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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.
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Patofyziologie diabetu 2. typu

e inzulinova rezistence g%% '
%D \

\
e kvantitativni a kvalitativni
porucha inzulinové sekrece

-0 o 50 00 %0 200 2580

* insuficientni suprese
jaterni produkce glukozy



Ptevzato z Mezinarodniho diabetického centra ( International Diabetes Center (IDC)). Minneapolis, Minnesota.
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Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2013 — vékové kateqgorie 70-79 let
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Tab. 3 Vyskyt diabetu v CR v roce 2013 podle typu

Dlabgtes Primarni diabetes mellitus Sekundami Porycha'

mellitus diabetes mellitus (E13) | 9MUKoZove

Pohlavi celkem . typu (E10) II. typu (E11) folerance

pocet pocet o pocet o pocet pocet

B i - 1] f'l:j - L] -"Ir|:| - ] nl"‘b - o

pacientu pacientu pacientu pacientu pacientu
Muzi 411 968 29 798 7.2 375153 91.1 7017 1.7 29 991
Zeny 449679 29103 6.5 414 747 922 5829 1.3 35278
Celkem 861 647 58 901 6.8 789 900 91,7 12 846 1,5 65 269

Cinnost oboru diabetologie, péce o diabetiky v roce 2013 www.uzis.cz
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Pacienti s diagn6zou diabetes mellitus nové zaznamenani v datech
VZP v roce 2006

N = 35 938 pacientu
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Pacienti s diagnozou diabetes mellitus v datech VZP zemreli
v roce 2006
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% zemfrelych

Vyvoj celkové mortality pacientli se zaznamenanou antidiabetickou
terapii v letech 2003-2015 — muzi a zeny

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 urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespon v jednom z téchto dvou let.
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% zemfielych

Vyvoj celkové mortality pacientli se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba jen A10B

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 urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespon v jednom z téchto dvou let.
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Prediabetes

e Zvysena glykémie nalacno: opakovany
nalezem glykémie mezi 5,6 a 7,0 mmol/|
nalacno

* Porusena glukézova tolerance: glykémie
ve 120. min. oGTT mezi 7,8 a 11,1 mmol/I|

= PREDIABETES



Patofyziologie diabetu 2. typu

insuficientni suprese
jaterni produkce glukozy
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Spatné polozZend otazka...

Cardiovascular risk in women with type 2
diabetes mellitus and prediabetes: is it indeed

higher than men?

Panagiotis Anagnostis, Azeem Majeed’, Desmond G Johnston and lan F Godsland

Division of Diabetes, Endocrinology and Metabolism, Department of Medicine, Diabetes Endocrinology and
Metabolic Medicine, Faculty of Medicine, Imperial College London, Room G1, Norfolk Place, 5t Mary's Campus,
London W2 1NH, UK and 'Department of Primary Care and Public Health, Faculty of Medicine, Imperial College

London, London, UK

European Journal of Endocrinology (2014) 171, R245-R255



...nemozna odpoved’

Abstract

The relative risk for cardiovascular disease (CVD) events and mortality in diabetic women (in comparison with non-diabetic
women) is believed to be greater than that in diabetic men. However, the absolute risk for CVD mortality and morbidity does
not appear to be higher in women. In general, there is heterogeneity between studies, and whether there is any definite
difference in the CVD risk between sexes at any level of glycaemia is not known. The same arguments also apply when
comparing the CVD risk factors, such as lipid profiles and systemic inflammation indices, which seem to be worse in women
than in men with diabetes mellitus (DM). The same questions emerge at any given glycaemic state: are women at worse risk
and do they have a worse risk factor profile than men? These issues have yet to be resolved. Similar, though less extensive,
data have been reported for prediabetes. Furthermore, women with DM are suboptimally treated compared with men
regarding lipid and blood pressure targets. Large prospective studies representative of the general population are therefore
needed to define the differences between sexes regarding CVD events and mortality at a given glucose level and after
adjusting for any other confounders.

European Journal of Endocrinology (2014) 171, R245-R255
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Occasional Survey

Polycystic ovary syndrome

JEAN GINSBURG, C W H HAVARD

British Medical Journal, 1976, 2, 737-740

In 1935 Stein and Leventhal described seven hirsute and
infertile women with amenorrhoea or oligomenorrhoea in whom
bilateral cystic ovarian enlargement was found at laparotomy®
and thereby gave their names to a polycystic ovarian disorder.
Since then, however, the protean manner of clinical presentation
and the variability of biochemical changes in patients with this
condition have led some people to doubt the existence of a
disease entity. Enlarged cystic ovaries may occur in the absence
of the classic clinical characteristics originally described.
Polycystic ovaries may be found in those who have conceived
and are not hirsute; they may also be seen in infertile women
who menstruate regularly, and even in some patients with
menorrhagia. On the other hand, the clinical features of oligo-
menorrhoea, hirsutism, and infertility may occur in the absence
of bilateral ovarian enlargement, and cystic change may be
found in normal sized or small ovaries.

F1G 2—Cross-section ( % 5-5) of ovarian tissue fmm wedge

resection specimen (see fig 1). Note multiple folli
beneath subcapsular band of fibrous tissue.

cysts



Zeny s PCOS

* Maiji vyssi prevalenci
— Hypertenze
— Dyslipidémie
— Centralni obezity
— Endotelialni dysfunkce
— Znamky chronického zanétu
— Trpi syndrome spankové apnoe

Fertil Steril 2012;97 28-38.e25.






PCOS

Metaanalyza 5 follow-up studii
mezi roky 2000 a 2008
Vysoka hetrogenita

RR pro ICHS nebo CMP 2,02 pro zeny s PCOS

(95% confidence interval 1.47, 2.76).

Dvé studii umoznily adjustaci na BMI:

RR 1.55 (1.27, 1.89)

Hum Reprod Update 2011;17:495-500.



Nefatalni CMP

PCOS Control Odds Ratio Odds Ratio

Study or Subgroup  Events Total Events Total Weight M-H, Fixed, 95% Cl Year M-H, Fixed, 95% CI

Wild 2000 10 319 13 1060 28.3% 2.61[1.13,6.00] 2000 ——

Lunde 2007 2 13 12 723 17.6% 0.92(0.20, 4.15) 2007 I E—

Cheang 2008 5 24 11 158 11.1% 3.52[1.10,11.22] 2008
Schmidt 2011 6 32 8 95 15.9% 2.51[0.80, 7.89] 2011 "

Iftikhar 2012 5 308 6 343 271% 0.92(0.28,3.06) 2012 S

Total (95% Cl) 815 2379 100.0%  1.94 [1.19, 3.17] <@

Total events 28 50

Heterogeneity: Chi*= 4.11, df= 4 (P = 0.39); = 3% , t ; i i
Test for overall effect. Z= 2.65 (P = 0.008) 0.02 Ui Control PCOS i &l
_Nefatalni ICHS . )

PCOS Control Odds Ratio Odds Ratio

Study or Subgroup  Events Total Events Total Weight M-H, Random, 95% Cl Year M-H, Random, 95% CI
Cibula 2000 6 28 38 752 18.1% 5.12[1.96,13.38] 2000 S

Wild 2000 15 319 42 1060 25.0% 1.20[0.65, 2.19] 2000 B

Lunde 2007 2 131 12 723 10.9% 0.92[0.20, 4.15] 2007 —_—

Cheang 2008 5 24 11 158 15.0% 3.52[1.10,11.22] 2008 —_—
Schmidt 2011 2 32 5 95 9.3% 1.20[0.22, 6.51] 2011

Itikhar 2012 13 309 15 343 21.8% 0.96 [0.45, 2.05) 2012 —

Total (95% Cl) 843 3131 100.0% 1.70[0.92, 3.11] <R

Total events 43 123

Heterogeneity. Tau®= 0.29; Chi*=10.90, df= 5 (P = 0.05); = 54% .02 01 1 10 50

Test for overall effect: Z=1.71 (P = 0.09) Control PCOS

1JC 2014; Volume 176, Issue 2, Pages 486-487
http://dx.doi.org/10.1016/j.ijcard.2014.06.079
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.Minuly tyden jsem vam jasné rekl, ze musite
prestat kourit ! Chcete facku ?"

Kantorek, P.: Sebrané vtipy
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Vyvoj hmotnosti v UKPDS

Vzestup vahy (kg)

7_

= |nsulin

- —~— Chlorpropamid
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< Metformin

Roky po randomizaci



Review: The efficacy of metformin. A meta-analysis
Comparison or Outcome

WMD (95%Cl)

Metformin vs./Placebo
Glycosylated Hb (%)
Blood glucose (mmaol/l)
Body weight (kg)

Metformin vs./Sulfonylureairea

-

Glycosylated Hb (%)

Blood glucose (mmol/l)

Bedy weight (kg)
Metformin vs./Glibenclamide

Glycosylated Hb (%) t

EBlood glucose (mmol/l)
Body weight (kg)

4 2 0
Favours Treatment

Rozdil MET - SU 2,9 kg

2 4
Favours Control

Diabetes Care22:33-37, 1999



Change in weight (kg)

DPP po 10 letech:
vyvoj télesné hmotnosti

A —@— Lifestyle —#— Metformin --/A- Placebo
P

.-&"éi-- A = A, A
0 Hhﬁ_&_ﬁ,ﬂu — A oA vy

Lancet. 2009; 374(9702): 1677-1686.



Vysledek: DPP

Kumulativni incidence diabetu (%)

40 RR
Placebo
1%
30 — Metformin 58%
20 Zivotosprava
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DPP. N Engl J Med 2002; 346: 393-403



Vysledek DPP: mladsi a obézni

Kumulativni incidence diabetu (%)

40 RR
Placebo
30 58%
Zivotosprava
20 Metformin
10
0
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Roky

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



Cumulative incidence (%)
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Cumulative incidence (%)

DPP po 10 letech:
Incidence diabetu u mladsich
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DPP po 10 letech:
glykémie nalacno
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Predictors of Achieving Normal Glucose Regulation Durning DPPOS

92% CI | Odd: RKatie | P-value
NGE v. Pre-diabetes (FLB) | 2.254.02 3.01 =1.0001
NGR:ILSv. PL 0.63-1.02 0.80 0.0678
MNGE: MET v. PL 0.62-1.14 089 03481
Pre-diabetes: ILS v. FLB 0.42-0.82 0.59 0.0014
Pre-diabetes: MET v. FLB 0.73-1.32 098 0.9028
Ape < 45 0.75-1.18 095 0.6243
Age 45-39 0.83-1.21 1.04 0.9968
Age = 60 reference - -
Female 1.00-1.38 1.18 0.0509

Lancet. 2012 June 16; 379(9833): 2243-2251.



Mean weight change (kg)

—&— Liraglutide 1.2 mg

—a— Placebo —#— Liraglutide 1.8 mg

n=561 —4— COrlistat —i— Liraglutide 2.4 mg
| —%— Liraglutide 3.0 mg

: n=472 n=356 n=268
| | I Al on liraglutide/placebo switched | Below symbol
| I to liraglutide 2.4 mg at week 52, | represents ITT
I | then between 70-96 weeks (shaded) | (LOCF) data:
|| to 3.0 mg I .
N |
| |
[
|| X
N A
||
| - v
|18 |
o IE | | h=561
Z1 15 | |
© = [ I I
3] ©
wl lc | I |
1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 ] 1
-3 0 8 20 32 40 485256 68 80 92 104
Weeks

International Journal of Obesity (2012) 36, 843—-854



o

Estimated mean change

SYSTOLIC BP (mmHg) DIASTOLIC BP (mmHg) PULSE RATE (beats/minute)
0.8

-3.9

1

P=o0.002
M Orlistat
-125 | Liraglutide 2.4/3.0 mg
| I
P=017 pooled group

International Journal of Obesity (2012) 36, 843—-854



LEADER

ORIGINAL ARTICLE

The NEW ENGLAND JOURNAL of MEDICINE

Liraglutide and Cardiovascular Outcomes
in Type 2 Diabetes

" n =9340
100~ Hazard ratio, 0.87 (95% CI, 0.78-0.97) Placeb

90— P<0.001 for noninferiority dceba
E 80— 159 p_0.01 for superiority
E 704 10- Liraglutide
= 5—
= 50—
i 405 0 I | | | | | | [ |
E 30— 0 e 12 18 24 30 36 42 48 54
® 204
(=R

0 i | | | | | | | |

0 & 12 18 24 30 36 42 48 54

Months since Randomization

DOI: 10.1056/NEJMoa1603827



LEADER

Subgroup

Primary analysis
Sex

Female
Male

ORIGINAL ARTICLE

The NEW ENGLAND JOURNAL of MEDICINE

Liraglutide and Cardiovascular Outcomes

in Type 2 Diabetes

No. of
Patients Liraglutide Placebo

no. of events/no. of patients (%)
0340 608/4668 (13.0)  694/4672 (14.9)

3337 183/1657 (11.0)  209/1680 (12.4)
6003 425/3011 (14.1)  485/2992 (16.2)

n =29 340

Hazard Ratio (95% ClI)

e 0.87 (0.78-0.97)
—t— 0.88 (0.72-1.08)
o 0.86 (0.75-0.98)

DOI: 10.1056/NEJMoa1603827
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Treatment Mean Control Mean Weiphted mean difference Weight  Weighted mean difference

Study n (3D) n (30) (95%: Cl fixed) % (95% Cl fixed)
Heming 2002 25 16.80 (9.70) 37 18.40 (12.30) 4 248 -1.60 (-7.09 t0 3.89)
Jakubowicz 2001 26 1347 (11.90) 22 46.01 (30.49) —_ 41 -32.84 (-46.38 to -19.30)
Kocak 2002 27 21.30(29.70) 28 22.30 (29.10) — a -1.00 {-16.55 to 14.55)
Moghetti 2000 11 10.20 (7.30) 12 21.30 (13.51) — a7 -11.10(-19.88 to -2.32)
Nestler 1996 11 9.00(6.63) 13 31.00 {(18.02) —_— 6.7 -22 00 {-32 55 to -11.45)
Ng 2001 8 740 (1.90) 7 9.30 (5.70) » 383 -2.20 (-6.62 10 2.22)
Pasquali 2000 10 21.60(31.20) 8 19.00 (14.40) N M 16 260(-19.16 to 24.36)
Vandermolen 2001 11 10.40(6.97) 14 14.40 (15.71) — 88 -4.00 {-13.20 to 5.20)
Yarah 2002 16 16.40(32.71) 16 12.20 (7.00) i 28 420 (1219 to 20.59)

Total (95% Cl) 145 157 # 100.0 -5.37(-8.11 10 -263)

Test for heterogeneity: ¥*=33.00, df=8 P=0.0001

Test for overall effect: z=3.84 P=0.0001 400 -50 0 50 100

Favours Favours
contral treatment

Comparison: Metformin versus placebo or no treatment (biochemical ouicomes)
Ouicome: Fasting insulin {m IU/)

BMJ VOLUME 327 25 OCTOBER 2003



Pro KV prevenci stale plati:

Zivotosprava

Intervence hypertenze a dyslipidémie
Metformin

Ostatni?



Dékuji za pozornost



Peto odds ratio

o TR e e
Fleming 2002 37/45 W47 I 35.4 251 {1.01 to 6.25)
Jakubowicz 2001 828 28 = 134 0.80 (2.24 to 43.61)
Nestler 1906 &M 113 - an 6.80 (1.12 to 42.33)
Nestler 1908 12735 1/26 —.— 196 5.96 (1.74 to 20.38)
Ng 2001 34 39 S S 8.1 1.00(0.15t0 6.72)
Vandermolen 2001 112 115 - 3.7 1.26 (0,07 to 21.72)
Yarail 2002 616 116 [ . 109 5.88 (1.13 to 30.61)
Total (95% CI) 72156 37H154 - 100.0 3.88 (2.25 t0 6.69)
Test for heterogeneity: y*=6.06, df=6, P=042 pp1 01 1 10 100

Test for overall effect: z=4_89, P<0.00001 Favours Favours

control treatment

Comparison: Metformin versus placebo or no treatment (clinical outcomes)
Outcome: Ovulation rate

BMJ VOLUME 327 25 OCTOBER 2003



...pioglitazon!



PROACTIVE: vliv pioglitazonu na KV riziko

25—
— Pioglitazone (301 events)
——— Placebo (358 events)
20
£
% 15—
g
E
S 10
2
£ HR=0-84 (95% C1 0-72-0-98)
5 p=0-027
0 T T T | 1 1
0 6 12 18 24 30 36
Time from randomisation (months)
Numbers at risk
Pioglitazone 2536 2487 2435 2381 2336 396
Placebo 2566 2504 2442 2371 2315 390

Am Heart ) 2008;155:712-7; Lancet 2005; 366: 1279-89



PROACTIVE: vliv pioglitazonu na riziko IM

(sek.prevence)

[ o]
=
= pioglitazone (65 / 1230)
=== placebo  (B8/1215)
m ':' ‘‘‘‘‘
n i ]
D- ':IIII+III
-ilir
o o v
S oo .
i = ,;
=
m
=
L
o 3
m
= L
E ]
o
[=8
o
L
(2 |
S o
]
ionlit HR 95% Cl p value
pioglitazone
o vs placebo 0.72 052,099  0.045
3 -
N at Risk:| 2445 2387 2337 2203 2245 2189 390 (139)

Time from Randomization (months)

J Am Coll Cardiol 2007;49: 1772-80



PROACTIVE: vliv pioglitazonu na riziko CMP

(sek.prevence)

Haplan - Mawer avent rabe

12 _
............... Placabo
oo
.08
Pioglitazone
0.6 _
0.0
0.0z 4 HR. 95% Cl p value
Pioglitazone versus placebo  0.53 0.34, 0.85 0,009
oo _
Wal Risk: 4984 Gag a2H RN K] B¥? 249 132 (42
| ] 1 ] ] ] ] 1
a L] 12 18 24 30 1|

Tima from Randomization (months)

Stroke. 2007;38:865-873.)



Cumulative Hazard
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All Participants

HR=0.48 (95% Cl, 0.33, 0.69)

6 12 18 24 30 36 42 48 54 60 66
Months

Diabetes Care 2016;39:1684—-1692



Zbohatnuti | s | KV Dieta | » | Statiny
spolecnosti [~ | mortalita L
m-
& Statin 45
. ) Placeba
20
¥
-E 13+
i
10
THT |_.a.|:-|;|-rl.rﬁr.:|1in 1O mg]
5= TNT [atorvastatin B0 mg)
L s : . - : . . :
i) 1.81 232 184 136 388 440 4.91 543

Low-density lipoprotein cholestercl (mmoliL)

Can | Cardiod Val 22 Mo 10 August 2006



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



10 Year CVD Risk

| | | [
4 b & 10

DPPOS Year
Diabetes === w== === Prediabetes == = = = =« NGR

Diabetes Care 2014;37:2622-2631



Diabetes Cumulative Incidence Rates
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Lancet. 2012 June 16; 379(9833): 2243-2251.



osoby

1000000
900000
800000
700000
600000
500000
400000
300000
200000
100000

0

Pocet pacientti s diabetem v CR

MM

2001 2002 2003 2004 2005 2006 2007 2008 2009 2010 2011 2012 2013
EN

http.//www.uzis.cz/category/tematicke-rady/zdravotnicka-statistika/diabetologie-pece-diabetiky



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

ar Glucose output - 122
5 r=0.76 E
1= P (0001 lig ©
57 5
o E ==
- E 114 @© E
0 I c 5
52 o E
0D 110 =
o E O E
E T I — T
e 1 b +
= Gluconeogenesis o

ol ¢ . r=0.64 15

P =0.002
i 140 200 20 320

Fasting Plasma Glucose (mg/dl)

Stumvoll M. et al.: N Engl J Med 1995;333:550-4



Hlavni stranka » Véda a Skoly Podrubriky: Vzdélavani

Cukr privolava demenci, tvrdi britsti védci

Existuje tésnéa vazba mezi vysokou hladinou krevniho cukru (glukézy) a vznikem Alzheimerovy nemoci,
ktera zptisobuje demenci. Upozornili na to britsti védei, ktefi varuji i pfed vysokou spottebou cukru.

Dnes 18:57 A Britsti odbornici varuji pred

vysokou spotrebou cukru -
mlZe stat za vyskytem
demence.

FOTO: Profimedis.cz

Badatelé z univerzity v anglickém Bathu a z King’s College
London totiZ zjistili, Ze vysoka hladina cukru poskozuje

/] o

SJEDNAT CESTOVNI
POJISTENI ONLINE

UR 26,97 27,05 -
us 2541 25,53 -

Ziskejte individudlni kurzy Vice »

~ Komercni sdéleni
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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
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Mortalita muzli se zaznamem o antidiabetické terapii v letech
2003-2015

Pacient je do jedné ze Ctyr definovanych skupin pfifazen vzdy na zakladé zaznamenané terapie jak v daném roce, tak i v roce pfedchazejicim.
Tedy pro pfifazeni pacienta do urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespori v jednom z téchto dvou let.

Lé&ba jen A10A Lécba A10A & A10B Lécba A10A Lé&ba jen A10B R musi
Rok a/nebo A10B
N (%) Celkem N (%) Celkem N (%) Celkem N (%) Celkem N (%) Celkem
zemielych pacienti | zemrelych pacientl | zemielych pacienti | zemrelych pacientli | zemrelych
1907 1237 7 841 4618 55 880
2003 (7.5 %) 25441 (7.0 %) 17 747 (5.4 %) 145 047 (4,6 %) 101 163 (1.1 %) 4974740
1850 1195 7 831 4720 54 190
2004 (7.1 %) 25998 (6.4 %) 18 698 (5.3 %) 148 338 (4.6 %) 103 003 (1.1 %) 4980 913
1937 1265 7 835 4553 54 072
2005 (7.2 %) 26 906 (6.3 %) 19972 (5.1 %) 152 979 (4,3 %) 105 396 (1.1 %) 5002 648
2003 1220 7762 4443 52 706
2006 (7.2 %) 27 631 (5.8 %) 21120 (4.9 %) 158 117 (4,1 %) 108 695 (1.0 %) 5026 184
1914 1288 7 641 4 367 52 719
2007 2 22 32 156 727 1 11
00 (7.1 %) 6 850 (5.8 %) 320 (4.9 %) 56 (4,1 %) 069 (1.0 %) 5082 934
2094 1328 8 098 4 586 53 076
2008 28 221 247 170 402 116 71
(7.4 %) 8 (5.4 %) 59 (4.8 %) 040 (3.9 %) 6716 | o) 5136377
2009 ) ) B B - B - - (Sfoosg 5157 197
2278 1499 8 383 4 529 54 150
2010
(8.0 %) 28 628 (5.2 %) 28 733 (4.3 %) 195923 (3.3 %) 138 009 (1,0 %) 5168 799
2190 1606 8679 4 807 54 141
2011
(7.6 %) 28 638 (5.2 %) 30629 (4.2 %) 206 773 (3.3 %) 146 945 (1,0 %) 5158 210
2211 1688 9073 5091 54 550
2012
(7.7 %) 28 588 (5.2 %) 32272 (4.2 %) 214 360 (3.3 %) 152 983 (1.1 %) 5164 349
2301 1733 9472 5347 55098
2013
(8.1 %) 28 415 (5.2 %) 33468 (4.4 %) 217 736 (3.4 %) 155 344 (1.1 %) 5162 380
2249 1681 9 252 5253 53740
2014
(8.0 %) 28 234 (4.8 %) 34 866 (4.1 %) 223710 (3.3 %) 160 203 (1,0 %) 5176 927
2297 1762 9593 5471 55934
2015
(8.4 %) 27 389 (4.8 %) 37032 (4.2 %) 229 845 (3.3 %) 165 019 (1.1 %) 5186 330

Soucet pacientll ve skupinach Lécba jen A10A, Lécba A10A & A10B a Lécba jen A10B pro jednotlivé roky nedava v souctu pocet pacientu ve skupiné
Lécba A10A a/nebo A10B. V této skupiné jsou navic zahrnuti i pacienti, ktefi nevyhovuji kritériim pro zafazeni ani do jedné ze tii skupin. Nap¥. pacienti,
ktefi maji v dany rok zaznam pouze o A10A, ale v roce pfedchazejicim maji zdznam pouze o A10B.



Mortalita zen se zaznamem o antidiabetickeé terapii v letech
2003-2015

Pacient je do jedné ze Ctyr definovanych skupin pfifazen vzdy na zakladé zaznamenané terapie jak v daném roce, tak i v roce pfedchazejicim.
Tedy pro pfifazeni pacienta do urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespori v jednom z téchto dvou let.

Lé&ba jen A10A Lécba A10A & A10B ;'/f]‘;'gz ‘211%‘; Lé&ba jen A10B CR zeny
Rok
© N (%) Celkem N (%) Celkem N (%) Celkem N (%) Celkem N (%)
o P o .o Ll L Sl .. L Celkem
zemrielych pacienti | zemrelych pacientli | zemielych pacientli | zemielych pacientu | zemrelych
2173 1641 9476 5555 55 408
2003 (8.2 %) 26 362 (6.2 %) 26 611 (5.4 %) 175 138 (4,6 %) 121 409 (1.1%) 5236 715
2279 1678 9631 5576 52 987
2004 (8.6 %) 26 641 (6.2 %) 27 126 (5.5 %) 176 316 (4,6 %) 121 864 (1.0 %) 5239 664
2270 1682 9590 5536 53 866
2005 27 207 27 900 178 923 123 097
(8.3 %) (6,0 %) (5.4 %) (4.5 %) 1o 248431
2 207 1585 9221 5342 51735
2 27 691 28 54 1811 1241
006 (8,0 %) 69 (5,6 %) 8543 (5,1 %) 81105 (4,3 %) 83 (1,0 %) 5261 005
2226 1565 9101 5208 51917
2007 2677 29 67 178 547 121 42
00 (8.3 %) 6770 (5.3 %) 9675 (5.1 %) 85 (4,3 %) 0 (1.0 %) 5298 196
2252 1699 9399 5331 51872
2008 27 2 164 189 22 129 54
(8.3 %) 90 (5.4 %) 31 646 (5.0 %) 89 223 (4,1 %) 9546 (1.0 %) 5331 165
2009 : . i : i : i : ?1303;}01) 5 349 616
2464 1648 9 367 5155 52 694
2010
(9.0 %) 27 481 (4.8 %) 33988 (4.5 %) 209 830 (3.5 %) 147 729 (1.0 %) 5363971
2461 1796 9784 5436 52 707
2011
(9.0 %) 27 447 (5.1 %) 34 995 (4.5 %) 218 628 (3.5 %) 155 672 (1.0 %) 5347 235
2489 1754 9 965 5629 53 639
2012
9.1 %) 27 227 (4.9 %) 35535 (4.5 %) 223 303 (3.5 %) 160 029 (1.0 %) 5351 776
2 409 1777 10 015 5733 54 062
2013
(9.0 %) 26 717 (5.0 %) 35 656 (4.5 %) 222 933 (3,6 %) 160 074 (1.0 %) 5350 039
2179 1689 9334 5386 51 925
2014
(8,3 %) 26 287 (4,7 %) 35987 (4,1 %) 225 036 (3,3 %) 162 362 (1.0 %) 5 361 348
2419 1782 10 040 5774 55239
2015
(9.4 %) 25 654 (4.8 %) 36 861 (4.4 %) 227 555 (3.5 %) 164 638 (1.0 %) 5367 513

Soucet pacientll ve skupinach Lécba jen A10A, Lécba A10A & A10B a Lécba jen A10B pro jednotlivé roky nedava v souctu pocet pacientu ve skupiné
Lécba A10A a/nebo A10B. V této skupiné jsou navic zahrnuti i pacienti, ktefi nevyhovuji kritériim pro zafazeni ani do jedné ze tii skupin. Nap¥. pacienti,
ktefi maji v dany rok zaznam pouze o A10A, ale v roce pfedchazejicim maji zdznam pouze o A10B.



Struktura pohlavi u pacientll se zaznamem o antidiabetické terapii
v letech 2003-2015

VSichni pacienti Zemreli pacienti
% muza v daném roce a skupiné % muzu v daném roce a skupiné

Rok | Létba Létba 0T Létha Rok | Létba Létba 0% Legha

jen Al10A & a/nebo jen CR jen A10A & a/nebo jen CR

A10A A10B A10B A10B A10A A10B A10B A10B

2003 49,1 40,0 45,3 45,5 48,7 2003 46,7 43,0 45,3 45,4 50,2
2004 49,4 40,8 45,7 45,8 48,7 2004 44,8 41,6 44,8 45,8 50,6
2005 49,7 41,7 46,1 46,1 48,8 2005 46,0 42,9 45,0 45,1 50,1
2006 49,9 42,5 46,6 46,7 48,9 2006 47,6 43,5 45,7 45,4 50,5
2007 50,1 42,9 46,7 46,8 49,0 2007 46,2 45,1 45,6 45,6 50,4
2008 50,8 43,9 47,4 47,4 49,1 2008 48,2 43,9 46,3 46,2 50,6
2009 - - - - 49,1 2009 - - - - 50,3
2010 51,0 45,8 48,3 48,3 49,1 2010 48,0 47,6 47,2 46,8 50,7
2011 51,1 46,7 48,6 48,6 49,1 2011 47,1 47,2 47,0 46,9 50,7
2012 51,2 47,6 49,0 48,9 49,1 2012 47,0 49,0 47,7 47,5 50,4
2013 51,5 48,4 49,4 49,3 49,1 2013 48,9 49,4 48,6 48,3 50,5
2014 51,8 49,2 49,9 49,7 49,1 2014 50,8 49,9 49,8 49,4 50,9
2015 51,6 50,1 50,3 50,1 49,1 2015 48,7 49,7 48,9 48,7 50,3

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

Zdroj: data VZP
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Prevalence of CVD risk factors among US adolescents, NHANES 1999-2008 (N = 3383).
charts for the United States. Available at: www.cdc gov/growthcharts. Overweight and opesity are defin
or =35th percentile, respectively. Normal weight was defined as having an age- and g¥nder-specific BMI =5th to <85th percentile.
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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
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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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Pacienti s diagnozou diabetes mellitus v datech VZP zemreli

v roce 2006

Diagnédza

0,1%2,9%

4,4%

39,9%

0,7% 7,7%

42,9%

Celkem v obdobi

2002-2006 N %
[leEn 14020  42,9%
[]E10 2 503 7,7%
[[] E12-E14 227 0,7%
B E10, E11 13 029 39,9%
[ E11, E12-14 456 1,4%
B E10 E12-14 39 0,1%
B =10, E11, E12-14 951 2,9%
|:| neuvedeno 1438 4,4%

Celkem 32 663 100%

E10 - diabetes mellitus zavisly na insulinu

E11l - diabetes mellitus nezavisly na insulinu
E12 - diabetes mellitus spojeny s podvyzivou

E13 - jiny uréeny diabetes mellitus
E14 - neuréeny diabetes mellitus

Zdroj: data VZP
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Analyza dat VZP o mortalité pacientli s diabetem v Ceské republice
Data za rok 2002-2015

V. Vyhodnoceni mortality v letech
2003-2015 u pacientu s antidiabetickou
terapii dle véku a pohlavi
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% zemfielych

Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba jen A10A

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 urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespon v jednom z téchto dvou let.
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Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba jen A10A

Pacient je do jedné ze &ty definovanych skupin pfifazen vzdy na zakladé zaznamenané terapie jak v daném roce, tak i v roce
predchazejicim. Tedy pro pfifazeni pacienta do urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespori v jednom
z téchto dvou let.

Muzi Zeny
Mortalita v dané skupiné (% zemfelych) Mortalita v dané skupiné (% zemfelych)

Rok 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let Rok 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let
2003 0,5 2,8 4,2 8,5 14,4 23,7 2003 0,2 1,2 3,6 6,0 11,0 19,5
2004 0,5 2,6 4,5 8,0 13,2 20,7 2004 0,2 1,1 3,2 6,4 11,3 19,8
2005 0,5 2,5 4,2 7,4 13,5 23,1 2005 04 2,3 3,0 5,9 10,2 20,1
2006 0,5 2,1 4,7 7,5 12,8 23,1 2006 0,3 1,5 3,1 5,4 10,0 18,5
2007 0,7 2,4 4,5 7,4 12,2 20,2 2007 0,1 19 3,4 5,7 10,3 18,0
2008 0,4 2,7 4,6 7,7 13,0 20,5 2008 0,3 1,7 3,5 5,6 10,2 17,3
2009 - - - - - - 2009 - - - - - -
2010 0,5 2,0 4,6 8,0 12,0 21,3 2010 0,2 1,8 3,0 5,8 9,7 18,4
2011 0,3 2,0 4,3 7,4 11,4 20,8 2011 0,3 11 2,7 5,8 9,7 18,2
2012 0,6 1,7 4,8 7,5 11,6 194 2012 0,3 11 3,0 5,7 9,8 18,5
2013 0,7 2,0 4.6 7,6 11,4 21,5 2013 0,2 1,2 4.0 5,6 9,3 18,1
2014 0,2 1,6 3,7 7,6 12,3 20,4 2014 0,3 11 2,8 5,0 8,5 16,8
2015 05 2,0 3,9 7,8 12,1 21,9 2015 0.1 0,8 3,1 6,2 9,6 18,7

Zdroj: data VZP
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Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba A10A & A10B

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 urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespon v jednom z téchto dvou let.
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Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba A10A & A10B

Pacient je do jedné ze &ty definovanych skupin pfifazen vzdy na zakladé zaznamenané terapie jak v daném roce, tak i v roce
predchazejicim. Tedy pro pfifazeni pacienta do urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespori v jednom
z téchto dvou let.

Muzi Zeny
Mortalita v dané skupiné (% zemfrelych) Mortalita v dané skupiné (% zemfrelych)

ROk 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let ROk 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let
2003 0,3 1,7 2,6 6,0 11,6 21,9 20038 04 11 2,1 3,5 8,2 16,2
2004 0,9 1,3 2,8 5,3 10,7 18,4 2004 04 1,3 1,7 3,7 8,3 15,7
2005 0,6 1,6 2,8 54 9,8 20,3 2005 0,4 1,2 15 3.4 7,8 16,6
2006 0,3 1,5 2,2 4.9 9,9 16,4 2006 0,0 1,3 1,8 3,2 6,9 15,0
2007 1,6 1,0 2,5 4.9 9,2 17,1 2007 0,0 0,4 1,4 3,0 6,4 15,2
2008 0,2 1,1 2,3 4.4 8,8 16,8 2008 0,3 1,0 1,7 3,2 6,3 14,8
2009 - - - - - - 2009 - - - - - -
2010 1,0 1,0 19 3,9 8,2 16,0 2010 0,2 0,2 1,6 2,4 5,6 12,5
2011 0,3 11 2,2 4,1 7,5 15,9 2011 0,2 0,5 1,5 2,9 51 13,8
2012 0,0 1,0 2,2 3,9 7,6 15,7 2012 0,0 0,4 1,7 2,5 51 13,0
2013 0,3 1,0 1,9 4,2 7,0 15,5 2013 0,2 0,7 1,5 2,6 5,0 12,9
2014 0,2 1,0 1,8 3,5 6,9 14,5 2014 0,2 0,3 1,3 2,3 4,6 12,5
2015 0.1 1,2 1,5 3,3 6,9 14,6 2015 04 0,4 1,3 2,4 4,7 12,8

Zdroj: data VZP



Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba jen A10B

Pacient je do jedné ze &ty definovanych skupin pfifazen vzdy na zakladé zaznamenané terapie jak v daném roce, tak i v roce
predchazejicim. Tedy pro pfifazeni pacienta do urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespori v jednom
z téchto dvou let.

Muzi Zeny
Mortalita v dané skupiné (% zemfrelych) Mortalita v dané skupiné (% zemfrelych)

Rok 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let Rok 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let
2003 0,2 0,8 1,5 3,3 7,2 16,0 2003 0,3 0,4 0,8 1,9 4,9 13,6
2004 0,3 0,8 1,5 3,2 7,3 16,1 2004 0,5 0,5 0,8 1,8 4,9 13,1
2005 0,2 0,8 1,4 2,9 6,8 15,4 2005 0,3 0,5 0,8 1,6 4,8 12,9
2006 0,1 0,8 1,4 2,6 6,4 15,0 2006 0,1 0,4 0,8 1,5 4,3 12,6
2007 0,3 0,8 1,4 2,6 6,3 13,9 2007 0,0 0,5 0,8 1,4 4,3 12,2
2008 0,2 0,7 1,2 2,6 5,9 14,4 2008 0,1 0,4 0,7 1,2 4,0 12,4
2009 - - - - - - 2009 - - - - - -
2010 0,2 0,4 1,0 1,9 4,5 11,9 2010 0,1 0,2 0,6 1,1 3,1 10,0
2011 0,3 0,5 0,8 2,0 4,4 11,7 2011 0,0 0,3 0,7 1,2 2,9 10,2
2012 0,2 0,3 0,9 2,0 4,3 11,9 2012 0,3 0,4 0,7 1,1 2,8 10,4
2013 0,4 0,5 0,9 2,0 4,4 12,2 2013 0,1 0,2 0,4 1,2 2,8 10,5
2014 0,3 0,4 0,8 1,9 4,2 11,4 2014 0,2 0,4 0,5 1,0 2,6 9,6
2015 04 0,3 0,8 1,8 4,2 11,8 2015 0,1 0,3 0,5 1,0 2,5 10,4

Zdroj: data VZP
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Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba A10A a/nebo A10B

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 urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespon v jednom z téchto dvou let.
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Vyvoj celkové mortality pacientll se zaznamenanou antidiabetickou
terapii v letech 2003-2015 dle pohlavi - Iécba A10A a/nebo A10B

Pacient je do jedné ze &ty definovanych skupin pfifazen vzdy na zakladé zaznamenané terapie jak v daném roce, tak i v roce
predchazejicim. Tedy pro pfifazeni pacienta do urcité skupiny je nutné, aby mél pacient zaznam o dané terapii alespor v jednom
z téchto dvou let.

Muzi Zeny
Mortalita v dané skupiné (% zemfrelych) Mortalita v dané skupiné (% zemfrelych)

Rok 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let Rok 0-39 let 40-49 let 50-59 let 60-69 let 70-79 let 80+ let
2003 0,5 1,3 2,1 4,4 8,8 17,6 2003 0,3 0,7 14 2,7 6,3 14,8
2004 04 1,3 2,1 4,2 8,6 17,1 2004 0,3 0,7 1,3 2,7 6,4 14,5
2005 04 1,3 2,0 3,9 8,3 17,0 2005 0,3 1,0 1,2 2,5 6,1 14,5
2006 0,4 1,2 2,0 3,7 7,8 16,5 2006 0,2 0,8 1,2 2,3 5,6 13,9
2007 0,7 1,2 2,1 3,6 7,6 15,2 2007 0,1 0,8 1,2 2,2 55 13,6
2008 0,4 1,2 1,8 3,6 7,4 15,7 2008 0,3 0,8 1,2 2,1 53 13,6
2009 - - - - - - 2009 - - - - - -
2010 0,5 0,8 1,6 3,0 6,1 13,8 2010 0,2 0,5 1,0 1,8 4,4 11,7
2011 0,3 0,9 1,5 2,9 5,8 13,5 2011 0,2 0,5 1,0 1,9 4,0 12,0
2012 04 0,7 1,6 2,9 57 13,5 2012 0,3 0,5 1,1 1,7 4,0 12,1
2013 0,6 0,9 1,4 2,9 57 14,0 2013 0,2 0,5 1,0 1,8 3,9 12,0
2014 0,2 0,7 1,3 2,7 55 13,1 2014 0,3 0,5 0,9 1,6 3,5 11,1
2015 04 0,8 1,2 2,6 55 13,6 2015 0,2 0,4 0,9 1,6 3,6 12,0

Zdroj: data VZP
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Cardiovascular risk in women with type 2
diabetes mellitus and prediabetes: is it indeed
higher than men?

Panagiotis Anagnostis, Azeem Majeed’, Desmond G Johnston and lan F Godsland
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Abstract

The relative risk for cardiovascular disease (CVD) events and mortality in diabetic women (in comparison with non-diabetic
women) is believed to be greater than that in diabetic men. However, the absolute risk for OVD mortality and morbidity does
not appear to be higher in women. In general, there is heterogeneity between studies, and whether there is any definite
difference in the CVD risk between sexes at any level of glycaemia is not known. The same arguments also apply when
comparing the CVD risk factors, such as lipid profiles and systemic inflammation indices, which seem to be worse in women
than in men with diabetes mellitus (DM). The same questions emerge at any given glycaemic state: are women at worse risk
and do they have a worse risk factor profile than men? These issues have yet to be resolved. Similar, though less extensive,
data have been reported for prediabetes. Furthermore, women with DM are suboptimally treated compared with men
regarding lipid and blood pressure targets. Large prospective studies representative of the general population are therefore
needed to define the differences between sexes regarding CVD events and mortality at a given glucose level and after
adjusting for any other confounders.

European Journal of
Endocrinology
(2014) 171, R245-R255



The polycystic ovary syndrome is a disorder that 1s characterized by hyperandrogenism,
ovulatory dysfunction, and polycystic ovarian morphologic features. As defined by the
diagnostic criteria of the National Institutes of Health (1 e., hyperandrogenism plus ovulatory
dysfunction), “classic” polycystic ovary syndrome affects 6 fo 10% of women of
reproductive age, but the prevalence may be twice as high under the broader Rotterdam
criteria (Table 1).! Manifestations of androgen excess (e.g.. hirsutism) may cause substantial
distress in patients, and the polycystic ovary syndrome is the most common cause of
anovulatory infertility.

This complex polygenic disorder has environmental influences (e.g.. those that contribute to
obesity).! Many studies suggest that inherent abnormalities of ovarian steroidogenesis and
follicular development play a role in the polycystic ovary syndrome. The syndrome 15 also
associated with persistently rapid gonadotropin-releasing hormone pulses, an excess of
luteinizing hormone, and insufficient follicle-stimmlating hormone (FSH) secretion, which
contribute to excessive ovanan androgen production and ovulatory dysfunction. In addifion,
many women with the polycystic ovary syndrome have insulin resistance, and compensatory



hypennsulinemia enhances ovarian (and adrenal) androgen production and increases
androgen bioavailability through reduced levels of sex hormone—binding globulin.
Genomewide association studies implicate many genes. including those for gonadotropin
receptors, the beta subumit of FSH, insulin receptor, differentially expressed in normal and
neoplastic cells domain-contamning protein 1A (DENNDIA). and thyroid adenoma-
associated protem ( FAHADA). “Developmental programming” through environmental or
hormonal imprinting may also contribute to the development of the polycystic ovary
syndrome. Varous pathophysiological factors (Fig. 1. and Fig. S1 in the Supplementary
Appendix, available with the full text of this article at NEJM org) may play different relative
roles in individual patients.!

The polycystic ovary syndrome is associated with cardiometabolic abnormalities and
possibly an increased risk of cardiovascular disease.® Among women with this syndrome, 50
to 80% are obese.! Impaired glucose tolerance is reported in 30 to 35% of U.S. women with
classic polycystic ovary syndrome, and type 2 diabetes mellitus is reported 1n 8 to 10%; the
risk of these conditions is influenced by age. adiposity, and a family history of diabetes.10-11
Women with the polycystic ovary syndrome have lower high-density lipoprotein cholesterol
and higher triglycende and low-density lipoprotein (LDL) cholesterol levels than women
without the syndrome. Differences in LDL cholesterol levels are at least partly independent
of differences in BMI !

N Engl T Med 2016 July 07; 375(1): 54-64. doi:10.1056/NETMcpl514916.



KEY CLINICAL POINTS

POLYCYSTIC OVARY SYNDROME

The polycystic ovary syndrome is diagnosed 1n women with at least two of
the following otherwise unexplained abnormalities: hyperandrogenism
(clinical, biochemmcal, or both), ovulatory dysfunction and polycystic ovarian
morphologic features.

Women with the polycystic ovary syndrome are at increased risk for
infertility, endometrial hyperplasia and cancer, abnormal glucose metabolism,
dyslipidenua. obstructive sleep apnea, depression, and ancaety.

Nonpharmacologic therapies play key roles in the treatment of the polycystic
ovary syndrome. Lifestyle modification 1s important for patients who are (or
are at nisk for bemng) overweight or obese and in those with other coexisting
metabolic conditions. Mechanical hair removal (e g.. shaving) is an important
treatment strategy in patients with hirsufism.

Combined (estrogen—progestin) oral contraceptives are considered to be the
first-line pharmacologic therapy for the classic symptoms of the polycystic
ovary syndrome. They ameliorate hyperandrogenism (e.g.. hirsutism), result
in predictable withdrawal bleeding, and provide reliable endometrial
protection and contraception.

Additional pharmacologic therapies may include spironolactone (with
appropriate contraception) for hirsutism, episodic or continuous progestin
therapy for endometrial protection, metformun for abnormal glucose
tolerance, and clomiphene for ovulation mduction.
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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



3234 osob s IGT
|

METFORMIN Placebo Dlrazna
+ standardni + standardni intrervence
Zivotosprava zivotosprava zivotospravy

— Dvojite-slepa

Otevrena

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



Vysledek: DPP

Kumulativni incidence diabetu (%)
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DPP. N Engl J Med 2002; 346: 393-403



Vysledek: DPP

Kumulativni incidence diabetu (%)
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DPP. N Engl J Med 2002; 346: 393-403
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ORIGINAL ARTICLE

The NEW ENGLAND JOURNAL of MEDICINE

Semaglutide and Cardiovascular Outcomes
in Patients with Type 2 Diabetes

SUSTAIN
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Pacienti s diagnozou diabetes mellitus v datech VZP zemreli
v roce 2006

N = 32 663 pacientu

Vékova struktura zemrelych s diabetem Vék umrti diabetikt
30 1 Primér Median
% ;"::; Muzi 72,6let 74,0 let
25 1 Zeny 78,5let 80,0 let
Celkem 75,9let 78,0 let
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/ N
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Zdroj: data VZP, Cesky statisticky Gfad
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