H Earopikevon otn Oepomeio. ov Kapkivov

I'ONIAIAKH EITEKTAXH TOY EGFR

KAwixn epapupoyn

H ovykekoévn e£étaon mpoodlopilel Tov aglOpd Twv avityeadwy Tov
YoVvIdlov (YOVIOLaKY] ETTEKTAOT)) TOU LTTODOXEQ TOV ETUOEQULIKOV AVENTIKOV
ntagayovtia  (EGFR) oe yevwopwd DNA amd un-uuKgokuttaoko Kaokivo
tov tvevpova (NSCLC). O av&npévog aplOpog twv YeVETIKWY avTyoapwv
ovoyetiCetat pe v avénuévn avtanokowon tov NSCLC otovg avaotoAeis

tov EGFR erlotinib kot gefitinib.

Eioaywyn

Yan mpoomaOewx va EemeQaotel TO «OQLO ATOTEAETUATIKOTNTAS THG
xnuewobegamelac»  HE  TA  OLUPATIKA  KUTTAQOTOEIKA — PAQUAKA,
avantuxOnkav kawvovgylol magayovteg, otoxevtikot otov EGFR. (1) Avo
tétowx  dpdopaka, to gefitinib kat to erlotinib, €éxovv eAmboPpdoa
amoteAéopata wg devtepns Yoapuuns Oeoameia otov NSCLC. Emedr) to
TIOOOOTO OALKI)G AVTATIOKQLONG 08 avT& T PAQUAKA WS povoOepaTtelo
etvatr xapunAo (10- 20 %) (2), mEotdOnNKkav HOQLAKOL LAQTLOES TIOL UTIOQOVV
Vo avIXVELOOLV TNV aQXKT] evatoOnoia 1 avtiotaon oto gefitinib kat oto
erlotinib. O avénuévoc aplOudc Twv avirypddpwv tov EGFR yovidiov oe
OYKOUG elval €vag amd ToUG TTARAYOVTES TTOL OLOXETICOVTAL LOXVOA HE TNV

vnAn avtamndkporn otovg EGFR avaotoAeic. (1)

YrofaBpo

Ta gefitinib «kar erlotinib éyxovv magoépowo tEOMO dpAonc  OvTag
HUIKQOHOQLXKOL avaroToAelc ov evwvovtat otnv dwx mepoxn tov EGER (3).
H mbavotnta kAwvikov odpéAovg g Oepameiag pe ta dvo avtd Gpaguaka,

elvat moAV peyaAvtepn otov mMANOLOUO Twv acOevav Twv omoilwv oL 6yKot



TAQOLOLALOVV OVYKEKQLUEVES TOOTIOTIOW OIS 0To Yovidlo tov EGFR omwg
avEnpéva YeveTkd avtiygada, vmeQ-ékdOaot) 1) akOUN KoL OUYKEKQUUEVEG
pmetaAdayég (2). Ye uta kAwvikr) éoevva tov 2005 peAet)Onke 1 oxéon
pHeta&V oL aEOUOL Yevetkwv avtrypadwv tov EGFR, tng ékdoaong g
newteivng EGFR kat petaAdayéc tov EGFR wg mooPAentikol magdyovteg
Yoo v anavnon ot Oegameia pe gefitinib oe mpoxwenuévovg NSCLC
(4). Eva amo ta amoteAéopata TG €QEVVAS ALTNG NTAV OTL 1] €MEKTAOT)
tov EGFR (mapatnenOnke oe 33 ano touvg 102 acbeveic) 1Ntav otatiotiKd
ONUAVTIKA OLOXETIOUEVT] e KaAUTEQN aviamokglor) oto gefitinib (36%
évavtt 3%). Méow moAvVTTaAQApETOIKTIG avaAvong amodeixOnke otL uovo o
avEnuévoc apldpoc twv  yevetkwv aviyoadwv EGFR  magapével
OTATIOTIKA ONHAVTIKA OULOXETIOUEVOS HeE  kaAvtepn emPilwon. To
OLUTIEQAO A AXVTHG TNG HEAETNG elvat Ot 0 avEnpévog aplduog twv EGFR
YOVIOLAKWV  avTyeadwv elval mbavws évag 1oxveos TEOPRAETTIKOS
delkng ywx v amodoorn tov gefitinib otov mpoxwoenuévo NSCLC.

Ye upla peAétn ¢aong II (ONCOBELL) mouv oxedidotnke yia tnv
afloAoynon tov gefitinib oe aoOevelc pe yovidiaxn eméktaon tov EGFR
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Ewova 1: AntoteAéopata kAvikrg peAétng otnv omota ovykiOnke to
erlotinib pe placebo otov NSCLC. Tax dedopéva detxvovv OTL 1] YoVIOLAKN
ertéktaon tov EGFR oxetiCetal pe avEnuévn emiBiwon. (Tsao et al., 2005)



tov EGFR pe FISH (moAdamAd avtiyoadpa tov EGFR yovdiov) eixav
vymAoteon avtamokowon (68.0% évavtt 9.1%), peyaAvtepo XQOvVo €wg TNV
eEEALEN g vooou (7.6 évavtl 2.7 UNVeC) Kal Ui TAOT) VX peyaAvteon
eruPlwon (néon emBiwon xwols ovykAnon évavtt 7.4 unveg) ano acOeveig
pe apovntco FISH éAeyxo (5). Avtiotolxa, pax peyaAn kAwikn égevva yix
1o erlotinib oe 325 NSCLC aoOeveic €deile ot 11 peyaAvteon emBiowon
oxetiCetal pe tov vPNAO aplOuo EGFR yovduakwv avtryoddpwv evad to
EOPIA petaAdaywv tov EGFR dev emidoa otnv emuPiworn (6).

H magovoia petaAdaywv otov EGFR éxel avadebel we mooyvwoTikog
oA yovTag evatodnoiag tov dykov kat ota dVOo pkQopoowx  gefitinib kat
erlotinib (7). ITagoAa avtd, etvar mpopaveg otL petaAdayéc otov EGER kat
yovidlakt) eméktaon oxetiCovrat (8,9) kol peQueés peAétes avadEQovy )
YOVIOLAKT] ETEKTAON WG TUO AELOTIOTO TMEOPBAETTIKO TIAQAYOVTIAX ATIO TO
MEOPIA Twv petaAAaywv (9). Oa mEéTeL va TOVIOTEL €W OTL O TILO LOXVOOG
TEOPAeTTIKOG delkTtng dpatvetar va eltvar n petaAdayn tov KRAS (10). Etot,
aoOevelg mov katevOvvovtatr oe avti-EGFR  Oepamelar O moémet
erunmpooBeta, av  OXL TMEWTAQXWKA, Vo eEaxQBwvovy  TOo  TEOPIA

puetaAAaywv tov KRAS.

Lovoyn

Ymdoxovv emagkr) otolxeiax mov vootnEiCovv ott 1 avénon twv EGFR
YoVOLAKWV  avTyeddwv  meoPAémel  avénon g mbavotntag
avTamokELong otovg avaotolels tov EGFR, mpovmoBétovtac puotoAoyuco
KRAS.

Epunveia twv amotedecuatwv

O moodloplopde g yovidwakrg eméktaons tov EGFR mpoodiopiletat e
texVikés Paotopéveg oty PCR, 6mov kabopiletat o Adyog NG YOVIOLAKTG
enéxtaong tov EGFR oe oxéon pe tnv ékpoaon tov yovidiov tng B-aktivng
TO0 Omolo YONoHomoLeltal wg yovido avapooas. Tyués >7.5 Oewpovvtal

evoeKTIKES Yovidlakng emtéktaong tov EGER yoviwdiov.
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