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MepiAnyn

H kapdiayyetakn vooog anoteAel tnv Kuptdtepn attia augnpévng voonpdtntag kat Bvnolpdtn-
Tag naykoopiwg. MoAAoi and toug napdyovieg KivdUvoU Mou €XOUV avayvwpLoTEl, EXouv Ye-
vetikn npodiéBeon. @aivetal 6t yia tv kapdlayyelakn vooo dev euBuvetal eva pévo yovidio,
aAAd npgnel va undpxel ouvepyikn dpdon dtapopwv yovidiwv. MoAupop@lopoi Twv yovidiwv
FTO kat MC4R €xouv ouoxeTiotel pe Tnv dnploupyia yovotunwy eMOEKTIKWY TNV Naxuoapkia,
evw 0 poAog tou ACE bev neplopiletal pévo otn puBuion tng aptnplakng nieong. H ouoxétion
TwV Yovidiwv autwv pe T Kapdlayyelakn véoo eival und diepedvnon.
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Summary

Cardiovascular disease is the leading cause of increased morbidity and mortality
worldwide. Many of the identified risk factors have genetic predisposition. It appears that
cardiovascular disease is not a matter of a single gene but rather the synergistic action of
various genes is responsible. Polymorphisms of FTO and MC4R genes have been associated
with the development of genotypes susceptible to obesity, whereas the role of the ACE is not
limited to the blood pressure regulation. The correlation of these genes with cardiovascular

disease has been postulated.
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Elcaywyn

H kapodlayyelakn vooog (KAN) anoteAel thv kU-
pla artia augnpévng voonpdtntag kat Bvnolpdn-
Tag Naykoopiwg, pe T ouxvotntd tg va augave-
Tar otov avantuoobpevo kéopo. YnoAoyidetal ot
17,5 ekatoppupla avBpwnol néBavav anod kapdiay-
yelakd voonpata to 2012, avunpoowneyovtag ne-
pinou 1o 31% 6Awv twv Bavatwv naykoopiwg. Me-
ploodtepa Oe and ta tpia tétapta avtwv Twv Ba-
vatwv oupPaivouv oTig xwpeG xapnAou kal peoai-
ou el0odnpatog’ . XIn xwpa pag, oUppwva pe €x-
Beon tou Maykdopiou Opyaviopou Yyeiag (M.0.Y.)
tou 2014, og éva ouvoAo nepinou 110.000 Bava-
Twy, ta KAN avtiotowxolv oto 48% twv Bavatwv
and kdBe aftio kat ota duo PUACZ.

MoAAol napayovteg kivdUvou tng Kapdlayyela-
KNG VOOOU €X0UV avayvwploTel ta teAeutaia xpo-
via. Eupgéwg 6ladedopévo eival nAéov to Heart
SCORE, nou npoPAénel, Baon yvwotwv napayo-
VItwv Kivduvou, tov kivbuvo epgpaviong  kapdlay-
YELOKNG vOOoOoU o€ xpoviké dldotnua 5-10 xpdvwv.
Eivat onpavtiké épwg va onpeiwooupe ott noAAol
and autolg Toug Napayovieg €XOUV YEVETIKA altl-
oAoyia. AMwOTe, €xouv hon Neplypapel  apKeTEG
VEVETIKEG OUOXETIOEIG yla TNV UNEPTAON, TNV NAxu-
oapkia, Tnv unepxoAnotepoAaipia kat To oakxapw-
on dlapntn’. AikatoAoynpéva, enopévwg, NAEoV 0To
enikevtpo tng Npoooxng Ppioketal n katavonon Tng
YEVETIKNG BAong tng kapdlayyelakng vooou Kat n
napaywyn HovtéAwv kivouvou (risk models) nou
npoPAgnouv Tov kapdiayyelakd kivduvo Baon twv
VEVETIKWOV NANPOMOPLWY Kal TOV CUOXETIONS TOUG
e e€wyevelc napayovieg 6nwe o Tpdnog (wng Kat

ol S1alTtNTIKEC OUVNBELEC.

To 1990 10 olkoyeveIaKO 10TOPIKG avayvwpiotn-
KE WG KUPLOG Kal ave€dptntog napdyovrag Kivou-
VOU yla TN vOOoOo Twv oTeaviaiwy ayyeiwv. H eni-
dpaon, pdAiota, Tou BetikoU loToplkoU otnv ava-
ntuén kapdlayyelakng vooou BewpnBnke e€loou
lOXUph pE TNV Napoucia ouoTtoAkhG nieong N du-
oAimdaipiac*. Tnv (dia xpovid, tautonolnBnkav opl-
opéva aAnAdpoppa yovidiwv nou PBpédnkav va
ouvdeovtal pe Tnv kapdlayyelakn vooo®. Qotdoo,
dev €xouv akopn anooagnviotel 6Aa ta unevBu-
va yovidla yia tnv kapdlayyelakn vooo. Av kat £wg
onpepa, neploodtepol and 100 dlapopetikoi Kap-
dlayyelakof ténot €xouv Neplypagel ato avBpwnivo
yovidiwpa®, ol ENMTWOELG, TwV NEPIOCOTEPWY and
autoug, efval aképn ayvwoteg, kabwg ol NepLooo-
TEPEG PEAETEG €XOUV KATAANEEL POVOV OE OUOXETI-
oelc® (Mivakag 1).

YUppwva pe Ta pexpl onpepa dedopéva, paive-
tat 6t yla v kapdlayyelakn vooo dev euBuvetal
éva povo yovidlo, aAAG npenel va UNApxel ouvepyl-
KN 6pdon dlapopwv yovidiwv® (Eikéva 1). Ta tnv
yoviblakn dlepedvnon tng  kapdlayyelakng voéoou
Ol YEVETIOTEG XPNOIWOMNOIOUV TIG HEAETEG OUOXETI-
0NG Tou yovidlwpatog (genome-wide association
studies) kat eotidouv TNV NPOCOXN TOUG OTNV avi-
XVEUON MOAUHOPPLOPWV HEHOVWHEVWY VOUKAEOTL-
diwv (SNPs). Ta SNPs eival pepovwpéveg ara-
YEG Bdoewg oto yovidiwpa evég atdpou. O eKTIpw-
HEVOG OXETIKOG KivOuvog nou ouvdéetal e auta ei-
val noAU PIkpOG, kabBwg kdBe SNP au€dvel peta-
€U 1.0-1.2 popeg tov kivdbuvo avdntugng Tng oxe-
t¢opevng vooou. ()¢ ek toutou, €va atopo, Ba npé-
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FONIAIAKH MOAYMO- YMNOWH®IO I'IAGI-(I)I(FaI::AI\Il\IE(')I')I:KOZ BIBAIOIPA®IKH
OEXH POIZMOL FONIAIO MHXANIEMOX ANA®OPA
9p21.3 110757274 ANRIL Auaveral 0 noA/GOS Twy 6
AElWV PUIKWV KUTTApwVY
60253 153789220 LPA Auavovtai ta enineba e 7
Aimonpwrteivng (a)
6426 <10455872 LPA Autavovtal ta f.runséa ng 5
Ainonpwrtetvng (a)

Mivakag 1: Ot 1oxup6teEpa oUOXeTI{OPEVEG YOVIBIAKEG BETEIG e TNV KapdiayyeLakn vooo

neL va exel SekAdeC N akdun Kat ekatovrtadeg SNPs
KivoUvou yia va dimAaoclaotel N va tpinAactactei o
Kivouvog EpQAVIONG plag noAunapayovtikng acté-
velag, 6nwg n kapdlayyelakn véoogc®. H ouoxétion
evog peyarou apiBuou unoynelwv SNPs Ba dw-
0€l 0UOLWON cupnepAopata yla KAVIKN epappoyn
oto péAAoV
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Eikéva 1: Aneikdvion Tng ouvepyikng Spaong Twv
yovidiwv otnv kapdlayyelakn vooo. lovidia mou
oxetidovtal pe tov Kivbuvo euppdypatog tou pu-
okapdiou

Ta npoypappata «Encyclopedia of DNA
Elements (ENCODE) project» kat «1.000 Genomes
Project» anotelolv 6UO0 €yxelphpata mou  non
éxouv apxioel va divouv ta mpwta anoteAsopa-
Ta omv anokwdikonoinon twv yovidiwv>' To
npoypappa «ENCODE» €&ekivnoe to 2003 and to
National Human Genome Research Institute twv
HIMA pe okond tnv anoca@nvion tng opyavwong
Kat TG pubpiong twv yovidiwy, kabwg kal tov evto-
Nopo6 yovidlakwv napariaywv nou oxetidovral pe
aoBévelec®. To npdypappa «1.000 Genomes» nou
€exivnoe to 2008 kat oAokAnpwBnke npiv Afyoug

UAVEG, €ixe WG OKONO TNV Katnyoplonoinon twv
napaiAaywv tou avBpwnivou yovidlopatog Peta-
€U twv dlapdpwv eBvikoTNTwy'°.

H oupBoAn twv enyevetikwy pnxaviopwy efvat
enfong kplown yla v katavonon TG YEVETIKNG
npodldBeong tng kapdlayyelakng vooou''. H entye-
VETIKN €€nyel ylati ta atopa pe Napopolo YEVETIKO
unopabpo kat napayovteg KivoUvou yia pla OUYKe-
Kpévn aoBévela pnopel va €xouv 1apopeTIKN KAL-
VKN ekdNAwon kal andvinon otn Bepaneia. Ava-
(PEPETAL 0E KANPOVOUNOIPEG aAAayeg otnv yovidi-
akn ékgpaon nou dev anairtovv aAAayég otnv a-
AnAouxia tou DNA. Ot Tpelg kUplol eNLyeveTIKol pn-
xaviopol eivat n peBuAiwon tou DNA, ol tpononol-
AOELG TWV LOTOVWV Kal N Unapén tTwv pn KWOIKWV
RNA, énwg ta pikpo-RNAs (miRNAs). ‘Evag xdptng
peBuAiwong tou DNA otnv abnpookAhpwon ano-
KGAupe dlagopetikd peEBUAIWPEVOUG XpWHOOWHL-
KoUG TOMOUG EMIKEVIPWHEVOUG O€ MEPIOXEG MAOU-
oleg og enavaAnyelg tou ovoukAeotidiou CG TG
Aeyopeveg CpGs vnooug (CpGs islands), mou oxe-
tiCovtal pe tnv €vapén tg abnpookAnpwong ka-
B¢ kal pe tnv opaAn Aertoupyia twv evboBnAia-
KWV Kal Aglwv puikwv kuttapwy. 2tg abnpwpa-
TIKEG BAGBeG napatnphBnke augnon tng peBUAI-
wong tou DNA, katl nou enonpaivel v avaykn
avantuéng napayovtwy nou oToxXeUouv otnv ano-
peBUAiwon Tou DNA o€ OUYKEKPIHEVOUG XPWHOOW-
HIKOUG TONOUG TWV EUNAEKOPEVWV LOTWV KAl KUTTa-
pwy, yla BepansutikoUs okonoug N ano@uyng tng
peBuAlwong toug yia tnv npdAnywn'?. Eival evdia-
(PEPOY, OTL PEPIKA oToIXela TNG dlatpoPng, 6Nwg ol
NOAUPAIVOAEG, TO KAKAO Kal To (OAIKO 0&U, pno-
poUv va puBpioouv euepyeTiKA To eninedo peBUAL-
wong tou DNA, evw ol otativeg pnopouv va pon-
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Bnoouv otnv npdAnyn twv KAN péow tpononoln-
OEWV OTIC LoTOveC! .

lovidio FTO

Xtn ouyxpovn PBiBAloypagia undpxouv apke-
TEG PeAéTeg nou Slepeuvolv T ouoxetion dlapod-
pwv yovidlwv pe tnv Kapdlayyelakn véoo Kat pe
TouG napdyovieg kivduvou. H mo npdéopatn ava-
¢htnon unodeikvUel To yovidlo nou oxetiletal pe
10 AlnwdN 10Té Kkat tnv naxuoapkia (Fat mass and
obesity- associated gene, FTO). To yovidilo FTO
avayvwpiotnke to 2007 wg €va yovidlo nou oxe-
Tidetal pe v naxuoapkia kal ouyKekplpéva o yo-
vétunog AA tou povovoukAeoTIOIKoU MOAUHOP®I-
opouU rs9939609 (T—A), ouvdeetal Pe uPnAd Aei-
Ktn Madag Xwpatog (AMX) kat avayvwplotnke wg
évag ave€aptntog napdayovrag anod toug napadoot-
akoug Napdyovteg Kivouvou yla aBnpookAnpwaon'>.
H oxéon autn éxel enavelAnppeva eniBeBalwBei oe
natdla kat epnBoug. Ot Eupwnaiol opoluywteg yla
T0 aAANASpopPO KIvdUvou rs9939609(A), Cuyilouv
nepinou 3 KIAG neploodtepo and Toug opolUYWTES
nou gepouv To aAAnAdpopgo T. H dlapopd, autn,
avtiotoxel oe 0,36 kg/m2 uwnAdtepo AMX yia
kaBe aAAnAdpop@o KivdUvou™ kal nepinou to 43%
Tou NAnBuopoU PEpeL éva aAANAGpHOPPO KIvOUVOU,
evw 10 20% @epel Kal ta duo. Aev anoteAel eno-
HEVWG EKNANEN TO YEYOVOG OTL TO Yovidlo FTO éxel
OXETIOTel pe Tnv kapdlayyelakn véoo, apou n na-
xuoapkia anoteAel onpavtiké napdyovia Kivduvou
yla autnv. EninAéoy, n FTO npwteivn anotelel pla
anopeBuAdon voukAgikwy o&ewv pe T dladikacia
G oCeldbWTIKNG anopeBuAiwong, avtiotpépovag
TG BAGBeg tou DNA kat tou RNA nou ogeiAovtal
o€ aAkUAlwon'™. XUpgwva pe anoteAéopata PeAé-
g, anodeixBnke dtL kUTtapa opodduya yia to aAAn-
Abpop@o Kivduvou (rs9939609, AA) napouotalouv
augnpévn ékppaon tou FTO kat pelwpevn peBuAi-
waon tou MRNA ¢ ykpeAivng, €xovtag wg ena-
kK6AouBo tnv avgnon twv eninédwv tou MRNA kat
¢ npwteivng tng ykpeAivng'®. Evoexopévwg n FTO
npwrteivn va anoteAel €va veo pnxaviopd entyeve-
TIKOU EAEYX0OU TNG NPWTEIVIKAG EKPPACNG.

lovidio MC4R

Y€ QPKETEC PEAETEG N enidpacn Tou yovidlou FTO
0TO OWWAtIKO Bapog dlepeuvnBnke napdAAnAa pe
T0 Yyoviblo yia tov unodoxéa 4 g peAavokopti-

vng (Melanocortin-4 Receptor, MC4R), to &¢euUte-
po o€ BaBpd onpavtikdtntag yovidlo mou oxetiotn-
KE PE TNV NAXuoapkia. ZUYKEKPIUEVA, N TAUTOXpOovVN
HEAETN TWV OVOVOUKAEOTIOIKWY MOAUHOPPIOHWY
rs9939609(T—A) tou FTO kat rs17782313(T—C)
tou MC4R €6elée 6t ta aAMnAdpopea kivduvou
eppavidouv ouvepylkn 6pdon otnv €U@Avion tou
naxdoapkou qalvotunou'”'8. MBavd Ba pnopou-
0€ N OUVEPYIKN 6pacn Twv aAAnAdpopPwv Kivou-
VOU va OXETOTEl enfong pe tnv aptnplakn nigon,
Tov Kivbuvo unéptaong kai, kat® enéktacn, Tnv ni-
Bavotnta kapbdlayyelakou eneloodiou. Xe avtiotol-
xn peA&tn napodAo nou dev enPeBalwbnke o 1oxu-
plopég autdg, Aavnke 6Tl HOVo 0 MOAUHOP(LOHOG
rs9939609(T—A) oxetiletal pe Tnv aptnplakn nie-
on, péow tou augnpévou AMX'° H Baoikn Asitoup-
yla tou MC4R éykeltal otn pubplon g katavd-
AwONG TNG TPOPNG PEOW EVOG avope€loyovou on-
PATog, MOU NPOEPXETAl and Tov aywviotn TNg, Tov
a-MSH (a-Melanocyte-stimulating hormone) kal
€VOG 0pe€loyOvou ONPAtog, and Tov aviaywviotn
g, tnv AGRP (Agouti-related protein).

lMNovidio ACE

Neotepa bedopéva and nelpdpata o apou-
pafoug obeixvouv 6Tl Bepaneia pe avaotoAéa
TOU petatpentikol ev{UpPou NG ayyelotevoivng
(Angiotensin-converting enzyme, ACE) obnyel o€
anwAela Papoug owpatog, XwpIG va OUPPETEXEL TO
povondtt tou MC4R otov unoBdAapo®. To oluotn-
pa pevivng-ayyelotevoivng éxel avayvwplote! anod
naAaldtepa w¢ onpaviikog napdyovrag otny puo-
plon tou evepyelakoU 1ooluyiou kat Tng opoldota-
ong tng YAUKOANG, evw n avaotoAn tou ACE npoo-
didel €va @awdtuno pelwpévou owpatikou Ba-
pougG, e au€npévn avoxn otn YAukdn®. H ékppa-
on tou ACE qaivetal va ouvdéetal pe tov noAupop-
¢lopo 1/D, nou ouviotatal otnv anouoia (Deletion,
D) n tnv napouoia (Insertion, 1) plag enavaAapBa-
vopevng Alu aAAnAouxiag Baoewv pnkoug 287 bp.
H napouoia tg aAAnAouxiag ¢aivetal va pelwvel
v ékppaon tou ACE. ‘Etol ot DD opoluywrteg kat
ol ID etepoluywteg napouatdlouv katd 65% kat
319%, avtiotoxa, peyaAltepn ékppacn and ot ot |l
ACE opoluywrtec?'. MeAeteg avayvwploav Tov no-
Aupopglop6 1/D, wg napdayovta Kivduvou TG kap-
dlayyelakng véoou?.

H napoucia tou D aAAnAdpopgou, kat dlafte-
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pa o DD yovotunog, au€dvel Tov kivouvo ayyelakou
EYKEPAAIKOU eneloodiou? kal eppavidetal pe augn-
pevn ouxvotnta eni BetikoU olKoyevelakoU LOTopL-
KoU kapdlayyelakng vooou?>.

LYMIMEPALMATA

Aebopeva and peAeteg deixvouv OTL ol NEPLOCO-
TeEpol napayovieg kapdlayyelakou Kivduvou efval
noAuyovidlakol kal 6Tl o€ pPeydAo Nooootd ennpe-
dlovtal ané nepiBarroviikoug napayoveg. H npo-
KAnon, nA€ov, ouviotatal 6xt anAd otov Npoadlo-
plopd Twv unetBuvwy yovidiwv aAAd kat otn 61a-

oUvdeon toug o PloAoyika povondtia. Ta BloAoyi-
K& povondtia, kal Oxl Jepovwpeva yovidla, qaive-
Tal va givat onpavtikd yia v kapdlayyelakn véoo,
Kal €tol 6Aa ta yovidla tng odou yivovtal niba-
vol otoxol yla napeppaon kat Nepartepw Proxnpi-
KN Kal YEVETIKN peAETn®®. H peAAovtikn €peuva ava-
LEVETAl va anooa@nvioel th ouvepyaoia twv noA-
AQnAQV Kat Tpononolnoidwy napayoviwy otn on-
ploupyia naBoAoyikwy kataotdoewv. H yovidiakn
tautétnta e€atopikeupéva Ba agloAoynoet v eni-
Kivouvotnta aAAd kat tv npdAnyn twv kapdlay-
VEIAKWY VOONPATWV.
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