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Tou Maveniotnpiou ABnveav,
Innokpareio MINA

MEPIAHWH

O okondg Tng napoloag perétng eivar va kaBopioTel o Pabudg enidpacng
TV avTayvioTav Twv unodoxéwv ayyeiotevaivig Il (AYA) ota enineda
opokuoTeivng nhdopatog (OMO) kai va SiepeuvnBei niBavi cuoyétion Twv
enaydpevov petaBoldv pe To olvolo Twv deikTdv kapdiayyeiakol kivdy-
vou. H pelétn nepiéhaPe 1440 pn diaPnrikolg acBeveig pe avenindektn
1810=nabf aptnpiakn unéptaon (uéon AM: 168/100mmHg) xwpig dapua-
keuTik aywyf. ‘ONoi o1 acBeveig unoPAiBnkav oe nAjpn kAivikd, epyaoTn:
p1aké kar unepnyoypadiké éleyxo npiv Ty évap€n Bepaneiag, o onoiog ena-
valdOnke perd ané 6 pfveg povoBepanceiag pe AYA. Or acBeveig Tuyaio-
nomBnkav oe povoBepaneia pe: Candesartan (n=320), Eprosartan (n=170),
Irbesartan (n=310), Losartan (n=180), Telmisartan (n=228) ka1 Valsartan
(n=230). ‘ONoi o1 acBeveig oparonoinoav Tnv Al Toug pe peyioTonoinon
NG aywyig A/kar npooBikn 12,5 mg xAwpoBahiddvng. H avriunepraciki
aywyh pe AYA peiwoe Ta enineda OMO nAdopatog (ané 13,5 ce 12,7
pmol/lt, p<0,0001). Eidikérepa to Caldesartan Arav to nio anoteheopati-
k6 (-11,6%, p<0,0001), akohouBolpevo ané To Irbesartan (-9,3%, p<
0,001) kai 7o Valsartan (-8%, p<0,0001), eved pikpdTepn peiwon napatn-
pfBnke pe To Losartan (-5,1%, p=0,006) kai to Telmisartan (-3,2%, p=
0,02), al\& 61 pe To Eprosartan (-2,5% ,p=NS). H petaBolf Tng TipAg Tng
OMO napouciace cuoyétion pe TiG apyikég Tipég Tng (r=—0,411, p<
0,0001), énwg npoékue and povonapayovTiki kai NOAUNAPAyovTIKA oTa-
TIoTIKA avdhuon. EninAéov, n peiwon tng OMO cuoyetioBnke 600 pe To
deiktn palag Tng apioTepg koihiag (r=—0.248), boo kai pe Tn petaBold au-
ToU petd and tnv aywyn (r=0.289) (p<0,0001). H avtiunepracikr ayowyn
pe AYA pnopei va Behtidoel Tn Aeitoupyia Tou evdoBnliou, péow peicong
Toov emnédwv OMO nh\dopatog, oe Babuéd e€aprdpevo and 1o cuvohiké
kapdiayyeiakd kivduvo Tou acBevolq ,kabdg kar and Tov ekdoToTe Yopn:-
youpevo BepaneuTikd napdyovra.

EIZATQIH

H enidpaon mg avuiumetaonic aymyng oty YOoQoTnToL KoL
™ BVNOWSTNTA TOV ROQEILOYYELARAV VOONUATWY, GG CUTY 0ITo-
TUTOVETAL OTIC PEYGAES OUyY00vES ®Mvirég nehétec!, ouvoyilCetan

* H gpyooio avarowvodnre oto 90 Tavelhjvio Zuvédplo Agtolarig
Yrépraong (17-19 Magtioov 2005, AGvjva).
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ne cogrivela ot vedteen (2003) avabewonon tov
Evpwmainayv odnyudv yio tv TeoAym Tov ®o-
OLoyyeLakoU ®vOUVOU: 1] (POQUOXEVTIXY QUOWLON
™G 0QTNELOUYG TTleong o enimeda yaunrotepa amd
140/90 mmHg ehartdver onuaviird v mbavétto
TROo0ROM|g 0 denaetés didotua ot Bovotnpsoa
1LY YELONA ETELOGOLDL, CUUTEQLAOUPAVOUEVMV
HOL TOV AYYELORDV EYREQPAMRDY ETELTOSmVY.

& 0QLOUEVES, WOTOO0O, TEQUTTMOELS 1) EVEQYE-
Ty emidaon TS QUOONG TS CLOTNOLOXTS TT{EONC
paivetal vo aufhovetal, emeldn N erAOTOTE XOQN-
YOUUEVY OVTLUTTEQTAOLXY ALYy UWTOQEL VoL EMNQE-
doelr apvmund dhhovg moeadoolaxrols ToQdyo-
VTEG KLVOVVOU, TS TV OUORVOTELVT.

H opoxvorteivn eivar éva Bg1oUyo auvoEy, 1o
omolo oynuatiCeton wg evOlaueso mEoidv xatd To
uetafoloud ™mg dLateoEnd TEOCAAUPAVOUEVNS
ueBetovivns. H mpwtn avagopd €yive mowv amd 35
xoovio epimov and tov McCully o omotog oo~
THONOE OTL VTNOYE LOYVQEY OUVdEON avaueca oTol
ayyeloxd ovufduoto ®ou to. avEnuéva emineda
oporvoteivng’. Stig endueves dexaeties 1 oporv-
oteivy raBlewBnre wg Tadyovtag ®vOUvou Tmv
AOMOMUATROV OYYELOXADY ETELOODIWY, EVAD UOMS
Ta Televtaio xeovia amodoinre not artlohoyIROg
YAQOXTHOOC OTNY 0 TTAvVm ovoyEton® 0. O axot-
Brig maBopuololoyds uNavIoUOS TAQOUEVEL RO~
Td fdon dayvmotog. To puéyol ofueQa TELQOUATIRA
dedopéva amodidovv v abdnowuatoydvo dpdon
TNG OMORVOTEIVNG OTLS €ENC POOLKES OUVIOTDOEG: O)
1 OWTO-0EEIOMON TNG OUOXRVOTEIVIS LLE TOVTOYQOVY
magaywyr olLv O, odnyel omv oEeidwon Twv M-
TOMEWTEIVAV Younhijc muxvomrog (Low Density
Lipoprotein-LDL), ue amotéheoua v abEnon mg
ouy*EVTQWOT|S Tovg oto Adoua. H mepattépm ma-
oaywyn oL@V vdoEuAiiov amd Tig eheBepeg OIleg
O, mpoxahel oEeldwon twv Mmompwreivay oty
®UTTOQWY pepPodvn tav evéodnloaxdv %uttd-
owv!"12 ue amotéheopa ™y mEGHANON TOMIKNC
BAAPNS B) M opORVOTEIVY EAATTBVEL TV TTOQOYW-
v1i NO omé ta evdodnhaxrd rittapa!® xau y) ava-
OTENMLEL T QUOLOAOYLKY OVTLOQOUPWTLXT] LRAVOTNTOL
Tov evdobnhiov, evioyvoviog T Aettoveyia Tmv
moQorySvTmv XII ®at V ®ou aseveQyomoLmvIog Ty
mowteivy CH4,

Kdmowa avtimepraoind @aouoxo Qoiveta
va avEdavouy ta emtimeda opoxrvoteivyg (OMO) oto
mhdoua®. H yopdynon vdpoxrmeodelalidng
(HCT) ywa évav mepimov wijvo uwogel vo ovEnoet
™ OUVY®EVTIQMOTN OUOXVOTEIVNG TEQITOV RrATA
16%'°. Avaloyeg evde(Eeic TEORTUITTOUY How atd ToL

AOLTTA OVTLUTTEQTOOIRA, (PAQUOKA, OIS TOUS AVOL-
otoleic dravhwv Cat? 17, ue eEaipeon Tovg avaoto-
A&l Tov puetatpemTinoy eviuuov, oL omoiol Oev pai-
VETOL VO ETNEEGLOVV TOL eimeda opoxrvoteivnc e,

H enidpoon g avTiumeQroonic oymyns e
Avootoreic tov Yrodoygwv e Ayyelotevoivng 11
(AYA) ota enimedo OMO mhdouotog Oev €xet die-
oevvnBel uéyoL onjuega. Ztnv magovoa LeAETN emL-
YELQELTAL 1) TOLOTLXY %Ol TTOCOTLXY OLEQEVVNON TNG
emidoaong ovtig. Iapdhhnia, o nhvirdeg, eQyo-
OTNOLOKAS HOL VITEQNYOYQAPLRAS ENeYYOG TOV die-
vepynOnue, €mETOEPE TN OCUOYETLON TOV TAQATY-
QOUUEVOV UETAPOADV TG OUORVOTEIVNG ne dALOvg
TOQAYOVTES ®IVOUVOU OTtmS TO UAO, THV nNlxia,
TNV TOYVO0QXIM, TO XATVIOUA ,TO deinTn ndtog g
oLoteEng ®owhiag (AMAK) x.d.

YAIKO KAI ME©GOAOI

S uelérn ovpmeouipdnxay 1440 un dvofn-
ol aoBevelg (Mnlo 59,9+13,2 €t), naw twv dvo
@UAmv (803 Avdpeg), ue ovemimhext, iomab
aototaxy véptaon otadiov I €émg III. H dudayvw-
o1 TG 0QTNOLOXS VIEQTAoNS TEBNrE ne Pdon
Zvotohnr] Agmnotoni Ilieon (ZAIT) >140 mmHg
N/xow ™ Avotohn Agmorani Ilieon (AAIT) >90
mmHg. Z¢ ®d0e enioneyn €ywav 3 LETENOELS TG
oomolaxiic mieong ue pecodioomipoato 1 Aemrol
nou ue Tov aoBevi oe vabioti B€on. Amé Tig TEorv-
TTOVOES TIUES HAOE eTIONREYNS HATAYQAPNHE 1] UEOY
dLaotoMxry %o cuotoMxrt mtleon, ®abwg rau n Alo-
ooy Ilieon (AIT). T Gheg TG UETONOELS X ONOL-
pomoBnxre vOROEYVELKG CQUYUOUAVOUETQO. ATt
™ uehétn omoxheloBnray aobeveic pe devtegoma-
01 vépTaom, oEeleg M YOOVIES PAEYUOVAIOELS TTOO1]-
OELS, OVOTNUATLRG VOO UOT, EVOORQIVIXES dlata-
QOUYES, XOOVLOL ATTOPEAXTLRY TTVEVUOVOTTAOELDL, HOQ-
Lot} AVETAQUELDL, LOTOQIXS TEAOPATOV (<6 UVeQ)
AYYELOROU  EYREPAMHROU ETELOOOIOV, OTEQPAVLOIN
véoo, gleforoufny tayuraedic (>110 bpm) 1
Boadurapdia(<55 bpm), vepowry] avemdQKreLo
(nopeatvivn 000U >1,3 mg/dl), ®aBdg nar aobeveig
OV €maLEVaY ouumAneduata Prropvayv B, guili-
%0V 0EE0G 1| vIToAMTTLdoLULKT] CryayT]. ZTOVS 0loDEVElS
7TOV 1101 ETOLOVALY OVTIVTTEQTAOLRY OLYWYT], TTQON Y-
Onxne mepiodog €xmhvong (washout) 15 nuepv xow
ot OuvEYELa OLeveQYNONxre TAoNg ®Mvirdg, €Q-
YOOTHELAKOS HOL VTTEQNYOYQUPLROS EAEYYOG.

AnS ta emONULOLOYLRA YOQOXRTNOLOTIRG TWV
000eVHV TOV ovpueTel oy ot ueLET aElohoynon-
xnav M i, To @UA0, TO RATVIOUA, 1 THBoAOYLHY
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avoyn ot yAuxotn (Impaired Glucose Tolerance-
IGT), n mapovoic cuvolrng movoaoriag (Asei-
»me Mdlag Sdparog) (AME>27 kg/m?), 1 woyv-
oapriog #evtoLrov Timov (AGYog nEong/TeQUpEpeL-
ag (M/IT) >90% otovg dvdpeg now >80% ot yu-
vaireg). AT To Ploynund EAeYYO ®RaTayQApNHOV
OL TLWES TOV LVWAOYSVOU, TOU OVOLOTOAED TOV EVEQ-
yomowmt tov mhaouwvoyovou (Plasminogen Acti-
vator Inhibitor-PAI-1), g dpaonrdtrag pevivng
nmhdopotog (APIT), g LDL #ow ou tiwég npeativi-
VNG, OVELOS %L OUELKOU 0EEO0G YLoL TOV EAEYYO TNG
vepowig Aettovpytas. H oporvoteivn petornxe
oe delynoro prePurot alparog Twv aobevdv petd
a6 OAOVUXTLOL VNOTELO.

O vmeonyoyoaprds €heyyog »aB’ OAn
dudprela g welémng €ywve ue 1o (0o pmydvnua
%o oo Tov (9o mdvra eEetaoty. Metor|Onne 1 Te-
AodtaoToMxY OLANETQOS TS OELOTEQNS ROLAIOC
(TAA), to mdyog tov omoBiov torywpatog (OT),
TO TAYOS TOU WUECOROLALOKOU  OLOPQAYUOTOS
(MKA), n Mecoovotohnj Khaopatini Bodyvvon
(MZKB) naw vtohoyioBnxe to #hdoua eEmBnosmwg
(KE). Ou uetprioetg €ytvov oUUp®VOL [LE TO VITEQT -
Xoyoopxd xortjolo s Aueowovivis Etaiplog
Yreonyoyoapiog xat vrohoyiodnre o AMAK ue
Tov #haowd 16mo'8. Ta edmd yopormoLoTxd
TV aoBevidv mov €hofav uEpog oty uelén ma-
povaldovtat otov mivaxa 1.

Metd omd ™V ROTAYQAP] TOU OUVOAOU TWV
RAVIXDV, EQYUOTNOLOXMV HOL VITEQNXOYQUPIRADV
TOQOUETOMY, YOONYNONKE QVTLUTEQTOOLXY] YOV
ue AYA og uéywotn d6om. e mepimtmon pn tovo-
momuxoU eléyyouv g All, o aoBeveic €mangvav
wxon d6om (12,5 mg) yhweoBahdsvng. Avdloyo pe
TOV EXAOTOTE YOONYOUUEVO OVTLUTTEQTAOLHG TTAQC-
yovta, oL 0oBeveic xaroveuibnrav ot €ENg oud-
0gc: 320 vmepraowwol aobeveic éhapav Candesar-
tan, 170 éhafav Eprosartan, 310 Irbesartan, 180 Lo-
sartan, 230 Telmisartan »ron 230 Valsartan. AoBeveic
XWOIS TAROYN CUUUGQPWOY| OTNV AYWYT], ROl EXEIVOL
OTovg omolovg 1 aTnELaxy| mieon dev pubulotxre
ue uéyrot déon AYA nou xAweoBaidovng, eEalpé-
Onrav and ™ uerétn. Metd amd 6 ujveg ouveyovg
Bepameiag €ywe emavAMPY TOV €QYAOTNOLOXOU
%OL TOU VITEQNYOYQOPLXOU EAEYYXOU %Ol OUVYRQLOM
TOV UETONOEWV UE TLS TWWES TTOLY T Bepamelo.

T'a v a&ohdynon g PETOPOMIS TV TLUWDV
OV ®OL UETA amtd T Bepameio epaoudomre TO t-
Test tov student xotd Cevyn. T v a&oldynon
NG TOOOTIXG CUOYETLONG TV VTS Begareia peTo-
Bolwv g opoxvoteivng oe oxéon ue AAOVg Ta-

Mivoxrag 1. Emdnuohoyind, Proynuxd row veonyoyoo-
Pud X0QOXTNELOTHA 0BEVAY TG HELETNS TTOLY TV €va-
&n Bepameiog

n 1440
Pvho (AT) 803/637
Hlwxilo 59,9+13,2
Kdnvioua (%) 24,00%
AMS (kg/m2) 28,4+42
M/IT 0,867+0,068
IGT 21,50%
SAI (mmHg) 167,8+13,7
AATI (mmHg) 100,4+8,1
ATI (mmHg) 67,4+17,2
LDL (mg/dl) 143+33
APII (ng/ml/h) 1,18+1,63
PAI-1 (IU/L) 3,06+0,92
Ivodoydvo (mg/dl) 33173
Ovpta (mg/dl) 29,9+143
Koeatwvivn (mg/dl) 1,02+0,28
Ovpwd oEL (mg/dl) 5,03%1,60
AMAK (g/m?) 139,0+22,2
KE 63,7£6,5
MSKB 21,18+3,17

AME: Aeivtng Mdtog Zduatog

IGT: Impaired Glucose Tolerance

M/II: Méon/ITepupgpeLa

APIT: Agoaonrdtnta Pevivig IThdopatog
PAI-1: Plasminogen Activator Inhibitor-1
AMAK: Aginte MdCag Agiotepric Kowhiog
MZKB: Meocoovotoxy Khaouotiny Bodyuvon
KE: Khdouo EEhOnong

odyovteg vtohoyloOn®E 1 TLUY] TOU CUVTEAEOTY OU-
oxétiong r Tov Pearson xou tov ovvreleon molha-
VS Yoouuriic eEdotnong b netd omd moAvmaQa-
yoviry otatotxy] avdivon. Ilibavémra P pixd-
tepn tov 0.05 Bewer|nre onuovtiny.

ATOTEAEZMATA

‘Olot o a.oBeveic petd v eEdunvn Begaeia
eUBuoov TV aETNELOXY TEON OF QUOLOAOYLXA
entmedo (IItv. 2). Ztov do mivora mogovodlo-
VTOL RO OL UETAPOAES AOLTTHV EQYALOTNOLARMY HOL
VITEQNYOYQUPLXMIV TOQAUETQMV TTOLY ROL UETC T
Bepameia.

H notavoui twv acbevdv avdloya pe tov
€XAOTOTE YOO YOUUEVO AVAOTOLED VTTOOOYEMV QY-
vewotevoivng I, xabog xal ov petafoléc mov mo-
oatnonnxav ota enimeda OMO mAdouatog a-
vovrtal atov sivoxra 3. Zuvolxd, 1 OMO mhdona-
t0g ehottbnue onuavird (amd 13,48 oe 12,69
umol/l, p<0,0001). MeyaAvteon amoteleopatins-
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Mivaxag 2. MetafOAES TOV TWUDV RMVIXDV, EQYOOTNOLAHRGDY ROL VTTEQNXOYQUPLRMV THQOUETOWV TTOLV ®aw UeTA T Bepamteia

IIow ™ Mertd ™ Avagpood
Oepameia Oegomeia

ZAII (mmHg) 167,8+13,7 131,4=8,9 -36,5+10,2

AAIT (mmHg) 100,4=8,1 81,5%5,5 -18,9%5,6

AIT (mmHg) 67,4+17,2 49,8+10,9 -17,6=10,6

IIow T Ogpaneio Mertd T Oggameia Avagpood %A p
LDL (mg/dl) 143+33 138+33 -5,3%+28,1 -1,9+19,1 <0,0001
APIT (ng/ml/h) 1,18+1,63 3,61%+4,63 2,43+3,87 337,7+648,9 <0,0001
PAI-1 (IU/L) 3,06%0,92 2,99+0,89 -0,08+0,42 -1,3%£16,6 <0,0001
Ivodoysvo(mg/dl) 33173 321+70 -10,2%53,2 -1,7x£16,7 <0,0001
Ovpia (mg/dl) 29,9+143 30,3=14,4 0,4+9,9 7,0+39,7 NS
Koeanwvivn (mg/dl) 1,02+0,28 1,02+0,28 0,00+0,18 1,9+19,2 NS
Ovpwxd o0&V (mg/dl) 5,03%1,60 4,96=1,49 -0,07+1,21 1,9£25,5 0,02
AMAK (g/m?) 139,0+22,2 121,3=16,0 -17,7+8,72 -12,3+4,4 <0,0001
KE 63,7£6,5 64,5+6,3 0,80=1,14 1,3+1,9 <0,0001
MZKB 21,18+3,17 22,01+3,16 0,83+0,87 4,1+45 <0,0001
Iivoxrag 3. Katavour] 0o8evidv o opuddes ®ot TLUES OUORVOTEIVNG TAAOUATOS TTOLV RO UETA T Bepauteia
OMO OMO

Ayoyni n mow 1 Oegameioa  perd tn Oegameia Avagogd %A p
Candesartan 320 13,5+5,71 12,28+5,24 -1,23+2,23 -11,6%21,1 <0,00001
Irbesartan 310 14,40%6,03 13,26+4,99 -1,14+3,07 -9,3+£25,8 <0,00001
Valsartan 230 12,83+4,94 11,98+4,35 -0,85+2,37 -8,0+23.4 <0,00001
Losartan 180 13,52%5,57 13,04=5,94 -0,49x22 -5,1+15.2 0,006
Telmisartan 230 13,10+5,74 12,76 +5,21 -0,35+2,16 -3,2+16,6 0,02
Eprosartan 170 13,12+5,92 12,92+5,53 -0,2+2,66 -2,5+20,1 NS
Zivolo 1440 13,48+5,69 12,69+5,19 -0,79%2,52 -7,3+21,5 <0,00001

™mro waQotneOnxke pe to Candesartan, (-11,6%,
p<0,0001). Avaldymg, N xoonynon Irbesartan o
Valsartan ehdttwoe @y OMO notd 9,3% (p<
0,0001) »an 8,0% (p<0,0001) avtiotorya. Métglou
emTESOV, MG OTOTLOTIXG ONUOVTLXY UELMON TG
OMO oto mhdopa mapatnednxe ne 1o Losartan
(5,1%, p<0,006) now to Telmisartan (3,2%, p=
0,02), eved To Eprosartan dev emépege otatiotind
onuavany petofory (-2,5% p=NS).

A6 10 MoutS £QY0OTNOLONG EAEYYO OLATTLOTM-
e wrddon tov wav g LDL (-1,9%, p<0,0001)
®rvplwg ue to Irbesartan (-3,7%), avEnon g APIT
(337%, p<0,0001), uetmon Twv TRV ToV LVMd0YS-
vovu (-1,7%, p<0.0001) »vpiwg pe to Candesartan
(-2,9%), tov PAI-1 (-1,3%, p<0,0001) mdAL o pe-
yoivtepo Pabud ue to Irbesartan (-2,2%), noBog
%O TOV 0VEWoU 0E€og (-1,9%, p=0,02), evd oL Tt-
UEC TG ovplog 1ot TS ®EeATLVIVNE OeV HETOPAON-
%AV O€ EMIMESO OTATLOTLNA ONUAVTIXO.

A6 Tov vITEQNY0YEAPWHO EAEYYO OLamLoT@ON-

%ne onuavtxn erdrtoon tov AMAK (-12,3%, p<
0,0001) nvpimg ue to Candesartan (-13,6%), eved
ovvolMxd. mapotneOnre avEnon tov KE (1,3%,
p<0,0001) ®ow tov MXKB (4,1%, p< 0,0001) pe
amoteheopatnotepo to Irbesartan (1,4% & 4,1%
avtiotowya, p<0,0001).

Stov mivaxra 4 mopovoldlovior oL TUES TOv
ovvteleot ovoyxénong r thig OMO pe ta emheyué-
Vo ®MVIG, €QYQOTNOLOXA ®OL UTEQNYOYQOAPLRA
K OLQOKTNOLOTLRAL.

Svuynenouuéva, WLaiteEQ LOYUQEY OUOYETLON
mopatnE|Onre pe g aQywés Tég g OMO oto
mhdopo (r=-0,411, p<0,0001), pe ) petafol tov
delntn ndatog aprotepns xowiog (dAAMAK) (r=
0,289, p<0,0001), ue o AMAK (r=-0,248, p<
0,0001), ue T AII (r=0,225, p<0,0001), ue Tov PAI-
1 (r=-0,195, p<0,0001), pe m ZAIl (r=0,194, p<
0,0001), pe to KE (r=0,164, p<0,0001), ue ™ ueta-
BoAi touv ovpwov oEfog (d Ouvpuol oEfog) (r=
0,153, p<0,0001), ue ™ petafory g ovpiag (d Ov-



54 Aotnowanij Yréoraoy, 14, 1

IMivoxag 4. Typég Tov ouvieleotr] cuoyETong r xotd Pear-
son g petaforic mg OMO mhdopatog pe emheyuéva
2MVIRA, EQYAOTNOLORA ROL VTEQNYOYQUMIXA YOQOXTNOL-
otwxd (*p=0,0001)

IMivoxrag 5. Twég Tov ouvteheon TOMATANG YOOUWKTS
ovoyétong b mg petaforic mg OMO pe emheyuévoug
HAMVLROUG, £QYQOTNOLAKOVGS KL VITEQNYOYQUPLROVS QA
yovteg (*p=0,0001)

d OMO r d OMO r
Oponvoteivy -0,411* Z100epd 2,718
dAMAK 0,289* Ouonvoteivn -0,182*
AMAK -0,248* dAMAK 0,046*
AIT 0,225%* Koeatvivy 1,174*
PAI-1 -0,195* d Ovplog 0,027*
SAIT 0,194* PAI-1 -0,270*
KE 0,164* Do 0,343

d ovowrov oE€og 0,153* d Koeamwvivng 0,901

d Ovolog 0,144* d Ovowrov oE€og 0,117
MZKB 0,144* Hhwxio 0,012
dKE -0,142* dAPIT 0,033
Ivwdoydvo -0,135* KE -0,025
Hhwio -0,128*

Ovpia -0,127*

Ovow6 0D -0,110% Mg yoouuxns eEdomong. ‘Onwg paivetol oTov
M/TI -0,101* aivana 5 1 petafolry g OMO oyetiCeton aveEdo-
d PAI-1 0,093 ™I Ue TG aQyWES TWES avapopds avtig (b=
d Ivodoydvou 0,086 -0,182, p<0,0001), ue mv dAMAK (b=0,046, p<
dAE%wTWWTIG %?;3750 0,0001), pue TC TWES AVOPOQAS TS KQEATVIVIG
Koecmvivi -O:O o3 (b=1,174, p<0,0001),/u£ v d Ovpiag (b=0,027,
AMSKB 0,063 p<0,0001) pe ta emimedo tov PAI-1(b=-0,270,
AMS -0,060 p=0,0001), ue To @uro (b=0,343, p=0,008), ue v
dvlo 0,055 d npeatvivng (b=0,901, p=0,011), ue v d Ovot-

olag) (r=0,144, p<0,0001), ue to MZKB (r= 0,144,
p<0,0001), ue ™ perafor Tov rAdoporog eEwoN-
oewg (dKE) (r=-0,142, p<0,0001), ue to vmdoysvo
(r=-0,135, p<0,0001), pe mv nixio (r=-0,128,
p<0,0001), ue v ovepia (r=-0,127, p< 0,0001) »ncu
ue To ovEro o&Y (r=-0,110, p<0,0001). ZromoTird
onuavtry ovoxEnon g uetoforris mg OMO oro
mAdopo TapoTnEdnxe e to Adyo M/IT (r=-0,101,
p=0,0001), pe w peroforj tov PAI-1 (dPAI-1)
(r=0,093, p=0,004), ue ) uetafory Tov WwdOYO-
vov (d tvmwdoydvov) (r=0,086, p=0,011), ue ™ peta-
Boii g npeamviving (d xpeamvivng) (r= 0,085,
p=0,0016), ue ™ AAII (r=-0,070, p= 0,078), ue ©g
Twég mg reeatvivng (r=-0,063, p= 0,0167), ue m
uetafori tov MZKB (dMXKB) (r=-0,063, p=
0,0167), pue to AMZ (r=-0,060, p=0,0227) o ue 1o
@oho (r=0,055, p=0,0368), eved dev magatnonnxre
OTOTLOTXA ONUOVTLXY] CUOYXETLON UE TLG TUWES TG
LDL, tg APII, wg petaforic g APIT (dAPII)
%O TO HATTVIOUOL.

O ouvdVaoUSS KMVIXADV %Ol EQYOLOTNOLOXMDV
%®OLTNEIMV 0dNYNOE OTNV ETAOYT] CUYXREXQUUEVMV
TOQOUETQWV YLaL TNV €@aouoyn uebédov molla-

noU oEfog (b=0,117, p=0,019), ue v nlwria
(b=0,012, p=0,027), ue w dAPIT (b=0,033, p=
0,033) now ue to KE (b=-0,025, p=0,036).

2YZHTHXH

OL avooToAE(S TV VITOSOYEMVY TNG ALYYELOTEV-
oivne II Boloroviar 0To emIXEVTQO TOV EVOLAPEQO-
VTOC OTjUEQ, AGYM TWV OUVEYNDS AVEAVOUEVWV EV-
delGev OTL TOEEYOVY EMTAEOV TQOOTATEVTINY
dpdom og TaEadOCLOXd OQYAVA-OTGYOVS TS VITEQR-
TAONS, OTTWS M RAELD, O EYREPALOS, OL VEQQOL KL
0 oueLpAnoteoedng yrtdvag tov opboiuov. Ta
amotehéoparta ™G dvig nog uerémg €pyovion va
TEOOHECOVY ULeL OO0 EVEQYETIXY ETIOQAON TNG
ayoyis ne AYA otoug vmepraotrovs aodevels,
©aBG PAIVETAL VO LELOVOUV OTUOVTLRG TC ETT(TTE-
0a OMO mhdouotog.

H dwatpopund mooohaufavopevn ueberovivn
ELOEQYETOL OTO ®RUTTAEO RO UeTABOoMTeTON TEMRA
o¢ adevooivn ®OL OUOXVOTEIVY. ZTH CUVEYELD M
oporvoTeivy umoel va axolovbijoel dvo petafo-
Mxéc 0d0vUg: eite emavaueBuiinon mpog uebeovi-
V1] ue T ouvOeTdon TG uebelovivng xat ouvéviuuo
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™ Prrapivn B ,, eite amobeimon mpog rvotabelovi-
V1] L€ T OVVOETAON TS HVOTAOELOVIVIG KO GUVEV-
Cuuo ™ Brrapivn B, H mheovdlovoo opoxrvoteivn
ELOEQYETAL OTNV ®URAOQOQIOL KoL E(TE QTERNQIVE-
TaL ATl TOVE VEQQEOUG, eite uetafoliCeton oto nro-
TG HOL OTO VEPOELRO TOQEYYVUO -OTTOV ROL OLVEV-
olo%OVTOL UEYOMITEQES OUYREVIQWOELS TMV OO~
TovuevwV eviiuwv- Slapuéoou Twv o TAvVw OvVo.-
PeEDEVTOV peTafoMrdV 0dwv.

O %0ELOg PNYAVIOROS OTTOUARQUVONG TG
OMO amt6 Tov 0QYOVIOUS cuVIioTOTOL TTOAU TEQLO-
00TEQO OTO UETOPOMOUS TS OTO NTAQ KL OTOUS
VEQPEOUGS, TOQA OTNV ATEXUOLON TNG, RAODS névo
éva nhdopa g TaEemg Tov 1% amenxpivetan Qu-
owohoyd ota ovpal’. Mekétec mov Baciomuay
OTNV TOUTOYOOVY RATAYQOPT] TwV TV Thg OMO
ot vepouxy optneia xan QAERa ®oL OTov dueco
VTOAOYLOUO TNG OTE®ALONG, Aaufdvovtag vt SPuy
%ol v amexxovopevy OMO ota ova, ®oTodeL-
©vUouv OTL 1 ovyrévipwon g OMO ot vepowy
pAEPa elvar meptmov 20% yaunAdteQn o€ oyEon ne
TN VEQOWI a0, YEYOVOS OV VITOYQUUUITEL
ToV ®Q{OLMO QOAO TOV VEPELXOU TAQEYYVUOTOS OTO
uetafohlons me OMOX,

H vregoporvoteivoupuio ovvenme, avimpoom-
meveL uddhov wa drotapay] Tov UeTofoAouov,
TOQA TG ATTERROLONG TG opoxvoteivne. H éhhewnyn
PUMrOU 0E€0c 1 Brtamvady B, 1 now #Anoovounés
dwatopayéc EMeYMg puetafolnwy evivumv oto-
TeAOUV naBLEQWUEVES TAEOV QULTIES VTTEQOUOKVOTE-
ivawpiac?!. Eivan emriong yvootd 6t m Stapnuixy ve-
PEOTTAOELO ROL 1) YEOVLA VEQELXY AVETTAOXELD YOl
paxtneiCovion amtd avEnon Tmv emmédwy g opo-
20teivnc?> 20, nabie dlaTadooeTal T600 1 ATén-
%OLOM, AAAG ®VEIMG O UETAPOMOUSS TS OTO VEQOL-
%0 ®UTtapo. H €xmrwon g vepowriig Aettovpylag,
OmME OUTH TOTUTTAVETOL 0TV TEO0JEVTLHY UElW-
omn Tov QUOUOU oTelRaUATI®S dLjONoNg, ouvdEeTon
LoYVEA xat avtiotpoga e to enineda OMO oto
mhdopa?’.

To dedouéva mAvVw OTNV TEOOTATEVTIXY| ETi-
dpaon TV avVAOTOAE MV TV VTOSOYEWV TNG OIYYEL-
otevoivng II oto Mo ®oL 0to vepEd avEdvovral
ouveydg ta tedevtaia yoovia. EgéBoua yio
dlevépyela g mapovong eQyaciog frav 1 OLeQev-
VNOT TG VITGOEON S OTL EVOEXOUEVMS 1] AVTLVTTEQTOL
o Bepamelo pe AYA Ba uwogovoe vo ouufdh-
AeL 0t petwon Twv emmédwv g OMO, gvodwvo-
VTOG T1 AELTOUQYIXOTNTO TMV VEPOLXMV %L NTTOTL-
%OV ®uTTdOmV. Meydhog aQlBuds peletdv €xouvv
delEel 6m M ayyelotevoivy I uéom xvplmg twv AT,

VITOQOYXEWV OUUUETEYEL OF PAEYUOVHOELS RO LVWTL-
%€ Slepyaoiec 1600 6to WordedLo?2? »at o Tol-
youa Twv ayyeimv?, oo ol oto vepond3! 33 now
nronxé®* mapfyyvue. Kowd ovviotauévn oautdv
TV emOQAOEMV eival 1 avENUEVN €XpEAON TOv
Transforming Growth Factor-b (TGF-b) otoug
LOTOUG TV O TAV®W 0QYAVMWV VIO TV €TLOQAON
g ayyelotevoivne II. AvEnuéva emimeda Tov
TGF-b, wotdo0, paivetal vo. avaotéAAOVY To |IE-
TAPOMOUO TG OUOKRVOTEIVNG OTA VEPQLRA RUTTAQM
ue amotéleouo ™V aENON TwV EMITEdMV TG OTO
mhdone’. H xooriymon AYA éyel Sery0el 6t ehar-
1ver tig Twég Tov TGF-b*. Oa urmopovoe Aowwdy
navelc va vroB€oel Gt M yoonynon AYA eivou du-
vato va uetmvel ta enimedo OMO oto mhdoua pe-
0w avaoToAc TS Exgpoaong Tov TGF-b. Alworte,
N ETOYOUEVY] QIO TNV OVTLUTEQTOOLXY CYWYN WUE
AYA avEnon tov emmédwv tov PO, om @hotddn
uolpa Tov VEQEIXOU TaEEYXUNOTOS>, 1 avaoTol
oYNUOTLOUoU ®orharydvou timov I now 1 petmon g
mteong omelpapoTviic dujinong evdeyxouévag va
ovupdrrovv omv xahitepn petafolny dpaotn-
QLOTNTOL TV VEPOLRMV KUTTAQMV.

Eniong, n avootol g emaySuevng oo v
ayyetotevoivn I (voong Tov nratiro mopeyyvuo-
10¢8, Smov petaforiletanl onuavTinG TOCOOTS TS
oUoRVOTEIVNG, EVdEYOUEVWS ouUPAarLeL 0T puelmon
TV emédnv s OMO petd v aywyn ue mTaQo-
UOLO UNYOVLOUO.

ITépa and Tov ®eviprd dEova g Taovoug
UEAETNG, 1) RATOYQOPT] TV KALVIXDV, EQYOOTNOLOL-
OV HOL VITEQNYOYQOUPLRWIV TOQOUETOWV TTOLV KO
netd ) Oepameio Hog EMITOETEL VO TQOYWENOOVULE
0€ 0QLOUEVES OEVTEQEVOVTES DLATLOTWOELS KAl OU-
oyeTloeLs.

H mapateovuevn peimwon tov emmédmv g
LDL otovug aoBeveig g uehétng Ba umogovoe va
eounvevtel eviexouEvmg amtd v oUOTOON TEOS
OVOITQOOCQUOYN TOU dLaltoloyiov, ue oxomd v
uelmon tov ouVoMK0U nadLayyelaroy ®vduvou.
Oa meémel, WOTG00, vo onuelwdel STl VTGOV
eveiEelg GTL TG00 OL AVOOTOAE(S TOU UETATQETTL-
%00 evliuov 600 #ot or AYA mbavov vo diobé-
TouV %o vroMmdoupuxy dpdon®.

H EexdBaon avEnon g APIT amotehel ema-
vahaufavouevo evpnuo otig uehétec ue AYA xou
EQUNVEVETOL QUTd TV OVOAOTOAM] TS TaAivdpoung
oubuong g maEayYMYNS TS EEVIVIG amtd TOUg
OVOOTOAE(C TV VITOJOYEWV TNG CLYYELOTEVOIVIC.

"Eva axoun otafed eVonuo Twv UEAETOV UE
AYA eilvar n onuovtivy now aveEdomTy oo v
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apmotoxy mieon ehdrtwon Touv AMAK*-4, Sty
ToQovoa eQyaota 1 ueiworn ovvolxd ftav g Td-
Eewg Tov 12,3%. Enlong n avEnon tov KE petd
Bepameia opeiheton mBavag ot Pertiwuévn dua-
oToMxrN Aertovgyia Ay LElmong TG VITEQTQOWINS
™C aELoTEENC ®othiag. AEloonueiwto eivar ,mwoTo-
00, TO YEYOVOG OTL TAQATNENON®E LOYVEY] CUOYETL-
on avdueoo ot petafori g OMO xou ot peto-
BoM tov AMAK. Zuyxexouuéva, peydin petwon
tov AMAK ouvvodevdtav amd avriotouya PeYain
€EMATTMON TNG OUOKVOTEIVNG. Z€ TELQAUOTIHG ETTi-
7100 1) OUORVOTELVN TOORAAEL AueOT PATTLRy ETTL-
000N 0TO WVORAQEALO LECW (VIIONG RO EVEQYOTOL-
NoNg TV PETOAOTEWTEIVACHVHZ* e Bepuéhog
0VGTOg TMV HVOROQILARMDV RUTTAQWYV, UE OTOTENE-
oua TV eYRATAOTOON OLooTOM®S OUOAELTOVQ-
yiac*. Svvenme, and Toug aoBeveic mov UBwoay
TV QTNELOXY TEON O QUOLOAOYWA emimedal,
ENEIVOL TTOV TOQOVCIOCOV UEYAAUTEQY UELWON OTLG
TWES TNG OUOKVOTEIVIG, EUPAVLOAY KOL UEYOAUTE-
on ueiwon tov AMAK, evdeyouévmg Aoyw ueyalv-
TEQOV TTEQLOQLOUOU TNG AUEONS PAATTTLRNG TG ETTE-
0p00NG 0TO PVOXRAQOLO.

AEroonueimt) Ntay %ot 1 oVOYETLON AVAUEDH
Ot LETOPLOM] TNG OUORVOTEIVIG RO TOL ALY ETTL-
meda avtng. Meyahitepn eAdTTwon mToeatnoionxe
oe aobeveis ue OUENUEVES TLES OVOPOQAS TIOLY T
Bepamela.

ZVUWITEQUOUATIXG, TAL ®UOLOL EVOUOTA TNG WE-
Aétng ouvoyitovral ota eEng onuelo: N avivteQ-
TAOWY OYOYN UE AVOOTOAE(S TOV VTOOOYEMV TG
ayyewotevoivng 11 aoxel avaotoltivy 0pdon atovg
0.00PUOLOAOYLXOUS UNYAVIOUOUS TS abnomudto-
ong, OxL UWOVO AGY® TG EAATTOONS TNG OLOTNOLAKNG
mteong, aAAd xow AOym Uelwong TS OUORVOTEIVIG
TAaopuaTog. AcBeveis ue VPNAGTEQES TIUES AVapO-
pdg OMO mouv T Bepasteia ToQovoiooay ueyalv-
teon ueiwon. Téhog, 1 EAATTWON TS OUORVOTEIVIG
®al 1 ehdttwon tov AMAK gaiveton va petofdh-
Aovtol eE0QTWUEVAL.

SUMMARY

Adamopoulos D, Vyssoulis G, Kyvelou S-M, Aznaou-
ridis K, Zervoudaki A, Arapogianni A, Stefanadis C.
Effects of antihypertensive treatment with ARBs
on serum homocysteine levels. Arterial Hyperten-
sion 2005; 14: 50-58.

Objectives: The aim of the study was to determine
how and to what extend ARBs effect serum homo-

cysteine levels (Hcey) and to explore possible relations
of ARB-induced Hcy variations to total cardiova-
scular risk indices. Material and Methods: We studied
1440 consecutive, untreated, nondiabetic, patients
with uncomplicated essential hypertension (mean BP
168/100 mmHg). All patients underwent full lab and
echo examination at drugfree baseline, which was
repeated after at least 6 months of ARB monothe-
rapy. Patients were randomly treated with: Cande-
sartan (n=320), Eprosartan (n=170), Irbesartan
(n=310), Losartan (n=180), Telmisartan (n=230)
and Valsartan (n=230). The final cohort included
only patients who normalized their BP under maximal
dose monotherapy. Results: Overall, ARB treatment
significantly decreased Hcy levels (from13,5 to 12,7
umol/lt, p<0,0001). Candesartan was the most effe-
ctive in Hey reduction (-11,6%, p<0,0001), followed
by Irbesartan (-9,3%, p<0,001) and Valsartan (-8,0%,
p<0,0001), while modest Hcy reductions were ob-
served with Losartan (-5,1%, p=0,006) and Tel-
misartan (-3,2%, p=0,02) but not with Eprosartan (-
2,5%, p=NS). The magnitude of Hcy fall depended
on the Hcy baseline values (r=-0,411, p<0,0001) in
univariate and multivariate analysis, pointing to a
regression to the mean phenomenon. Furthermore,
Hcy reduction depended (p<0,0001) on LVMI values
(r=-0,248) and regression magnitude (r=0,289).
Conclusions: ARB antihypertensive treatment may
result to improved endothelial function, through Hey
level reduction, depending on total risk and the indi-
vidual agent used.
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