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Recent advance in molecular medicine and genetics has led to a new classification
of breast cancer, the most frequent malignancy of women. This taxonomy is based
on gene expression patterns and there are 5 subtypes: luminal type A, luminal type
B, normal breast-like, HER2 and basal-like breast carcinomas. Basal-like breast
carcinomas comprise a new molecular subtype characterized by the expression of
proteins that are characteristic of the basal/myoepithelial breast cells. Their main
feature is the lack of hormonal receptors (ER, PR) and HER2 expression, the so-called
“triple negative” phenotype, in association with the expression of high molecular
weight cytokeratines (such as CK5/6, CK14 and CK17) and EGFR. However, it should
be noted, that basal like carcinomas have usually, but not always, “triple-negative”
phenotype. From the above, it is obvious that no generally accepted determination
exists so far for basal like carcinomas, and they are characterized as such from the
study of many markers. Even if they belong to the class of sporadic carcinomas,
they share common features with hereditary cancer related to BRCA1 mutations.
Although no somatic mutations have been found in the basal like carcinomas, it
seems that some epigenetic changes (e.g. promoter methylation of BRCA1) induce
the aberrant function of the BRCA1 regulated-pathway, giving rise to carcinomas
with a basal phenotype. The predominant hypothetical model of their origin is that
of stem cells. According to this theory, the accumulation of mutations interrupts
their further differentiation in an early stage, during of which basal/myoepithelial
cells have been produced, giving rise to basal-like carcinomas. All 5 molecular
subtypes of breast carcinoma have been related to different prognosis. The im-
munophenotypic characteristics of breast carcinomas with a basal phenotype are
associated with aggressive biological behavior and, indeed, it has been shown that
these tumors are of poor prognosis characterized by poor patients’overall survival.
For this reason, further inspection is needed so that efficient treatment approaches
will be discovered in the future.
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H mpoodog mov éxer OUVTEAETTEL OTH UOPLAKY] LATPIKH KXL TH YEVETIKH EXEL
o0dnynoeL o€ pix véx KATHYOPLOTIOINON TOV KXPKIVOU TOU UXOTOU, THG CUXVOTEPHG
kakonOeiag mov amavta otig yvvaires. H ta&ivounon avth faoiletor o mpoTuma
YoVISIAKNG EKPPAONG Kot SIAKPIVOVTAL 5 VTTOTVTTOL T KXPKIVWUXTO UXTTOV
avdiko? TUmov A, avlikov TOmov B, TUmov @uoioloyikov paotov, HER2 ko
Paoixov Tumov. T KapKIVOUXTX UXoTOV BAOIKOD TUTTOV XTTOTEAOVY €V UOPLXKO
VTTOTUTIO KAPKIVWUKTWY TTOV XAPAKTHPILOVTAL ATTO THV EKPPACH TIPWTEIVWY,
XXPAKTHPIOTIKWY TV Paotkwv/HvoemOnliakwy KUTT&pwY TOU paotov. To kvpio
YVWPLOUE TOVG eival 1 artovoia Ekppaons Twv oppovikwy vrodoxéwv (ER, PR) kot
Tov vmoSoxéax HER-2, 0 AeyOuevogs «TpimA& apvyTIKOG» QaIvOTUIIOG, O CUVSVXOUO
UE TNV EKPPAOH TWV KUTOKEPATIVWY VYHAOU popiakot Bapovs (6nws ot CK5/6,
CK14 kot CK17) ko tov EGFR. Q01000, Ipémel va yivel 0x@ég, 0Tt T Baotkov
TUTTOV KAPKIVOUXTA EYovv ovVHOWG, Kot Oyt TRVTA, «TPITAK XpVHTIKO» PAIVOTUTTO.
A0 To TXpaTI& V@ TIPOKVTITEL TTWG OEV VTT&pP)EL kOt KaxBoAik& amoSekTOG 0pLopdg
y1x T Boikov TOTTOU KAPKIVWUXTA KXXL O XEPXKTHPLOUOG TOVG WG TETOLX TIPOKUTITEL
arto TN UEAETH VOGS oVVEVAOUOV SEIKTWV. AV KOl AVHKOVY OTHV KATHYOPIX TWV
OTIOPASIKWYV KAPKIVWUKTWY, EVTOVTOLG UOLPELOVTXL KOIVE XXPAKTHPIOTIKE UE
TOV KANPOVOUIKO Kapkivo, mov oxetietoun yue petaArieis tov yovidiov BRCAL.
Iapodo mov Sev éyovv Bpebei cwpatinés petadrideic tov BRCAI 0ta KapKIvpaTa
Paoikov TOTOV, PRIVETAL TTWG KATTOLEG ETIIYEVETIKEG XAAXYEG (T.X. uebvAiwon Tov
vrroxvy T Tov yovidiov BRCA1) emcyovv THV mapekkAivovoa, amo 1 QUotoLoyiky,
Aeitovpyia Tov povomatiot mov pvOuiletau amd To BRCAI, Sivovtag yéveon o€
Kaprkivopata pe faotko gavotvmo. To emkpatéotepo vToOeTiko povTéro Lo THV
TIPOEAEVON TOUG €IV EKEIVO TWV apxE€Yyovwy KUTTApwYV (stem cells). Zoupwve pe
T Oewpioc qUTH, 1§ CVOOWPEVON UETAALXYWV OTX aXPYEYOVA KUTTAPX TIPOKXAEL
Sixkomy THG TEPAUTEPW SIXPOPOTTOIN TG TOUG O EVX TTPWIHO OTASOLO KATX TO 0700
éxovv mapayOei Baoikd/pvoemOnliaxd kvTTOpR, SivovTag akolovOws yéveon
o€ KapKivwuata faotkot Tomov. Kai o1 5 popiakoi vmdTumoL Twv KapKIVWUKTWY
UaoTOU €xovv ovoxeTioOei pe SiapopeTiky mPoyvwoy. Ta avoooPxIvoTUTIKK
XOPAKTHPIOTIKE TWV KAPKIVWUATWY UoTOU UE Baotkd eoauvoTumo oxeTi(ovtou ye
emOetikn PBrodoyiky] ovunepipop& ko mpkyuatt Exer SeryOei mws avtoi o1 dykol
Exovy TwXH IPOYVWOH, XapakTHpilouevy amd uikpn ohiky emiPiwon Twv aoBevv.
I 70 Aoyo a6 xperaletan mepoutépw SiepevvyoN WOTE, 0TO UEALOY, va BpeBoivv
ATTOTEAEOUATIKOL TPOTIOL AVTIUETWITIONG AVTOV TOV KAPKIVIKOU TUOTTOU.

Aéeis kAedik: kapkivog, paotog, facikos TUITOG

1. EIZATOTH

O Kapkivog TOV HACTOV gival [la eTEPO-
YEVTG VOOOG, TepAapfdavovtag evav aplOuo
SLAPOPETIKWV PBLOAOYIKWV OVTOTHTWY TIOV
oxetilovtal pe ovykekpipéva taboroyoava-
TOULKA XAPAKTNPLOTIKA Kot KALVIKT) CUHTIEPL-
@opa? Ta moAAég SekaeTtieg, Ta SinOnTika
KAPKIVWUATA TOV HAOTOU TA&VOpovvTay HE
Bdaon Tov IOTOAOYIKO TUTIO, TOV LOTOAOYLKO
BaBuo kakonOeiag kat TNV EKPPACT] OPULOVIKWY
vrodoxewv H peydAn mpoodog, mov éxet

ovvteleoTel Ta TehevTaia xpovia oto medio
TNG YEVETIKIG KAL LOPLAKNG LATPLKNG, EXEL ETTL-
TPEYEL TN YOVIOLAKT] HEAETT TOV KAPKIVOL TOV
HAOTOU Kal £XEL TIPOOPEPEL OTOLKELAL YLt EVaY
EVOANAKTIKO TPOTIO TAELVOUNONG TNHG VOOOU,
o€ Blodoyikd Kat KAVIKA evSLAKPLTEG OUADEG,
pe Baon mpotuma yovidiakng ekppaong. Etot,
StakpivovTtal TEVTE KUPLOL HOPLAKOL VTTOTLTIOL:
TA KAPKIVWHATA (LA TOV AUALKOV TUTIOV A, av-
Atko¥ TVToL B, TOTTOL PLOLOAOYIKOD PHACTOV,
HER2 kat facikod tomov’.

AvTOL 0L VTIOTLTIOL AVTIKATOTTPL{OVY, OV-
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OlAOTIKA, T TPOTUTIA YOVISLAKNG EKPPACTG
TwV SVO KVPLWV KLTTAPIKWY TOTIWYV, TTOV ATIA-
VTWVTAL GTOV WPLHLO PUOLOAOYIKO HACTO: TWV
AVAKWYV EMONALUKWY KUTTAPWY, IOV OXNHATI-
Couv wia povr kuttapikn oTPada péca otov
AVAO TV TOPWV 1) TwV AoPilwV kat Twv Pactka
EVTOTIOUEVWY HVOETONALAKWY KLTTAPWY,
TIoL BpiokovTal o€ AUeOT) EMaQT| pe TN Paoikn
uepuPpavn kat oxnuatiCovv pa Sevtepn KuT-
Tapikn otfada, n omoia mepBAAAel Ta avka
KuTTapa’.

Ot 6ykot avAtkov TOTIoL elvat BeTikol ya
Tov olotpoyoviko vodoxea (ER) kat ekppd-
{ovv yoviSia Tov KWSIKOTIOLOVV YLa TIPWTEIVEG
XOPOAKTNPLOTIKEG TWV AVAIKWV eTONALaKWV
KUTTAPWY, OTIWG O TIPOYECTEPOVIKOG VTIOS0-
xéag (PR) kat n mpwteivny Bcl-2, kabwg kat
ol avAikég kvtokepativeg (CK) 8 kat 18, oe
VYNAA ] kupavopeva eminmeda (0ykot avAtkov
TOToVL A 1} B, avtictotya). Ot 6ykot tvmov u-
OLOAOYIKOU HAOTOV ekPpAalovy un-emOnAaxkd
yovidia Kat gival kvpiwg apvntikoi yla Tov
ER. Ta HER2 OeTikd kapkivwpata ekgpdaiovv
vynAa enineda yoviSiwy, tov edpalovtat otn
XxpwHoowpkn 0¢omn 17q21 (6mov edpaletat ka
TO yovidio mov kwdKoToLEL yla TOV VTodoXEA
HER?2) kau eivat emtiong apvntika yia tov ER.
Ot oyxot Bactkol TUTOL, TENOG, lvatl apvnTL-
kol yta tovg vmodoxeig ER, PR kat HER2 kot
ek@palovv yovidia, Tov eivat XapakTnpLoTIKA
TwV PBactkwv emONALAKWV KUTTAPWYV KAl TWV
HLOETUONALAKWY KVTTAPWY TOV YLCLOAOYLKOV
HLAOTOV, OTIWG eival Ot BACIKEG KUTOKEPATIVEG
CK5/6, CK14 kat CK17°. Ta xapakTnploTika
TOV TEAELTALOVL VTTOTVTIOV TWV KAPKIVWUATWY
HLAOTOD TIEPLYPAPOVTAL AVAAVTIKA TIAPAKATW.

2. ITAGOAOI'OANATOMIKA

KAI ANOZO®AINOTYIIIKA
XAPAKTHPIZTIKA

TON KAPKINOMATON MAXTOY
BAXIKOY TYIIOY

Eivat mAéov yevikd anodekto, mwg Ta Kap-
Kivwpata Bactkod Tumov xapaktnpifovrat
ano peydlo peyebog 0ykov, VYNAO LIGTOAOYIKO
BaOpo kakonOeiag, vynAovg Seikteg KLTTAPL-
KOV MOAAamAaotacpov (O0nwg eivat to Ki67)
Kal oTnV mAeloyneia tovg eivat Sindntika
mopoyevn kapkivwpata®s. ‘Eva aAlo kowvo
YVWPLOPA ALTOV TOV TUTIOL OYKWV €lvalL OL pLe-
YAAEG KEVTPLKEG AKVTTAPLKEG (WVEG, IOV ATTO-
TEAOVVTAL ATIO KOAAQYOVO, VALV KAl VEKPW-

TIKO/LoXauptko 1oto’. Iapatnpodvtat emiong
anwONTIKOL 1 HepIKWG amwOnTikoL TOTTOL OpLaL,
e )\sp(pom)‘r‘rapmsc (p)\sypovw(Sac &nﬁr]oslc,
TIEPLPEPLKAL, EVW OL OYKOL AVTOL UTTOPEL VaL EXOVV
OLYKLUTIAKO TIPOTLTIO avantuéng®. Mmopel,
TENOG, VAL TIEPLEXOLV TIEPLOXEG LLE ATPAKTOELON
KUTTapa Kat TAakwdn petamiaon'.

A&loonueiwTo eivat, WG APKETA anod Ta
XAPAKTNPLOTIKA, TTOL TipoavapeépOnKay, ept-
@avifovtal ota HeTAMAACTIKA (ATPAKTOELS
KUTTapa, TAakwdng petamhacia) n ota poe-
Aoeldn (amwOnTKov TOTTOL OpLAL) KAPKIVWHATA
paotov'"'?, ov eival oxetika onavia. Etot,
T[pO‘l'Otel]Ks APXLKA, TIWG AUTOL Ol KAPKLVIKOL
TUTIOL UTTOPEL VAL EVTACTOVTAL OTO PACTUA TWV
KapKivopatwyv Bactkod tomov. Ipaypartt,
TPOOPATEG HENETEG €8eI&AV TTWG 1] LEYAAD
TAeLOYNPLa TWV HUEAOEIS WV KAPKIVWUATWV'?
KaOWG KAt TWV LETATAAC TIKWY KAPKIVWHATWV!!
£XOVV AVOCOPALVOTLTIO ACIKOD TUTIOV.

Ta kapkivopata HaoTol Bactkov TUTTOV
OVOUAOTNKAY ETOL, ETELOT TA KAPKIVIKA KUT-
Tapa ekPpalovv yovidia ov KwSIKOTOoLovV
Yo TPWTELVEG, OL OTIOLEG ATTAVTWVTAL KVUPIWG
ota Baotkd/pvoemOnAiakd KOTTAapa TOL Pv-
OLOAOYIKOV HACTOV. AVTUTIPOCWTIEVTIKA TIaL-
padelypata auTwy TWV TPWTEIVIKWY HopiwV
ATOTEAOVV Ol KUTOKEPATIVEG LYNAOV HOPLAKOD
Bapovg, onwg ot CK5/6, CK14 kaw CK17, 1 P-
kadepivn,n Pluevtivn kat n a-akTivin Twv Aelwv
puikwv v v+ Eva faoctkd xapakTnploTiko
aUTOV TOL TUTIOL OYKWYV elval 0 AeYOHEVOG
TPUTAA APVITIKOG PAVOTUTIOG. UYKEKPIUEVAL,
TA TIEPLOCOTEPA KAPKIVWHATA HAGTOV BactkoD
TUTIOL OTEPOVVTAL EKPPAOTG TWV OPHOVIKWYV
vrodoxéwv ER kat PR kaBwg kat Tov vrodo-
X€A 2 TOV eTISEPKOV AVENTIKOV TTAPAYyOVTa
(HER2).Exet emiong Ppedet, mwg avtoi ot dykot
vrepek@palovv tov vrodoxéa 1 tov emudep-
pkoV avéntikov mapdyovra (HER1/EGFR)
0€ T0C00TO YVpw 010 70% Kat Tapovotaiovv
yoviSiaxn entav&non tov EGFR og tocootd
TIOL KupaivovTat amo 15 éwg 35%'°. Moplakég
YEVETIKEG peAETeG ExovV Seil&el, TENOG, TTwG oL
OYKOL e «Bactko» @avoTuTo ekdnAwvouvyv
ovxva avwpalieg Tov X XpwHooWwHATOG Ka-
Bwg kat VYNAO pLOUO anwlelag etepoluywTiag
(LOH)™®.

Me Bdomn Ta avwTEPW AVOCOPALVOTVTIKA
XAPAKTNPLOTIKA, PALVETAL OXETIKA EVKOAN
N TAVTOTIOINOT TWV KAPKIVWHUATWY HACTOD
Baoikov TUTTOL. ZVYKEKPIPEVA, 1] ATTOVTiA
EKPPAOTIG TWV OPUOVIKWY VTTOSOXEWV KAl TOVL
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HER2 kaBwg kat n avocofeTikdOTNTA TWV KL-
Tokepatvwv CK5/6 kat CK14, 6w emiong ka
tov EGFR, Oa propovoav va anote \écovv adi-
OTILOTOVG SelkTeG KAOOPLOPOD TETOLWY OYKWV.
AvTN 1] TPOOEYYLOT), WOTOOO, EVEXEL KATTOLOVG
kvdvuvovg. Ot kvtokepartiveg 5/6 kat 14, yia
niapadetypa, ekppalovtal o€ HKpO TOCOOTO
Kol 0TV e0wTePLK oTAda TwV avAtkwy emt-
OnAlakwv KVTTAPWV'. ZVVETIWG, | AVOCOEVTO-
TILOT) TOVG O€ KATola KapKivwpata de onpaivet
amapaitnTa OTL avta eivatl pvoemOnAtakng
TIPOEAEVOTG. AVTIOTPOPQ, 1] ATTOVTIA EKPPACTG
TNG KLTOKEPATIVNG 5/6 0€ KATIOLAL KAPKIVWLLAL-
Ta, dev onpalvel Kat avaykn, mwg avta dev
EVTAOOOVTAL OTNV Katnyopia Bactkov TOTov,
kabwg exel Bpedei mwg éva mocootod 38-39%
TEPITIOV KAPKIVWHATWY LACTOV BACIKOD TUTTOV
dev ekppalovv tig CK5/6%%°. EkTdG, OpwG, and
TNV KepaTivn 5/6 kat AAAEG kepativeg LYNAOD
poptakov Bapovg (CK17, CK14) umopetl va
etvat OeTikeg kat kaboploTikeg TG Stayvwong
€VOG BaOIKOV TUTIOV KAPKIVWHATOG .

ATIO TaL TP ATIAVW YIVETAL CAPEG TIWG, [LE-
XPL OTLYUNG TOLAAXLOTOV, SEV LTTAPXOVV AVO-
coioToxnukol SeikTeG, Ol OMoioL HITOopPOLvV
va avixveboovV Kal Vo TAVTOTIOLCOVY TOVG
OYKOULG HAoTOV BactkoV TUTIoL pe akpifeta.
O ovVVOLAOHOG, OUWG, TG AVOCOIOTOXNELAG
KO TNG HOPLAKNG YEVETIKNG, LLE TNV EVPECT) TOV
TPOTVUTIOV YOVISLAKNG EKPPAOTIG TWV SLapOpwV
TOTIWV KAPKIVWUATWY paoTtoL, Oa prmropovoe va
ATOTEAECEL (LA AELOTILOTT] KOl ATIOTEAECATIKN
TIPOOEYYLOT TIPOG ALTH TNV Katevbuvvon.

3. KAPKINOMATA MAXTOY BAXIKOY
TYIIOY KAI BRCA1

Eivat mAéov amodekTo, TwG Ol OLKOYEVEIG
KapKivol Tov paotol oV avanTLoCOoVTAL
oe Qopeig petaAaypévov BRCAI poidlovv
HOPPOAOYLKA KAl AVOCOPALVOTUTIKA [LE TOVG
omopadkovg Kapkivovg Pactkov tomov. Tia
TNV aKpiPeLa, Ta KAPKIVWHATA TTOV OXETI{oVTaL
pe petalaypévo BRCAT eival apvnTika ya
TOVG 0ppovIikovG vtodoxeig kat tov HER2 kau
ekppalovv Tig kuTokepativeg CK5/6 kabwg kat
tov EGFR%. Avtoi ot 6ykot xapaktnpifovta,
eMIONG, Ao VYNAoVLG pLOHOVG TOANamAaoLa-
OpOV, LYNAO LoTOAOYIKO Badpod kakonOeiag kat
TIAPOLOLALOLY YVwpIopaTa TWV HLENOEIS WV
KOPKIVWHATWY, OTIwG anwOnTikov TuTov opla
Kat Aeppokvuttaptkég dindnoeig? 2. Tehog,
avtiotola pe Tovg Pactkod TVTIOV OYKOVG,

0ToVG OXeTL(OHEVOLG pe peTaAaypévo BRCA
OYKOVLG HAOTOV TTapaTnpeiTal oLXVA anmwAeta
etepoluywTtiag'® kabwg kat avwpaiieg tov X
XPWHOOWHATOG.

Agdopévwv Tov polov tov BRCA1 otnv
emdopOwon Prafwv tov DNA, oty anevep-
yomoinomn tov X XxpwHOOWUATOG, OTI HETA-
Ypa@kn puopuon kat otn onpatodotnon Tov
ER*%, kaBwg Kol TwV OHOLOTHTWY, TTOL Ttapa-
tnpovvtat petafd Twv BRCAl-oxeti{opevwy
Kot TwV Pactkol TUTIOV KAPKIVWHATWY HAGTOV,
PalveTal TTwG 1 ToPEKKAIVOLVOQ, amd TN QUoLo-
Aoyikn, Aettovpyia tov BRCA1 evéxetat otnyv
avantuén Twv oTopaASIKWY OYKWV UE «BaCLKO»
PALVOTLTIO, TAPOAO TIOL OTOVG TEAeVTALOVG SV
éxovv mapatnpnOet cwpatikég peTalAayég Tov
yovidiov BRCA1Y.

ApkeTég peléteg éxovv Seifel, mwg n k-
@paon eEwyevovg BRCA 1 avaotéAAeL T on-
patodotnon tov ERa* kat mwg n anevepyo-
mtoinomn tov BRCA I emdyel Th) HETAYPAPT) TTOV
pecolafeitat amto tov ERa’!. Amovoia evepyov
BRCAI, ta kbttapa mov ekgpalovv ER Oa
punopovoav va elcéABovv oe pa Stadikaoia
AVeEEAEYKTOV TTOANATIAACLATHOV ELVOWVTAG
™V aplOunTikn avgnon yeveTikwv allaywv,
mov Sev exovv emdlopOwOel. Tovidiakn aota-
Oeta pmopet emiong va mpokAnOet ano kamola
HETAPOAIKA TIPOIOVTA TWV OLOTPOYOVWY, TA
oTola emayovv petaAlayeg kabwg kat PAafeg
Tov DNA amno ehevBepeg pilec®>®. Zuvenwe, n
amnevepyoroinomn tov BRCA1 Oa propovoe va
odnynoetLog Oavato TaKOTTAPA TTOL EKPPAlovV
ER,Aoyw ovoowpevong PAapfwv tov DNA kot
avemapkovg emdLopOwong Tovg. AvTto punopet
va anotelel pa mbavn e€nynon tov yuati
oL oykot mov oxetifovrat pe HeTAAAAYHEVO
BRCA1 eivai kvpiwg apvntikoi yia tov ER kat
eppavifouv «Pactko» @avoTLTO.

EAattwon 1) amovoia ékgpaong tov BRCA
éxeLmapatnpnOei oto 11-30% twv omopadikwv
KAPKIVWHATWY LAGTOV, A0yw peBvAiwong tov
vrtoktvith Tov BRCA1 kat ovvemtakolovOng
anwAeLag TG eTepoluywTiag, AVTA Ta KAPKLVW-
HATA TTAPOLOLALOVY GAVOTLTIO BACIKOV TOTIOV
(amWAELO EKPPAOTIG TWV OPHOVIKWY VTTOSOXEWV
kat tov HER2)***.'ExeL emiong Bpedet mwg ot
OYKOL e «Pactkd» AVOTLTIO EKPPALoLY OL-
xva tnv npwteivn ID4, mov anoteAel apvnTiko
pvOuoTn Tov BRCA1* kau evBvvetat emopevwg
yla Ta xapnAa emineda €ékppaong BRCA 1, tov
napatnpovvtal ota SiNdnTikd mopoyevn Kap-
KIVWOHATA HAOTOV BactkoV TOTov.
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ATO TNV AAAN pepld, £xet Ppedei mwg eva
ONUAVTIKO TOCOOTO OYKWV Bactkod Tumov dev
TIAPOLOLALovy HeBVAiWOT TOL VTTOKLVITH) TOV
yoviSiov BRCA 1 kat ek@palovv vynAd emimne-
da ¢ mpwteiving BRCA1¥, vmodnlwvovTag,
TIWG 1 VTAPEN EMYEVETIKWYV TPOTIOTIOLCEWV
Tov yovidiov BRCA1 (pebvliwon vokivntn)
dev ovoyetiletat amapaitnta e TNV avantudn
KOPKIVWHATWV BaotkoV tumov. Xpeldletat, ov-
VETIWG, Tepattépw Stepevvnon ya Tny mbavn
vap&n anevepyomnoinong n mapekkAivovoag,
amo TN PUOLOAOYLIKN, AetTovpyiag Kat AAAwV
yoviSiwv, ektdG Tov BRCA I, yia tnVv avamntuén
KAPKIVWUATWY HACTOV pE «BaACIKO» QavOTL-
TTO.

4. ITPOEAEYXZH TON KAPKINOMATON
MAXTOY BAXIKOY TYIIOY

210 paQiko adéva mepthapfavetal pia opada
APXEYOVWY KUTTAPWYV HE LKAVOTNTA AUTOAVA-

VEWOTG, Ta oTtola Sivovv yéveon kat 0Tovg SVo
KUPLOVG TUTTOVG KUTTAP WYV, TIOL ATTAV TWVTAL OTO
PUOLOAOYIKO HAOTO (AVALKA, pLoETIONALAKA)
Ko eKPPAlovv TPWTEIVEG Baotkol TOTOV, OTIWG
ot kvtokepativeg CK5 kat CK14.

H eVpeon kvuttdpwv pe parvotvmo CD444/
CD247°% xat IKAvOTNTA AVTOAVAVEWONG OF
KAPKIVWHATA HAOTOV, £éxel 00N ynoeL oTnv
VOOEOT, TTWG AVTA TA KAPKLIVWHATA TIPOEPXO-
vtaL ano apxéyova kvttapa (stem cells), ota
OTIOlaL £XOVV CVOOWPEVTEL YEVETIKEG AANAYEG.

To eVpnpa TTWG OL OYKOL LAOTOD HLE «BaActKO»
PAVOTLTIO EKPPALOVY KUTOKEPATIVEG, TTOV ATTAL-
VTWVTAL Kat oToVv avAo (0Ttwg ot CK8/18) kau
oto pvoemOnito (CK5/6 kat CK14), odnynoe
TOVG ETIOTHIOVEG OTNV €lKACiA, TWG AVTOG
0 KOAPKIVIKOG TOTIOG TIPOEPXETAL LAANOV ATIO
TPOYOVIKA KOTTAPA, TTIOL £XOVV TNV LKAVOTHTA
va SLapopoToLloVVTAL KAl TTIPOG AVALKA KAL TTPOG
Baowa/pvoemOnAiakd KOTTApa®, o€ Eva TOAD
nipwipo otddio Stagopomnoinong (Ekova 1). Me

A “Apxéyova kOTTOapa”
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Sgrévore > D) _).}' ER(-), PR(-), HER2(-)
AifuvnTind ! "":} >
Do p—— (5 ==
£ ,
™ {"’ .
( 2 ~ ) » ; a “» 2 Aukmol TONoU
- (D - ' ER(+), PR(+), HER2(-)
MuoeniBrhiad Aulmid »
npoyovKe npoyoviko
KUTTOpO KUTTOpO
. » ﬂ!l Bamkod TOnou
o @Y ERC)PRE), HERZ()
B ? ¥
il Ko (\' . 2 ? ‘- N
aidvnricd > £ ) HER2(+)
apKiyovo . \
KUTTapo poomou ’
> ? ?;* Aukikol TONoU
: 3 ER(+), PR{+}, HER2(-)

Ewova 1. YTo0eTikd HOVTEN A TWV VTIOTUTIWY TOL KAPKIVOL TOV HAoTOV. MOVTEANO KUTTAPLKNG TIPOENED-
oG (A) kat HOVTEAO CUUPAVTOG LETACKNHATIOUOD EL8LKOV Yla TOV KapKIVIKO vtotumo (B). Zopupwva
e TNV LTOOEOT TNG KLTTAPLKNG TIPOENEVOTNG, KADE KAPKIVIKOG VTTOTVTIOG APXETAL ATIO £VA SLAPOPETIKO
KUTTAPLKO TUTIO (LAAAOV APXEYOVO 1} TIPOYOVIKO KUTTAPO), EVW CUUPWVA LLE TO (LOVTENO TIOL paiveTat
070 B, T0o KUTTAPO TIPOEAEVONG HTTOPEL VA ElvalL TO 110 YA TOVG SLaPOPETIKOVG KAPKLVIKOVG VTTOTL-
TOVG KAl O KAPKIVIKOG @avOTLToG kabopiletal TpwTapXikd amd eMKTNTA YEVETIKA KAl ETILYEVETIKA

ovppavra.
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0edopévo 1o podo Tov BRCA 1 6T QUOLOAOYIKN
avantvén tov paotov®, mbavwg to BRCAI
va anotelel kat puOpoTn TG dtapopoToin-
ONG TWV APXEYOVWYV KVUTTAPWYV TOL HACTOD.
H ovoowpevon petarlaywv tov BRCAI ota
TIPOYOVIKA KUTTAPA TOV HAoTOV 0dnyei ba-
va og yovidiakr aotddeia Aoyw avemapkovg
emdLopOwong PAafwv tov DNA. Emniong, n
amnevepyoroinorn tov BRCA1 Oa pmopovoe va
OTAUATIOEL TNV TEPAUTEPW OLAPOPOTIOLIN O
TWV apXEYOVWV KUTTAPWYV TOL HACTOV OTO
oTAdlo OToV AVTA €xovV dwaoeL YEveon oTa
KUTTApa Pacikov/pvoemdnAiakod TVTTOL .
E@ooov avtn n adAnlovxia yeyovotwyv £xet
OewpnTIKEG LOVO ETILOTNHOVIKEG PACELS, elvat
TIPOPAVEG OTL ATIAUTOVVTAL EVTATIKEG HENETEG,
TIPOKELUEVOV Va Yivel amodekTn wg eva havo
HLOVOTIATL TIPOEAEVLONG, AvATTTLENG Kat eEENENG
TWV KAPKIVWUATWV HAoTOV BactkoV TUTOV.

5. @EPAIIEYTIKH ITPOXEITIXH -
MEAAONTIKEX ITPOOIITIKEX

Tol XApAKTNPLOTIKA TWV KAPKIVWUATWY pa-
oTOV PactkoV TVTIOL (APVNTIKOTNTA YLa TOVG
ER, PR kat HER2, vynAo6g totoloyikog Badpog
kakonOeiag kat peydho peyedog 0ykov) gave-
pwvoLV emOeTIKN PLOAOYLIKI CUHTIEPLPOPA KA
OTIG TIEPLOCOTEPEG TWV TIEPITTWOEWVY OXETI(O-
vTat pe @Twxn oAtkr| emPiwon Twv acevwvt.
Eivau gpgpavég, mwg n kAaotkn oppovikr| Oepa-
miela (11X, Tapo&ipaivn) Sev empépel KATOLO
OVOLAOTIKO OPENOG OTIG YUVAUKEG [LE TETOLOV
TOTIOL KAPKIVWHATA (LAGTOV, OVTE KAl 1] LOVO-
KAwVikr) Ogpameia e Tn Xprion AVTICWUATWY
évavti tov vrodoxea HER2 (m.y. trastuzumab).
H OgpamevTikn avTIHETWTLOT), EMOHEVWS, XPEL-
aletat va otpagel Ipog aAAeg katevdOVOoELG.

H ovxvn éxppaon tov vtodoxéa EGFR ota
KOPKIVWUATA HACTOV PACIKOV TOTIOL LITOSNAW-
VeL, TIwG 1 OTOXeVHEVT Ogpareia EvavTL avtov
TOV HOPIOV, EITE LE HOVOKAWVIKA AVTIOWHATA
(cetuximab) eite pe avaotoleig TVpOCIVIKWY
kivacwv (gefitinib), pmopet evdexopeévwg va
TPOoPEPEL OPENOG OTIG acOeveig, av kat 1)
ATOTEAECHATIKOTNTA AVTNG TNG TIPOCEYYLONG
efetaletal akopa oe kKAVIKEG Sokipég*. O po-
Aog tov BRCA1 oty emdtopbwon PAapwv tov
DNA Oa pmopovoe va mpoo@épel €vav evaila-
KTIKO TPOTIO AVTIUETWTILONG TWV OTIOPASIKWY,
BaotkoV TUTTOV, KAPKIVWHATWY TOVL HACTOV.
ITpayparty, €xet derxOel, Twg N avacTtoAn TG
evdoyevoig ékppaong tov BRCAI mpokaleoe

av§nuévn evaodnoia oe Tapdywya TNG TAATI-
VG, TTOL CLOXETIOTNKE [E HELWMEVT ETOLOPOW-
omn tov DNA kat av€nuévn anontwon®. Aot
TP AYOVTEG TIOV Ppiokovtal NON o€ KAIVIKEG
SOKIUEG Yo TNV avTipeTwmion aclevwyv pe
KOPKIVWUATA Lo TOV AGIKOV TOTIOV Kot EXOVV
Seifel onpavTIKN AvTATOKPLON, ELVAL OL AVAGTO-
Aeig TG toAvpepdong tng moAv-ADP-pfolng
(PARP)*. H xpnon, emopévwg, xnuetobepa-
TIEVTIKWV TIAPAYOVTWYV TTOL TTPoKAAoLV PAAPeg
oto DNA Oa propovoe va emipépet weeipa
amoteléopata oe aoBeveig pe Bacikov TOTOL
Kapkivwpa paotov, 0tov to BRCAT gaivetat
TIwG elval pn AeITovpyiko.

Ta avwTépw, WoTOO0O, XpNLovy Tepatépw
HEAETNG Kt TTPOOEKTIKNG Slepevvnong, apov
Kol aUTOG 0 VTTIOTLTIOG KAPKIVWHATWY StafETeL
£va actko XapaKTNPLOTIKO OAWV TWV KapKi-
VWV TOV HAOTOV, TO 01010 deVv elvat AAAo antd
N HeYAAN eTepoyEvela. AapPavovtag vtoyn
TO YEYOVOG, WG VTIAPYOLV APKETEG TITUXEG, TTOV
Sev €xovv SlevkpLVIOTEL TANPWG, OTIWG eival
0 aKpPLPTIG TPOTSLOPIOUOG KAl T) TAVTOTIOINOT)
TOVG, TA KAPKIVWHATA HAOTOV U «Baotko»
PALVOTLTIO TIAPAUEVOVV OTO ETKEVTPO TNG
TPOCOXNG TWV TTABOAOYOAVATOUWY KAl TWV
KAWVIKWV. YTTdpyel n memoidnon nwg ta amo-
Tedéopata tov Ba avakvyovy oto HEAAOV, Oa
fondnoovv TNV OVCLACTIKN AVTILETWTILON
AVTWV TWV ETOETIKWV OYKWV.
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