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O cem budeme mluvit?

m Specifika Iékovych interakci u senioru
m Typy lekovych interakci
m Nejvyznamnéjsi Iékové interakce u senioru

+ antihypertenziva
hypolipidemika
antitrombotika
PP

antidepresiva



Specifika lékovych interakci
u senioru

m Nezadouci uc€inky lé¢iv pri LI se u senioru
podilely z 3-7 % na umrti, nejcasteji se
jednalo o krvaceni do GIT ci intrakranialni
krvaceni (Skandinavska data, Ann

Ll jsou u senioru

casté a zavazné...

m Proskoleni zdravotnického personalu o LI
snizilo riziko interakci a nezadoucich ucinku
Z 44% na 25% (N&sacka. Dtsch Arztebl Int 2010; 107(31-32): 543-51)

...da se jim vsak

predchazet



Zasadni vyznam lékovych interakci u senioru

casta polyfarmacie (preskripce vice nez 5 léCiv)

uzivani léciv s azkym terapeutickym oknem (antikoagulancia, antiarytmika,
digoxin, psychofarmaka,...)

vétsi klinicky vyznam interakci ovliviiujicich hemodynamiku €i funkce
CNS u seniori (¢asto pacienti hemodynamicky nestabilni se zhor$enou cirkulaci CNS)

zmeény Vv distribuci i eliminaci Ié€iv (extrémy v hmotnosti a méné vykonné
elimina€ni mechanizmy)

Iékové interakce jsou nejéastéjsi pricinou nezadoucich Gaéinkt l1ééiv, u

senioril jsou jednou z nejéastéjsich pFi¢in hospitalizace

¢asto si neuvédomime, Ze duvodem zhorseni stavu je pravé lékova
interakce



Lekove interakce

= ha farmakodynamicke bazi
(napr. komb. antikoagulancii s protidest. lecivy)
zpravidla dobre predvidatelne

r ha farmakokinetické bazi

absorpce

transformace (aktivace I inaktivace)
transportu a distribuce

eliminace (renalni, hepatalni,...)

spatne predvidatelné, neocekavane

>
>
>
>



Ll na farmakodynamicke bazi
— kombinace DOAC s nesteroidnimi antiflogistiky

data ze st. RELY s dabigatranem:

m velka krvaceni o 68% castéjsi
HR: 1,68 (1,40-2,02; p < 0,0001),

resp. 1 o absol. 2% (ze 3% na 5%)

Bleeding, Treatment Independent

m vyznamna Gl krvaceni o 81% casteéjsi

m nebyl rozdil ve zvyseni rizika mezi
dabigatranem a warfarinem

J Am Coll Cardiol 2018;72:255—67



Léekoveé interakce na
farmakokineticke bazi

Vetsina lékovych interakci se odehrava
na urovni transporteru P-gp a oxidazy CYP
3A4 (inaktivuji a eliminuji =<50% uZivanych 16éiv)

c¢i na urovni polymorfnich oxidaz CYP 2D6
(antidepresiva, antiarytmika, lipofilni betablokatory,...),

CYP 2C9 (warfarin,...), CYP 2C19 (klopidogrel,...)

Bloodstrean



ANTIHYPERTENZIVA

Lécéha hypertenze u senioru nad 80 let

HYVET trial indapamid/perindopril, 3 roky, cilovy TK 150/80, rozdily TK -15 mmHg/-6 mmHg
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shizeni celk.
mortality o0 21%

shizeni rizika CMP o 30%

C Death from Cardiovascular Causes

No. of Events per 100 Patients
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snizeni rizika velkych

shizeni vyskytu
srdecniho
selhani o 64%

cévnich prihod o 23%

No. of Events per 100 Patients

N Engl J Med 2008; 358:1887-1898
DOI: 10.1056/NEJM0a0801369



LI antihypertenziv u senioru

ACE-I: nizké riziko interakci (optim. data u seniora perindopril)

sartany: telmisartan, kandesartan inhibuji fadu transportnich proteint (véetné
P-gp) — vyznamné zvysSuje koncentraci digoxinu

BKIK: verapamil inhibuje CYP3A4/P-gp), zvy$eni koncentrace DOAC, digoxinu...,
naopak bez rizika interakci je amlodipin

diuretika: nizké riziko LI, optim. data u seniort indapamid

blok. mineralokort. rec: vyznamné jsou farmakodynam. interakce — zejm.

retence kalia v komb. s ACE-| a sartany, spironolakton aktivuje CYP3A4 a P-gp —
vyznamné snizeni konc. DOAC

BB: nizké riziko LI pro hydrofilni BB — bisoprolol éi betaxolol, naopak vy$$i riziko
pro lipofilni metoprolol (degradovan CYP2D6) — riziko prevodnich poruch napfr. v
komb. propafenonem, amiodaronem (inhib. CYP2D6) €i s antidepresivy (inhib. CYP2D6)



Hypolipidemika - statiny u senioru?
- observaéni studie efektu statinu u senioru
(>70 let) v prim. prevenci, sledovani 7 let

koronarni mozkové

velké cévni celk.

Journal of the "A_EST

American Geriatrics Society T et canme

mortalita prihody prihody

-30 %

7 213 male physicians 270 years with-out
a history of cardiovascular disease

prihody

CLINICAL INVESTIGATION

Statins for Primary Prevention of Cardiovascular Events and

Mortality in Older Men

Ariela R. Orkaby, MD, MPH,*" J. Michael Gaziano, MD, MPH,* Luc Djousse, MD, 8¢D,*™ and

Jane A. Driver, MD, MPH*"

BACKGROUND/OBJECTIVES: We sought to determine
whether statin use for primary prevention is associated
with a lower risk of cardiovascular events or mortality in
older men.

DESIGN: Prospective cohort study.

SETTING: Physicians’ Health Study participants.
PARTICIPANTS: 7,213 male ph;
out a history of cardiovascular disease (CVD).
MEASUREMENTS: Multivariable propensity score for
statin use with greedy matching (1:1) to minimize con-
founding by indication.

RESULTS: Median baseline age was 77 (70-102), median
follow-up was 7 years. Non-users were matched to 1,130
statin users. Statin use was associated with an 18% lower
risk of all-cause mortality, HR 0.82 (95% 0.69-0.98)
and non-significant lower risk of CVD events, HR 0.86
(95% CI 0.70-1.06) and stroke, HR 0.70 (95% CI 0.45-
1.09). In subgroup analyses, results did not change accord-
ing to age group at baseline (70-76 or >76 years) or func-
tional status. There was a suggestion that those =76 at
baseline did not benefit from statins for mortality, HR 1.14
(95% CI 0.89-1.47), compared to those 70-76 at baseline,
HR 0.83 (95% CI 0.61-1.11); however the Cls overlap
between the two groups, suggesting no difference. Statin
users with elevated total cholesterol had fewer major CVD
events than non-users, HR 0.68 (95% CI 0.50-0.94) and

icians =70 years with-

not change in those who were >76 years at baseline or
according to functional status. There was a suggestion that
those with elevated total cholesterol may benefit. Further
work is needed to determine which older duals will
benefit from statins as primary prevention. ] Am Geriatr
Soc 2017.

Key words: prevention; cardiovascular disease; statins;

aging

Guidclin:s_ suggest there is limited evidence to recom-
nend statins for primary prevention of cardiovascular
disease (CVD) in adults >75 years.'s? This may be a direct
result of excluding older individuals, pa
with multimorbidity, from randomized trials.” However,
prescriptions for statins for individuals >70 has increased
significantly in the last two decades. In 2008, 40% of the
Medicare population was prescribed a statin.® In 2011,
12.5 million Medicare beneficiaries were =80,° amounting
to a significant investment of resources for a drug for
which there is as vet no clear evidence of benefit in the
oldest and fastest growing segment of the population.”

Multinle nrimars and cecandars nrevention triale

ularly those
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Ll hypolipidemik u senioru

m simvastatin: silny substrat CYP3A4/P-gp — vyrazné riziko LI
m atorvastatin: slaby substrat CYP3A4/P-gp — nizké riziko LI
= rosuvastatin, fluvastatin: nejsou substraty, neni interakce

m inhib. PCSK9 i ezetimib: neni interakce

( Vliv stredniho inhib. CYP3A4/Pgp verapamilu na expozici statint
devitinasobné

pred podanim

zvyseni

Il o podaniinhibitoru
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Snizeni expozice simvastatinu pri indukci
CYP3A4/P-gp (rifampicin, tfrezalka, spironolakton,...)

indukce CYP3A4/P-gp
x'with SIS EEE rifampicinem

|éCba standardni davkou
rifampicinu 5 dnd ve srovnani s
placebem
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Vyskyt myopatie (>10x vzestup ck)
pri Iécbé ruznymi statiny (rizné davky)

1,8
1,6

1,4

=

0,8
0,6
0,4
0,2

vyskyt myopatii (>10 nasobné zvysSeni CK) v %

atorvastatin simvastatin fluvastatin rosuvastatin

European Heart Journal, Volume 38, Issue 32, 21 August 2017




ANTITROMBOTIKA

DOAC u senioru nad 80 let s FiS, lééba 1/4 bézné

- snizeni CMP o 66%, resp. absol.

- zvySeni vyskytu velkych krvaceni o absol.

y4%
y9%

davky

The NEW ENGLAND JOURNAL of MEDIGINE
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Low-Dose Edoxaban in Very Elderly Patients
with Atrial Fibrillation
Alkashi, K. Eshima

and T. Yamashita
gators

T. Yoshida, M. Kawata, O. Okazaki, .
Hayashi, M. Akishita, G.Y.H
Committees and Inves!

R

ABSTRACT

BACKGROUND
of i i of
stroke in very elderly patients with atrial fibrillation is challenging because of
concerns regarding bleeding

treatment for the
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We conducted a phase 3, multicenter, randomized, double-blind, placebo-con-
trolled, event-driven trial to compare a once-daily 15-mg dose of edoxaban with
placeba in elderly Japanese patients (280 years of age) with nonvalvalar arrial fi-
brillation who were not considered to be appropriate candidates for oral anticoagu-
lant therapy at doses approved for stroke prevention. The primary efficacy end
point was the composite of stroke or systemic embolism, and the primary safety
end point was major bleeding according to the definition of the International
Society on Thrombosis and Haemostasis.

nesuLTs
A total of 984 patients were randomly assigned in a 1:1 ratio to receive a daily dose
of 15 mg of edoxaban (492 patients) or placebo (492 patients). A total of 681 pa-
tients completed the trial, and 303 discontinued (158 withdrew, 135 died, and 10

other reasons); the numbers of patients who discontinued the trial were
similar in the two greups. The annualized rate of stroke or systemic embolism was
2.3% in the edoxaban group and 6.7% in the placebo group (hazard ratio, 0.34;
95% confidence interval [CI), 0.19 to 0.61; P<0.001), and the annualized rate of
major bleeding was 3.3% in the edoxaban group and 1.8% in the placeba group
(hazard ratio, 1.87; 95% CI, 0.90 to 3.89; P=0.09). There were substantially more
events of gastrointestinal bleeding in the edoxaban group than in the placebo
group. There was no substantial between-group difference in death from any cause
(9.9% in the edoxaban group and 10.2% in the placebo group; hazard ratio, 0.97;
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95% CI, 0.69 to 1.36)

concLusions
In very elderly Japanese patients with nonvalvular atrial fibrillation who were not
appropriate candidates for standard doses of oral anticoagulants, a once-daily 15-mg
dose of edoxaban was superior to placebo in preventing stroke or systemic embo-
lism and did not result in a significantly higher incidence of major bleeding than
placebo. (Funded by Daiichi Sankyo; ELDERCARE-AF ClinicalTrials.gov number,
NCT02801669.)

“A list of the ELDERCARE-AF commitiee

members and investigators is provided
i the Supplamentary Appendis, avail-
able at NEJM org.

This article was published on August 30,

2020, a1 NEJM org.
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Na kazdych 22 |é€enych roéné zabranime jednomu iktu za cenu
narustu jednoho vyznamného krvaceni na kazdych 75 lécenych




PROTIDESTICKOVA
LECBA

nejvyznamneéjsi farmakokinetickou LI je
interakce s PPI
» snizi absorpci ASA

» snizi bioaktivaci klopidogrelu



VyssSi vyskyt cévnich prihod ve studiich s
PPIl, srovnani s populaci nelééenou PPI
(> 500 tis. pacientu, sledovani az 10 let)

Hl PPI- *p<0,05
l PPI+

250 1+ 120%
200 —— 1 80%

1 58%
1 32%NS
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50 -

Vyskyt prihod v % (endpointy)

iIM MACE iIM vask. prihody MACE
+ srd. selhani

\ Juurlink DN, 2013 Charlot M, 2010 Shih CJ, 2014 Pello Lazaro AM, 2017 Fortuna LA, 2016




Vyssi riziko doklada i meta-analyza
- mortalita a vaskularni prihody prFi komedikaci PPl s dualni

protidestickovou Ié€bou
(35 observacnich studii, >500 tis. pts/years)

Incidence prihod pri 1éébé IPP (%)
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Lone A, European Heart Journal (2018) 39 (Suppl.), 678



Efekt pridani PPl k antitrombotickeé lecbé nepresvedcivy

Vyskyt jednotlivych komponent prim. ukazatele ve veétvi
pantoprazolové a placebové ve st. COMPASS - pantoprazol

populace s ICHS ¢i ICHDK N >17 tis., FU 3 roky, 3 vétve - rivaroxaban, rivaroxaban + ASA, samotna ASA, randomizace
pantoprazol +/-

1,6
_ % 116% 1.3206 NS I pantoprazolova vétev
2 B placebova vétev
2
‘E 1 ,2 B
g 0,9% 1,0% NS
o
Q.
£
g 0,8 -
- 0,6% 0,5% NS
£
= 0,2% 0,49% P<0.05
il
g 0,4 N
©
2
- 0,1% 0,1% NS
g
7 0 -
";‘ prim. ukazatel GD krvaceni Gl krvaceni z vyzn. okultni krvaceni do
efektu (jen endoskop. ovéiena) nejasného zdroje krvaceni GIT celkem
(krvaceni + eroze, perforace (1 Hb=20 g/l)
\ a obstrukce GIT)

DOI: 10.1177/2050640618812015



ANTIKOAGULANCIA

vyznamnou farmakokinet. interakci DOAC je interakce
s inhibitory/aktivatory CYP3A4/P-gp

» stredni a silné inhibitory (verapamil, amiodaron, flavonoidy,...) zvysi
koncentraci o 50-100%, neni vyznamny rozdil mezi DOAC

» stredni a silné aktivatory (spironolakton, dexametazon, extrakt z

trezalky,...) snizi koncentraci asi na polovinu, neni vyznamny rozdil
mezi DOAC

» U dabigatranu komedikace s PPI snizi koncentraci asi na polovinu

interakce maji vyznam zejmeéna pri dalsSim faktoru ovliviujicim
expozici ¢i pFi vyssim riziku krvaceni — ¢asté u senioru



VYZNAM INTERAKCE SE STREDNIMI INHIBITORY PRI
PUSOBENI VICE FAKTORU
ZvysSeni expozice (AUC) rivaroxabanu pri inhibici P-gp /ICYP3A4
erytromycinem a poklesu glomer. filtrace
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soucasna lé¢éba se stiredné silnymi inhibitory a sou¢asné pusobeni dalsSiho faktoru zvysi

dostupnost i koncentraci na dvojnasobek
SPC Xarelto, SUKL 2016, http://www.ema.europa.eu/



Lékove interakce primych
antikoagulancii - zaver

v riziku LI na arovni metabolickych a transportnich systému neni zasadni
rozdil mezi jednotlivymi DOAC, interakce na urovni P-gp/CYP3A4

u vsech DOAC nejsou vhodné kombinace se silnymi inhibitory ci
iInduktory CYP3A4/P-gp

kombinace se stredné silnymi inhibitory (amiodaron, verapamil,...) se jiz
klinicky uplatni, zasadni vyznam vsak maji pri koincidenci s dalsimi stavy
zvysujicimi expozici (u senioru, pri poklesu ren. funkci, pfi nizsi
hmotnosti,...)

u dabigatranu je navic vyznamna interakce s IPP - snizi dostupnost na
polovinu



lécba ~10%
ANTIDEPRESIVA (typu SSRI)

m silné inhibitory CYP2D6 - fluoxetin, paroxetin, bupropion
zvysuji koncentraci metoprololu 4-6 nasobnée

mvyznamne (>10x) zvysuji riziko hospitalizace pro
symptomatickou bradykardii Ci A-V blokady — kombinace
kontraindikovana

m stredni inhibitory - escitalopram, citalopram, duloxetin
zvysuji koncentraci metoprololu 2-3 nasobne, nutna
redukce davky

DOI: 10.4045/tidsskr.11.0143, https://doi.org/10.4045/tidsskr.11.0143



https://doi.org/10.4045/tidsskr.11.0143
https://doi.org/10.4045/tidsskr.11.0143
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“ ORIGINAL ARTICLE ”

Microplastics and Nanoplastics
in Atheromas and Cardiovascular Events

aciotti, T_ Spadoni

M. Sinisealehi, F. Spinetti, G. Vigliotti, C. Ve
A. Squillante, G. Spazianc, D. Mirra, R. Espesito, 5. Altie
5. Galoppo, 5. Canzane, F.C. Sasso, G. Ma
P. Paolisso, E. Barbato, C. Lubri
aballero, . Rajagopalan, A. Ce

raraccio,

M.L. Balestrieri, C. Mauro,
B. D'Agostino, P. lovino

ABSTRACT

BACKGROUND
Microplastics and nanoplastics (MNDs) are emerging as a potential risk factor for
cardiovascular disease in preclinical studies. Direct evidence that this risk extends
to humans is lacking,

METHODS
We eondueted a prospective, mulricenter, observational study involving patients who
were ing carotid end, fior ic carotid artery disease.

The excised carotid plaque speeimens were analyzed for the presence of MNPs with
the use of pyrolysis-gas chromatography-mass spectrometry, stable isotope analy-
sis, and electron mi py- Infl bi were assessed with enzyme-
linked i L assay and 1 assay. The primary end
point was a compasite of myocardial infaretion, stroke, or death from any cause
among patients who had evidence of MNPs in plaque as compared with patients
with plague that showed no evidence of MNDs.

RESULTS
A total of 304 patients were enrolled in the study, and 257 completed a mean (£8D)
follow-up of 33.746.9 months. Polyethylene was derected in carotid artery plague
of 150 patients (58.4%), with 2 mean level of 21.7£24.5 pg per milligram of plague;
31 patients (12.1%) also had measurable amounts of polyvingl chloride, with a mean
level of 5.2£2.4 ug per milligram of plaque. Electron microscopy revealed visible,
jagged-edged foreign particles among plaque macrophages and scarrered in the
external debris. Radiographic examination showed that some of these particles in-
cluded chlorine. Patients in whom MNPs were detected within the atheroma were at
higher risk for a primary end-point event than those in whom these substances were
not detected (hazard ratio, 4.53; 95% confidence interval, 2.00 to 10.27; P<0.001)

coNcLUSIONS
In this study, patients with carotid artery plaque in which MNPs were detected had
a higher risk of a composite of myocardial infaretion, stroke, or death from any canse
at 34 months of follow-up than those in whom MNDs were not detected. (Funded
by Programmi di Ricerea Seientifica di Rilevante Interesse Nazionale and others;
ClinicalTrials.gov number, NCT05900947.)

horkou“ novinku...




s endarterektomii karotid nalezeny v platu
mikroplasty/nanoplasty

(polyvinyichlorid a polyetylen)

Microplastics and Nanoplastics
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Figure 1. MNPs in Carotid Artery Plaque.

Enrolled patients were screened for the presence of microplastics and
nanoplastics (MNPs) in carotid artery plaque excised during endarterecto-
my (Panel A). Median and individual levels of polyethylene and polyvinyl
chloride in excised carotid artery plague that contained evidence of these
compounds are shown in micrograms per milligram of atherosclerotic
plaque (Panel B).

Figure 2. Electron Microscopy Analysis of Ath is Plaque.
Panel A shows transmission electron microscopy images of particles of high internal electron transpare
toured by a very thin electron opaque line. These particles do not resemble usual organic material owing]
particularly irregular shape. These particles (arrows) were detected inside living macrophages and outsid
amorphous material of the plaque (arrows). Panel B shows images of the same specimen obtained with
electron microscopy using back-scattered electrons, which showed macrophages dispersed in the amorg
plaque material (arrows) and small particles of low-reflecting material contoured by a thin line of high-r
material identified in the plaque (red boxes).

mikroplasty mimo
makrofag
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Microplastics and Nanoplastics

Mikroplasty/nanoplasty
v aterosklerotickém platu zvysily riziko
cévnich prihod 4-5 nasobné

zanetliva reakce v platu s obsahem
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“ ORIGINAL ARTICLE ”

Microplastics and Nanoplastics
in Atheromas and Cardiovascular Events

R. Marfella, F. Prattichizzo, C. Sardu, G. Fulgenzi, L. Graciotti, T. Spadani,
N. D'Onefrio, L. Seisciola, R. La Grotta, C. Frig
M. Siniscalchi, F. Spinetti, G. Vigliotti, C
A Squi G. Spaziano, D. Mirra, R. Falco, A. Fent
5. Galog Canzano, F.C. F. Ferraraccio,

strieri, C. Mauro

avino,

. Panare P. Paolissa, E. Bar
AE. Caballero, 5. Rajagopalan, A

and G. Paclisso

ABSTRACT

BACKEGROUND
The authars’ full names, academic degrees,  Microplastics and nanoplastics (MNPs) are emerging as a potential risk factor for

and affiliations are listed in the Appendia oy pdigyaseular disease in preclinical studies. Direct evidence that this risk extends
Dr. Marfella can be contacted at raffazle . .
to humans is lacking.

marfella@unicampania.it or at the De
partment of Advanced Medical and Sur
gical Sciences, University of Campania METHODS
“Luigi Vanwitelli” Fiazza Miragha, 2, We conducted a prospective, multicenter, observational study involving patients who
BO138, Naples, italy. . : ) . .
Aples, 1Ly were undergoing carotid endarterectomy for asymptomatic carotid artery disease.
Drs. Marfella, Prattichizze. levino, and  The excised carotid plague specimens were analyzed for the presence of MNPs with
G" pI“‘"""D contributed equally to this 1) yee of pyrolysis-gas chromatography-mass spectrometry, stable isotope analy-
article. -
sis, and electron microscopy. Inflammatory biomarkers were assessed with enzyme-
::“51"" Tlei"\:t:“’“ Toenss linked immunosorbent assay and immunchistochemical assay. The primary end
Ol 10,1056/ oai09d32 ~ A N A .
Coppright & 2024 Musachusetis Medial Sociery.  POINE Was 2 composite of myocardial infarction, stroke, or death from any cause
among patients who had evidence of MNDPs in plaque as compared with patients
with plague thar showed no evidence of MNPs.

s eenel - cluded chlorine. Patients in whom MNPs were detected within the atheroma were at
sensiismen i) higher risk for a primary end-point event than those in whom these substances were

s s e 0t detected (hazard ratio, 4.53; 95% confidence interval, 2.00 to 10.27; P<0.001).

not detected (hazard ratio, 4.53; 95% conf]

COMNCLUSIONS
In this study, patien

a higher risk of a co CONCLUSIONS

at 34 months of fol
by Programmi di R

amarceond [N this study, patients with carotid artery plaque in which MNPs were detected had
a higher risk of a composite of myocardial infarction, stroke, or death from any cause
at 34 months of follow-up than those in whom MNPs were not detected. (Funded
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Obecneé platna doporuceni pro predchazeni
nadmernému a nevhodnému uzivani léciv v seniu:

m pro kazdé nové lécivo velmi peclivé zvazte indikaci

m pravidelné kontrolujte aktualni farmakoterapii, preruste
potencialné zbyte¢nou terapii

m pokud plati indikace a benefit prevazuje nad rizikem, nevahejte
s indikaci daného léciva — nelé€eni muze skodit stejné tak jako
nevhodna lécba

m posuzujte lécebnou odpoved’, neni-li zvazte ukonceni lécby

m zvazte nezadouci ucinky léku jako potencialni pricinu jakéhokoli
novéeho priznaku

m zvazte nefarmakologickeé pristupy

m edukujte pacienty o racionalnim uzivani lé¢iv a o duvodech
uzivani predepsanych léCiv

m nahradite bezpecnéjsimi alternativami, event. snizte davku



Hlavni problémy preskripce u senioru

lekove interakce a duplicity

— terapeuticky nihilismus
— neracionalni preskripce

seniori jsou skupinou nejvice ohrozenou lékovymi
Interakcemi (>50% riziko LI u seniort, zejm. NSA + antitrombotika,
PPI + antitrombotika,...)

soucasne jsou nejvice ohrozeni duplicitami
(>2% preskripci jsou duplicity zavinéené lékarem — BB, ACE-l..., dalsi
duplicity generickou zameénou v lékarné, kdy pacient uziva oba léky)

c¢asty nihilismus v |é¢bé RF aterotrombdzy u senioru
(zejm. v 1é€bé dyslipidemie, hypertenze,...)

regulatori leékové politiky se upiraji na ceny a uhrady
léku, racionalni pouzivani Iéku nikoho nezajima
(nejcastéjsi chyby v preskripci — psychofarmaka, PPI,...)

nejvice usetrime, pokud Iék nikdo nepredepise
pacientovi, ktery jej nepotrebuje



Aktualizovaneé informace o LI:
m https:/www.drugbank.ca/

m http://medicine.iupui.edu/clinpharm/ddis/
m Databaze lekovych interakci DrugAgency
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Lecba dyslipidemie

Original Paper

tion between Use of St an
Risk of Dementia: A Meta-Analysis of
Observational Studies

m 30 prospekt. studii se statiny, N >9 mil. pac.
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| vyskytu Alzheimerovy choroby o 30%
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Review Article

Association between Antihyy ive Drug Use and the
Incidence of Cognitive Decline and Dementia: A Meta-Analysis
of Prospective Cohort Studies

Guangll Xu,' Feng Bal' Xin Lin,' Qlongying Wang,' Qlang W, Shougang Sun,’
Cheng Hlang,' Qlang Liang." and Bingren Gaa'

Lécba hypertenze ,

m 10 prospekt. studii, N >30 tis. hypertoniku,

> | vyskytu demence 0 14 % (rr0,86; 0,75-0,99, p-0,033)
> | vyskytu Alzheimerovy choroby o 17%

BioMed Research International 5
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FIGURE 2: Association between antihypertensive drug use and the incidence of dementia.




Warfarin - indikace a ovlivnéni
prognoézy u senioru s FS

m analyza lé€by warfarinem >17 tis. seniort (65-89 let) s fibrilaci
sini, sledovani 3 roky, CHA2DS2-VASc skoére 3,9

celk. mortalita vyznamné krvaceni

z antikoagulacni Iééby nejvice profitovali seniori nad 80 let
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Nazory na Iéébu senioru se vyvijeji

anevw ease on llfe NO mealcme

can equal itasa TONIC~

SEATTLE BREWING & MALTING CO. Seattle.Wash.




