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O kapkivog Tou TTax€og EVIEPOU, TTayKOaIa, €ival 0 TPITOG Kal 0 BEUTEPOG
ouxvoTepa dIayvVwoPEVOS Kapkivog, ae avdpeg kal yuvaikeg, avriotoixa (10%
TOU OUVOAOU TWwV KaKonBwv VEOTTAQONATWVY.)

‘Eva pikpd TTo000T0 TWV TTEPITTTWOEWY QAiVETAI va £ival KANPOVOUIKO, EVU)
010 90-95% TwvV TEPITTWOEWYV epavileTal oTopadikd .

ATTOTEAEI ETEPOYEVH VOOO, WE TIG HOPIGKEG METABOAEG TTOU 0dnyouv oTnv
avdamrugn Tou, va eival TTOAUGPIBPES (XPWHOOWWIK aoTdBeia aoTa
Xpwpoowpara 17p, 18p kai 22p , HIKPODOPUPOPIKH aACTABEIa, ATTWAEIX
dnAadr), Tng AsitoupyikdTNTag £MdIOPBWTIKWY yovidiwv Tou DNA [MMR] )

Znuavtikd poAo otnv e&EAIEN TG vooou Kal TRV TTPOYVWAN TWV aoBevv
EVEXOUV IOTOTTABOAOYOQVATOMIKOI  TTAPAYOVTEG OTTWG TO  AVOOOAOYIKO
HIKpoTTEPIBAAAOV Tou Oykou (TILs), n pikpodopugopikr) aotdBeia (MSI), n
eCwrolxwpariki (extramural) 8ifBnon ayyeiou kai o TpdéTO¢ avdmTugng Tou
oykou (amwenmkou r dinBnrikou TUTTOU TEPIPEPEIR). O popIaKOG EAEYXOG
epappoletal TAEov ot emiTedo poutivag yia TNV €AoY Twv aoBsvwy ol
otroiol Ba eTTWPeANBOUV TTEPICOOTEPO ATTO TNV OTOXEUWEVN BepaTreia kal Tnv
avooobeparreia. Emmpdobeta twv KRAS,NRAS + BRAF petaAAdagewy,
avaAuon Twv emdlopBwTiKWwyY yovidiwv Tou DNA (MMR), Twv AEP@QOKUTTAPWY
TOU HIKpO-TrEPIBAAAOVTOG Tou Oykou (TILS) Kal Twv PUBHICTIKWY TTPWTEIVIV
Tou KutTapikou Bavarou (PD-L1) pmopei va amoteAéoel kpitplo €MIAOYIG
eCATOUIKEUPEVNG BepaTTeiag.

XpNoIYoTroloUPE  yia TNV avadpopikr) peAétn 250 Tuxalomroinuéva
TEPIOTATIKA OINBNTIKOU KapKIvwpaTtog Traxéog evrépou. Agioloyeital o



avoooAoyIkog TTANBuopog (immunoscore) Twv T Agp@okuttdpwy (CD8 kai
CD3) pe pop@opeTpikr) avdAuon , 1600 eviog Tou dykou (CT) 600 Kal oTnv
mepipEpeia autou (IM). AvoooioToxnuikd, Ba eAeyxBei n pIKpodopuPOpPIKA
aoTaBeia Tou 6ykou (MMS/MMR) péow £KQPACNG TWV TTUPNVIKWY TTPWTEIVIIV
kalr Ba avalntnBei ékppaon NG PUBUICTIKAG TTPWTEIVAS KUTTapikoUu Bavdtou
(PD-L1).

Ta amorteAcéopata Ba ouoxeTioTolv PE TNV OTAdIOTTOINON TWV ACBEVWIV
(TNM system) katd 10 Xpdvo Afyng Tou umrd e&éraon UAIKOU Kai PE TnVv
avraTokpion Twv acBevwy otnv Bepartreia (PFS/OS).
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Colorectal cancer is the third and second most commonly diagnosed cancer in men and
women, respectively (10% of all malignancies.)

A small percentage of cases appear to be hereditary, while in 90-95% of cases it occurs
sporadically.

Itis a heterogeneous disease, with the molecular changes that lead to its development, to
be numerous (chromosomal instability on chromosomes 17p, 18p and 22p, microsatellite
instability, ie loss of the function of DNA repair genes [MMR]) Histopathological factors such
as the immunological microenvironment of the tumor (TILs), microsatellite instability (MSI),
extramural vascular infiltration and the way the tumor develops play a key role. Molecular
testing is now routinely selected to select patients who will benefit most from targeted
therapy and immunotherapy. In addition to KRAS, NRAS + BRAF mutations, analysis of DNA
repair genes (MMRs), tumor microenvironment lymphocytes (TILs) and cell death regulatory
proteins (PD-L1) may be a criterion for selective treatment.

For the retrospective study, we use 250 randomized cases of invasive colon carcinoma. The
immunoscore population of T lymphocytes (CD8 and CD3) is assessed by morphometric
analysis, both in the tumor (CT) and in its periphery (IM). Immunohistochemically, tumor
microsatellite instability (MMS / MMR) will be monitored while expression of nuclear
proteins and expression of cell death regulatory protein (PD-L1) will be sought.

The results will be related to the patient staging (TNM system) at the time of receiving the
test material and to the patient response to treatment (PFS / 0S).



