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EIZAI QIM'H-ZKOIMOZ

O aucavOouevog  EMMITTOAAOUOC TG TTOXUOOPKIOC
TTAYKOOMIWG KAl N TIEPITTAOKN OUCXETION TNG ME TNV
QVATITUEN  NTTATOKUTTAPIKOU  KapkivwpaTtog  (HKK),
QATTOTEAOUV ONUAVTIKA TTPOKANON yia TN ONUoaoIa uyeia. H
TTaXuoapkKia, TOU avayvwpiletal wg Mia ouyxpovn
Tavonuia, OUVOEETAl MHE MIa  CEIpad  aTTO  XPOVIEC
TTaBNoeIC, OUMTTEPIAOQUBAVOUEVOU TOU HKK,
avadEIKVUOVTAG TNV avayKn yid o@aipikn KAatavonon Twyv
MOPIAKWY TNC UTTOOTPWHUATWV.

2 KOTTOC JAC NTAV N avaoKOTTNON TWV YVWOEWV OXETIKA
ME TOUC TTABOQPUOIOAOYIKOUGC UNXAVIOMOUG TTOU 0dnyouv
OTNV QVATITUEN TOU OXETICOMEVOU ME TNV TTAXUOOpPKia
HKK kol n T1apouciaon KaVOTOMWY BePATTEUTIKWYV
TTPOCEVVIOEWV.

Aievepynonke BiBAIoypagiky avalntnon OTIC BACEIC
oedopevwy Medline, Google Scholar kal Scopus pEXp!
Tov loUAIoO TOU 2023, via TNV aveupeon MUEAETWV OTO
TEDIO TOU OXETICOUEVOU [E TNV TTaxuoapkia HKK.

ANOTEAEZMATA

H TTOAUTTAOKN OUOXETION METACU TNG AITTWOOUC VOOOU TOU NTTATOC TTOU
oxeTiCeTal pE TN METAPBOAIK) OuoAcitoupyia (MAFLD) kar tou HKK,
oPeiAeTal OTAV  OAANAETTIOPAON METACU TTOAAQTTAWY  TTAOOYEVETIKWYV
MOVOTTATIWYV, KUPIOTEPA ATTO TA OTroid  €ival n  onuIoupyia &vog
MIKPOTTEPIBAAAOVTOC TTOU EUVOEI TNV KAPKIVOYEVEDN, XOPAKTNPICOUEVO ATTO
Xpovia  @Aeypovy  xapnAou  PaBupol  oTo  TTAdicI0  TTOPOUCiag
OTEATONTTATITIOOC, AUCNMEVNC ETTIONAIOKNC-MECEYXUMATIKNG METABOONC Kal
ivlwong, veoayyeloyeveonc, KaBwg Kal augnuévou TTOAAATTAQCIAOUOU TWV
KAPKIVIKWYV KUTTApwV. H uttepPOAIK €io0pory AITTapwyv 0gEwv  oTa
NTTATOKUTTAPA OUMBAAAEl otV TTpOoWwBNON TOU OCEIDWTIKOU OTPEC TO
OTTOIO JE TN OEIPA TOU, OONYEI OTAV AVATITUEN AVTIOTAONG OTNV IVOOUAIVN
HEOW TNC evepyotroinonc Tou IGF-1, Kkal gutrodidel Tn OladIKaCoia TNG
QuUTO@AYIOC HE ATTOTEAECUA TNV  EVEPYOTTOINON TWV  ATTOTITWTIKWY
UNXOVIOUWY, 00NywvTac TEAIKA o€ 10TIKA BAABN Kal @Agypovr. To Xpovio
0CEIOWTIKO OTpeC Kal n IL-6, evioxuouv Touc STAT3 kai NF-kB, evw n
au¢nuévn onuartodotnon Ttou TNF-a evepyorrolei tnv 000  JNK,
EVIOXUOVTAC TOV NTTATOKUTTOPIKO TTOAAQTTAQOCIAOUO KAl TV AYYEIOYEVEDN,
avaoTEANOVTAC TNV atrotrTwon. EmitrAéov, n mmapouacia duoAcitoupyikou
AITTWOOUC 1I0TOU TTOU XapOKTNPIiZeTal QTTO MEIWMEVN OdITTOVEKTIVN Kal
augnuévn EKkplon AETTTivng, TTaidel KaBopIloTIKO pOAO oTnV TTPpOWBNON TOU
KUTTAPIKOU TTOAAQTTAQCIOCMOU KOl TNG VEOAYYEIOYEVEONC, EVW N EVTEPIKI
duoBiwon aAAd Kal N au¢nuévn eVTEPIKN dIATTEPATOTNTA, TTPOAYOUV TNV
OYKOVYEVEQN MEOW TNC EVIOXUMEVNC onuaTodoTnoNnG IL-6.

Fig 2. Pathogenesis of HCC as a continuum from MAFLD.
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Fig 1. Pathogenesis of MAFLD as a continuum from obesity to metabolic
dysregulation and diabetes
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2YMIEPAZMATA

H petdBaon atro TIC 10yeveic aiTioAoyiec oto oxeTi(opevo pe MAFLD
HKK, utroypappiel tnVv €1meiyouca avaykn va OdigpguvnOouy
TTEQAITEPW TA TIEPITTAOKA HPOPIOKA MOVOTIATIO TTOU OUVOEOUV TNV
TTAXUOAPKIa JE TNV NTTATIKA KapKIvoyéveon. H tTaxuocapkia oxl povo
OUMPBAAAElI 0T yEvean aAAG Kal ETTITAXUVEI TAV €CENICN KAl ETTIBAPUVEI
TNV TTpoyvwon tou HKK. H cuotnuartikr @Aeypovn, 10 OCEIOWTIKO
OTPEG, N NTTATIKA AVTIOTAON OTNV IVOOUAIVN, N AITTOTOCIKOTNTA, OAAG
KAl N eVTEPIKN OUORiwaon aTtroTEAOUV KOIVA TTOOOYEVETIKA HOVOTIATIO
QVAUEDQ OTIC OUO VOOOAOYIKEC OVTOTNTEC. KATA CUVETTEIQ, ATTAITEITAI
Mia OAIOTIKA TTPOCEYYION TToU TTEPIAQNBAVEl TTapeUBACEIC OTOV TPOTTO
(wNng, OTTWC ETTIAEyPEVA TTPOYyPAMMATa dlAaTPOPNG Kal AokKnongc.
[TapAAANAQ, 0 pOAOC TWV avaduouevwy Bepatreiwy, oTTwe Ta GLP-1
avaAoya, ol SGLT2 avaoTtoAeic, n Tipletratidn kal n METAPBOAIKA
xelpoupyikn ne opEAn otn MAANH, agidel Trepaitépw digpeuvnong o€
aoBeveic ye HKK.
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Fig 3. Pathogenic mechanisms involved in the development of HCC in the presence of obesity.
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