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Mn aAkooAik} AIM®WONG vO00C TOU MATOC
Kal Kapolayye1aKkoc Kivouvoc

ITegidnym

Elvat yvwoté &1L n un aAkooAkr Anmwdng véoog tou fratog (Non-
alcoholic fatty liver disease, NAFLD) ermpeddet oxedov To éva TP{To Tou
TTAYKOOoU TTANBUCOU KAl CUCXETICeTAL e QUENUEVO Kapdlayyelakd
kivduvo aveEdptnTa and Toug kKAaokoug rapdyovteg kivduvou. Ermt-
TAE0V, OUVIEETAL [e TNV TTAPOUC(a avTioTaomg otV (VOOUAIvN, ToV OOK-
Xapwdn dlaprtn Tunou 2 kat v axuoapkia. H NAFLD xapaktnpile-
TalL and €KToTN CUCoWPEUON Alloug oTo AMap, XPovia GAeyUov, dla-
Tapaxn Twv ernmédwv YAUKOING MAAOUATOG, TwV AMAPWV 0EEwV Kal
TWV MTOTPWTEIVWY, AUENUEVT OEEIOWTIKY] KATATIOVNOT), UMEPTINKTIKO-
TnTa Kal evooBnAlakr] SuoAeToupyia, Tou 0To OUVOAS Toug eMdyouV T
dlepyaoia g abnpook\pwong. Ta apardvew anoteAouV XapaKTn-
PLOTIKA TOU AeYOEVOU KAPDIOUETABOAIKOU GavOTUTIOU TIOU 0dnyel o€
auénuévn kapdlayyelakn Bvnoydtnta ota dropa pe NAFLD.

Ewayoy

H un alroohxni Mmwddng véoog tov fiatog (Non-alcoholic
fatty liver disease, NAFLD) ei{vou Wdiaitepa ovyvy otig HEQES wa,
%©000¢ 0 emITOAAOUSS TS exTLLdTOL OTL Elval TS TAENS Tov 20-
33%!. Kabne  maboyéveld me elval otevd ouvdedeuévn pe myv
TOQOVOTOL OVTIOTOLONG OTNY LVOOUAIVY], O ETUTOAALOUOS TNG ROAOV-
Bel TLig AVENTRES TAOELS TMV TTOCOOTMV TS TOYVOUOKRIOS ROl TOV
ooxyoe®oovs drafntn Timov 2, ue AToTELEOUO TOCOOTS TG Td-
Eemg tov 95% twv maytoarmy rat 75% twv dLofNTIRGOV oTORmV
va mdoyer omé NAFLD2. H NAFLD yapaxmeiletal and ovo-
0EEVOoN MIovg 0T0 10, XOOVLA PAEYUOVY, dLaTaQayl| TWV ETL-
TESWV YAUrOGLNES TAEAOUOTOS, TV AMTOQMY 0EEWV KoL TWV ALTO-
TQMOTEIVAV, AVENUEVY OEELOWTIXT] RATUTOVYOY|, VITEQTNRTLRATHTA
na evoodnhoxy) SuoheLTovEYIia, TOV 0TO GUVOAS TOUG TQOAYOLY T
diepyaoio g adngoorijpmong. Ta mapamdvm aroteAovv yoQa-
HTNOLOTIXA TOU ROQOLOUETAPOALROV POLVOTUTTOV OV 0dNYel O
avENuévn apdayyetoni Bvnotudmra ota dropa ue NAFLD,

OgLopdg, OLayvoor, Tadyovteg ®vovvou zat
emmolaoudg tng NAFLD

H NAFLD opiCetat wg 1) 0uo0hevon AMovg v ™) Loeem
TOLYAUREQLOIMV LECH OTO HUTTOQOTACOUC, TWV NTTATLRWY XUTTAQMYV,



EMayvixd Awapyroloyind Xoovind 27, 2

o€ 10000To peyariteo amnd 1o 5-10% tov Pdoovg
TOU NTTATOC KAl EQOOOV €X0VV amoxhelofel dAla
aiTio NITATIRG VOOOU %ot YMQEIS VO OUVUTTAQYEL
UEYAAN xoTovdAmaon owvorvevuatog (>20 gmuéoa
otig yuvaineg nar >40 gmuéoa otoug avdoec)’. H
NAFLD eivaw o 0Qyd eEeMooduevn xotdotaon
%ol TEQLMOUPAVEL EVOL EVEU PAOUOL SLOTAQOY DV TNG
NEaTig PLOAOYIOG, TOU KUUALIVOVTOL OO TV OITAY
otedTmon UEXOL THY (VOoN, THV R{QQMON %KoL TEMRA
TOV R0E%IVO ToV Hmaroc”-8. e pepurotc aobeveic
ue NAFLD, extdg amd v €xtonn evamobeon Ai-
JTOVG, OUVUTTAQYEL (VMON L PAEYUOVY] TOV NTTATO-
AUTTAQMV, KATAOTAON TTOU €VAL YVOOTH (G U1 0ARO-
ohwnyj oteatonmartitida (Nonalcoholic steatohepati-
tis, NASH). H NASH avturgoommevel v mo
TeoxwENuévn woeepn s NAFLD oty omoio ouv-
VITAQYEL TO «PAEYUOVADIES» OTOLYE(O [LE OTEATWON
%OL 1 Oola. OUVOEETOL UE UEYOAUTEQO %IVOUVO
%AEOLAYYELOMYS YVOONQOTNTOS %ol BvNnoLudTnTag o€
ovyrowon ue m NAFLD?. Emdnuohoyrd dedopéva
oo tg HITA deiyvouv 6tL mepimov 6 exatopuiolo
dropa tapovordtovy NASH amtd ta omoia 600.000
Ba avamtiEouv #ipowon*. @aivetal, howrdy, 6t
NAFLD »ow 1y NASH amotehotv v ®uoLtdteon ot-
tio nromiaic véoou otig Sutnéc rovmviec?.

To ueyaliteQo TOCOOTO TOV ACOEVOV UE
NAFLD 0¢ev mapovotdlel CUUTTMOUOTO NTOTIRNG
véoov (77% tov acBevidv ue NAFLD eivol aov-
urropotzol) %1, H avénon tov nratxdy evii-
nwv (to enimedo tov AST zow ALT towv atéumv pe
NAFLD eivow 4122 »ow 5636 U/L, avtiotouya)
QITOTEAEL TNV TTLO ROLVY| ROl OUY VA novadiry eQya-
omoLaxt] drataayy, xweic va amorieloviol ®o
GMeg €0Y0OTNOLAKES LATAQOYES OF TQOYWONUEVES
uoopéc NAFLD!%!!, Qo mpémet va onuein0del 6t oe
70% tov atéuwv ue NAFLD avevpliorovral gpuoto-
hoywd enimeda nratwdyv evivuwyv. Ta eminmeda g
OMROMRTS PWOQATAONS TAAOUATOS ElVoL ouViiBmg
2-3 o€ VYMAGTEQ OTTO TOL AVAITEQCL PUOLOAOYLRA
dota 010 50% TV ardpmv pe NAFLD evd pepovo-
UEVN oENON TNG TOROTNQE(TOL O TTOCOOTO WXQATE-
00 1oV 4% %11 10 enimeda e y-yhovtapvi-toav-
onetuddong (y-glutamyltransferase, yGT), ta emime-
da g KOoAeQUOQIVNS ®OL TOV AEVROUGTWV TAAOUOL-
T0g OUVI|0MG EVOL PUOLOAOYLXAL, EVE) TOL ETTITTEOX TOL-
yAureLdimv ®o 0vELroU 0EE0g TAAONOTOS Elval av-
Enuéva. AvEnon moovoldlel, eiong, 1 @eQOLTivy
og 50% tav orépmv ue NAFLD!01,

21 duayvwon g NAFLD ocvupdiier o vrme-
ONYOYQOPIRAS EAEYYOC TOV NTTATOC, AT TOV OTTO{0
TOQATNOETOL X OQOUXTNOLOTLXY AUENOT TNG NITATLRNG

nyoyéveiag (“bright liver”). To vrepnyoyodgnuo
TOV NTOTOC TAQOVOLALEL VYN gvonoBnoia xou eL-
dudmrta (mepimov 90%), Wimg dtav 10 TOCO0TO
™mg Mmaddovg dumbnong elvar peyoiitepo amd
33%1011, Qoté00, 1600 TO VITEENKOYOAPN UL GO0
%O OL VTTGAOUTES OTTELROVLOTIRES TEXVIRES (aEovinn
AL PAYVNTIRY TOROYQAPI0) €V UITOQOUV V. oNoL-
nomownBovv Yo Tov xaB0QLoUS Tov LOTOAOYLHOU TU-
mov #ot ™ otadiomoinon e NAFLD!0, Ajhec
un emeppotinéc uéBodol g NAFLD mepihaufd-
VOUV TNV TEYXVIXN TG EAAOTOYQAPIOS UE VITEQNXOVS
(FibroScan). Tehwxd, n dudyvawon e NAFLD »ou o
©n00ooLouds g Pagutntdg ¢ (0TEdTMOoN, OTEN-
tonmotitdo, ®ippwon) amattovv T Proyio Tov
timaroc! %1 H Broyia tov 1jmatog mheovextel évavt
TOV OITELOVLOTIXMV LEBGdWV, k0B dLabETEL VY-
M gvauoBnoia xal eI TO, UE HOVAIIXO UELOVE-
wmuo 6t eivan eepfating uéBodoc!>13,

H NAFLD amotehel v mo ovyvn outia
¥o0viag nratondBeiag otig HITA, pe devtepn
AolumEN amd tov 16 mg nrorindag CH4 1. Stov
vevird thnBuopd n ovyvotra s NAFLD eivou
™G TdENG Tov 15-25%, evad oTaL dTopd (e Ooxy oL
0N drafrjtn Tomov 2 %o Ot TAYVOAQRA ATOUC
mpooeyyitel to 70-90% %11, Sva dropa pe dSvohui-
daupio n ovyvomta g NAFLD xvpaiveton amd 20
éwc 92%1%17. H NAFLD amotehel Tv ®voLéteon
owtia rateig dratapayic ota modid, YEYOvog
mov ovufadiCel ue Ty mapoatneovuevn aiEnon g
oUYVOTNTAS TNG TTAYVOOQUIOS O AUTOV TOV TTOLL-
droround mnBuous!s.

And 10 ovvorho twv acBevdv ue NAFLD,
nepimov 3-5% €yxer NASH amd toug omolovg og
mocooto 10-20% Oa avamtuyBel xnipowon tou
nratog. Katd ) otyun mg froyiog tov vratog,
€mg nal 10 €va to(to TV aoBeviv ue NASH €yel
TEOYWENUEVN Nrotry (vwon xot tooootd 10-15%
xnipowon. NAFLD x»otd ®ovéva maQovoidlovy to
droua Tov BElonovTaL UETOED TNG TETAQTNG HOL TG
€ntng dexaetiog g Tomg TOUS UE TLS YUVAIRES, OTIC
EQLO0OTEQES OUTIRES UELETES, VO emnEEedlovTo
TEQLOOOTEQO AT TOVS AVOQES, AV RO OL AVOQES
OUY VA TAEOVOLELOVY TTLO TTEOYWENUEVY VECO°.

A6 mohond €xeL avoryvmoLloTel GTL 1) JTorv-
COO%IO, RAL ®KVQIWS 1) REVTIQLKOU TUTTOV, ATTOTELEL
modyovta, xvdvvou yia v eugpdvion NAFLD xou
NASH!®19. Mehérec €de1Eav 611 0 emumOAAoUdS TC
NAFLD oyetiCetat Oetind pe tov deintn nalog ow-
uatog (>25 kg/m?) xoL v meQIUETEO ™S WE-
onc!®19, O emmoraoude e NAFLD ota dropa e
uetafolnd ouvopouo eivar oyedov TeETQATAAOLOG
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OUYRQOLTLRA UE T ATOUO XWEIS UETAPOMHRS OVV-
dpONO eV, avVTiOTEOQA, TOCOOTS THS TAENS TOV
30% twv atéuwv pe NAFLD €yel nou petafornd
ovvdpopo!. Tapd to yeyovig 6Tt To uetafolnd
oUvOpouo ouoyeTiCeton e ENUEVN ®odLayyELomY
Ovnromra’, vdoyouv evdeiEeic mov ouvdEouv ™V
moovoio. NAFLD pe avEnuévn rapdioyyeioni
BvnodTTo aveEGQTTO 0TS TV TOQOVOLO UETOL-
Bolrov cuvdeduov, amodenvioviag 6t NAFLD
per se ouuBdAleL 0TV emLTAyVVOT THS ABNOOHAY-
owonc?!. Téhog, vedtepeg nelétec €xovv ouvdEDEeL TO
UETOPOMRS 0UVIQOUO, TOV GOy aQwd dtaprity, Ta
napdayyetond ovufauoto xow ™ NAFLD pe 1o &i-
00¢ ™S WxEoPLomiig YAwidag Tov evtéQov elte ove-
Edomta eite 08 ovoyéTion uetall Toug?2 24, Qotéoo,
1 OVTOTNTC TOV UETALOAKROTV OUVOQSHOU EXEL QUL
ofnmOel o tehevtaio xeovio ot ™) duafnrohoyni
nowvdmra 28,

Kagowayyerarn vooog »ar NAFLD

To vrdpyovra emdnuoloywrd dedousva
delyvouv TV UmapEn ovoyEtiong uetaEy xadioy-
yetaxic véoov xaw NAFLD3. Apxetéc pehérec
€delEav o onuaviky ovoyETon UETaEU Twv
ovEnuévav emmédwv e YGT, ) omoia awotehel
€upeco detntn mapovoiag NAFLD, »at tng ®oo-
dwayyeLoxng BvnoluomTog axoun ®ol PeETd omro
TEOOUQUOYT] YLO TOUC RAUOLXOUS TOQAYOVTIES
%©0edLayyeLoxoU ®vdUvou xot tov deintn udlog
oduaroc??3. H mapandvm ovoyxétion empepfond-
Onue and ta amote éopata piog peto-avdivong 10
uehetav mov emipePaimony v VTaEn aveEGQT-
™G OVOYETLONG UETAED TV AVENUEVMV ETUTEd MV
e YGT o ™me #apdroyyetonic Ovnoudmracs?.
Emntiong, ta enimedo g auvotoavopepdong g
ahavivng (alanine aminotransferase, ALT), mov
amotelel deintn NrarorvtraoLrig PAAPNS, Exouv
ovoyeTLoTEl ue aVENUEVN rapdiayyeloxy Bvnolus-
TTO. UETA QTG TEOCOQUOYY YLO TOVUS RAOLOLXOUS
TAEEYOVTES LYY ELOHOT %vdTvou33-33,

T oyéon ueta& NAFLD xow xa@dioryyelonic
Ovnowomrtag emPefaimwoav to amoteléonoato
UEYAAWDV TTQOOTTTIRMV UEAETWV, OTLS OTTOLES 1) OLdL-
yvwon mc NAFLD €ywve pe ) y01jon vreoiywv>>.
AE(CeL va onuelmBouv to amroteléoUaTa TQOOTTTL-
%1 uerémg, oe 1.637 vyuj droua mov vtofAOnxov
0€ ETOL0 TTQOOVUTTTOUATIXG EAEYYO, TTOV £deLEe OTL
o emurolaopds s NAFLD (1 dudyvwon omoiyOn-
®e 0T 010N VIER V) tav g TdENg tov 19%.
Metd o6 5 €t magarohovBnong, mooootd 5,2%
tov atoumv ue NAFLD mogovoiaoe ndmolo ®oQ-
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dayyetond ovppoua, Evavit toocootol 1% oty
ondda Tmv atduwv xmweic NAFLD (P=0,001), ye-
YOVOG Tov ToREYEL EVOEIEELS YLaL TNV VITaQET Ov-
oxétiong NAFLD xou xaodiayyeianic véoov?.
IMogopoimg, TEooTTRES neAETEC, e LEOY dLdoneLa
mooaxolovdnong ta 24 €, 0 WrEO WOTOCO
delyua aobevav, otovg omotovg 1 didyvwon g
NAFLD éywve ue fropia ratog, €delEav onuavti-
%nd vYPnAdTeEEN Bvnoudtto ota dtoua auvtd o€
ovy®ELoN e Tov vyrj TAnuoud®.

No6oog Ttov ote@aviaiov agTneLv,
®a@oax1 Aetroveyia xor NAFLD

Eilvaw yvooto 6t n aof€otmon Tov oteQa-
vialwv oty (Coronary artery calcium, CAC)
amotehel gvatodntn uEBodo extTiunong g TAEOV-
olog, raBmg 1oL ™S ExToong TS AbBNEOoXAE®ONG
TOV OTEQPOVLOLIMV OTNOLIV RO TOVTOYQOVO ATOTE-
Ael aveEAQmTO TOQGYOVTA RAQOLAYYELAROU RIVOD-
VOU 0€ OOVITTOROTLXE dTopo’0. Apnetéc nehéteg
€0e1Eav 0tL M AoPECTMON TOV OTEPAVLIALIWVY CLTN-
QLOV OVOYETICETAL oNUOVTIXA (e TNV TOQOVOla
NAFLD34, To mopamdvew edonua eivor ovugwvo
ue dedouéva mov delyvouv GtL oL aobeveic pe
NAFLD é€yxouvv onuovtixd vypnidtego emimedo
OENTAV OEELOMTIXNG RATUTOVNONG KO PAEYUOVNG
010 TAAOWUQL, T OTTOlC ®VQIMG TEOEQYOVTOL OTTO TO
NmaQ ®ou ue ™ oeLed Tovg ouupdilovy oty TEo-
1ANON CUOTNUATIRIG PAEYUOVIIS ROl TTQOAYOVOOS T
Oodupwon rardotaonct*2, Emmhéov, ot pelém
Study of Inherited Risk of Coronary Atherosclerosis
(SIRCA), omv omoio ovupeteiyov 860 aovpmtmuc-
Twrd, un dwfnund dropa, diamotdOnre St M
TOQOVOLO. OVTIOTOONG OTNV LVOOVALVY (1 omola
evéyetar oty maboyévela g NAFLD) amotehov-
0€ LOY VOO %ol AvEEAQTNTO TQOYVMOTING TQAYOVTAL
t0u CAC 0%0Q axdpa ol UETA amd TEOOUQUOYN
Y10 TOUG ®AOOLROUG TAEAYOVTES RIVOTVVOU, TNV TTOL-
povoia uetafoMxroy cuVOQGUOU KoL TV ETLITESWV
me C-avudpwoag mowteivng®.

Eilvolr yvooté 6t ta dropa pe puetafornd
olUvdpopo apovoldtovy owEnuévn udto agLoteric
nohiog ral dLootoinn duoleltovgyio Mg aTOTE-
Leopa g enidpaong TS aviioTaong 0TV LVOOU-
Avn (ov amrotehet nowvn maboyevetiny dataQayr
ue T NAFLD), tg mayvoapxiog ®at e oQThoLo-
%NS VITEQTAONS 0TV %0EALoXY doun RaL AELTOVQ-
yio*®, Tlopopoimg, %ot oL EQEVVEC TOV Aoy oA ON-
nov ue v emidoaon tg NAFLD omv napduoxy
doun, av xor elvor Alyeg, €xovv delEel mapduoLa
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amoteréopartato*®, Mo uehém €8e1Ee v vmaptn
LoYVEY|S BeTinnic ovoyETiong LeTaEl Tov fabuol g
dLaotolMxng SUOAELTOVQYIOS THE ALOLOTEQAS XOLALOS
%O TOV TOC00TOU AMTT®dovs d1jfnong tov fimarog,
ue ) draotoMxry QUOAELTOVQYIOL RO TV CVTIOTOON
OTNV LYOOUAIVY VO QTOTELOVY TOUS UOVOUS OVE-
EAQTTOUG TOQAYOVTES TOV OYETICOVIOV UE TNV
napovoio NAFLDY,

Qot600, N pehétn US Third National Health
and Nutrition Examination Survey (NHANES II1I:
1988-94) €de1Ee 61y NAFLD 0dgv oyetiCeton pe aw-
Enuévn Bvnoudmro amd »dbe artia, rapdloyyeLo-
%1} V600, #aonrivo 1 véoo tov iaroc®®. ‘Oumg, eivar
eVOLOPEQOV TO YEYOVOC OTL 1 (0L uehétn €0eiEe ot
N NAFLD oyeuldtoy aveEdtnto ue v meQovoic
1OEOLOLYYELOXNG VOOOU, UETA ATtO TTQOCOLQUOYY| YLOL
IMUOYQaPLROUS oL ROQOLOUETOROMIOVS TTaQAYO-
vteg ®wvdUvou (oyeTindg xivouvog: 1,23, 95% dSola
aEomotiag: 1,04-1,44) ue uéon dudoxeLo TaQoro-
AovOnong to. 14 ém®.

Se dwapnurd dropa m NAFLD oyetiCetan
LOYVEC. UE TNV TALQOVOTO KOOy YELURNS VEOOU. Zg
wo uehé, oe 2.839 dvafntind droua, BEEONre otL
o emmohaopudg e NAFLD vtav 69,5%. Zmv (dwa
uerétn Po€Onxne ot ta dropa pe NAFLD magov-
otaloy ouyvoTEQN VOOO TMV OTEPAVLOLINY 0LQTNOUDV
(26,6 évavt 18,3%), aryyelomd eyrepoind. €TELO0-
da (20,0 évavt 13,3%) no TeQLpeort| oy yeLom
véoo (15,4 évavt 10,0%) og ovyxroLom pe to dropo
ywoic NAFLD?, ‘Opota, n pnehém Valpolicella
Heart Diabetes Study, oe otvohro 2.103 atduwv pe
S timov 2 xou dtdorela TaQArOAOVONONG TaL
5 ém, €deiEe 6t NAFLD oyeuldtay ue avEnuévo
nodlayyeland nivouvo (oyetnde rnivouvoe: 1,4,
95% opia aElomiotiog: 1,4-2,1) uetd and mpooap-

LOYY Y10t TOAYOVTES KOOy YELXOU KIVETVOU>!,

No6oog Tov 20puTidmv, evoodjiio
»wor NAFLD

H péronon tov mtdyovg Tov €0m-UETou YLITHva
™m¢ ®nopwtidag (carotid intima-media thickness,
CIMT) amotehel mQOYVOOTIRG TOQGYOVTO KOQ-
oLy yeLoxng vOoOU O OLOVUTTMUATIROVS aoBe-
velcd2. OL VTaEYOVOEC PHELETEC €XOVV OUOYETIOEL T
NAFLD pe v mopovoio xaomtidiwng véoov, ov
%Ol 0QLOUEVOL OVYYQOpels €delEav aobevEéoteon
OVOYETLON UETA OTTO TTQOOUQUOYT YLOL TNV TTALQOVO(0L
UETAPOMHOU oVUVERSIOV>35, MdMota, 1 6ofapd-
™To TOV LoToAOYLRMV adlholwoewv s NAFLD
gaivetar vo ovoyetiCetor oaveEdomTa pe T0

CIMT®. Mwa peta-avdlvon entd pehetdv (o€
oUvoho 3.497 atdpmv) €0elEe oL ONUOVTLRY CUOYE-
ton pueta&V g NAFLD zow tov CIMT, delyvovrog
avEnomn tov CIMT g tdEng tov 13% ota drono. pue
NAFLD og oUyxoton we ™y oudda eréyyov°.
Q01600, dU0 ueTOoryeveoTeQes WEAETES, OL OTTOlES
d0ev meglhaupdvovrov ot peto-ovdilvon, Oev
€delEav ndmowo ovoyétion uetaEv NAFLD xou
avEnuévov CIMT?78, Elvar onuovtind vo onueww-
Ol 6T oI5 pnehéteg avtég ovuuetelyay dropntirnd
dtopa ®oL, 0g yvmwotov, ®abuig o dwaprimme Bew-
peltan LoodHVOUO TG VEOOU TMV OTEPOVLOIMY 0T
oLV, evdgyetal va €xelL vaApeL T oyEon UeTaEw
NAFLD »ou ®00wtidixng véoov.

H dwatapaym g Aettovgyiag tov evdobniiov
amotelel mEOLHO delntn g OvATTLVENS oL
eEEMENC ¢ aBnpooriipwong. Mehéteg, T000 o€
duafnund 6oo nou oe un dwofnTird dropa, €0elEav
™V VITOQEN ULOS 0QVNTIXIG OVOYETLONG UETOED TG
eEapTduevng amo 1o evOoOMALO ayyeL0dLaOTOMIC
(endothelium-dependent flow-mediated dilation,
FMD) »xouw ¢ NAFLD. Emuthéov, xaunhdtepeg
Tuég FMD mapamonOnxav og dtoua ue NASH oe
oUY®QLOY UE ATOUO UE QUTAY] OTEATMON, EMLPEPOLLO-
vovtag T dafdOuon Tov xadLaryyeLoxov ®vou-
vou avdloyo. e ) cofapdtyra e NAFLDY,

Extiunon tov zaowayyetaxov xivovvou
ota dropa pg NAFLD

Kabwg ov »whaowrol mopdyovteg »odioy-
YELIROU HVOUVOL ElvVaL OUYVA TAQGVTES OTOL TOUL
ue NAFLD, €ywe mpoomdfeila epoaouoyis tTmv wo-
VIEADV TTEOPAEYNC TOV ®OQILAYYELAROU KIVOTVVOU
ota dropa ue NAFLD. Ta amoteléopoato twv
UELETOV autv €0€lE0V OTL 1 TAQOVOIO TG
NAFLD ovoyetiCetor pe avEnuévn fabuovounon
#0010y YELOHOU #vdUvow POl Se uehém omy
ortoia vtohoyiotnre 0 dexaetic rivouvog radary-
velanov exelcodiov oe 52 aobeveic ue NAFLD, ue
™ xenion tov Framingham risk score (FRS),
Bo€tnxe 6t avtdg Mtay VYPNAGTEQOS 08 CUY®QLON
UE TOV avTloToLyo %ivOuvo otV opdda eLEYYOV, TV
omotlo. arotehovoav 28 dtoua Xweig UETAROAXUT
véoo. H (dua puehémn €0e1Ee StL ou aobeveig ue
NAFLD mopovoialov dtatagayy e FMD ot
Boayidvio apmoela, empepfoardvovrog Ty mapovoio
duatapayiic g Aettovpyiog Tov evdobniiov otovg
aoBeveic ue NAFLD. e dAAn perétn BogOnue
otL aoBeveig ue vymid emimeda ALT, amovoia
L0YeVOUC NToTiTidag 1 xatdyonong aAxool, TaQov-
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otalav VYNAS rapdioyyerand #ivduvo ue pdon to
FRS o¢ oUyxrolon pe dtopo ne puoLOAOYLRES TIUES
ALT. Mdlota ol yvvaireg magovoialoy vipnmio-
TeQ0 ®ivOUVO (oyeTndg nivduvog: 2,14, 95% Soua
aElomotiag: 1,5-3,0) og ovyxolon we toug dvdpeg
(oyeTtndg nivduvog: 1,28, 95% Gpua aElomotiog:
1,07-1,5)%0.

Zyetnd mpoogata, PEEOMrE wa LoyvEY ov-
Oy €TL0N UETAEV TS 0OPAGTNTOS TS LOTOAOYLXIIS
BAapng e NAFLD x»au tng extiunong Tov ®oo-
dtayyeLoxov ®vdivou pe T xenom Téo0 Tou
QRISK2 600 xaw tov FRS, aveEdomra amd v mo-
ovaio AAAMV ALY GVTOV ®aLayYELAROU ®IVOU-
vovu, Omwg eivar ot dLataQoy€s TOV emTEdwy
YArOINS mTAGopaToC %ol TS mayvoaoriog®?.
Qo1600, opLopéva yopaxtmorotird tg NAFLD,
Omm¢ elval 1 avtioTaon oty LYGOUAiv, 1) T V-
oapxia xaw To VPnAG emtimeda ToLyAUreQLOTmV TAG-
OWoTog, To omtoia oyetTiCovron emiong ue avEnuévo
%n{vOuvo nodLayyeLaniic vooov, dev ovuteoLho-
Bavovtalr ota PoviEAD EXTIUNONG TOV RAQOLOY-
vetaxroU xvduvov. Ipdyuatt, to FRS €yl BoeOel
OTL VTTOEXTLUA TOV %IVOUVO RAQILOYYELURS VGOV
otoL dropo e PeTofornd ovvdpouo®3, oto omoio n
nopovota NAFLD etvar Waitepo ovyvy Ommg
avagpEetnure Tagamavo.

T'ivetou, AOLTOV, ®oTovonTo GTL OL VITAQYOVOES
ueAérec av nar delyvouv GtL 1 wEOOHN®N NG
NAFLD oug ®Apaxeg fabuovounong tov xaodiory-
YELOROU RLVOUVOU EVOEYETAL VO AUEAVEL TNV TTOO-
BAeTTTLH TOUC LROVOTNTAL, MOTOCO OEV ETAQROVV YLOL
VO TEXUNQLAOCOVV TNV €xO0YN avTi]. Amtautouvtol
eVEElOGg RMUONOS TTQOOTTTIRES KMVIRES UENETES, OF
ueydro tAnBuoud achevmv, TQORELUEVOL VO ATTO-
deuyBel N mBavATNTOL EVIOYVONG THG TTOOYVMOOTLRTG
XOVOTNTOS TV XAUWAROV Pabuovounong ue myv
mpootixn g NAFLD.

IHaBoyévera Tng ®a@OLAYYELORNS VOTOU
ot NAFLD

H avtiotaon oty woovkivy gailvetal mog
ROTEYXEL ®VOIOPYO QOO OtV moBoYEVELD NG
napdroyyelomtic véoouv oy NAFLD®, xvpiwg
UECM TMV OUOUEVAIV UETAROMADV EMLOQAOEMV 0T
enimeda g YArong not tov MroQodv oEEwmv
TAMAOUOTOS, ®OBMS KoL TOV UETARBOMOUS TV ATTO-
mowteivv. H yodvia @heyuovy, ue ) ogwd g,
emnoedlel T Aertoveyia Tov Mratog, 6mmws Q-
VETOL OTTO TNV OOENON TWV PAEYUOVOIDY RUTTAQO-
wvov [C-avridonoa mowteiv, IL-6, mapdyoviog
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vérpmwong tov oyxwv (Tumor necrosis factor-a,
TNF-a)]. Ou mapdyovteg avtol dev emitayivouy
amAd ™) dratopay ™S AELToVEYINS TOV 1ITATOC,
OoMd eTOQOTVY %Ol OTOVC TTOQAYOVTES TTHENS KO TOV
WOIOAMITIRG U AVIOUO, UE TEMHRO OTTOTEAEOUA TV
mpoaymyn g Owadwaoiog g abngooriiom-
onc®%%, H vr60e0m Tov Topasmdvm pyoviopoy Yo
™y ToboyEvelo TG RAQOLOYYELOXNG VOOOU OTY
NAFLD otmpiCetar 0t ovoyETon Tmv eTutEdmy
TOV AeYUovmIDV nuttogonvayv (C-avudonoa
mowteivy, IL-6, TNF-a) now mapoydvtov miEng ue
™ copadtnta Tv dtatapoydv ths NAFLD (Zy. 1).

Q¢ yvootdv, 1 vPning evarobnotag C-avti-
00WO0 TEWTELVY, 1 OTOLOL TALRAYETOL RVQIME OTO
NwoQ »ou eival €vag deintng pAeyuwovng, amotehel
oveEAQTNTO TEOYVMOTIXG TAQAYOVTA %OQOLOY-
vewaxadv oupfdvrmve’. Opoiwe, To vwdoysvo ko o
OVO.OTOAEQS TOU LOTLXOU EVEQYOTTOWTI] TOU TTALOUL-
voyovou (plasminogen activator inhibitor-1, PAI-1)
TAQAYOVTOL OTO N, EIVOL EVEQYOTOLNTES TOV
OVOTNUATOS TNS TRENS %Ol TEOdYouV TV a.Bno-
orhMjpwon. Merétn oty omoia moayuatomouon-
xnav froyieg Nrarog, €0elEe onuavtnd vymAdtega
enimedo g vymiig evaionoiag C-avtidoboog
TEWTEIVNG, TOV LvwdOoYySvou xo tov PAI-1 og aofe-
velg ne NASH og oUyzpLon ne Tovg LAQTUQES %L
UAALOTOL 1) UENON TOV ETUTEIMV TOVS 0xOAOVOOVOE
™ Paoitra ™mc NASHS. Tlapduoia ovoyétion
Boébnre yia ta emimeda tg IL-6 now tov TNF-a o
aoBeveic ue NASH®. daivetar, Aowtdv, 61t mood-
OVTEG IOV €XXQIVOVTOL TG TO WITALQ OTO TAOLOLOL
™™g NASH xatéyovv onuaviird gého oty mobo-
YEVELOL TNG OUOTNUATLRNG PAEYUOVIC %Ol TS BN QO-
oxMQWONG.

Téhog, n NAFLD yapaxtnoietar and €va
0Onemuatoydvo TEopih Amdiwy, Tov amoteAeital
artd VYMAG emimeda ToLyAureQdlnv mTAdonatog,
KOUNAG eTimeda MITOTOMTE VNG VYMANG TTURVOTNTOG

NAFLD

AvtioTtaon otnv VGouAivn
dAeypovn
Auohrudapia
AlaTapax€q MNKTIKOTNTAg
OEeldwTikn) katandvnon

Kapdiayyeiakn vooog

Zynjpa 1. Ilaboyéveia ts xadiayyeiaxijc vooov oty
NAFLD.
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o€ xoAnotepdhn [high-density lipoprotein (HDL)
cholesterol], vymAd eminedo TOV UKDV, TUAVOV
HOQIWV AMTOTQMTEIVNG XOUNIG TuRVOTNTAS OF
xoinotepdin [low-density lipoprotein (LDL) cho-
lesterol], vymAd enimeda g AmompwTelvng TOAD
YOUNING TURVOTNTAS O YOANOTEQOAN [very low-
density lipoprotein (VLDL) cholesterol] zow vymAd.
emimeda g amoMmompwteivng B100. ‘Omwg elvor
YV®OTO, TO TEOQIA avtd g abnpoydvov duo-
Mrdoupiog ovvd€etan Eviova ue duoueveic Q-
Sraryyeranéc enpdoerc’’.

Tvunegdopata

To vrdoyovra fifAoyoapird dedouéva tex-
UNOLOVOUY TNV V&N ovoyEtong ueta&d NAFLD
%ol AVENUEVOU ®oQLOYYELOROU RLVOTUVOU e %U-
QLOVG TOHOYEVETIXROUS UNYAVIOUOUS TNV OVTIOTOON
OV LVOOUAIVY ®aw TNV vitorhvixy| pAeyuoviy. Emi-
mAéov, vrdpyouv evdeiEelg ot N mapovoia NAFLD
Ba urropovoe vo ovuPdier oy xaliteen extiunon
TOU RAQOLOYYELOXOU KLVOUVOU UE TN YOO TOV
VIOQYOVTWV oLVOTHUdTwV Paduovounong. Lotdoo,
OITOLTOUVTOL TTEQOUTEQM UEAETES YLOL VO. TEXUTOLD-
OOVV THV UIOQEN TS OXEONS AUTHG.

Abstract

Papazafiropoulou AK, Aggelidi A, Melidonis A. Non-
alcoholic fatty liver disease and cardiovascular
disease. Hellenic Diabetol Chron 2014; 2: 90-97.

Non-alcoholic fatty liver disease (NAFLD) af-
fects up to a third of the population worldwide and
may confer increased cardiometabolic risk with con-
sequent adverse cardiovascular outcomes independent
of traditional cardiovascular risk factors. It is chara-
cterized by insulin resistance and is strongly associated
with type 2 diabetes and obesity. Non-alcoholic fatty
liver disease is a marker of pathological ectopic fat
accumulation combined with a low-grade chronic in-
flammatory state. This result in abnormal glucose,
fatty acid and lipoprotein metabolism, increased
oxidative stress, hypercoaguability, endothelial dysfun-
ction, all leading to the progression of atherosclerosis.
This results to a dysfunctional cardiometabolic pheno-
type leading to excess cardiovascular mortality in sub-
jects with NAFLD.
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