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Ilegidmym

Ikomog: H OK évag aveEdptnTog mapdywv KvdUvou ayyelakng
véoou mpokaAel BAGRN Tou ayyelakoU evdobnAiou. Me To OKeTTIKS
autd petprioape Ta enimeda OK kat ta enineda TM evdg delktn €k-
ppaong ayyelakng BAAPNG oe enleyuévoug dapntikolq Tumou 1 e
Slapntikn vepporndbela. YAIkO-MEBodol: To UNkS anetéheoav 35 au-
otnpd en\eypévol dlapntikoi Tumou 1 ol omnoiol xwpiobnkav oe Tpelg
OlAdeg o€ OoxEamn e TNV anéKKPLom Aeukwpativng and ta olpa. H 1n
opdada (AER<30 mg/24wpo) and 12 dropa 5, dvdpeg Kat 7 yuvaikeq
péong nAikiag 44+13.8 Ty, n 2n oudda (AER: 30-300 mg/24wpo)
ard 15 drouq, 7 Avdpeg kal 8 yuvaikeg nAikiag 49+12.5 eTwv Kat N
3n oudda (AER>300 mg/24wpo) amd 8 droua, 4 Avdpeg kat 4 yuvai-
keg NAkiag 51+10.6 eTwv.Tnv oudda ehéyxou anetéAecav 35 Uyl
dropa avtioToixng NAKiag kat UAou (oudda 4n). Ze 6Aa Ta droua
peTpriBnkav Ta enineda OK mAdopatog vnoteiag(Avooo-evIUMIKY| JE-
B0dog FPIA, Fluorescene Polarisation Immuno Assay, Abbott), Ta eri-
neda Bpopopodouiivng (UéBodog Elisa, Asserachrom Thrombomo-
dulin Elisa,Diagnostica Stago) kat tng anékkplong Aeukwpativng anéd
Ta oUpa (autduatog pEBodog avoookabidnong, SPQTM Test System,
DiaSorin). Na v otatiotikn enegepyacia Twv anoteAeoudTwy XPn-
oororidnke to t-Student test. AmoteAéopara: Ta enimeda g OK
tav avtiotowa (umol/l) ya mv 1n opdda: 7.6+3.95 yia v 2n oud-
da: 12+4.58, yla v 3n oudda: 19+5.77 kat yia v 4n opdda: 6.9+
2.96. Ta enineda g TM itav (ng/ml) yia v 1n oupdda: 32.5+ 8.55,
yla v 2n opdda: 41.6+ 28.57, ywa v 3n opdda: 80+19.64 kal yua
™V 4n oudda: 28.2+11.02. Yidpxel OTATIOTIKWG ONUAVTIKY dlagopd
(p<0.001) ota enineda g OK kat NG TM peTa&U TwV TPLWV OUAdWY
TV JABNTIKOV avdhoya Tou emmédou g Aeukwpativoupiag. Zu-
pmépaopa: Ta augnuéva enineda OK mou napartmpouvtal o dlapn-
TIkoUg TUmou 1 mpokaloUv BAARN Tou ayyelakol evdoBnhiou drwg
autr) ekppdletal and ta augnuéva enineda g TM otoug acbeveiq
autoUq kat mapdMnAa anodidetal otnv OK pdAog napdyovta Kiv-
duvou yla v dapnTiky Jikpoayyetomndbela. H avayvwplon Tou poé-
Aou g OK wg mapdyovta KivdUvou JIKPO- Kal pakpoayyelondoelag
eMPBANEL TNV AUEON QVTIUETWITION TOU.

Ewayoyn

Ztovg aobBeveic ue A o ayyelomég emmTAORES (WKHQO- HaL
norgoayyelomdfela) qaivetal vo €xel €vov oUvBeTo now TOAD-
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mhoxo mafoyevetxrd unyovioud o oroiog petatl
TV MoV TeQLhaufdver xow v drataayn o
BAGLN TV ®UTTAEWV TOV ayyELaxol evdoniiov!2,
Toa evdoOnhand ritrapa eugoviCoviar vo elvan
gvatodnta oe dLdpoEOoVg TARAYOVTES OIS TAL Q-
Enuéva emimedo yAunotng®*, 1o oEedwtind stress>o
%0 T0L TEMXA TTEOTSVTO YAuroLuhmong’ 1. H vrep-
yAvrauia amoteAel TOV O LOYVEO TOQAYOVTOL KOl
wwoQel vo waiCer onuovtivd pOAo otV avdmTuEn
™me uarpoayyelomddelac!!, oy Sumg xow Tov pova-
0o ool emdnuoroywés uerétes avademviovy
%Ol GOV TARAYOVTES OIS EIVOL 1] WHQOAEVRM-
uatvovpia!>13, Televtalo avayvweilovrar %o
ROLVOUQYLOL TTOQAYOVTES KVOUVOU YLo. TNV %OQ-
dwayyetomdOera 6mtmg eivon  vtegOK. H OK eivou
éva Belovyo auvoEV 10 0moto oxNUaTICETOL ROTd
Tov uetafohopud g pebetovivng. TTohég emidn-
woroywés neréteg €xovv delel OtL xow UETQLES
avénoets tov emmédwv g OK oyetiCovian pe a-
OnowuaTny] V00 TV OTEPAVLAIWY, TOV EYREPANL-
2OV ROL TV AETNELDV TOV drowv!+1E, O mabogu-
oLohoyrol unyoviouol ue tovg ortoiovg | OK evé-
XETAL YI0. ABNEMUATOYOVOUS dQATELS TOQAUEVOUY
adievrpiviotol. Mepwol o Tovg uNYoviopovg
70V AmodedELYUEVOL CUUUETEXOVV E(VAL AUTOL TTOU
avagépovral oty PAARN Tou ayyewarnoy evooOnii-
ou: 1) amd 1o oEeldwtind stress' 20, 2) amd myv pet-
wuévn magaynyqj NO?!, 3) and tov avEnuévo moh-
Aomhaowaoud Aelwv wirndv wav?? xow 4) arnd
UEIMON TV OVIWTINRTIXOV OLOTHTOV TV £vO00m-
MOKOV RUTTAQWV UE KATOOTOM| TNE EXPQOONG TNG
Booupouodoviivig oto evdodnhand xitrapa® > .

H TM eivoun évog onuavtirdg ovIuTnRIOg o=
oaywv pe Ty €vvola OtL amotelel vtodoyEa TG
Booupivng row 0 omoiog exgpodletal »ad’ vTeQoyNV
oto ayyewaxd evdofho®. Ymdoyer uio Stodvmi
noopn g TM otov 006 M omtoio Bemelton GTL ame-
AhevBepdvetonr puetd amd PAAPN Tov evOoOnALar®VY
wTtdomv?30 nan paiveton va oyetiCetan ue ™ dia-
By vepoomddeia’32. Aev vmdoyouvv gpyooieg
ot omoieg va peretiOnre n OK oe drafntinovc ue

IMivaxag 1. KMvird xaooxtmolotxd tov atoumy

duafnunn mxpoayyelomddelo. Me 10 oxentird av-
6 dnuovgynoaue puic. ovoTE®S emAeyUEVN oud-
da dafmrinadv pue pxrQoayyelomddela ue ovopoed
ot S veppomdBeio otnelduevol ota emi-
7ed0 0ToPOANG AEVRWUATIVIG OTTO TOVG VEPQOUG.

ZrOmAOC THS EQYAOLOS UaG AOLTTOV 1TOV VOL [UE-
AetnBel n mBavi) oxéon OK pe ta eximeda e TM,
evog delwtn ayyewomic PAAPNg oe emheyuévoug
duafnTrovc timov 1 ue AND.

Yiuro — M£0odor

To vMxd g epyaoiog ametéhecav 35 dwapn-
Trvol Tomov 1 owoted emheyuévor wote Aot va
eupavitouv duapspov faduot AND. Xweiotnxav
oe 3 ouddeg avaloyo Ue To EMITESO TNG AEVRMUOL-
twvovgiog. Toa #hvird oQOUTNELOTIHG (POIVOVTOL
otov mivora 1. H 1n opndda (AER <30 mg/24mp0)
meolehdppave 12 dropa, 5 dvdpeg now 7 yuvaineg
uéong nuxiog 44=+13.8 €. H 2n opndda (AER:30-
300 mg/24wo) mepiehdufave 15 droua, 7 dvdpeg
noL 8 yuvaireg néong nriog 49+12.5 ém. H 3n
ouddo (AER>300 mg/24mpo mepiehdufave 8 dro-
uo, 4 avopeg o 4 yuvaineg péong nhriog 51+ 10.6
€. Tnv oudda eAéyyov ametéhecav 35 vyunj dropa
avtiotoymgs niiag row eUlov (opddoa 4n) oS TIg
ouadeg Twv dapnTradv xow oL omoior dev eddupo-
VOV OXREVAOUATO BLTOULVAV 1] PAQUOXOL TOL OTTOT0L VL
moepPaivovy otov HETOPOMOUS TOV PLTapvedv cv-
v (neBotpeEdm, Beopuihivn, ayyolutind).

e Sha ta dTopa ™G UEAETNG UeTENONXaY TaL
entmedo g OK tov mhdopatog vnotetog (Avooo-
evlupxn uébodog FPIA, Fluorescence Polarisation
Immuno Assay, Abbott), T enimeda TM (néBodog
Elisa, Asserachrom Thrombomodulin Elisa, Dia-
gnostica Stago), Tng amERRQLONGS AEVROUOTIVIG ot
Toug vepoUc (auvtdpatog néBodog avoooxraditn-
ong, SPQ™ Test System, Dia-Sorin) xouw twv Prra-
wvav B, naw @uilinod og€og (MEBodog mohwpe-
vou pwtdg, IMX, Abbott). I'ia v otatioting avd-
Mon tov aroteheoudtmv yonoomonidnxe to t-
Student test.

Opdda In 3n 4n
ApBudg 12 8 35
DULo(A/T) 5/7 4/4 15/20
Hhwio 44+138 49+12,5 51+10,6 45+12,8
BMI 23,829 23,6+2,7 23,6+2,5 24521
HbAlc(%) 74+1,2 7,5+1,2 7,6=1,1 —
Audnera vooou 19+9.8 19,5+10,5 20,5+10,6 —
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Ilivaxag 2. Egyoaotnooxd gvoripota

Opdoda 1n 2n 3n 4

AER (mg/24h) <30 30-300 >300 -

OK(umol/l) 7,6+3,95 12+4,58 19+5,57 6,9+2,96

TM(ng/ml) 32,5+8,55 41,6+28,57 80+19,64 28,2+11,02
Amoteléopata on pe un donund dropat’. Mehéteg €xouvv deiEel

Ou TLES TV dLAPSEMV TOQAUETQWV TOV |LE-
ToNOnrav gaivovtar otov wivara 2. Ta eximeda
™c OK Nrav yuo v 1n oudda: 7,6%=3,95 umol/,
yia v 21 oudda: 12+4,58 umol/l, yuo v 3n oud-
da: 195,77 umol/l xaw yro Ty 4n opdda: 6,9+2,96
umol/l. Ta eximeda ng TM jtav (ng/ml) yia v 1n
oudda: 32,5%8,55, yia v 21 opdda: 41,6+ 28,57,
yiae v 31 opdda: 80+19,64 o yio v 4n opdda
28,2+11,02. Ymdgyel wio. OTOTLOTIHMS ONUOVTILXY
duapopd (p<0,001) ota emimeda g OK zaw g
TM petaki tov oy ouddwv dopnurdy avd-
hoya e o emimedo Aevrmwuativovplog.

Xvginon

Emdnuoloynég ueréteg €xovv deiEel St m)
ve@OK amotelel Evav onuavars ToQdyovta wiv-
dvvou v v xapdloayyelondbeia (otepaviaia
V600G, ayYELOMd EYREQPOMUA ETELOGOLAL, VOOOS OLY-
yelov ®dTw drEmv). Aev givar SUmS dLeEVrQLVIOUE-
vog 0 p6hog g vtepOK oty maBoyévela g wi-
%QOOYYELOTAOELOS TWV ALafNTIRAV AoBEVAV auL OL
avtiotolyes ueléteg etvan omavies. "Exel damorto-
Bel ot vdEyel vymidteon emimtwon vrepOK oe
aoBeveig dapnTvovc Tomov 2 1 ool oyeTiCeTON
UE TNV EUPAVLON ETTAORDV atd Tal UEYAAOL Oy~
el 14183334,

Zmv gpyoaoto owt mov €ywve o€ dtapnTirovg
Tomov 1 pe AN® xou xwelg EVOUOTH LORQOOLYYEL-
omdBeLag paiveton 0Tl VITdyEL wiot onuavtiry Og-
Ty ovoyéton tav emmédwv g OK avdioya pe
™ PooitnTa TG AEURMUATIVOUQTOG, OIS KoL TT0L-
odAnAa onuoavtiky avEnon tov emtédwv TM otig
ovtiotolyeg opddes. Ta gvpnuoto avtd ouupm-
vouv pe autd AoV gQevvNTdv, evdd dhlot dev
Bonrav avEnuéva enimeda OK mad uévo ot mo-
YOONUEVY VEQEOTADEL03037.

To avEnuéva enimeda e OK dev elivon -
QWG OLEVXQLVIOUEVO UE TTOLO UNXavIous avEdvo-
viou otovg 0.00eveic pe veqppomdOelad3?. ‘Ouong et-
va Yvwoto ot o dtopntirnol Tomov 1 pe mpoyxwoen-
uévn veppomdbeila epgpaviCovv uior Bvnromra 40
POQES VYNAGTEEN OITO ROQOLLYYELOXY] VOOO OE Y-

on mbavag o vymAd emtimedaOK va Aettovpyoiv
g TORAY®V #vdivou agol Peédnue 1) ot n OK
ovpuetéyel ot dmuovgyio elevBépmv LWV ogv-
YOvou meorahwvtog €tol BAAPN OTO ayyelomd €v-
S001Mo*2141 1 2) ooralotv avnon mepaySvTmV
Ol OTTOlOL EVVOOUV TOV TTOAAOTACLOOUS TV AElmV
wixdv wav, 3) ta avEnuéva enimedo amoho-
mowtelvauutag(a) ta omota epgpaviCovrol oe dafn-
TroUg tomov 1 pe AND gugpavitovv vpniy ouyyé-
vela pe v vy mogovota OK pe ovvémeia pewwm-
uévn womdéhvon xar adnomudroon*Z.

“Exeuv deuyBet 6tL og véoug aoBeveic ue amo-
pooxtny vooo twv ayyeiwv xat vtepOK 1 Bepa-
selor ue POMXG 1o TUELOOE(VN PELWVEL TOL EMiTTED L
™¢ OK xow mogdhnha to emimeda g TM. To
veyovog autd vrodnhmver ot 1 OK mpémet va om-
woveyel PAAPN tov ayyeiov 1 omolo expEdleTol
ue amelevBgpmon me TM*®. And to dund. pag asto-
tehéopaTa CUVAYETUL £VO TOQOUOLO CUUTTEQOOUOL
agov pe v avgnon g OK €yovpe xon mapdhhn-
A avEnon e TM. Mmrogei Aowtdv va amodoBel
®rdmolog e6Aog mopdyovia #vdivou yua v OK
600V 0opd 0to ayyelaxd evOoONALo ool autd
amelevbepwver TM, deintn €xpEOong oyyELOXTS
PAGPNS. YAy eL avAyxrn TQOOTTHMV UENETWV E-
vaiov aplBuov aobevav 6rov Bo cuvuroloyloBotv
GAOL OL TTAEAYOVTES AYYELOTAOELAG OE OYEON UE OlL-
TLOTTOOOYEVETIROUS TTAOAYOVTES, ROOWS naw 0 BeQa-
TEVTIROS QONOS TV PLITOULVAV TTOU  EUTAEROVTOL
otov petapfohroud g OK, ou omotec Bo dreunguvi-
OOUV TNV OUUUETOYY TOU %ABE TaQdyovTo %ot TOAD
meELo0oteQo T ovpuetoxy s OK wg aveEdotn-
TOV TOQAYOVTA HLVUVOU.

Summary

Repanta E, Skaragkas G, Adam E, Papazoglou N.
Homocysteine and thrombomodulin plasma levels
in diabetics type 1 with diabetic nephropathy.
Hellen Diabetol Chron 2003; 2: 131-135.

We measured homocysteine and thrombomodu-
lin plasma levels a marker of endothelial cell damage
in 35 type 1 diabetics (1st group with 12 patients who

133



EMavixd Awafyroroyind Xoovind 16, 2

had AER <30 mg/24h, 2nd group with 15 patients who
had AER: 30-300 mg/24h and 3rd group with 8 pa-
tients who had AER>300 mg/24h). 35 healthy sub-
jects were matched to patients with type 1 diabetes
mellitus for age and sex. Homocysteine plasma levels
(umol/l) for the 1st group were 7.6+3.95, for the 2nd
group 12+4.58 for the 3rd group 19+5.77 and 6.9+
2.96 for the control group. Thrombomodulin plasma
levels (ng/ml) were respectively 32.5+8.55,41.6=
28.57,80+19.64 and 28.2+11.02. There is a statistical-
ly significant difference p<0.001 concerning the ho-
mocysteine and thrombomodulin plasma levels bet-
ween 3 groups of diabetics and the control group. The
elevated thrombomodulin plasma levels in relation to
the elevated homocysteine plasma levels and the level
of microalbuminuria represent risk factor for endo-
thelial dysfunction in patients with diabetes mellitus.
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