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PROJEVY GI SELHANI

e c sy Potencialni laboratorni ukazatelé:
o Krvaceni I-FABP
L-FABP
o lleus .BAPT
. Jaterni selhani Citrullin
» Cholecystitida

« Pankreatitida

Piton G, Manzon C, Cypriani B, Carbonnel F, Capellier G. Acute intestinal failure in critically ill




STREVO JAKO ,,MOTOR*“ MODS CI ,,NEDRENOVANY ABSCES"

Puvodni hypotézy:

|. Kriticky stav vede k hypoperfuzi 2. Hypofunkce GIT vede ke kolonizaci horni
stfreva casti GIT

- permeabilita streva - bakterialni translokace do cevniho reciste

- bakterialni translokace portalni zilou - sepse

- sepse - organova selhani

- organova selhani

|. Carrico CJ, Meakins JL, Marshall JC, et al. Multiple-organ-failure syndrome. The gastrointestinal tract: the
“motor” of MOF. Arch Surg. 1986 Feb; 121(2):196-208.




ANO, STREVO JE ,NEDRENOVANY ABSCES“ =
J.Kodi: Kasuistika — Sepse, Ostrava 2006

' : . »Zvladnuti* streptokokového soku —

e | ) o .f P % Streptococcus pyogenes sk. A

Smrtelna ataka — nosokomialni/endogenni
infekce translokaci ze zdravého tracniku —
Klebsiella pneumoniae (ESBL+)
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CONFERENCE REPORTS AND EXPERT PANEL

Gastrointestinal function in intensive care
patients: terminology, definitions
and management. Recommendations

of the ESICM Working Group on Abdominal
Problems

« Akutni gastrointestinalni postizeni (AGI - acute GIT injury):

- L. stupné (riziko selhani): Nevolnost, zvraceni, neslysna peristaltika (typicky porucha
strevni pasaze prvni dny po operaci). Obnoveni funkce je ocekavano do 48 hodin, jen
parenteralni hydratace, prokinetika, vysazeni katecholaminu, omezeni opiatl, po 48
hodinach nasazeni enteralni vyzivy (IB, IC).

Il. stupné (gastrointestinalni dysfunkce): Narusené traveni a vstrebavani s
nemoznosti zajistit vyzivu a hydrataci béznym jidlem. (Gastroparéza, prijem, paralyza
tlustého streva, krev ve stolici nebo zaludec¢nim obsahu, mirna nitrobrisni hypetenze |2-
| 5SmmHg.) Enteralni prijem alespon 20kcal/kg/den nepljde zajistit 72 hodin. Pokinetika,
|écba nitrobrisni hypertenze, mala davka enteralni vyzivy.




- lll. stupné (gastrointestinalni selhani): Ztrata gastrointestinalni funkce navzdory
|é€ebnym postupum I. a Il. stupné, selhani postpylorické enteralni aplikace, pretrvavani
MODS. (Pretrvava vysoky gastricky vydej, strevni paralyza, nitrobrisni hypertenze Il. stupné
| 5-20mmHg, nizky perfuzni tlak stfeva APP <60mmHpg. ) Enteralni vyziva neni tolerovana a je
spojena se zhorsenim MODS. Monitorovani IAH, vylouceni cholecystitidy, peritonitidy,
stirevni ischemie. Vylouceni Iéku zhorsujicich stfevni paralyzu, enteralni vyziva jen v
minimalnim mnozstvi.

- IV. stupné (gastrointestinalni selhani s MODS a Sokem): Strevni postizeni spojene s
obéhovym selhanim. (Strevni nekroza, sokové krvaceni do GIT, Ogilvieho syndrom,
abdominalni compartment). Stav vyzaduje cilenou Iécebnou intervenci — chirurgickou,
endoskopickou, vasografickou ...

Primarni AGI — pricinou je primarni postizeni zazivaciho traktu (cévni ileus, pankreatitida,
poranéni bricha, brisni operace)
Sekundarni AGI — k manifestaci strevni dysfunkce dochazi pri jiné nemoci — pneumonie,

kardialni problémy, Grazy bez poranéni GIT, stav po resuscitaci, pooperacni stavy bez vykonu
na brise.

Intensive Care Med (2012) 38:384-394

DOI 10.1007/s00134-011-2459-y



DALSI TERMINOLOGIE

— Syndrom intolerance enteralni vyZivy: INémoZny enteralni prijem vyZivy (prujem, ileus,

zvraceni, gastrické reziduum, strevni pistél, krvaceni do GIT...) v periodé 72 hodin alespon
20kcal/kg/den.

. Intraabdominalni hypertenze: Nitrobrisni tlak |2mmHg a vice méreny 2x v intervalu 1-6

hodin. (NG sonda, revize tekutinové lécby, svalova relaxace, evakuace ascitu, 20st. poloha trupu....)

- BriSni compartment syndrom: Nitrobrisni tlak nad 20mmHg méreny 2x v intervalu |-6 hodin
a soucasné nove vzniklé organové selhani. Spravna indikace chirurgické dekomprese, zvazovani

neuzavirat primarni laparotomii v rizikovych situacich
. Zvraceni versus regurgitace

- Rezidualni objem zaludku: Vyznamny nad 200ml, zastaveni gastrické vyzivy pri objemu 500ml,

opatrné pri prechodu na postpylorickou aplikaci.

Intensive Care Med (2012) 38:384-394

DOI 10.1007/s00134-011-2459-y



DALSI TERMINOLOGIE

Krvaceni do GIT: Viditelna krev v zaludecnim obsahu nebo stolici. 5-25% pacientu JIF

viditelné zakrvaci, 1,5-4% ventilovanych potrebuiji transfuze.

. Paralyza tlustého streva, paralyticky ileus: Zastava stolice po dobu tri dnu, peristaltika
muze byt slysitelna. Rizikové faktory - sedativa, katecholaminy a opiaty, hyperglykémie a
hypokalémie.

« Zmény pri poslechu peristaltiky — normalné 5-35 zvuki/min. Hypo a hyperperistaltika.

. Dilatace streva — tlusté strevo >6cm, cékum >9cm, tenké strevo >3cm. Koloskopicka
desuflace pri dilataci céka |0cm a neuspéchu konzervativni terapie 24-48 hod. Dalsi pece 48-72
hod., pak chirurgie. Drive pri dilataci céka >12cm.

Intensive Care Med (2012) 38:384-394

DOI 10.1007/s00134-011-2459-y



Guideline Tor diagnosis and management of AGI
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Healthy Gut

q

Strevni epitel:
x|, Enterocyty — absorpcni
o 2. S’ekre’Eni bunky:
o~ Poharkové (Gobletovy) — hlen
s Panethovy — antimikrobialni

peptidy
v ENOkrinni bunky - hormony
i




STREVNI BARIERA

|. Mikrobiom streva 40 trilionu bunék, stejné jako cely hostitel, 103-104
bakterialnich druhu — chrani pred patogeny, komunikuje s imunitnim systémem,
podili se na metabolizmu

2. Mucin - strevni hlen

3. Bunécny epitel, strevni sténa, pohyb streva — strevni pasaz

4. Imunitni sytém — 80% lymfocytu je ve splanchnické oblasti




- cl - ] - e - -~ | L | e | e | b aam—

- e Microbial barrier
«d w (commensal bﬂﬂtﬁﬂﬂ)
<o

Chemical barrier
(mucus layer)

Physical barrier
(the epithelium)

Immunological

barrier e
(immune cells of the laming
propria)

Eilling of bacteria that =
penetrate epithelivm

Muscle layers
(smooth muscle intestinal
wall)




SYSTEMOVY STRES — TRAUMA, OPERACE, POPALENINY ...

|. Zmena strevni bariery

» Obnazeni epitelu mikroklku

» Dysfunkce epitelu

- Translokace strevnich slozek do obehu

« Zmeéna mikrobiomu na pathobiom s rozvojem sepse, soku, MODS

2. Reakce osy strevo-jatra

3. Pusobeni zlucovych kyselin a pankreatickych enzymu

4. Lymfaticky transport - osa strevo - plice
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HYPOPERFUZE, ISCHEMIE/REPERFUZE, PARALYZA
A HYPOXIE - priciny ztraty strevni bariery

Prestup nebezpecnych substanci ze streva do krve a lymfy

« Mikrobialni substance — lipopolysacharidy (bakterie+DNA)
« Slozky jidla — nevazané volné mastné kyseliny

» Travici enzymy — pankreaticke

Vyznam retikulo-endotelialniho systéemu jater — Kupfferovy bunky
(pro/antiinflamatorni efekt) a mezenterialni lymfatické drenaze




|. TRANSLOKACE BAKTERIi A JEJICH PRODUKTU

JATRA — mikrobidlni filtr i reaktor zanétového poskozeni vzdalenych organt

- ,, 1 Oll like*‘ receptory — Kupferrovy bunky, hepatocyty, dendrocyty,
lymfocyty, endotel, stelatové bunky — tvorba cytokinu, riziko stupnovani

zanetové odpovedi

« STAT3 (= signal transducer and activator of transcription) — hepatocytarni

transkriptor, ktery snizuje excesivni systémovou zanétovou reakci




2. POSKOZENI STREVA ZLUCOVYMI KYSELINAMI

» Cholova a chenodeoxycholova kyselina — konverze strevni mikroflorou —
deoxycholova, lithocholova a ursodeoxycholova kyselina — vstrebavani s tuky,

enterohepatalni obeh.

- Cholova, deoxycholova a chenodeoxycholova kyselina snizuji strevni

barieru a zvysuji vstrebavani proteaz s dusledkem zvyseni SIRS.

. Aktivita deoxycholove kyseliny na strevni propustnost souvisi s obsahem tuku v

diete. Mozné vysvetleni pro vyznam enteralni versus parenteralni vyzivy pro

strevni barieru.




3. POSKOZEN| STREVA PANKREATICKYMI ENZYMY
A JEJICH SYSTEMOVY EFEKT

« Pri strevni ischemii pankreaticke enzymy rozkladaji strevni mucin

(glykoprotein) a tesna bunécna spojeni ve strevnim epitelu.

. Travici enzymy produkuji cytotoxicke fragmenty, ktere jsou transportovany do
obéhu a zpusobuji MOF (nevazané volné mastné kyseliny, cytotoxické

fragmenty bunék, smés travicich enzymu — trypsin, chymotrypsin, elastaza,

metaloproteinazy).




4. LYMFATICKA CESTA STREVNI TRANSLOKACE

Dominantni efekt na postizeni plic — ARDS

Lymfaticke uzliny zazivaciho traktu zachycuji vstrebané antigeny a startuji prislusnou

obranou reakci vcetne IgA sekrece do mucinu

Prestup pres lymfu maji do krve pankreaticke enzymy, endotoxin, dalsi vstrebané castice

a produkty lymfatickych uzlin — cytokiny, aktivované imunitni bunky.

Prvnim filtrujicim organem lymfatické cesty jsou plice (osa strevo-lymfa-plice)

Maly vyznam bakterialniho transportu, velky vyznam proteinu akutni faze, prozanétlivych

tukovych mediatoru i volnych mastnych kyselin, fosfolipaza A2 a dalsi produkty




Sci Trans? Med. 2013 January 23; 5(169): 169rall. don:10.1126/scitranshmed. 3005046,

Pancreatic Digestive Enzyme Blockade in the Intestine Increases
Survival After Experimental Shock

Frank A. DeLano’, David B. Hoyt?, and Geert W. Schmid-Schénbein'’

'Depariment of Bioengineering, The Institute of Engineering in Medicine, University of California,
San Diego, La Jolla, CA 92093, USA

ZAmerican College of Surgeons, 6§33 North Saint Clair Street, Chicago, IL 60611, USA
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Three-month survival rates after experimental shock. Animals were divided into hemorrhagic (A). peritonitis
(B). or endotoxic (C) shock and randomized between untreated control and treated annmals. Data are numbers
of swrviving animals/total amimals. P values were determuned with Fisher’s two-tailed exact test, comparing

percent survival of treatment group to the respective untreated control group. 1.p., intraperitoneal.

Untrveated control animals Treated animals (%o

Inhibiror {route of administration) (% surviving) surviving) P
A. Hemorrhagic shock
ANGD (enteral) 312 (25) 10/12 (83) 0.0123
Tranexami¢ acid (enteral) 211020 10/10 (100) 0.0001
Aprotinin (enteral) 0/5 (D) 4/5 (80) 0.0476
B. Peritonitis shock
ANGD (enteral} and ANGD ciprotloxacin/albunun (1.p.) 1710 (10} Q10 (90) 00011
Tranexamic acid {enteral) and tranexamic acid/ciprofloxacin 05 (0) 5/5 (100) 0.0079
albumin (1.p.)
Aprotinin (enteral) and aprotinin/ciprofloxacin/albumin (i.p.) 05 (0 4/5 (80) 0.0476
., Endotoxic shock
ANGD (enteral) 413 (30) 10/11 0.0045
Tranexamuc acid (enteral) 212 (16) 812 0.0360

« 6-amidino-2-naphtyl p-guanidinobenzoate di-methanolsulfate (ANGD)

« Tranexamova kyselina
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ELSEVIER

Successful Treatment With Continuous Enteral Protease Inhibitor in a

Patient With Severe Septic Shock

Y.-T. Lee, J. Wei, Y.-C. Chuang, C.-Y. Chang, |.-C. Chen, C.-F. Weng, and G.W. Schmid-Schénbein

ABSTRACT

Objective. The mortality rate among patients with septic shock is high despite current
therapy. We present a case of Fournier’s gangrene and septic shock at 4 years post—heart
transplantation that was reversed by “continuous enteral feeding” of the digestive enzyme
inhibitor, gabexate mesilate. Recently, powerful pancreatic digestive proteases in the
lumen of the intestine have been identified as initiators of the systemic inflammatory
response. Intraluminal inhibitions of the proteases significantly attenuates intestinal
damage, system inflammation, and multiorgan failure in experimental forms of shock but
it has not been tested in man.

Methods and results. Gabexate mesilate, a synthetic digestive protease inhibitor, was
continuously administered in two liters of crystalloid solution to a patient by enteral
feeding during septic shock. The condition and markers for shock due to sepsis reversed
in a few days.

Conclusion. This case suggested that “enteral” digestive protease inhibition may de-
crease and even reverse the sequelae of shock and sepsis.

Transplantation Proceedings, 44, 817-819 (2012)




TERAPEUTICKE MOZNOSTI PRO SITUACI ZTRATY
STREVNI BARIERY

I. Prevence — minimalizace medikace s vedlejsimi ucinky na GIT
(katecholaminy, sedativa, opiaty), hemodynamicka optimalizace strevni
perfuze, korekce vnitrniho prostredi, prokinetika, enteralni vyziva

2. Ovlivnéni mikrobionu/pathobionu

- synbiotika (probiotika + prebiotika)

- antibiotika a selektivni dekontaminace GIT

- transplantace stolice ztizena soucasnou ATB terapii
3. Blokada autodigesce

- enteralni vyziva




PROBIOTIKA, PREBIOTIKA, SYNBIOTIKA

« Zména pohledu na probiotika po puvodni skepsi, snizeni infekcnich komplikaci.

Probiotics Control Risk Ratio Risk Ratio
Study or Subgroup Events Total Events Total Weight M-H, Random, 95% Cl Year M-H, Random, 95% ClI
Kotzampassi 2006 19 35 24 30 20.4% 0.68 [0.48, 0.97] 2006 =ifes
Klarin 2008 1 23 3 21 0.8% 0.30 [0.03, 2.70]) 2008
Forestier 2008 19 102 21 106 10.2% 0.94 [0.54, 1.64] 2008 e
Knight 2009 12 130 17 129 6.9% 0.70 [0.35, 1.41] 2009 S e
Morrow 2010 13 73 28 73 9.8% 0.46 [0.26, 0.82] 2010 e
Barraud 2010 23 87 15 80 9.7% 1.41[0.79, 2.51] 2010 =T
Tan 2011 7 26 13 26 6.2% 0.54 [0.26, 1.13]) 2011 s
Rongrungruang 2015 18 75 22 75 10.9% 0.82 [0.48, 1.40] 2015 —
Zeng 2016 43 118 %9 117 25.1% 0.72 [0.54, 0.97]) 2016 -
Total (95% CI) 669 657 100.0% 0.74 [0.61, 0.90] &
Total events : 1‘5’5J 202 )
Heterogeneity: Tau" = 0.02; Chi* =986, df=8(P=0.27), I" = 19% =[:- 01 D=1 1=ﬂ| IDDI
Test for overall effect: Z = 3.04 (P = 0.002) Favours Probiotics Favours control
Fig. 2 Effects of probiotics therapy on the incidence of ventilator-associated pneumonia (n = 9). Cl confidence interval, M-H Mantel-Haenszel test

b, o
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L 1.0+
Effect of probiotics on the incidence ®
of ventilator-associated pneumonia in critically .n
ill patients: a randomized controlled multicenter
trial

Juan Zeng', Chun-Ting Wang", Fu-Shen Zhang”, Feng O, Shi-Fu Wang’®, Shuang Ma®, Tie-Jun Wu®,

Hui Tian*, Zhao-Tao Tian®, Shu-Liu Zhang®, Yan Qu®, Lu-Yi Liu’, Yuan-Zhong Li%, Song Cui®, He-Ling Zhao,
Quan-Sheng Du®, Zhuang Ma'®, Chun-Hua Li"®, Yun Li", Min Si"", Yu-Feng Chu', Mel Meng', Hong-Sheng Ren',
li-Cheng Zhang', Jin-Hao Jiang', Min Ding' and Yu-Ping Wang'

-1 probotics group
—eontrol group

0.4+

024

Probability of remaining VAP -free

0.0

| I
Abstract 0 5 10 15

Purpose: To evaluate the potential preventive effect of probiotics on ventilator-associated pneumonia | Stisdy posiiod (days)

Methods: This was an open-label, randomized, controlled multicenter trial invalving 235 critically ill adu
who were expected to receive mechanical ventilation for =48 h, The patients were randomized to receiv
biotics capsule containing live Bacillus subtilis and Enterococcus faecalis (Medilac-5) 0.5 g three times dail
nasogastric feeding tube plus standard preventive strategies or (2) standard preventive strategies alone,
murm of 14 days. The development of VAP was evaluated daily, and throat swabs and gastric aspirate wer
baseline and once or twice weekly thereafter.

Results: The incidence of microbiologically confirmed VAP in the probiotics group was significantly loweTThan 1
in the control patients (36.4 vs. 50.4 %, respectively; P = 0.031). The mean time to develop VAP was significantly longer
in the probiotics group than in the control group (104 vs. 7.5 days, respectively; P = 0.022). The proportion of patients
with acquisition of gastric colonization of potentially pathogenic microorganisms (PPMOs) was lower in the probiotics
group (24 %) than the contral group (44 %) (P = 0.004). However, the propartion of patients with eradication PPMO
colonization on both sites of the oropharynx and stomach were not significantly different between the two groups.
The administration of probiotics did not result in any improvernent in the incidence of clinically suspected VAF, antimi-

Fig. 2 The probability of remaining ventilator-associated pneu-
monia-free (WAP-free) during the study period in the probiotics and
control groups

crobial consumption, duration of mechanical ventilation, mortality and length of hospital stay.



Selective Decontamination of the Digestive Tract in Intensive Care Unit Patients
(SuDDICU) 3/2015 — 1/2019

1. Aplikace 0.5g pasty - colistin 10mg, tobramycin 10mg and nystatin 125,000 IU na ustni

sliznici a orofaryngu a 6 hod.
2. 10 mL suspenze -100 mg colistin, 80 mg tobramycin and 2 x 106 IU nystatin do NG/NJ

sondy a 6 hod.
3. Ctyfi dny i.v. ATB terapie: cefotaxime 1g a 6 hod., nebo ceftriaxone 1g daily, v pfipadé

alergie na cefalosporiny Ciprofloxacin (400mg a 12 hodin).




Selective digestive or oropharyngeal decontamination
and topical oropharyngeal chlorhexidine for prevention
of death in general intensive care: systematic review
and network meta-analysis

BB oren acCESS

BMJ 2014:348:92197 doi: 10.1136/bm|.g2197 (Published 31 March 2014)

Richard Price intensivist’, Gragme MacLennan senior statistician’, John Glen intensivist’, on behall
of the SuDDICU collaboration

" Study Log odds Treatment Control Odds ratie Weight Odds ratlo
ratio (SE) (95% Cl) (%) (95% CI)
Litrich 1989 -0.72(0.33) 35 57 —— & 0.48 (0.25100.93)
Aerdis 1991 0451 (0.62) 28 &0 —-'-—— 1 067 (0.2010 2.25)
Blair 1991 0.28 (0.29) 161 170 s o 5 076 0.483 101 34)
Boland 1991 -0.76 (0.90) 32 32 ‘1 0.47 (0.0810 2.73)
Rocha 1992 -0.63 (0.30) L Fird —— 5 0.53 (0.301t00.95)
|acobs 1993 -0.79 (0.40) 45 e -*—-*—-—-—* 3 0.45 (0.21 to 0.99)
Cackerll 1992 -0.65 (0.47) 75 75 — 2 0.52(0.21t01.31)
Winter 1992 -0.30(0.28) 91 92 —- 5  0.74(0.43101.27)
Verwaest 1997 0.2000.24) 220 220 :m-— i 1.22 (0.77 to 1.94)
Palomar 1997 0.03 (0.43) 50 49 ———— 2 0.97(0.42t02.25)
Sanchez-Garcia 1998  -0.34(0.22) 131 140 —— 8 0.71(0.46101.11)
Kreuger 2002 -0.50(0.20) 265 262 —— 9  0.61(0.41t00.90)
de Jonge 2003 0.53(0.17) 466 468 —— 12 0.59 (0.42100.81)
Stoutenbeek 2007 0,07 (0.24) 201 200 o 7 0.94 (0.591t01.49)
De Smet 2009 -0.19 (0.08) 2018 1979 | 31 0.83 (0.72100.96)
Total (5% Cl) 3912 3927 * 100 0.73 (0.64 to 0.84)
Test for hete mEEﬂ:?iw: T'=0.01, 1'=16.17, o0 a.1 1 10 300
df=14, P=0.30, ['=13%
Favours Favours
Test for overall effect: z=4.67, P10.001 experimental control

Fig 2 Forest plot of intervention-control pairwise meta-analysis of selective digestive decontamination v control in adult
patients in intensive care
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b e 4 oropharyngeal decontamination (SOD), or selective digestive tract

decontamination (SDD) associated with reduced risk of
bloodstream infections due to multidrug-resistant gram-negative

bacteria among ventilated patients in intensive care units (ICUs)
with moderate to high prevalence of antibiotic resistance?

Findings In this randomized trial of 8665 patients, the use of
chlorhexidine 19 mouthwash, SOD, or SDD was not associated
with significant differences in ICU-acquired bloodstream infections
with multidrug-resistant gram-negative bacteria (adjusted hazard
ratios, 113, 089, and 070, respectively), compared with a baseline
period of chlorhexidine body washing and a hand hygiene
iImprovement program.

Meaning Among ventilated patients in ICUs with moderate to
high prevalence of antibiotic resistance, use of chlorhexidine 1%
mouthwash, SOD, or SDD was not associated with a significant
difference in bloodstream infections with multidrug-resistant
gram-negative bacteria compared with standard care.

IMPORTANCE The effects of chlorhexidine (CHX) mouthwash, selective oropharyngeal
decontamination (SOD), and selective digestive tract decontamination (SDD) on patient
outcomes in ICUs with moderate to high levels of antibiotic resistance are unknown,

OBJECTIVE To determine associations between CHX 2%. S00. and SDD and the occurrence
of ICU-acquired bloodstream infections with multidrug-resistant gram-negative bacteria
{MDRGMB) and 28-day mortality in ICUs with moderate to high levels of antibiatic resistance.

DESIGH, SETTING, AND PARTICIPANTS Randomized trial conducted from December 1, 2013, toMay
31 2017, in 13 European ICUs where at least 5% of bloodstream infections are caused by extended-
spectrum fi-lctamase-producing Enterchacteriaceae. Patients with anticpated mechanical ventilation
of more than 24 hours were eligible. The final date of follow-up was September 20, 2017,

INTERVENTIONS Standard care was daily CHX 296 body washings and a hand hygiene
improvement program. Following a baseline period from 6 to 14 months. each ICU was assigned
in random order to 3 separate G-month intervention perods with either CHX 2% mouthwash,
SOD {mouthpaste with colistin, tobrarmmycin, and mystatin, or SDD (the same mouthpaste and
gastrodntestinal suspension with the same antiblotics), all applied 4 times daily.

MAIN OUTCOMES AND MEASURES The occurrence of ICL-acquired bloodstream infection with
MDRGME (primary outcome) and 28-day mortality (secondary cutcome) during each
intervention period compared with the baseline period.

RESULTS A total of B565 patlents (median age, 64.1 years: 5561 men [64.256]) were included
in the study (2251, 2108, 2224, and 2082 in the baseline, CHX, 500, and SDD periods,
respectively). ICU-acquired bloodstream infection with MDRGNB occurred among 144
patients (154 episodes) in 2.1%. 1.8%, 1.5%, and 1.2% of included patients during the baseline,
CHX, 500, and SDD periods, respectively. Absolute risk reductions were 0.3% (95% Cl,
=01.6% to 11%6), 0L6% (95% CIL, =0.2% to L4%). and 0.8% (95% CI. 0.1% 1o 1.6%) for CHX,
S00. and 50D, respectively, compared with baseline. Adjusted hazard ratios were 113 (95%
Cl, 0.68-1.88), 0.89 {(95% C1, 0.55-1.45), and 0.70 (95% CI, 0.43-114) during the CHX. S0D.
and 50D periods, respectively, vs basaline. Crude mortality risks on day 28 were 31.9%,
32.9%, 32.4%, and 34.1% during the baseling, CHX, 50D, and SDD periods, respectively.
Adjusted odds ratios for 28-day mortality were 1.07 (5% C1. 0.86-1.32), 1.05(95% (1,
0.85-1.29), and 1.03 (95% CI, 0.80-1.32) for CHX, 500, and 500, respectively, vs baseline.

CONCLUSIONS AND RELEVANCE Among patients recefving mechanical ventilation in ICUs with
moderate to high antiblotic resistance prevalence, use of CHX mouthwash, S0D, or SDO was
not associated with reductions in ICU-acquired bloodstream infections caused by MDRGNB
compared with standard care.

TRIAL REGISTRATION ChinicalTrials.gov NCTO2208154



ZAVER: Stfevo je motorem MOF

|. Zakladem poskozeni streva neni jen hypoperfuze, ale i autodigesce.
2. Ze streva unikaji bakterie, metabolity zlucovych kyselin, pankreaticke a strevni
proteazy.
3. Transport bakterii jde predevsim portalnim systemem a imunitni reakce jater
stupnuje SIRS.
4. Transport proteaz jde predevsim lymfatickym systéemem a hlavni reakci je ARDS.
5. Terapie je zameérena na prokrveni streva, enteralni vyzivu, mikrobiom
a vyhledové na neutralizaci proteaz.
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