MOZNOSTI OVLIVNENI
KARDIOVASKULARNIHO RIZIKA
U MLADYCH PACIENTU
S PREDIABETEM A DIABETEM
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% zemfielych

Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2013 — vékové kateqgorie 70-79 let

Pacient je do jedné ze Ctyf definovanych skupin pfifazen vzdy na zakladé zaznamenané terapie jak v daném roce tak i v roce pfedchazejicim. Tedy pro
pfifazeni pacienta do ur€ité skupiny je nutn€, aby mél pacient zaznam o dané terapii alespor v jednom z téchto dvou let.

Vékova kategorie 70-79 let
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Geneticka predeterminace
a
patofyziologie



PPM 3%

Vyskyt onemocnéni diabetem mellitus factum

Q4) Trpi nékdo z Vasich blizkych pokrevnich pribuznych, jako jsou rodice, prarodice, sourozenci diabetem neboli cukrovkou?

Vyskyt diabetu u blizkych pokrevnich pfibuznych
(populace, n=1036, udaje v %)
nevim

13% * Osobni zkuSenost s vyskytem diabetu mellitus

ve svém nejblizSim okoli ma vice nez tretina
:22 dotazanych. Tuto zkusenost ovsem uvedlo 64

% téch, ktefri sami trpi cukrovkou. Je zde tedy
vysoka geneticka podminénost ve smyslu
hereditarni zatéze.

ne
52%

1/3 populace

ma mezi
pribuznymi
diabetika



Patofyziologie diabetu 2. typu
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Vyvoj diabetu 2. typu v Case
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Ptevzato z Mezindrodniho diabetického centra ( International Diabetes Center (IDC)). Minneapolis, Minnesota.
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FIGURE 1

Prevalence of CVD risk factors among US adolescents, NHANES 1999—2008 (N = 3383). Based on the 2000 Centers for Disease Control gender-specific growth
charts for the United States. Available at: www.cdc gov/growthcharts. Overweight and obesity are defined as having a BMI within the 85th to <<95th percentile
or =35th percentile, respectively. Normal weight was defined as having an age- and gender-specific BMI =5th to <85th percentile.
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KV rizika u prediabetu
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Moznosti ovlivnéni KV rizika
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Vyvoj hmotnosti v UKPDS

Vzestup vahy (kg)
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Review: The efficacy of metformin. A meta-analysis
Comparison or Outcome

WMD (95%Cl)
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Change in weight (kg)

DPP po 10 letech:
vyvoj télesné hmotnosti
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Lancet. 2009; 374(9702): 1677-1686.



DPP

3234 osob
Porusena glukozova tolerance....progrese do DM
Cil: posouzeni efektivity zplUsobu intervence

Intervence:
— Placebo plus standardni zivotosprava
— Metformin (850 mg) plus standardni Zivotosprava

— Intenzivni zmeéna zivotospravy
e Redukce 0 7% vstupni télesné hmotnosti
 Stredni fyzicka aktivita (150 min tydné)
e Behavioralni komplexni terapie

Knowler WC, N Engl J Med 2002;346:393-403
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Knowler WC, N Engl J Med 2002;346:393-403



Vysledek: DPP

Kumulativni incidence diabetu (%)
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Vysledek: DPP

Kumulativni incidence diabetu (%)
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Vysledek: DPP

Kumulativni incidence diabetu (%)
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Vysledek DPP: mladsi a obézni
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40 RR
Placebo
30 58%
Zivotosprava
20 Metformin
10
0

00 05 1.0 15 20 25 3.0 35 40
Roky

DPP. N Engl J Med 2002; 346: 393-403



Cumulative incidence (%)
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Cumulative incidence (%)
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DPP po 10 letech:
glykémie nalacno
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Effect of intensive blood-glucose control with METFORMIN on

complications in overweight patients with type 2 diabetes
(UKPDS 34)

* Interpretation: Since intensive glucose
control with metformin appears to decrease
the risk of diabetes related endpoints in
overweight diabetic patients, and is
associated with /ess weight gain and fewer
hypoglycaemic attacks than are insulin and
sulphonylureas, it may be the first-line
pharmacological therapy of choice in these
patients.

Lancet 1998; 352: 854—-65



Effect of METFORMIN Treatment on Multiple Cardiovascular

Disease Risk Factors in Patients With Type 2 Diabetes Mellitus

a5 | p<0.001
g 20
5 .
g P e -
b l_|il"lr:;l-"l..--|:I -
ﬁ 10+ pr ﬂ-‘_ﬂ,#ﬂ“‘ﬁ'ﬂ'h-ﬂ
=
&0 5

| 1 S |

8am fam 10am11am 12pm 1pm Zpm Jpm 4pm

Metabolism, Vol 53, No 2 (February), 2004: pp 159-164




Effect of METFORMIN Treatment on Multiple Cardiovascular

Disease Risk Factors in Patients With Type 2 Diabetes Mellitus
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Effect of METFORMIN Treatment on Multiple Cardiovascular

Disease Risk Factors in Patients With Type 2 Diabetes Mellitus
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Mean weight change (kg)
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Estimated mean change

SYSTOLIC BP (mmHg) DIASTOLIC BP (mmHg) PULSE RATE (beats/minute)
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P=o0.002
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| I
P=017 pooled group

International Journal of Obesity (2012) 36, 843—-854
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Statin use in prediabetic patients: rationale
and results to date

Anastazia Kei, Evangelos C. Rizos and Moses Elisaf

Abstract: Prediabetes increases the risk for new-onset diabetes mellitus in patients receiving
statins and this risk is dose- and time- dependent. Explanations for the conversion of a
predisposed individual to diabetes are ambiguous including reductions in ubiquinone and
adiponectin levels. However, the risk of new-onset diabetes mellitus is far outweighed by the
statin-induced considerable decrease in cardiovascular events. Thus, prediabetic patients

at high cardiovascular risk should not be denied high-dose statin therapy due to the small
increase in the risk of developing diabetes since statins, especially at higher doses, cause
greater reductions in cardiovascular events compared with standard statin doses. Moreover,
lifestyle modification or even antidiabetic drugs are highly recommended in these individuals.

Ther Adv Chronic Dis
2015, Vol. 6(5) 246— 251
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Dékuji za pozornost



Diabetes Cumulative Incidence Rates
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PPM 3%

Vyskyt onemocnéni diabetem mellitus factum

Q3) Trpite diabetem neboli cukrovkou?
Q4) Trpi nékdo z Vasich blizkych pokrevnich pribuznych, jako jsou rodice, prarodice, sourozenci diabetem neboli cukrovkou?

Trpim diabetem mellitus? Vyskyt diabetu u blizkych pokrevnich pfibuznych
(populace, n=1036, udaje v %) (populace, n=1036, udaje v %)
0% 20% 40% 60% 80% 100% nevim
. . . ! . . 13%
ano
35%

M Ano, toto onemocnéni mi bylo diagnostikovdano a mam DM 1. typu

OAno, toto onemocnéni mi bylo diagnostikovano a mam DM 2. typu ne
B Ne, diabetem netrpim 52%
H Nevim

* Prevalence diabetu mellitus stoupa s vékem. Zhruba Osobni zkusenost s vyskytem diabetu mellitus ve

pétina dotazanych ve véku 56-70 let trpi nékterou svém nejblizsSim okoli ma vice nez tretina
z forem diabetu, z toho 1 % uvedlo, Ze se jedna dotazanych. Tuto zkusenost ovsem uvedlo 64 % téch,
o diabetes typu 1. ktefi sami trpi cukrovkou. Je zde tedy vysoka

geneticka podminénost ve smyslu hereditarni zatéze.
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Effect of METFORMIN Treatment on Multiple Cardiovascular
Disease Risk Factors in Patients With Type 2 Diabetes Mellitus

 Administration of metformin, either as
monotherapy or in combination with a

sulfonylurea drug, improved glycemic
control and led to a decrease in several

CVD risk factors in patients with type 2
diabetes.

Metabolism, Vol 53, No 2 (February), 2004: pp 159-164



O cem bude prednaska

Patofyziologie: geneticka predeterminace DM2
Patofyziologie: dynamika klinického vyvoje DM2
Prediabetes

Kardiovaskularni rizikové faktory u prediabetu

Diferencované kardiovaskularni riziko u
jednotlivych osob

Moznosti ovlivnéni kardiovaskularniho rizika u
pacientu s prediabetem



METFORMIN:

vsestranna intervence v jedné molekule

Historie METFORMINU

METFORMIN a intervence hyperglykémie
Vztah davky METFORMINU a ucinku
METFORMIN snizuje kardiovaskularni riziko
Vliv METFORMINU na télesnou hmotnost

METFORMIN: prémie [ >| Prevence diabetu
Snizeni rizika malignit

XR : compliance




METFORMIN shizuje HGO
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