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IlegiAnym

2kordg: To olotnua pevivng-ayyelotevoivng-aAdootepdvng e-
MIAEKeTAL OTNV TIaBoYEVELd TNG IVGOUAIVOAVTIOTAONG KAl TNG KN aA-
kOoOAIKNG Ainwdoug véoou Ttou Aratog (MAANH). H euepyeTikr emi-
dpaoM TNG OTIELPOVOAAKTOVNG OE TELPAMATIKO HOVTEAO TIOVTIKIWY UE
dlapn kal oTeatonnatiTida €xel MPooPATwg dnuooteubel. O KUpLog
oKoTdg AuTrG TG MEAETNG MjTav N eMidpaacn TG OTEIPOVOAAKTOVNG
0€ JETABONKEG TIAPAUETPOUG KAl OTNV IVGOUALVOAVTIOTAON Og aobe-
velg ue MAANH. MéBodor: H peAétn autr mepl\auBdvel Ta mpoka-
TAPKTIKA AMOTEAEOUATA LG TUXALOTIONUEVNG MEAETNG e UAPTUPEG.
Elkool aoBeveig pe emBepaiwuévn ue Bloyia MAANH éhaBav aywyn
pe Brrauivn E (oudda 1) 1) omelpovohaktdvn kat Brrauivn E (oudda 2).
MeTprONKAV CWUATOUETPIKEG MAPAUETPOL KAl TPAVOAMIVAOEG, Aurti-
dla, nAekTPoAUTEG, YAUKATN Kal IVGOUAIV opoU Kal UttoAoyioBnke N
IvoouNlvoavtiotaon e Toug deikteg homeostatic model assessment-
insulin resistance (HOMA-IR) kat quantitative insulin sensitivity check
index (QUICKI) ripiv kat 8 eBdouddeg HETA TN BeparmeuTiky) mapgupa-
on. AnoteAéouara: H Ivooulivn eAATTWONKe onuavtikd yévo otny o-
pdda 2 (15.3+2.7 ipo évavtl 10.3+5.0 Tnv 8" eBdoudda, p=0.013).
MoAovdTt dev tapatneriBnke alayr otn YAukdln, o deiktng HOMA-
IR ehattwbnke onuavtikd (4.4+0.9 évavtl 2.8+0.5 avriotowa, p=
0.047). O deiktng QUICKI au&ribnke, al\d dev éptace ota emnineda
NG OTATIOTIKNG onpavTtikétnTag. Zuunéoaoua: O ouvduaoudg oTel-
POVOAAKTOVNG Kal Brtapivng E eixe euvoikn enidpaon otnv VOouAivn
opou kat oto deiktn HOMA-IR agBeviyv pe MAANH petd 8 eBdoud-
deg Beparneiag.

Ewayoyn

H un aixoohnrj Mradddng vooog tov 1jmatog (MAANH) (no-
nalcoholic fatty liver disease, NAFLD) eivar o xodvia nmotixy
v6é00g ov mpoafdiier €wg xnan 70-80% Tov TOUICOQRMV OTOUWY.
Amotelel TV 7O ®OWT| aLtio NITaTinig OUOAELTOVQYIOG 0TV RALVL-
1| TOAEN %A 1) oVYVOTNTA TG Elvol VEAVOUEVN TOOO O€ EVITMNUES
600 ®ow o¢ Todud ®L ePiiPovg, oe oUVOVAOUS UE TNV AVEAVOULEVT

*Booafevmxe oto 25° Etqoto Zuvédpro tng AEBE (2011).



EMapvixd Awapyrodoyind Xoovird 25, 1

OUYVOTNTO TTOYVOUQRIOS KOl CaXY0QMIOVS dLapi]-
™m timov 2 (£A2)12. H MAANH mepihapfdver va.
gVEU PAoUO NITOTRIS PAAPNG, TTOU KUUOAIVETOL ATt
™ un oAxooinn nrotootedrwon (MAH) %ot un-
alrnoohnn otearonmatitida (MAX), 1 omolo urwogel
OUYVOTEQQ VO OdNYNOEL O€ NITOTLXT] RIQQWON), NTTOLTL-
| AVETTAQUELL O TTTOTORUTTAOLRO ROoQUivouo. H
LYOOUMVOQVTIOTOON TLOTEVETOL OTL TTATEL ONUAVTL-
%0 p6ho oty maboyévera g MAANH, 1600 mov n
MAANH va Osmpeital mg 1 nratiny] CUUIETOYY OTO
0vvdpouo voovhvoavtiotaonc’.

AvtiBeta pe dhheg YoOVIES NTATKES TABNOELS
(7., nratindo C), dev vwdEyEL OTOTEAEOUOTI®Y
Bepameta yio Ty MAANH péyxol ojuepa. H avti-
UETOITLON TG TEOS TO TAQSV meQLAauPdvel donn-
on, ATOAELY, BAQOVS %L TQOTOTOMON TWV Q-
yovtwv wvdivou (m.y. A2 1 mayvoapxria). Yro
uelétn Polonetor TANOMEA PAOUAROLOYHEV TTO-
QAYOVTIWYV, OUUTEQLAOUPAVOUEVDV QPAOUAXWY YL
amwielo fagovg (.. ophotdrn), evoncdnromoun-
TV LvooULiVIS (LETpoQUivY, YMTOLAVECS), VITOMITL-
SOUUXADV TOQOYOVTOY, 0XTOIETOEUYOMHKOT OEE-
og nou Brrapivng E, ou vhvirég doxtuég tmv omoimv
éxovv dwoer evlappuvtrd amoteléouara®. Ta-
0Ao mov xdmotor aofeveic ue MAANH evoéyeton
va. gvvonBovv amd ™ Prrauivy E%7, motevovue
7Ing ortotadnote povobepameia doroia Bo ato-
TehOVOE OVOTOMTIXY OEQATEVTINY] TEOGEYYLON
vt To ovvohro tov aoBevav pe MAANH, dedopé-
VNG TG TTOAVTTOQOY OVILXNG TTOBOYEVELOS TS VOOOU.
O nhvirég donuég, emouévmg, Ba meémel va to-
covatoMoBovv og cuvdvaotivég Begameies, Gmmg
€yet L alhov mpotadei®.

To ovomua pevivng-oyyelotevoivig-aidoote-
QGOVNG eUTAERETAL OTNY TABOYEVELL TS LVOOUMLVO-
avriotaong xar g MAANH>1OU H gvepyetin
emidoaon XAUNADY dGOEMV OVTOY®MVIOT®OV 0AdO-
0TeEOVNS 0 aobevelg pe ®oQOLOXY AVETAQKRELOL
odfynoe og ehdTTmon ¢ Bvntdtrog, mlavag Pé-
oW ™G EMATTMONG TG XKAQOLAXNG ROL OLYYELOKNS
ivwonc!'?. Emiong, €xeL mpoogpdtme avarowmOel n
gvepyeTry] EiOQOON THS XOO1YNONG OTELQOVOLO-
%®ToVNGS Yoo 8 efdouddec oe TELRAUATIHG UWOVTELO
moviav ue Swafftn xoaw otearonmorindald. Ia-
o6ho. awtd, 0 QOAOG TNG OTELQOVOAUKTOVNG OF O
oBevelc ue MAANH dev €xer andun diepevvnOet.
10 €QYaOoTHOLO wog Potoneton oe eEEMEN wa Tu-
XOLOTTOUNUEVY ®hvir] doxur] pe pdortuoes (ran-
domized controlled trial) oe aofeveig pue amode-
oewypévn ue proyio MAANH, dudpxerag 52 efdo-
wadmwv, oclupmva. ue TV omoio oL aobeveic houfd-
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vouv Brrapivy E 1 ovvduaoud omelpovohaxtovng
xno Prropivng E. O mpotoynog pog oromog eivor
va detEovpe ™V emidpaon Tou cuvdvaouolv omyv
LOTOAOYIXY EWMAVOL ROL OTOL EMITTENC MITOXLVMV TOV
000V petd €va €tog aymyns. Metd dumg v mpoa-
vaepBeioa gvepyeTirt enidpaom tmv 8 efdopddmv
Bepamelog ue OMELQOVOLUXTOVY] OTO TELQAUOTING
uovrého!®, dievepyrioaue pio evdidueon (inte-rim)
avdivon ota dedouéva poc. H pelém howov avti
meouhoupdver To ToorataoxTtvd dedousva Twv 8
medTwv efdouddnv g Bepameiag ue Prranivn E 1
omelpovohoxtdvn row Prtauivy E oe aoBeveic ue
MAANH, pe €mirevtoo TV LYOOUMVOUVTIOTOLON).

AoOeveig nar n€@odor

Evijlxreg aoBevelc (=18 etwyv) ue MAANH o-
Elohoynnrav rnow otpatevtnray ot enimedo eEm-
teowoU Latpeiov. Kabe aobevig €dmwoe ) ovyxo-
tdBeon Tov Yo cupuetoyy] uetd dteEodnn evuépm-
o1} Tov. To mEwTonolo g uehémng eyroibnre amd
™mv emroomi Pronbwmiic ™ Iatowiic ZyoMjc tou
Agiototeleiov Tavemomuiov Oecoahovixng »ou
duootetBnre ot Pdon dedousvwv xMvirwv doxi-
uayv ClinicalTrials.gov (rwdwxds NCT01147523).
Zmv o emioneyn (screening) €ywe My Loto-
ooy, ®Mviry] eE€taomn xot 060nxay oL eQyaoTH-
oLaxég exelvec doxrpaoieg wov Ba fonbovoav otyv
tehMnt] emhoyr] tov aoBevav. Kortjowa elo6dov
OTN UEAETN NTAV: O) VUTEQNXOYQUMLRMS MTDOES
(Mdumov) nmap nor awENpEveS TEAVOUULVAOES
fH/xou v-GT yuo tovhdylotov 6 wijveg oo g Plo-
Piag xou f) ovyrordBeon Tov aoBevoug yua froyio
Nrarog, nard v omolo yonowworodnre to ov-
omua otohoyrig taEivounong NAFLD Activity
Score (NAS)™. Ta #ourjoia artorhelopos frav ye-
vird ta (O pe exelva mg rhviniig donpng PI-
VENS?® ue 2 tpomomonjoeig: o) yvworni dvoaveEio
0T OTELQOVOAAKTOVN %ot ) €vioEn aoBevav pe
ZA2 tov dev haufavouy aywyr| pue yatatdveg 1 Lv-
oovAivn. EWdindtepa, aobeveic ue Mym aubaveing
>20 g/day, L.0T0QLS AANG NTTATIRNG VOOOU (XQOVLOL
oyevig Nratitda, outodvoon NroTitida, Qoo
xnevun Nratinda, Tewtoradrc yoxry xippwon,
apoyomudtmwon, vécog Wilson xral avemdorelo
al-avuBounpivng), moonyoiuevn €xBeon og nato-
TOEwd pdopaxa 1 €vOelEn (whvirr] 1 lotohoywniy)
NTATIRIS HIQEWONG ATOXAEIOON ROV ATTO TNV HALVL-
%1} donut]. Ou aoBeveic mov emAéyxOnuayv tuyao-
momOnrav oe duo ouddeg: avty mov Bo Adupave
novoBepamneto pe Prraunivn E (400 mgMmuéoa) (o-
udda 1) 1 ovvdvooud omelpovorantdvng (25 mg/
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nuéoa) xon Prropivns E (400 mgmuépa) (oudda 2)
v 52 gfdouddes. H tuxatomoimon €ywve ue nhe-
nteovInd vmohoylotnyj (microsoft excel) mowv amd
v 1" exioneyn Tov 1°¥ aobevoic.

O %0p10g 0%OTOS QUTHS TNG HAVIRNG dONLUNG
elvow 1 pehétn g emtdoaons g novobepasteiag
ue Pfrrapivn E Evavi tov ouvduaouol omelpovoia-
©TovNng %ot Prrapivng E oty totohoyni] etndva rou
ota enimeda Mmoxivayv Tov 000U uetd 52 gfdoud-
deg Bepameiog. ITAnv g 1" emioneyng (screening)
nan g 2" (baseline), vIGEYOUVV TEOYQOUUOTIONE-
veg emoxéPels onig efdonddeg 8, 26 na 52. Tva tig
OVAYRES TNG TOEOVOOS UEAETNG, OVOADBN®AV TO
dedopéva amd m 2" emioneyn xow avty g 8" gf-
douadoc.

Zm 2" emioneyn (baseline), €ywve xhviny €-
E€taom, Mym 000U (8-9 mpu petd 12men vnoteio)
xnan oxohotBnoe Proyia vimatog, 1 omolol £yive VTG
naBodMynon até afovird TopuoyQdpo ®oL oo TV
da mavrote €umelon axtvordyo (EZ). Ta amote-
Aéopoto T Proyiog egunveltmray tawtdyova
o6 dvo €umepovg taboroyoavarouovs (KII, EK).
O antvoldyog xau ot taBoloyoavatduol dev yvo-
owav ™mv oudda oty omola elyxe TuyouomonOet o
aoBeviic (blinded). Ouv edueveg emonéPels meQL-
Mupavay xhvixy eE€taom, ratouétonorn dloxiwv
ol Myn 0pov. O TaQAUETEOL TOU UETET ON®AY
otov 006 mepthappdvouvv: AST, ALT, y-GT, ol
¥oAnoteedhy, ToryAureptdia, HDL-yolnotepdhn,
nAdMo, VAToL0, YAUXOTY, 1 LETENOT TV OTTolwV EYL-
Ve HEoOL O€ YL QL OTTO TV CLUOAMPiOL 1 TIg ®aOL-
eomuéveg uebBodoug evig avtduatou avaivti (Oly-
mpus AU2700; Olympus, Hamburg, Germany). O-
00¢ emiong ratopuyOnxre apéowg otovg -70°C yia )
UETONON AITOXRLVAV ROL OQUOVAV OTO TEAOS TNG AL~
virrig doxuung. Ta Tig avayreg g evoldueong awv-
™¢ avdivong, 0p6g (éva cwinvdolo amd xdbe a-
0Bevn o ¢ EvaEng xau €va otig 8 efdouddeg)
amoYUyOnre rou LETEONHE 1 LVOOUAIVY LLE AvOOO-
ynuetopmtavyelo (two-site immuno-chemilumine-
scence) pe ) forjfela Tov avoruty Immulite 2500
[Siemens Healthcare Diagnostics, Los Angeles,
CA; intra-assay coefficient of variation (CV) 3.3-
5.5%, total CV 4.1-7.3%].

O deinmg ndtog ovpatog (AME) vroroyiotn-
%€ UE TOV TUmO: Poog owuarog [kg] / vypoc? [m]. H
LDL-~yoAnotepdhn vmohoyioOnxe e tov timo tov
Friedewald. T'wa tv mocotiromoinomn g wwoovhvo-
avtiotaong yonotwomowmdnray dvo deinteg o) ho-
meostatic model assessment — insulin resistance
(HOMA-IR) #ou ) Quantitative Insulin Sensitivity

Check Index (QUICKI) ov vroloyiCovron pe tovg
TUITOVG:

HOMA-IR = (yAux6Cn [mmol/L] * woovkivy [wU/mL]) / 22.5'6
QUICKI=1/(log(yhxdétng) [mg/dL]+log(wvoovhivng) [wU/mL])".

2Zraniotinij Avdlvon

Ou ouveyeic TOOOTHES UETAPANTES TTEQLYQAPO-
VIoL g UECOS GQOS * TUTXG OPAAICL TOU UECOU
60ov (SE). Ou ouyrpioeis uetaki 1j evids twv oud-
dmv Eywvav ue un moaUeToES ueBGdoug, Adym Tou
wxEov oyetwmd Oetynotos. H doxwpooio Mann-
Whitney yonowomotjonxe yLo T ouyrQIOELS HETO-
&V tav dvo opuddmv o€ }EGVOUS TTEO THS OyWYNG KO
omv 8" gfdoudda row ) doxtuacio Wilcoxon Signed
Ranks Test yuo tig ovyrpioelg evidg Twv ouddmv
(omv 8" gfdoudda GUYHQLTLLA [UE TEO TG AYWYNG).
To enimedo g otaTmotvyg onuavtvottag (p) opi-
oBnxe og <0.05. H ototionxy avdlvon dievepyron-
%E UE To otoTloTind mpdyeapuae SPSS 13.0 for Win-
dows (SPSS Inc., Chicago, IL).

Amoteléopata

Eixool aoBeveig (3 dvdpeg, 17 yuvaireg) pe
MAANH (9 pe MAH »ouw 11 pe oguoxn 1 oopn
MAZX) eiyav uéyol mv avdivon outi ohoxAnewoeL
™V emtoneymn g 8" efdouddag. Ou déna amd ow-
TovUg elyav TuyaromomBel oty oudda 1 o o 10
omy opdda 2. Ta dedopéva twv dVo ouddwv TEo
za oty 8" efdoudda petd ™ xoerynon g Beoa-
nelog moovodlovtal otov mivaxa 1. ITpo g Be-
pamelog, oL dV0 ouddES MTOV OVILOTOLYLOUEVES
(matched) yia Gheg Tig ®MVIrRES naL Proynuxéc ma-
QapETEOVG, TeQLhaufavouévmy e nhxriag, AME,
TEQLPEQELA UEONS, OVOTOMHNG HOL DLALOTOMNIG OLQ-
mouoxng wieong, AST, ALT, y-GT, yohnotepding,
totyAureoudiov, HDL-yolotepding, LDL-yohn-
OTEQOANG, ®AAOV, VATOLOU, YAURGING, WWOOVAIVNYG,
HOMA-IR »ow QUICKI (Iiv. 1).

H ovyroion peto&d twv opddwv oty 8" effdo-
nada vrtédelEe wa oguaky) dLapoed Povo oty ou-
otohny| aptnoloxt mieon (p=0.049). H ovyxoion
evtog ™ opddog 1 védelEe onuoavtky ehdttoon
™mg ovotohniig mieong (p=0.011). Evtdg g oud-
dac 2 vmipge onuavtry] EAATTWON THE CUOTOMXIS
nteong (p=0.034) o aiEnon tov xahiov Tov 000U
(p=0.028). EmuwA€ov, 1 tvoovhivn ehoTtddOnre on-
novTrd evidg g 2" opddog (p=0.013). ITapdt n
YAURGOLDY ToQEUELVE QUETAPANTY, VITHEEE ONUOVTL-
x1 ehdrtwon tov HOMA-IR (p=0.047). O deintng
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Iivaxag 1. TTadBeom Twv PeTQoveVRV TOQAUETEMV TV dU0 opddmv 1o ™ xo1ynong xow otnv 8 efdoudda mg aywyris

Opada 1
(Buropivn E)

Opdda 2
(Exegovorartovn + Biropivn E)

Ilgo Tng xoeriynong 8" efdondda Ilgo g xoeriynong 8" efdonadda
AoBevels (aLBuog) 10 10 10 10
NAS 2.3+04 o 3.6=0.6 ok
Hlwio (6n) 522+52 o 57.4=1.7 ok
ZAIl (mmHg) 145x4 132+5* 1637 142+4% **
AAII (mmHg) 93+4 88=+5 97+3 91+2
BMI (kg/m?) 35.7+1.7 34.1+19 342+1.6 329+1.7
IMeoupépera péong (cm) 113+4 113+4 1083 1053
AST (U/L) 46=15 369 36=%5 29+2
ALT (U/L) 5516 44+12 43+5 40=%5
AST/ALT AGyog 0.86+0.08 0.90+0.08 0.87x0.07 0.82+0.10
y-GT (U/L) 49+9 39+6 55+15 42+9
Olwnij xoAnotepdhn (mg/dL) 208+8 225+7 217+13 225+17
Totyhvrepia (mg/dL) 18428 192+37 202+32 21226
HDL-yxoAnotepdAn (mg/dL) 50+3 50+3 493 50+4
LDL-xolotepdhn (mg/dL) 121+11 137+5 127+9 133+16
Kdho (mEg/L) 4.5%0.1 4.6+0.1 4.5%0.1 4.8+0.1%
Ndroto (mEqg/L) 143x1 142+1 141=1 141=1
T'hAvrdéln (mg/dL) 108+10 100£8 110+6 106x7
Ivooukivn (WU/mL) 13.8+2.9 13.3x2.7 15.3%2.7 10.3£1.6%
HOMA-IR 3.4+0.6 3.1+0.5 4.4+09 2.8+0.5%
QUICKI 0.34+0.01 0.33+0.01 0.32+0.01 0.34+0.01

Ta dedopéva mapovotdlovian mg UEcog 6pog=TUmKG opdipa pécov 6pov (SE) 1 amdiutor aptbuol
* p<0.05 ovyxprtrd pe TEo T orywyns (ovyxLon evidg v opddwy, Wilcoxon signed ranks test)
** p<0.05 ovyroitnd pe ™mv opdda 1 (ovyroion petall tov ouddwv, Mann-Whitney test)

Zvvropoypoapieg: y-GT: yduna-glutamyl transferase, AAITL: dtootolxn agmmoiaxij mieon, ZAIT: cvotolwrr| atotox mtie-
on, ALT: alanine transaminase, AST: serum aspartate transaminase, HDL: high-density lipoprotein, HOMA-IR: homeo-
static model assessment — insulin resistance, LDL: low-density lipoprotein, NAS: NAFLD activity score, QUICKI: Quan-

titative Insulin Sensitivity Check Index

QUICKI mapdt avEfbnne, dev Epraoe oto emimne-
00 g otatioTirvg onuavtrdttag (p=0.074).
AnohoUOnoe avdlvon vmo-ouddnv, Eexmwor-
otd ywa tovg acBeveic ue MAH roaw MAZ. Kaplo
OLapopd dev PeEnxre uetaky Twv vIo-ouddwv ue
MAH oty 8" gfdoudda, evad HeTa&l Tmv vito-oud-
dwv pe MAZX Bogtnrav onuaviirég dLapoeEg ot
ovotohnt] (p=0.006) xnouw drooToMny CQTHELOXY
ateon (p=0.042) (xaunrdtepn oty vwo-oudda 2).
Aev PoEBnure noplo OTOTLOTIRAS OMNUOVTLRY|
OLapoEd 08 ROl TOEAUETQO EVTOS TNE VITO-OUd-
dag MAH aupdtepwv tmv opddwv 1 o 2. Iapo-
uoiwe, dev Po€nure oo OTATIOTIRAG ONUAVTLXY
dLapod oe ropic TOQAUETEO EVTOS TG VITO-OUd-
dac MAZ g ouddag 1. Evtdg g vmo-ouddag
MAZX ¢ opddag 2 (n=7), mapateiifnxe onpa-
vy eddttmon oe ovotolxn (p=0.042) »ow o~
otolxy agthotomy mieon (p=0.026), AST (415
70 TS xoonynons évavit 29=2 U/L oy 8" epdo-
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nada, p=0.046) %o tvooviivy 0pov (17.3£2.7 €va-
vt 10.9+1.7 U/L avtiotorya, p=0.018). Ov ALT
(50«5 évavn 42+6 U/L avtiotowa), y-GT (69+18
évavtl 51+11 U/L avtiotorya) xon o deixtng HO-
MA-IR (5.1%1.0 évavn 3.1%0.6 avtiotouya) ehat-
tdOnrav, row o deintng QUICKI (0.31+0.01 évavn
0.33x0.01 avtiotowya) avgibnxre omv (O vmo-o-
uada, ahhd ov alloy€g Toug dev EpTacay OTo Emi-
€00 TNG OTOTLOTLRNG ONUOVTLROTNTOG.

Lugrjtnon

2 uelémn auty opotnenonxke ot o cuvovo-
OUGS Xouniig d60ong OmeLQOVOAAXTOVNS ROl PLTaui-
¢ E eiye evvoixry emidpaon oto enimeda tvoOuAi-
vng 0ot rat otov deintn HOMA-IR og aoBeveig
ue MAANH.

H eldttmon tov d0aoTirol aptELoxol yrov
paiveton Twg amotelel ®owvo TaBoUOLoLoYLRS TO-
7o 0g 0oBevelc ue ®lipEWOoN MITATOS KoL ROQEALOXT
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OVETAQXELD, AOY® OTAAYVIXHS OYYELOILULOTOMI|C
omv xipowon xoL eAATIOON TOU TEOMOOVUEVOU
1OQEOLAROU GYROU OTNV RAQOLOKY AVETAQHRELN, UE
omotéheoua T LEYEQON TOU CUOTHUATOS QEVIVIG-
QYYELOTEVOIVIG-OADOO0TEQOVNG OE OQUPOTEQES TLG
10T0.0TA0ELS. O VTEEAAdOOTEQOVIOUAS GAO RO TTE-
QLOOGTEQO AVAYVIQITETOL ¢ TAQRAYOVTOS %LVOU-
VOU YLOL WUOXALOOLOKY %OLL OLYYELOXT] (VOOOT] RO (Ol
unAn déon avtaymviotev ardootepdvng (25 to 50
mg/Mmuépa) €xouvv yonowuomowmbel ue emrvyion oe
aoBeveig ue ®adLoxy OVETAQRELN, ENATTOVOVTAG
™ OvnrétTa Twv acBevav autdv ®ueing pEow
EMATTMONG TNS UVOROQOLOMNG ROL Oy YELOKNG VO~
onc'2. H aAdootepdvn owEdvel T OuoOMEEVON
ROMOYGVOU OTOVGS LVOPAAOTES Ol OTO UULRG RUT-
TOQO. TNE ®OEOLAGS, UE aTOTEAEOUD. QUENOT TG (V-
oG ROl TS RAEOLOXIS VITEQTQOWIAGS, EVA) 1) OTEL-
QOVOAUXTOVY €UmtodiCel oUTHY TV OVATTUEN TS
woroedtomnc (voonc's. Extéc amé v gvvoiny
™G emidQaoN oty ®aEdLaxt| Aettovgyia, 1) OmELQo-
vohaxtovn €yel OelEeL vevpompooTatevTLny dpdon
ROTA TNV EYREQAMUN LOYALUio UETA AYYELOXO
EYREQPAMRG eTELOGIL0, UECW DLEYEQONG TNG OLYYEL-
oyéveong nat vevpoyéveone. H omelpovohaxtovn
emiONG ENOTTOVEL TNV TTapaymyr] EAeVOEQmV QLLV
oEuydvou (reactive oxygen metabolites) xau v
HUTTOQXY OITOTTMON XOTA TV LOYOLUio TOVv Q-
BdwTov muprval®X, Téhoe, €xer derybel oe mewpa-
notro enimedo Ot 1) OmELQOVOLARTOVY PeATLdIvEL
™MV NIoTky (Voo HECm TS OVOOTOMS TG EVEQ-
YOTONoNG TWV NTATUDV OOTEQOELODY RUTTAQMV
(stellate cells)?!.

Me Bdon ta magandvew dedouéva, amopaot-
oape vo deEdyovpe wa ®hvirr] doxuuny xoumiic
dd6ong omelpovohantovng (25 mgmuépa) oe ovv-
dvaoud ue Prrapivn E oe aoBeveic ue MAANH. H
UEAETN QT OITOTEAEL TNV TEWMTH TAYROOWIWS TOV
eEetdlel v emidQOON TG OTELQOVOMAXTOVIG OF
Proymuirég TOQAUETQOVS ROL OTNV LVOOUAVOOLVTI-
otaon aofevav ue MAANH.

Ext6¢ amté tov onuovtivs Tov OA0 0TV LO0Q-
QO TOU AAOTOG, TO CUOTNUOL QEVIVIG-OYYELOTEV-
olvNng-oAd00TEQOVNG POIVETOL VO EUTAERETOL RO
omv woovhwvoavtiotaon> %11, Melétec in vitro €-
youv deiEel Gt 1 ahdooTEQSVY CEAVEL TNV LVOOV-
Mvoovtiotaon og MroxittaQa, UEoW TG EEUQTM-
uevNg amd g eAevBepeg piteg 0EVYOVOU amoddun-
O1Ng TOVU VTOOTRWUATOS TOV VTTOJOYED LVOOUAIVIG
(insulin receptor substrate [IRS]-1 nou [IRS-2] noun
uéow avEnong g éxpeaong mRNA eviipmv yAv-
noveoyéveonc???3. In vivo peléreg €xovv emiong

deiEeL OTL 0 ATOUAELOUOS TV VTTOJOXEWV TV OAOL-
TOXOQTIXOELODV PBEATLOVEL TV LVOOUMVOOVTIOTOL-
o2, ‘Onwe mpoavagpspdnxre, o Wada #at ouv. §-
del&av mpdopata yuo TedT oEd GTL 1) OTELQOVO-
AoxTovVn BEATLOVEL TNV NTTATIXT] OTEGTMON, TLOAVE-
TATO LEOW EAATTMONG TG LVOOUALVOOVTIOTAONG KOl
e NaTrc eheypoviic. Emiong, o Noguchi xau
ouv. €0elEav OtL 1 ETAEQEVOVY, EVag EXAENTIRAG
oVTOYWVLOTHS TOU vitodoy€a g ahdooteQovng,
ToQeUTodoe v eEEMEN mEOg Motk (Vo o€
TELQOUATIXO LOVTELO 0ovEaimVy ue MAX, mbove-
TATA UECW THE ROTUOTOM|S TG EVEQYOTTOIMONS TMV
NTOTUDV AOTEQOELIMV HUTTAQWV RO TNG VEOOY-
yelwonc?.

AEiCel va avagebet 61l o aobeveig pue mow-
ToraOn vrepaldootegovioud €xouvv Poebel avgn-
uéva emimeda Lvoovhivng opoU xou Tov deixtn HO-
MA-IR, xou ehattouévos o deintng QUICKI ov-
YROLTLRAL UE VOQUOTOOWROUG NAQTUEES. MEeTd Y001 -
ynon ometpovoraxtovng (50-300 mg/day) 1j eteo-
mhevEn emvemELdLEXTONT], TG00 1 LVOOUAiV) 0000
600 nrat ot deintec HOMA-IR »ow QUICKI ema-
viiAOav Taxéwe oe guotohoyrd enimeda’’. EmuAg-
ov, un drapnrrot, un cayvoagrol aobeveic pe Qu-
oLoroyLrd Moo 090U ®ow TewTomadY] vrepaido-
OTEQOVLOUG €XOVV UEYOATTEQY LVOOUAMVOOVTIOTAON
%o vPnAteEn ovyvotnta. MAANH cuyxortind pe
VOQUOTAOHOUS HAoTUEEC™.

H evvoinn emidoaon g OmeLQOVOAURTOVNG
oV woovhivy xou otov deixtn HOMA-IR aofe-
vav ue MAANH ntav maoduola e ouT] o ovo-
rowmOnxe and tov Wada zau ovv. og povtého mo-
viot pe Stapit MAANHD. TMapdha avtd, n
emidQAON TG OMELQOVOLAXTOVIE OTOL Emtimeda YAv-
%©OING 7o Twv Mmdimv Tov 000U dev 1jTay Tos-
uolat Ue TV mepLypapouevn artd tov Wada xow ouv.
O duapopeTivot 0doi xnar dGOELS XOEYNONS TS
OTELQOVOMOXTOVIS UTTOQEL Vo EVOTVVOVTAL HEQLRMG
v TG OLapoEs owtég. o ovyrexpuuéva, o Wada
%Ol OVV. yonowonoinoe 16 mg/kg omelpovoranTO-
VNS TV NUEQQ, XOONYOUUEVT UE VTTOOOQLO EUPU-
tevpal. Me 8edouévo 6t to uéoo Paoog Tmv acde-
vov pag frav el ta 90 kg, wo avdloyn ue tou
Wada »at ovv. uéon déon Ba frav 1.440 mg, n o-
mota Bo Nrav oAU ueydin yuo xAwvixy doxiur] gd-
ong II. Entong, wa mepiodog 8 efdouddmv umopel
va elvol ETTALOXNG OF TELQOUOTIXO LOVIEAOU TOVTL-
70U, Gyl OGS ®atL OToV AvOQMITO.

Yrdoyouv mohl weQLOQLOUEVO. dedoUEVL Yol
™V €RX0QON TG OTELQOVOLAUTOVNG OTOL ETITESL
LVOOUAIVNG, YAUROTNG ®ow Mtdimv 000U aoBevdv
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ue ovvdpouo wvoovhvoavtiotaons. H orelpovola-
utovY, eEautiag ®xvplmg ™g avilavdoydvou dod-
ong g, €xeL ®uplwg ueletndet oTo ovvdpouo mo-
Mnvotur®v wodnudv, to omolo Bewoeitanr wg 1
OUUUETOYN] TV wOoBN®DV 0TO GUVOQOUO LVOOUAMVO-
avtiotoonc. Ze plo TEAoQATY TUYOLOTONUEVT UE-
Aém, o ouvdvaoudg omelpovoloxtdvng (100 mg/
Nuépa) #at eBvulMxric oLoTEadLOANG/0EeriS ®L-
TEOTEQOVNS 0dNYNoE 0 onuavtky AATTOON TG
woovMivng 000U o Tov deivty HOMA-IR?. Ia-
poouoiwg og AAN pelé, n 12unvn yoE1ynomn omel-
povohontovng (100 mg/day) ehdttwoe onpoviird
wvoouhivn zaw HOMA-IR og vrépfapeg yuvaixeg
e oUvOOUO TOARVOTIRGY woONrHV.

H enidpaon g omelpovolantdvng oto. emnime-
00 YAurAIng xouw Matdinv 0Qov TaQaUEVEL QLULAE-
YOUEVT. ZT1 (it Ao TLG TQOUVOPEQOUEVES UENE-
16¢%%, 0 CUVOVAOUGS OTTELROVOAAXTOVGS %o EOLVL-
MuNGS 0LOTEAOLOANG/OEE LTS ®UTEOTEQGVNG EAATTM-
o€ onpovtird v oxy ®al LDL-xohnotepdhy, al-
MG dev elye emidoaon ot HDL-yolnotepdhn nan
oto. TELYAUREQIOL 000V, ZTNV GAAY TOOOVOPEQ-
Oeioo uehém, n omelpovolantdvy dev elye nouio
emidpaon o€ YAurOTn xow YoAOoTeQOAN, ahhd eNdT-
TWOE TO TOLYAUXEQIOLD 000V, e GMMES UEAETES, N
xoonynon omretpovohoxtévng (100 mg/day) dev ei-
x€ noulo emxidpoon og yAuroln ®al Midio aobe-
VOV (e oUvOOo o ToAMHvoTROY wodrdv3! v mow-
TomaOn apmorany viréptaon2. Ot SLagpopEg oToug
TAMNBVOUOUS OTN OLAQERELD TOV UEAETWV HOL OTY
OUYX0ONYNON GAADY PaUaKr®V WToEel va evduvo-
VTOL YLOL TOL OVTLQOTLXA OUTA ATOTELEOULOTAL.

H omewpovolantovn oe aoBeveic ue A2 €yel
ueketnOel vvplmwg yiow v guvoiry g enidpaon
om dwapnuny vepoomddera’>3, Tlapdha autd, to
dedopéva yua T petafohnt] exidoaon g OTELQO-
vohartovng oe aoBeveic ue A2 elvol TeQLOQLOYE-
va. Z€ (ot 3unvn Tuxolomomuévn LEAET, M OTEL-
povoraxtovn (50 mg/day) dev elye nauia enidoaon
ota emimedo yhwrolng, Amdiwy, tvoouhivng xa
otov deixtn HOMA-IR aofsviv pe ZA2 emmhey-
uévov ue dapnriny veqpoomddeia®, alld n Srafn-
Ty vepomddelo umoel vo eumAéxetan oty ®d-
Bapon g tvooulivng, og avtiBeon pe aobevelc ue
MAANH 1} 0:9v300U0 TOAMXUOTIRMY WOBNKMV %ot
QUOLOhOYLXY VEQQELXRY AgLtovyia.

M tdon Pehtioons tov nratay eviipnmy
mopatnEOnxe omv viro-opndda ue MAZ g opd-
dag mov €hafie cuvdvootny Beparteia e OTELQO-
vohantovn xau Prrapivy E. ‘Oco yvwpitovue, dev
vItdyeL GAAY uehétn mov va diepevvd v emidoa-
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01 TG OTELQOVOAAXTOVNG OTLS TQAVOOULVAOES O-
0V aoBEVAV UE LVOOUAMVOOVTIOTAON. € TELQOUOL-
TLRA HOVTEADL 0QoVRaimV e Ntk PAAPN amd di-
ueBUA-v8GEYVEO% | D-yakaxtoLouivy®’, n onel-
ovoAraxtovn eldttwoe v ALT.

Zmv mogovoa pehé, o deivtng HOMA-IR
ehaTtIBNRE onuovTKd OTHY Opdda TS CVVIVOOTL-
g Bepameiag, evd o deintng QUICKI eiye wo td-
on mEog awEnon (tov onuaiver emiong Peitioon
™S LYOOUALVOVTIOTOONG), XWOIS OUmS va QTdoeL
10 €{medO TG OTATLOTLXIG ONuOvVTLROTNTAS. AUTG
dev elval mapddoto, dedouévou STl €xeL avopep-
Bl 6L naw oL dvo deivteg HOMA »onw QUICKI pe-
TEOUY 1rovomomTxd v woovivoavtiotaon &7,
oMG deVv ToREYoUV TV Bl AP TANQooia
YU vy, dAadn expedlovv dtooeTinés Apelg
e woovhvoavrtiotoongs.

H mopovoo puehétn €xer ndmolovg TeEQLOQL-
opovg: Kat’ agydg, n emtdoaon g aywyig omy
vooulvoavtiotaon Ogv atoTeAOVOE TOV HUQLO
oxromd e uehétg. To delyna elvan oxeTind wxo,
TOQOTL OL OUADES NTAV RUAD OVILOTOLYLOUEVES, TO
omoio elvar hoywo, dedouévou ot | perét eivon
pdaong II. Téhog, oL aoBeveic dev vopAOnrav oe
emavolmuxy proyio, dedouévou 6t 1o ddoTnua
v 8 efdonddwv Bempeltar TOAI UrEO ®oL VITAQ-

¥EL MBS Timua.

TuumeQdonata

Evvoixy enidpaon tov ovvduaouov g omeL-
povohoxtovng »au Prranivng E mapatnondnre oe
aoBeveic ue MAANH ot puehét avty], opethdpe-
1 nupimg ot ddoN TS OTELROVOAUKRTOVNC, dedo-
uévou Gt avtiotoryn ehdttwon dev vmipEe oty
opddo mov €hafe wovobepameio ue Prranivy E.
Meyoahiteng »hipoxog ®hvixy doxuun elvor amo-
oaltny, TEOxELUEVOL va emLPePoumBel av 1 omel-
ovoraxtovn Bo wropovoe vo amotehéoel Bepa-
mevtny aywyn oe aobeveic ue MAANH. Av emi-
Pepormwbel T N OTELQOVOAAUKTOVY EYEL AVTL-PAEY-
ROV ®OL aAVTL-LVOTIKHY dQAoN OTO NI, TOQO-
uoLo. ue owtiiv mov €xeL 0to pvoxdedoto, Bo umwo-
0V0E VO ATTOTEAEDEL ULOL OUOLOLOTLRY] HOLL OLXOVOLL-
%1} emAoyn yia toug aoBeveic ue MAANH.

Abstract

Polyzos ST, Kountouras J, Zafeiriadou E, Patsiaoura
K, Katsiki E, Deretzi G, Zavos Ch, Tsarouchas G,
Rakitzi P, Slavakis A. Effect of spironolactone and
vitamin E on serum metabolic parameters and in-



EMaywvind Awafyroloyind Xoovixd 25, 1

sulin resistance in patients with nonalcoholic fatty
liver disease. Hellen Diabetol Chron 2012; 1: 45-52.

Aim: The renin-angiotensin-aldosterone system
has been implicated in the pathogenesis of insulin resi-
stance and nonalcoholic fatty liver disease (NAFLD).
The beneficial effect of spironolactone in a mouse
model with diabetes and NAFLD has recently been
reported. The main aim was the effect of spironola-
ctone on serum metabolic parameters and insulin re-
sistance in patients with NAFLD. Methods: This study
includes preliminary results of a single-center rando-
mized controlled trial of treatment with vitamin E
(group 1, ten patients) versus spironolactone plus vi-
tamin E (group 2, ten patients) in biopsy-proven
NAFLD. Serum transaminases, lipids, potassium, so-
dium, glucose and insulin were measured and homeo-
static model assessment insulin resistance (HOMA-
IR) and quantitative insulin sensitivity check index
(QUICKI) were calculated before and eight weeks af-
ter baseline assessment. Results: Insulin was decrea-
sed within group 2 (15.3%2.7 at baseline vs. 10.3+5.0
at week 8, p=0.013). Although no difference in gluco-
se was observed, HOMA-IR significantly decreased
(4.4%0.9 vs. 2.8%0.5 respectively, p=0.047). QUICKI
was increased, but not statistically significantly. Con-
clusions: Spironolactone and vitamin E combined the-
rapy seems to exhibit a favorable effect on serum insu-
lin and HOMA-IR in patients with NAFLD. If valida-
ted in a large-scale clinical trial, it may prove an inex-
pensive therapeutic approach for the management of
NAFLD patients.
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