ta @dappaka o xpnolpomnolovvtal otn Bepareia tng
XpPoviag Aoipwéng amd tov HBV gival n ivteppepdvn-a
(IFN-a), Ta voukAeoolSikd avaloya Aapioudivn, teApmiBou-
Sivn, evtekafipn kat ta VoukAeootSIkd avaloya adspofipn
kattevo@oBipn. H Bepaneia pe IFN-a2-35 kal pe Aappoudi-
vN>%37 pelwvel, xwpic va e€agavilel, Tov Kivduvo ekdAwong
HKK.*¢ Aev untdpxouv TOANG OTOIXEIa Yia Ta VESOTEPA Kal
M0 SPACTIKA VOUKAEOGISIKA/VOUKAEOTISIKA avAaloya, TTou
XpnoipomolouvTal Ta TeEhevTaia pévo xpovia. H xopriynon
TWV QapudKwy iowg Ba Tpémel va yivetal £ykalpa, mpiv
ano TV evowpdtwon tou HBV oto avBpwmivo yovidiwpua.

H mpoAnyn ¢ avdantuéng HKK pe tnv IFN-a givat ap-
PINeYOUEVN.>33® Te pueTa-avAaluon 12 YUEAETWY, PE 2.742
aoBeveic otoug omoioug xopnyriOnke IFN-a, Bpédnke oT1
n mBavotnta avantuéng HKK oe oxéon pe toug pn Bgpa-
TMELOUEVOUG aoBeveic NTav 4,6% évavTl 9%.%° Ymo-avaluon
6 neNeTWY, o€ aoOeveig pe apxopevn HBV kippwon, €6eiée
otin mBavétnta avantuéng HKK petd and Ogpaneia pe IFN
gival 11,6% oLYKPITIKA pe 21,5% o€ un BepammeudUEVOUG
HAPTUPEG. AVTIOETA, OE PN KIPPWTIKOUG A0OEVEIC (3 UENETEQ),
n mBavotnta avantuéng HKK Atav moAU xapnAr kat oTig
SV0 ouAdeg (0,9% otoug Oepameubévteg Kal 1,1% oTOUG PN
OepameuBEévTeg). ZUVOANIKA, n xopniynon IFN peiwve katd
34% tov kivéuvo avamntuéng HKK kat 1o 6@elog ritav moAv
MEYAAUTEPO OTOUC KIPPWTIKOUG aoOEVEIC.

21NV nmpoava@epOeica HeTa-avaluon XPNOLUOTIOLN-
Onkav 5 peléteg Oepamneiag pe AauiBoudivn (lamivudine,
LAM), émou avadeixBnke teTpanmAdola mepimou peiwon
Tou Kivouvou avantuéng HKK otoug Bepamevopevouc oe
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oxéon Pe TNV opada gAéyxou (2,5% évavtt 11,7%). H dia-
PopPA NTAV TTOAU HEYAAUTEPN OTOUG KIPPWTIKOUG A0OEVEIG
(3,9% évavTi 22,4%) aAAd KAl 0TOUG pN KIPPWTIKOUC (1,8%
&vavTl 8%), evw To KAAS anmotéleopa Slatnpndnke T6co
oToug acBeveiq pe avdntuén avtoxng (3,9% évavtl 6,4%
OTOUC PN Beparmevbévteg) 600 KAl o autoug mou Sev
gixav avantuel avtoxn (2,6% évavTti 6,4%). Emi mAéov, To
6@elo¢ wg Tpog TNV avantuén HKK tav moAl onuavtiko
1600 otoug HBeAg(+) aoBeveig (7,9% évavtt 1,7% oTtoug
un BgpameuBévteg) 6oo kat otoug HBeAg(-) (10,5% évavTti
3% oTtoug PN BegpamevBévteg aobeveic). Ouwg, yla Toug
HBeAg(-) To amotéAecpa v ATAV OTATIOTIKA CNUAVTIKO.

Emiong, mpdo@atn KopeaTikr LENETN £€6€1€e OTL N OpoE-
Tatporn HBeAg o€ avti-HBe pelwveL OTATIOTIKWG ONUAVTIKA
Tnv avantuén tou HKK otoug acBeveic umtd Beparmeia pe
LAM.#’ 3uvoAIKd, HE T VOUKAEOOISIKA avaloya S1amoTtw-
Onke peiwon tou kivduvou avantuéng HKK katd 78%.%
YT PXE OUWG ONUAVTIKY] OTATIOTIKN ETEPOYEVELD PETAEY
TWV HEAETWV.”2 QOTOOO, O UTTOAEITTONEVOC KivOuvog ava-
mtuéng tou HKK mapapével dyvwotog akéun kat oge HBV
aoBeveic mou avtamokpidnkav og avti-ukr Bgpareia kat
yU autd ol S1EBVEIC EMIOTNUOVIKEG NTTOTONOYIKEG ETALPE(-
€G OUOTAVOULV emMITAPNON HE uTTEPN)XOoYPA®nua yia HKK
OTOUC €V AOyw acBeveic.** O kivduvocg avantuéng HKK
mapéPeve LPNAOG oToug acBeveig ol omoiol eAapfavav
QAVTI-UIKA aywyrn TOUAAXIOTOV yla éva £ToG, €18IKA O0TOUG
Appeveg PeEYOAUTEPNG NAIKIAG KAl OTOUG A0OEVEIG UE 1N
AVTIPPOTIOUHEVN Kippwon, akdun Kal o aoBeveic 6TTou
ETMTUYXAVETAL HOVIUN LOAOYIKN avTanmokplon.* Av Kal
Ta vedtepa @appaka Seixvouv va mAeovektolv TnG LAM
otn Bepaneia TG XHB, o1 peAéteg €xouv avTikpoudpeva
amoteAéopata o’ 6,TL agopd otnv mpoAnyn tou HKK. Etol,
o€ avadpouIkn HENETN He 5.374 aoBeveig n Ogpamneia pe
evtekafipn (entecavir, ETV) OCUOXETIOTNKE PE ONUAVTIKA
XauNASTEPO Kivouvo BavAatou 1 HETAPOOXEUONG CUYKPL-
TIKA pe TN Ogpameia pe LAM. Qotdoo, katl ta Svo autd
@Aappaka gixav tnv idla emimtwon avantuéng tov HKK.#
3€ AAAN peYAANn TTOAVEDBVIKN HEAETN, o KivOuvog yia HKK
mapépeve au§nuévog TOUAAXIOTOV Yid Ta TPWTA 5 €Tn
o€ KIppwTIkoUG HBeAg(-) aoBeveic ue XHB mou éAafav
ETV, 16iwg o€ autoug mou ATav HeyallTEPNG NAIKIAG.* T&
mpdoeatn avaokonnon,” ot acBeveiq pe XHB mou éNaav
Oeparmeia pe ETV rj tevogpoBipn (tenofovir, TDF) n etriola
ouxvotnta epgaviong HKK kupatvotav ané 0,01-1,4% o€
1N KIppWTIKOUG aoBeveic kal armod 0,9-5,4% o aocOeveig e
Kippwon. Mpdéoeatn, HEYAAN, TTOAUKEVTPIKN, avaSpOuIKN
MEAETN TTOUL TrepleAApave 1.666 evrihikeg Kaukdaoloug
aoBeveic pe XHB uno Bgpaneia pe ETV i TDF yia 39 prjveg,
€6e1€e 611 n abpotoTiki mMBavoTnTa avantuéng tng HKK
ntav 1,3%, 3,4% kai 8,7% o1o TéAo¢ Tou 1ou €TOUG, TOU
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30U £TOUG, KAl TOU 50u €T0UG, avtioTolxa. H cuykekpipévn
HENETN €8€LEE OTL, EKTOC ATTIO TOUG YVWOTOUG TIPOYVWOTIKOUG
mapdayovteg Tou HKK (nAikia, dppev @UAO, TpoXwpENUEVN
NTTATIKA VOOOK), KAl TA PEIWMEVA AlOTIETAALA (UTTOSNAWVO-
VTaG TNV mapouacia Kippwong pe cuvodo TUAaia uTépTaon
KOl UTTEPOTIANVIOO) ATOTEAOUV aveEAPTNTO TTPOYVWOTIKO
mapdyovta uPpnAdTepou Kivouvou avantuéng HKK otoug
Kaukdoloug aoBeveig, evw n ekTipnon Tou kKivéuvou ava-
ntuéng HKK mou epapudletal otoug Acidteg acBeveic
€xel MTwXN MPOoBAeNTIKOTNTA o€ Kaukdoloug aoBeveic pe
XHB, yia touc¢ onoioug amatteital StagopeTikr fabuoloyia
urtoAoylopoU tou KivOuvou.#'Etaol, yia Toug Kaukdoloug
aoBeveic mpotdOnke to Tpomomnoinuévo PAGE-B risk score®
yla ToV UTTOAOYIOHO Tou Kivduvou avantuéng HKK (riv. 3).

ZXETIKA peiwon Tou Kivduvou ekdnAwong HKK otnv
Kippwaon, aANd OxtL otn XEB, Bp€0nke Kal o HEAETEG HOKPO-
XPoviag (>4 etwv) xopriynong ETV otnv lanwvia,* oto Hong
Kong,”’ otnv TaiBav,**** otnv Kopéa,* aAa ox1 otnv Eupwrn
(ItaAia,” EANASa®®). Mapopola ATav Ta amoTeAECHATA Kal
o€ HENETEG Xopriynong TDF.#847-60

Emiong, éxouv Sie§axOei peydleg PENETEG TTOU OLYKPI-
VOuV Kal Ta 5 VoukAgoo(T)181kd (NUCs) avahloya. H peydin
€€aeTNC KIVEQIKN peENéT pe LAM, telbivudine (LDT), ade-
@ofipn (adefovir dipivoxil, ADV), ETV kat LAM+ADV é6¢e1€e
oTLn Kippwon otnv apyn tng Oeparneiag pe NUCs amoteAei
avedptnto mapdyovta Kivduvou yia tnv avantuén HKK.!

Nivakag 3. Tpomomoinuévo PAGE-B risk score yia mpofAeyn tng ava-
ntuéng HKK otoug Kaukaotoug acBeveic (amo Papatheodoridis et al,
TPOTIOTOINMEVOD).#

Mapayovrag BaOpoi
HAwkia (étn)

<30 -4
30-39 -2
40-49 0
50-59 2
60-60 4
=70 6
®uvro

Appev 5
OnAu 0
Aipomnetahia/mm?

>150.000 0
100.000-150.000 4
<100.000 5

HKK: Hmatokuttapikog Kapkivog
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3 & kavadikr LEAETN® SlamoTwONKe peiwon Tou Kivéuvou
avantuéng HKK otn XHB pe tn Bgpaneia pe 5 StapopeTikd
NUCs (LAM, ADV, ETV, LTD, TDF).

H avantuén HKK og kippwTtikoUg aocBeveic opeiletal
ouxVA oTNV TapaTeTapévn empBiwon mou emrTuyXAvetal
UE TN oUyxXpPOovN avTi-tikA aywyn.® NMaAaidtepa, ot acBeveic
KaTéAnyav amnod eMMAOKEG TNG Kippwong PtV va ekONAwOE(
KAwvikd o HKK. Emtiong, n kapkivoyéveon apyiel o mpwipa
oTtddla TG vooou (mpoveoTTAACHATIKN pdon SidpKelag
10-30 eTtwyv, SuoTAACTIKA PAcn SIAPKELAG 3—5 €TWV Kal
VEOTTAACMATIKN pAon SIAPKELAG TTEPITIOL 5 £TWV) TTAPOUL-
otdlovtag pakpd ummokAvikn mopeia. Aiel va onuelwBei
ot he ™ Oeparneia pe NUCs kavévag amd toug aocBeveig
mou apvntikomoinoav 1o HBsAg dev avénmtuée HKK. 'Etol, o
ATTWTEPOG OTOXOG TNG Oepareiag yla TNV OUCLACTIKN PEiwon
Tou kivduvou Tou HKK gival n apvntikomoinon tou HBsAg.%*

5. MPOAHWH YNOTPOMHZTOY HMNATOKYTTAPIKOY
KAPKINQMATOXZ META ANO THN HINATEKTOMH

H Bgparneia pe NUCs Ox1 pévo peiwvel tov Kivduvo avd-
mtuéng Tou HKK, aAAd €xel kal BeTikn emidpaon otn petd
TNV NMATEKTOUN MAKPOTIPO0eoun emBiwon o€ aocBeveig
mou xelpovpyriOnkav yia HBV-oxeti{opuevo HKK. H dgute-
POYEVAG TTPOANYN (LETA TNV apxIKn ekdrAwon Tou HKK kat
TNV EMTUXN AVTIMETWTTION TOU) €ival ATTOTEAECUATIKOTEPN
OE TIPOKIPPWTIKO OTASI0. Z€ HENETN UE PHECO XPOVO TTApa-
KoAouBnong 52,4 UAVeEG, N opdda mou ENAUPave avTi-UKn

A.BAZIAIEBA kat .M. NTOYPAKHX

aywyn €ixe kaAUTepn mevtasth emBiwon (66,7% évavtl
56,0%, p=0,001), av kat Sev UTTHPXE OTATIOTIKA CNUAVTI-
Kr} Slagopd otnv mevtaetn emPiwon eAeVBepng vocou
(44,7% évavt1 38,1%, p=0,166). ETol, N xprion TNG avTi-LKNAG
Oeparmeiag cuvdEONKe pe TNV KOAUTEPN AEITOUPYia TOU
gvamopévovtog Nrmatoc.’® Emiong, N petdAAaén touv HBV
IOV TIPOO@EPEL avToxr oTn LAM pmopei va Stadpapatioel
onuavTiko polo otnv avantuén HKK petd amno tnv ektoun
TOU OYKOU. ZUVETIWC, OTOUC A0OEVEIC TIPETIEL VA OLUVICTWVTAL
PAPUAKA PE VPNAS YEVETIKO @payuo, omwe n ETV kat n
TDF.% Akoun kat og aocBeveiq pe mpoxwpnuévo HKK umo
Oeparmeia pe copa@evipmn, n VYNAR APXIKN TIKK TOU LLKOU
PopTiou Tav SUCUEVAC TTPOYVWOTIKOC TTAPAYOVTAG YIA TNV
emBiwon. Etol, n emPiwon BeATiwvoTav onUAvTIKA PE TN
ouyxopnynon avti-ikig Bepaneiag.t”%8

6. X YMMNEPAZMATA

S UMTTEPACHATIKA, N avTI-IKA Bgpamneia pelwvel aANd Sev
e€apaviel Tov kivduvo avamtuéng HKK. H pakpoyxpodvia
avTi-ukn Oepaneia empPBpadivel TNV e€ENEN TNG NTTATIKAG
VvOOoOoU, BEATIWVEL TNV IOTONOYIKH €IKOVA KAl TA KAWVIKA
amoTeAéoMATa, ALEAVEL TNV EMIPIWON, LELWVEL TNV AVAYKN
YlO LETAPOOXELVON NTTATOC KAl BENTIWVEL TNV NITATIKA AEL-
Toupyia og aoBeVEIG pe NTTATIKT VOO 0.5 ZTOUC KIpPWTIKOUG
aoBeveic ouviotdtal emtripnon yta tnv ekdnAwon HKK pe
UTTEPRXOUC avA 6 UAVEC (€ival o HEoog Xxpovog Simhactacpol
Tou pey€Boug Ttou HKK), ue otdxo tnVv €ykaipn Sidyvwon oe
o1dd10 Mou va emEEXETAL ATTOTEAECHATIKY AVTIUETWTTION.”?
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Can antiviral therapy in patients with chronic hepatitis B prevent the development
of hepatocellular carcinoma?

L. VASILIEVA, S.P. DOURAKIS
Second Department of Internal Medicine, National and Kapodistrian University of Athens, Medical School,

“Hippokration” General Hospital, Athens, Greece

Archives of Hellenic Medicine 2015, 32(5):566—575

Liver cancer is the fifth most common cancer worldwide. Hepatocellular carcinoma (HCC) represents >90% of pri-

mary liver cancers and is a major global health problem today. Chronic hepatitis B (CHB) is the leading cause of cir-

rhosis of the liver and of HCC, which has an annual incidence in patients with cirrhosis ranging from 2 to 5%. Old-

er age, cirrhosis, and a high level of HBV DNA are the most important predictors of HCC in patients with CHB. Based

on these parameters, a number of prediction scoring systems have been developed and validated in the commu-

nity and clinical settings. Antiviral treatments such as nucleo(t)side analogues (NUCs) that may result in the regres-

sion of fibrosis and prevent clinical decompensation and variceal bleeding, often fail in the short term to prevent

HCC. NUCs have been studied extensively in attempts at HCC prevention. A comprehensive review of the literature

has shown that long term antiviral therapy with entecavir and tenofovir, which have potent antiviral activity and a

low risk of drug resistance, is effective in suppressing HBV DNA and reducing but not eliminating the risk of HCC. In
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conclusion, NUCs can be safely and effectively used for the prevention of HCC. To attenuate HCC related outcomes,

HBV replication must be permanently suppressed and HCC surveillance by 6-monthly abdominal ultrasound should

be maintained even in patients with cirrhosis responding virologically, biochemically, clinically and histologically.

Key words: Chronic hepatitis B therapy, Hepatocellular carcinoma, Nucleos(t)ide analogues
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