yA otnv TTpoaywyn Yyeiac, KoivwvikA kai TTpoAnmTikA Iatpiki»
MTTZ «Anuéoia Yyeia»

TTAPATONTEZ KINAYNOQOY
2 TERANIAIA NOXOZ

w5

FTPHTOPIOZ I TZITKAZ
AvamAnpwTnC KaBnynTtng kapdioAoyiac
TTANETTIZTHMIO TTATPS)N




H kapdiayyeiakn véoog to 2011 ) R

56 ekatoppUpla acOeveic neBaivouv nmaykoopiwg

c.. ar Disease (Toka

Il Ischemic heart disease (13.4 7.4m
I Cerebrovascular disease (11.2) 6.7m
[ Other cardiovascular disease (4.16)
[ Hypertensive heart disease (1.92)
Inflammatory heart disease (0.64)
\ Rheumatic heart disease (0.32) j

Cause
of death
(Worldwide,
2011)

Castellano JM et al. J Am Coll Cardiol. 2014 Aug
12;64(6):613-621



Age-Standardized Relative Rate of Death in
the United States in 1990 and 2010, as
Ranked among 187 Other Countries
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KapdLayyELOKWY VOGHUATWV - " .
Secondary Prevention atients with established

Progression CVD: at very hlgh risk of

Healthy lifestyle .

Medication recurrence in absence of
prevention.  Annual rate of

mortality after

AMI is 5-6 times

higher than in

Medication to control risk : :

factors (blood pressure ; patlents without

and cholesterol) > 55 established

years Low risk/ CHD.
Standard

Primary Prevention
Initiation-first event
screening

Risk assessment
Healthy lifestyle

n 2009; Anders 2012; Bischoff 2006



Every significant
progress in
cardiology is based
on treatment with
medications and
refers to a patient
with good
compliance in
primary and
secondary
treatment
measures




Prevalence of cardiovascular disease i
- Ta -:lndépv "\ll—l.ﬁl\lES .

These data include coronary heart disease, heart failure, stroke, and hypertension.

Source: National Health and Nutrition Examination Survey: 2007-2010; National Cente
and Blood Institute.




To ypauueEvVo uac...

ANRIL (antisense non- "ﬂu o
_ coding RNA in .
the INK4 locus), TTou .

BpiokeTal oTnV
XPWMOOCWWIKNA TTEPIOXN
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OXETICETAI OTEVA PE TOV QR MOX e PS3I

KIVOUVO ep@aviong ]| g |t

oTepaviaiag vooou (CAD).



NMNapdayovTteg KIvOUvou

ETIONUIOAOYIKEGC HEAETEC TIC TEAEUTAIEC OEKAETIEC EXOUV
EVTOTTIOElI TOUGC QTTOKAAOUMEVOUG TTPOOIABECIKOUG TTAPAYOVTEC
KivOuvou ZN.

MeAETN oT0Bp6G: Framingham Heart Study (early 1960s)

Karavonon Twv Trapayoviwyv  kKivduvou 2>  Tlapeupdoeic
TTPOANYNGS KapdiayyEeIaknS voonpoTnTag Kal BvntdTntac.

KAaoikoi vs NeOTEPOI TTOPAYOVTEG KIVOUVOU
TpoTrotroioipol vs Mn-TpOTTOTTOINCIMOI



NMNapdayovTteg Kivouvou 2N

= Mn-TPOTTOTTOINCIHOI

= HAIKia
»> >45€Tn 0TOUG AVOPEG, >55£TN OTIC YUVAIKEG

= Appev QUAO
[MPOEPUNVOTTAUCIOKES YUVAIKEG: TTIOAVOI TTPOCTATEUTIKOI JNXAVIOUOI
OXETICOMEVOI UE TNV OPACT TWV OIOTPOYOVWV.

» OIKOYEVEIOKO I0TOPIKO TTPWINNG ekOAAWOoNG 2N

(1°Y BaBuou ouyyevric avdpac<65eTwyv, yuvaika <55eTwv)
» 'Exouv TautoTToINBEi APKETEC YEVETIKA KABOPIOMEVES METAPBOAEC
OTO METARBOAIOHO TWV NITTOTTPWTEIVWV Kal TNG XOANOTEPOANG.

» EmdiopBwTIKoi pnxaviopoi

= QuAn
» YWnAoTepn kapdloayyelakr) OvntoTnTa o AQPOAUEPIKAVOUG



MNapdayovTteg Kivouvou 2N

TpoTroTTOINCIHOI

>

vV VvV VWV VY V V VY

2 NUAVTIK OUOXETION JE TPOTTO WG

YtrepAimdaipia (1diaitepa uwnAry LDL)

v O 1oxupdTEPOG  TTapdyovTag KivOUvou yia TNV abnpwudtwaon o€
aroua nAIKiag < 45 eTwv.

ApTnpiakn YTrEpTaon

Karmvioua

2 aKkxapwodng AiaBnTng
[Mayxuoapkia

EANTIAC cwpaTikr) dpacTnpioTnTa
MeTaBoAIkO 20vdpouo

Wuxiko stress/katdOAIpn



Eridpaon TToAAawAwv TTapayovrwv Kivduvou ornv TTiBavéTnra
Avantuénc Ztep. Nooou: MeAétn Framingham

d1 dpIOTEPAC KolAiag



NeoTepol MNMapayovreg Kivouvou 2N

NIYOTEPO TEKUNPIWMPEVOI OUYKPITIKA PE TOUC KAQOOIKOUG TTAPAYOVTEG
KivoUvou

Métpia emmidpaon oTtov Kivouvo ekdNAwong 2N emmmpooBeTa TWV
KABIEPWHEVWYV TTAPAYOVTWV

» Augnuéva etritreda C-reactive protein

* A€iKTNG QAEYUOVAG (=2 N QAEyUOVI) CUMUETEXEI O OAa T
oT1ad1a TNG aBnPoBpPOUPWONC)

* 2UOXETION ME augnuévo Kivouvo 2N + 022

 Towg €xel KAtmOI0 POAO O€ QACUUTITWHOTIKOUC aOBeveic
evOIdueoou Kapdlayyelakou KIvOUvou

> Nitrotrpwreivn a

* AvegapTtnTog TTapAyovTag Kivouvou TTpwinng 2N

« Métpnon Xpnolun o€ VEOoug 0OBeveic HPE ATOMIKO R
OIKOYEVEIOKO IOTOPIKO TTPWIKNG AYYEIAKAG VOOOU

« Aev UTTApXEl KATTOIa TTapPEUPacn av Bpedei augnuevn (oTOXOG
TTapauével n LDL)



NeoTepol MNMapayovreg Kivouvou 2N

» Mikpd, TrTukva LDL cwpartidia

> Yy@nAda etritreda lvwdoyoévou
* Ivwdoyodvo:
v' Autdvetal o€ KATaOoTATEIS AUENUEVNG PAEYUOVWOOUG ATTOKPIONG
v’ ZUMHETEXEI OTN CUCOWPEUCT) TWV AIHOTTETOAIWY
v' MeogoAaei To TEAIKO Briua oTo oXNUATIONS Tou BpouBou

* 2UOXETION PE Kapdlayyelaka cupBauaTa




NeoTepol MNMapayovreg Kivouvou 2N

> TeAikoU oTtadiou XNN

e 2UOXETION ME QAVOIMIA, UTTEPOMOKUOTEIVAIMIA, ETTACRECTWOEIG,
uTToaABoupivaidia, aug¢nuévn TpPOTTovivn, auénuévoug OEiKTEC
PAEYHUOVAG, augnuéVo OCEIDWTIKO OTPEG, MEiwpéEvo NO - mlavi
OUMBOANR o€ 1 kKapdlayyelako Kivouvo

> Xpoévia Aeypovwdn voonuarta (ZEA, PA)

>  Nolpwdelg TTapAayovTeg
* HIV Aoipwin (aAAa kai n HAART Bepartreia)




KAGIEPQMENOI TPOMOMOIHZIMOI
NMAPAIONTEZ KINAYNOY 2N

AucAimidaipia
R AoTNPIoK: YTTéPTOON
SKaTtTvioua
2. OKYapwonc AlaBATng
axuoapkia
R CEAQTTWHEVN OCWHATIKA OpacTNPIOTNTA
BIVieTaBoAiko 2Uvdpopo
UXIKO stress/KataBAiyn



AYZAIMIAAIMIA

2 Kuplol TUTrol AImmdiwv:
v Cholesterol
v Triglycerides (TGs)

Ta MimTidla gival atrapaitnTa yia T QUOIOAOYIKA AEIToupyia TOU
Opyaviouou

1. AOMIKO OTOIXEIO TNG KUTTAPIKAG MEUPBPAVNC
2. 20vBeon opuoOvWV

3. TInyn evépyeiag

Ta maBoAoyika etritreda Aimidiwv (TLDL, 1TGs, |[HDL)
dladpauati(ouv KaBopIoTIKO POAO OTNV
aOnpookAnpwTIKr diadikaoia.



There Is a Strong Relationship Between CVD Risk and
the Presence of Dyslipidemia: Framingham
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Total Cholesterol (mg/dL)

Kannel. Hypertension: Physiopathology and Treatment. 1977:888-910.
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AYZAIMIAAIMIA — ANTIMETQNIZH
Opelog atrd Tnv peiwon tng LDL

50

45 -

40

35

30 —

25 —

20 —

Vascular deaths avoided per 1000

=30%
=20% to <30% 5-year

- risk of
. >10% to <20% major
0 -
) . >5% to <10% vascular
] 15 event
. 2 <5%
2.5

LDL cholesterol reduction (mmol/L)
with statin treatment

1 mmol/L = 38.6 mg/rll

Web Figure A Predicted vascular deaths avoided over 5 years from reductions in low-density lipoprotein (LDL-C) with statin treatment at

different levels of cardiovascular disease risks [Jackson R, Kerr A, Wells S. Vascular risk calculators essential but flawed clinical tools? Circulation
2013,127:1929-1931].




AYZAINIAAIMIA - 2TOXOI AFrQrHz ===

European Treatment goals for LDL-C across categories of total

. . - *®
LDL-C goal + > 50% cardiovascular disease risk
reduction from baseline
116 mg/dL B

Low -SCORE <1%

(3.0 mmol/L)

-SCORE 1-5%
-Young patients (T1DM <35 years; T2DM <50 years without other RF

-SCORE >5% and <10%

-Markedly elevated RF (TC>310 (8 mmol/L) or LDL-C >190 (mmol/L)
-BP >180/110

-FH without other major risk factors

-Moderate CKD (eGFR 30-59 mL/min)

-DM >10 years or additional RF, w/o target organ damage

-SCORE >10%

-ASCVD (clinical/imaging)

-FH with ASCVD or with another major RF
-Severe CKD (eGFR <30mL/min)

-DM & target organ damage

_ -**2nd Eyent within 2 years

Low Moderate High Very High High with DM CV RISK

*Adapted from slideset available on www.escardio.org/guidelines which is from 2019 ESC/EAS Guidelines for the management of dyslipidaemias: lipid modification to reduce cardiovascular risk

Table 10 Corresponding non-high-density lipoprotein
cholesterol and apolipoprotein B levels for commonly used
low-density lipoprotein cholesterol goals

LDL-C Non-HDL-C Apolipoprotein B

26 mmallL (100 mg/dL) 3.4 mmol/L (131 mgidL) 100 mg/dL _

1.8 mmolL (70 mg/dl) 2.6 mmel/L {100 mg/dL) B0 mig/dlL ;E;

14 mmol/L (55 mg/dL) 2.2 mmel/L (85 mg/dL) 65 mg/dL L



Patients with established ASCVD

Documented ASCVD, clinical or
unequivocal on imaging. Documented
clinical ASCYD indudes previous
AMI, ACS, coronary revascularization

and other arterial revascularization Residual CVD risk estimation after general prevention

goals (e.g. 10-year risk with the SMART risk score for

P ura,ﬁ;tr:ﬁkga&d TIA_’ anrﬁ'c v patients with established CVD or 1- or 2-year risk
:”E“wr':'te SO NEQUVOTTY A " :""_’ B ith EUROASPIRE risk score for patients with CHD).
in?:ﬁj:; o m;r:\;:r'ﬁgmg 'gh-ris Consider lifetime CVD risk and benefit estimation of
iy o d ultrasound risk factor treatment (e.g. SMART-REACH model, or

or on CTA. It does NOT include DIAL model if diabetes).

some increase in continuous imaging
parameters such as intima—media
thickness of the carotid artery.

EIESC 2001



Recommendations for lipid analyses for EAS i@\ @ESC
cardiovascular disease risk estimation (2) i

Recommendations Level

Non-HDL-C evaluation is recommended for risk assessment, particularly
in people with high TG, diabetes, obesity or very low LDL-C.

Class
- c
ApoB analysis is recommended for risk assessment, particularly in people
with high TG, diabetes, obesity or metabolic syndrome, or very low LDL-
C
i
=

C. It can be used as an alternative to LDL-C, if available, as the primary
measurement for screening, diagnosis and management, and may be
preferred over non-HDL-Cin people with high TG, diabetes, obesity or
very low LDL-C.

2019 ESC/EAS Guidelinesforthe management of dyslipidaemias lipid modification to reduce
cardiovascular risk (European Heart Journal 2019 -doi: 10.1093/eurheartj/ehz455)

www.escardio.org/guidelines




Recommendations for lipid analyses for EAS f@h\‘ @ESC
cardiovascular disease risk estimation (3) Pt

Recommendations Class Level

Lp(a) measurement should be considered at least once in each adult

person’s lifetime to identify those with very high inherited Lp(a) levels

>180 mg/dL (>430 nmol/L) who may have a lifetime risk of ASCVD lla C
equivalent to the risk associated with heterozygous familial

hypercholesterolaemia.

Lp(a) should be considered in selected patients with a family history of
premature CVD, and for reclassification in people who are borderline lla C
between moderate and high-risk.

(] =

: e 20159 ESC/EAS Guidelinesfor the management of dyslipidaemiaz lipid modification to reduce
www.escardio.org/guidelines / = A 2

cardiovascular risk (European Heart Journal 2019 -doi: 10.1093/eurheartj/ehz455)




Impact of specific lifestyle changes on lipid levels (1) EAS i@ @ESC

European Society
of Cardiology
Magnitude of Level of
the effect evidence

Lifestyle interventions to reduce TC and LDL-Clevels

Avoid dietary trans fat —

Reduce dietary saturated fat —
Increase dietary fibre + .
L=]

Use functional foods enriched with phytosterols -
&

2019 ESC/EAS Guidelinesforthe management of dyslipidaemias lipid modification to reduce
cardiovascular risk (European Heart Journal 2019 -doi: 10.1093/eurheartj/ehz455)

www.escardio.org/guidelines




Impact of specific lifestyle changes on lipid levels (2) EAS @@ @ESC

European Society
of Cardiology
Magnitude of Level of
the effect evidence

Lifestyle interventions to reduce TC and LDL-C levels

Use red yeast rice nutraceuticals -
Reduce excessive body weight —
Reduce dietary cholesterol + L
Increase habitual physical activity + S

2013 ESC/EAS Guidelinesforthe management of dyslipidaemias lipid modification to reduce
cardiovascular risk (European Heart Journal 2019 -doi: 10.1093/eurheartj/ehz455)

www.escardio.org/guidelines




Impact of specific lifestyle changes on lipid levels (3) EAS j@“ @ESC

European Society
of Cardiology
Magnitude of Level of
the effect evidence

Lifestyle interventions to reduce TG-rich lipoprotein levels
Reduce excessive body weight +
Reduce alcoholintake

Increase habitual physical activity

Reduce total amount of dietary carbohydrate

Use supplements of n-3 polyunsaturated fat

Reduce intake of mono-and disaccharides

N G e (| )

%]
i
=

2019 ESC/EAS Guidelinesforthe management of dyslipidaemias lipid modification to reduce
cardiovascular risk (European Heart Journal 2019 -doi: 10.1093/eurheartj/ehz455)

Replace saturated fat with mono-or polyunsaturated fat

www.escardio.org/guidelines
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http://www.siliconeer.com/past_issues/2006/november2006_files/nov06_health_hypertension.jpg

&

Non-elevated
blood pressure

Office BP

SBP <120 mmHg
and

DBP <70 mmHg

HBPM

SBP <120 mmHg
and
DBP <70 mmHg

ABPM

Daytime SBP <120 mmHg
and
Daytime DBP <70 mmHg

Insufficient evidence confirming
the efficacy and safecy of BP
pharmacological treatment

Blood pressure classification

Elevated
blood pressure

Office BP

SBP 120139 mmHg
or

DBP 70-89 mmHg

HBPM

SBP 120—134 mmHg
or
DBP 70—84 mmHg

ABPM

Daycime SBP 120—134 mmHg
or
Daytime DBP 70—84 mmHg

Rislk stratify to identify
individuals with high
cardiovascular risk for BP
pharmacological treatment

Hypertension

Office BP

SBP =140 mmHg
or

DBP =90 mmHg

HBFPM
SBP =135 mmHg

or
DBP =85 mmHg

ABPM
Daytime SBP =135 mmHg

or
Daytime DBP =85 mmHg

Cardiovascular risk is
sufficiencly high to merit
BP pharmacological
treatment initiation

The diagnosis of hypertension and elevated BP requires confirmation using out-of-office
measurements (HBPM or ABPM) or at least one additional subsequent office measurement

|
Grade 1 hypertension 140-159 and/or 90-99
I; B Grade 2 hypertensicn 160-179 andlor 100-109
Grade 3 hypertension =180 andfor =110
Isolated systolic h}-'per'tensinnt' =140 and =50

val OUVveEXNG

ouoxETion METASU Al kal KapdlayyEIoKWY CUHBAMATWY



APTHPIAKH YINEPTAXH
ENIMOAAZMOZ

EmimmroAacpudc otoug eviAikeg 30 - 40%

YWnNAOG eMITTOAACUOGC O€ OAEC TIC XWPEG, AVECAPTNTA
aT1TO OIKOVOMIKO status.

MeyaAUTEPOG ETTITTOANACHOC OTIC HEYAAUTEPES NAIKIEC
(>60% o€ aoBeveig >60 eTwv).

AVOuEVETaI OUVEXION TNG augnorn ToU ETTITTOAQCUOU TNG
APTNPIOKNAG UTTEPTAONG AOYW

— [layxuoapkiag

— KaBioTikAG {wng



Hypertension Prevalence by Age and Race/Ethnicity
iIn Men and Women:
NHANES 1999-2000

Men Women

B 1839 M 40-59 M >60

on- Non-

Mexican Non- Non- Mexican
anic Hispanic American Hispanic Hispanic American
White Black White Black

cate 95% confidence intervals. Data are weighted to the US population.
AMA. 2003;290:199-206.
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Table 15 Assessment of hypertension-mediated organ damage

12-lead ECG

Sereen for LVH and ather possible cardiac abnormalities, and to document heart rate and cardiac
rhythm

Urine albumin:creatinine ratio

Ta detect elevations in albumin excretion indicative of possible renal disease

Blood creatinine and eGFR

Tao detect possible renal disease

Fundascopy

To detect hypertensive retinopathy, especially in patients with grade 2 ar 3 hypertension

Echacardiography To evaluate cardiac structure and function, when this information will influence treatment
decisions
Carotid ultrasound To determine the presence of carotid plaque or stenosis, particularly in patients with cerebrovas-

cular disease or vascular disease elsewhere

Abdominal ultrasound and Doppler studies

e To evaluate renal size and structure (eg scarring) and exclude renal tract obstruction as pos-
sible underying causes of CKD and hypertension

& Evaluate abdominal aorta for evidence of aneurysmal dilatation and vascular disease

e BExamine adrenal glands for evidence of adenoma or phaeochromacytoma (CT or MRI pre-
ferred for detailed examination); see section 8.2 regarding screening for secondary
hypertension

o Renal artery Doppler studies to sereen for the presence of renovascular disease, especially in
the presence of asymmetric renal size

PWV An index of aortic stifiness and underlying arterioscleraosis

ABI Screen for evidence of LEAD

Caognitive function testing Tao evaluate cognition in patients with symptoms suggestive of cognitive impairment

Brain imaging Ta evaluate the presence of ischaemic or haemorrhagic brain injury, especially in patients with a

history of cerebrovascular disease or cognitive decline

BESC/ESH 2018

velacity.

ABI = ankle-brachial indexs CKD = chronic kidney disease; CT = computed tomography: ECG = electrocardiogram; eGFR. = estimated glomerular filtration rate; HMOD =
hypertensicn-mediated organ damage: LEAD = |ower extremity artery disease; LVH = left ventricular hypertrophy: MRI = magnetic rescnance imaging: PWVY = pulse wave

PWWV= Liat

Carotld-feoraral PVWY
They Pt dnsfoot mathod”

=

brachial
ic pressure

pressure | pr 4

ABI = Ankl-e systohrt pre
Brachial systolic p1

Left brachial
systolic pressure

Interpretation of A
>1.30: uncompressibl
0.91~1.29: normal
0.41~0.90: mild-to-m

peripheral

diseas

<0.41: severe peripher
arterial disease

DP| 1 eft ankle
\ PT systolic pressure



BP and Risk of CHD Mortality

6.40

W SBP
mm DBP

Relative
risk of

CHD
mortality

L\

<120 120-129 130-139 140-159 160-179 180-209 =210
<80 80-84 85-89 90-99 100-109 110-119 =120

y heart disease.
actor Intervention Trial (MRFIT); n=347,978 men without previous myocardial infarction.

g N Hvhetrten NN Pathonh TaY/aYa BIt=YaTaYe Yna NManagemen 004 A4



BP and Risk of Stroke
Mortality

24.34

Relative
risk of }

- 3.78
stroke 1.68 2.33

6.31
s

<120 120-129 130-139 140-159 160-179 180-209 =210
<80 80-84 85-89 90-99 100-109 110-119 =120

actor Intervention Trial (MRFIT); n=347,978 men without previous myocardial infarction.

g N Hvhetrten NN Pathonh TaY/aYa BIt=YaTaYe Yna NManagemen 004 A4




of SBP by 20 mm Hg Reduces
scular Risk by Half

Stroke Other vascular

causes
= 70-79

e

N=958,074 Years of age

40-49
™ 50-59
= 60-69

5is of 1 million adults in 61 prospective studies who had no prior vascular disease.
et. 2002;360:1903-1913.
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High normal BP
BP 130-139/85-89 mmHg

‘ Lifestyle advice ‘

'

very high risk patients with
CVD, espacially CAD

_.—/.

=,

" Consider drug treatment in |

_

-

Grade 1
Hypertension

. BP 140-159/90-99 mmHg )

‘ Lifestyle advice |

.

” Immediate drug treatment N

in high or very high risk
patients with CVD,
renal disease or HMOD

l

Drug treatment in N
low moderate risk patients
without CVD, renal disease

or HMQD after
3-6 months of lifestyle
intervention if BP not

\_ controlled /

e
e

.\\_

. BP160-179/100-109 mmHg Y,

Grade 2
Hypertension

‘ Lifestyle advice ‘

!

Immediate drug
treatment in all patients

l

Aim for BP control
within 3 months

-

o

Grade 3
Hypertension
BP >180/110 mmHg

| Lifestyle advice |

'

Immediate drug
treatment in all patients

i

Aim for BP control
within 3 months

~

PTHPIAKH YINEPTAZH - ANTIMETQIIZH

e
Y
o

©ESC/ESH 2018

Figure 3 Initiation of blood pressure-lowering treatment (lifestyle changes and medication) at different initial office blood pressure levels. BP =
blood pressure; CAD = coronary artery disease; CVD = cardiovascular disease; HMOD = hypertension-mediated organ damage.



APTHPIAKH YINEPTAZH - ANTIMETQIIZH
Lifestyle modifications

Modification Approximate SBP reduction
(range)

Weight reduction 5-20 mmHg/10 kg weight loss
Adopt DASH eating plan 8-14 mmHg

Dietary sodium reduction 2-8 mmHg

Physical activity 4-9 mmHg

Moderation of alcohol 2-4 mmHg
consumption




PTHPIAKH YINEPTAZH - ANTIMETQIIZH

DapuakeuTIK Aywyrn

w

Initial th e ™ Consider monotherapy in
nitia erapy - - - low risk grade 1 hypertension
Dual combination ACEi or ARB + CCB or diuretic (systolic BP <150mmHag), or in
g J very old (=80 years) or frailer patients
Step 2 1 b
e . . .
Triple con.?bination ACEi or ARB + CCB + diuretic ‘
A /
Step 3 ( . \
Triple combination + Res!stant hypertension Consider referral to a specialist centre
spironolactone or Add spironolactone (25-50 mg o.d.) for further investigation
other drug Lor other diuretic, alpha-blocker or beta-blocker/.

Beta-blockers
Consider beta-blockers at any treatment step, when there is a specific
indication for their use, e.g. heart failure, angina, post-Ml, atrial fibrillation,
or younger women with, or planning, pregnancy

artery disease.

@ESC/ESH 2018

Figure 4 Core drug treatment strategy for uncomplicated hypertension. The core algorithm is also appropriate for most patients with
HMQD, cerebrovascular disease, diabetes, or PAD. ACEi = angiotensin-converting enzyme inhibitor; ARB = angiotensin receptor blocker; CCB =
calcium channel blocker; HMOD = hypertension-mediated organ damage; M| = myocardial infarction; o.d. = omni die (every day); PAD = peripheral
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KATNIZMA

=  Auvnrikd BavaTtn@opoc diatapaxr €0i1ouou

= | ifetime smokers

v 50% mBavétnTa BavaTou eEQITIAC TOU KATTVIOPATOG

v ATtwAeia 10 etwv (wnc KaTd yéoo 6po

= 2 UOXETION ME TTANBWPA VOO UATWY

= 10-year fatal CVD risk OI1TTAGC10 OTOUG KATTVIOTEG
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Figure 6.7: Percentage of children smoking regularly by age, England. 2006
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What’s in your cigarette?

Toluene .. s
Stearic acid Industrial e Ammonia
candle wax salvent ;_ toilet cleaner

"
L

admium
batteries
Butane

] Hexamine
lighter fuel Barbecue lighter

Micotine
insecticide

Acetic Acid
vinegar

poisonous gas

Arsenic Tar Methanol
pREan used to make roads rocket fuel



T

i

KAMTNIZMA-AHAHTHPIAZH
> H Nikotivn: Au€dvel tTnv K.Z. & Tnv A.TT.

> To Movoécidio Tou AvBpaka: YmokaBiord To
~ ofuybvo oTnv aioodaipivh Tou dipatoc. O3nyei
ge auénon Tn¢ TTapaywyng aipgoogaipivng &

. gpPUBPWYV aipgooyaipiwyv

\ \' u > O udpoyovavOpakeg TnC areAolc KaUoewc:

/ ‘“ Ouoie¢ KAPKIVOYOVEC

,.‘ > H wiooa: Kapkivoyévoc oucia & aitia XATT

EAAHNIKO IAPYMA KAPAIOAOINAX




Oxidant chemicals
Particulate matter
Other combustion
products

Inflammation
oA

\ J

Platelet activation /

thrombosis
SI"

Endothelial
dysfunction

)

i Carbon monoxi

/!

H\E_\ Nicotine j
=5 ‘\\"'- N)

2 lhy

Rgduced oxygen
availability

Sympathetic nervous
system activation

\ J

Y

Coronary

q

Increased blood pressure
Increased myocardial

j Increased heart rate
o contractility

B vasoconstriction

Sudden death

Thomas Miinzel et.Al European Heart Journal (2026) 47, 1764-1781



Cancers Chronic Diseases

Stroke

Blindness, cataracts, macular degeneration
Congenital oro-facial defects (maternal smoking)
Periodontitis

Aortic aneurysm

Oropharynx

Larynx
Esophagus

Coronary heart disease
Pneumonia

Trachea, bronchus, lung Atherosclerotic peripheral vascular disease

COPD, TB, asth

Acute myeloid leukemia ,» 1 B, asthma
Stomach
Liver

Diabetes

Pancreas Reproductive problems, decreased fertility

Kidney & Ureter
Cernvix =——

Y| Bladder ;5-.-’

' ' Erectile dysfunction in males
Colorectal / =—— Rheumatoid arthritis

Impaired immune function

_ Hip fractures

Ectopic pregnancy




Katmrviopa kail Kapoiayyeiako

> Auldvel onpavTikd Tov Kivouvo
ayyeI00TTdoHou

> Emnpealel duopevwc Tn AsiToupyia
Tou ev0oOnAiou

- » Auldvel Ti¢ Tigéc Tou OAikou
‘ Tvwdoyovou

\ \

\ 3 My
/ - The Dark Side of Smoking...!
- > Auldvel Tnh ocuoowpeuon TWV

dijoTTETAAIWY




Katmrvioua Kal Airridia

. >Au€dvel Tnv OAIKA XoAnoTepoAn

)
»EAatTwvel Thv HDL XoAnoTepdAn

»Aulavel Tnv LDL XoAnotepoAn



HD Risk by Cigarette Smoking. Filter

\/s. Non-filter. Framingham Study.
Men <55 Yrs.

14-vr. Rate/1000

@ Non-Smoker
Bl Reg. Cig. Smoker |
O Filter Cig. Smoker

2 =

Total CHD Myocardial
Infarction




NMAOHTIKO KATINIZMA

The 3 main hazards of
passive smoking in adults

Coronary heart disease
Risk increased by 25%

Lung cancer
Risk increased by 26%

Breast cancer
Risk increased by 70 % - 120%

discomfort
20 % for non smokers,
53% for smokers.




aonTiko KATvIoud

=

[TaBNnTIKO KATTVIOUA
Oxi Nai:> 3 @opéc Tn Bdoudda

active Protein): AcikTng oto aipa xpéviag umo-KAIVIKAC @AEYHOVAC,
ouaxeTI00ei pe e€€AMIEN TN aBnpookAnpuvang



HAektpoviko Tovydapo (E-
cigarette)

E€atuilel uypo vikotivng (e-liquid)
XWPLG Kavon- xpnolpomnoLeitatl
HEUOVWHUEVA 1 0€ CUVOUACUO UE TO

karnviopa (dual use).

aAAakTika TTpoiovra KanvoU & Nikotivng
OVIKIN G Xopriynonc Nikotivne (ENDS) — Lo eETEPOYEVHC KaTnyopio TpoiovTwy

Oeppavopeva lpoiovta
Katvov (HTPs)

OgpUaivouV TIPAYUOTIKO KATIVO O€
XOUNAOTEPN Bepokpacia amno tnv
kavon (r.x. 1Q0S)- petwvouv, al\d dev

g€aleidouv, TI¢ ToEIKEC OLOIEC.

Maotidieg / TakovAdKLx
Niwkotivng

Nwortivn xwplc kamvo f elonvon (oral
pouches, snus)- MepLOPLOMEVA AANG
auavopeva Se6oEVa KOPSLOYYELAKAG
enidpaong.

artodidouv vikotivn — yvwoto oéU kapdiayyeilako dieyéptn (avénon kapdlakng
QKNG rieong, cupnadntikng Spaotnplotnrag).



TMpoiovra Katvong: H TTpooOeTn BAGpn

O Tl mpootivetal navw otn Spaacn tnc VIKOTIVNG OTAV UNTAPYEL KAUON KATTVOU

@ H kaUon tou Karmvou ameAeuBepwvel mavw oo 9.000 XNULKEG EVWOELG, LETAEL QUTWY
povo&eidio tou avBpaka (CO), akpoAeivn, BevIOALo Ko VITPOIOLUIVEG.

® To CO pewwvel TN HeTAdOPLKN LKOVOTNTO 0EUYOVOU TOU QULUATOC, ETILOEVWVOVTAC TN
HuokapSLlakn uno§ia — Spdon mou amouaolalel o MpolovTa Xwpeic kavon.

To kA£181L ™G Staopag
@ Ta 0EELSWTLKA CUOTOTIKA KOIL TOL ALWPOUEVA CWHATISLA TTUPOSOTOUV ayYELAKN
dAsypovn, evepyomnoinon ailponetaAdiwv Kot emdeivwon tng evéodnAlakig Ta npoidvta xwpic kavon (e-cigarette,
Aewroupyiag. VIKOTLVLKQ UTtoKaTaotorta)

® H xpovia €ékBeon oe CO av&avel tn pala epuBpwv atpoodalpiwv Kot To LEWSEG Tou artodeVyouV T0 HEYAAUTEPO MEPOG
aiparog, euvowvtag tn Bpoppwon. QUTAG TNG «TtpooBeTng» BAABNG —

oAAG Sratnpouv MANPWG T dpdon TG

@ >to Oeppatvopeva mpoiovta Kamnvou, n B€ppavon avti TG KaUong LELWVEL

ONUAVTIKE —OXL OpWC ndevilel— ta enineda CO KAl KAPKIVOYOVWV OUGLKV. viKotivng mou eidape otnv

niponyoupevn dtadavela.




ion: Nikotivng €vavri TTpoiovrwv Kavong

PVELOKEG OPAOELC artodlOoVTalL OTN VIKOTIV KOl TTOLEG TPOOTITEVTAL UOVO UE TNV KAUON

KapSiayyelakn Apdo Nuwotivn + Kabon Kamnvou
pOIEVY 1 2PEeN (6Aa ta mpoiovta) (novo toyapo)

AUENoN KapSLlakng cuxvotnTag & aptnPLAKAG TILECNC Noit Emuteiveton

Ztedaviaio ayyeloovomnaon Nau Emwteiveton
Ev6oBnAlakr SuoAettoupyia Noau MNpdcBetn emiBapuvon
Melwpevn kavotnta petadpopag ouyovou aipatog (CO) Oxt Nat
Auvénuévo LEwdeg aipatog / Bpoppoyéveon Hrua ZnMaVTIKA

Kapkivoyoveg ouaoieg / BAaBn DNA Oxt Nouw

2 vikotivn O€tel eva Baolko «emitedo» kapdlayyelakoU KIvOUVOU O€
81 kavon rpooUetel ennAgov, aveédptntouc unxaviououc BAanc.



eTiIkoc Kapdiayyeiakoc Kivduvoc ava Karnyopia

Tk katataén Baoel peta-avalvonc ueAetwv napatipnong (Tob. Induc. Dis. 2025) — Oyt amOAUTEC TIUEC
KtvéUuvou

Mn Xpron HAektpoviko Oepualvopeva JUUBaTIKO Tautdypovn XpAaon
Towapo Mpoidvta (HTP) Towyapo (Dual Use)

10




KAINIZMA - AIAKOINH

» H 310KOTI) TOU KATTVIOMOTOG ATTOTEAEI TO TTIO
ONUAVTIKO METPO TTPOANYNGS ZN

0Qor1000....

o 2XeOOV ol hIooi KaTTvIoTEC Ba cuveXioouv va KaTtrviCouv HEXpP! To BAvarto

TOUG
o 70% Twv KATTVIOTWV £TTIOUPOUV va dIOKOWOUV KATTOIA OTIYUR OTO JEAAOV
o 43% €xouv TTpooTTaBnoEl va dIakOWouUV OTO TTaPEABOV

© 2UVOAIKA TO TTOOOOTO TWV KATTVIOTWY EAATTWVETAI 0TV EupwTrn, woTtdoo

TTAPAMEVElI O UYPNAQG eTTiTTED

o Augavopevo o€ yuvaikeg, epriBoug Kal KOIVWVIKA ATTOROVWHEVOUG




Aiakori kamvioparoc

Atvn ] kutioivn 6pa otov eYKEPAAO WG HEPLKOG ALYWVLOTHG TWV VIKOTLVIKWV
DOXEWV TNGC OKETUAOXOALVNG, HE LOLaitepn EKAEKTIKOTNTA KOl TIPOTILNON OTOV
OXEA 042 (AADa-4-Brta-2)

Ol LLE KALVLKEG LEAETEG, TO TTIOOOOTO EMLITUXLOG LETA OO TO TaXUPPUOUO
TLKO OXNMa TwV 25 NnuepwV Kupaivetal petagd 30%-40%

1 JIKALlVN a0€noe ta mooooTtd SLaKOMAG TOU KOMVIGUOTOG KATA
gpimou 8,4% (95% Cl: 5,1-11,7) oe olUykplon pe to placebo, pe tnv £vvola ot ot
\ .:‘- S TIOPEMEVAV PN KATIVIOTEG 6 HAVEG META A0 Tn cuvtayoypadoupevn Anpn g

/ \ 0 MEPOC TG Bepameiag, ektipdTal 6Tt mepimou 20%-25% TwV XPNOTWV
IMEVOUV Un KOMVLOTEG 12 pAveg peta (6nAadn 75-80% umotporidlouv).




KAivikéc ZuoTaoeic

[MpaKTikn TTPOCEYYLON YLa TOV KALVIKO LATPO

TAMp1C SLakoTh TApaUEVEL 0 GTOXO
I pcp% VLKO lvnc%ve‘[vat Kapg )/F/ELOlKO'l «ao@aAncy»- n mMANPNG amoxn ano

)LOV TTPOCPEPEL TO HEYLOTO OEAOC.
TIKN KX a@N XP1 OTO LGTOPLKO
gtou € spy&a\xg xg)r{!s pe]]cql-é]agrette, HTP 1} sachets — o)L povo yLa
KO KAmviopo — o€ KaBes kapSLoAoyLkn eKTipunon.
\!. 1 UNMVURATOC «aKIVEUYN G EVAAAXKTIKNCY
\ } b p;cl: oL Zovroﬁ ta ENDS wgiapg‘tavvaaklgh%ha&'] o€ aoBevelc pe

OLlwWUEVN 1N vtoPLalopevn kapdlayyeLlokn vooo.

:

%‘)Egl})c}no%(ue\? ;(’;I)lr]go)%ﬁ)]e%% dul\l/%lul&%ce)av KATIVIOLOL UE EVOAAOKTLKA

a, kaBwg epudavitouv tov uPnAotepo kivouvo.



KAGIEPQMENOI TPOMOMOIHZIMOI
NMAPAIONTEZ KINAYNOY 2N

AUcAITTIOQIUI

ApTnNpPIaKn YTTEPTAON

KaTtrviopda

20KYXapwodnc AiaBATNg
[Maxuoapkia

EANTINC CWUATIKA OpaaTnEIoTNTA
MeTaoAIKO 2UvOopouo

Yuxiko stress/katabAipn



2AKXAPQAHZ AIABHTHZz

Alatapayr Tou JeETaBoAIouOU
> AVETTAPKEIQ IVOOUAIVNG

> AvTioTaon oTnv IVOOUAivn

20.8¢k. aoBeveic oTic HIMA

14.6¢K. dlayvwaopévol / 6.2eK. adidyvwaTol

Ta atoua pe dIaBNATN £€xouv 2-7 @OPEG AUENMEVO
Kivouvo avarrtuéng N oc ouykpion ye atopa
Xwpig 61apNTN




2AKXAPQAHZ AIABHTHZ &
AOHPOQOMATQ2zH

O pnNXavioNOog TNG aBnPpWHATWONG OV gival TTANPWG

cekabapiopEvog

H tmrepicoeia TnG YAUKOZNG OTA ayyEia KATAOTPEPEI TNV AKEPAIOTNTA
TOU evdoBnAiou KaBIoTWVTAG AUTO EUAAWTO OTN dNUIoUpYia

aONPWMATIKWY TTAAKWYV KAl TO OXNMATIONO BpOupwY

H diadikacia Tng YAuKoluAiwong gaiveral Ot diadpaparilel
ONUAvVTIKG POAO OTNV TTPOKANON aBnpookAnpwaong ae diapnTikoug

ao0eveic.



SGLT2is

* O1 SGLT2 cekivnoav w¢ apIywg
UTTOYAUKQIMIKG (pAPUOKO YIa TN
pUBuIon Tou 2All

» AtT00cEixOnkav disease modifying
drugs ue dOpauaATIKA MEIWON
OvnroTnrag >30% o€ kapdiakn
QVETTAPKEIQ avecapTNTwg 2All

* NeppOoTTpOCTATEUTIKA

L

. 1
( N\
N\




GLP-1 agonists

OXIKA CEKIVNOAV WG UTTOYAUKAIMIKA

DWTA ATTEQEICAV ONUAVTIKA MEIWON TOU

B. >10%

€ion BvnToTNTag O€ OTEPAVIAIOUG
eevelg ue BMI>30(Avecaptrtwg ZAll)

( |wcrr] VOONAEIWV KapdlaKNng

\ \\ VETTGPKEIQS
A OPEAN TOUG £xouv aTTodEIXOEi Kal o€

C eavelg TTOU OEV ETTITUYXAVOUV TNV
TTWAEIQ BAPOUC




RISk of Cardiovascular Events in
Diabetics Framingham Study

Age-adjusted
Biennial Rate = Age-adjusted

| Per 1000 Risk Ratio
vascular Event Men Women Men Women
1ary Disease 39 21 1.5%%  2.2%*
oke 15 6 D.gF** D GFrE
A8ripheral Artery Dis. 18 18 3.4% 64r
| ¢ Failure 23 21 4.4+ T Gren
76 65 D DHkx 3 ek

D Events

395-64 36-year Follow-up **P<.001,***P<.0001




KAGIEPQMENOI TPOMOMOIHZIMOI
NMAPAIONTEZ KINAYNOY 2N

AUCAITTIOQIUI

s ApTnpiokn YTépTaon

s Katrviopa

s D akxapwonc AiaBNATncg

\ NMayuvoapkia

, Meiwpevn cwpaTtikn dpaoTnpIoTnTa
METABOAIKO 2UvOpOouO

YUxIKO stress/katabAipn

P



The shape of things
to come




| BMI = 20.1 kg/m? (Normal)

e NMAXY2ZAPKIA

Underweight  Mormal  Owverweight Cibesity

Classification BMI Risk of
co-morbidities

Underweight <18.5 Low
Normal weight 18.5-24.9 Average

~ Overweight 25.0-29.9 Increased

h Obesity class | 30.0-34.9 Moderate

Obesity class Il 35.0-39.9 Severe
Obesity class Il >40.0 Very severe

AM2 = Bapog(kg) / (Gwog)2 (m2)




NMAXY2ZAPKIA

2UOXETION ME:

v' Auénuévo kivduvo 2N

v' AvTioTaon oTnv IVOOUAIvN

v YT1réptaon

v' Auchimidaiyia (TLDL, |HDL, 1TGs)

v EAQTTWHEVN QUOIKR dpacTnPIOTNTA



n A A YTreppPapa Kal Taxuoapka dTopa-

¢non Tou ocwpaTikoU pdpouc odnyouaoe oe
~augnon Tng dpTnplakAg Ttieong,

- NS oAIKRC XoAnoTePOANG,

- Twy TpIYAUKEPIOIWY Kal

~TOU 0akxdpou aipdaTog

Taxudapkia gaivetat va amoteAei pyellov mpoPpAnua
v EAAada, Wwaitepa ge peahAika Kat NAKIWHEVA
>



Obesity and cardiac death

Men Women
1.01

3 o s
<] © 0.8 A
a o
2 2
% 0.6 - % 0.6 4
Z &
o 0.4 - o 0.4
> >
3 obese .g obese
= ; 7 overweight
3 02, overweight -1
- i — ;- il
© © normal
@ normal o
< <

0.0 . ¥ r \ 0.0 . . . .

0 2000 4000 6000 8000 0 2000 4000 6000 8000
Survival time in days Survival time in days

Figure 1 Age adjusted event-free survival in men and women for CV death.

Murphy at al, European Heart Journal (2006) 27, 96—106




Opeloc¢ atro Tn owaoTn diaTpoPn

&

v EAdTTWoN owpaTikoU Pdpouc

/ Meiwaon avTioTaong oTnv IvoouAivn oToug 10ToUC

\/ XapnAoTepn aptnpiakh micon & kapdiakn
- guxvoTnTda

\3 \/ MikpoTEPN dpdon Tou cupmadnTikoU N.Z

'-\~ _
\ \/ Euvoikn emidpaon aTnv TNKTIKOTNTA Tou aipaTog &

~Thv OUYKOAANON TWV dipgoTteTaAiwy

\\
A

| .." v Meiwon KA kivduvou




IToia civar n yeooyeiakn diaita; (1)

EPIVA KaTavaAwon

\ETEWGC (Ywpi, Cupapikd, pULl K.A.TT.)
Ta (2-3 POPEC/ NUEPQ)

IKA (2-3 POopES/ NUEPQ)
\QI6Aa®0 (JovookdpeoTa AITTn)

)PICUEVA (WIKA AITTAPA 1 ATTAXEC TPOPEC

ITRIAKA KAl TA TTPOIOVTA QUTWYV NUI-0AIKAG KAl OAIKNC

sssssssss




[lola gival n yeocoyeiakn diaita;(2)

adlaia karavdAhwon

apIWV, TTOUAEPIKWY, TATATEC, AWV, ooTipiwy, Enpwv
omtwV (4-6 popéc) (HovoakdpeaTa Kal TTOAUAKOPEDTA
pd-w3)

\/ IYOTEPO ouxVvd auyd, yAukiopaTa (1-3 gopéc),
KKivo kpéac (1 popa) (Kopeouéva Aimapa)

\\
2

1-2 moTApia kpaai T pépa

A |
\
‘*:\

\



KAGIEPQMENOI TPOMOMOIHZIMOI
NMAPAIONTEZ KINAYNOY 2N

AUCAITTIOQIUI

s ApTnpiokn YTépraon

* Katrvioua

[ > aKYXapwonc AlaBATNG

\ [layxuoapkia

= ] MeiwpEVn cwHATIKA dpaoTnpPIOTNTA
& MeTaBoAIko 2Uvdpouo

YUxIKO stress/katabAipn



TTOTEAEOUATA CWMPATIKNG AOKNONG
TA CWHATIKAG AoKNoNG yia > 5 pépeg / EBOOMGda

v EAdTTmon oMK Kol Kapdiayyslaknc OvntotnTog o€ vyieic katd 20-
30%, aira Kot o€ ac0eviic pe mapayovreg KA kKivovvoo 1)

gykateoTnuévn XN

v' AUEnon avtoxhc

v' EAdTTWON owpaTikoU Pdpoug

v' Meiwaon avtiotaong otnv IvaouAivh aToug 10ToUG

v' XapnAotepn aptnpiaknh mieon & KapdiakAn ouxvoTnta
v MikpdTepn dpdon Tou oupmtadnTtikoU N.Z

v Buvoikh £midpaon oThv TTNKTIKOTNTA Tou aijaTto¢ & Thv ouykoAAnon

TWV aiyoTeTaAiwy

European guidelines on cardiovascular disease prevention in clinical practice Third Joint Task Force 2003



2.UoTdoeiC yid 1o padud cwpatikAC dokNong

Recommendations for physical activity

Recommendations Class® | Level® Ref*

Itis recommended for healthy

ad rform at least
50 minutes a week o
{tensity or 75 minu
Vigoro aerobic PA or an
equivalent combination thereof.

258-261

For additional benefits in healthy
adults, a gradual increase in aerobic
PAto 300 minutes a we
qoderate intensity, or |50
a week-afuig s-rrEnsity aerobic
PA, or an equivalent combination
thereof is recommended.

259,260

v'Aoknon aTo oxoAcio i 0To XWwpo doUAEIdC

v EvBdppuvon doknong o tep1odouc avamavong, m.x. ' pAyopo
padiopa, modnAacia, koAuupnon K.A.r.

v'2 € aTepavidiou¢ aagBeveic: evdexopevn emipAeyn amo yiaTpo




Table 10 Classification of physical activity intensity and examples of absolute and relative intensity levels

Absolute intensity Relative intensity

Intensity MET | Examples %HRmax | RPE (Borg scale score) | Talk Test

Light 1.1-2.9 | Walking <4.7 km/h, light household work. 50-63 | 10-1I

Moderate 3-5.9 | Walking briskly (4.8-6.5 km/h), slow cycling (15 64-76 | 12-13 Breathing is faster but compatible
km/h), painting/decorating, vacuuming, gardening with speaking full sentences.
(mowing lawn), golf (pulling clubs in trolley), tennis
(doubles), ballroom dancing, water aerobics.

Vigorous 26 | Race-walking, jogging or running, bicycling =I5 77-93 14-16 Breathing very hard, incompatible
km/h, heavy gardening (continuous digging or with carrying on a conversation
hoeing), swimming laps, tennis (single). comfortably.

MET (metabelic equivalent) is estimated as the energy cost of a given activity divided by resting energy expenditure: 1 MET = 3.5 mL O; kg-1 min-1 oxygen consumption (VO3).
® RPE, rating of perceived exertion (20 value Borg score).

%HRmax, percentage of measured or estimated maximum heart rate (220-age).
Modified from Howley.”"




KAGIEPQMENOI TPOMOMOIHZIMOI
NMAPAIONTEZ KINAYNOY 2N

“AucAITTIOCIYIO

Rl Aptnpiakn YTépToon

* Katrvioua

I 2 aKxapwodnc AlaBATNG

\ [layxuoapkia
/

® . .-"'-
" b
i

A MeliwpEVn cwuaTikn dpaocTnpIoTNTA
MeTafBoAIkO 2uvdpouo
Y UXIKO stress/kaTtabAiyn



NepupEpera pEong
TpiyAukepidia

HDL («kaAfj»)
YoAnoTepivn

ApTIplaKi) nicon)

TaKyapo vnoTeiag

BOAIKO 2YNAPOMO

ap&n TOUAQXIOTOV TPIWV ATTO TOUG
UBouC TTEVTE «JETABOAIKOUCY» TTOPAYOVTEC:

AlayvwoTika Kpirijpia Metafolikol Zuvdpopou

= 94cm yia avdpeg Kai = 80cm yia yuvaikeg
= 150 mqg | va €ival O£ QAPPAaKEUTIKT aywyr] yia TpiyAukepidia

<40 mg ya avdpec kal <50 mg yia yuvaikec 1 va £ival O (papuUaKeEUTIKT aywyr] yia Jeiwan
YOANOTERIVIG

= 130/80 mm Hg rj va akohouBei avTi-ungpTacikr aywyn

= 100 mg | va PpiCKETal OE (PAPUAKEUTIKN aywyr] yia uynAd oakyapo.
MiaTapayec aTo peTafoliopo yAukodnc.




Tinsulin resistance
linsulin sensitivity
endothel. dysfunctiop

PPARmModulation

Pre-HTN
Hypertension

Pre-diabetes
Diabetes

T

Atherosclerosis & CVD

T Inflammation
T FFA; T BP
T insulin
T coagulation




KAGIEPQMENOI TPOMOMOIHZIMOI
NMAPAIONTEZ KINAYNOY 2N

“AucAITTIOCIYIO

Rl Aptnpiakn YTépToon

* Katrvioua

I 2 aKxapwodnc AlaBATNG

\ [layxuoapkia

PERRET VEiwpEvn owpaTIKr dpaoTNPIOTNTA
MeTaoAIKO 2UvOpouo

Yuyxiko stress/kaTtdOAiyn



YYXOKOINQNIKOI NMAPAIONTEX
YYXIKO 2TPEZ/KATAOAIVH

= XapnAo KOIVWVIKO-0IKOVOUIKO status, atrouaia
KOIVWVIKNC UTTOOTAPIENG, OTPEC OTNV EPYOAOia, OTPEC OTNV

olkoyevelakn ¢wn, ayxog, KatabAiyn:

» ZUHPBAGAAouv oToVv Kivouvo eKONAWONG
KapOlayyEIOKAG VOO OU
» EmdsIivwvouv TnV TTpoyvwon epOooV EUPAVIOTEI

v EptmrodiCouv Tn BeAtiwaon Tou TpdTTOU {WAG

v' MEILVOUV TN CUPPOPPWAN HE TN POAPUAKEUTIK aywyn




XaNNAOG KOIVWVIKOOIKOVOMIKO status

OCU WUXIKO OTPEC (QTTWAEIQ OIKEIOU
TTPOCWTTOU)

| XpdVIo YuxIKd OTPES

Makpoxpovia OTPECOYOVEC
KATAOTACEIC OTNV OIKOYEVEIAKD {Wn

KatabAiyn

YYXOKOINQNIKOI NMAPAIONTEX
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2016 ESC Guidelines on CVD prevention



Treatment targets and goals for cardiovascular EAS i@\ @ESC

disease prevention (1) Eleopus: Socmi
Smoking No exposure to tobacco inany form.
Diet Healthy diet low in saturated fat with a focus on whole grain products,

vegetables, fruit and fish.

Physical activity 3.5-7 hours moderately vigorous physical activity per week or 30-60
min most days.
Body weight BMI 20-25 kg/m?, waist circumference <94 cm (men) and <80 cm
(women). 2
3
Blood pressure <140/90 mmHg?

* Lower treatment targets are recommendead for most treated hypertensive patients, provided that thetreatment iswell tolerated.

: S 20159 ESC/EAS Guidelinesfor the management of dyslipidaemiaz lipid modification to reduce
www.escardio.org/guidelines / = A 2

cardiovascular risk (European Heart Journal 2019 -doi: 10.1093/eurheartj/ehz455)
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10-eTA¢ Kivouvog via BavaTtngdpa kapdiayyelakd emeioddia
(oe ouvdpTnon pe TNV nAikia, To YUAO, TOU 10TOPIKOU KATIVIOUATOC, TWV ETITTEOWV

X0AnoTEPOANG TAdOUATOC Kal TG APTNPIAKAC TTieonc)
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Table Il Dutch Lipid Clinic Network diagnostic criteria
for familial hypercholesterolaemia

Criteria (choose only one score per group, the Points
highest applicable; diagnosis is based on the total
number of points obtained)

1) Family history

First-degree relative with known premature (men aged 1

<55 years; women <60 years) coronary or vascular dis-

ease, or first-degree relative with known LDL-C above

the 95" percentile

First-degree relative with tendinous xanthomata and/or 2
arcus cornealis, or children aged <18 years with LDL-C

abowve the 95th percentile

2) Clinical history

Patient with premature (men aged <55 years; women 2
<60 years) CAD

Patient with premature (men aged <55 years; women 1
<60 years) cerebral or peripheral vascular disease

3) Physical examination

Tendinous xanthomata &

S

#reus comealis before age 45 years

4) LDL-C levels (without treatment)
LDL-C =85 mmolL {326 mg/dL)

LDL-C 6.5=8.4 mmol/L (2571=325 mg/dL)
LDL-C 5.0—6.4 mmol/L (191—250 mg/dL)
LDL-C 4.0—4.9 mmol/L (155190 mg/dL)
5) DNA analysis

Functional mutation in the LDLR, apelipoprotein B, or 8
PCSKS genes

A “definite’ FH diagnosis requires =8 points

A “probable’ FH diagnosis requires 6—8 points

A “possible’ FH diagnosis requires 3 =5 points

CAD = coronary artery disease; DNA = deosgyribonucleic acid; FH = familial hyper-

cholesterolaemiz LDL-C = low-density lipoprotein cholestercl LOLR = low-density
lipoprotein receptor, PCSKY = proprotein convertase subtiisindesdn type 9.
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