ANAZKOIMHXH
REVIEW

BioAoyikoi mapdayovteg kat nmatitideg

H evepyomoinon Tou 100 Tn¢ nratitidag B (HBV) gival cofapr KMVIKR emi-
TMAOKI, HE ONUAVTIKN voonpdtnTa Kat Bvntotnta TG avoooKATAGTOANG,
mou umopei va mpoAn@Osi. Opeiletal 0TNV AMOKATACTACH TOU AVOCIAKOU
OUCTHHATOG évavTl EISIKWV UKWV EMTONMwV. H Xprion Twv avacToAéwv Tou
apAyovta VEKPWOoNG Tou 0ykou (tumor necrosis factor-a, TNF-a) givai dpa-
OTIKN £VAVTI TWV PEVUATIKWY VOO MATWY Kal TNG @AEYHOVWEOUG vOoOoU Tou
evtépou, aA\a mapouaotalel avemBUNTeC evEPYELEC. ZTn Xpovia HBV-Moipwén,
o TNF-a Bon0d otov meplopiopd Tou ukoL moAAamAactacpov. H avactoAr Tov
emrpénel atov HBV va moAamhacidletal ave€NeykTa, EKTOG GV xopnynOei
TMPO@UAAKTIKN avTI-UKA aywyn éw¢ Kat yla 6—12 uveg YeTd To TéAog TNG
AVOGOKATACTAATIKIG 1) TNG AVOCOTPOMOTMOINTIKNAG aywyn¢. H poper tou avti-
TNF-a mou mapdayeta éxet onpacia. H v@N§ipuaunn, emeidn avaotéAAEL TO00
Tov eEAeUOePO 600 Kat To ouvSeSepévo TNF-a, KATaoTEAAEL TTO SPACTIKA ThV
OVOGIAKN ATTAVTNON OE GX£0N L€ TNV ETAVEPCEMTH Kal TNV ASANIMOUMAUTN.
H peydAn avth kataotoAn odnyei o peyaAUTEPN AVOCIOKE AmAvtnon Petd
anod Tnv anokaraotach Tng. O1acBeveig pe Tnv evepyonoinon tou HBV cuxva
€xouv kakn e€EMEn mapd tn xopriynon AapiBoudivng r, KaAUTEPQ, TWV VEOTE-
PWV KAl SPACTIKOTEPWV AVTI-IKWY PAPUAKWV (evTeKaBipn Kat TevopoBipn).
O1ac0eveic mou Aappdavouv emi pakpov AapiBoudivn mapoucidalouv kivbuvo
ekdAAwon¢ avriotaong oto @dappako. Ta vedTepa avTi-UKA evtekafipn Kal Te-
vo@oipn 6ev mapouvacialouv mapopolo mpoBANpa. H peydin Kat mapateTapé-
VN KATAGTOAR TwV B- Kot T-AEUPOKUTTAPWV PE TN XPRON TG PITOVEIMAUTNG
¢ aleprovlovpdumnng mpokalei coBapr evepyomoinon tou HBV o€ acBeveig
pe BeTiko avti-HBc kat BeTiko 1 kat apvntiké HBsAg. Mevikd, n pakpoxpovia
TIPOPUACKTIKN aywyn €ival TPOTIHOTEPN ATTO TNV AVTIUETWTTICN META AMO TV
ekdnAwon tng evepyomoinong. MARpng EAeyXog TwWV 0POAOYIKWY SEIKTWV TNG
HBV-Moipwéng mpémel va yivetat mptv amo Thn Xopriynon avooOKATACTAATIKAG
1] AVOCOTPOTOMOINTIKAG aywyne. H au§avopevn xprion Tou eppoliou yia tov
HBV pmopei va BonBroet otn peiwon g Aoipwéng maykoopia. Mpdcpareg
napatneRoelg empPBeBaivouv Tn SPacTIKOTNTA KAl TNV A0@PANEId XPRONG TWV
avti-TNF-a mapayoviwv o€ peupatikég vOoOUG TTou cuayeti{ovTal pe Xxpovia
nnatitida C. H prrov§ipapmn amotelei Spactikn aywyn TnG Bapidg i avOekTi-
KNG ayyelitidag mou cuoxetietal pe tov HCV. Opwg, amarteitat mpooox 6tav
xopnyouvtai Bloloyikoi mapdyovteg o€ acOeveig pe xpovia nratitida C. Ot
aoBeveiq mpémel va mapakoAouBouvtal yia HeTaBoAég oTo Bloxnuiko éAeyxo
TOU RITATOC KAl 0TOUG TITAOUG TOU LIKOU OopTiou (latiac).
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1. EIZATQrH

YrnoAloyiCetal maykdouia 0Tl >2 Sig ATopa €Xouv eKTeOEL
oTtov 10 kat 300.000—350.000.000 atopa TMACYXOUV aTo
XPovia Aoipwén oelAdpevn otov 10 TnG nratitidag B
(HBV)."-¢ MeplooodTtepOL amod 1 ekatoppUplo Bdvatol eTAola
ouvdéovtal euBéw¢ pe TNV HBV-Aoipwén. Ztnv EANGSq, o
€MIMOAACHOG TNG Xpoviag HBV-Aoipwéng ummotoyiletal o
TOUANAXIOTOV 3%. T peAétn otn B. EAAASa, og aoBeveig
MUE peupaTOEIdry apBpiTida, 0 EMITOAACHOC TNG XPOVIAG
HBV-Aoipwéng Bpébnke oTI avepxotav oto 5%.”

2 € OUVORKEC AVOOOKATACTOANG CUMBaivel evepyoroinon
AavBavovtwv DNA v (€pmng amiog, €pmng (woTrnpag,
KUTTapoUeYaloidg [CMV], 16¢ Epstein-Barr K.ATL). X€ auTég
TIG OLVONKeG epavifeTal evepyomoinon kat Tou HBV.

2.MAGOTENEIA THX HBV ENEPITOMNOIHZHZ

O HBV bev gival KuTTapomaboydvog 0TOUG AVOCOETIAP-
Kei¢ aoBeveic. H nmatokutTapikn VEKPWOoN TIPOKAAETAL Ao
KATAOTPO®@r TWV NMATOKUTTAPWY ATTO EVEPYOTIOINMEVA
KUTTaPOTOEIKA T-AeppokUTTapAa (CD8+), Ta omoia avayvw-
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piCouv uka avtiyéva (kupiwg HBcAg) kal yYAUKOTIpWTEiVEG
Tou peifovog cuoTtrpatog iotoouuBatétntag opddag |
(MHC class 1) otnv mpwtonAacuatiky HepBpdvn.t Ztnv
ofeia nmatitida B, n nmatokuttapiky BAARN akoAouOsi
XPOVOAOYIKA Hla ApXIKA @Aon €VTOVou TOAAATTAGCIACHOU
TOU 10U KAl CUMTTITITEL M€ TNV AVOOCIAKK anmdvtnon tou &e-
vioTtr. O HBV, akéun kat Hetd and tnv iacn —autépatn N
ue Bepamneio— NG Aoipwéng (umodnAwvetal amd apvnTIKO
HBsAg, cuvriBwc ue BeTikd avTi-HBs, katl amd pn avixveuvon
Tou HBV DNA oTtov 0po Kal 0To AMap HE TNV aAUcIOwTH
avtidpaon tng moAuvpepdong, polymerase chain reaction
[PCRI), ev pmopsei va ekpllwBei Adyw TNG MApAPOVAG
UTTOAEIPPATIKOU (ETTICWHATIKOU) 10U OTO ATIAP (WG UTIEPE-
Mkwpévo DNA, covalently closed circular [ccc-DNA]) kat
oe e€wnmatikég Béoelg, mou unmopei va avalwnupwbei oe
OUVONKEC AVOOOKATAOTOANG.* ™

3 € AVOOOKATAOTOAN, N HETATTTWON OE XPOovIOTNTA TNG
ofeiag nmatitidag B eival cuxvotepn, evw n evepyormoinon
Xpoviag N malaidtepng HBV-Aoipwéng givat cuxvry. Etol, ot
avoooKaTaoTaApévol acBeveic (miv. 1) evdéxeTal va mapou-
olaocouv evepyd mohAamhactacpd tou HBV ue taxeia e€€Nén
NG XPOVIAG NTTATIKNG VOOOU —AOYW XPOVIAG NITATOTOSIKAG
Spdong tou HBV- 1} o€eia nmatokuttapikn PAARN, e€attiag
£€VTOoVNG KUTTAPOTOEIKAG AEUPOKUTTAPIKAG AVOCIAKNG
anmavtnong £vavTl Tou peydalou aptOpov NMAToKUTTAPWY
HoAvouévwy amd tov HBV (cuvdpopo amokatdotaong
TOU AVOOIOKOU CUOTHUATOC, immune reconstitution).””=”
Evepyomnoinon cupfaivel moAU orravidtepa Kat o€ aoOevei
He xpovia HCV-Aoipwén.

Mapdyovteg KivOUVOU yla TNV EVEPYOTTOINCN TNG XPOVIAG
HBV-Moipwéng givai To U0 (Appeveg), N nAikia (vedtepol),
N XPron KopTIKOESWV Kal N Aoipwén amd mpomupnvika
petaA aypévo (HBeAg apvntikd) HBV.®~2” To yeyovog Tng
EVTOVOTEPNG EVEPYOTIOINONG O ATopa Tou eAdufavav
YAUKOKOPTIKOELSY) (mm.x. pe pun Hodgkin Aéppwpa K.ATm.)
amodideTal 0To YEYOVOG OTI N XPrion KOPTIKOEISoUG Sie-
Yeipel TNV meploxn S tou HBV yovidiwpatog, mou dpa wg
urmodoxéag tou. ¥ Te kivbuvo evepyormoinong tou HBV
Bpiokovtal Aot 6ool £xouv Xpovia Aoipwén («avevepyoi
POpPEIC» Kal Pe evepyd VOOO), EVW OTTAVIOTEPA CUUPaiVEL
o€ a00eveig ue mahald meploploBeioca Aoipwén He apvNnTiKS
avTiyovo gm@aveiag tou 1ov (HBsAg -), avti-HBc (+), avti-
HBs (+)*° 1 og AavBdavouoeg (occult) Aolpwelc.

H AavBdavouoa HBV-hoipwén xapaktnpiletat ané HBV
lapia (cuvnBwg 10°—10° yoviSiwpata/mL) xwpic OeTikd
HBsAg, aAAd pe meploplopévo moAamiactacud tou HBV
OTO ATapP Kal o€ AAAa 6pyava. Adyw Tou XaunAou TitAou
NG laiag, N Sildyvwon tTng amattei Tn Xprion moAL gvai-
o0ntng PCR. H AavBavouoa HBV-Aoipwén givat cuxvotepn

>. NTOYPAKHX

Nivakag 1. Opadeg avoookataoTauévwy acBevwy, OTIG OToieg EKON-
Awvetal evepyomoinon tng HBV-Moipwéng.

XnueloBepaneia
Alpatoloyikég kakorBeleg (ouvnBéaTtepa)
Jupmnayeic oykot

AvoooKaTaoTaATIKN aywyn/Blohoyikég Bepamneieg

Metapooxeupévol
(MUENOC TWV 00 TWVY, cupTiayr Opyava-Amap, veepog, kapdid,
mvelovVag)

Autodvooa voorpata (peupatikd, véoog tou Crohn, moAamAn
oKkAfjpuvon)

SuMoipwén pe HIV

Yroyappaogaipvaipia

oe evONUIKEG TIEPLOXES, KUPIWG o€ 0poBeTIKA dtopa (Pe
BOeTik6 avTti-HBc pe ) xwpig avti-HBs). To 20% Twv atopwv
pe AavBavouoa HBV-Aoipwén Sev mapouotdlel kavévav
opoloyikd Seiktn ékBeong otov HBV. H aitiohoyia tng
AavBdavouoag HBV-Aoipwéng, mou €xel avayvwploTel TTAE-
oV gupUTEPQ, €ival MToOAUTTapayovTIKr Kal armodidetal og
EKTETAMEVEC LETAANAYEC OTO LIKO YOVISiWUA 1) O AVOCLIaKA
MEIOVEKTIKOTNTA (Ol AVTIYOVIKOI ETTITOTIOL TOU 10U UTTOPEi va
€ival KPUUPEVOL OE AVOCOCUUTTIAOKA 1] va UTTAPXEL PEiwon
TNG AVTIYOVIKNG ékppaonc). H AavBdvouca HBV-Aoipwén
@aivetal va €xel KAMVIKA onuacia oe HCV-cuAoipwén kat
o€ ATOMA TTOU KAVOULV KATAXPNON AlOUAIKAG AAKOOANG, EVW
ouoxetiCetal maboyeveTikd e TNV NTaTokapkivoyéveon. H
Aavedavouoa HBV-Aoipwén amoteAei Tnv aitia petadoong
TOU 10U PYE METAPOOXEUON OPYAVOU N UE PETAYYION aTTO
801N xwpig OeTiko HBsAg.

3. EMNIAHMIOANOTIA

Ot mapofuvoelg tTng Xpoviag HBV-Aoipwéng katd tn
Sldpkela ) peTd amd tn Slakomn Tng xnueloBeparneiag (X/0)
VEOTIAACHATWY €XOUV TIEPlypa@ei amd 1o 1975, SieBvwg
aAAd kal oTtov To1o pac.’’~# Ol eVvEPYOTIOINCEIS APOPOUV
OUXVOTEPA OTIG AEPPOUTIEPTIAAC TIKEG VOOOUG KAl OTIAVIOTEPA
OTOUG CUUTAYEIG OYKOUG. H évTaon TNG avooOKATACTOANG
€xel ouoxeTIOoTEl PE TNV €EEMEN TNG evepyoToinong TG
nratitidag B o acBeveic pe AépPwa Kal UE KAPKiVO Tou
paoToU. OpwG, aKOUN KAl 0Tn oUYXPEOVN ETTOXTH, Ol £V ASYW
napo&Uvaoelg Sev €xouv TUXEL TNG AVAUEVOUEVNG TIPOCGOXNG
armoé Toug Aeltoupyou¢ vyeiag S1EBvwe aAAd aKOUN Kal oTNV
EANGSA.## H kAWVIKA] onuacia tng gvepyomnoinong tng
xpoviag nrmatitidag B gival peydAn, agou odnyei o€ ToLKi-
AEC KAVIKEG EKONAWOEIC €AV SEV AVTIMETWTTIOTEL £yKALPQ,
emnpeadlel apvNnTIKA TNV TTIPOYVWON TNG UTTOKEIUEVNG VOGOU
Aoyw TTpowpeNn¢ S1AKOTIAG TNG BACIKAG AYWYNC, EVW PTTOPE(
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va TTIPOANPOE( KAl va AVTIUETWTTIOTEL ATTOTEAECUATIKA UE TA
oUYXPOVA AVTI-UKA PAPUAKQ, ETIITPETTOVTAG TNV TIEPATWON
¢ Bgpaneiag xwpig va mapouctdlet aAANAemSPACEIC e
auTtn.? Ol ouyKekplpéveg Mapo&Uvoelg umopei va e§aga-
vilouv TNV avauevouevn BeATiwWoN TWV ATTOTEAECUATWY
NG cuyxpovng xnueloBspaneiag.*

Evepyomoinon peTa amd X/O veEOTTAAOUATWY HE EK-
SdnAwon ktepiknig nratitidag cupPaivel oe 20—78% TwWv
TEPUTTWOEWV AcBevwV pe Xpovia HBV-Aoipwén kat nrratikn
QAVETTAPKELQ O 52—63%. H BvnToTNTA TWV EVEPYOTIOINCEWV
avépyetal og 5—40%. O kippwTikoi aoBeveig Bpiokovtal o
HEYOAUTEPO KivOUVO AOYW TWV TTEPLOPIOUEVWY EPESPEIWV
Tou Aratog. Emiong, oe dtopa pe apvntikd HBsAg, Betikd
avti-HBc kat cuvriBwg avti-HBs, mou unmofBdA\ovtal o€
évtovn X/0, umopei —0T10 4%— va mapatnpnOei mpoodeuTikn
ueiwon tou Tithou Twv avti-HBs kat emdvodog Tou HBsAg
oTov 0p0. EmimAéov, peTd amd PeETANOCKEVUON CUUTTAYOUG
opydvou ano 86t ue apvnTiko HBsAg, Oetiké avti-HBc kalt
ouvribwg avti-HBs, 1o 44% Ttwv Anntwv mapoucidlet HBV
DNA apia kat nrratitida.#-5" Emiong, HeTd anmd aAloyevn
UETAPOOXEUON HUEAOU TWV OCTWYV TIAPATNPEITAL EVEPYO-
moinon oto 50% twv acBevwy, yeyovodg mou amodidetal
oTNnV évtovn XOpnyoUUEVN AVOOCOKATACTOAN HE X/O kal
OAOCWHN AKTIVORBOAIQ.>?% 3TIC OUYKEKPIUEVEC TIEPITTTWOELG,
n gvepyormoinon mapoucidlel CUOKETION UE TN Xoprynon
KopTikoeldwy, Tnv amouocia avti-HBs oto 86tn —uovo
OeTikd avTi-HBc— kal Tnv €kdrAwon vVOOOU HOOXEVATOG
évavTl EeVIoTN.%"% & AUTONOYEG HETAPOOXEVOELG HUEAOU
TapatTnPEiTalL evepyoroinon omaviotepal.

4. KAINIKH EIKONA

O1LKAWVIKEG EKONAWOELG TNG EVEPYOTTOINONG TNG NTTATITIO G
B oupaivouv cuvribwe 10—90 Nuépeg uetd amd tn Siakorn
TNG AVOOOKATACTOANG, AAANA urmopei va mapatnenBouv Kat
Katd tn S1dpkeld TnG. Etol, n oeia nmatokuttapikn PAGRN
ekdnNAwveTal cuvrRBwg 2—4 eBSopadeg petd amod Tov 1o—50
KUKMo NG X/©. H KAvIK mopeia Tng evepyomoinong gival
anpOPAENTN, AQoU KUUAIVETAL ATTd TNV ACUUMTWHATIKA
avénon Twv TPAVOAHIVACWY UEXPL TNV IKTEPIKA Nratitida
(10%), mou pmopei va cuvodeutei and ekONAWOEIG Na-
TIKIG AVEMAPKELIAG (OnpavTikyg Siatapayxry TnG mMAENG HE
HEYAAN TapdTtacn tou Xpovou mpoBpopfivng, ACKITIKO
UYPO, UTTOAEUKWUATIVALUIQ, NTTATIKN €yKEQANOTIABELQ),
evw mmapovuotalel BvntéTnTa €wg 70%.%

5. AIATNQZH

H onuavtikn avénon Twv apIvoTPavoPEPACWY HE
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(PUOIOAOYIKO UTIEPNXOYPAPNUA armoTEAOUV cuvnBwg TNV
apxikn évéei€n tng mapodduvong. Epyaotnplakd, Sarmi-
otwvetal BeTikd HBsAg, HBV DNA 1atpia kat TpooSeuTikn
av&énon Tou TITAOU TOU TTOCOTIKOU TTIPOCSIOPICUOU (UE
avoooev(UUIK HéBoSo oe pikpoowudtia, MEIA) tou
avti-HBc IgM. Ta avti-HBc IgM avticwpata avixvevovtatl
O€ TITAO TTOU KUMAIVETAL AVAAOYd HUE TOV IIKO TTOANATTAQ-
ClOOMO KAl PE TNV NIATIK @Agypovry. To amotélecua
Ava@EPETal WG «OETIKO» (TTOLOTIKOG TTIPOOSIOPICUOC) TNV
oeia nmatitida B kat «apvnTikdo» o OAeC TIC PATEIC TNG
Xpoviag Aoipwéng (pe ondvieg e€alp€OElG ONUAVTIKWY
napo&Vvoswv TnC). O TiThog Tou avTi-HBc IgM eival oAV
vPNAOG otnv ofeia nratitida B kal pelwveTal TPOOSEUTIKA
avaioya pe 1o Babuod meploptopol Tou TOAAATTAACIACOU
Tou 1oV, mapouctdlovtag véa avénon étav evepyoroleital
0 16¢. Ot Tithot Tou avti-HBc IgM mpoaodiopifovtal kat
TIOOOTIKA, EVW TIPETIEL VA TTapakoAouBouvTtal oTn Xpovia
HBV-Aoipwén.®”° e acBevn pe OeTikd HBsAg kat auénpuéveg
AUIVOTPAVOPEPAOEG, N Tapouaia uPnAoU Tithou avTi-HBc
IgM umodnAwvel mapo&uvon Tng xpodviag nratitdag. e
QAVOOOKATAOTAAMEVOUG a0BEVEIG UTOPE( va unv mapatn-
pnBei n av€non tou TitAou Tou avti-HBc IgM.

T & 1otoloyikn €€€taon tng S1a PeAdvng PBloyiag Tou
Amatog Siamotwvetal ofgia nmatokuTTaplkn PBAAPN oe
€8ago¢ xpoéviag nmatitidag B.

6. AIAOOPIKH AIANQXZH

‘Otav n mapd&uvon eival IKtepikn, Ba mpénel va Si-
agopodlayvwotei and tn dinbnon tTou nmaATIKoL Ta-
PEYXVUUATOG Ao TNV UTIOKEIUEVN VEOTIAACUATIKY VOO0,
amno TNV NMATOTOSIKOTNTA TWV PAPHAKWY, TNV €KSRAWON
autodvoong NIATITIdAg Kat amod Tn XoOAoOTATIKH cuvdpo-
M TTou ouvodelEel TN CAYN, N omoia gival cuxvry 0Toug
OUYKEKPIUEVOUG a0OEVEI(C.

7. ENEPTONoOIHZH ANO BIOAOTIKOYZX
MAPAIONTEZX

Evepyomoinon tng xpoéviag nratitidag B €xel Siamotw-
Oel o aoBeveig pe pevpaTIKA voorjuata mou AdpBdavouv
QOPHAKEUTIK aywyn (miv. 2). Etol, éxel mapatnpnOsi oe
acBeveic mou Aapfdavouv xapunAn &éon pebotpefdtng
Xpoviwg.”-7* And 1o 2003 €xouv mapatnenOsi avaloyeg
EVEPYOTIOINOEIG UETA ammd XOpHnyNnon avTicWPATog EVavTl
TOU TTaPAyoVTa VEKPWONG Tou OYKOU (tumor necrosis
factor [TNF-a], v@AEIUAUTTN, ETAVEPOCEMTN) KAl LETA ATTO
AA\ec Blooyikég Oepareiec oe aoBeveic pe peupaToEldn
apBpitida kat pAeypovwdn véoo Tou eVTEPOU.
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Nivakag 2. Kivduvog evepyomoinong xpoviag nmatitidag B og peupatikd
VOO UaTA HE TN ANYN PAPUAKEUTIKAG AYWYRS.

MeydAog kivéuvog
KopTtikootepoeldr
MeBotpe&dtn
Neg@houvopidn
AvTI-TNF-a
AvTi-CD52 (aAeptouloupdurn)
AvTi-CD20 (ptrrou&tpdurn)

Mixpdc kivéuvog
MpedviCoovn <7,5 mg
Youlpacaradivn
Xpuoog
XAwpokivn

O TNF-a BonBd otov neplopiopd tou HBV moAhamha-
OlACUOU, EVEPQYOTIOIWVTAG TNV KUTTAPOTOEIKN amdavtnon
£€vavTi Tou 1oV. H avactoAn tng mapaywyng TNF-a fonBa
OToV aveunmoSioto moAAanAaciacuo tou HBY, mou peta
TNV dpon TNG AVOOOKATAOTOANG Kal TNV amokatdotaon
NG avoolakng emdpkelag 6a odnyroel oe o&eia nmato-
KUTTAPIKN BAABN. H apxikr ekdriAwon tng evepyormoinong
Tou HBV yivetal oe dANoTte AAAN SldpKela Xpriong Tou
avTl-TNF-a (cuvnBéotepa 30—90 nuUéPEG PETA amd TNV 3n
éyxuon).””~% H evepyormoinon ekdnAwvetal cuvnBéotepa pe
TNV WVEANEIHATTIN O OX€on PE TNV ASAAOUVUAUTTN KAl TNV
eTavePoEnTN. To yeyovoc amodidetal oe @apUAKONOYIKES
Sla@opég, apol n IVENEINAUTN €xel evTovoTepn Spdon
évavTl Tou TNF-a dpwvtag Tautdxpova otov euStdAuTto
KAl OTO OCUVOESEUEVO HE TIG KUTTAPIKEG PEpPBpaveg. Evep-
yomoinon pmopei va mapatnpenBei kat oe acBeveic pe ap-
vNTIKO HBsAg, BeTiké avti-HBc pe A xwpig avti-HBs.57%8 3tn
Sagpopikn didyvwon tng evepyomnoinong tou HBV mpémnel
va mepIAN®Osei n ekdridwon avtodvoong nratitidag ano
n xPnon tou avti-TNF-a.#?

H xpron Twv HOVOKAWVIKWV aVTICWUATWY €VavTl TWV
B-Aepgokuttdpwy (prtouvéipaunn [avti-CD20] Mabthera®,
aleptoulouvpdprn [avti-CD52]), pe i xwpic ouvduaoud pe
xnueloBepaneia, evepyomnolei tov HBV Adyw tng évtovng Kal
mapatetapévng e€agdavions Twv T- kal B-AeppokuTttdpwv.?o-
2TIG TIEPITTWOELG AUTEG, EKTOG arto tov HBV, éxel mapatn-
pnOei evepyonoinon kat AAAWV WV (TT.X. TOU UEYONOKUT-
Tapoioy,’” Tou mapoiov-19'%-% k. Am.). Me Tn Xprion Tou
avti-CD20 (pITou&IUAuT), Ol EVEPYOTIOINCELG €ival TTOAU
OUXVEC aKOUN Kal o€ aoBeveic ue TaAIEC auTomeploploBeiosg
NopWEELG (LEXPL TO 25% TwV aoBevwv pe apvntikd HBsAg,
Oetikd avti-HBc pe i xwpig avti-HBs). Ot cuyKekpluéveg
EVEPYOTIOINOELG PTTOPE( va ekdnAwBouv kaBuoTtepnuéva,

>. NTOYPAKHX

EVW ouxvda gival TOAU cofapég KAVIKG, TapouaialovTtag
onUavTikn Bvntotnta.’oe-"!

8. OEPANEIA THX HBV ENEPTONOIHZHZ

Ot dueocol otoxol TnG Beparneiag Tng xpodviag HBV-
nrmatitidag €ival n vmoxwpenon TwV CUUMTTWUATWY ToU
aoBevolg Kal TG GAEYHOVI G TOU NTTATIKOV TTAPEYXUMUATOC.
Ol oxeTIKO{ OTOXOL EMTUYXAVOVTAL PE TNV KATAGTOAA TOU
ko TTOAAATTAQGLACHOU, TTOU UTTOSNAWVETAL aTTd XapNAA
enimeda (<10 IU/mL) HBV DNA 1aipiag otov 0po, apvnTikd
HBeAg —ouvnOwg BeTiko avti-HBe— Kal pUCIOANOYIKEG aL-
voTpavo@epAoes. BeAtiwon tng lotoloyiag avauévetal o€
aoBeveig pe emitevén TWV MAPATTAVW OTOXWV.

OlLanwtepol oToxol TNG Ogpaneiag givat n mpoAnyYn TG
avantuéng Kippwong ToU RTTATOG 1 KAl NTTATOKUTTAPIKOU
kapkivou (HKK),”? n BeAtiwon tng emBiwong kat n mapa-
TETAUEVN KATAOTOAN] TOU oV, OTTWCG LTTOSNAWVETAL ATTO
apvntikd HBsAg, BeTikd avti-HBs kal amd pn avixveuon
Tou HBV DNA oTtov 0p0 Kal 0To ATap Pe TNV aAucidwTh
avtiépaon tng MoAupgpdons. O TEPIOPICUOG TOU LIKOU
TTOAATMAQCIACHOU PEIWVEL, aANd Sev e€agavilel, Tov Kiv-
Suvo nmatokapkivoyéveong,'™ 18iwg 6tav ocuvodeveTal
anod opopstatporn HBsAg og avti-HBs. ™ lowg ta eminmeda
Tou HBsAg va avtavakAoUv tn Peiwon Twv evéonmaTiKwy
emumédwv unepeAikwpévou DNA (covalently closed circular,
ccc HBV DNA) wg amotéAeopa TNG avoolakig kabapong twv
MOAUGUEVWYV NTTATOKUTTAPWV.™ ETOl, N anmwAela tou HBsAg
ME 1§ Xwpig opoavactpo®n ce avti-HBs cuvodevetal amd
HaKpd Ueon avtioTolyxn He ekeivn TnG nrratitidag C.'"°

H peiwon tng ouykévtpwong tou HBV DNA amoteAei to
TIPWTO onpeio umoxwpnong tng HBV-Aoipwéng, avtopatng
A HETA amd Bepareia, evw Tponyeital Tng e€agpaviong Tou
HBeAg. H 1ohoyikr avtanokpion (emimeda taipiag < 6plo
gvaloOnoiag Tng aAvowTNG avtidpaong TG MTOAUPEPAONC),
o€ ouVOUAONO PE TN BLOXNUIKA KAl TNV IOTOAOYIKN avta-
moKplon mou Tn cuvodelouy, umtodnAwvel TN peTdfaon
Tou aoBevoug 0N PACN TNG EVOWHATWONG TNG PUOIKNAG
1oTopiag Tng xpoviag Aoipwéng amd tov HBV (tou avevep-
you @opéa).’”’”

Apeon évapén tng Oepameiag evdeikvutal oe acBe-
VEIG pe ofgia NMATIKN AVETAPKELQ, KIPPWON ME KAIVIKEG
ekONAWOELG, Kippwon 1| Tpoxwpnpévn ivwon Kat laipia
(HBV DNA otov 0p0) kal og acBeveic mou mpokeltal va
AdBouv XnUEIOBepaTIEia I} AVOCOKATACTAATIKY aywyr.””
‘Evéelén Bepamneiag €xouv ot acBeveic pe HBV DNA >10*
yovidiwpata/mL=2.000 IU/mL, av€non tng ALT kat @Aey-
povn + ivwon totohoyikd. Agv evdeikvutal Bepareia og
aoBeveic otn @don TnNG avoocoavoxng (Betikd HBeAg,
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pe moAU upnAd enmineda HBV DNA, ALT og @uololoyikd
emimeda kal EAAXIoTN SpAcTNEIOTNTA IOTOAOYIKA), OTOUG
avevepyoug @opeic (apvntikd HBeAg, Betikd avti-HBe,
HBV DNA <2.000 IU/mL, ALT oe otaBepd @ucioloyikd
emnineda, pe ENAXI0TN SpacTNPEIOTNTA IOTOAOYIKA) KAl GTOUG
aoBeveic pe Aavbdavouoa HBV-Aoipwén (Betikd HBV DNA,
apvntikd HBsAQ).””

Ta @dpupaka mou xpnotpomolouvtal otn Beparneia
¢ Xpoviag HBV-Aoipwéng sival n vteppepovn-a kat ta
VOUKA£00181KA/voUukAeoTISIKA avdloya. H xprion VOukAe-
00181koU (AapiBoudivn — Zeffix®, teApmpBoudivn — Sebivo®,
evtekafipn — Baraclude®)/voukAeoTiSikou (ade@ofipn
— Hepsera®, tevopofipn — Viread®) avdloyou yivetal emi
pakpov, 18laitepa oe acBeveig xwpic HBeAg, pe kivbuvo
va avaduBoulv avOeKTIKA UKA oTeNéXN TTOU TiEPlopilouv
TNV amoteAecpatikdTNTa TNG Bepanciag. H ivteppepdvn-a
(IFN-a-kAaoikny: a2a Roferon A®, a2b Intron-A®, meykuAiw-
Hévn: a-2a Pegasys® a-2f3 Pegintron®) Sgv mpokalei ukn
avtiotaon. Opwg, n IFN-a d&v xpnolponolegital e avoco-
KATAOTAAMEVOUC a0Oeveic Aoyw EANePNG Spdong kat avén-
Hévng ToIkoTNTAC e€alTiag emitaong TNE NTTATOKUTTAPIKAG
BAABNG (BepameuTtiky nmaTitida) KAl HUEAOKATAOTOANAG.
Emiong, n xprion tng pmopei va emmakei amd ekSrilwon
AUTOAVOOOU VOO ATOG.

H ouxvétnta ek8Awong TnNG avtioTaong MOLKIAAEL
avAaloya HE TO AVTI-IIKO @Aapuako. H Beparmeia pe Aapi-
Boudivn cuoxetiCetal pe ekdNAwon UKAG avtiotaong oto
70% twv acBevwyv ota 5 €1n, n adspofipn oto 29% ota
5 €1n, n evtekaPipn o€ <1% ota 6 £€1n (AANA o€ 57% ota
6 £tn og aoBeveig pe avtiotaon otn Aapipoudivn), n TeN-
pmpBoudivn oto 22% ota 2 £1n, evw Sev €xel SlamoTwOE(
oTa 3 é1n mapakoAouBnong Tng Bgparneiag Ue tevo@oPipn.
Ol eMMTWOoELS TNG AvASUONG TWV AVOEKTIKWY OTEAEXWV
nepAapBdavouv Tnv avénon tng latpiag (emimeda HBVY DNA
oTOV 0P0), TWV TPAVOAMIVACWY KAl TWV EKSNAWCEWV NTTa-
TIKNG AVETTAPKELAG O ACOEVEIG e TTIPOXWPNMEVN NTTATIKA
vooo. ETol, n emMAoyr TOU avTI-UKOU papUAKOU TIPETTEL VA
BaociCetal otn SpACTIKOTNTA TOU OTN PEiwoN TNG lAiag
Kal otnv mlOavotnta avaduong AvOEKTIKWY CTENEXWV.
& aoBeveic 6mou n Oeparmeia Sev TIPOKAAEI GNUAVTIKA
Heiwon Tou koL ToAAamAaciacpoy, o kivéuvog avaduong
QAVOEKTIKWY OTEAEXWV €ival HEYAANUTEPOG. T a0BeVEig TTOU
AapBdavouv aywyr He VOUKAEOOISIKA/VOUKAEOTIOIKA avd-
Aoya mpémel va mapakoAouBouvTal Ta emimeda TG laluiag
TOKTIKG, yla va evtomifetal €ykaipa n 1ohoyikn Staguyny. Ta
veoTepa avaloya (evtekafipn, tevopofipn) mapouvacidlouv
Taxeia kat eydAn avti-ukn 6pdon Kal JEYANO YEVETIKO
PPAYHO (ap1BudG peTaANaYWV Yia TpwTomadri avtiotaon).
e aoBeveic pe ekdnAwon avtiotaong otn AauiBoudivn
npooTtifetal Tevopofipn.'?-'#
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la TN O€paAmeVTIKN AVTIPETWITION TNG EVEPYOTOINONG TNG
nratitidag B moAaiotepa epappoloTtay, avarmoTEAECUATIKA,
Slakomn TNg XnUEloBepareiag Le 1y Xwpic éykalpn xoprnynon
KOPTIKOEISOUC, O€ UIA TIPOOTIABEL AVAKOTTNG TNG KUTTAPO-
Auong and 1a evepyonolnpéva AepupoKUTTapa. 26730

Ano Sekamevtasgtiag, og evepyormolioelc Tou HBV oe
aoOeveic HE AVOOOKATACTAATIK 1} AVOCOTPOTIOTTOINTIKA
Oeparneia, pe | XWPIG NTATIKA AVETTAPKELD, XopnyEital Aa-
MiBoudivn, pe avTamokpion oto 70% Twv TTEPITTTWOEWY, N
onoia Statnpeital (eik. 1). H Ogpaneia ival ac@aing,
XWPIG aAAANAEMSPACEIG UE TNV AYywYK) TNG UTTOKEIMEVNG VO-
00U, EVW OUVIOTATAL N £YKALPN XOPHYNOH TNG, TIPLV aro TNV
ekONAwoN NATIKAG eykepalomddeiag. Eyive avadpouikn
META-avAAUoN 14 KAWVIKWV HEAETWV (2 TUXALIOTTOINUEVEG,
8 MIPOOTTIKEG, 4 avadSPOoUIKEG TTAPATHPNONG KOOPTNG) UE
xprion g AapiBoudivng oe acBeveic mou éAapav X/O. Ot
peAéTeg Sie§nxOnoav otn votioavatolikny Acia (12), Tnv
Toupkia kat 1o lopanA, evw mepiéAaav cuvolikd 275
aoBeveic mou éNafav AapiBoudivn kat 475 HAPTUPEG. 2TIG
9/14 pehéteg, N AapuiBoudivn xopnynOnke otav ekOnNAwONkKe
n o&eia mapo&uvon.’# O kivbuvog evepyornoinong Tou LIKoU
TOAAATTAQCIOPOV, TNG 0&giag alENong TWV TPAVOAUIVACWY,
™G ekOAWONG o&giag NITATIKAG AVEMAPKELAG KAl TNG TPO-
KAnong 6avdaTtou Aoyw TNG NMTATIKAG VOOOU HEIWBNKAV KATd
16, 14, 5 kal 5 popég, avtiotolxa.'+3>3-146 Q) g1do0, TTapa-
TNPrBnke BvnTtoTnTa pé€XPL 20% —O€ Kippwon 40%— mapd
™ xopriynon tng AauiBoudivng.’#'#-49 ANNO onpavTiko
mPORANUa gival n avaduon HETAANAYUEVWY OTEAEXWV
otn Aapipoudivn og pakpoxpovia xopnynon tne.””? ‘Etol,
O O0O0UG TIPOKEITAL VA AJBOUV HAKPOXPOVIA aVTI-LKH
aywyn cuvioTtdtal N ARYn KATolou and ta VedTEPA aAVTI-
KA pdppaka mou mapoucidlouv loxupr avTi-tukn dpdon
ME HIKPOTEPA TOCOOTA avAduonG AVOEKTIKWY CTEAEXWV
(tevo@ofipn, evtekaBipn).”’~"** H xpryon tng tevopofipng
QmaAITel TNV TAPAKOAOUONON TNG VEPPIKAG AElToLpYiag.

40 35

n - ALT -+ XoAepuBpivn
i \/\\ "
30
« \ F 25
25
\ \ 20
20

XAPT

15/3 2213 2913 34 114 20/4
EBSopddeg

Ewkova 1. Ogparneia Tng HBV evepyomoinong pe AapiBoudivn.
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9. MPOAHWH TQN HBV ENEPTOMOIHZEQN

H evepyomoinon tng xpoviag nmatitidag B umodnAwvel
gukalplakn Aoipwén (6mwe Epstein-Barr, acmépytAho, CMV,
Pneumocystis jerovechi k.Am.). H mpOANYI tng YE avTi-uko
(PAPUAKO AVTIOTOIXEL OTNV TTPOANYN TNG PUUATIWONG PE
Vv tooviadidn. H mpdAnyn tng gvepyonoinong PE TNV
amouyn xpriong tou Broloyikou mapdyovta i TG X/0
odnyei og coBapd MePIOPICUO TNG ATTOTEAECHUATIKOTNTAG
NG Oeparmeiag TNG uMokeiuevng vooou.?**4-%6 'E1al, yla
Tov Kivéuvo aduvapiag eAéyxou TnG evepyonoinong, Omwg
ava@épOnke mapandvw, CUVICTATAL N AVTI-LK aywyn va
XOpPNYEiTal MPOANTITIKA, HE €évapén TPV amd TNV avooo-
KATAOTOAN (KaAUTEPQ) 1} HOAG StamotwOei avénon tng
laiag. Zuviotdtal n aywyn va apxilel va xopnyeitat 2—4
eBSopdadeg mpiv anmd tnv €vapén tng X/O n yevikdtepa
TNG AVOOOKATACTAATIKIIG/AVOGOTPOTTOTIOINTIKAG AYWYNG
Kal va ouveyiletal éwg 6—12 priveg HeTd amod To TEAOG TNG
X/© 1} TNG AVOOOKATAOTAATIKAG/AVOCOTPOTIOTIOINTIKNAG
aywyne. Qotdoo, éxel SiamotwOei mapduvon pe tn Sa-
KOTT TNG aVTI-UKAG aywyng otav ta emineda tng ladiag
nipv amd TNV évapén tng X/0 ritav >2.000 IU/mL™” (miv. 3).
‘Etol, otoug ev Adyw aoBeveig ouvioTdTtal N GUVEXION TNG
AVTI-UKAG ayWwyNnG HOKpoxpovia, HEXPL va eKMAnpwOouv
oL oToXOL TNG Bepareiag Mou apopoUlv o€ KABe aoBevr) pe
Xpovia nnatitida B kat uPpnAd moANaTAACIACHO Tou 10U.
& aoBeveic mou AapBdvouv avti-CD20 (pttou&Iudumnn),
N TTPOANTITIKA AVTI-UKK aywyn TPETEL va ouveyiletal yla
peyaAUTEPO XpoVIKO Stdotnua (18—24 prveg).”*8

H mpoAnYn tng evepyomoinong He avTi-UKA @Apuaka
EMTPETEL TNV TEPATWON TNG XNMEOOEepamneiag/avooo-
KATAGTAATIKIIG/AVOCOTPOTTONOINTIKAG aywyng Sixwg tnv
gvepyormoinon TG xpoviag nratitidag B.*?-'6" H mpoAnmTikn
xopriynon AapiBoudivng og oykoAoylkoUg acBeveic e BeTiko
HBsAg, ol omoiot Aapdvouv xnueloBeparneia, HEWWVEL TN
voonpeotnTa Kal Tn OvntoTnTa and TNV NIMATIKN VOo0.'62-76
Me Bdon tn peta-avaluon mou avagépOnke mapamdvw, ya
KA&O¢ 15 aoBeveic mou Aapdvouv mpoAnntikd Aapioudivn
évag owletat anmo 8dvato AOyw NIATIKNG AVETTAPKELAG.

3 & voorjpata 6mou Xpnotponoldnkav Bloloyikoi ma-
PAYOVTEG yla TNV MPOANYN TNG EVEPYOTIOINONG TNG XPOVIAG
nratitidag B, apxikd xpnoipomoriénke n Aappoudivn kat
n adepofipn.”>"”” e MAPATETAPEVN AVOCOKATAOTAATIKN/
AVOOOTPOTIOTIOINTIKN aywyn (T1.x. yia peupatosldr apBpitida),
N MPOANTITIKA AVTI-UKA aywyr xopnyeital o1d Biou. Adyw
NG avdykng TTou u@ioTaTal yla pakpoxpovia Bgpareia
Kal Tou TTPORARHATOC TNG UKAG AVTIOTAONG CUVICTATAL N
XPriON TWV VEOTEPWV AVTI-IIKWV papUdKwV (tevopofipn,
evtekafipn).”? e MEPUTTWOELG OTTOU N avaykaia SidpKela
Xoprynong Tou avTi-lLkoU @appdkou gival <12 urjveg,

>. NTOYPAKHX

Mivakag 3. MpoANmTIKA X0Priynon avT-IIKWV GAPUAKWY OE aVOCOKa-
Taotaluévoug aobeveic.

HBsAg+
I 1
HBV-DNA Ampm:m' ™me
BepaTreiag
>2000 IU/mL <2000 IU/mL <12 pnveg >12 prveg

Méxp1 Tnv I— Ma 6 pveg petd [ : [ j
envisn | olokipuen | U Soutertin L] oomctie
g Beparrsiog M n ]

OTOXWV

Ogpatreia PE AVTI-IKA PE
UPnAS YEVETIKO @paypd
yia avaTrTugn avroxng

pmopei va xpnotpormoin®ouv kat n AauiBoudivn pe tnv
TeAumiBoudivn.

Ta avoocokaTtaoTaApéva Atoua TPETEL va eAEyxovTal
yla opoAoyikoug Seikteg Xpoviag HBV-Aoipwéng”’ (miv. 4).
O1 ouOTACEIC YIa évapén TTPOPUAAKTIKNAG aywyng o€ aoBe-
Vveig mou mpokertal va Adf3ouv xnueloBepareia yla Kapkivo
1 AVOOOKATACTAATIKI)/OVOCOTPOTONOINTIKY Ogparmeia
gival ocageic.5*'”? O1 MapAyovTeg TNG amotuyiag mpoAnyng
Twv gvepyoroloewv Tou HBV og avoocokatacTaApévoug
aocBeveig gival o peyANog TTOANATIAACIACMOG Tou HBY, n
HN XPNON QVTI-UKAG AYWYAG, N KAKA OCUpPpOPPWon oTn
Oepareia, aAAG Kupiwg To yeyovog OTL Sev €yve PoAn-
TITIKOG €NeyXOG. /508!

2 € aoBeveic pe malid meploploBeioa Aoipwén (apvntikd
HBsAg, BeTik6 avti-HBc¢, pe l xwpig avti-HBs) kat pe onua-
VTIKN (POPUAKEVUTIKI) AVOCOKATACTOAN —HETA ard Xprnon
avTti-CD20 (prtou&udpurmn), avti-CD52 (aAeptouvloupdaunn),
avtli-TNF (a-tveAEIHANTTN), LETAMOOXEVOEIG CUUTTAYWYV

MNivakag 4. EAeyxog o€ 6AOUG TOUG a0BEVEIG TTOU gival i TIPOKELTAL val
KOTOOTOUV AQVOCOKATACTAAUEVOL.

‘EAeyxog HBV
(HBsAg, avTti-HBs, avti-HBc)

HBsAg (+) HBsAg (-) HBsAg (-)
avti-HBs (-) avti-HBs (+) 1 €)
avti-HBc () avti-HBc (+)

ANTI-IIKA | I EpBoMiaopog I I MapakoAouBnan
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OpPYAVWYV K.ATL.— CUVIOTATAL TAKTIKK) TTapakoAouOnon Kat
ouxVOG, avd 1-3 urveg, €AeyXog Tou opou yia HBsAg kat
lapia (HBV DNA). H mapakoAouOnon yia tnv EUQAavion Tou
HBsAg &ival ToAU @pOnvoTePN Kal €§I00U ATTOTEAECUATIKN
UE €Keivn TNG latpiag, n omoia gival oAy akpiétepn.

3 € dtopa mou Sev éxouv ektebei otov HBV, cuviotatal
TIPOQPUAAKTIKOG EPBONMACUOG —edv gival Suvatdv Tptv ano
NV évapén TN aVvooOKATACTOAAC Y1 KOAUTEPA ATTOTEAE-
opata— PE EAEYXO TNG AVTATIOKPIONG.

10. HNATITIAA C

Ta avoCOKATACTAATIKA @APOKA UTTOPEL VA HEIWCOUV
npoowpvd tTn Baputnta Tng Xpoviag HCV nratitidag, av
Kal auEAVOULV ToV IIKO TTOAAATTAACIACHS KAl TOUG TITAOUG
NG HCV RNA 1aipiag.’®? H Siakomr TnG avoCOKATACTOANRG
uropei va emdeviwoel o&£wg Tn Xpovia nmatitida C, av kat
TIOAU ommavioTtepa am’ O,TL Tn xpoévia nmatitda B.’#

3TOX0C TNG Bepaneiag Tng xpodviag HCV-nmatitidag gival
N ekpifwon Tou 1oV, Tou TTPOKAAEL BeATiwon TNG KAIVIKAG
KAl TNG IOTOAOYIKAG €IKOVAG TNG VOOOU (umoxwpnon Tng
(PAEYHOVNAG KAl TNG ivwong) Kal avaoToAn Tng e§€AENG o€
Kippwon 1 HKK. H Bgparmeia twv KippwTikwv acBevwv
avdvel Tnv emBiwon kal pelwvel (aANG Sev e€apaviel)®
v mbavétnta ekdnAwong HKK, agol avtipetwmiCetal
EMTUXWG N GAeypovh Kal TieplopileTtal n Slapkng avayév-
vnon Tou NMATtikov mapeyxVUATOG.

H amouacia taipiag pe oAU evaiocdntn pébodo poplakrg
BroMoyiag (PCR, pe evaiodnoia <50 IU/L) 6 unveg petd anod
10 TéMo¢ TNG Oepaneiag xapaktnpiletal wg péviun (mapa-
TeTAPEVN) avtamokplon (sustained virological response,
SVR). H emiteuén SVR ekgppdadlel Tnv ekpi{won Tou 1ov, apou
ouvodeveTal amd e€a@avion Twv evéonmATIKWY HOPPWV
TOU UKOU TTOAAATTAQCIAoOoU Kal UTTOSNAWVEL TNV {aon TNG
xpoviag HCV-Aoipwéng.’s-188

Ta SpaoTIkA @ApuaKa TNG Xpoviag nratitidag C givat
n wteppepovn-a (IFN-a) kat n piumapipivn, mou mapouv-
olalouv avTi-likA Kal avocotpormomnolnTikry dpdon. Exouv
xpnotpomnoinBei téooepig Tumol KAaoikng IFN-a: H a2b
(Intron-A°®), n a2a (Roferon®), n n1 (puotki N AeppoPAa-
otoedng, Wellferon®) kat n con1 (cuvaivetikn [consensus],
Infergen®), xwpig oLCIAOTIKEG KAIVIKEG Slagopéc.’® H ouvde-
on Tou popiou TNG KAAOIKAG IFN-a pe To peyaAouoplo tng
moAVAIBUAeVIKNAG YAUKOANG (PEG) odrynoe oTo oXNUATIOHO
EVWOEWV UE Tpomomolnuévn @apuakokivntik (PEG-IFN
a2b, Peglntron oe 66on 1,5 ng/kg/efdopada kat PEG-IFN
a2a, Pegasys® oe 66on 180 pg eBSopadiaia). Aev undpxouv
ONUAVTIKEG SI0POPEG OTNV ATTOTEAECUATIKOTNTA TWV SUO
pop@wv PEG-IFN.’#°
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H PEG-IFN givat akp1f3rj, xopnyeital povo mapevTEPIKA
Kal Tapouotdalel avemBuunTeg evEPYELEG TTOU gival S000-
e€apTWHEVEG Kal uropei va amofouv cofapég. Ot mAéov
ouvnBelg mapouaoialovTal TIG TIPWTEC NUEPEG —TTUPETOC,
Kakouxia, Hualyieg, ke@ahaAyia, vauTtio— Vi) UTTOXWPEOUV UE
TN OUVEXION TNG AYWYNG KAl TN XOPriynon aKETAUVO®aivng
1} kat ivdopeBakivng. Ot avemBUUNTEG EVEPYELEC TTOU TTA-
pouactdlovTtal apyoTtepa —aAwmekia, KatabAyn, Suoxépela
CUYKEVTPWONG, EVEPEBIOTOTNTA— €ival TIIO EVOXANTIKEC KAl
pmopei va odnynoouv oe Stakomr Tng Ogpaneiag. KatabAi-
Wn ekdnAwvetal cuxvotepa PeTd and xopriynon IFN-a oe
xpovia nrmatitida C, mbavév Adyw GUUPETOXNG Tou iSlou
TOU 10V. X € KAOE TrepinmTwon, N ekdNAwon KatabMyng mpé-
TIEL VA AVTIMETWTTI(ETAL PHE KATAANNAN aywyr (AVOOTOAEIG
enavanpocAnyPng ogpotovivng). H puglhotoikdtnTta Tng
PEG-IFN (oudeteponevia, Bpopomnevia) sivat TAéov €kSnNAn
O€ KIPPWTIKOUG aoBeVEiC TTou apouctalouy UTTEPOTIANVICUO.
ZNUavTIKA avemBuuntn evépyela tng PEG-IFN, cuvriBwc og
KIPPWTIKOUG a0OEVEIG, gival ot A\oIHWEELG, TTOU eVOEXOUEVWG
va amof3ouv anelAnTikéG yia tn wn. Emiong, n avamtuén
AUTOAVTIOWMATWY €ival OXETIKA OUXVH KAl UTTOPE( va
ouvodeveTal amd KAWVIKO ocUvdpopo (umobupeoeldioudc,
Bpoppormevia k.Am). H IFN-a mpémnel va xopnyeitat poévo oe
aoBevei¢ TTOU TTACYXOUV ATTO KAAA AVTIPPOTIOUHEVN NTATIKA
vooo (otddio Child-Pugh I).

H pwumafipivn gival voukAeootdikd avaloyo Tng you-
avivng mou mapouoidalel Spdon évavTti moikidwv DNA kat
RNA wwv (avamveuoTiKOG CUYKUTIOKOG 1OG, 1OG TTUPETOU
Lassa, Hanta-10i K.A1.), mTEQINAUBAVOUEVWV KAL TWV LWV TNG
olkoyévelag Twv flavi-lwv (pakpivoi cuyyeveic tou HCV). H
pumaipivn avacTéAAEL TIC KUTTAPOKIVEG TUTTOU Th2 mou
TTapdAyovTal anod Ta HOKPOPAYa —TTaPAYyOoVTaG VEKPWONG
TOU OYKOU, IVTEPAEUKIVN-1 Kal -4 K.AT.— Kal TTIPOAyYEl TNV
tumou Th1 avootlakr andvtnon. H xopriynon pumafipivng
oTn XPovia HCV-Aoipwén mpokaAei Bloxn ik avtamokplon
AAAd OXl IOAOYIKN 1} IOTOAOYIKNA.”"92 Xpnoluomnolegital yia
gvioxuon tou anoteAéopatog tng Bepaneiag pe IFN-a Adyw
avénong TnS avTi-ukAg Spdong Kal Kupiwg mpoAnyng Twv
UTTOTPOTIWV.

H povoBepareia pe kAaoikr IFN-amétuxe SVR oe mocootd
6—16% TWV aoBevwv. KAIvikég SokIuEéG povoBepareiag Kat
HE TIG SUo popég PEG-IFN é6&1§av Sumhdotia SVR og oxéon
HE TN povoBepareia pe IFN-a. O cuvduaopog tng IFN-a pe
pumaBipivn avénoe tnv SVR og mocooTod 38%.

H ouyxpovn Beparmeia Tng nmatitidag C yivetal pe to
ouvduaoud PEG-IFN-a kal piumafipivng, mou emTuyxAvel
Ta KOAUTEPA €w¢ TWpa amoteAéopata (yevikd SVR oto
55%).7%3-"% Mpv and tnv évapén tng Oepareiag, o KUPLOTEPOG
TIPOYVWOTIKOG Tapdayovtag emiteuéng SVR gival o yovotumog
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TOU 10U, TOU CUCYETI(eTAL KAl PJE TNV avaykaia 66on Tng
pwumapipivng. H nuepnotla doon piumafipivng (Rebetol® kat
Copegus® o€ Siokia Twv 200 mg o€ SVo SOCEIG TNV NUéPQ,
ave€dptnta ano tn AnYn teo@ng) e€atouikeVeTal pe Baon
T0 yovoturo (800 mg nUEPNCIWG Yl TOUG YOVOTUTIOUG 2
kat 3) kat To Bdapog Tou acBevoug (oe <75 kg 1.000 mg/
nuepnoiwg katl oe >75 kg 1.200 mg TNV nuépa yia Toug
yovétumoug 1 kat 4). Zuviotdrtal n xopriynon tng Ogparmeiog
va Slapkéoel 48 eBSouddeg yia Aoipwén pe yovétumoug 1
Kat 4 (SVR 50%) kat 24 €fSopdadeg yla Toug yovoTuTioug 2
kat 3 (SVR 80—90%). O yovoTutiog 2 €xel KOAUTEPN AvVTa-
mokplon an’ o,1t o 3 (SVR 93% évavtl 79%).78

Ot e§wnnatikég ekdbnAwoelg Tng nrmatitidag C avtl-
petwmifovtal He avTi-UKA aywyn. X aoBeveig pe xpodvia
nratitida C Kal KpuooEAIPIVAIUIa, N AVTI-IKA aywyn
odnyei og e§dAepn NG lapiag, BeAtiwon tng ayyelitidag
KAl JEIWON TOU KPUOKPITN, TOU TITAOU TOU PEVMATOEISOUG
TapAyovTa Kal TG KpeaTivivng Tou opou. Ewg 1o 60% twv
aocBevwv 1atal. 2 Bapld ekSRAWON KPLOCPALPIVALUIAG, UE
mPooBoAr] (WTIKWV opydvwy (VEUPLIKO cUCTNUA, VEQPOI),
urmopei va xpnoipormolnO&i kat avocoppubuIoTikn Ogparneia
(ouyxopriynon avocoKATACTAATIKWY I} KAl TAACHA@Aipeon)
Xwpic 1daitepa mpoAnuata.

O TNF-a gvioxUel Tn pAeyHovr, EUVOEL TNV ekdrAwon
KPUOO@AIPIVALUIAG KAl LEWWVEL TNV avTandkplon otn Bepa-

>. NTOYPAKHX

neia. Ot avti-TNF-a mapdyovteg mBavov va BeATIWVouV TV
avtanoKkplon otn olyxpovn avTti-ukn aywyry. Ot oxetikoi
TIAPAYOVTEC, OTIWG CUPPAIVEL KAl UE TNV KUKAOGTIOPIVN,
MmTopei va cuyxopnynBouv.&

Emiong, n prrov&udpnn (avti-CD20) pmopei va BonOrioel,
og ouvduaoud LE TNV AVTI-IIKN aywyr), acOeVeig ue Kpuo-
ogalpvalpio mou cuoxetiCetal pe Tn Xpoévia nratitida C./#
‘Exel StamotwOel mMAripng KAWVIKR avtamokpion oto 80%,
avooOAOYIKN avtamdkplon oTo 67% Kal iaon oto 55%
Twv mepmTwoswv. Emiong, Slamotwonke pePIKR KAWVIKA
aAVTATTOKPIoN 0TO 15% Kal avOCOAOYIKT] aVTATIOKPLON OTO
33%. H xprion povo TNG PITOVEIMAMTTNG TIAPEIXE XAUNAOTE-
paA TOCOO0TA AvTamoKkplong (MARPENG KAWVIKA avTamoKkplon
58%, avoooAoyIKN 46%). 3TIC TIEPITTTWOELG EKEIVEC OTTOL
SlamotwOei ummotponn TN ayyeltidag otoug 12 UAveg,
MITopoUV va emavayxopnynbouv ta @Aapuaka.

JUUTEPACHMATIKA, O aoBeveig Tou Aapfdavouv lolo-
YIKOUG TTApAYOVTEG Kal TTAoXouv amnod xpovia nratitida C,
propei va ouyxopnynBei Ogpaneia yia Tnv nrmatikn vooo,
€4V N UTTOKEIMEVN VOOOG ETIITPETIEL TN XPHON IVTEPPEPO-
vng (kivbuvog ekdnAwong autodvoong vooou). Z& TiepL-
TITWOELG TTOU SEV XOpNYEITAl AVTI-IKK aywyn, amatteital
TAKTIKN TTApakoAoUBNon Twv BloXNUIKWY e6€TACEWVY TOV
Amatog (tpavoapivaceg, XoAepuBpivn) kal Twv emmmédwv
™G lapiag.
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.........................................................................................................................................................

Biological agents and hepatitis
S.P. DOURAKIS
Second Department of Medicine, “Hippokration” General Hospital, Medical School, Athens, Greece

Archives of Hellenic Medicine 2011, 28(2):151-165

Hepatitis B virus (HBV) reactivation is a serious but preventable clinical complication of immunosuppression, with
substantial morbidity and mortality, caused by immune reconstitution of specificimmunity to specific viral epitopes.
Tumor necrosis factor-a (TNF-a) inhibition has emerged as a potent treatment for rheumatic and inflammatory bowel
disease, but it is not without significant risks. TNF-a is readily produced in chronic HBV infection, and viral clearance
is dependent on the amount available. TNF-a inhibition may facilitate uncontrolled HBV replication unless anti-viral
prophylaxis is used for at least 6—12 months after the cessation of immunosuppression. The type of TNF-a used could
make a difference. Infliximab, because of its effect on membrane-bound and soluble TNF-a, may be a more potent
suppressor of the cellular immune response than etanercept and adalimumab. This suppression may lead to a dis-
proportionate immune response on reconstitution. Patients with severe reactivation may have a fatal outcome de-
spite treatment with either lamivudine or preferably newer more potent antivirals (entecavir or tenofovir). Some pa-
tients requiring a longer duration of lamivudine therapy are at risk of developing drug resistance. The newer agents
entecavir or tenofovir should be used in such cases. Severe HBV infection reactivation following profound and dura-
ble B and T cell depletion induced by treatment with rituximab or alemtuzumab has been reported in patients with
either HBsAg positive, or HBsAg negative and anti-HBc positive infection. In general, long-term prophylactic anti-
HBV therapy is a more effective strategy than giving treatment after development of reactivation. A full HBV serolog-
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ic profile must be obtained from all patients receiving intensive immunosuppressive or immunomodulatory thera-

py. Increasing use of the HBV vaccine may help to reduce the disease burden worldwide. Recent evidence confirms

the efficacy and safety of anti-TNF-a agents in hepatitis C virus (HCV) associated rheumatic disorders. Rituximab is

an effective treatment of severe and or refractory HCV-related vasculitis. Caution is recommended when prescrib-

ing biological therapies to patients with chronic hepatitis C. Patients should be closely monitored for changes in liv-

er function tests or viral blood titers.

Key words: Alemtuzumab, Anti-TNF-a agents, Chronic hepatitis B, Chronic hepatitis C, Hepatitis B virus, Rituximab
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