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Noveé biomarkery v detekci organove hypoperfuze

u pacientu v kardiogennim soku

MUDr. Jan Stasek
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Kardiogenni sok - mortalita

A Death from Any Cause
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 Mortalita pacientU v kardiogennim Soku je nadale vysoka a je Uzce spojena
s rozvojem syndromu multiorganové dysfunkce (MODS
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MODS
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Therapeutic options Vasodilator Mechanical circulatory support

Krychtiuk et al., Eur Heart J Acute Cardiovasc Care 2022

c 7 INTERN{ : F%l'l(alljvll'yé"mce I
@ KUINIKA oSt BRNO MED



Co je ,,motorem* MODS ?

 Jatra, ledviny, plice, GIT, mikrocirkulace...
 Jak ovlivnuje strevo MODS ?

- teorie strevni lymfy
- zména strevni mikroflory
- naruseni kontinuity epitelu (apoptdza, hyperpermeabilita)
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Mittal, Coopersmith, Trends Mol Med. 2014
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Strevo a MODS
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* Klinické znamky dysfunkce GIT

- objemné gastrické reziduum
- zvraceni

- vymizela peristaltika

- prdjem

- distenze bricha

- krvaceni




NOMI (Non-occlusive mesenteric ischemia)

* Mortalitaaz 93%

* Diagnostika obtizna:
- USG
- CTAg

- endoskopie
- biomarkery (citrulin, D-laktat( |-FABP)
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Yu, Kirkpatrick, Can. Ass. Radiologists’ Journal 2023




I-FABP (Intestinal Fatty Acid Binding Protein)

SHOCK, Vol. 51, No. 4, pp. 410—415, 2019

INTESTINAL FATTY ACID BINDING PROTEIN IS ASSOCIATED WITH
MORTALITY IN PATIENTS WITH ACUTE HEART FAILURE OR
CARDIOGENIC SHOCK
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SOFA -2 (Sequential Organ Failure Assessment — 2)

Table 2. The SOFA-2 Score®®

Organ system

Score

0

1

2

3

4

Brain®d

Respiratory’

Cardiovascular <tm

Liver

Kidney

Hemostasis

GCS 15 (or thumbs-up,
fist, or peace sign)

Pao,:Fio, ratio
>300 mm Hg (>40 kPa)

MAP =70 mm Hg, no
vasopressor or inotrope
use

Total bilirubin £1.20
mg/dL (£20.6 pmol/L)

Creatinine <1.20 mg/dL
(<110 pmol/L)

Platelets >150 x 103/pL

GCS 13-14 (or localizing
to pain)? or need for
drugs to treat delirium®
Pao,:Fio, ratio

<300 mm Hg (<40 kPa)

MAP <70 mm Hg, no
vasopressor or inotrope

Total bilirubin £3.0
mg/dL (<51.3 pmol/L)
Creatinine <2.0 mg/dL
(2170 pmol/L)

or urine output <0.5
mL/kg/h for 6-12 h

Platelets <150 x 103/pL

GCS 9-12 (or withdrawal
to pain)

Pao,:Fio, ratio €225 mm
Hg (<30 kPa)

Low-dose vasopressor:
(sum of norepinephrine
and epinephrine

<0.2 pg/kg/min)

or any dose of other
vasopressor or inotrope

Total bilirubin 6.0
mg/dL (£102.6 pmol/L)
Creatinine <3.50 mg/dL
(<300 pmol/L)

or urine output

<0.5 mL/kg/hfor=12h

Platelets <100 x 103/pL

GCS 6-8 (or flexion to
pain)

Pao,:Fio, ratio

<150 mm Hg (<20 kPa)
and advanced ventilatory
support?"

Medium-dose
vasopressor (sum of
norepinephrine and
epinephrine >0.2 to
<0.4 pg/kg/min)

or low-dose vasopressor
(sum norepinephrine and
epinephrine 0.2
ug/kg/min) with any
other vasopressor or
inotrope

Total bilirubin <12.0
mg/dL (<205 pmol/L)
Creatinine >3.50 mg/dL
(>300 pmol/L)

or urine output

<0.3 mL/kg/h for =224 h
or anuria (0 mL) for
212h

Platelets <80 = 103/pL

GCS 3-5 (or extension to
pain, no response to pain,
generalized myoclonus)

Pao,:Fio, ratio £75 mm Hg
(=10 kPa) and advanced
ventilatory supportd:"

or ECMO!

High-dose vasopressor
(sum of norepinephrine
and epinephrine

>0.4 pg/kg/min)

or medium-dose
vasopressor (sum of
norepinephrine and
epinephrine >.02 to
<0.4 pg/kg/min) with
any other vasopressor or
inotrope or mechanical
support""

Total bilirubin >12 mg/dL
(>205 pmol/L)

Receiving or fulfils criteria
for RRT (includes chronic
USE)O’p'q

Platelets <50 x 103/uL

Ranzani et al., JAMA 2025

GIT ?
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Idealni biomarker ?

Vlastnosti idealniho biomarkeru:
- vysoka specificita
- vysoka pozitivni (negativni) prediktivni hodnota
- jednoducha dosazitelnost (sérum, moc)
- rychla stanovitelnost
- idealné bed-side
- cenova dostupnost
- rychld odpovéd na zménu stavu (terapeut. odezvu)

FAKULTNI
NEMOCNICE
NO



Glukagon-like peptid 1 (GLP-1)

 Sekrece L-bunkami v tenkém strevu

* Sekrece stimulovana nutricnimi a neuralnimi faktory
e Zanétlivé stimuly (lipopolysacharid, IL-6 ?)

e Casna detekce stfevni ischemie
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Metody Q?

* Pacienti v kardiogennim Soku |éceni na KJ IKK FN Brno
* Prospektivni data od 34 pacientu

* Plazma odebrand denné béhem 7 po sobé jdoucich dnt od pfrijeti, zmraZzena na
minus 70°C

* Hodnoty GLP-1 spolu se zanétlivymi markery, ukazateli oxidativniho stresu a
organoveé dysfunkce

* Hodnoty GLP-1 byly korelovany s rozvojem syndromu systémoveé zanétlivé reakce
(SIRS) a nemocnicni mortality
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GLP-1 a SIRS

SIRS (N = 23) 76,79 84,41 95,99 88,88 83,06 62,19 57,23 26,19
Bez SIRS (N = 11) 58,23 55,72 59,52 52,28 50,21 34,1 54,53 31,95
GLP-1 a SIRS
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Markery oxidativniho stresu a zanetu

Malondialdehyde Presepsin
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Podobna data

Clinical Research in Cardiology (2024) 113:1211-1218
https://doi.org/10.1007/500392-023-02366-2

ORIGINAL PAPER

GLP-1 in patients with myocardial infarction complicated
by cardiogenic shock—an IABP-SHOCK II-substudy
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Do budoucna

* Analyza rozSireného souboru o 30 pacientu ze spolupracujiciho zahrani¢niho
centra

e Zjednoduseni a sjednoceni metodiky stanoveni GLP-1

e Asociace versus kauzalita ?
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Zaver

Dysfunkce gastrointestinalniho traktu hraje jednu z klicovych roli rozvoje
syndromu multiorganového selhani (MODS)
* Diagnostika pomoci klinického vysetreni a zobrazovacich metod je obtizna

* Nezastupitelnou roli hraji biomarkery

* GLP-1je jednou z nadéjnych molekul
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