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Tithog: © Melémn osveyétiong tov microRNAs, ka rov ST2, Galectin-3 kai Tov
almToteikol dxpov Tov mponenTdiov Tov kolhayévov Tomov III pe v iveon,
70 Asrtoupyikéd 6T@dio, TV mordTnTe (MG KUl TN GUGTOAIKY KUl O1aeTOMKY)
ratovpyia ™G aplotepds kowkiag  oe  aoBeveic  pe  vmepTpoQuky

puokapdonddewn.”’

H vreptpopiki pvokapdronddewa (hypertrophic Cardiomyopathy-HCM) eivai
pia povoyovidukn Sutapu)r] Pe CVTOCMUIKS EMKPUTES TPOTUTO KAT|POVOLIKOTNTUG,
omv omoia pie petdhiogn oe yovidiwe MOV KMOKOMOWOVV TG TPMOTEIVEG TOL
capkopepdion, eivar cuvRbog emupkng Yo vo mpokurécel T vOoo, pe moukiin
ékppaon xai dwewedvtikénre. Amotehsl ™V mo kown pvokapdomdbewr pe
cupvomra 1:500 xar yopaxtnpiletar amd avadwpdppmon tov pvokapdiov, pe
VAEPTPOPIC. TOV HLOKUPSOKAOY KLTTAPOV, OSwTupuyl TG UPYLTEKTOVIKTG TOL
cupkopepdiov kat ivworn. H vreptpopikn pvokapdrondewr amotelel dubyvomon &g
anokAecpov, kabng devteponabdeic artieg vepTpoeiog ™G apiotepns Kokiag, 6mmg
TN VrEPTUGIKY Kupdlomdbewn, 1 otévacn my aoptikig PuAPidag pe vreptpopio. g
aprotepls koiog,  ubintikn kapdd’’, mpénel va anoxkieiotovv. Ta copmtdpate
mg vooou mepapPhvovy dvomvoln, ombaykd evoyifuate, aicbnpa edxoAng
KOMMONG KUl GUYKOMT, UE TNV aVATTUET GUVOPOHOL KUPdLUKG UVETAPKELLS KUL TOV
apvidio kapdukd Bavato Adym Bavomedpmv xothaxkdv Tapuappuiudy va
amotehovyv Tov peiloveg Bepamevtikoig GEoves. ‘Eva and to Pucikdtepa oToyyeia mg
HCM eivan 1 puoxapdlaxy tvmen 1 onoia cuvelspépel oy e&EMEN ™ KupowKg
AVEMAPKEWNG, GTNV ELEavVion appuOudv kot apvidiov xupdukod Bavartov. Eivar
yeyovog 6T dev vmipyovv afidmotor Prodeikteg GTov opbd TOV CipATOG YW TNV
avoyvdplon ¢ HuoKapdwkig fvaong T GTIYUR MOV 1 MoyVNTIKY TOpoYpapia
kapdidg eivar 1 pévn un emepPonk) amewovionikn péBodog aviyvevemg g
pookapdoxrc fveworng. To miRNAs sivar pikpd pn xodwomommikd RNAs



amoterovpeve. and 18-25 voukieotidia kut EAEYYOVV PETU-UETAYPAPIKE TN YOVIOWKT)
éxppuon eite mapepnodilovrag v petappaot 1 endyovtag v anoctabeponoinem
ov mMRNA. Zmv xopdé to miRNAs éyovv kabopioTiké pdro o QUGLOAOYIKT
avamtoén, ™y vaeptpoeic, ™y wyaia, TV wyyeoyéveon, v adnpockAipuven,
™V KUTTOPIKY andrTmnon eAld kat my ivoor. O okomdg g mapodoag peALmg sivar
va avadeiber véa microRNAs mov mbavé oyetifovtar pe v ékppuom g
VIEPTPOPIKTIG puokupdlonddeiac. Emmiiov 0 1oy 0g eivan va avadeifel ) cvoyétion
avthv TOV microRNAS pUe GUYKEKPWEVE QUIVOTUTIKG TPOTUME.  KOPOUWLKNG
UVEMAPKEWS KOl DIEPTPOPING TG upiotepds Koking, kubhg emiong ka vo pereTioet
™ oyéon vedtepmv microRNAs kat frodeiktdv ivmong xar kapduakig AVETAPKEWS
LE TNV QTEWKOVIGTIKY £KTOGT TNG fveemg TE aprotepds kowiag (TocoTikomoinom mg
{voomg pe LayvnTKy TOpoYpapic Kapdidg), HE TO AELTOVPYIKG GTASIO TOV TUCYOVIOV,
mv mowvmrta (ong authv kudhg kat pe vEpNoKupdloypuPtkovg detkteg GLGTOAKNS
xat S1eToAKNG duohertovpyiag TG apiotepng Kotkiag.

“Correlation study of miRNAs, ST2, Galectin-3 and propeptide of type III
procollagen with fibrosis, functional status, quality of life, and with left
ventricular systolic and diastolic function in patients with hypertrophic

cardiomyopathy.”

Hypertrophic Cardiomyopathy (HCM) is an archetypical single gene disorder with an
autosomal dominant pattern of inheritance, whereby a single mutation in genes
encoding sarcomere proteins, is usually sufficient to cause the disease, with variant
penetrance and expression. HCM is the most common heritable Cardiomyopathy,
with frequency of 1:500 and it is characterized by myocardial remodeling,
cardiomyocyte hypertrophy, sarcomeric disarray and fibrosis. HCM is a diagnosis of
exclusion, as secondary causes of hypertrophy such as hypertensive Cardiomyopathy,
aortic stenosis with left ventricular hypertrophy, athlete’s heart, must be excluded.
The symptoms include dyspnea, angina, fatigue and syncope, with the development of
heart failure clinical syndrome and sudden cardiac death due to fatal ventricular
arrhythmias to be major therapeutic targets. One of the hallmarks of HCM is

myocardial fibrosis that contributes to heart failure, arrhythmias and sudden cardiac



death. It is a fact that currently there are no reliable serum biomarkers to detect
myocardial fibrosis, while cardiac magnetic resonance is a non invasive imaging
technique to detect myocardial fibrosis. MiRNAs are short, non-coding RNAs of 18-
25 nucleotides that post-transcriptionally control gene expression by inhibiting protein
translation or inducing target mRNA destabilization. In the heart they have a crucial
role in physiological development, hypertrophy, ischemia, angiogenesis,
atherosclerosis, apoptosis, and also fibrosis. The aim of this study is to detect new
miRNAs related with phenotypic expression of hypertrophic Cardiomyopathy.
Moreover the target is to find a relationship between these miRNAs with specific
phenotypic patterns of heart failure and left ventricular hypertrophy and to study the
correlation of newer circulating miRNAs and fibrosis biomarkers with heart failure
and fibrosis burden (fibrosis quantification with CMR techniques), functional status
of HCM patients, quality of life, and also with echocardiographic markers of left

ventricular systolic and diastolic dysfunction.



