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[TAPOYIA NOXOZX

o Muvaika PAPUAKOTTOIOG 31 €TV ACLHTITOHATIKN

o Tuxaia pETPNON APTNEIAKNG TTieong 210/120
mmHg aTto 2NUEEOL

o BMI = 21,8 kg/m?

o [TOOOCWITIKOTNTA TOTTOL A

o QLOIOAOYIKN EUUNVO PNON

o Kamviorpia arro 10€Tiac (10 oiyapéra/nueonoicog)

o XWPIC I1I81QITELEC SIATOOPIKEC TTAPEKKAITEIC 1) XONon
OLOIWV EVOXOTTOINTIKWV YIA auénon TNC apTNEIAKNC
TiEoNG




ATOMIKO ANAMNHZTIKO

o Tov 2° /2007 ka1l 0LCA € APIOTN KATAOTAON LYEIAC
LTTEOTN OPOoHuPwOoNn KAadov TnG de€iag
AuPIBANCTPOEISIKNG PAEPAG, N OTTOIA EKENAWONKE
LE COUTTTOUATOAOYIA BABUICIAC PEIONG OTITIKNG
oéutnTtac (AN =130/80 mmHQ)

o Ag cLOTNBONKE TTAPAKOAOLONOCN TNC APTNEITKNG
mieong .

o To 11100810 ALTO TTVLPOSOTNCE TNV SIEVEQYEID
VELPOAOYIKOD, KOAAYOVIKOU KAl O0OURBOMIAIKOV
EAEYXOL KATA TOV OTTOIO AVIXVELONKAY LWNAEC TILEC
OMOKLOTEIVNC KAl opodLY@TIA WG TTPOC TNV
HETAAAAEN TOL yoviSioL C677T TNC OHOKLOTEIVNG ‘




KAHPONOMIKO IZTOPIKO

o Matépac oe NAKKia 58 TV ekSNAWOE
oTtepaviaia vooo ( OEM)







AMBULATORY BLOOD PRESSURE MONITORING

Patient ID: 05913 Data vs Time Graph
Mama: Study Date: 23/1/2008 Accepted Data - 24 Hours [ 23/1/2008 ]
Summary Statistics BF (mmHg] / HA [bpm)
240
First Reading on 23f1/2008 at  8:21:00 &1 20
Last Reading on 24/1/2008 at  §:07:00 &1
Mumber of readings expected: 716 20
Number of readings accepted by ABPM: 74 [ 97% ) 180
Numbar of readings accepted by user: 74 | %7% ) .
140
Accepted Data - All Periods
120
Systolic Diastolic Heart Rate MAP .
Minimum 125 76 62 k1]
Maximum 179 130 102 145 < AL T, I S
Average 152 100 L 1 &0
Std Dew 1d 11 ] 11 a
oo o1 02 03 05 07 10 1
Systolic Readings > 135: 924 (88/74) 04 05 08 08 03 10 1T_ 1;! 13 14 15 16 17 18 19 20 21 2 23 2
Diastolic Readings > 85: 88% (85/74) ime [Hours)
i Data vs Time Graph
Aocepted Dats - Period #1 { 7:00:00 81 - 11:00:00 11 ) Accepted Data - 24 Hours [ 24/1/2008 ]
Systolic Diastolic Heart Rate MAF
- BP [mmHa) / HR (bpm)
Minimum 125 76 B2 54 240
Maximum 179 130 102 145
Average 152 102 15 118 220
Std Dev 12 11 B 11 200
Systolic Readings > 135: 903 (52/58)
Diastolic Readings > 85: 90% (52/3E6)
Rocepted Data - Period #2 ( 11:00:00 ii - 7:00:00 &4 )
Systolic Diastolic Heart Rate MAP
Minimus 137 B3 1] 102
Maximum m 115 B0 134 60
Average 151 L1 | 13
Std Dev 10 g 5 4 B o B A LT TP T
00 O 02 03 04 05 08 07 OB 09 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24
Systolic Readings » 120: 100% (16/1€] Time [Hours)
Diastolic Readings > 73: 1008 (16/1€)




LVEDd 46 Mitral E wave
LVESd 32 A wave
IVSd 10,3 DT

PwWd 9 IVRT

1,08 m/sec

0,69 m/sec

225 msec
85 msec

EF 60%
LVMI 101,54
gr/m?

RWT 0,42
DLCIOAOYIKN
YEWMETPIA
APIOTEPNG KOIANIAG

LA diam 27
WANY/e] 20,79

o Pulse wave velocity 6 m/sec
o Intima media thickness 0,6 mm

YNEPHXOKAPAIOTPA®IKA EYPHMATA

TDI annular Em/Am
Septal 8/9
Lateral 16/9
Anterior 11/8
Inferior 14/8




ANEIKONIITIKOX EAEMXOX

o US avm KolAiag, KOIAIGKNS aopTNS Kai triplex
VEPPIKDV ApTNPIMV:
o DLOIOAOYIKA ELENUATA

o CT VEPPGV-EMVEPPISIDV:
o XWEIC TTABOAOYIKO ELPNUATA

o MRI gyke¢paiov
o XWPEIC TTABOAOYIKA ELPNUATA




FENIKH AIMATOX

o Aigarokpitng 46,4%
o Algoogaipivn 15,3 g/dl
o EpuvBpa aigoopaipia 5.260.000/mm3
o MCV 88,1
o MCH 29,1
o MCHC 33,1%
o Moppoloyia epvBpcv (PLOIOAOYIKN
o AlgormeraAia 181.000/mms3
o Agvkd aigoopaipia 10200/mm3
o MoAvpoppomdpnva 65%
o AgypokuTrrapa 26%
o MovokOTTapa 7%
o Hooivogpiha 2%

AoKipaocia popTiong
YALKOING OTIC 2 WPEG:
79 mg/dl

EPTALTHPIAKOX EAEMXOL

BIOXHMIKOZX EAErXOX

OOOOOOOOOOOOOOOOOOOOOOOOOOO

IaKkxapo 87 mg/dl
HbAlc 5,4%
Ovpia 20 mg/dl
Kpeartivivn 0,8 mg/dl
Ovpikd 081 4,2 mg/dl
XoAepvOpivn OAIKN 0,8 mg/dl
OAIKA Aevkoduara 7,5 gr/dl
AANBovpiveg 4,4 gr/dl
Lpaipiveg 3,1 gr/dl
SGOT 22 U/L
SGPT 16 U/L
y-GT 12 U/L
AAKAAIKR poParaon 52 U/L
AcpéoTtio 9,7 mg/dl
dwoPpodPog 3,0 mg/dl
Kahio 4,41 mmol/L
Narpio 142,2 mmol/L
BNP 11pg/ml
XoAnoTepoAn 195 mg/dI
TpiyAvkepidia 73 mg/dl
HDL 47 mg/dl
LDL 133 mg/dI
AmoAimomrpeteivn Al 146 mg/dI
AmoAiromrpwreivn B 102 mg/dl
Lp-a 97,7 mg/dl (®,1: <30)
CRP apvnrikn

TKE 3mm




EPTALITHPIAKOX EAEMXOL OYPQN

FENIKH EZETALH OYPQN LYAAOTH OYPQN 24QPOY

Xpola

Oun

AvTiSpaon

EiSIkO PApog
AeOKWUa
YAKYXAPO

O&ovn
AloopaIpivn
XOANOXPWOTIKEG
XoAIKG AAaTa
OLPOXOAIVOYOVO
OvpoxoAivn
NITowén
MNuoogaipia
EovBpa alyoopaipia
EmonAia

Eibog emBnAiakwv
KOTTAP WV

Kitpivn
AIQLYNG
‘O&ivn
1010
Oxi
Oxi
Oxi
Oxi
Oxi
Oxl
Ox
Ox
Ox
YTavia
Ymavia
APKETA
MAaKwEN
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o

KaAio

NaTplo

Kpeartivivn

VMA

Metaveppiveg

5 V5P0ELIVEOAOEIKO OEL
KaTtexoAapiveg obpwv
ANSOOTEPOVN
NopadpevaAivn
Abpevalivn

NTOTTAMIVN

ONKEG TTPWTEIVEG
AgLKWUATIVN

ACPRECTIO OLP WV
DPOPOPOG

AOYOG aApoupivng/kpeaTivivng
GFR

56,8 mmol/24h (®.T: 25-125)
134,3 mmol/24h (®.T: 40-220)

1,3 gr/24h (®.T: 0,6-1,6)

4,2 mg/24h (®.T: 1-11)

0,4 ug/24h (®.1: 0-1,2)

4,0 mg/24h

16 pg/24h (®.T: 100-470 ug/24h)
22,2 ug/24h (®.T: 5-24)

58,3 ug/24h (®.T: 20-100 ug/24h)
11,3 pg/24h (®.T: 0-20)

346,4 ug/24h (®.T: 80-350 ug/24h)
164 mg/24h (®.T: <250)

9,8 mg/dl (®.T: 2,2-18)

109 mg/24h (®.T: 80-300 mg/24h)
0,8 g/24h (®.T: 0,4-1,3 g/24h)
19,2 mg/gr (®.1:<31)

101 ml/min




EPTALTHPIAKOL EAETXOX

o T3 1,2 ng/ml
o T4 9,3 pg/dl
o TSH 3,3 yu/ml
o FT3 3,5 pg/ml
o FT4 1,2 ng/ml
o TPO-AB 10 1U/ml
o AGOA Buvpecoopalpivika 3 IU/ml

ANSooTEPOVN O¢ 0pBIa Béon 33,2 ng/dl (P.T: 4,8-31)
Pevivn og 60p61a ©éon 6,11 ng/mi/h (®.T: 0,2-5,0)
NapaBoppovn 77,5 pg/ml (®.T: 10-65 pg/ml)

Neuron specific enolase 6,4 ng/ml (®.T: 0-16,3 ng/ml)
AANSoOTEPOVN OLPWY 24h 21,5 ug/24h (P.T: 2,3-25)
B12 900 pg/dl (®.T: 180-1162)

®UVAAIKO 0§10 4 ng/ml (P.T: 2,3-17)

o)
o)
o)
o)
o)
o)
o




Napaywv V Leiden 0,8 (ratio 2 0,80 normal)

PCR yia 10 Yovi§io Tng mpoB®poupivng G20210A apvnTikn

Opokvoreivn 44,0 (P.T: 3,5-20 pmol/L)
Xpovog pepIkng OpouporAacTivng 28 sec
Xpovog mpoBpoupivng 11,83 sec

INR 1,0

HAEKTPO®OPHIH MPQTEINQN

Rel % g/dl Rer;erfggge
ALBUMIN 58,8 4,47 50-65%
ALPHA 1 5,8 0,44 5-10%
ALPHA 2 11,6 0,88 8,5-15%
BETA 7.3 0,55 8-13%
GAMMA 16,5 1,26 10-20%




BYOOLKOINHLH

o AO: o AO:

« Malaid KAQSIKA BpouPwoN » Cotton wool spot KATw
KATG KOOTAPIKNG PAERAG PIVIKa NG ANYNng
AUPIBANCTOOEISOLG ° g%sgggggfﬁﬂ%ﬁg

o [MapatmAevpPO SIKTLO WXPAG-
ATOOPIKEC AANOIWTEIC
HEAQXOOUL ETTIONAIOL

o ®Aoyoeidbncaipoppayia
AV PIVIKA TNG OTITIKNG
OnANg

 Silver wiring-£o0TIOKES
OTEVWOTEIC APTNPIOAIWV

Tvumepaocpya: XoBapou Babuov vmepraocikes BAaBec orasdiov |
kara Scheie-Wagener.

®
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Kara Scheie

Itadi0 0
APTNPIAKN LTTEQTACN XWEIG
AANOITEIC

ITadio |

AETTTLVON TWV AUPIBANCTOEISIKWV
APTNPIONIWYV OXETIKA UE TIC PAEREC

Itasio i
Eupavng oTeEveon TV apTNPIOAI®Y
UE EOTIAKEG TTEQIOXEC £€OBEVNONG

Itasio Il
Y1a610 Il + BauPakouoppa
e€16pwWUATA & AIPOPPAYIES

1Tasdio IV
Y1a610 Il + oibnua oTTIKNG BNANG N
TOL AUPIPANCTEOEISOLC

TAZINOMHIH AMOIBAHITPOEIAONAOGEIAL

Kara Keith Wagener

ItTadio |

'Hmma oTévewon N okKANpLVON TWV

AUPIBANCTOOEISIKWV APTNPIWYV

Itadio i
METPIa TTPOC coPaprn oTeEvwon N
OKANELVON PE OTITIKEG AVAKAATEIG
KAl aPTNEIOPAERIKEC UETAROAEC OTO
onueia SI00TALPWONG

Iradio il
Y1010 Il + BauPakouoppa
e€16pwUATA & AINOPPAYIEC

Itasdio IV
Y1a610 Il + oibnua oTTIKNG BNANG




[MTAPATONTEX KINAYNOY ©OPOMBQIHI KAAAOY
OAEBAL AMODIBAHITPOEIAOYX

NMapayovreg mov avfavouyv Tov Kivéuvo
e YOOTNUATIKN LTTEQTACN

* |OTOPIKO KAPSIAYYEIOKNS VOOOUL
« AbENuEvo BMI oe nAikia 20 eTcov
* |OTOPIKO YAQLKWUATOC

e ADENUEVEC TIWEC A2-O¢aIPiVNG OTOV OPO

MNapAyovTeG TTOL HEIGVOLY TOV KiVOLVO

e ADENUEVN KOTAVOAGWON AAKOOA
e ALDENUEVEC TIWEC HDL XOANOTEOLOANG

Duane’s Ophthalmology 2007




ANTIMETQIMIZIH OPOMBQXIHE

o POBUION LTTOKEIMEVV AITICV
o EvéovaAiocibikn eyxoon anti-VEGFa
o Laser pwTtotnéio

o H xopriynon aompivng Katd Tnv oéeia
@don cival auPpIoPNTOLHEVN AOYW
KIVOLVOUL £TTIOEIVGOONC AINOPOAYIWY

Duane’s Ophthalmology 2007




LYNOAIKOL KAPAIAITEIAKOX KINAYNOX

dualoloyikn YwnAn Al 1°v BaBuou Al 2°v BaBuou All 3° BaBuou
AMN\oI TTapAyovTeg (PUOCIOAOYIKNA
KivoUvou 1 BAGRN
opyavwyv ZAlM 120-129 i ZAlT140-159 R ZAlN160-179 R 2AMN =180 n
oTOXwV(OD) N AATI 80-84 AN 130-139 R AAI 90-99 AAT 100-109 AAM = 110
vOOO0G AATT 85-89
Xwpi¢ dAAoug Métpiog YwnAog
TTAPAYOVTEG aBpoloTikdg aBpoloTikég
KivdUvou Kivouvog Kivduvog
) . Métpiog MéTtpiog
1-2 TTapdyovTes aBbpoIoTIKOG aBbpoIoTIKOG
KivOUvou . .
KivOouvog KivOuvog
= 3 TTapdayovTe ; . ) )
KIV5L’JV§U Y S MéTtpiog MéTtpiog YywnAog YywnAog
USTGBO)\II,(O aBpoIoTiK6G aBpoIoTIKOG aBpoIoTIKOG aBpoloTikG
GOVEPOWO A OD KivOuvog KivOuvog Kiviuvog Kivduvog
MéTtpiog YwnAog YwnAog YwnAog
2A aOpoIoTIKOG aOpoIOTIKOG abpoloTIKOG aBbpoIoTIKOG
Kivduvog Kivduvog Kivduvog Kivduvog
MNvwoTh

KapdIlayyEIoKn
VEQPIKI) VOOOG




PDAPMAKEYTIKH ATQrH

o H aoBevnc AauPavel atro £ToLC
AKETOAOCAAIKLAIKO 0L 100 mg/nueEpnoiadg

o AOBNKE N KATWO! AVTILTTEQTACIKN AYWYN:
o lppmmepoaptavn 300 mg 1x1 kai
o ApAodittivn 5 mg 1x1/nuepnoing
o MLAAIKO 0€L 5mg x1/ NUEPNTIWC
o IOMTTAEYHa BiTapivev Bé, B12.




2007 GUIDELINES FOR THE
MANAGEMENT OF HTN (ESC, ESH)

o Retinal arteriolar and venular narrowing may
precede the development of HTN (digitized
retinal photographs)

o Retinal changes are more frequently seen than
other target organ damage ,but the
prognostic significance has been questioned,
except perhaps in young patients, in whom
deviation from an entirely normal retina should
raise concern.




LP (A)

o rxnuartiletal amo eva cwuaTidio LDL
XOANOTEPLOANG, N atro-B 100 Touv otroiov
ouvéeeTal he SICPOLAPISIKO SECUO HE EVA UOPIO
QTTO-(A), TO OTTOIO £XEl OTEVI SOMIKN KAl
AEITOLPYIKN CLOXETION PE TO TTAQOUIVOYOVO

o 'Exel evoxoTttoinOei yia mpoOpouP@TIKES Kal
aOnpoyoveg I1I810TNTES, PECW evartoBeonc LDL
OTO AYYEIOKO TOIXWUA




CUMULATIVE RATES OF CARDIOVASCULAR EVENTS ACCORDING TO
LIPOPROTEIN(A) LEVELS

= 0.07
LU
T
p— 0.06 -
=
—
o 0.05 -
=
& 0.04 —
=
=
S 0.03 —
S
-— 0.02 -
P
g 0.01 -
o Log-rank F < .001
m D i .
(I 1 I I I I 1
O 2 < (5] 8 10 12
FOLLOW-UP (year)
LDLC = S50th percentile
— Lp({a) = 90th percentile
— Lp({a) < 90th percentile
LDLC = 50th percentile
---- Lp{(a) = 90th percentile
Easteicss Lp(a) = 90th percentile
Suk Danik J et al. Lipoprotein(a), measured with an assay independent of ‘

apolipoprotein(a) isoform size, and risk of future cardiovascular events among initially
healthy women. JAMA 296:1363, 2006




Folic Acid

!

THF

5,10-MTHF

MTHFR

5-MTHF

Proteins

|

Methionine

Methionine
synthase

(Vit B1p)

Homocysteine

_CHS

CBS

!

(Vit Bg)

Cysteine

o H avtikataoTaon TNG KLTOCIVNG WE Bupivn oTny Beon 677
TOL YoVISiov MTHFR oényei oe avEnon Twv mTTES WYV

OMOKLOTEIVNG

o HopoluvywTia TT Bpiokeral oto 10-12% TOL TTANBLGUOL
Kal OXeTICETAI PE KATA 25% avénon TV ETITTESWY TNG
OMOKLOTEIVNG O OXEON UE TOLS AOOEVEIC UE TOV

yovoTtutto CC




HYPERHOMOCYSTEINEMIA

A 4

A 4

HYPERTENSION ‘

Rodrifo et al J.Cardiovasc Pharmacol 2003




ELEVATED PLASMA HOMOCYSTEINE HAS

WBEEN FOUND IN HYPERTENSIVE PATIENTS AND

SHOWED A POSITIVE CORRELATION WITH
BLOOD PRESSURE

o Total plasma homocysteine and cardiovascular risk
profile

Nygard 0. JAMA 1995

o Plasma homocysteine, aortic stiffness, and renal function
INn hypertensive patients

Bortolotto L.A et al., Hypertension 1999

o Essential hypertension in adolescents: association with
Insulin resistance and with metabolism of homocysteine
and vitamins

KahleovaR. et al., Am J Hyperts 2002 ‘




o High homocysteine levels are independently
related to isolated systolic hypertension in
older adults.

Sutton-Tyrrell K: Circulation 1997

o Hyperhomocysteinemia is a risk factor for
retinal artery, vein occlusion and other
common eye diseases.

Wright AD: Eye 2007

o The 677 C/T MTHFR polymorphism is associated
with essential hypertension, coronary artery
disease and higher homocysteine levels.

Nevil llhan: Arch of Med Res 2008 ‘




Biomarkers for venous and
arterial thrombosis

Parameter Venous Arterial

Homocysteine
D-dimer

Euyevikn Tapaxwpnon k- Kaptravou




MECHANISM ?

The OR for stroke was 1.26 for T T versus C C homozygotes.
Thus, although there appears to be a weak association
between these prothrombotic mutations and ischemic
stroke, particularly in the young, major questions remain as
to the mechanism of risk, the effect of gene-environment
Interaction and the optimal strategies for stroke prevention

Sacco et al. Circulation 2006 ‘




=) Effects of serum homocysteine and

# adiponectin levels on platelet aggregation in

untreated patients with essential
hypertension.

o Increased homocysteine and decreased
adiponectin serum levels in pts with EH
corellate well with changes in ADP-induced
conventional PLT aggregation. This association
may potentially contribute to future thrombus
formation and higher risk for CV events in
hypertensives.

O Ekmecietall. J Thromb Thrombolysis 2008




Methionine-loading rapidly impairs endothelial
function, by mechanisms independent of
endothelin-1: evidence for an association of
fasting total homocysteine with plasma
endothelin-1 levels

Despite its potential role in chronic homocysteinemia, ET-1
has a limited contribution to the development of endothelial
dysfunction in acute, methionine-induced homocysteinemia
iIn humans.

Tousoulis D, Antoniades C et all

J Am coll Nutr, 2006




Homocysteine and coronary atherosclerosis: from
folate fortification to the recent clinical trials

Better understanding of the mechanisms relating Hcy and
Hcy-lowering treatment with vascular function and
atherogenesis is crucial, to help us understand why clinical
trials failed to show a benefit from Hcy-lowering treatment.
Are these therapeutic strategies ineffective because the
fall to reduce intracellular Hcy levels and vascular redox
state or should Hcy stop being considered as an
iIndependent risk factor for atherosclerosis from now on?

Antoniades C, Antonopoulos AS, Tousoulis D et all

Eur Heart J, 2008 ‘




The trials completed to date do not provide clear
evidence of any beneficial effects of B vitamin
supplementation in CVD risk reduction (pts with preexistent
vascular or renal disease)

o VISP trial

o HOPE-2 trial (25% reduction in the risk of stroke)
o CHAQOS-2

o NORVIT

o WENBIT

Lonn E. JAMA 2008




VITAMIN INTERVENTION FOR STROKE PREVENTION
VISP sTUDY

H peAétn VISP Tuxaiotroinoe aoBeveic e AEE pn kapSioeuBoAIKRG
aitioAoyiag Kal ATTIA TTOOG UETPIA LTTEPOHOKLOTEIVaIYia (>9,5
pumol/L yia Toug avépeg kal = 8,5 umol/L yia TIG YLVaiKeS) va
AQPBOLV €iTe LYNAN €iTe xaunAn 600N TV PITapivaey B, B12 kai
PLANKOL OEEOC VIa 2 €TN

O kivéLVOoG eupaviong AEE OXETIOTNKE WE TIC TIWES TNG
OMOKLOTEIVNG

H péon peicoon oTNV OUOKLOTEIVN NTAV PJEYAALTEON OTNV opAada
LE TNV LWNAN SO00nN PITapivav, aAAG Sev TTAPATNENONKE HEIoN
AEE.

O emmmoAaouOC TV AEE nTav 9,2% otnv ouada TNS LYWNANG

SoonNnc BIrapiveyv kai 8,8% otnv opada xaunAng 6oong, dilagopd
OMWC MN OTATIOTIKA ONHAVTIKNA. ‘

Sacco et al. Circulation 2006




(e} MORTALITY AND CARDIOVASCULAR EVENTS IN
®@s” PATIENTS TREATED WITH HOMOCYSTEINE-LOWERING B
VITAMINS AFTER CORONARY ANGIOGRAPHY

o Pts with CAD or AVS

o Randomized, controlled

o Folic acid, B12, B6

o No effect on total mortality

Ebbing M., JAMA 2008‘




WAFACS STUDY

o 5.500 women- history of CVD or > 3 RF
o Longest duration (7 yrs)

o There are other good reasons for taking folic acid and B
vitamins-prevention of birth defects, possible reduction in
cognitive decline, or macular degeneration, but the
wind has all but gone out of the sails of homocysteine

lowering as a means of preventing CV events

Manson JAMA 2008




(GUIDELINES FOR PREVENTION OF STROKE IN PATIENTS
WITH IS OR TIA

OeWPEITAl AOYIKN BEPATTELTIKN OTOATNYIKN N
xopnynon twv Pirapiveoy Bé6(1,7 mg/nuepa),
B12 (2,4 ng/nuepa) kai puAAikoL o€tog (400
Hg/NUEPA) OTOLC ACOEVEIC PE IOXAIUIKO
AYYEIOKO EYKEPAAIKO ETTEICOSIO N TTAPOSIKO
IOXQAIUIKA ETTEICOSIA KAl DTTEQOPOKLOTEIVAIUIO
(TIHEG 0poL >10 pmol/L), pe OKOTTO TNV PEION
TV TIUWV TNC OJOKLOTEIVNG KAl §edopevne TNG
AOPAAEIAC KAl TOL XAUNAOL TOLE KOOTOULG.
QOoT000, S8V LITAPXOLY AKOHA EMTAPKN
Sedopeva OTI N HEIOON TV TIHWYV TNG
OHOKULOTEIVNG 0dNYEl O€ HEIOON TG LITOTPOTING
TOL AYYEIAKOL EYKEPAAIKOD EMTEICOSIOL

Sacco et al. Circulation 2006




CASE REPORT

A 31 YEAR OLD WOMAN WITH ESSENTIAL HYPERTENSION
GRADE Ill AND BRANCH RETINAL VEIN OCCLUSION WITH
HOMOzYGOUS C677T MTHFR HYPERHOMOCYSTEINEMIA
AND HIGH LEVELS OF LP(A)

Vasiliki Katsi MD 2, Evangelos Chatzistamatiou, MD &, Emmanoulil
Androulakis, MD 2, Georgios Moustakas, MD 2, loannis Skiadas,
MD 2 Constantinos Tsioufis, MD, FE.S.C, FA.C.C , Dimitris
Tousoulis, MD, FE.S.C, FA.C.C ¢, Christodoulos 1. Stefanadis MD,
F.E.S.C, FA.C.C Y, loannis E. Kallikazaros, MD, FE.S.C, FA.C.C¢
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