HINATITIAEX: AIAINQXH KAI TAPAKOAOY®OHXH

Aymiia X1. Xotlnyudvvn, Aéxtopag Bloraboroyiog
Iatpikn ZyoAn Iavemotnuiov AOnvov, Intokparteio I'evikd Nocokopeio, AOMva

H epappoyn véov Bepomeldv yia Tig 10yeveic nratitidec oe cuvovacud pe m ypnon neboddwv
HOPLOKNG Proroylag 6To KMVIKO €PYOCTNPLO £XOVV OOMNYNOEL GE HEYOAES OAAAYEG OTOV TPOTO
ddyvmong Kot Topakolovdnone kupimg Tov ¥pdviov Aotuméemy and Toug 100¢ nratitdag B kot C.

Hnrotitioo A

0 16¢ g nratitidag A (HAV) avakaddednke 1o 1973 kot otadiokd avortdydnkoy stoyvooTikég
e€eTdoelg, KLTTOPOKOAMEPYELD, YOPAKTNPIOUOG GE HOPOKO EMIMESO Kol TEMKO TOPAY®YN
amoTeEAEGLOTIKOD guforiov®:. TIpokeLTal Yo NTATOTPOTO 1O TOV AVATAPAYETOL GTO TP, TPOKOAEL
oo Ko EKKpIveTo oTn YoAN Kot ot KOTpava To ooia tepteyovv Em¢ 109 Aopoyova copdtio ava
YPOUUAPLO KOt OTOTEAOVY TNV Kupia Tny" TG Aoipméng. H peyoivtepn cvykévipwon Tov 100 ota
kompava Bpioketal mpv amd v epeavion iktepov. H cvykévipwon tov HAV RNA 10 aipa stvor 2
pe 3 0ekad1konc AoyaplOovg HikpoTeEpT amd oVTH TOV Kompdvwv, mopovotaletol 1 pe 2 efdouddes
HETA TNV £KBECT OTOV 10 KoL TOPAUEVEL OAO TO SAGTNHO ADENCNG TOV NTOTIKOV eVEOU@V>H,

Avtioopata IgM (IgM anti-HAV) aviyvebovior 6tov 0pod KOTa 1 Kot PO TNG EVOPENS KAVIKDV
CUUTTOUATOV Kol TOPAUEVOLV oviYveEDSILO €l 3-6 Pveg 0moOTE Tal EMimeda ivat younAd KAt omd
10 Op1o evaustnoiag TV eumopikd dabéoumv pnebddwve. Atotelodv v e€étacn ekAoyng yio ™
dyvoon g o&elag nmoatitoag A. IgM anti-HAV avticopoto ovortdcsovion Tapodikd Hetd amod
euPporo og mocootod 8-20 %,

IgG avticopata aviyvevovtol 6tov opo petd o IgM mapapévouy o€ aviyvehoipa yio ToAAd xpovia
Kol TPocoidovv avocia epopov {mng. E&etalovtat Yo ) d1dyveoon moaperbovoag Aolumwéng kot yo
TOV EAEYYO0 OMOTELEGLOTIKOTNTAG TOV ERPoAriov. Ot epmopikd dtabéaieg pébodot dev eetdlovv anti-
HAV IgG pévo aldd olkd anti-HAV avticopato (IgM kat IgG). H mapovoio oAkov anti-HAV ko
n anovcia IgM anti-HAV 0£touv ) d1dyvaoon g maperbovcag Aoipuméng. H evaistncio tov oAtkov
anti-HAV dgv elvar apket £to1 ®OTE £voL TOGOGTO EUPOMACUEVOV GAIVETAL VOL XAVEL TO, OVTICOHOTO
101m¢ HETA TNV TAPOSO UEPIKDV ETOV amd TOV epPoltacudd.

IgG ka1 [gA avticopata aviyvevovtal otov 0pd, cdito, ovpa Kot KoOTpava. Exet yivel tpoomdbeia
va ypnoorombet 10 cdAo cav delypo AOY® ™G gukoAiog AMymg tov, Opmg ot uébodot mov
avarTOYOnKay oTEPOVVTOL EVAICONGING KOl OEV EPUPUOCTNKAY EVPEMC.

Moproxéc péBodot dtdyvmong avauEveTol vo, xpNoomombodv neAAOVTIKAE Kol HeTd TNV gvpeia
EPAPLOYN TOL EUPOAIOV Y10 TNV EVIOTIOT TMV VIOAOUTOUEVOV OGVUTTOUATIKOV AOUOEEDV KOOMG
KOLL Y100 TO YEVETIKO YOPAKTNPIGUO TOV 100 oV ThavOV va TpocParet epportacuévo dTopa.

Hrortitwoo B

O 10¢ ¢ nratitdag B (HBV) extog amd ofeion mpokaAel ko ypovior AoipumEn Kot amotelet
TaykOGHo TPOPANUa dnpdciag vyeiag. X ypovia Aoipmén to HBV DNA og popen during éaukog
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oynuatiferéva kieloto kbikro (covalently closed circular DNA T cccDNA) 6tov mupiva TV KuTTapmv
tov Eeviot). To cccDNA egivatl o 1pomoc pe tov onoio o HBV emtvuyydvet m ypovia mopopovn kot
AVOTOPAY®YN TOL 6TO, NTATOKOTTAPO .

H o&eia HBV Aolpmwén dwoyryvodoketal pe v aviyvevorn tov aviryovov emgdvelag (HBsAg)
Kol aviicopdtov IgM évavtt Tov mupnvokayidiov Tov 100 (IgM anti-HBc). Ta avticopata avtd
LITOPEL VOL OVIYVELTOVV GE YOUNAOTEPO OUMG TITAO Kot 6g evepyomoinon ypoviag HBV Aoipwéng!®!.
Avtioouata anti-HBs aviyvebovtal o mapeAbovca Aoipnmén Kot pHetd amd epfoilaco.

>m ypovio Aolpwén cvvnbwg aviyvevovion HBsAg ko IgG anti-HBc pe apvntikd to anti-HBs.
Zuyvo gopnua givatl n aviyvevorn povo tov anti-HBc avticdpatog pe apyntikohs Toug VTOAOUTOVS
deikteg. To evpnua avtd pmopel va opeileton eite oe maioid HBV Aoipwén, eite og ypovia HBV
Aotpwén, oe HCV 1 HIV Molpwén ite va eivor wevd g Oetikd (yaunin avtidopaon). [dwaitepn tpocoyn
Kot wapoakolovdnon pe pétpnon tov HBV DNA ctov opd yperdleton oe acbeveig pe anti-HBe povo
01 0moiol TPOKELTAL VO LTTOPANOOVV GE 0VOGOKATAGTUATIKY 0y®YT|, AOY® TOUVIG EVEPYOTOINONG TOV
100 ko o&eiog nratikng PAAPNG peTd To TEAOG TG Bepameiog Kot ook TdoTOGNS TOL VOGOAOYIKOV
ovothuarog! 1314,

Avo tOomot ypoviog AoipméEng daympilovtal oe oyéon Le TV Tapovsia tov avitydvov e (HBeAg).
2t yopo pog tvar cuxvi 1 HBeAg apvntikn ypovia nmrotitido. MetaAlayEg TV TPOTLPNVIKNA
neployn tov 100 £yovv Ppebel oe HBeAg apvntikong acbeveis pe wonpio kot evepyd nmotikn voco'.
H G1896A &ivor n k0piar petaAloryn mov epmodilel T HETAPPOUOT TS TPOTLPNVIKNG TPWOTEIVNG Kol
avaotélel TNV Topaywyn tov HBeAg. H emloyn g petaliayng avtig oxetiCetot e TOV YOVOTLTO
TOV 100 Kot €ivan o Guyvh 6Tovg Yovotumovg B kot D% 17, Xty EALGSa o yovotvumog D Bpioketon
otV migovotta Tov aclevav. O acBeveic ne HBeAg apvnrtikn ypovia nratitoa B €xovv mo
yopnAd eminedo HBV DNA ond toug HBeAg Oetikotc.

H avtandkpion oe aymyn pe wrepeepovn o HBe Oetikoic acbeveig e€etaletan pe v epeavion
anti-HBe avticopdtov. H avtanokpion oe HBe apvntikovg acheveig o€ aviukn aywyn pe voukAeoo/
TG avaroyo mopakolovdeitar pe ™ pétpnon tov ukov @optiov (HBV DNA) otov opd. H
avtiotpoen petaypapdon tov HBV givan éva £viupo mov cuppetéyel 6tov KOKAO avamopayyns Tov
100 KoL GLYVA 0dNYEL 6TV EVEOUATMOGN SIOPOPETIKMV VOUKAEOTIOIWV GTO YEVOUA TOV (LETOALNYEG).
"Etot 0 166 xukAopopel 6TovV 0pyavicud o€ Eva PEYUO ammO OPOPETIKA GUYYEVIKA GTEAEYN (O(EOOV
€lon) ta onoia Bpickovral og 1oppomia avaroya pe to meptBdrriov. Yynid eninedoo HBV DNA ctov
0p0 TTPo NG Evapéng aywyng eaivetal vo oyetilovtal Le TNV ELPAVIOT) GTEAEYDV , LE LETOAAAYEC OTN
YMDD mneproyn g moivpepdong mov xovv ovtoyn otn AapPovdivn (3TC) eved younia emineda
oTovg 3 pnveg petd v €vopén g ayoyng g aymyng (<1000 avtiypago/mL) cvoyetilovion
OTOTIOTIKG CUOVTIKA [e TN Un avartuén avtoyng otoug 12-15 punveg mapokorovOnong. Iapott
¢ avtomdkpion otn Oepaneia Oewpeital n peiwon Tov emmédwv oo HBV DNA, dev givat axoun
YVOOoTd ol Elval Tol EMITESQ GTOYOG TOV TPEMEL VoL petplovvTot. Mia gvaicOntn pébodog mpémet va
aviyvevel 200 — 400 avtiypoeo/mL'E,

e amotuyla Oepameiag n Hel®ON TOL aPYIKOL UKoV QOPTIOL gival UIKPATEPT Ao Eva OEKAIIKO
AoyapiBpo (log) M onuei@veTon ovénon tov 1KoH OPTiov, 6 GYECT UE TN YOUNAOTEPT KOTA TNV
TapokorovOnon ¢ aymyng uétpnon, katd 1 log'.

O yovidrokég petalhayég mov oyetilovror pe avtiotaon oe avrtukd npénet va  egetdlovton o€
TEPMTMOGELS ATOTVYIG TNG Ay®YNG N O1apLYNG Tov 100. O TPocdoptopog g aAiniovyiog (sequenc-
ing) amotelel ™ uEBodo avapopds. Alieg uEBodotl Onwg o avtiotpopog VPP UdS (LIPA) umopodv
Vo aviveDooLV HOVO NON YVOOTEG Kol peAeTnuéves petadiayés (AopBovdivn:M2041, V173L,
L180M / adepofipn: N236T, A181V) aAld £xovv T0 TAEOVEKTLA OTL LTOPOVV VO, OVIYVELGOLV LIE
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ueyaAdtepn evacOnoio pektovg TAnducpovc'®. Avtoyn ot Aaptovdivn Bpicketat oto 14-32% tov
acOevov petd amd Eva ypovo Bepameiog, oto 38% petd and 2 kol oto 53-76% petd and 3 ypdvie®.
H avtoyr omv adepofipn avartocetor apydtepa. Metd and 3 ypdvia pdévo oto 6-8% tmv achevov
nopatnpeitatl ukn dtopoyn '

MetaArayéc £xovv mapatnpnOel kot otnv mteployr) Tov HBsAg mov ennpedlovv T cUVEEST TOL pE
€EOVOETEPMOTIKA AVTICOUOTO KOl LITOPOVV VAL 00N yNGovV o€ poAvvor petd amd epfoitacud (G145R,
D144A). Zvvinbowc avevpiokovtol o€ gpportacuéva veoyva amd untépo HBV Oetikn kot e acbeveic
LETA amd HETOUOGYEVOT NTOTOG Ko Yopryynon anti-HBs avticoudtov 1 viepdvoong oeaipivinc?.

Hrozitwoo C

0O 16¢ ¢ nratitwag C (HCV), évog 10¢ mov amopovodnke pe pedddovg poplakng Proroyiog,
npokaiet ypovia Aoipwén oe mocootd 60-80% tov acbevov. H didyvoon e Aolpwéng yiveton pe
v aviyvevon tov HCV RNA pe gvaicOnt pébodo (PCR 1 TMA) ctov opd acBevav pe Betikd anti-
HCV avticopoata®2,

H 0gpameio g gpoviag HCV Aolpwéng yivetat pe cudvoacspo TeyKLAM®UEVNS VTEPPEPOVING-GAPQ
(PEG-IFN-a) kot piumafipivng pe xkopto otdyo v woroykn aviarndkpion (HCV RNA apvntikd)
dtatnpovpevn petd ) dtokonn g Oepaneiag (SVR).

To Bepamevtikd oynuo mov akoAovbeital e£aptdTon omd TOV YOVOTLTO TOV 100 KOl SEVTEPEVOVTIMG
amd 10 apykd ukd eoptio* ¢, Ot yovotumol 2/3 avtamokpivoviol oty Ogpancion oe peyaldhtepo
10600710 (>80%) amd 10 yovotumo 1 (55%) evd 0 YovOTLTOC 4 TOL 10V OVTOTOKPIVETOL GE TOGOGTA
evolgpesa pHetacy twv yovotummy 1 kot 2/3. v EALGda 1 katavour| tov HCV yovotimov ivon
43% yovotumog 1, 38% 2/3 ko 19% 4. H avtamodkpion eaiveTot va etvot ToybTepn Kot LEYOADTEPT| OE
acBeveig pe youmAdtepo apykd ukd eoprio.

e aobevelg pe yovotomo 2 M 3, 24 ePoopdoeg Oeponeiag pe PEG-IFN a 180 ug/efdopadioimg
oe ovvovacud pe prumoPipivny (800 mg/muépa) eaivetarl va ival apkeTEC evd Yo to yovotumo 1
n Oepaneio Exel Odpkeln 48 efoopadmv kar  pumafipivn yopnyeitoan og d6omn 1000 mg/Mmuépa. H
pétpnon tov HCV RNA m 121 eBdouddn Oepaneiag amotedel éva deiktn TEMKNG avTOmTOKPIONG
omv ayoyn (EVR). Ané toug acBeveig pe peiwon tov ukov eoptiov pkpdtepn tov 2 log v 12n
efdopdda o >97% dev Ba avtamokpBodv 6t Bepamneio.

Xoppova pe vedtepa dedouéva n pétpnon tov HCV RNA v 4n gfdopdda Oepomeiog sivon
deiktng tayeiog wioyng avrandkpiong (RVR) étav to HCV RNA eivar apvntikd pe gvaicOnn
uéBoodo (28,29) . 'Etot oto péALov Ba vapyel eatopikevon g Oepameiag pe faon v KivnTikn Tov
100 (30), t xpnon tov deiktn RVR v 4n ko EVR 1 121 Bdopdoda, 6€ GuvovLacpd e 10 YOVOTLTTO
TO UKO POPTIO KO TO YOPOKTNPIGTIKA TOV 0c0evn (). peTaforcd chvopopo, arkooiionds). Ta
napadetypa oe acbevelg pe yovotumo 2/3 kot RVR, 16 eBdopadec Oepaneiog ko pkpdtepn d6on
pumaPipivng umopel vo emapkovv?!,

Ot poprokég pnéBodot didyvaons amotedodv eEETAGELS poLTIVAG Y10 TIG 10YEVEIG NOTOTAOELES KOt
1 ¥PNON TOLG IVl GUVEXDC AVEXVOLEVT).
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