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Uvod

e Zastava=anoxicka f.—ischem.reperfuzni f.

minuty cca3dni

Ischem. reperfuzni poskozeni mnoho pricin

Jednou z pricin oxidativni stres



Cil

moznost ovlivheni oxidativnhiho stresu
infuzni terapii selenem



Selen u kritickych stavu

® GPx,TrxR,SePP —> |ROS, |SIRS, treparaceDNA

*p<0.05

e u ICU pacientu

Serum selenium level pmol/I

- |S-Se s tizi stavu

sepse > tézka sepse > septicky Sok > MODS

- S-Se = progrese do MODS
- S-Se = mortalita na ICU

Sepsis Severe se psis Septic shock

G Hardy, Nutr Clin Pract, 2012
W Manzares,Intensive Care Med.,2013
Forceville X, Crit Care Med, 1998



Substituce- SEPSE

Selenium Control Risk Ratio Risk Ratio
Study or Subgroup Events Total Events Total Weight M-H, Random, 95% Cl Year M-H, Random, 95% CI
Zimmermann et al [30] 3 20 8 20 2.2% 0.38 [0.12, 1.21) 1997 —
= Angstwurm et al [31] 7 21 11 21 5.7% 0.64 [0.31, 1.32] 1999 —
Y mo rt a |t Q e 1o 3 1 2 o  votioss L7e 2007 -
Angstwurm et al [34] 46 122 61 124 36.1% 0.77 [0.57, 1.02] 2007 —H
Mishra et al (36] 8 18 11 22 6.9% 0.89 [0.46, 1.73] 2007 e
Montoya et al [38) 6 34 8 34 3.4% 0.75 [(0.29, 1.93] 2009 ——
Manzanares et al [18) 3 16 6 19 2.1% 0.59 [(0.18, 2.00] 2011 —
> 7d Valenta et al (17] 19 93 24 89 10.9% 0.76 [0.45, 1.28] 2011 e
_— Andrews et al [19] 42 127 38 125 23.1% 1.09 [0.76, 1.56] 2011 —
Total (95% CI) 482 483 100.0% 0, 0.99] 9
> 500-1000”g/d Total events 148 180
Heterogeneity: Tau® = 0.00; Chi* = 5.65, df = 8 (P = 0.69); I = 0% 0{1 0.‘2 O‘.S 2‘ é 110

Test for overall effect: Z = 2.05 (P = 0.04)

bolus

Favors selenium Favors control

bezpecné podavani - jednotliva 4000pg/d, kumulativni 18 000u g/10-14d

nejvetsi profit nejtézsi stavy

F Landucci, J Crit Care, 2014
TS Huang,Plos one,2013

P Rayman, Lancet, 2012

Z Wang, Shock, 2009



Substituce- OBEHOVA ZASTAVA

e jschemicka CMP- zmenseni infarktu (CT)- &éim dfive tim vétsi efekt (hodiny) !

e jedina studie po obéhové zastavé

nerandomizovana, retrospektivni, MTH jen u 10%

CPC 1-3 OR 2,38 (p=0,014), preziti OR 1,39 (p=0,35)

J Reisinger, Am J Emerg Med,2009
T Yamaguchi,Stroke, 1998
A Ogawa, Cerebrovasc Dis, 1999



Metodika

e prospektivni randomizovana studie

e parent. podani selenu vs. kontrolni skupina

e pilotni faze, N=21



Metodika

e vstupni kriteria
uspéesna KPR pro obéhovou zastavu mimo nemocnici
jakykoliv inicialni rytmus
preziti alespon 24h

* protokol

randomizace do 1h

Na-selenit i.v. (Selenase T® Biosyn )

1. den 3000pg bolus (30min) ihned po prijeti
2.-7.den 1500pg kontinualni infuze (50mIFR/24h)



Metodika

Oxidacni/antioxidacni stav dROM, BAP, dROM/BAP index, RNA ox.

Zanét CRP,prokalcitonin,leu

Tkanové poskozeni NSE, kreatinin, ALT, laktat

Klinicka vysetreni CPC, mortalita, doba do extubace, infekce




Vysledky

Pocet pacientt 11 10
Vék (roky) 66,1 70
Diabetes mellitus (%) 50 64
FiK (%) 90 80
IABC (%) 27 10
Kreatininemie (umol/I) 162 128 (p=0,08)
ROSC (min) 25,3 19
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Oxidativni stres index

Oxidativni stres index dROM/BAP
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8-OH-guanosin
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NSE, laktat, kreatinin, ALT
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CPC

Se lécena sk. Kontrolni sk.
o 30% CPC 1-2
QU - &
/ \ mCPC5
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’

81% (

Dimise z KJ 2,27 3,35 (p=0,05)

1 mésic 1,86 2,9 (p=NS)




Zaver

* nezhorsuje parametry

* redukce oxidativniho stresu

« zvySeni antioxidacni kapacity



Dékuji za pozornost



