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Chronické onemocneéni ledvin

* porucha struktury/funkce ledvin
trvajici alespor 3 mésice o o e e

= = = - : = ¢ : X\ /7

. A - )= Q ~o

* GFR <60mU/min
* proteinurie/hematurie 19 . ' | :
» zobrazeni (polycysticka choroba) - | — ,' i

* vyskyt stoupd ! ShE s

M OF UNDERLYING ESTIMATE @ EVALUATE ¥ FOR RENAL W DIALYSIS OR
CONDITION AND ¥ THE RATE OF WY AND TREAT W REPLACEMENT L' TRANSPLANTATION
o’ comoraIDITIES PROGRESSION | COMPLICATIONS ) THERAPY IF UREMIC

* 2 hlavni problémy: ——— a8
* kardiovaskularni riziko
e spontanni progrese

+
Vojtéch Petr | CKD/ESKD u pacientl po AKI 2 n II§(][E



Epidemiologie CKD a jeho rizika

Leading causes 2016

1 Ischaemic heart disease

Leading causes 2040

1 Ischaemic heart disease

2 Stroke

2 Stroke

3 Lower respiratory infections

4 Diarrhoeal diseases

5 Road injuries

6 Malaria

7 Neonatal preterm birth

& HIV/AIDS

g COPD

10 Neonatal encephalopathy

11 Tuberculosis

12 Congenital defects

13 Lung cancer

14 Self-harm

15 Diabetes

16 Chronic kidney disease
17 Other neonatal

18 Alzheimer's disease

|19 Neonatal sepsis

|2D Liver cancer

25 Falls
26 Colorectal cancer
28 Hypertensive heart disease

29 Breast cancer

Foreman etal. Lancet, 2018
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All-cause mortality, 721 394 participants; 102910 events
Cardiovascular mortality, 719 987 participants; 27 051 events
All-cause hospitalization, 676 519 participants; 7862 events
Myocardial infarction, 711 478 participants; 18659 events
Stroke, 711293 participants; 17 609 events

—— Heart failure, 674 255 participants; 28 530 events
Atrial fibrillation, 653 507 participants; 38 224 events
Peripheral artery disease, 660412 participants; 4458 events

Kidney failure with replacement therapy, 637 387 participants; 24 342 events
Acute kidney injury, 632 452 participants; 466 201 events

Grams et al., JAMA, 2021 Jankowski et al., Circulation, 2021
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Epidemiologie CKD po AKI

Veltkamp et al., NDT, 2025

_ Major adverse
CKD Kidney kidney event
& A mmdence progression failure (composite outcome)
HR 2.36 HR 1.83 HR 2.64 OR 2.77
AKI (overall) (AKI 25.8%- (AKI 43.1%- (AKI 2.9%- (AKI 59.0%-
vs. no AKI no AKI 8.7%) no AKI 35.6%) no AKI 0.5%) no AKI 32.7%)
AKI 1 3.3(2.4-4.3) ménénez7dnt 2.6 (1.0-4.1)
AKI 2 3.2(2.7-3.8) 7 avice dn( 5.6 (4.7 -6.5)

AKI 3 4.9 (4.3 -5.5)
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Vznik CKD po epizod& AKI

Tissue repair
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Normalni kreatinin nemusi
znamenat neposkozené ledviny

Ztrata ~88 % parenchymu
Scr = 737 pmol/l
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Ferenbach & Bonventre, Nat Rev Neph, 2014
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Sledovani nefrologem po epizode AKl je
spojeno s lepsim prezitim

Cumulative risk of all-cause mortality

Figure 2 | Risk of all-cause mortality in survivors of severe acute
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Tuetal., BMC Neph, 2026

Podle aktualniho draftu KDIGO guidelines
méneé nez 5 % pacientl, ktefi méli AKI, jsou

posléze sledovani nefrologem.
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Sledovani nefrologem po epizode AKl je
spojeno takeé s lepsimi outcomy ledvin
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Proteinurie je problém a jeji redukce
prokazatelne zpomaluje progresi CKD

Albuminuria categories
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Chronické onemocneéni ledvin
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Hommos et al., JASN, 2017
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Progrese CKD je stereotypni proces

Primarni pricina
glomerulopatie

tubulointersticialni
choroby

diabetes
obezita
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Proc CKD spontanne progreduje?
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Progrese CKD - dysregulace na urovni
jednotlivych glomerulu

pokles poétu nefront => dilatace vas afferens + konstrikce vas efferens =

vzestup glomerularniho tlaku = glomerularni hyperfiltrace
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Dva hlavni mechanismy nefroprotekce

/ | ACEi/ARB/MRA |
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VAR AN v

Jednim z ¢asnych projevu Ucinné nefroprotekce je
inicialni pokles glomerularni filtrace
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Inicialni pokles GFR je spojen s lepsim
efektem nefroprotekce
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Pokles GFR po nasazeni nefroprotektiv je projevem Acute decline
poklesu glomerularniho tlaku, zmirnéni glomerularni Jongs etal., JASN, 2022

hyperfiltrace, a tak klesa pretizeni tubularniho systému
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Nefroprotekce se presouva ze zpomaleni
progrese CKD do prevence vzniku CKD

Figure 2. Kaplan-Meier Plot of Time to Acute Kidney Injury

in the Primary Analysis
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Nefroprotekce funguje, ale musi ji pacient mit

C) Potential impact on time to kidney replacement therapy of the different Preskri pém’ l:Ispéélf]OSt v IKEM...
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85 Therapy Ma mit Ma (%)

80
E70 RAS inhibitor 1071 823 (76,8 %)
S0 SGLT-2 inhibitor 781 328 (42 %)
%5" GLP-1 agonisté 289 123 (42,6 %)
Ea0
. Placebo nsMRA (finerenon) 30 2 (6,7 %)
0]

20

Pokud by méli vSichni pacienti, ktefi “maji mit”
10 e, . - e L — L ———— po SGLT2i, pak by soe dosazeni dlalyzy oddalilo o
prumérné 2,5 roku.

Difference: 1.9 years
0 5 10 15 20 25 30 35 40 45
Time to kidney replacement therapy (years)

0

+
Vojtéch Petr | CKD/ESKD u pacientl po AKI o _ ) 18 n IIB(/F
Fernandez-Fernandez et al., CKJ, 2023 Zahradka, Viklicky, nepublikovana data, 2026



Nahrada funkce ledvin
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Pocty pacientl v programu nahrady funkce
ledvin

pacienti v programu nahrady funkce ledvin (dialyza +Tx) 11987 1100
dialyza 6 005 551

novi pacienti v dialyze 1561

pacienti s funkcnim stépem 5982 549
nove transplantovani pacienti 524 48
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Transplantace ledviny

Relative Risk of Death
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Vyvoj preziti Stépu ledviny v IKEM
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* CKD je se rozviji az u 25 % pacientu, ktefi vyvinuli AKI

* nefrologicke sledovani je prokazatelne spojeno s lepsim prezitim
pacienta i lepsimi vyhlidkami pro jeho ledviny

 CKD je spojeno predevsim s kardiovaskularnimi komplikacemi,
riziko progrese do potreby nahrady funkce ledvin je male

 transplantace ledviny nabizi i u pacientl nad 70 let mortalitni
benefit nad setrvanim na dialyze
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Déekuji za pozornost!
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