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dappaka yia Tnv unEPXOoAnNoTEPOAAIMIa

v LDL x0A://35-55%
1) ZraTiveg m————) TpIyAUKepidia:. . 10-30%

v HDL xoA:1[5-10%

2) ECETIHiHWI‘] s (v LDL xo)\:ﬁ15-20%

3) MTTePTTES0IKO OSU mmmmmmd |y | DL yoA:.|15-20%

4) AvaoToheic PCSK9 = |v LDL yoA:/| 60%

5) PNTIVEG SECUEUONG ey | ¥ LDL X0A:|| 20-25%
XOAIKWYV OEEWV v TPpIYAUKEPIBIA: gvioTe auénon




1) Aiaxeipion OUCAITTIOAIMIOG CUMPWVA ME TIG

KateuOuvtnpiec Odnyieg

[Moiegc aAAOYEG EXOUME OTOUG
oToxoug TnG LDL-x?

v

YTITAPXEI KATI VEOTEPO VIO T
TPIYAUKEPIOIa Kal TV Lp(a)?



o) MNMoiegc aAAayEG EXOUME OTOUG
oToyxoug Tn¢ LDL-x?

EAGTTOON TWV OTOXWV TNG LDL-X OTOUG
uynAou N noAu uywnAou Kivouvou
aocOeveic



AlaoTpwpaTwon 10eTouc kKivouvou Baocel SCORE2 (40-69 £€1n)
(ouvoAo KAA cupBapatwv) kat SCORE2-0OP (70-89 €1n)

NMOAY YWHAOY

YWHAOY

1) KAN

- TAGka >50% o€ oTEQ. APT.,

KOPWTIOES | UNpPIaiEg
- CAC score >300
2) ZA
+ BAGBN opyav-oTdxoU N
+ 23 mTap. Kivduvou N
+ 2 A1 didpkelag >20 eTwv
3) ocofapr XNN
(GFR <30 mL/min/1,73 m?)
4) FH + trap. Kivduvou
5) SCORE2 220%

1) FH xwpig aAAo trap.
KivOuvou

2) ZA xwpig BAGRN opy.
oTOXoU aAAd pe didpkela
210 £€Tn R pe 1 TTOp.
KivOuvou

3) yéTpia XNN

(GFR 30-59 mL/min/1,73
m?2)

4) SCORE2 210 & <20%

METPIOY

XAMHAOY

1) SCORE2 22 & <10%
2) Néol aoOeveig e ZA
(ZA1 <35 eTwyv, ZA2
<50 eTwv) d1ApKEIOG
<10 eTWV KAl XWPEIg
GAAo TTap. KIvO.

|

| LDL-x 50% kau
<55 mg/dL

!

l, LDL-x 50% Kai

<70 mg/dL

Mach F. Eur Heart J 2025,46:4359-4378

!

<100 mg/dL (lla)

SCORE2 <2%

<116 mg/dL (lia)




O1 d1aBnTikoi unayovTal o€ 3 KATNYOPIEG KIVO.

NMOAY
YWHAOY

BAARN opydavou-cTéXOU
n
23 TTapAYOVTEG KIVOUVOU

n
2 A1 didpkelag >20 eTwv

YWHAOY

T~

METPIOY

~_

(-) BAGBN opy. oTOXOU
+

Oi1apkeia 210 €Tn

n
1 TTap. Kivouvou

<55 mg/dL

<70 mg/dL

véol aoBeveig

(A1 <35 160V, TA2 <50 £T0V)
+

O1apkela <10 eTwv
+

(-) GAAo TTap. KIVOUVOU

<100 mg/dL

Mach F. Eur Heart J 2020;41:111-188




Risk modifiers for consideration beyond the risk estimation based
on the SCORE2 and SCORE2-OP algorithms

Demographic/clinical conditions

Family history of premature CVD (men: <55 years; women: <60 years)
High-risk (e.g. Southern Asian) ethnicity

Stress symptoms and psychosocial stressors

Social deprivation

Obesity

Physical inactivity

Chronic immune-mediated/inflammatory disorders

Major psychiatric disorders

History of premature menopause

Pre-eclampsia or other hypertensive disorders of pregnancy
Human immunodeficiency virus infection

Obstructive sleep apnoea syndrome.

Biomarkers

e Persistently elevated hs-CRP (>2 mg/L)
e Elevated Lp(a) [>50 mg/dL (>105 nmol/L)]

Mach F. Eur Heart J 2025,;46:4359-4378



B) T1 vEOTEPO UNAPXEI Yia Ta TPIYAUKEPIDIa

Cardiovascular Risk Reduction with
Icosapent Ethyl for Hypertriglyceridemia

Deepak L. Bhatt, M.D., M.P.H., P. Gabriel Steg, M.D., Michael Miller, M.D.,
Eliot A. Brinton, M.D., Terry A. Jacobson, M.D., Steven B. Ketchum, Ph.D.,
Ralph T. Doyle, Jr., B.A., Rebecca A. Juliano, Ph.D., Lixia Jiao, Ph.D.,
Craig Granowitz, M.D., Ph.D., Jean-Claude Tardif, M.D., and
Christie M. Ballantyne, M.D., for the REDUCE-IT Investigators*

e 8179 aoB. ye KAN (70%) n ZA (60%) utré oTartivn,
ME TPIyA/Ola 135-499 mg/dL Tuxaiotroinkav o€ 4 g

icosapent ethyl vs placebo x 5 €1n

Patients with an Event (%)

A Primary End Point
100+

90|
80
70-
60-
50
40
30-
20
10+

0

30
Hazard ratio, 0.75 (95% Cl, 0.68-0.83) 1

P<0.001 o
Placebo ,=***

20+ o

Icosapent ethyl

104 o

0

Years since Randomization

Bhatt DL. N Engl J Med 2019:380:11-22

Pleotropic Effects of Icosapent Ethyl

Endothelial function

4 NO production

4 Endothelium-dependent
vasodilation

¥ Reactive oxygen species

Plaque stability
§ Plaque formation,
progression, and rupture
¥ Thrombosis
¥ Platelet activation
4 Fibrous cap thickness

\ . Anti-inflammatory effects

) $§ Proinflammatory
eicosanoids and

§ cytokines

\ Inflammatory cell
recruitment

hypertriglyceridaemia

Recommendations

Recommendations for drug treatment of patients with

Statin treatment is recommended as the first
drug of choice to reduce CVD risk in high-risk
individuals with hypertriglyceridaemia [TG lev-
els >2.3 mmol/L (>200 mg/dL)].>>

Class® Level®

4

combination with a statin.'’

In high-risk (or above) patients with 1G levels

between 1.5—5.6 mmol/L (135—499 mg/dL)

despite statin treatment, n-3 PUFAs (icosapent lla
ethyl 2x2 g/day) should be considered in




MeAéTn PROMINENT

Triglyceride Lowering with Pemafibrate
to Reduce Cardiovascular Risk

Pemafibrate Fenofibrate
e 10497 aropa pe ZA (67% pe KAN) utto 2 o .
oTATiVN ME: : o e
- augnMEVa TPIYAUKEPIOIO P, o
(o} 1 | o}

(200-400, diGpeon Tipn 270 mg/dL) TEL N
- XaunAn HDL-xoA
(=40 mg/dL, didueon TiuR=33 mg/dL kai Ligand binding sie of PPARG

Compared with fenofibrate,

- L D L-XOA: 7 8 m g/d L Stronger interaction pemafibrate binds entirely
within the site

at ligand binding site

Tuxalotroindnkav oe epa@iutrparn 0,2 g x Due o hydrophobi
, & ">
2/[]“ VS place bo X 3’4 ETn N CI;;(rm::structure-actlwty of pemafibrate>
%ﬂ Potency: >2,500 x greater than fenofibrate
4 4 1 f - Selectivity for PPAR« subtype
L I_I p(x)TOYSVf] ’KGTG)\nKTIKG O'nuﬁla TO O-’UVOAO Flexible phenoxyalkyl \» Improvedypharmacokinetic l?roﬁle renal safety
Twv Bavarneopwyv Kal un KA cuuBauatwyv O e tic (

Das Pradhan A. N Engl J Med 2022,387:1923-34



JToIvA KaTa 26%, 4 HDL-x katd 5%
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EDITORIAL

The Fibrates Story — A Tepid End to a PROMINENT Drug

Salim S. Virani, M.D., Ph.D.

What do these findings mean for the future
of fibrates and other therapies that primarily
target triglycerides? First, fibrates should not be
used to reduce the risk of atherosclerotic cardio-
vascular disease among statin-treated patients,

AuZnuEVa TTOOOOTA VEPPIKNG OUCOAEITOUPYIOG Kal PAEBRIKAC BpouoeuBOAIKAC vOOOU
MIKpOTEPO TTOCOCTA N AAKOOAIKNC AITTWOOUC VOO OU NTTATOC

Das Pradhan A. N Engl J Med 2022;387:1923-34

Virani SS. N Engl J Med 2022;387:199-2




v) T1 veoTepo unapyel yia Tnv Lp(a)

e HLp(a) = LDL + apo(a)
e “TTa00AOYIKa eTTiTreda” >50 mg/dL n
125 nmol/L

1) Emritreda Lp(a) 6a mTpeTrel va TpoadiopilovTtal TOUAAXIOTOV Jia popd
o€ OAouc Tou evnAikeg (lla)

2) Etritreda >180 mg/dL (>430 nmol/L) onuatodoTtouv KivOuvo TTapOluoIo
UE TNV OIKOYEVN UTTEPXOANOTEPOAQIIC



Moidadlel pe TTAAOIVOYOVO

\ 4
LDL + apo(a)

KaBopileTal KUpIO YEVETIKA



Lp(a) =) x6 popéc TI0 aBnpoyovocg Tn¢ LDL

CENTRAL ILLUSTRATION Relative Atherogenicity of Lipoprotein(a) and Low-Density Lipoprotein Particles

I(ey Question Genetic variants that raise apoB by raising Lp(a) Mendelian Randomization

A

How atherogenic is 1 particle
of Lp(a) compared to 1
particle of LDL?

Key Methodology

Both Lp(a) and LDL contain 1
apoB per-particle. Here, we
identified genetic variants (SNPs)
that affected plasma levels of
either LDL particles or Lp(a)
particles. For these 2 genetic
SNP “clusters,” we related the

change in apoB to the respective ) )
change in CHD risk. This way, we Genetic variants that raise apoB by raising LDL * apoB attached to either an LDL or Lp(a) particle

ApoBinLp(a) /
vs CHD risk

? 4
y
V 4
%4

J
? 4

/' ApoB in LDL QG
V4 risk o=

Genetic Effect on CHD Risk

Genetic Effect on apoB*

directly compared the
atherogenicity of LDL and Lp(a),
particle for particle. Take-Home Message: In most people, LDL particles are much more abundant than Lp(a)
and carry the greatest proportion of overall CVD risk; however, on a per-particle basis,
Lp(a) is about 6 times more atherogenic than LDL.

Bjornson E, et al. J Am Coll Cardiol. 2024;83(3):385-395.




Recommendations Class Level
Recommendation for measurement of lipoprotein(a)
Lp(a) levels above 50 mg/dL (105 nmol/L) should be considered in all adults as a CV

. . : : . : : . lla B
risk- enhancing factor, with higher Lp(a) levels associated with a greater increase in risk.
Hazard ratio (95% Cl) Percentage of individuals
- 30%
404 -

= 25%

Lifetime risk for major
cardiovascular events

3.0
- 20%

N\

2.5

2.0- - 15%

1.5 - 10%

1.0 1

- 1 T = by
nmol/L0 20 50 100 150 200 250 300 350 400
mg/dL 0 10 24 48 71 95 119 138 161 184 Mach F. Eur Heart J

Lipoprotein (a) 2025;46:4359-4378




3) NMPAKTIKEG
odnyieg
QVTIMETWITIONG
OUCAITIOAIMIWY ,




Ac0. TToAU ugnAou Kivdouvou

RESTAU

.,,? Rt i
k &% e
d ) A <
o= . #
4 £1

\l,LDL-x 50% kai
<55 mg/dL

#l

Ac0. upnAou Kivdbuvou

‘l' LDL-x 50% kai
<70 mg/dL

1) OAol o1 aoBeveic pe KapdlayyEIOKN
vOoO

-2N

- AEE

- KAPWTIOIKKA) VOO O

- TTEPIPEPIKN APTNPIOTTABEIO

- AVEUPUO MO KOIAIOKAS AOPTRS

2) NMoocooT16 acBevwy pe ZA (BAABN
opyavou-oToy, 23 Trap. Kivouvou n ZA1
di1apkelag >20 eTwv)

3) ZoBapn XNN (GFR 16-30 mL/min/1,73 m?)
4) FH + mTap. Kivdouvou

1) FH xwpig aAAo tTap. KivdUvou

2) O1 TreproooTepol diapnTtikoi (ZA
XWwpPic BAARN opy. oTOXOU OAAG pE 1
TTapP. KIVOUVOU)

3) Métpia XNN (GFR 30-59 mL/min/1,73 m?)
4) SCORE 210 & <20%




AoocoAoyia Kal UTTOXOANOTEPOAQIMIKA OpAC OTATIVWYV

, AITTAa o100 NOG OO0NS OTATIVWYV
AoBaoTtartivn 10-80 mg

mmpapacTaTtivn 20-80 mg

olypacTaTtivn 10-40 mg

¢AouBaoTtarivn 20-80 mg

atopBacTartivn 10-80 mg EMITTAEOV eAaTTwon LDL xoA
pooouBacTartivn 5-40 mg KaTd 6%

mraBaoTarivn 1-4 mg
IcOOUVOia

5 mg pooou=10 mg atopfa=20 mg oiufa=40 mg
mpafa/Aofa=80 mg @AouBa=2 mg miTafa

v

40% eAarTwon tng LDL xoA



T1 unoAImiIdaigikn aywyn 0a 300&i o€ aropda NoAu
uynAou n uynAou Kiviuvou?

loxupr oTaTtivn oTn MEYIOTN AVEKTH 000N

AtopPacTarivn 40-80 mg PooouBaoTtaTivn 20-40 mg

| /
I

gAdrTwon LDL-x 250%

NMpoooxn! Atropuyr upnAwy 00CEwWV O€ ATopa NAIKiag >85 eTwv



Av OtV eTTiITEUXOEiI 0 0TOXOC TNG LDL-YX uE uwnAR 660N
IOXUPNG OTATIVNG?

gCeTipiptTNn 10 Mg

EmimrAéov eAdattwon tng LDL-x 15-20%

N emiTeUEN oTOXOU ] ﬁ
(LDL-x >100 mg/dL + KAN) avaoToAéa PCSK9 e

EmimrAéov eAatTtwon tng LDL-x 60%

Mach F. Eur Heart J 2020;,41:111-188




Recommendations

Recommendation for dietary supplements

Dietary supplements or vitamins without documented safety and significant LDL-
C- lowering efficacy are not recommended to lower the risk of ASCVD.

Class Level

101 SPORT study

-2.6

Percent Change in LDL-C (%)

-45 4 -37.9%*
Rosuvastatin Placebo

poles

-3.4

Fish
oil

5.1
0.4 I
-1.3 ‘
—44
Cinnamon  Garlic Turmeric Plant Red Yeast
Sterols Rice

Laffin LJ. J Am Coll Cardiol 2023;81:1-12



MNP OKTIKEG OONYIEC YIA TNV AVTIMETWITION TNG
UTTEPTPIYAUKEPIOAIMIOG

» | * Coagulation factors

- * Impairment of fibrinolysis
‘%&D * Proinflammatory factors

Lipolytic » Endothelial dysfunction
products

Triglyceride-rich Triglyceride-rich Expression of
lipoprotein lipoprotein remnant ICAM1 and VCAM1

Triglyceride-rich

lipoprotein remnants

penetrate intima

Intima

v

9

L

Activated
platelet

\

Expression of PAI1

Y

Platelet activation
and aggregation

Cholesterol loading
and foam cell
formation

Macrophag |

Media | are taken up by macrophages

Plagque formation
and progression

R

5 Foam cell
3. O

Triglyceride-rich lipoprotein remnants ?

Monocyte adhesion
and activation




Mapdadoio TpIyAuKepPIOiWY
> L
<500 mg/dL >00 mg/d
PARADOX

=

XOdvyvd

2.UVOEoVTal UE
2.uvoeovtal pe 2N TTAYKPEATITION

Sniderman AD. CMAJ; 164:1
Aguiar C. Atheroscl Suppl 2015;19:1-12



AocOevnc pe auénpeva TpiyAukepidia (>135 mg/dL)

ATTOKAEIOPOC lITTaBwv aimiwv
YyieiovodiaitnTik TTapéuaon
[TpoodlopIoPOC oTOXOU TNG non-HDL-YxOA

TpiyA 135-500 mg/dL TpiyA >500 mg/dL

+
uwnAou 1 TToAU uwnAou KivOuvou l

000. utTé oTaTiV 5
i DaivoIuTTpAaTn
1 (ammouyn o eGFR<30 mL/min)
+
EPA/IPE w-3 NITTapd ogea
+
Recommendation Table 5 — Recommendations for drug treatment of patients with hypertriglyceridaemia (see also VOIaneSO rse N
Supplementary data online, Evidence Table 5)
Recommendations Class®* Level®
High-dose icosapent ethyl (2 X 2 g/day) should be considered in combination with a statin in high-risk or very high-risk patients with lla B

elevated triglyceride levels (fasting triglyceride level 135—499 mg/dL or 1.52-5.63 mmol/L) to reduce the risk of cardiovascular events.®'""




4) Neec unoAINIOAINIKEG OEPANEIEC

O¢partreiec Baoilopeveg oe RNA
I—

< Lp(a) MTreTTES0IKO OU
~‘/§ \ ( {LDL-X0A 15-20%)

e \
o MW
° s

R
Ve
E

o SnyF

D el
L D L -X ACSVL1 Citrate

BA ———) CoAconjugate of BA ATP-citrate lyase
X (ACL)

‘ Acetyl-CoA

@ XA < VA
HMG-CoA

Inclisiran Pelacarsen

({ LDL-x 55%) ({Lp(a) 80%) _
pe—— o Olpasiran

Durable, potent and consistent effect over 18 months
($Lp(a) >95%) el

TLDL-R —J LDL-C Clearance—>lplasma LDL-C

HMG-CoA

Mevalonic acid

Squalene

v
lCholesterol

Ray K. N Engl J Med 2020;382:1507-19 Tsimikas S. N Engl J Med 2020,382:244-55 Ray KK. N Engl J Med 2019;380:1022-32



Tpononoinon YEVETIKOU

—o—0.1 mg/kg eLBW —e—0.3 mg/kg eLBW —e—0.6 mg/kg eLBW 0.7 mg/kg eLBW —e—0.8 mg/kg eLBW
¥ g
UAIKOU fou
£ 10 ik
(U] :‘_//
<zt 0 ¢oe
The NEW ENGLAND JOURNAL of MEDICINE £
% =10
[ =
T 20
‘ a -30
ORIGINAL ARTICLE g
& 40
g" -50
Phase 1 Trial of CRISPR-Cas9 Gene Editing § o
. < —e
Targeting ANGPTL3 g 70 -
o -80
g Baseline 5 10 15 20 25 30 35
Days from Infusion

LDL Cholesterol Triglycerides

” 46.7%
15.4% 38.8%

Percent change from baseline (%)
Percent change from baseline (%)

-19.2%
A83% -55.2%
-62.0%
0.1 0.3 0.6 0.7 0.8 0.1 0.3 0.6 0.7 0.8
mg/kg mg/kg mg/kg mg/kg mg/kg mg/kg mg/kg mg/kg mg/kg mg/kg
(N=3) (N=2) (N=3) (N=2) (N=4) (N=3) (N=3) (N=3) (N=2) (N=4)

Laffin LJ. N Engl J Med 2025 Nov 27;393(21):2119-2130



5) AVENIOUHUNTEG EVEPYEIEC OTATIVOV
1) MuoTtrafsia (5%)

Kupla avemmiBuunTn evépyeia
2) Auénon sppaviong ZA (kara 10%)
[MoTE OI1OKOTTH) OTATIVNG E£TTI EU@AvVIONG ZA
3) ACUNTTTWHATIKA au¢non Tpavoauivaowy (1-3%)
2TTAVIO AiTIO OIAKOTTNS AYWYNGS
(61akoT1TA €dV Tpavoapivaoes >x3 AD)



EninoAaocpoc nniag rpavoapivaocaipiac (5-10%)

AiTia ATTIOG ACUNTITWHATIKAG aUENONS TPAVOAUIVAC WV

NOCOC loTopIkG / EpyacTnpIokéG eCETATEIC
Mn aAkooAIKr} AITTWdNE vooocg ATTATOC | YTTEPNXOYPAPNUa Gvw KOIAag
KatavaAwaon aAKoOA Tpavoauivdoec (SGOT/SGPT>2), yGT
ddapuaka NSAIDs, apiwdapovn, aAAoTToupivoAn, SSRIs
Htratimda B/ C HbsAg / ‘EAeyxo¢ avTIoWUATWY
\edpoxpwpdw)or] (1:250) Peppitivn (>200 ug/ml), kopeoudg Tpavopeppivng (>50%)
S i 25% of adults 5-6% of adults 1-2% of adults

—_>‘ Cirrhosis
] 25%
A@ T e
S; v
iet,

Fat plus injury, Fa t plus Fa th

No NAFLD,

Dielh AM. New Engl J Med 5 Oh RC. Am Fam Physician

2017,377:2063-7 2017,96:709-15



O1 oTaTivec auEavouv Tov Kivouvo gpgpavionc ZA o€ adTouda
HE NAPAYOVTEC KIVOUVOU via ZA
(MZ, AMZ =30 kg/m?, glHb >6%, na®B. gl vnoTeiag)

Risk for developing T2DM with rosuvastatin treatment according to the number of diabetes risk factors
in JUPITER

Event and Hazard Ratio Placebo (n = 8901) Rosuvastatin (n = 8901) Difference P-Value

New T2DM (All) 216 (2.4%) 270 (3.0%) +54 .01
New T2DM (0 DM RF) 12 (0.2%) 12 (0.2%) 0 .99
New T2DM (>1 DM RF) 204 (1.7%) 258 (2.1%) +54 .01

Maki KC. Cardiol Clin 2015;33:233-43



Is Myopathy the
Achilles’ Heel of Statins?

Differences Between the New
Cholesterol Treatment Guidelines
and Everyday Clinical Practice

Rallidis L. JACC 2014,63:2300-1

176 studies
4,143,517 patients

Asian race Age
N25.4% N33.1%
Black race Age 2 65 years
1729.3% \ / N31.2%
Obesity e Female
1730.6% / N47.9%
Hypothyroidism Depression
N37.6% \5 A $12.2%
Diabetes mellitus P> e Chronic liver disease

126.6% N24.3%

Antiarrhythmics /

Alcohol consumption

Calcium channel blockers
N22%

135.5%
Exercise High statin dose
N23.2% N37.5%

1

Arterial [ Duration of statin
L Samaking 'L hypertension Jk therapy /J

\\ ,

\ White race JL Caucasian race H Hispanic race ]L Warfarin /"|

Bytyci I. Eur Heart J 2022;00:1-16



[Mola N cuyxvoTepn eKONAWON MUOTTABEING;

~_ -
O1 “MuaAyieg” pe (ouvnBwcg) pualoloyika etrireda CK

[Moia n oTTavioTEPN EKONAWO N HUOTTAOEING;

PaBdouudoAuon
(~2/100.000 aoBeveic £1n, CK >10.000)

Antons K. Am J Med 2006;119:400-9



Nwg ekOnNAwveTal n puonabeia (SAMS)

Table 1

Proposed statin myalgia clinical index score

Clinical symptoms—new or increased unexplained muscle

symptoms

Regional distribution/pattern
Symmetric hip flexors/thigh aches
Symmetric calf aches
Symmetric upper proximal aches
Nonspecific asymmetric—intermittent
Temporal pattern
Symptoms onset <4 wk
Symptoms onset 4-12 wk
Symptoms onset =12 wk
Dechallenge
Improves on withdrawal—<2 wk
Improves on withdrawal—2-4 wk
Does not improve upon withdrawal—=>4 wk
Challenge
Same symptoms reoccur on rechallenge—<<4 wk
Same symptoms reoccur on rechallenge—4-12 wk
Statin myalgia clinical index score (total points)
Probable
Possible
Unlikely

A A B TS

Muikd aAyn
® OUMMETPIKA, KATW AKPA, €YYUC
e cu@avion <1 gAva amo £vapgng aywyng

® UPEC CUNTITWHATWY <2 £BOOMADEG
aT1TO OIAKOTIN OTATIVNG

® O¢ ETTAVEVAPLN OTATIVNG UTTOTPOTTH
CUUTTTWHATWYV <1 yRva

NMpoooxn!

loodUvaua «uoTTABEIag»

e aduvapia

® MUIKEG KPAMTTEG (ETEPOTTAEUPEG)

Bruckert E. Cardiovasc Drugs Ther 2005,19:403-14
Rallidis L. Int J Cardiol 2012;159:169-76



H puotradeia ekdnAwvetal cuvnbwe wg:
® LUIKA OAYN (OUPPETPIKA, KATW >Avw
akpa, eyyuq)
e aduvauia
® UUIKEC KPAMTTEC
e ouUVNBWCG pualoAoyika etritreda CPK

N

Alakotrny £TTi
1) eppaviong «ocoBapwv» HUOAYIwWV avegdapTnta atrd emitreda CPK
2) aug¢nong Tng CPK >41mrAacio AD

Bytyci |. Eur Heart J 2022;00:1-16



ZUMNEPpACHATO
1) YioOeTeiTal n npoogyyion ‘'ooo xapnAorepa enineda LDL-xoA

TOOO Kal HEYAAUTEPA KAIVIKAG OPEANR”

2) 'OAol o1 upynAoU i NoAU uwnAoU KIvOUVOU aoBeveic npeENEl va
AauBavouv ioxupn oTarTivn

3) ANO TA VEOTEPA UNOAINIOAINIKA EXOUHME OTN
01a0eon Hacg 1o eveoipo inclisiran kar To EPA
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