MPAKTIKA 1200 EAAHNIKOY YNEAPIOY T1A TO EAIKOBAKTHPIAIO TOY MYAQPOY
ABiivar, 2007

Mopiakn digpguvnon dvomlaciag
oe Hp* yaoTpiTidbeg

Avépéag Kapauépng

Eicaywyn

H yao Ik KOpKIVOYEVEDT ival EVa OIVOPEVO TTOAVOTAOIOKO KOl TTOAUTTOPOYO-
VTIKG HE ONHEIO EKKIVIONG TO QUGIOAOYIKG YOOTPIKG BAevvoy6vo Kai evBIGpETO OTGOI
ToV £MONAIGKS TTOATTAAGIGOUG, TH XPOVIO YOO TPITION pe TTOIKIAOL BOBHOU OTpoQIKES
OANOIDOEIG, TNV EVTEPIKT HETOTAGCION Kol T SuoTTAaoia. EKTETapEveG €peuveg Twv
TEAELTAIWV ETWOV KATESEIEAV GTI TO EAikoBakTnpidio Tou TuAwpou (Hp) diabpapaTidel
ONHAvTIKG péAo oTnyv arTioradoyEveia fi/kar eEENIEN TNG YOOTPIKAG KOPKIVOYEVEDNS
wg Kapkivoyévo ToTrov I

O moAAaTAég auTég poAog Tou Hp, atrodideTal o’ evég peV OTN YEVETIKY TOU
eTEPOYEVEID (TTOU OPEIAETOI £V TTOANOIG OTNV IBIXITEPN HETOAAGKTIKH IKAVETNTA TOU
YOVISIOHATES TOL), G’ ETEPOL 0TI SUVATETNTA EUHEOTS CUPPETOXHAS TOL OE 0600G TTOU
OXETICOVTOI PE TNV EVEPYOTTOIMOT popiwy, pe Tn dnpiovpyio peTOAAGEewVY, TN pikpodo-
PLPOPIKA AOTAEOEIN ] HE TOV TIPOYPOPHATIOHEVO KUTTOPIKG BAVATO (ATTOTITWOT)).

Mopiakn rpooéyyion

Oa avaTTTuXBoUV GTI OLVEXEIC Ol HOPIOKOI UNXGVIOPOI TTOU GUHHETEXOLY OTHV:
1. EvTepiki] PETATTAGOIO KOl
2. Em6nAiakn SuoAaoia

AigvBuvThg MNaBoloyoavaTopikol EpyaoTnpiov kai EpyaoTnpiov Mopiokig MaBoAoyiog 417 NIMTZ
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Evrepikij peTamrAaoia

H evtepiki peTamlaoia oOppova pe Ta TeEAevTaia BifAloypagiké dedopéva

ouvduaeTai pe:

® Mismatch repair

® ATTwAeiar eTepolUYwTIOG

® MeToMGEelg oTo p53

® MeTtaAGéeig oto APC/Mutated in Colorectal Cancer

® Emoywyn Tpoaywy£a Tng BiAivig

® Evepyotroinon Tng TeAdopepdiong

® AvevTtrdoeldiopég DNA

® Mikpodopuopikr] aoTdBela (kupiwg og incomplete peTarAaoion)

N 381 M8 C ean

Wil ---.‘ww

COTH oy S -

1 2 3 4

“Exppaon BiAivng og Hp-eTHOAVOHEVOLG YOO TPIKOUG BAEVVOYGVOUG PE EVTEPIKI] HETATTAOTOL.

‘Ocov agpopd 1 HIKPOSOPLPOPIKI KOTEOEIR, G TTPOCEPATH HEAETN POG PE TITAO:
«MEAETN pE 10TIKEG HIKPOOLOTOIYIES (tissue microarrays-TMA) Tng piIKpoSopLQOPIKIS
GOTGEOEIOG TOU XPWHOOWHATOG 17 O€ TTPOVEOTTAAOHOTIKEG KO VEOTTAAOHOTIKEG OA-
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ANTIMAPAGEXH Il

Aoidoelg YaoTpikoU PAevvoydvou peTé amé Hp Aoipwén», ou BpafedTnke pe To
£mraBlo «ewpylog Tnviakésy aTo MaBoAoyoavaTopikd Xuvédpio Tng KapdAag To 2004,

kaToAR&ape oTa e€{G oLUPTTEPGOHOATO:

MNopatnproape VYPNAR CUOXETION XPWHOTWHIOKWDY SIKTAPAXWV HE VEOTTAACHOTIKA
EKTPOTIH OTT6 TOL OTOOIOV TNG EVTEPIKIG HETOTTAACIOG, €10IKG OE TTEPIOTATIKG OTTOU
ouvuTrépxel Aoipwén pe Hp (p<0.0001). OaiveTar 611 n Aoipwén pe Hp mrupodoTel
HNXOVIOHOUG TTOU 081yoUv 0g GOTAOEIN TOU XPWHOOWHATOS 17, HE ATTOTEAEOHO TNV
EVEPYOTTOINOT OYKOYOVWV YOVISIWV TTOU HE TN O€IpG TOUG ATTOPPUBHIZOLV TOV KUTTOPIKG

KOKAO, Snpioupyolv aveuTTAOEISIO KOl 08yoUV TEAIK& O€ VEOTTAGOPATOYEVEDT).

| AgikTeg TOL
| XPNOIHOTIOINBNKOY YIO TN

.' | PEAETN TNG pIKPOSOPLPOPIKIG
u ‘ aoTéBeIag: D175250 Kai TP53

I 7520 [ Tl

NTM NTM NTM NT =

N= ¢uoI0A0YIKGG 10TGG
T= veoTTAAOPOTIKGS 10T
M= evTepIKn pETOTTAACIC

Mikpodopu@opikr aoTEOEIx OE EVTEPIKT HETATTAACIO
TOmov I BAevvoydvou emripoAvopévou pe Hp

= T r—3

\!Q. v

Avixvevorn aveuTIAOEISIKETNTOG pe P€Bodo xpwpoydvou in situ LBPIGIoHOL
OE TTUPKVES ETTIONAIOKWY KUTTAPWV HE EVTEPIKA PETATTAQGTO

EmOnAioxr} Suomiaoia

Ta duoTAaoTIKG KOTTOPA gppaviovy avénpévn TroadtnTa DNA og améAuTeg

TIpEG (DNA index >1.1) kaOdg kai:
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® Ymrepékppaon p53
® Ymepékppaon bcl-2
® Ymepékppoon 1 HeTGAan oo yovidio APC/MCC
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o AtwAcia eTepoluywTiag (LOH) kon TéAog
® Mikpodopuopiki] aoTGBeIx

levikd ovpmepdopaTa

O1 SUOTTAGOTIKEG OANOIDCEIG HEAETOOVTOI KOT' GPXGS HE IOTOXNHIKEG KOl GVO-
OOIOTOXNMIKEG TEXVIKEG. € TIEPIOTATIKG HE KANPOVOUIKG IGTOPIKG, EVTEPIKI HETATTAGCIO
/Ko SUOTIACOTIKEG GANOIDOEIG GUVIOTATOI - LTTG TTPOVTTOBETEIG - HOPIOKOG EAEYXOS.
O éAeyX0G PE HOPIGKES TEXVIKEG OEV LTTOKABIOTS 1) AVTIKOBIOTA TNV IGTOXNHIKI/0vO-
OOIOTOXNMIKA TTPOCEYYION 1 OTroic o€ KAOE TEPITTTMON TPONYEITOl Kol eTIPGAAeTAI
pGAIoTa va yiveTal lege artis.
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