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Doporuceni bychom meli...

Doporuceni pro... | Guidelines
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Tabulka 1 - Doporuceni pro hypolipidemickou lécbu u velmi vysoce rizikovych padent s akutnimi koronarnimi syndromy

Trida Uroven
Dy doporuteni  dikazih
U viech pacienti s AKS bez kontraindikace a bez potvrzené intolerance statind v anamnéze se doporuduje I A

zahajit nebo pokracovat ve vysoké davce statinu co nejdfive, bez ohledu na pocateéni hodnoty LDL-C.

Hodnoty lipid by mély byt zkontrolovany 4-6 tydnd po AKS, k ovéfeni snizeni LDL-C alespofi o 50 % oproti
wychozim hodnotam a dosazZeni cilové koncentrace LDL-C < 1,4 mmol/l. Souéasné by méla byt posouzena lla C
tolerance a bezpeénost iécby a eventualné upravena davka statinu.

Pokud neni dosazeno cilové hodnoty LDL-C po 4-6 tydnech pfi maximalni tolerované davce statinu, doporucuje

se kombinace s ezetimibem. - -
Pokud neni cilové hodnoty LDL-C dosaZzeno ani po 4-6 tydnech navzdory maximalni tolerované terapii statiny I B
a ezetimibem, doporucuje se pfidat inhibitor PCSK9.

U pacientd s potvwrzenou intoleranci statinu nebo u pacientd, u nich2 je statin kontraindikovan, by mélo byt c

zZvazZeno nasazeni ezetimibu.

U pacientd s AKS, u nichZ neni dosazeno cilové hodnoty LDL-C, pfestoZe jiz uZivaji maximainé tolerovanou ia C
davku statinu a ezetimib, by mélo byt zvaZeno pfidani inhibitoru PCSKS.

AKS - akutni koronarni syndrom; LDL-C - cholesterol v lipoproteinech o nizké hustoté (low-density lipoprotein cholesterol); PCSK9 -
proprotein konvertaza subtilisin/kexin typu 9. Tfidy doporuceni: | - je doporuceno, lia - mélo by byt zvazeno, lib - mGzZe byt zvazeno,

Il - neni doporuceno. Urovné dikazi: A - data pochazeji z vice randomizovanych klinickych studii nebo metaanalyz, B - data pochazeji
z jedné randomizované klinické studie nebo velkych nerandomizovanych studii, C - shoda nazoru odbornikd a/nebo malé studie,
retrospektivni studie, registry.



... a noveé dukazy take

Vyvoj cilovych hodnot LDL-C u velmi vysoce rizikovych pacientu
podle doporucenych postupl
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Jak jeste snizit KV
riziko...

Zdroje rezidualniho
rizika ASKVO a
moznosti jeho

ovlivnéni

Lawler et al,
Eur Heart J
2021; 42:113-
131
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Patients with or at high risk for ASCVD

Despite contemporary evidence-based therapies*,
residual risk of ASCVD events persists
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Kde je nejvetsi rezerva ?

Kontrola hlavnich rizikovych faktoru ve studiich Euroaspire Ill - V
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LDL- C zustava zakladnim modifikovatelnym rizikem ICHS i u DM

LDL-C is the strongest CVD risk appears to increase linearly
iIndependent predictor of CHD from an LDL-C quartile average
followed by HDL-C! of 1.8 mmol/L?
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1

Hazard ratio for CVD

1

LDL-C quartile (mean value for quartile)

The 1998 UK Prospective Diabetes Study evaluated risk factors for CHD in 2,693 white patients with T2DM and no evidence of atheroma-related
disease for a median follow-up duration of 7.9 years.! The Strong Heart Study published in 2000 evaluated CVD risk in 4,549 Native Americans with
DM aged 45—74 years (average follow-up 4.8 years).2

CHD = coronary heart disease; CVD = cardiovascular disease; HbAlc = glycated hemoglobin; HDL-C = high-density lipoprotein cholesterol; LDL-C =
low-density lipoprotein cholesterol; SBP = systolic blood pressure; UK = United Kingdom.

1. Turner RC, et al. BMJ. 1998;316:823-828. 2. Howard BV, et al. Arterioscler Thromb Vasc Biol. 2000;20:830-835.



Domaci data nejsou povzbudiva...

Studie DA VINCI °
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Among Patients with Established ASCVD, 18% Achieved the 2019
ESC/EAS Very-High Risk Goal of LDL-C < 1.4 mmol/L (< 55 mg/dL)
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Mame moznosti cilovych hodnot LDL-C dosahnout
Inhibice PCSK9 alirocumabem ve studii APPRISE
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Umime to take...

Dosahovani cilovych hodnot v kohorté 314 pacient
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Familial Hypercholesterolemia:
Real-World Data of 1236 Patients
Attending a Czech Lipid Clinic. A
Retrospective Analysis of Experience
in More than 50years. Part Il. Clinical
Characteristics

Tereza Altschmiedova, Veronika Todorovova*, Michal Vrablik and Richard Ceska

Third Department of Medicine - Department of Endocrinology and Metabolism of the First Faculty of Medicine, Charles University
and General University Hospital, Prague, Czechia

Introduction: Patients with familial hypercholesterolemia (FH) are at increased risk of
premature atherosclerotic cardiovascular disease (ASCVD).

Aim of study: To perform aretrospective analysis of data to assess the effects of individual
lipoproteins and other risk factors (RFs) on the development of ASCVD and to compare
these parameters in individuals with versus without ASCVD.

Patients and methods: Our study group included a total of 1,236 patients with FH (395
men and 841 women with a mean age of 44.8 + 16.7 years) attending a single lipid clinic.
The diagnosis of FH was established using the Dutch Lipid Clinic Network score (DLCN).
Among the 1236 FH patients, 1,008 of them [854 suspected with LDL receptor-mediated
FH and 154 with familial defective apolipoprotein B-100 (FDB)] were genetically analysed.
Their RFs were assessed based on the patients’ clinical characteristics.

Results: While patients with ASCVD had higher baseline LDL-C, TC, TG and Lp(a)
compared with patients without this diagnosis, this ratio was just the opposite by the
follow-up. The highest statistically significant differences were seen in the baseline levels of
Lp(a) and, quite surprisingly, TG. Except for Lp(a), the levels of all lipid parameters declined
significantly over time. While the incidence of diabetes and arterial hypertension was not
higher in our group compared with the general population, these patients were at a more
significant risk of ASCVD.

Conclusion: Familial hypercholesterolemia is a major RF for the development of ASCVD.
While our analysis confirmed the important role of LDL-C, it also corroborated a strong
correlation between ASCVD and other lipid parameters, and Lp(a) and TG in particular.
Familial hypercholesterolemia is not the only RF and, to reduce cardiovascular risk of their
patients, physicians have to search for other potential RFs. Patients diagnosed to have FH
benefit from attending a specialized lipid clinic perse.

Lp(a), ASCVD, RWD

y familial hyp olemia, LDL-
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Kumulativni incidence MACE
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Absolutni redukce celozivotniho rizika pri 50 % snizeni LDL-C

e Benefit je umérny absolutni redukci LDL-C nezavisle na mechanismu, ktery vede k zvyseni katabolismu
via LDLR

* Benefit je umérny poklesu apoB pro vSechny terapie nezavisle na zmené LDL-C nebo TG koncentraci

Cumulative lifetime incidence of cardiovascular events by LDL-C Benefit of all lipid lowering therapies proportional to absolute reduction in apoB
before and after 50% LDL-C reduction Regardless of change in LDL, TG, or both
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Snizeni LDL-C prinasi prognosticky benefit ve smyslu redukce rizika
aterosklerotickych cévnich prihod

Doporuceni urcuji |écebné cile i strategii jejich dosahovani

Kombinace hypolipidemické |écby s PCSK9i dovedou k cilovym hodnotam
vetsinu lécenych

Rychla a setrvald redukce koncentraci aterogennich lipidu pomoci PCSK9i vede
ke stabilizaci aterosklerotickych lézi a rychle snizuje riziko koronarni prihody




Zkracens informace o piipravku
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Pred pousitm pripravkn se seznamee s uplnou informscl o piipravin. Pongn leéiveho piipravia je s ohladsm na vefejoy zajem koncentrovano do specislizovamych pracovist’, ktere jej nétuji
jako zvlast Bitovany piipravek sdravotm pojisfovns na zakladé smlowy uzsiTens mesi mim 3 zdrarot pojistoinou. V takovém pipads je Pralnent 75 my injekdi rortok, Pralnent 150 mg &
Praluent 300mg injekcni roztok v predplnénem pemn plné hrezen z prostedkn vefejnsho zdravomibe pojisténi.

Souhrn ddajil o piipraviu obdriite na adrese: sanofi-aventis, s 1.0, Evropska 4671763, 160 00 Praha 6.

tel 233 0846 111, fax 233 086 222, woww sanofi-avents.cz.




