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ITeeiAnyn

Eicaywyn-Zkomndg: O Adyoq Aertrivng/adinovektivng (A/A) €xel
npdéopara mpotabel wg aveEdpTog TPOYVWOTIKOG Tapdyovtag
TOU TIAXOUG TOU €0W-HETOU XITWVA TNG KOWNG Kapwtidag 1600 ot
uytelg, éoo kat oe dapntikolg aobevelg. MapdMnAa, peletdral n
XPrioM Tou wg KAviIkoU Selktn abnpookApwong oe aobeveig e dla-
BTN TUMoU 2. ZKomdg NG Napouoag YeAETNG MTav n dlepelvnon TNG
ox€ong Metagu Tou Adyou Aertrivng/adimovektivng (A/A) kat Tou 10e-
ToUG Kapdlayyelakou KivdUvou TipLv Kat 6 priveg Petd tnv évapén v-
ooulvoBepareiag. AoBeveig kai MEBodol: T PeAETN evtdyOnkav
OUVOAIKA 45 aoBevelg mou elxav dtafritn turou 2 (26 dvdpeg, 57,8%)
pe pégo 6po nAikiag 64,7+9,8 xpdvia kal péon didpkela dapnit
12,2+6,9 xpdvia ou napakoloubouvral oto EEntepikd Alafntolo-
YO latpeio g A’ MponadeuTiknq Mabohoyikriq KAwvikrg Kat otoug
oroioug T€Bnke €vdel&n €vaping wvoouhivobepaneiag AOyw Kakng
YAUKQIUIKAG puBlong. e kdBe acbBevry petpribnkav ta ermimeda
HbA1c, Arudiwv, Aemtivng kat adinovektivng otov 0pd Kal UrtoAoyi-
otnke o 10etig kapdlayyelakdg kivduvog, Too Katd Tnv &vapén 6co
Kal katd To MEPAg TG HEAETNG.

AnoTteAéopara:
MeTtaBAntég ‘Evapén 6 prjveg perd p
AMZ (Kg/m2) 26,7+5,6 28,1+5,9 <0,001
Hbalc (%) 9,98+1,7 6,9+1,5 <0,001
OAIKY] XOANOTEPOAN

(mg/dl) 205,3+43,1 192,9+51,9 0,009
TpyAukepidia (mg/dl) 187,5+119,6 139,9+67,7 0,001
Aerttivn (ng/ml) 10,44+8,57 15,92+11,75 <0,001
Adrovektivn (ug/ml) 13,34+8,59 17,85+11,41 0,027
Noyog NV/A 1,3x1,6 1,9+3,3 ns

Alaruotwenke eniong onuavtikyg peiwon tou 10eToug KivdUvou
Bavatedpou kat un Bavarnpdpou orepaviaiag véoou (33,4+17,5 vs.
23,2+14,8; p<0,001 kau 27,1+16,1 vs. 17,5+12,7; p<0,001, avtioTol-
XQ). Aev mapampribnke kapia cuox€tion PeTagl tou Adyou A/A kat
Tou 10eToUq kapdlayyelakou KivdUvou, TOoo Katd Tnv évapgn tng Je-
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AéTNgG, 600 Kal 6 Urjveq PeTd. Zupmepdopara: Xy na-
pouoa peAEt, o Adyoq A/A Bev OUOYKETIOTNKE e TOV
10eTr| kKapdlayyelakd kivduvo oe vaoulivoBeparneud-
pevoug acBevelq pe XA Tdmou 2. Anatteital meparépw
€peuva yla Tnv TeKunpinaon mg xperiong Tou Adyou A/A
WG aBNPOTKANPWTIKOU JelKTN 0NV KAWVIKY) TIRAEN.

Ewayoyn

O ooy 0ddng drofimng (ZA) aviirpoowey-
€L o taBoloywr] ratdotoon pe Wiaitepa avEn-
UEVO RaEALOYYELOUO RIVOUVO, YEYOVOS TTOU 0dNYN-
0€ OTOV Y0QOXTNOLOUO TOU MG LOOOVVOUOU OTEQA-
viaiag véoov!. Suyrexouéva, ou Stafnmrol aode-
Velg TaovoLdlouy TELTAGOL0 %{vOUVO OvAmTVENG
00NEoorMNEOTIHOV PAAPOV %L EUPAVIONG ROQ-
OLayyELORMY  CUUPAUATOY, OO EUPOOYUO. TOU
WoraQAloY, ayYELOXS EYREPOMRS ETELOGOLO RO
TEQUPEQLHY OYYELOKHY VOO0, OE OYEON UE TOUS Un
dwapnunoic®. Emurhéov, oL ®aodtoyyeloméc autéc
ETUTAORES QTOTELOVV TNV RVOLOL QUTICL VOOTIQOTHTAS
nan Ovnrémrag otov StafnTxd TAnbuoud’.

Ou petofolxég duatapayeg Tov TaQOTNEOU-
VIl oTov ZA €VOYOTOLOUVTAL YLl TNV TTEOXANON
ayyewoxiic duohertovpyiag, BEtovtag Tovg drofni-
%0U¢ aoBeveic o VYNAGS xivduvo yia TV avamTugn
afnooorhjowonct. Tlapdhnha, 1 mhelovémto
TV SLafNTrav aobevdv Timov 2 eivor vTépfagotl
%o, 0TS VoL YVOOTO, 1) TOXVOUQKRI0 OYETICETOL
ue v afnomuatoyEveon?.

O MItddNg 10T6g autotedel onuUavTiRG EVOORQL-
Vo 6QYavVo, T0 OO0 TEQO 0TS TOV ®UELO QONO
Tov oV amoBixevon Almovg, exxpivel TAnBda
OQUOVHIV %L TQWTEIVIRWDV TAQAYOVIWYV, TTOV GUVO-
Mxd ovoudfovror adutoxrives-Mmoxriveg (adipoki-
nes)®. Ou dvo onuavtndrepeg adutoxiveg, n Aemti-
VI ®OW 1) OOLTTOVEXTIVY], CUUUETEXOUV Ot QUOULON
™C RAQOLAYYELOXNS, UETOPOMNUIG KA EVEQYELONRNS
OUOLEOTAONE TOV 0QYAVIOUOU.

Ewdwndtepa, n Aemtivy dpa dueoa o€ g1dinoug
vrroBohapurovc vevpaveg, uBuilCovrag v Tedohy-
Ym ToOQHC o ™V eveQyelny ratavdioon®. to
vtéQPapa dtopa To emimeda AETTIVING OTO TAGOUOL
elval awENUEVA 1oL TAEOVOLALOVV LoYVEY CVOYETL-
on UE TO OWUOTIXO PAQOS %L TO TOOOOTO CMUOLTL-
#oU Mmovc”. H vrephemuvoupion vty avtovoxdd
Oyt uovo v avENuEVN Atddn udto tov ogyavi-
opov, adhd now TV avAamTuEn vroBolopurng ovi-
otaong om dpdon mc’. Ta vymhd emimedo Aemtivig
eumAéxovial oty TafoyEvela Tmv oyeTtoUeEvVaV pe
TNV TO(VOOQKRI0L ETTAORWV KAl EXOVV TQOTAOEL g
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#0010y YELOHOS TapdYoVTOg ®ivdtivou'l,

H adurovextivy xatd xigLo Adyo dieyeipel v
0Eeldmom TV MMV 0EEWV 0TOVG UG RO TOV AL-
TN LOTS %KL ENATTDVEL TV NTTATIRY] VEOYAUHROYE-
veon'!. Tlapovotdlet yapanmELoTind Xounhd. emi-
meda. oto vEQPaa dtoua, TaEd TO YEYOVOS OTL
£AQIVETOL XOTA %UELO AGYO 0mtd ToV Mtdddn 1oté!2.
H vmoadurovertvaiuio oxetiCetar ue ovEnuévo
%®ivOuvo aBNEOCKRANQWTINIS ROQOLOYYELOHRNG VO-
oov3. AoBeveic pe otegaviaio v600 TOQOVOLE-
Covv onuovtird younhdtepa enimedo adLTOVERTI-
VNG O ox€on e avitotoyns nhriog xow delntm nd-
Cog odparog dropals.

H »otavoun tov emmédmv Aemtivng xow adi-
movertivng ota duvo uUla elvar mapduoia, xaBwg
T000 1 Aemtivn, 600 ®oL M AOUTOVEXTIVY] QVEVQI-
OROVTOL O QUENUEVES OUYREVIQWIOELS OTLS YUVOL-
#eC 0t oyEon ue Toug dvrpeg!>17,

Stovg daPnTrotc aobeveis ta emimedo Aerri-
Vg TowiMOUV ®Vplmg avdloya Pe Tov TOTO TOU
daprm, To @UAo naL To copaTrd Paeoc!®, eva ta
enimedo adumoventivng elvol XoQaxrTNOLOTIXA YO
unAa . Qotéoo, 1 TAELOVETTA TOV TOVOUQARWY
duafnundv magovoldlel vmeghemTivaiuio AGyw
aviiotaong ot dpdon e.

[Mpdopara, Toelg UEAETES TEOTEIVOUV TN XONON
Tou AGyou Aemrivng/adutovexrtivig (A/A) wg -
virov delutn abngooxiipmwong téoo oe vyuj G-
toua?’, 600 #aL oe 0.00evelc ue Srafifm Timov 22122,
Zug uehéreg autég o Moyog A/A ovoyetitetan eite pe
™mv ToUTTo TOV oQuUYILHoU kiuatog (pulse wave
velocity)?! eite pe Tov deintn mayovg E0w-ugoov yi-
tdvo tov rapwtidwv (Intima-Media Thickness
Index)?%22,

01600, TEOXEWEVOL VA TEXUNQLWOEL 1) onuo-
ola g ®Avirig xeong tov Adyov A/A, astoutovvion
7EQLO0GTEQES UeAETES O€ drafntirovs aobevels.

%005 TNG LEAETNG

Zromdg e maQovoag ueAémg ftav 1 OLeQev-
vnon g ox€ong petay tov Adyou Aemttivng/aduro-
vexrtivig now Tov 10etovg ®odLaryyelaxov ®iveu-
vou og duafnuroig aobeveic tomov 2 mowv o €EL
unveg UeTd v EvaEn voovhvobepameiog.

AoOeveig nar n€@odog

IMpoxertar yior wo mooomtinyy ueréty oty
omolo evtdyBnrov ouvolxd 45 aoBeveic ue duap-
™ Tomov 2 mov mpoonABoav oto EEwteound Awofn-
tohoyr6 Iatpeio g A’ Ipomaudevtinyig Ilaboro-
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vy Khviniic amd tov Zemtéuforo tov 2007 €mwg
Tov Mdgtio tov 2008 »ow otoug omoiovg T€Onne Ev-
0el&n €vapEng woovivobepomeiog AOYw ®amnig
yhvrouprig eUBuong (Hbale >7%). Ané tovg 45
aoBeveic, ov 26 tav avdpeg (57,8%), evdd n uéon
Nxria toug fitav 64,7+9,8 xodvia xal n uéon dide-
xnewo owaprjt 12,2+6,9 yoovia. Ouv aoBeveic dev
Boloxovtay vd aywyn pe avidiofnird dioxia 1
yAUrRO®0QTIHOELDY, 0BG €xel dlamotmBel GTL oL
BeLaloMOLVEDLOVES, EVEQYOTOLWVIOS TOV ETTOLYM-
véa Tov Yovidiov g adumovextivng, avEdvouy o
enimedo adurovertivnc?, evd ToL YAUROROQTIROEL-
& Seyelpovv v €xnprom Aemrivng?.

Se ndBe aobevn eMigBn TAjpeg atowxd xo
OLXOYEVELARG LOTOQXO, ®aTAYQdEN®E M Aaupovo-
UEVN PAOUOXEVTIRY aymy] ®ol neTe{Onna 1o Pd-
00G, TO MPOG, 1) TEQIUETOOS UEOTS, 1] OVOTOMXKY KO
olaotolMxy aTnELoxy mieon, Tt emimedo yAUrS-
Tng, HbA, , Mmidiwv, hemrtivig #ar adurovextivng
OTOV 000, TO0O0 KOTA TNV EVAEEN GO0 AL RATA TO
TéQag TN weAEng, €EL wijveg petd.

Ewdxdtepa, n uétpnom tov fdoovug €yve Ue €L-
dwr] Tuyapld axppeiog wor ue tovg aobeveic va
PoQOTV ghaupLd poUya., XwEig mastovtola. T Tov
TEOOALOQLOUS TG TEQLUETQOU UEONS, WG 00N YS ON-
ueto yonowwomouiOnxe o ougpards. H aptnoromiy
sieon vwohoyiomxre WS 0 HEGOS GQOC TOLWV UETOT-
OEWV UE VOQOQYVOHG CPUYUOUOVOUETQO OF HOOL-
ot 0éon, ue pecodaorijuarta 1-2 Aemtayv HeTaEl
TOV UETONOEWV.

O 7RO0dLOQLOUGS TOV PLOYNUMHOV TOQOWUE-
TowVv €ywve oe delynota aipuatog mov eljebnoay
netd amo 12mwemn vnoteio, petagy 8.00 xat 9.00. Me
g ouviiBelg Proynuirég ueBédovg vrroroyiotrov
1o emimeda yhurding, HbA, , olxiig xolnoteo-
Mg, ToryAurepdiov, yaunhic muxvémrag (LDL)
®nar vYniig muxvotntag Mrompwteivayv (HDL),
EVM Ol OUYREVIQWOELS AETTTIVIIG RO ALOLTTOVERTIVG
TEOCOLOQIOTNXROV UE QOOLOOVOOOAOYIRES UEDS-
dovg (RIA) pe ™ yorjon eWdrav kit tov epmopiov
(Linco Research, St. Charles, MO).

Emutpoofétmg, oe vdBe ao0evi| vroroyiotue
0 10etg ®adLoyyELandg ®IVOUVOGS UE ™) Y01 0N THS
vrohoyiotric unyoviic UKPDS (UKPDS risk
engine), 1600 xatd v EVIaEN Tov ot HeAETY, 00
%o EEL UNVES UETA. ZUYREXQLUEVCL, VITOAOY(OTHAV
o 10emg »ivouvog Bavatnpdpou xow un Bavatnpd-
pov otegaviaiog vooou rat o 10etig xivduvog Ba-
vaTneOoEoy ®al U 0avatneoQou ayyeLonoy eYre-
palrovy emelcodiov.

H otanouxn emeEegyoaoio tmv dedouévov

mporyuortomorjnxe ue to medyoauua SPSS v.13. Ou
TTOOOTIRES UETOPANTES EXPEATOVTOL MG UECOL GQOL
+ TUITIHES OTTOXMOELS, EVA OL TTOLOTIXES C TOCO-
otd. H avdivon tov petafordv tmv avBommouetol-
ROV OTOEIWV, TMV PLOYNURDV TTOQOUETOWV KO
tov 10et0Ug %aEdLoyYELOXOU ®RVOUVOU €YLVE 1e T
yxonon tov Paired samples t-test xow Tov avtiorouyov
un mapauetowoy Wilcoxon signed rank test. T'ua
oUyrQLon TV emmédwv Aemtivig, aduroverTivig
2oL T0U AOyou A/A PETAEU avOQMV AL YUVOLKGIYV,
T VO0QUMV KL U], XONOLUOTTOL|ONX®E 1 OToTLoTLAN
doxrpaoio Mann-Whitney. Q¢ enimedo otationniic
onuoavtdttag Bewendnxre to <0.05.

Amoteléopata

To agyrd XCQOXTNOLOTRA TOU VTG UEAETH
duafnurot AnBuopov ®oBdg ot or petaBorEg
TOUC OTO YQOVIXG ddotnua TV €EL VAV TaQOU-
ouatovron otov mivaxa 1. Suyrexouuéva, taQotnon-
Onxe onuavtng ehdrtmon tov emedov HbA,
(9,98+1,7 vs. 6,9%1,5, p<0,001), yAurdtng (222,3+
71,3 vs. 151,9%53,6, p<0,001), ohxnig x0ANOTEQOANG
(205,3+43,1 vs. 192,9%51,9, p=0,009) »ou torylune-
owiwv (187,5£119,6 vs. 139,9+67,7, p= 0,001), eved
o deilntng ndtog odpatog, 10 PAQog #ow M TEQiUE-
T00¢ U€ong awEndnxrav (26,7+5,6 vs. 28,1+59,
p<0,001, 72,2%+16,8 vs. 75,9%17,9, p<0,001 xow
97,3%14,5 vs. 100,35+14,5, p=0,001, avtiotowya).

Toa enimedo Aemrivig xow adutovextivng emi-
ong avEndnrav onuovuxd (10,44+8,57 vs. 15,92+
11,75; p<0,001 »on 13,34+8,59 vs. 17,85+11,41;
p=0,027, avtiotolya), evadd damiotdbnxe peimon
tov 10g100g #vdUvou Bavarngogou xou uy Bava-
™Moo otepaviatag véoov (33,4+£17,5 vs. 23,2+
14,8; p<0,001 »on 27,1+16,1 vs. 17,5+£12,7; p<
0,001, avtiotoya).

Agv ToQoTNEONXOY ONUOVTIRES SLOPORES WS
TEOG TH OUOTOMXY RO SLOLOTOMXKY] CLOTNQLOXY] TTie-
on, ta enimedo HDL #now LDL 1 tov 10em) %ivduvo
Bavameopou zar un Bavotnedogov ayyelarov
eyreQaMroU eneloodiov.

O Adyog A/A mapovoiooe avodwmij mogeia,
YXWOIS Sume 1 avEnon oty va @TaoeL To emimeda
onuavirdmrog (1,3+1,6 vs. 1,933, p>0,05). Aev
oot Onxe rouio ovoygtion petagld tov Adyou
A/A non tov 10gt00g ®odLayyeLoxoy %xivdvvou,
TG00 %OTd TV £VOEN TS LEAETNC, GO0 %ol 6 WVES
UeTd. QoT600, ROt 0TS VO YOVIRES OTLYUES, O AO-
voc A/A ovoyetioTne onuaviivd ue Tov deintm ud-
Cag odUOTog, To omUaTRe BAQog ®oL TV TeQine-
100 néong (p<0,001 yia Sheg TG GUOYETIOELS).
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IMivoxrag 1. Xapoxtmotouxd tov vrd pekém drafnurod tinbBuouot oty €vaptn g uehég xat 6 wjveg pnetd

Merapintég “Evagén 6 pijveg petda p
Bdpog (Kg) 72,2+16,8 75,9+17,9 <0,001
ITepiuetpog péong (cm) 97,3x14,5 100,35+14,5 0,001
Svotolxt] agmotoxy tteon (mmHg) 134,7+21,3 137,7+21,5 ns
Avootolxn apmotaxty tieon (mmHg) 80,7+14,4 78,5+12,7 ns
AMS (Kg/m?) 26,7+5,6 28,1+5,9 <0,001
Thx6tn (mg/dl) 222,3+71,3 151,9%53,6 <0,001
Hbalc (%) 9,98+1,7 6,9+1,5 <0,001
OMxn xoAnotedhn (mg/dl) 205,3+43,1 192,9+51,9 0,009
TotyAvrepidia (mg/dl) 187,5+119,6 139,9+67,7 0,001
HDL (mg/dl) 51,36+15,6 52,07+16,2 ns
LDL (mg/dl) 117,38+36,3 111,9%31,7 ns
Aemtivy (ng/ml) 10,44+8,57 15,92+11,75 <0,001
Adwrovexrtivn (ug/ml) 13,34+8,59 17,85+11,41 0,027
Adyog A/A 1,3%£1,6 1,9+33 ns
10gmig »ivduvog Bavateépov otepaviaiog véoov (%) 334x17,4 232+14,8 <0,001
10etig »ivduvog Bavamepdoou otegpaviaiog vooov (%) 27,1+16,1 17,5€12,7 <0,001
10etig »ivduvog Bavatpdogou ayyelanoy eyrepoirot (%) 18,2+13,3 18,1139 ns
10etg »ivduvog un Bavatngdov ayyelaxol eyrepairot (%) 2,619 2,723 ns

ITapopotmg, ®ow oTg dVO YEOVIRES OTLYUES, TA
emimeda AemTIVIG TAQOVOIOIOOY ONUAVTIXY] OVOYE-
Tion ue tov delntn palag owuarog (p<0,001), to
ocopatrd Pagog (p=0,008), v mepiuetoo nuéong
(p< 0,001), ta emimeda olnng xOoANoTEQOANG
(p=0,023) »ow HDL (p=0,038), evdd 10 emimeda
adurovertivng pe tov delntn udtog odporog (p=
0,043), to owuatnd fdoog (p=0,001), Thv meplue-
100 uéong (p= 0,027), ta entweda HDL (p=0,003)
»naw LDL (p= 0,003). Kauio ovoyétion dev mago-
™mENONxe pneTaEl Twv emmEdwy Aemtivng 1 aduto-
vextivng pe tov 10et) xopdioryyeland xivduvo.

Q¢ mEog ™V emBEAON TOU PUAOV OTIS VIO Ue-
Aétn uetaPAnTég, oL yuvaireg elyav vymidtepa emi-
meda hemtivig (Zy. 1a) nan adurovertivig (Zy. 2a)

a B Evapen
W 6 prjvec petd

25

23,26

20

10,57
7,61

Enineda Nemtivng (ng/ml)
>

AVTPEC yuvaikeg

0€ OY£0M UE TOVG AVTRES, TO0O Otnv 0y (Aemtivn:
14,3+8,77 vs. 7,61£7,36, p=0,001 — adutovexrtivn:
15,86%x8,37 vs. 11,5£8,45, p>0,05), 600 »nou oto Té-
hog g uerétng (hemeivn: 23,26+12,81 vs. 10,57+
7,35, p=0,001 — adwwoventivn: 18,27+14,11 vs.
17,54%9,25, p>0,05). Emuthéov, xar o Adyog A/A
(Zyx. 3a) fjrov ueyoliTEQOG OTLG YUVAIRES O OXEDT
e Tovg dvroeg (évapen: 1,5+1,8 vs. 1,2+1,4, p>0,05
ro €EL wveg uetd: 2,7+4,2 vs. 1,325, p=0,011).
O mayvoagror aoBevelc (AMZ=30 Kg/m?)
magovotaooy vpnidtego enimeda Aemtivng (Zy.
1B) (évogn: 20,22+9,48 vs. 7,99%x6,41, p<0,001
%o €8 wjveg petd: 24,16+£11,81 vs. 12,58 +10,09,
p=0,002), yoaunrdtepa enimeda aduwovertivig (Zx.
2B) (évopen: 10,25+4,89 vs.14,11£9,19, p>0,05

8 B Evapen
W 6 prvec peta

24,16

Emimeda Aerrtivng (ng/ml)

AMZ>30

AMZ<30

2. 1. Eximeda demtivig (uéoot dpot) 1600 xatd v évaoln tne uelétns, 600 xat 6 uijves UeTd o) o€ Avtoes xaL yv-

vaixes, f) o€ Tayvoaxrovs xatl um.
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B £vaptn
B 6 prvec peta

25

20

Enineda adimovektivng (ug/ml)
>

AVTPEC YUVOIKESG

B tvapén
B 6 prjvec peta

18,23

16,9
141

10,25

Enineda adumovektivng (ug/ml)
=

AMZ230 AME<30

2. 2. Enimeda adimovextivng (uéoot 6pot) T000 xatd tnv Evaesn tne ueAETns, 600 xal 6 urves UETA ) O AVTQES %Al

yvvaixes, B) oe mayvoaoxovs xat un.

B Evaptn
B 6 prjveg petd

Q

354

25

15

05

Noyog Aemrtivng / adumovekTivng

AVTPES yuvaikeg

B ] ‘Evapén
B 6 prjvec petd
4
I 351 3,17
= 3
£ 2,69
3 25+—
5
§ 2
;é 15 1,39
E 0,98
2 14—
v
g 05+—
-
<
0
AME=30 AME<30

2y 3 Adyos Aemtivicladimovextivys (uéoot opot) Tooo xatd Ty Evaén Tne UeAETns, 000 xai 6 uIves UETd a) O€

Avrees xai yvvaixes, ) oe mayvoaoxrovs xal ui.

now €L uveg uetd: 16,9+11,94 vs. 18,23+11,36,
p>0,05) xow peyoritepo Adyo A/A (Zy. 3p) (€évap-
En: 2,723 vs. 0,9+1,1, p=0,003 nan €EL urjveg pe-
td: 3,2+4,9vs. 1,4+2.3, p=0,015) oe ox€on pe Toug
un moioaprovs aobevelc (AMZ <30 Kg/m?).

Lvtienon

O caxnyapwdng drapritng yopaxrtniletal oo
aENUEVO 1ivoduvo aBnpooxriiowong xou rodLary-
yelannic véoov!. Ilapdhnha, ovyvd cuvumdoyel pe
TOYVOAEKIO, TOU %L OQUTH UE TN OELQA TG OUU-
Bairer otV 0ONQOUATOYEVEDT KOL TV EUPAVLOT|
20Oy YELOHRDY CUUBAUGTOV.,

H Aemtivn zow n aduwovextivn, or 000 nigLeg
OQUAVES TTOU EXXQIVOVTAL ATtO TOV MITdddN L0To, Oe-
wEoUvTow 6t dradpapatiCovv onuovtve Ao ot
eUBuon ™S ®oEOLOYYELOXNS RO UETAPOMRIG
opotéotaong Tov ogyaviopov’. EWdwdtepa, n Ae-
wivn dieyeilper v mapaywyr] ehevBEgmv QLLav
0Euydvou, evOoOnAivig-1 xaL XNUELOTOXRTIXYG TTOM-

teivng TV povorvttdpmv (Monocyte Chemoattra-
ctant Protein- MCP-1) ant6 1o evdoOnhand witto-
Q0 TOV LY YELOHOU TOLYDUATOS, AAMGE RO KLVNTOTTOL-
el Tov mohamhaotaoud Touc™ 28, Tro Aelo pwoind
nittoQa, evepyomoldvrag v p38 MAP (mitogen-
activated protein kinase) #wvdom, ovBuiCel ) pueta-
VAOTEVON], TOV TOAOTAOCLOOUS KOl TNV VITEQTQO-
@la Tov xuttdowv?. TIapdhnAa, HELOVEL TV aQ-
mowoxtj Sroraoudmra’, dieyelper ™V Exnplon
mpogieyuovodwv (TNF-a, IFN-y, IL-2, IL-6, IL-
12, IL-18) now ®OTOooTéMAEL TV TOQOYWYY CVTL-
pheypovodav rutoxwvayv (IL-4, IL-10) and ta po-
®nooQdya, ta ovdeteopLha xoL ta T-Aeupoxritra-
00132, auEdvel T OUOOMEEVON TWV CLUOTTETCL-
Mwv, euvodvrog Tov oynuations Bpdupou® xou dti-
eurohivel v evamdBeon aAdtwv aofeotiov oto
ayyeland Tolymuat. Axdun €xel avagepel dueon
OVOYETION TV eMITEdWV TS ue To. emtimeda g C-
avudpwoag mowteivng (CRP)®. Emouévac, 1 Ae-
qtivn emneedlel ) Aettovgyion AWV TwV oyyeLo-
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ROV RUTTAQWYV, EVEQYOTTOLEL PAEYUOVMIELS UNYALVL-
ouovc® xow ovppetéyel o Sha Ta otddia abno-
OxMOWONG, a6 T dMULOVEYIL KL AVATTTUEN TS
aOnomuoaTieig TGOS UEYOL TV aoTdBeLn ®aw O1f-
En ™, ue mv emaxdlovdn Bpdupwon®>37 (Iliv. 2).

H adurovextivy mapovotdlel aviiofnomuoto-
YOVES ROl OVILPAEYUOVADOELS OQAOELS OTO AyYELX-
%6 Tolywuad. Svynernouéva, ®oTaoTtEAEL TV €x-
%OLON MoEimV TEoorGAANONS, O6mtwg E-oghextivy,
VCAM-1 (vascular cell adhesion molecule-1) »ou
ICAM-1 (intracellular adhesion molecule-1), amd
Ta evdobnand xittapa, UEOM OVOOTOMG ™G
gvepyomoinong tov muonvirov mopdyovia xB
(NFzB)*, mapewmodiler tov molamhaoiaond
touc® nau Sieyelper v mapaywyy povoEeldiov
tov atdtov (NO) uéow evepyomoinong g evdo-
Onhantic ouvBetdong Tov povoEetdiov Tov alwtov
(eNOS)*. TTapdAha, avaotéder Tov moAasTha.-
OLOOUG %O TN UETOVAOTEVON TV AElV LUKV KUT-
TdQWYV, UECW 0OQEAVOTOMONG TOTHWDY CUENTIXMDV
QALY GVTMV, OTIWE O OLUOTTETOAMOXAGS QUENTIRAS TTaL-

IMivoxrag 2. Apdoeig hemtivng

1 Kutorivav mov mpodyouv gAeyuovi

J AVTLQAEYLOVOIWV HUTORLVADV

 CRP

1 Agmolanig mleong

Ayyeloyéveon

Metavdotevon xot ToMATAAOLAOUGS AEIMV VTGV ®UTTA-
oWV

Enaopéotwon xon | drotaoudtntog aQmmoLdv

odyovrag BB¥43, nou enmodiCel tov oynuatioud a-
PEWAMV KUTTAQWYV XRABMS EAATTWVEL TNV EXPOOON
TV €0V VTodoyEmv emipavelag (scavenger
receptors) Twv yYELOHMY OXRQOPAYWY HOL ETTOUE-
VOIS TN OVOOMEEVON Aitovg evidg avtdv*. Emumhé-
ov, Oleyeigel ™V mapaywyy] tvteghevxriving 10, m
0OTol0L LECM TAQOYWYTS TOU LOTLHOU OVOLOTOAEX TMV
netarhompwreaowv-1 (Tissue Inhibitor of metallo-
proteinases -1, TIMP-1) dpa otafepomomtind oty
afnomuatin mhdxa®. lpodogota, €xel avagpedel
%O GAUECT] ALOVNTLRY OUOYETLON TV ETTEdWV TNG UE
1o eminedo me C-avudowoag mowteivng (CRP)*.
Emopévmg, n adumovertivy, Ommg ®ou 1 Aemtivy,
eumAERETOL OTNV 0lBnomuatoyEveon xal otabego-
monon g adnowpatiric mhdract’ (Iiv. 3).

e dafmTvovg aoBevelc 1600 M VITEQAETTL-
vauuio®®, 600 #an M vrroadurovexrtivauiot® €xouvy
OUOYETLOTEL UE TNV EUPAVLON OTEPAVLOLAS VOOOU.
ITpdogata, dvo puehéteg vrooTneiCouv ™ Yo
Tov Adyov A/A wg deixtn abnoooxhijomong oe
aoBeveic ue daprm timov 22122, Suic ueléteg aw-
T€g, dmoTAON®E ONUOVTIRY CVOYETION TOU AGYOU
A/A 1600 pe TV TOXUTNTA TOV OQUYILROU ROUATOG
(pulse wave velocity)?!, 600 #aL pe Tov deintn md-
XOUg €0m-uéoov yrrava tav xapotidwv (Intima-
Media Thickness Index)?>.

SV TaEovod UEAETN YO TEWMTY oD Ole-
oevviiOnxe 1 ox€on petaty Tov Adyou A/A xat Tov
10eT0vg ®opOLyYELOROU RIVOUVOU OF dLoPnTirovg
aoBeveic Timov 2 moLv ®raL 6 WiVES petd v €voQ-

IMivoxrag 3. [Tpootatevtinég 00doeLs adLTOVERTIVIG OTO ayYELOXS Tolmwura

EvdoOniiaxt dvoherrovpyia

Anpoveyio zow eEEMEN

P1jEn mhdxag xau

afnoopatixig Thdrag Booupmon
' NO | ICAM-1 | oynuotiopoy agpomdav 1 TIMP-1
HUTTAQMV
1 eNOS | VCAM-1 | o&eidmwong LDL | aovg vidovg rdpoag
| amémrwong evdobniandv
RUTTAQWV | E-oghexntivy | moMamhaoiaouot Aetmv | ovoodpgvong

| mapaywyng ehevBépmv
oLLav oEuydvou

| NF-xB

| TNF a »ou IL-8
| €xpoaong vrodoyEmv
scavenger timov A
OTO LOXQOPAY L

UUTRAV HUTTAQMV
| uetavdortevong helwv
UUTREV HUTTAQMV
1 IL-10

QLpLoTETOAWY
| oymuatiopot Bpdupov

NO: povoEeidio tov alitov, eNOS: evdobniiaxij cuvBetdon touv povoEetdiov tov alitov, ICAM-1: evdoxuttdoLo néoLo
1ooxSANong-1, VCAM-1: uéoLo mpoordiinong ayyeloxdv xuttdomv-1, NF-»B: muonvirde mapdyovtag xB, TNF a: ma-
pdyovtag vExpmwaong Tov Gyxov a, IL-8: wtephevrivy-8, LDL: yauniig muxvémrog Mrorpwteivy, IL-10: wvrephevnrivn-10,

TIMP-1: 1otxdg avaotoléag petaAhomomteaoav-1
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En woovhvobBepameiog. Katd to mépag g ueAé-
™S dLoTTLOTAONRE ONUOVTIXY EAGTTWOT TOV ETTLITE-
dwv HbA, , yAundlng, olxnig yoAnotepding nou
ToLyAuxeQLOImY, eVe) 0 delntng ndlag owUaTog, To
Bdog now n mepluetpog uéong avinxrav (Iliv. 1).
Ta eximeda Aemtivng emiong avENOnxrav, mbavag
MOy TG TARAANANG aiENONG TV derTWOV TToN-
ocapxriog (Pdoog ovuatog, AME, mepiuetoog ué-
onNg), eva, TaAdOEmS oL od TV avEnon Tov
AME, xnou 1o enimedo adumwoventivig avEidnxay,
TOAVAS OVTOVORADVTAS THV RAATTEQN YAUROLULLY
%o petafolxn) UOULOT TOU EmITEVYONRE.

MMogdAnha, diamotwdnre peimon tov 10e-
100G ®vOUVOU Bavatnedooovu xat un Bavatnpséov
OTEPAVLOLOS VOOOU TTOV atodSOn1e 0TOV RAAUTEQO
UETAPOMUO HaL YAURAUAO EAEYYO TOV AODEVAV,
OMG %Ol OTNY VOO0 TWV EMTEOMV AOLITOVERTIVIG.
Agv maamnOnxav onuovtinés dLapoEs g
QOGS TH OUOTOMXKY RO SLOLOTOMXY| CLOTNOLOXKY] TTie-
on, to. enimeda HDL o LDL yohnotepding 1 tov
10et ®ivduvo Bavarngogou xar un Bovorngesoou
oyYELOMOU gyre@OMrOU emelcodiov.

O Adyog A/A maovoiooe ovodut| Topeta, yw-
olg Suwg 1 aENON T VoL PTdoeL T Emimedn On-
uovtrdTNTog. Agv moQatnEOnxe xoulot cuoyETon
neTaEY Tou Adyou A/A naw tov 10etovs ®apdioryyet-
oroU %vdUvov, 1600 ratd TV EVOEEN TS uEAEMC,
000 %o €EL ufves petd. otdo0, 1oL OTIS 2 XOOVIRES
otyués, o Adyog A/A ouoyetioTne ONUOVTLRG UE
tov delntn HAlog oOUNTOS, TO COUOTIRG BAQOC %o
™V TeQIUETEO UEONG, €VENUOL TTOV TTOQOTYEY|On1e
#aw ot wehétn twv Norata xou ouv?,

Kauia ovoyxénon dev mapamoeidnxre emiong
%o UETOED TwV EMITEdWV AETTIVIG 1| AOUTOVERTIVIG
ue Tov 10et nadiayyeiand rivouvo. Qotdoo, 1o
ot 000 YOoVIrES OTLYUES, Ta. emimeda AemTivng mal-
QOVCIOOY ONUAVTLXY] CVOYETLON Ue TOV delintn ud-
Cag owuaTog, To owuatrd PAeog, TV TeQIUETQO
uéong, to eximeda ohxng xar HDL yohnotepding,
evad To entimeda adutovexTivng pe Tov deintn ndlog
OWUATOS, TO OOUATIRG PAQOC, TNV TEQIUETQO UE-
ong, to enimedo HDL »ow LDL yoAnotepding. Ot
Stork S xow ouvv. avagpEépouv TOQOUOL0 OITTOTENE-
ouoTo o€ U SLoPNTIHES UETEUUNVOTTOVOLOXES Y-
VOIHES NOL CUYHERQLUEVOL CUOYETLON TWV ETLTEOWV
Aerrivng xwaw adumovextivig ue tov deixtn udtog
omuarog xou to enimeda twv HDL »ow LDL yohn-
otep6Anc’. Ouoime, o vyieic eBeloviée, o Cicco-
ne M. »at ovv. dlemioTwoay onuavtiry cuoyETon
TV eMTEdMV AeTTTiVNG Ue Tov deirtn ndtog oduo-
T0G, TNV eQiueTo uéong, v HDL wow LDL yoln-

otee6A" #a or Okamoto Y. #ai ouvv. aovnmxy
OVOYETLON UETAED TV EMITEOMV AOLTOVERTIVIG KOLL
twv HDL %o LDL yoloteeding®.

‘Onog 1rav avauevouevo> 172 or yuvaireg
elyav vymhotepa emimedo Aemrivng ®ow adimove-
®TlVNG O OYEON UE TOVG AVTIQES, TOOO OTNV OQYY,
600 %o 070 TEAOG NG UEAETG (2. 1o nou 2ar). Emi-
AoV, nat 0 MOYos A/A vt peyahiteQog oTLg yu-
vaireg oe oxéon ue Tovg avipeg (Zy. 3a).

Ou mayvoapror aoBevelc (AMZ=30 Kg/m?)
TOQOVCTOo0V VYNAGTEQX ETimedO AETTTIVIG, XauN-
Aotepa emimeda aduTOVERTIVIG HOL UEYAAUITEQO AG-
vo A/A og oy€on pe Toug un oxioaprovs oobe-
vels (AMZ <30 Kg/m?), 1600 #atd mv €vaoEn g
uehétng, 600 xal 6 uiveg petd (Zy. 16, 2p xou 3p).
To amoteA€opato oUTd CUUEPOVOUY E T OVTIOTOL-
ya Twv Satoh N xaw ovv?!,

ZUUTEQAOUOTLRA, OTNV TTALEOVON UEAETY), O AO-
yog A/A dev ovoyetiomne pe to 10et| ®odioryyer-
oxd xivduvo o wvoovlvoBepamevduevous aobe-
veig ue ZA timov 2. Avtibeta, mapovoiaoe onuo-
VTN OUOYETLON UE OEINTES TOXVOAUQKRINS, OIS TOV
deintn ndtog omuatog, To copatrd PAgog Kot TV
mepiuetoo puéong. IapdAnha, ot To emimeda Ae-
FTIVNG ROl OOUTOVERTIVIG CUOYETIOTNHAY UE QUTOVG
tovug deinteg, oAd o ue ta emimeda Mmdimv (oht-
u1}, HDL »ow LDL yoAnotepdhn). Ta amotehéona-
TO, QUTA VITOYQOUUICOUY TOV REVTOLRG QOAO TV dVO
QUTAV OOLTTORIVAOV 0TIV TOBOYEVELDL TNG TTAYVOOQ-
nlag ®ow Twv oYeTLONEVOV ue ouTiV dLaTaoydv.
Q0t600, TEQLOOOTEQES UL UEYOAITEQES TTOAURE-
VIQWES UEAETEC QUTOLTOVVTOL TTQOXELUEVOD V. dLe-
pevvnBel N yonowdtta Tov Adyov A/A wg adnoo-
OonANEMTIXOU et OTNV RAMVLXY TOAEN.

Abstract

Katsiki N, Gotzamani-Psarrakou A, Iliadis F, Didag-
gelos T, Giovos J, Karamitsos D. Leptin to adipone-
ctin ratio as an independent prognostic factor of 10-
year-cardiovascular risk in insulin treated patients
with type 2 diabetes mellitus. Hellen Diabetol Chron
2008; 4: 283-291.

Background-Aims: Leptin to adiponectin (L/A)
ratio has been recently reported to act as an indepen-
dent predictor of intima-media thickness of the com-
mon carotid artery both in healthy and diabetic sub-
jects. Thus, it was suggested that L/A ratio can serve
as a clinical marker of atherosclerosis in patients with
type 2 diabetes. The aim of this study was to investigate
the relationship between L/A ratio and 10-year-
cardiovascular risk in insulin naive type 2 diabetics at
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baseline and 6 months after the initiation of insulin
therapy. Materials and Methods: A total of 45 insulin
naive type 2 diabetic patients (26 men, 57,8%) with
mean age= 64,7 = 9,8 years and mean diabetes’s dura-
tion=12,2+6,9 years, who were attending the Diabetic
Outpatient Clinic of 1st Propedeutic Department of
Internal Medicine in AHEPA Hospital, were enrolled
for this study. All patients were put on insulin therapy
due to poor glycemic control. For each patient, HbAlc,
lipid panels, leptin and adiponectin plasma levels were
measured and 10-year-cardiovascular risk was estima-
ted by the use of UKPDS risk engine at baseline and
6 months after the initiation of insulin therapy.

Results
Variables Baseline After p
6 months

BMI (Kg/m?) 26,7+5,6 28,159 <0,001
Hbalc (%) 9,98+1,7 6,9+1,5 <0,001
Total cholesterol

(mg/dl) 205,3+43,11  92,9+51,9 0,009
Triglycerides

(mg/dl) 187,5£119,6  139,9+67,7 0,001
Leptin (ng/ml) 10,44+£8,57 15,92+11,75 <0,001
Adiponectin

(ug/ml) 13,34+8,59  17,85x11,41 0,027
Leptin to adipo-
nectin ratio 1,3x1,6 1,9+33 ns

A significant reduction of 10-year risk for fatal
and non-fatal coronary heart disease was also ob-
served (33,4=17,5 vs. 23,2+14,8; p<0,001 and 27,1=
16,1 vs. 17,5+12,7; p<0,001, respectively). No corre-
lation between 10-year-cardiovascular risk and L/A
ratio, leptin or adiponectin both at baseline and after
6 months of insulin therapy was found. Conclusions:
In our study L/A ratio failed to act as an independent
predictor of 10-year- cardiovascular risk in insulin tre-
ated type 2 diabetic patients. The possible clinical use
of L/A ratio as an atherosclerotic index in type 2 dia-
betics warrants further study.
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