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Update of dyslipidemia in 2019

* High potency statins were the sole focus of the 2013 guidelines due to lack
of RCT for other therapies

* HDL has lost ground as a therapeutic target but remains a critical marker of
CVD risk

o CETPisalmost out  waiting for anacetrapib REVEAL study ) since
ACCELERATE / evacetrapib was halted

* Residual risk is well defined
» Statin intolerance is now well defined ( Gauss 2/3 studies)

» Combination therapy with niacin / fibrates is out
* Combination therapy with ezetimibe , BAS and PCSK9 is recommended



Approximately 70% of patients at the highest risk* are not at optional < 70 mg/dL
(< 1.8 mmol/L)LDL-C goalt

* Very high risk defined as: CHD plus 2 2 major risk factors. Data shown are from a
2006-2007 multinational survey, of which 2,334 patients were considered very
high risk. Countries in this analysis included the United States, Canada, Spain, the
Netherlands, France, Taiwan, Korea, Brazil, and Mexico.

T National Cholesterol Education Program (NCEP) Adult Treatment Panel Il (ATP II1)
US optional goal < 70 mg/dL (1.8 mmol/L)



Percent of Total

Number of High Risk US Adults Achieving LDL-C Levels

of < 100 mg/dL or LDL-C Levels of < 70 mg/dL

AN EVEN BIGGER PROBLEM FOR HIGH RISK PATIENTS
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CTT (metanalysis with 90.056 patients):
Low LDL-C Levels are associated with decreased CV events
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1. Grundy SM et al. Circulation. 2004;110:227-239. 2. Cannon CP et al. Am Heart J. 2008;156:826—832. 3. Cannon CP et al. N Engl J Med.
2004;350:1495-1504.



Recommendations for treatment goals for lowdensity
lipoprotein-cholesterol (LDL-C)

Recommendations Class® Level b

In patients at VERY HIGH CV risk?,
goal of <|.8 mmol/L
(70 mg/dL) o a reduction of at
least 50% if
zh 1.8 and 3.5 mmol/L
(70 and 135 mg/dL) is
recommended.

In patients at HIGH CV risk®, an

DL-C goahof <2.6 mmol/L
(100 mg/dL), pr a reduction of at
least 50% jiAhe baseline LDL-C*® is
between 2.6 and 5.2 mmol/L
(100 and 200 mg/dL) is
recommended.

In subjects at LOW or MODERATE
risk® an LDL-C goal of <3.0 mmol/L
(<115 mg/dL) should be considered.

Catapano AL, Graham |, De Backer G, et al. Eur Heart J. 2016;37(39):2999-3058




EUROASPIRE |V:

LDL-C levels in patients under treatment with CAD

<2.5 mmol/l
65%

<20mmoll

36%

<1.8 mmol/l
22%

Only 19,5% of the
patients with CAD had
LDL-C <70mg/dL

<2.5 mmol/ "18-2. In Europe...
55%

¥ 2.5-3.0 mmol/|

<2.0 mmol/l

<1.8 mmol/l
17%

Kotseva K, Wood D, De Bacquer D, et al. Eur J Prev Cardiol. 2016 Apr;23(6):636-48



@ EuroASEIRE (I Therapeutic control of total cholesterol*
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Patient Populations with HIGH Unmet Need for
Additional LDL-C Lowering

High / Very High Statin-Intolerant

i1 PopkiationimED CV Risk Population Population

* Genetic disorder * Previous Ml /stroke / * 10-15% on high-
* High risk of early CHD CVD or multiple CV risk intensity statins show

factors incl. T2DM intolerance®
* HeFH prevalence

1:200 to 1:250%2 * Difficult to achieve LDL-@l « Many discontinue due
¢ URtrastad LDLE C goals, despite current to muscle pain and/or

of 200-400 mg/dL3 Gl weakness
® 20% with CHD not

79% with HeFH at goal (<100 mg/dL Nearly all patients

[2.6 mmol/L]) who need
considerable LDL-C

reductions will not

not at goal
(<100 mg/dL [2.6 ® 59% at very high CV
mmol/L])? risk not at goal (<70

mg/dL [1.8 mmol/L]) reach goal

INordestgaard et al. Eur Heart J 2013;34:3478-90. 2Sjouke et al. Eur Heart J. 2015 Mar 1;36(9):560-5.
3 2011 ESC/EAS Guidelines for the management of dyslipidaemias Eur Heart J. 2011;32(14):1769-818.

4 Pijlman et al. Atherosclerosis 2010;209:189-94. 5 Virani et al. Am Heart J 2011;161:1140-6.

6 Arca et al. Diabetes Metab Syndr Obes 2011;4:155-66.
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EUROASPIRE |V: Data from
Greece

More than 50%

Greece

Kotseva K, Wood D, De Bacquer D, et al. Eur J Prev Cardiol. 2016 Apr;23(6):636-48



EUROASPIRE IV: Data from
Greece

Pharmacological treatment % in patients with CAD

.Despite the use of statins.

Germany
Greece

Antiplatelets eta- : ACE inhibitors/ARBs
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Kotseva K, Wood D, De Bacquer D, et al. Eur J Prev Cardiol. 2016 Apr;23(6):636-48




Importance of adherence to treatment

Metanalysis of 44 prospective studies
comprising 1,978,919 non-overlapping
participants with CVD:

*135,627 CVD events

*94,126 cases of all-cause mortality.

Study promoted by ESC

| with almost 2.000.000 patients included J

Only 60% of the included patients were good adherents*

The good adherence to CV medication led to:
20% reduction of CVD risk
35% reduction of all-cause mortality

9,1% of all events that occur are due to poor adherence in patients with
prescribed cardiovascular medications

*Good adherence: 280% taking medication.
Chowdhury et al. Eur Heart J 2013



Adherence to treatment

Number of drugs

0] —{— 1,73 (1,56-1,90, p<0,001)
1 —{ 1
1,25 (1,13-1,39, p<0,001)
2 — @ 0,96 (0,86-1,06, p=0,41)
3-5 —@— 0,87 (0,79-0,94, p<0,001)
> @ 0,65 (0,59-0,71, p<0,001)
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0.5 1 1.5 2 2.5
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Chapman et al. Arch Intern Med 2005;165:1147-52




2016 ESC/EAS Guidelines for the Management
of Dyslipidaemias

Box |2 Tips to aid adherence to multiple drug
therapies

|. “Agree’ on rather than ‘dictate’ a drug regimen to your patient and
tailor it to his/her personal lifestyle and needs.

2. Back up verbal instructions with clear written instructions.
3. Simplify the dosing regimen and consider a fixed dose combination pill
where available.
4. Perform a regular review of medicines to minimize polypharmacy (or
ask the pharmacist to assist).

nd technologies to act as
reminders.
6. Provide information on common side effects and discuss management
strategies.

7. Involve the partner, other family members or the caregiver in the
patient’s treatment.

Catapano A. et al. European Heart Journal (2016) 37, 2999-3058



Statins for
Secondary Prevention

Statins for
% Primary Prevention
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[Nati ot acBeveic dev
TLETUYALVOUV TO OTOXO?

Emidpaon twv orarivwv ora emireda LDL-C:

-6% -6% -6%
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mg | mg | mg )G
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| | | |
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% peiwon TnG LDL XoAnoTeEPOANC

pooappoouévo amo Stein E Eur Heart J Suppl 2001;3(suppl E):E11-

/ E16.



To tooCuylo
XOANOTEPOANG oTOV AvOpwTIO

Intestine
Extrahepatic — Dietary cholesterol
tissues VLDL (300 mg/d)

- Chol = xoAnoTepdAn, VL (1000 mg/day) |G TTUKvOTNTaG, LDL (1300 mg/day) _=
~ NITTOTTPpWTEIVEG UWNANG TTUKVOTNTAG, CoA = ouvstupo A; SR-BI = uttodoxéag HDL (class B type 1 scavenger

Saunders, 2002:1099-1153; Hopfer U. In: Textbook of Biochemistry with Clinical Correlations. 5th ed. New
ork: Wiley-Liss, 2002:1082-1115; Shepherd J Eur Heart J Suppl 2001;3(suppl E):E2-E5; Champe PC,
- Harvey RA Lippincotts IIIustrated Reviews Biochemistry 2nd ed. Philadelphia Lippincott—Raven 1994;

P



To Ezetimibe avaoTEAAEL TNV amtoppoPnoN
NG XOANOTEPOANG o€ pia vea Beon
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poapuoouévo amo Mahley RW, Bersot TP. In: Goodman & Gilman’s The Pharmacological Basis of
herapeutics. 10th ed. New York, McGraw-Hill, 2001:971-1001; van Heek M et al Br J Pharmacol 2001;134:409-
5 17 I\Mn TA Int J Clin Pract 2001;55:710-716.
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Ezetimibe: Mnyaviocpég Apaong

® TToAU loxupdg, EKAEKTIKOG avaoTOAEaG aTtoppddnomng TN
5[0(Tp0(|§<lK, G KOLL TG XOALKTG (TIPOEPXOUEVNG ATTO TT) XOAN
XOANOTEPOANG

* AVOOTEAAEL TNV TIPOCANYN TG Xo)\nots‘ﬁé}\ng aTIo TO
EVTEPLKO TOLYWHA KaL EVTOTILCETAL OTLG WNKTPOELOEIS
TTAPUDEQ

* MBavwg 6pa oe petadopea YoANoTEPOANG (VMO epguvar)

* EKTETOMEVEG TIPOKALVIKEG LEAETEG EXOUV OEIEEL ,
OLOPOPETIKO UNYAVLIOUO OTIO AUTOV TWV PNTLVWIYV, GUTIKWV
OTEPOAWV 1 TWV PLUTIPATWV

® To Ezetimibe o€ cuvduaoud pe AANOUG UTIOALTILS AULPLLKOUG
TTOPAYOVTEG PE OLAPOPETIKOUG UNYAVLIOHOUG dpaoTg Ba
TIPETIEL VO TIPOKAAEL eTImpPOoBetn peiwon tng LDL-C

lpooappoouévo amoé Catapano A Eur Heart J Suppl 2001;3(suppl E):E6-E10; van Heek M et al Br J
Pharmacol 2000;129:1748-1754; Worldwide Product Circular (ezetimibe), MSP; Miettinen TA Int J Clin Pract

2001755:710-716;
ys H Expert Opin Investig Drugs 2002;11:1587-1604.



poypappa Ezetimibe @aon /111
lepANPN TWV ATIOTEAECUATWY TNG
LovoBOeparmeiag

* AmoteAecpatikOTnTA TNG £’ Ao SOONG 10Mg NUEPNTLWG
EVOVTL TNG APXLKTG KATAOTAONG

* HLDL-C peiwbnke kotd 18%
* HHDL-C aué&nbnke kata 1%
* Ta tplyAukepidla petwdnkav katd 8%

* HLDL-C pelwBnke opoloyevwg o€ OAEG TIG UTIOOUAOES, O OALG
2 eBoouddeg

* KaAwg avektn), he TIpodpiA avemBUUTWY EVEPYELWV TIOPOOLO
HE auTO Tov placebo, ywplg epdaveiq eMOPATELS OTIG
AloSLoAUTEG BLtapiveg, kal ywplg emidpaomn otV avtamokpLon
NG KOPTL(OANG OTNV KOPTLKOTPOTIIVN

lNpooapuoouévo arro Worldwide Product Circular (ezetimibe),
MSP;
}ays HE et al Clin Ther 2001;23:1209-1230.



IXe51A0UOG PHEAETNG OUYXOPNYNONG

2TaTiviy  XTOmivip  XTOTivip  ATarivi
Placebo 10 mg 20 mg A mg &0 mg*

Flacebo v v v v v

Ezetimbe 10mg| ¥ v v v v

*  Frarivec aropPaorarivi®, mpBaorariv®, mpafaoTarivn kKal AoBaaTariv

*  =2300 aoBeveic, 65 aoBeveic avd opaba

* Mpwtsowy oTo¥oc % poiwan tne LOL-C of gyion Ye TNV apyIkn Kardaraan
— MovoBepamsia pe ararivn fvavtl ezetimibe + orarivn
— Kara {soyn ouykpioag peratld Twy opadwy Bepamsiag

* Mdvo n aropBaoTariv kai n oipaoTaTivy yopmyTiBnkav o 5éon 80 mg

MoorEpRemrEvD oo Gallantyne CM ar al Chrowlacon 2003;107-2408-2415; Davioson MH eral J Am Coll Cartiod
2002:40-2125-1M; Melanl L eral BEur Hearr J 2003;24-717-728; Kerznar B aral Am J Carolol 200381418424,

Sl =5



H Aoyikn Tng ouyxopnynong
Ezetimibe pyg ZTaTiveg

20 40 80
mg mg mg

2rativn 10 mg

+ Ezetimibe

2tativn 10 mg 10 mg

TiTAoTrOoIiNnON O€ TPIida
oTadia

2uyxopnynon o€ £éva otadio

0) 10 20 30 40 o0
% peiwon Tng LDL-C

610)

H cuyxopnynon tou ezetimibe o€ éva oTadio £XEl
TTAPOMOIA ATTOTEAECHATA JE TNV TITAOTTOINON

OoTATIiVNG, O€ Tpia oTAdIA

lpooapuoouévo amrod Stein E Eur Heart J Suppl 2001;3(suppl E):E11-E16. Slide 23



2uyxopnynon Ezetimibe pe
2IuBaocTaTivn: ATToTEAEOUATO
OpaoTIKOTNTOG 0TV LDL-C

LDL-C amé Tnv apXIKi KaTdoTaon,
oTIG 12 eBOOMGOEG

Méon % peraBoAn Tng Tpoodiopilouevng

Ezetimibe 10 mg 2iuBaocTarivn
+

oiypaocTarivn 10 mg 10 mg 20 mg 40 mg 80 mg

* p<0.01 Bepatreia cuvdUAoHOU £vavTi HOVO OTATIVNG

lpooapuoouévo arré Davidson MH et al J Am Coll Cardiol
2002;40:2125-2134.

Slide 24



2Ko1rog TG MeAeTng IMPROVE-IT

» H peiwon tng LDL-C amé xapnAa (<70 mg/dL) o€ TTOAU XaunAd
emiteda (<55 mg/dL) Ba atro@épel emMITTPOCOETO OPEAOG OTN MEIWON

TOU KapOIayyEIOKOU KIVOUVOU,
Auto 1O TTOAU XaunAd eupog ueiwons tng LDL xoAnotepdAng dev éxel aéloAoynBei Gueoa o€ 1TPONYOULEVES
UEAETEC Beparreiac ue uwnAéc OOTEIC oTaTIVIV?3

»> 2& aoOeveic pe O%U Ztepaviaio ZUVOPOMO N TTPOCONKN ECETIMIPTTNG OE
aywyrp ME oOTaTivnl, WG Oouvduaouog eleTIMipTTR/CIMBACTATIVN,
BeATiwvel TIG KA €KBAOCEIC OUYKPITIKA ME T MovoBgparreia
oiyfaoTarivng;?!

2N = ote@aviaia vooog, OZZ = 0&U aTe@aviaio auvdopouo, KA = kapdiayyelakog.
1. Cannon CP et al. Am Heart J. 2008;156:826—832. 2. Califf RM et al. Am Heart J. 2010;159:705-709. 3. Blazing MA et al. Am Heart J. 2014; doi:
10.1016/j.ahj.2014.05.004.

Slide 25



IMPROVE-IT: Zxed100u0¢ TNS MeAéTng!S

AcOeveic YynAou Kivdouvou pe Ogéa Zrepaviaia Zuvopopua
(NSTEMI, AotaBric 2tn6dayxn kar STEMI YywnAou Kivduvou

(STEMI &1 Tavw a1rd 10 30% TOU TTANBUGCOU)

}

Xopriynon Tuxaiotmoinuévng Oepatreiag <10 Huépeg atrd tnv MNMpocéAeuon oto NOOOKOEIO

/\

EZ/Simva :
Simva
10/40 mg 40 mg
N = 18.1412
EAGxioTn Aiapkeia MNapakoAouBnong
2,5°ETn

YAI0KOTTNKE N TITAOTTOINON YETA TNV TUXQIOTTOINON OKOAOUBWG TNG ETTIKAIPOTTOINONG TNG £TTIOAUAavong atéd Tov FDA yia Tn oiyBactaTtivn 80 mg.
H apyikn Tiuf (katd tnv évapén) tng LDL xoAnoTtepdAng Atav 97 mg/dL otoug TrpwTtoug 10.000 evraxBévieg aoBeveic.

IMPROVE IT = IMProved Reduction of Outcomes: Vytorin Efficacy International Trial.

1. Cannon CP et al. Am Heart J. 2008;156:826-832. 2. Califf RM, et al. Am Heart J. 2010;159:705-709.

3. http://clinicaltrials.gov/ct2/show/NCT00202878?term=improve-it&rank=1



TeAika Znpeia TnG MeAérngt

[MpwTEUOV TEAIKO ONUEIO

v KA 6davartog
v' ueifov kapdIiakd cupBav
= un Bavarneopo EM
" £TTAVEIOAYWYI OTO VOOOKOWUEIO Yia A2
= greQavidia eravayyeiwon TouAaxiotov 30 NUEPES
LUETA TNV TUXQIOTTOINON
v un Bavatn@opo ayyelakd eykePaAiko e1Teicddio (AEE)

KA = kapdiayyelakog, EM = éuppayua tou puokapdiou, AZ = aoTtabng otnBayxn, ZN = ote@aviaia vooog, PCI =
O100€puIKA ayyeIoTTAAOTIKA oTe@aviaiwy aptnpiwyv, CABG = aopTtooTe@aviaia TTapAKapyn Y€ JOOXEUUA.
1. Cannon CP et al. Am Heart J. 2008;156:826—832.



TeAika Znpeia TnG MeAérngt

AguTtepeUoOVTa TEAIKA OoNnUEia

v' ©@dvatog atrd oTToIadNTTOTE AITia, peiov aTe@aviaio cuuBdv
N un Gavarneopo AEE

v O@dvatoc Aoyw ZN, un Bavarneopo EM, N etreiyouoa
otepaviaia eravayyeiwon pe PCl p CABG Touldyxiotov 30
NUEPEC UETA TNV TUXAIOTTOINON

v' KA Bdavartog, un 8avarngopo EM, tekunpiwuévn AZ TTou
ATTAITEI EI0AYWYI) OTO VOOOKOUEIO, OAEC OI ETTENPACEIC
eTTAVAYYEIWONS (OCUPTTEPIAAUBAVOUEVWY TWV UN
oTepaviaiwyv) Touhaxiotov 30 NUEPEC META TNV
Tuxalotroinon, kai yn 8avarneopo AEE



ApPYIKG YOPOKTNPIOTIKA ao0evwy

ZiyBaotarivn  Elemipipmrn/ZiyfacTtarivn

(N=9077) (N=9067)

% %
HAIkia (€1n) 64 64
[uvaikeC 24 25
Alafntne 27 27
loTo01KO Eu®odAvuaToC 21 21
STEMI/ NSTEMI / AoTtaBn¢ 2tnBayxn 29 /4724 294724
Huépa Tuxalotroinong pera 1o 022 (IQR) 5(3, 8) 5(3, 8)
KaBer. / PCl yia 10 O22 cuupav 88 /70 88 /70
[Toonvouugvn UTTOAITTIOAIUIKN AVWVN 35 36
LDL-C a10 OZZ (mg/dL, IQR) 95 (79, 110) 95 (79,110)

http://my.americanheart.org/idc/groups/ahamah-public/@wem/@sop/@scon/documents/downloadable/ucm_469669.pdf



LDL-c katd Tnv Evraént

AoBeveig kata Tnv ‘Evragn Aigpeon LDL-C®

OM\ol o1 aoBeveig 95 mg/dL (2,5 mmol/L)

[MpwTOBEPATTEUOPEVOI PE

UTTOATTISQIWIKA aywyr 104 mg/dL (2,7 mmol/L)

[Tponyouuevn UTTONITTIOQIMIKNA

. 80 mg/dL (2,1 mmol/L)
aywyn

901 TIpéG gival oUVABPOIOPEVEG OTIG OPABES BEPATTEIAG TTOU TTAPAEVOUV TUQAOTTOINUEVEC.

H gipBaaTarivn propouaoe va TithotroinBei ota 80 mg o€ au@oTepa Ta okéAn v n LDL-C Arav >79 mg/dL, n TitAotmoinan otaudmnoe oUu@wva e
TNV TPOTTOTIOINGN TOU TTPWTOKOAAOU TOV lolvio Tou 2011.
1. Blazing MA et al. Am Heart J. 2014; doi: 10.1016/j.ahj.2014.05.004.



2UuoXETion Tou atroAutou KA KivOUVOU HE T OXETIKNA
eAatTtwon Tng LDL-C Baocel TnG petaavaAuong CTT

v Ta v idla _ OXETIKA
TTOO0OTIAIa _€AATTWON TNG
LDL-C n Meiwon TOU
KapOIayyeIOKOU  KIvOUVOU
OUVEXWG EAATTWVETAI.

-
nN

o ©
L -4

S
x
2
=
>
(&)
3
=
o
@
o
<

v' AnAadn 6tav Cekivaue atmod
XapnAa emmimeda  LDL-C

: : AVOUEVOUME IKPO
191, 130, g 'ITOGLZ)GTé pa)\dTTwor]g“ Tcp>u
osdlasnl 2% K 25% , :
\1{‘ J E r———‘E atTOAUTOU  KapPOIayYEIOKOU
50 67 90 120 180 KIvOUvou

LDL-C (mg/dL)

Laufs U et al. Eur Heart J. 2014;d0i:10.1093/eurheartj/ehu228.



AAAayég TnG LDL-C kot GAAWV AITTIOQIMIKWV
TTOPAUETPWV

100 4 1 Yr Mean LDL-C TC TG HDL hsCRP
Simva 69.9 145.1 137.1 48.1 3.8
90 - EZ/Simva 382 125.8 120.4 48.7 5.8
3 A in mg/dL 0.5
D 80 -
E
&
] 70 A
3 Median Time avg
% 60 - 69. vs. 53.7 mg/dL
O
=
20 -
40 -

QE R 1 4 8 12 16 24 36 48 60 72 84 96
Time since randomization (months)

Number at risk:

EZ/Simva 8990 8889 8230 7701 7264 6864 6583 6256 5734 5354 4508 3484 2608 1078
Simva 9009 8921 8306 7843 7289 6939 6607 6192 5684 5267 4395 3387 2569 1068

http://my.americanheart.org/idc/groups/ahamah-public/@wcm/@sop/@scon/documents/downloadable/ucm_469669.pdf



MpowTtapyik6 TeAik6 onueio — avaAuon ITT

Cardiovascular death, MI, documented unstable angina requiring rehospitalization,
coronary revascularization (=30 days), or stroke

40 -
HR 0.936 Cl (0.887, 0.988) Simva — 34.7%
p=0.016 2742 events
. 30- NNT= 50
X
=
©
T 20 EZ/Simva — 32.7%
c 2572 events
o
>
T
10 -
0 1 2 3 4 5 6 7
Time since randomization (years) e S

http://my.americanheart.org/idc/groups/ahamah-public/@wcm/@sop/@scon/documents/downloadable/ucm_469669.pdf



Mepovwpéva Kapolayyeiaka TeAika onpeia kot KA
Bavarog/Epppayua Muokapdiou/Eyke@aAiko ETreicodio

HR Simva* EZ/Simva* p-value

All-cause death —J— 0.99 15.3 15.4 0.782
CVD —a— 1.00 6.8 6.9 0.997
CHD = 0.96 5.8 5.7 0.499
MI —— -13% 0.87 14.8 13.1 0.002
Stroke _ 0.86 4.8 4.2 0.052
Ischemic stroke = -21% 0.79 4.1 3.4 0.008
Cor revasc = 30d —— 0.95 23.4 PAR: 0.107
UA = (M 1.9 2.1 0.618
CVD/Ml/stroke —— | 0.90 22.2 20.4 0.003
b 12 e eve;?r};izg (%)
Ezetimibe/Simva Simva
Better Better

http://my.americanheart.org/idc/groups/ahamah-public/@wcm/@sop/@scon/documents/downloadable/ucm_469669.pdf



LUHTTEPAOOTO

MeAETN IMPROVE-IT: H mpwtn yeAétn TToU £3<1EE €TITTPOCOETO
OPeNOC YE TNV TTPOCONKN €CETIMIPTING O€ BeparTreia ye oTarivn:

@Nai: H eAartwon 1nG LDL-C pe €CeTIUINTIN EAATTWVEI TA
Kapdlayyelakad cuuBavra

@Na: Akoua XaunAotepa eival Akopa KaAutepa
(etTiTeugn peéong TipNG LDL-C 53 vs. 70 mg/dL oTtov 1 xpovo)

@Na: EmReBaiwaon Tou Tpo@iA ac@aAeiag TG ECETIMIMTING

v' EmpeBaiwaon e umdBeanc yia v LDL-C, oxeTIKA e T0 0TI N EAGTTWON
TTpoAapBavel kapdiayyelakad ouupavrta

v" Ta amoteAéapara pmopolv va AneBolv Ut dwiv yia MEAOVTIKEC TUOTATEIC

http://my.americanheart.org/idc/groups/ahamah-public/@wem/@sop/@scon/documents/downloadable/ucm_469669.pdf



European Heart Journal Advance Access published May 23, 2016

Combination Therapy Updates:

+ Data indicate that combination therapy with ezetimibe also brings a benefit that is in line
with the Cholesterol Treatment Trialists’ (CTT) Collaboration meta-analysis supporting the
notion that LDL-C reduction is key to the achieved benefit independent of the approach
used.

 They are recommended as combination therapy with statins in selected patients
when a specific goal is not reached with the maximal tolerated dose of a statin.

+ Patients with dyslipidaemia, particularly those with established CVD, DM or
asymptomatic high-risk individuals, may not always reach treatment goals, even with
the highest tolerated statin dose.

+ Therefore, combination treatment may be needed. It must be stressed, however, that
the only combination that has evidence of clinical benefit (one large RCT) is that of a
statin combined with ezetimibe

Downloaded from http://eurheart).oxfordjournals.org/ by guest on May 24. 2016



Recommendations for the pharmacological treatment
of hypercholesterolaemia

Recommendations Levpl b

Prescribe statin up to the highest
recommended dose or highest
tolerable dose to reach the goal.

In the case of statin intolerance,
ezetimibe or bile acid sequestrants,
or these combined, should be
considered.

If the goal is not reached, statin
combination with a cholesterol
absorption inhibitor should be

considered.

If the goal is not reached, statin
combination with a bile acid
sequestrant may be considered.

: # In patients at very high-risk, with
} persistent high LDL-C despite
treatment with maximal tolerated
statin dose, in combination with
ezetimibe or in patients with statin
intolerance, a PCSK9 inhibitor may
2 considered.
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| "The nurse looked at my cholesterol results and
" then just fainted. Do you think that's a good or
bad Sign?"
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EZ=OIKONOMHZH AZOENQN vs OFF PATENT

ONOMA
APAZTIKH

JAVIPREN

INEGY

JAVIPREN

INEGY

JAVIPREN

INEGY

2YZ
K.A. KEY HMEPH
K A ZIAAOzH
ZIA

ELPE

N BTx3 10+10MG

[0}

MER BTx2
K 8 10+10MG

EI;:'E BTx3 10+20MG

o

MER BTx2
cK 8 10+20MG

ELPE
N

BTx3 10+40MG
o

MER BTx2
CK 8

10+40MG

SYMM+

ME SYMM+ MHNIAIA EMIBAP.

oy EMIBAPYN EZOIKONO

oep AT 2N 28 MHZH ME o ~1A

e /30  THAHWH .
HMEPEZ 3KEYAZMA 305

Qe OEPAMEIA TON ELPEN HMEPEZ
OEPAMEI

A

ETHZIA
E=OIKONO
MHZH ME
TH AHWH
2ZKEYAZMA
TQN ELPEN




2YMITEPA2ZMATA

* Qaivetal OTL KOL TNV XPOVLA TIOU OLoVUOUE 1 ECeTIpiT
QTIOTEAEL LA EAKUOTLKT) ETILAOYT] OTNV UTIOALTILOQLULKT] LYWy -

°* 2TO EPWTINMO OV TNV OUCALTILOOLLA 1] EVAPEN JLE CUVOUNOUEVT)
aywyrn oav ,dalvetal OTL
HAAAOV TIpOG Ta Kl BadiCOUE Lo KOl OL GTOYOL PElwvovTal
XwpPLs MPOZOXH va gyel amotuntwBel oe KateuBuvtnpleg

0OMYLES .

* TeAoG 0 ouvovaouog Eze plus Simva amoteAel TNV apecn Auon
. 0TNV ETUTEVEN TWV ATTLOALULKWY OTOYXWV O€ aTopa YUnAou Kal
. O)L LOvo Kapdlayyelakou Kivouvou .
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