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Definice

@ NejCastejsi metabolicka choroba
@ Relativni Ci absolutni nedostatek inzulinu
@ Nedostatecné vyuziti glukozy v organismu

@ Hyperglykémie



@ nejCastejsi pricina slepoty

@ nejCastéjsi pricina amputace DKK

@40 % pacientu na chronické dialyze

@ doba doziti osob s diabetem je 0 6-7 let
mene jak u osob bez diabetu



Epidemiologie

DM - CR - pfes 1 000 000 postizenych — 10 %
obyvatel

+ asi dalSich 250 000 o svém onemocnéni nevi

(UZIS — ke 31. 12. 2017 — 995 613 diabetikd, z toho
asi 91,5 % diabetici 2. typu)



World
2003 = 189 million
2025 = 324 mithon

Increase 72%

Zimmet,P.: Preventing type 2 diabetes and dysmetabolic
syndrome in the real word: a realistic view, Diabetic
Medicine, 20, 2003




IDF (International Diabetes

Federation)
@ DM:
@ 2003 — 189 mil. (20-79 let v&ku)
i
W 2007 — 246 6 %
E 7,3 %
A IGT:
m 2007 — 308 mil. 7,5 %

@ 2025 — 418 mil. 8,1 %




M Vice nez 425 milionu osob s DM v roce
2017....

@ 592 miliobnu osob bude v roce 2035....
@ 629 milionu osob bude v roce 2045

— IDF Diabetes Atlas (9.edn) — 2017



Klasifikace DM

@ DM 1. typu
@ DM 2. typu
@ Gestacni DM

@ Ostatni



Vznik diabetu....poskozeni
beta-bb. pankreatu

@ Autoimunita u DM 1

@ Zanetlivée a metabolické (napfr. volnée
mastnée kyseliny) postizeni u DM 2

vedou ke stejnemu poskozeni beta-bb.
pankreatu dalSim spolupusobenim

— genu

— Imunitni reakce
— epigenetiky

— vlivem prostredi
— inzulinorezistenci



dale vznik diabetu ovlivnuiji... (a
diabetes ovliviuje zase zpetne).....

@ inkretiny

@ vyprazdnovani zaludku a ovlivneni
pankreat. enzymu

A stfrevni mikrobiom
@ ovlivneni chuti k jidlu




Klasifikace

@ a) porucha sekrece

@ - absolutni nedostatek inzulinu z beta bunky

inzulinu pankreatu
@ a) autoimunni @ b) inzulinorezistence
(svaly, tukova tkan,
@ b) idiopaticky jatra) - relativni

— Africané, Asiati nedostatek inzulinu



Ostatni

@ Genetickeé defekty @ Diabetes vyvolany

@ Onemocnéni leky ¢i
pankreatu (velmi chemikaliem
labilni) (glukokortikoidy —

steroidni diabetes)

@ Gestacni diabetes
mellitus (asi 10 %
tehotnych)

@ Endokrinopatie
l InfekCni nemoci
[l Nezname faktory




@ DM 1. typu



Diabetes mellitus typ 1

@ 6% vSech diabetikl (CR 6,7 %)
@ prevazne autoimunitni (inzulitida)
— pritomnost autoprotilatek: anti-GAD

(dekarboxylaza kys. glutamove), anti-ICA
(bunécné pankreatické ostruvky)

— nizky C-peptid (pod 0,3-0,6 pmol/l nalacno
a pod 0,6-1,1 pmol/l po stimulaci)

B (,Late Autoimunne Diabetes of
Adults”) — asi 10-20 % osob s ,DM 2°



LADA

Hl vek nad 35 let

@ klinika jako u DM 2

@ inicialne uspokojiva terapie dietou ci PAD
@ inzulinova zavislost behem 1 - 3 let

@ snizené hladiny C-peptidu

@ pritomnost autoprotilatek

l pritomnost HLA DR3 a DR4 (Finsko)




Rizikove faktory - DM typ 1

@ enteroviry (misto polioviru)
@ kasein kravského mleka

@ respiracni viry

@ vySSi vek matky

@ + endokrinopatie (nesnasenlivost lepku,
onemochneéni stitné zlazy)



@ matka DM 1. typu - pravdepodobnost
ditete s DM 1. typu - 5 %

@ otec DM 1. typu - pravdepodobnost ditete
s DM 1. typu - 8 %

@ oba rodice DM 1. typu - pravdepodobnost
ditéte s DM 1. typu - 20 %

@ nediabetiCky — pravdepodobnost ditete s
DM 1. typu - 0,4%



Vznik DM 1. typu a protilatky

@ Autoprotilatky = marker probihajici
inzulitidy (mesice az leta pred manifestaci
DM, po manifestaci vetsinou klesaji)

@ manifestace DM typu 1 zpravidla behem
dvou let od objeveni se pozitivity treti
protilatky

@ pocet PI predikuje riziko vzniku DM typu 1



DM 1. typu

@ Vyznamny narust od 70-80 let 20. stoleti
(snizeni adekvatniho vyvoje imunitniho
systemu?)

@ - zmeny v potrave? (snizeni ATB v mase
konzumnich zvirat, snizeni mykobakterium
bovis v potrave....?)

@ - zmeny v typech oCkovani — ne zive, ale
mrtve vakciny....?



DM 1.typu - symptomatologie

M zizen

M castejSi moceni

M Unava, slabost, spavost
@ hubnuti

@ porucha vedomi




DM 1. typu

@ hyperglykemie
@ ketoacidoza

A rychly prubéh

@ dramaticky stav




LéEba DM 1. typu

@ Inzulin
— S.C. podani
— inhalacni cesta

— + amylin? (USA) + metformin?
- jiné PAD?? GLP-1, glifloziny?

@ Transplantace pankreatu
@ Transplantace pankreatu + ledviny
@ Transplantace Langerhansovych bb.




DM 1. typu a PAD

@30 % pac. S DM 1. typu ma
iInzulinorezistenci, zvysenou
glukoneogenezu v jatrech, zvysenou
reabsorpci glukozy v ledvinach a snizenou
spotrebu glukozy ve svalech....

@ ...ale zadné PAD zatim neprokazalo efekt
po pridani k inzulinu, jen mozna glifloziny,
ale zde vysoke riziko ketoacidozy!

@ probiha studie REMOVAL s metforminem



@ DM 2. typu



Diabetes mellitus typ 2

M 94% vSech diabetiku

— vetsinou heterogenni a multigenni

— + zivotni prostredi
(,coca - colonization®, ,pandemie®)

— vetSi geneticka zavislost (1 rodi¢ — 50%,
oba rodice — 100%)

— dg se posouva do mladsich vekovych
skupin



Diabetes mellitus typ 2

@ Porucha sekrece inzulinu z beta bunky
pankreatu - prevazuje u neobeznich

@ Inzulinorezistence (svaly, tukova tkan,
jatra) — prevazuje u obeznich

@ Postupne vyhasinani fce pankreatu
(progresivni onemocneni) — progresivni
porucha



DM 2. typu Casto soucasti tzv.
,metabolickeho syndromu®

@ + dyslipidemie
@ + obezita
@ + hypertenze

@ + nadorova onemocnéni
@ + zvySena pohotovost k tvorbé trombu
@ + shiZzena imunita



Rizikove faktory pro vznik DM
typu 2

@ pozitivni rodinna anamneéza
m vy33i vék (OD 45 LET VEKU)
@ hypertenze, dyslipidemie, ICHS
@ nadvaha, obezita (zvyseny energeticky prijem)
@ fyzicka inaktivita (snizeny energeticky vydej)
@ prislusnost k urcité rase Ci etniku
@ prediabetes
@ gestacni DM,
, Sy polycystickych ovarii
@ poruchy spanku



@ Obezita ulinorezistence-/perglyké
mie perinzulinémie-etéiovénl’

bunek pankreatu a u geneticky
disponovaneho jedince vznik porusene
glukdzove tolerance Ci diabetu

@ geneticka dispozice DM: 20 % kavkazske
populace



Inzulinova rezistence a dysfunkce .)unék
hlavni priciny DM 2.typu

norma > PGT — DM 2.typu

inzulinova zvysSena inzulinova
rezistence rezistence
inzulinova hyperinzulinémie,
sekrece pak selhani lmnék
p?asrtlziiélni Roru-sig
pranc glukézova tolerance
glukéza —
zvysSuje se

jako'prvni ~~ | hyperglykémie
glukéza na =

zvysuje se jako
druha

Adapted from Type 2 Diabetes BASICS. International Diabetes Center, Minneapolis, 2000.



Klinicke priznaky

@ Zizen, zvy$ené modeni

@ Unava

@ Glukdza, event. aceton v moci
@ Vahovy ubytek

@ Kozni infekce

@ Porucha zraku

@ Nechutenstvi, zvraceni, porucha vedomi
(hyperglykemie, ketéza) — méne casto



Diagnoza DM

@ mikrovaskularni komplikace - 7 mmol/|

@ makrovaskularni komplikace + neuropatie - 6
mmol/I



Prediabetes

— 7,8 -11.0 mmol/l ve druhé )
hodiné oGTT — 5,6 - 6,9 mmol/l rano

nalacno
— postprandialni glykémie
— laCna glykémie

— nezavisly rizikovy faktor
ICHS



el

Klinické pfiznaky

nalacno kdykoliv

|

= 7,0 mmol/ = 11,1 mmol/|

glykémi j/
"y

= 7.0 mmolil

56 -6,9 mmol/l

= 5.6 mmol/l

Druhy nezavisly odbér

k4

= 7.0 mmol/l

< 7.0 mmol/l :

Diagnoza DM

oGTT - zatéz 75 g glukozy

za 2 hodiny po zatézi

-

i

= 11,1 mmol/]

= 7.8 mmol/

Y

N i

Porusena glukézova tolerance IGT

Vylouceni DM




Dg DM pomoci glyk. Hb (jen u
dospelych)
@ - Evropa a CR ne
M- USA, G.B. a Kanada ano

— napf. u Afro-Americanu vyssi glyk. HB..??

@ navrh:
— norma do 38 mmol/mol
— prediabetes 39-47 mmol/mol
— diabetes mellitus od 48 mmol/mol



Priloha 4. Navrh algoritmu pro diagnézu diabetu pomoci stanoveni HbA .

Stanoveni glykovaného hemoglobinu HbA .

v plné krvi

s

DA = 48 mmaolimal

b4

v

HbAs: v rozmez(: 38 a# L8 mmolimal

HibAq: = 38 mmolimaol

Druhy nezavisly odbér a méreni HbA:.

L

HbBAq e = 48 mmolimol

HbAqge v rozmezl; 38 a2 48 mmol/mol

Hb&q: < 38 mmal/mal

k'

Y

1

Y

+ klinické pfiznaky
= diagnadza DM

Dale se postupuje podle prilohy 1 (FPG nebo OGTT) WVylougeni DM




FINDRISC (FINnish Diabetes Rlsk SCore

N Finnish Diabetes Association

TYPE 2 DIABETES RISK ASSESSMENT FORM

Circle the right alternative and add up your points.

Under 45 years
45-54 years
55-64 years
Over 64 years

2. Body-mass index

{See reverse of form)

Op. Lower than 25 kg/m?
1p 25-30 kg/m?

3p Higher than 30 kg/m?

3. Waist circumference measured below the ribs
{usually at the level of the navel)
MEN WOMEN
Op. Llessthan 94 cm Less than 80 cm
3p. 94-102cm 80-B8 cm
4p. Morethan 102 ¢cm More than 88 cm

|
¥

4, Do you usually have daily at least 30 minutes
of physical activity at work and/or during leisure
time (including normal daily activity)?

0p. Yes

2p No

5. How often do you eat vegetables, fruit or
berries?

Op Every day

1p. Not every day

6. Have you ever taken medication for high
blood pressure on regular basis?

0p. No
2p. Yes

7. Have you ever been found to have high blood
glucose {eg in a health examination, during an
iliness, during pregnancy)?

Op. [ [+3
5p. Yes

8. Have any of the members of your immediate
family or other relatives been diagnosed with
diabetes (type 1 or type 2)?

ap No

3p. Yes: grandparent, aunt, uncle or first
cousin (but no own parent, brother, sister
or child)
Yes: parent, brother, sister or own child

* Total Risk Score

P -1

The risk of developing
type 2 diabetes within 10 years is

Low: estimated 1 in 100
will develop disease
Slightly etevated:
estimated 1 in 25

will develop disease
Moderate: estimated 1 in 6
will develop disease
High: estimated 1 in 3
will develop disease
Very high:

estimated 1in 2

will develop disease

Lower than 7

Please turn over

Test designed by Prafessor Jaakko Tuomilehto, Depaniment of Public Health, Univessity of Helsinkd, and Jaana Lindstrim, MFS, National Public Health institute.

N Finnish Diabetes Association

WHAT CAN YOU DO

TO LOWER YOUR RISK OF DEVELOPING TYPE 2 DIABETES?

You can't do anything about your age or your genetic
predisposition. On the other hand, the rest of the fac-
tors predisposing to diabetes, such as overweightness,
abdominal obesity, sedentary lifestyle, eating habits
and smoking, are up to you. Your lifestyle choices can
completely prevent type 2 diabetes or at least delay its
onset until a much greater age.

If there is diabetes in your family, you should be care-

ful not to put on weight over the years. Growth of the
waistline, in particular, increases the risk of diabetes,
whereas regular moderate physical activity will lower the
risk. You should also pay attention to your diet: take care
to eat plenty of fibre-rich cereal products and vegetables
every day. Omit excess hard fats from your diet and fa-
vour soft vegetable fats.

BODY-MASS INDEX

Early stages of type 2 diabetes seldom cause any
symptoms. If you scored 12-14 points in the Risk Test,
you would be well advised to seriously consider your
physical activity and eating habits and pay attention
to your weight, to prevent yourself from developing
diabetes. Please contact a public-health nurse or your
own doctor for further guidance and tests.

If you scored 15 points or more in the Risk Test, you

should have your blood glucose measured (both fast-
ing value and value after a dose of glucose or a meai)
to determine if you have diabetes without symptoms.

The body-mass index is used to assess whether a
persan is normal weight or not, The index is calculated
by dividing body weight {kg) by the square of body
height {m). For example, if your height is 165 cm and
your weight 70 kg, your bedy-mass index will be
70/(1.65 x 1.65), or 25.7.

BODY-MASS INDEX CHART

1 your body-mass index is 25-30, you will benefit
from losing weight; at least you should take care
that your weight doesn’t increase beyond this. If
your body-mass index is higher than 30, the adverse
health effects of obesity will start to show, and it
will be essential to lose weight.
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BPrestavka........ ?



Lecba DM 2. typu (a prediabetu!)

@ Nefarmakologicka
Rezimova opatreni
— A) dietni opatreni
— B) fyzicka aktivita
— C) celkova zmena zivotniho stylu

@ Farmakologicka



Vyvoj lécby DM 2 v poslednich 2 dekadach

Peripheral

blockers
-blockers

Vasodilators

Diuretics
Adrenergic

neuronal
blockers

40




Charakteristika osob kter¢ jsou
zdrave'*:

Nekuraci
Adekvatni fyzicka aktivita — minimalné€ 30 minut 5 x tydné
Zdrave stravovaci navyky
Normalni t€lesna hmotnost
Krevni tlak pod 140/90 mm Hg
Celkovy cholesterol pod 5 mmol/l
Normalni metabolismus glukozy
Vyhybaji se pfehnanému stresu

— dle evropského doporuceni ,,prevence kardiovaskularnich onemocnéni
2012






NUtrIénI’ dOpOrUéenl, = dle evropskeho

doporucenti ,,prevence kardiovaskularnich onemocnéni‘“ 2016

@ Nasycené mastné kyseliny < 10% celkoveého
energetickeho prijmu

@ Trans- mastné kyseliny tak malo jak je jen mozné

@ <5 g soli/den

@ 30-45 g vlakniny/den

@ 200 g ovoce/den

@ 200 g zeleniny/den

@ Ryba minimalneé 2 x tydne, jedna z toho ,tucna”

@ 30 g/den nesolenych ofechu

I |

@ 30 g nesolenych ofiSku denné

@ BMI < 25kg/m2 a pravidelna fyzicka aktivita



,otredomorska dieta” - prevence
ICHS, zlepseni stfevniho mikrobiomu

3
— zvyseni HDL-CH, antiagregacni ucinek,
snizeni fibrinogenu, snizeni
Inzulinorezistence, flavonoidy (Cerveneé vino)
3

— mandle, vlasské a liskové orechy, para
orechy

— mononenasyceneé a omega-3 mastné
Kyseliny, vlaknina, draslik, horcik, vitamin E



Stredomorska dieta”

3
—snizeni TK, inhibice oxidace LDL-CH a
snizeni TG, antitromboticky ucinek,
zlepseni senzitivity tkani k inzulinu,
obsahuje flavonoidy (antioxidans)
3

— losos, sardinky, pstruh, tunak
— snizeni TG, protizanétlivy ucinek,
zlepSeni vegetativnich parametru



Aktualni doporuceni k pozivani
alkoholu
@ U krivka — abstinenti nemocni?........

@ ltalie + Francie — snizeni spotreby
alkoholu v poslednich 40 letech 0 40 %

@ Stridmy abusus alkoholu - nizsi riziko IM,
ale vyssi riziko CMP a colorect. a jinych
ca



Aktualni doporuceni k pozivani
alkoholu

@ do 10-16g etanolu u zen a do 20-24¢
etanolu u muzu/den, ne vice jak 40g
jednorazove, ne vice jak 100 g/tyden,
dva dny v tydnu nepit alkohol vubec

@ 16-18g etanolu: 0,5 | piva, 0,2 dcl vina,
0,05 dcl destilatu



Jedna lahev vina tydne zvysuje u zen
absolutni celozivotni riziko vzniku nadoru,
zejmena karcinomu prsu. Toto riziko je
srovnatelné s vykourenim 10 cigaret, u
muzu je riziko vzniku nadoru, zejména
GIT, ekvivalentni vykoureni 5 cigaret
tydne.

Priznivy vliv alkoholu na srdecni
onemocneni je spojeny s jeho velmi
nizkym prijmem.



@ rdzné mastné kyseliny pasobi ,pro* a ,proti
zanétlivé: omega-6-MK: omega-3-MK — cil -
9:1

@ Omega-3-MK — antiarytmicky ucinek

@ statiny, aspirin, NSA — ,proti“ zanetlivé
pusobeni

m Ceska kuchyné — ,prozanétliva“: omega-6-
MK: omega-3-MK — 16:1



Kava

@ Observacni studie s vice jak 400 000

osobami:

— 1 Salek kavy/den snizuje mortalitu 0 6 % u muzu a
5 % u zen

— 2-3 Salky kavy/den snizuji mortalitu o 10 % u
muzu a 13 % u zZen

— 4-5 salku kavy/den snizuje mortalitu 0 12 % u
muzu a 16 % u zen

— 6 a vice Salku kavy/den snizuje mortalitu 0 10 % u
muzl a 15 % u zZen

Ming Ding et al.: Caffeinated and Decaffeinated
Coffee Consumption and Risk of Type 2 Diabetes
(Diabetes Care, 37, 2014:569-585)



Kava
@ 10 evropskych zemi, 521 330 pacientu
@ Zavér: piti kavy snizilo riziko umrti z rtznych

e 6.

pricin
— bez rozdilu mezi jednotlivymi zememi

— vyznamne shizené riziko umrti na onemocneni
travici trubice

— u zen pokles kardiovaskularnich a
cerebrovaskularnich onemocnéni

— snizeni rizika vzniku DM 2. typu

— kava s kofeinem i bez kofeinu

Coffee Drinking and Mortality in 10 European Countries: A Multinational Cohort
Study. Ann Intern Med. 2017 Jul 11; doi: 10.7326/M16-2945. Ann. Intern. Med
2017, 167:236-247
Gunter M. J., Murphy N., Cross A. J., et al.



Kava

@ 201 metaanalyz (PubMed, Embase,
Cochrane....)
— nejvétsi redukce rizika u konzumentu 3-4
Salku kavy denné
— redukce umrti z jakekoliv pricCiny
— 18 % snizeni noveho pripadu rakoviny

— NU - nizka porodni hmotnost ditéte a
predCasné porody u tehotnych

— NU - vyssi riziko zlomenin u zen

Poole R. et all., BMJ 2017:359:j5024/d0i:10.1136/bm;.5024



CAJ

@ China Kadoorie Biobank
@ 199 293 muzu + 288 082 zen (30-79 let)

M@ Snizeni rizika ICHS o 8 % pfri
kazdodennim piti Caje

@ Zeleny | Cerny

@ Nejvyraznejsi nad 30 let konzumace

@ALi X, Yu C, Guo et al.: Tea consumption and
risk of ischaemic heart disease, Heart 2017,
103:783-789



POHYB

@ Kardiologie (ICHS)

l Neurologie (COM, Alzheimerova choroba)
@ Psychiatrie (deprese, uzkost)

[l Obezitologie

@ Onkologie

@ Osteologie (osteoporoza)




Remise

@ Casteéna — z DM do prediabetu
@ Kompletni — zcela normalizace glykemii

— bez farmakoterapie (kromé metforminu)
— trvani minimalné 1 rok



Zrejme ruzné cilové hodnoty
kompenzace diabetu pro ruzné
skupiny osob s diabetem...

m 10 let ,follow up“ UKPDS

— Holman R.: NEJM 2008;359:1577-1589
m 2,5 roku ,follow up® DIGAMI 2

— Melbin L.:Eur Heart J, 2008;29:166-176



14

,Metabolicka pamet™ —
,glukdzova pamet”

@ zmeéna exprese fady proteinu pfi dlouhodobé
expozici zvysené koncentraci glukozy se
cestou glukotoxicity promita do rady bb.:
stupnuje se oxidacni stress | rada dalsich
bunécnych patologickych procesu....

@ vysledkem jsou chronické komplikace diabetu



@Nekolik studii naopak prokazalo
vetsi mnozstvi komplikaci
(hypoglykémie) u polymorbidnich
pacientu s déletrvajicim
diabetem.

@ ACCORD (The Action to Control Cardiovascular Risk in Diabetes
Study Group, NEJM 2008, 358:2543-59)



Kontrola kompenzace diabetu —
glukozova triada

B (,fasting plasma glucose”) — glykémie
nalacno
B (,postprandial plasma glucose!) — glykémie

po jidle (postprandialni)

B — prumeérna
saturace hemoglobinu glukozou za poslednich
6-8 tydnu



Cile terapie DM

@ Glyk. Hb do 45 (43-48) mmol/mol u osob bez
zavaznych pridruzenych osob, zejména u osob s
kratce trvajicim diabetem

@ Glyk. Hb do 60 (59-65) mmol/mol u osob s
pridruzenymi zavaznymi chorobami, cetnymi
hypoglykéemiemi a trvanim diabetu nad 5-15 let

@ Glyk. Hb > 54 mmol/mol - zvazit zmenu terapie

@ Glykemie nalacno do 6 (7,2) a po jidle do 7,5
(10) mmol/l



Terapie DM 1. typu

@ Inzulin

@ u obéznich + glifloziny
@ u obéznich + GLP-1 analoga
@ u obéznich + metformin



Hypo risk .
Weight _

Healthy eating, weight control, increased physical activity, and diabetes education

Metformin
_high

—_low risk

__neutral / loss

Side effects
Costs™——

__Gl/ lactic acidosis

I HbA,, target not achieved after ~3 months of monotherapy, proceed fo 2-drug combination (order not meant to denote
any specific preference— choice dependent on a variely of patient- and disease-specific factors):

Metformin Metformin Metformin Metformin

Metformin Metformin

+
Sulfonylurea

+

Thiazolidine-
dione

+

DPP-4
inhibitor

+

SGLT2
inhibitor

+

+

GLP-1 receptor
agonist

Insulin (basal)

_L intermediate intermediate 1
-4 low risk Llowrisk ...
-1 edema, HF,fxs GU, dehydration 1 |
high

-4 high risk...
-gain
X hypoglycemia

L variable

~high____._____ 8 §E
moderate risk.......§
gain

. hypoglycemi

Side effects

i HbA,, target not achieved after ~3 months of dual therapy, proceed to 3-drug combination (order not meant fo denote
any specific preference—cholce dependent on a variety of patient- and disease-specHic factors):

Metformin Metformin Metformin Metformin Metformin
-+ - - -+ -

Sulfonylurea Thiazolidine- DPP-4 SGLT2 GLP-1 recepto Insulin (basal)
dione inhibitor inhibitor agonist +
+ + | + +

.
su su su_| su_ |
°'| DPP-4-II or| DPP-4-i or|_T2D__| or] 12D | a,- or| DPP-4-i
or| soLt24 || | or| seLt2i | | or [ seLT2.i || | or| DPP4.i |l | or[[insuin’ ] i
or[eeara]l | or or [insutin® ]| | or [insulin® |
or or
|

If HbA,_ target notf achieved after ~3 months of triple therapy and patient (1) on oral combination, move fo injectables; (2} on GLP-1-RA, add
basal insulin; or (3} on titrated basal ins add GLP-1-RA or meaitime insulln. in refra consider TZD or SGLT2-i:

Metformin

+
| Basal insulin + orl GLP-1RA | I

Metformin
+




Aktualizace konsensu ADA/EASD z roku 2019 pro
leCbu DM 2. typu

@ u osob
s KVO (kardiovaskularnim onemocnenim) nebo
vysokym rizikem KVO (ke snizeni vyskytu
srdecniho selhani nebo chronickeho

onemocneni ledvin), bez ohledu na vysku glyk.
Hb



Aktualizace konsensu ADA/EASD z roku 2019 pro
leCbu DM 2. typu

@ Dop upac. S DM 2. typu s
KVO, ale take i u osob bez KVO, ale s jeho
vysokym rizikem vzniku (aterosklerotické zmeny,
vek na d 55 let, onemocneni ledvin, u osob s
albuminurii, hypertrofii levé komory srdecni atp.)

@ 3) Dop. u pac. se srdecnim
selhanim, chron. onem. Ledvin, diabetickou

nohou...



Terapie DM 2. typu

@ ihned po stanoveni dg, spolecne s
rezimovymi opatrenimi metformin

@ hodnota glyk Hb 54 mmol/mol a vice —
revize terapie

@ cile leCby diabetu maji byt vzdy stanoveny
iIndividualné se zretelem ke stavu pacienta
a pritomnosti pridruzenych onemocneni



Terapie DM 2. typu

@ Neexistuje (krome metforminu) jediny
doporuceny lek pro vsechny pacienty
(individualni lecba ,na miru jednotliveho
pacienta”)

@ Lecit i dalsi RF KVO !

@ Mozkova atrofie na MRI u diabetiku
(demence...)



@Screening retinopatie (1x rocne)

@Screening neuropatie (1x rocne)

@Screening nefropatie (funkCni vysetreni
ledvin -1x roCne)

@PecCe o nohy (pri kazde navsteve)






