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H LDL-x wc aiTioAoyikoc napayovrac KAN

Mexp1 300 mg% xoAnoTepivng aidaTog
Ofov va BewpnOei uoiIoAoyIKOV
(Eowrepikn NabBoAoyia AavorrouAou 1966)
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1) Alaxeipion OUGAITTIOAIMIOG CUNPWVA UE TIG
KateuBuvtipieg Odnyieg

2) MPAKTIKEGC OONYIEC AVTIMETWITIONG UTTEPXOANOCTEPOAAIMIOG

3) MPAKTIKEG OONYIEG AVTIMETWITIONGS UTTEPTPIVYAUKEPIOAIMIOG

4) Négg UTTOAITTIOQIUIKEG BEpaTTEIEG

5) AVETTIOUUNTEG EVEPYEIEC OTATIVWV



Goal for all patients with ASCVD Goal for high-risk patients with ASCVD

LDL-C 1988 1993 2004 2012 2017 2018 2019
ATPI ATP N  ATP lll Update AACE AACE US Multi-Society ESCI/EAS
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dappaka yia Tnv unepXoAnoTepoAdaipia

, v LDL xoA:/135-55%
1) ZraTiveg me——) |, TplyAUKapi6la:ﬂ10-30%

v HDL xoA:{[5-10%

2) ECeTIMipTTN s ¢ DL on:ﬁlS-ZO%

3) MTTEMTTEOOIKO OU mmmmmd (y | D on:ﬂlS-ZO%

4) AvOOTOAEic PCSKO wmmmmh (v | DL x0A:||60%

5) PNTIVEG SEOHEUONG ey ¥ DL XoA: ]| 20-25%
XOAIKWV O¢EWV v TpIyAukepidia: eviote augnon




1) Alaxeipion OUCAITTIOQINIOG CUM@WVA ME TIG
KateuOBuvTtnpieg Odnyieg

[Moleg aAAQYEC EXOUME OTOUG
oTO)Xoug TNG LDL-x?

YTITapXel KATI vééTepo yida T
TPIYAUKEPIOIa Kal TNV Lp(a)?



o) MNMoleg aAAOYEC EXOUME OTOUG
oTOXOUC TNG LDL-x?

EAGTTOON TOV OTOX®WV TNG LDL-X oTOUC
uwynAouU N noAu uywnAou Kivouvou
aogOeveig



2T1Oo)XO0l LDL-X0A Baoel 10eTouc Kivouvou yia KAA 6avarto

NMOAY YWHAOY

1) KAN
2) ZA + BAGBn opyavou-
oTOX

n
23 mTap. Kivduvou

n

2A1 diapkeiag >20 eTwyv
3) coapni XNN
(GFR <30 mL/min/1,73 m?)
4) FH + mrap. Kivduvou
5) SCORE 210%

YWHAOY

— Y L

METPIOY

XAMHAOY

1) FH xwpig aGAAo tTap.
KivdUvou

2) ZA xwpic BAGBN opy.
OTOXOU aAAd pe di1GpKeEla
210 éTn R pe 1 TTOP.
KivdUvou

3) yétpia XNN

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

4) SCORE 25 & <10%

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

Mach F. Eur Heart J 2020;41:111-88

!

JLDL-X 50% kau
<70 mg/dL

!

<100 mg/dL (lla)

<116 mg/dL (lib)




O1 diaBnTikoi unayovTtal o€ 3 KATNYOPIEG KIVD.

NMOAY
YWHAOY

BAGBNn opydvou-cTOXOU
n
23 TTaPAYOVTEG KIVOUVOU

n
2A1 diapkeiag >20 eTwv

YWHAOY

~__

METPIOY

~_

(-) BAGBN opy. oTOXOU
+
d1apkeia 210 £€1n

n
1 TTap. Kivduvou

<55 mg/dL

<70 mg/dL

véol aoBeveig
(ZA1 <35 eTwv, 2A2 <50 eTWV)
+

O1apkeia <10 eTwv
+

(-) GAAoO TTOpP. KIVOUVOU

<100 mg/dL

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




To BepatreuTIKO EAALIMUa oTnV LDL-X avapEveTal
VO YiVEI AKOUN MEYAAUTEPO

Patients fulfilling any of the following criteria (not being on the LDL-

C target despite intensive/maximally tolerated statin therapy and eze-
timibe) should be considered to be at ‘extremely-high’ risk:

e Recurrent MI + previous vascular event in the last 2 years

o ACS + multivessel disease (MVD)

e ACS + polyvascular disease

e ACS + familial hypercholesterolaemia (FH)

e ACS5 + diabetes mellitus (DM) + at least one additional risk factor
(including hsCRP >3 mg/L and/or chronic kidney disease with ¢GFR
< 60 ml/min/1.73 m" and/or lipoprotein(a) > 50 mg/dL).

The extremely high-risk nature of this group demands a lower target
for LDL-C (< 40 mg/dl []1 mmol/l]). In order to minimise delay to

1

Banach M. Pharmacol Res 2021:166:105499

CALLINICUS
Hellas Registry

60%

50%.

40%

30%

20%

10%,

55% pe OZZX gival akpaia
uynAou Kivduvou

55.1%

44%
13.5%
8.1%
3.7% .
. o .
heFH Pol lar DM +
diseas

Multivessel CAD yvasculal
risk factor

Extremely high-risk

Rallidis L. Kardiol Pol 2023:81:1012-14



B) T1 vEOTEPO UNAPXEI Yia Ta TPIYAUKEPIDIA

Cardiovascular Risk Reduction with Pleotropic Effects of Icosapent Ethyl
Icosapent Ethyl for Hypertriglyceridemia

Endothelial function

4 NO production

4 Endothelium-dependent
vasodilation

¥ Reactive oxygen species

Plaque stability

# Plaque formation,
progression, and rupture

¥ Thrombosis

¥ Platelet activation

A Fibrous cap thickness

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 a06. pe KAN (70%) n ZA (60%) utré oTarivn,
ME TPIYA/OIa 135-499 mg/dL Tuxaiotroilnkav o€ 4 g
icosapent ethyl vs placebo x 5 €1n

\ . Anti-inflammatory effects

) ¥ Proinflammatory
eicosanoids and

§ cytokines

\ Inflammatory cell
recruitment

Recommendations for drug treatment of patients with
A Primary End p°1ig;_ . hypertriglyceridaemia
Hazard ratio, 0.75 (95% Cl, 0.68-0.83) .
= :2: 20 o pm“’_ﬁf..-"""'". Recommendations Class® Level®
? N ...-“"... Icosapent ethyl Statin treatment is recommended as the first
':"; 07 10 . ,.-"". drug of choice to reduce CVD risk in high-risk
7*;: zz: . individuals with hypertriglyceridaemia [TG lev-
£ . o 1 2 3 4 5 els >2.3 mmol/L (>200 mg/dL)].***
£ 20 ______..--"""'"-- In high-risk (or above) patients with TG levels
10- ez between 1.5—5.6 mmol/L (135—499 mg/dL)
o T T T ! ! despite statin treatment, n-3 PUFAs (icosapent lla
Years since Randomization ethyl 2x2 g/day) should be considered in
combination with a statin.’”*

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



MeAeTn PROMINENT

Triglyceride Lowering with Pemafibrate
to Reduce Cardiovascular Risk

Pemafibrate Fenofibrate

e 10497 dtopa pe ZA (67% pe KAN) utrd
OTaTIVN ME:

- aunuéva TPIYAUKEPIdIa

(200-400, diapeon 1iun 270 mg/dL)

- XapunAn HDL-xoA

(<40 mg/dL, didueon nipn=33 mg/dL kai f Ligand bining st of PPARG
- LDL-X0A=78 mg/dL A | otk
TUXalotroiNdnkav o€ Trepa@iutrparn 0,2 g X edii o v
: i =
2/n“ VS placebo X 3’4 gTr] \)’)%;/ %ﬁftructurs-acﬂww of pemafibrate>
» Potent?yh: >2,500 x greater than fenofibrate
e MpwToyEVI] KATAANKTIKG GNUEia TO GUVOAO e op— \r S e A
TwVv Bavatneopwyv kal un KA cupBaudatwy o e

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



J1oIyA kaTd 26%, 4 HDL-x kaTé 5%

100 70—
90 Hazard ratio, 1.03 (95% Cl, 0.91-1.15)
P=0.67 EDITORIAL
80 157 Pemafibrate
& 704
g el Placebo
-E 60— 10 /
F- ‘ - The Fibrates Story — A Tepid End to a PROMINENT Drug
g 40 - -
E f"f Salim S. Virani, M.D., Ph.D.
3 307 // = .
204 T What do these findings mean for the future
10- | |of fibrates and other therapies that primarily
S "'fi"" . 5 . i . A target triglycerides? First, fibrates should not be
Follow-up (y7) used to reduce the risk of atherosclerotic cardio-
vascular disease among statin-treated patients,

AucnuEvVa TTOOOOTA VEPPIKAG DUCAEITOUpYiIag Kal PAEPRIKNC OpopoeuBOAIKAC vOOOU
MIKpOTEPQ TTOOOOTA 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) Ti1 veoTepo unapyxe! yia tnv Lp(a)

2 e H Lp(a) = LDL + apo(a)
e “TTaB0oAoyIKa etTiTreda” >50 mg/dL n
125 nmol/L

v, ~

apoB
V3
()
\Y) IS‘S

YA .

Ve "Ivg vy V

1) Emitreda Lp(a) Ba mrpetrel va Tpoadiopi{ovTal TOUAAXIOTOV [ia gopad
o€ OAoucg Tou evnAikec (lla)

2) Etritreda >180 mg/dL (>430 nmol/L) onuatodotouv KivOuvo TTapOuOoIo
UE TNV OIKOYEVI UTTEPXOANOTEPOAQIUIA



Moiadel pe TTAGOUIVOYOVO

LDL + apo(a)

KaBopileTal KUpIa YEVETIKA



Lp(a) = x6 @opEC TTIO 0ONPOYOVOC TNG LDL

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

Key Question Genetic variants that raise apoB by raising Lp(a) Mendelian Randomization
. . A
How atherogenic is 1 particle y.
of Lp(a) compared to 1 :
particle of LDL? o . /
& ApoBinLp(a) /
e vs CHD risk
(&) /..s.’,,;éf"
Key Methodology s
E ,
Both Lp(a) and LDL contain 1 jat ;
- i - J/ &
_aPoB.per partlcl.e. He.re. we o // ApoBin LOL QP
identified genetic variants (SNPs) 3 /  VsCHDrisk e
that affected plasma levels of _—
either LDL particles or Lp(a) :
particles. For these 2 genetic : = 3
SNP “clusters,” we related the Genetic Effecton apoB
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
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.
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3) NMPOAKTIKEG
odnyieg
AVTIMETWITIONG
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A06. TTOAU upnAou Kivouvou

RESTAURAN
g B

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

Ac0. uynAou Kivdouvou

‘L LDL-x 50% kai
<70 mg/dL

1) OAo1 o1 acBeveic pe KapOIayyEIAKN
VOO O

- 2N

- AEE

- KAPWTIOIKA VOO O

- TTEPIPEPIKN aPTNPIOTTABEIO

- AVEUPUO MO KOIAIOKAG AOPTHG

2) NMoocooTo aocBevwy e ZA (BAGRN
OpPYAVOU-OTOYX, 23 TTap. Kivouvou | 2A1
d1apkelag >20 eTwv)

3) Zofapr XNN (GFR <30 mL/min/1,73 m?2)
4) FH + 1Tap. Kivbuvou

1) FH xwpig aAAo tTap. Kivduvou

2) O1 TreproooTtepol diapnTtikoi (ZA
Xwpic BAARBN opy. oTOXOU OAAA uE 1
TTap. Kivouvou)

3) Métpia XNN (GFR 30-59 mL/min/1,73 m?)
4) SCORE 25 & <10%




AoocoAoyia Kal UTTOXOANOTEPOAAIMIKA OpAC OTATIVWYV

AITTAQCI100NOC OOONG OTATIVWV

AoBaoTarivn 10-80 mg
mTpapBaoTarivn 20-80 mg

olypaocTarivn 10-40 mg ~_~

¢AoufacTartivn 20-80 mg

atopBacTativny 10-80 mg EMITTAEOV eAAaTTWON LDL XOA
pooouBacTartivn 5-40 mg KOTa 6%

mraBaoTtartivn 1-4 mg
IcoduVvauia

5 mg pooou=10 mg atopfa=20 mg ciyBa=40 mg
mpaBa/AoBa=80 mg @AouBa=2 mg mTaRa

v

40% gAdaTTwOoN TNS LDL XOA



T1 unoAImidaipikn aywyn 6a 000¢&l o€ atopa NoAuU
uwnAouU n uynAou Kivouvou?

loxupr oTaTivn oTn JEYIOTN AveEKTN 000N

! !

AtopBacTtaTivn 40-80 mg PoooufaoTtarivn 20-40 mg

| /
[

eAdTTwon LDL-x 250%

NMpoooxn! Aro@uyr upnAwyv 000wV o€ ATOMA NAIKIOG >85 eTwv



Av O¢gv eTTiTeUXBei 0 oTOXOG TNS LDL-X ME uwnARn 660N

IOCXUPNG OTATIVNG? —

g¢eTipgiptTn 10 Mg

EmitrAéov eAatTtwon TG LDL-x 15-20%

un grmrireuén oroyou i
(LDL-x >7100 mg/dL + KAN) avaoToAsa PCSK9

EmimrAéov eAaTtTwon Tng LDL-x 60%

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




[MPOKTIKEG OONYIEG YIA TNV AVTIMETWTTION TNG

UTTEPTPIYAUKEPIOAIMIOG

» | * Coagulation factors
* Impairment of fibrinolysis

@

[ - GCE)D * Proinflammatory factors

Lipolytic * Endothelial dysfunction
products
-

Activated
platelet

Expression of PAI1

Y

Platelet activation
and aggregation

Triglyceride-rich Triglyceride-rich Expression of
lipoprotein lipoprotein remnant ICAM1 and VCAM1
Triglyceride-rich l
lipoprotein remnants
penetrate intima Cholesterol loading
. . . and foam cell
Intima ) formation

E Macrophag |

Plague formation
and progression

ST

Triglyceride-rich lipoprotein remnants
Media_| are taken up by macrophages

L = Foam cell
(5. O

Monocyte adhesion
and activation




Mapdadogo TPpIYAUKEPIOIWYV
>500 mg/dL
<500 mg/dL

PARADOX

=

XOdvyvd

2. UVOEOVTAI UE
2.uvoeovTal pe 2N TTAYKPEQATITION

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



AoOBevnc He auEnpueva TpiyAukepidia (>200 mg/dL)

ATTOKAEIONOC lITTaBwv aiTiwv
YyieiovodlaTnTIKA TTapéupaon

TpiyAukepidia 200-500 mg/dL

!

TpiyAukepidia >500 mg/dL

2TaTivn

!

Av 1O TPIYAUKEPIDIO TTAPAPEVOUV
>200 mg/dL (d1aBNTIKOG)

!

+ gaivoiutrpatn (lib)

!

QiutTpdTn
+

w-3 NTTapd oféa
(4 g nuEPNTIiWG)

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



4) Neec unoAINIOAINIKEC OEpANEIEC

O¢parreieg Baoilopeveg og RNA
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LDL-y

Inclisiran
( LDL-x 55%)

ORION-11: Efficacy e
Durable, potent and consistent effect over 18 months

Percent change in LDL-C over time — observed values ITT patients

o i ;
3 G —
2 . Time-averaged A 50%
—e
0 3 6 9 12 15 18

Months from start of treatment

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

Pelacarsen
(YLp(a) 80%)

Lp(a)

Olpasiran
(¥Lp(a) >95%)

M1reptredOIKO 0&U
($LDL-x0A 15-20%)

BA

ACSVL1

———> CoAconjugate of BA

@ XA‘VVA

HMG-CoA
reductase

/

TLDL-R —»T LDL-C Clearance —>lPIasma LDL-C

Citrate
ATP-citrate lyase
X (ACL)
Acetyl-CoA

HMG-CoA

Mevalonic acid

Squalene

iCholesteroI




5) AVENIOUUNTEG EVEPYEIEC OTATIVOV
1) Muotrafsia (5%)

Kuplia avetriBuunTn evépyeia
2) Augnon sppaviong ZA (kata 10%)
[MoT€ O10KOTT) OTATIVNG ETTI EHPAvIoNG ZA
3) ACUNTITWHATIKR augnon Tpavoauivaocwy (1-3%)
2TTAVIO AiTIO OIOKOTTAG AYWYNGS
(d1akoTT €AV TpaVvOoauIVAoES >X3 AD)



EninoAaocHoG nniag tpavoapivacaigiac (5-10%)

AiTIa ATTIOG ACUNTITWHATIKAG aUENONG TPAVOAMIVAC WYV

NOoOoC loTopIkd / EpyaocTnpIakéC eEETATEIC

Mn aAkoOAIKR AITTWANE vOoOC ATTATOC | YTTIEPNXOYPAPNHA Avw KOIAIOG

KatavaAwaon aAKOOA Tpavoauivaoeg (SGOT/SGPT>2), yGT

ddapuaka NSAIDs, apiwdapdvn, aAhotroupivoAn, SSRIs

Htratimda B/ C HbsAg / ‘EAeyxoc avTiowudTwy

\Aupoxpwpdmon (1:250) Peppitivn (>200 pg/ml), kKopeapdg Tpavoeeppivng (>50%)

C Prevalence in the
United States: 25% of adults 5-6% of adults 1-2% of adults
| |

25% HCC

:‘:"> Cirrhosis
25%
@ == $?%
]  ——
iabetes, at plus injury, injury,
iet, : A 2 4
rs

No NAFLD,

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

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



O1 oTaTiveg auEavouv Tov Kiviuvo gpgpavionc ZA o€ aroud
HE NAPAYOVTEC KIVOUVOoU via ZA
(MZ, AMZ =30 kg/m?2, glHb >6%, na®O. gl vhoTeiac)

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 N Female
1730.6% & / N47.9%
Hypothyroidism Depression
N37.6% \) Vil $12.2%

Diabetes mellitus P’

1726.6%

Antiarrhythmics /

Alcohol consumption

Calcium channel blockers
N22%

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

1

Arterial [ Duration of statin
L Saking ]( hypertension Jk therapy /J

% ,

'\ White race JL Caucasian race ll Hispanic race ]L Warfarin /"1

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



[Tola n ocuxvoTepn EKONAWGC MUOTTABEING;

~_ A
O1 “MuaAyieg” pe (ouvBwcg) ualoAoyika etrireda CK

[Moia n oTravioTepn EKONAWON MUOTTABEING;

PaBdouudAuon
(~2/100.000 aoBeveic £Tn, CK >10.000)

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



Nwc ekdnAwveTal n puonabeia (SAMS)

Table 1 Proposed statin myalgia clinical index score

Clinical symptoms—new or increased unexplained muscle Mulika GAYn

2l Al ® OUMMETPIKA, KATW AKPA, £YYUG
Regional distribution/pattern

Symmetric hip flexors/thigh aches 3 ® EIJ(PdWO'n <1 l.lr’]VG aTro éVGp‘car]Q O‘VUUVr’lQ
Symmetric calf aches 2 . . .
Symmetric upper proximal aches 2 ® UPEOT CUNTTTWHNOATWYV <2 £B§0p05£g
Nonspecific asymmetric—intermittent 1 4 4 1

Temporal patter aT1TO OIAKOTIN OTATIVNG
Symptoms onset <4 wk 3 2 . 4
S ; ® O¢ aﬂava’vapﬁn O'TGTIVF]Q UTTOTPOTTN
Symptoms onset >12 wk 1 CUNTTTWHATWY <1 yAva

Dechallenge i
Improves on withdrawal—<2 wk 2 I'IpOO'O)(r]'
Improves on withdrawal—2-4 wk 1 ; 7
Does not improve upon withdrawal—>4 wk IGOéUVGUG «HUOTl'GeEng»

Challenge e aduvapia
Same symptoms reoccur on rechallenge—<<4 wk 3

Same symptoms reoccur on rechallenge—4-12 wk 1 ® ”U.l.Kég KPdIﬂTSQ (ﬁTapéTf)\aU pﬁg)

Statin myalgia clinical index score (total points)

Probable 9-11
Possible 7-8 Bruckert E. Cardiovasc Drugs Ther 2005;19:403-14
Unlikely <7

Rallidis L. Int J Cardiol 2012:159:169-76



H puotrabeia ekdnAwvetal ouvnbwe wg:
® LUIKA AAYN (CUMPETPIKA, KATW >AVWw r
akpa, eyyug)
e adOUVapia
® UUIKEC KPAUTTEC
e oUVNBWC pualooyika etTiTreda CPK

NS

AlakoTrn £TTi
1) eppaviong «ocoapwv» NUOAYIWV aveEdpTnTa aTrd emmiTreda CPK
2) aué¢nong Tng CPK >41rAdoio AD

R
4
et % ( ‘
i "
i 4 N\
5 ':\;,’ ),
b LR
b ‘,‘ )A '
o 5
...
-
-4 PA ‘,
Ly A
1
{

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



50% TwVv aocfsvwv pe KAN dev eAappBavav otaTtivec!!

CENTRAL ILLUSTRATION Statin Use in 601,934 Patients With Atherosclerotic Cardiovascular Disease on
January 31, 2019

Study Population

601,934 patients with ASCVD Proportion on
Mean age: 67.5 £ 13.3 years high-intensity statin vs Odds of high
S other statin vs no statin (vs other) intensity statin use

More likely Less likely

Female

Age =45

CeV, PAD

#Charlson comorbidity

19.5%
9 -

Other statin
276%

35.2%

Proportion of days covered

o

Statin usage on January 31,2019
+ 30 days B z275% 50-74% [<50%

Proportion of days covered

Nelson AJ, et aL J Am Coll Cardiol. 2022;79(18):1802-1813.




Supplementary Box 2 Tips to aid adherence to
multiple drug therapies

‘Agree on’ rather than ‘dictate’ a drug regimen with your patient, and tai-

lor it to his/her personal lifestyle and needs.

Back up verbal instructions with clear written instructions.

Simplify the dosing regimen and consider 4 fixed-dose combination pill

where available.

Perform a regular review of medicines to minimize polypharmacy

(or ask the pharmacist to assist).

Encourage self-monitoring, and use cues and technologies to act as

reminders.

Provide information on common side effects and discuss

management strategies.

Involve the partner, other family members, or the caregiver in the

patient’s treatment.




ZUHNnNEpaocHATa
1) Yi00eTeiTal n npoogyyion ‘'ooco xapnAorepa eningda LDL-C

TOOO Kal HEYAAUTEPA KAIVIKG OPEAN”

2) 'OAo1 o1 uwnAoU N NOoAU uywnAouU KiIvAUVoU aoOevVEIic NpENEl va
AapBavouv 1oxupn oTaTivn

3) AnoO Ta VEOTEPA UNOAINIOAIHNIKA EXOUHE OTN
01a0&on Hacg 1o eveoipo inclisiran kai To EPA
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