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ABUBIANIIBONIWYVOUNIS
AnsonuaniSulugUoolsanunva
(biomarkers for diagnosis of
bacterial infection in cirrhosis)

AaY" 19NgUnUI
INASUNS NU:NASUE

undn

nsfndenuaieluitaslsaduudanuldinniedosay 25-35 luftelsaduudeiidniums
Snwnlulsamenuiarioun wasnulduosnitlulssensialuge 6 wih® Tae spontaneous bacterial
peritonitis (SBP) k&g spontaneous blood stream infection LﬂuaaﬂiﬂamL%@%ﬁﬂﬁwuiuﬁﬂjﬂiiﬂ
fuuds msdndeuueiiGeludthonguiiannsansdulfiinnmedonsenlumadiueimns hepatic
encephalopathy laeidsunau wagiinng acute-on-chronic liver failure (ACLF) %38 acute
decompensation (AD) wariinsidedinauuléd? deiunisitadonisindeuuniiFeludiae
Tsaduudsldegnannuaglinisinusesujiusinseuaguindudedify Tudagtuis
fnsfnudeiiianadanmiiduiuisunalnnisindeuuaiideluguaslsaduudaiedas

N3 0dsN15AATDRE1959ALE AR TULINLNY

nalnmsiiamsanisonuaiiselugdoslsaduiiy
Genetic predisposition to bacterial infection

\TouupfiSevseasAusvneurande Wy endotoxin azduiuisudyauinaiuged
afiAuiu lawn Toll-like receptors (TLR) Usenauluse TLR1, TLR2, uag TLRE wavdSudayayo
Tusadlaun Nod-like receptors (NLR) Usgnaulusae nucleotide-binding oligomerization domain
containing 2 (NOD2) tkaiz NOD-, LRR- and pyrin domain-containing protein 3 (NLRP3) 1ae TLR1
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waz TLR2 9duiiu tri-acylated lipoprotein 91nifeuuafiiensiuan TLRG asduiu lipopolysac-
charides (LPS) vuRusaduuaiilsensuay uag NOD2 2zduiu muramyl dipeptide vuRasad
wuATSENINAY LﬁaﬁmﬁuﬁmzijﬁaLwﬂﬁﬁaLLazéTa%’Ué’muqumﬁ’%Lﬁmmimsﬁu Nuclear
Factor Kappa B (NF-kB) wazdin1swas antimicrobial peptides nuun”

Tugthelsaduudsiisl NOD2 variants agillenaiiin SBP wazidedinunnninnguiisl NOD2
Unf warlunguiithefidnamzderfiuuan wuidtasdill NOD2 variants aiiin variceal bleeding
wazszFetuannninguiidl NoD2 Uni® Bnvisdamuingtaenduiiiia NOD2 uay TLR2 variants 2
flonaiAin SBP 1nTu (OR 11) warduiusiunisiin bacterial translocation Tiiugu®
Bacterial overgrowth

Tunmruni AnuaunaszyieaunEsludld (ut microbiota) uasuuafiFerielsaaziiuds
nshaderielsa wnfimsidsuuasesaunaiasriliiAnn g intestinal bacterial overgrowth
W38n1g dysbiosis 17

Intestinal bacterial overgrowth tHun1gfinuveslugihelsasuuduiesainiinng
Wasuulaswasnmsvdsnsalunszmizens finsanasvasnandeusivesdild uaznisanases
Msndaing saudedinnswas antimicrobial peptide flanas Tnannziisniistuludlddndunsn”
uazfitelanduudaiisl intestinal bacterial overgrowth siifin SBP snnndnguitlifiame®
Increased intestinal permeability

TunmzUnd tight junction iz‘m'wLﬁuaéL?jaqLﬂud’suﬁﬁ@umiﬂmﬁ’uiﬂﬁl,ﬁmmil,ﬂ%u
€18 bacterial products 5134 intestinal lumen wazszuulwadeulain Tuftelsaduudansd
ANSWAY tumor necrosis factor-a (TNF-a) Lﬁuuﬂﬂ%ﬂu gut-associated lymphatic tissue dawal
tight junction AanefAIAZINsABLIEfveNToLUAT ISR IAd (transcytosis) HuLINT
finsvhaures Paneth cell anas uenaniidefinmdsensidudimsduialnenssssniaeadide
QLLagL%E]LLUﬂﬁﬁEJaE] IgA biliary lipid wag antimicrobial peptides anas® dwalilin bacterial
translocation AusKazIAnNsAsEusEUUiAuilus1seegwsiaiies IAATuA1IE immune

a

exhaustion wag immune paralysis (E‘U‘VI' 1) wonnil ane portal hypertension Iuﬁgﬂﬁeﬂiﬂﬁu
wila Sl microcirculation Tudeysiiwesdlduasuly an mucosal blood flow dsHalviin
nsvndennargde mucosal integrity™ reliAnnshndenuafiFelsnniuluiiendutl
Impaired immunity

Cirrhosis associated immune dysfunction (CAID) Lﬂumamﬂﬁﬁmﬁ’uumﬁ@ﬂ (immunode-
ficiency) ﬁﬂizwuﬁgdinnate immune system Uag adaptive immune system iuﬁl\fﬂ’sﬂiﬂﬁmﬁﬂ

(%

@qﬁ(mﬁ)

- Fudaidenanlaeanig neutrophil, T-helper cell, cytotoxic T cell wag CD27+

memory B-cells anay
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- ANEINIaluN1g phagocytosis Way mobilization 83 mononuclear phagocytic cell
ee neutrophil anas

- MTNDUAUDIND mitogen Way CDA0/TLR9 SZJENLﬁG]LﬁE]WU’]'J?IﬁG] T cell hag B cell anag

- g7 liver reticuloendothelial mononuclear cell anasiiazil porto-systemic shunting
ausn daalinisinanedeuuniiselugldanas uazannisadrs complements

- fhavhewannfliaund (hypersplenism) ildiianisitanewasidinidonuieg195aniin

wenanil CAID dulin1snseduszuugiiAuiueg1aeailosiumie pathogen-associated

molecular patterns (PAMPs) way damage-associated molecular patterns (DAMPs) @swalwitin

N1INAIANINTEAUNTBNEAU (pro-inflammatory cytokines) asign™
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Cirrhosis |
1
Gut microbiota Altered intestinal barrier
Small bowel intestinal Vascular congestion, Tight
bacterial overgrowth, junction loosening, IgAJl., Biledl.,
dysbiosis antimicrobial peptides.

- Genetic predisposition
NOD2 variants, TLR2 variants

Bacterial translocation

v v

Mesenteric lymph node Portal vein

\d \

Cirrhosis associated immune dysfunction
Impaired innate & adaptive immunity
Persistent systemic inflammation

v

Bacterial infection

TR A

Hepatic \ ) \
encephalopathy Mortality )

I.r" Hepatorenal T & N

] ACLF

;J‘Llﬁ 1. nalnn1siiin bacterial translocation IuéﬂaﬁiiﬂﬁULL‘ﬁd Usgneulusme increased intestinal
permeability, impaired immunity wag bacterial overgrowth dwaliiAnnisiadoudauuaiise
Iuﬁﬂﬁlfff']ajiwuimaLﬁauiaﬁw%asiauﬁwmﬁaﬂuﬁiaqﬁaq \inn"3n3eeu proinflammatory cytokines
LLazﬁmiam‘%’amum damalyiinn12z hepatic encephalopathy, hepatorenal syndrome, acute-

on-chronic liver failure waiNNSELTINAIULN

wavoun1SARIsaNUATISY

MndayanisAnviwuunvaniiuly 9 lsmeunassiuafeniivivsemalne Tagiiugide

winanlsmenuragansalluftheduuduisdu 570 918 wuihnshadesuaiiseduamensdu
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finuvosiigaiinliinefoadrfunsnululsmeniase a1z AD uaz ACLF Taswumnugn
Jovar 48.1 uavdoua 61.9 MNEIAU AMUNWIENANNILHEABONAINNIUAUIMTAILUY
(upper gastrointestinal bleeding) LaENSANLDANeE0d uaﬂmﬂﬁm'ﬁam%mmﬂﬁﬁa Faufudade
ﬁﬁzﬂumiwmﬂizﬁé”mﬂmﬂ?m?ﬁmﬁ 30 ’"quslué’ﬂaaﬁml,%qﬁﬁ ACLF (adjusted Odd ratio 1.72, 95%
confidence interval 1.05-2.83, p-value = 0.03)*

N1y ACLF ﬁ?ummimﬁﬁ%ulﬁﬁgﬂuswz compensated cirrhosis ag decompensated
cirthosis wulsi¥esay 30 vesfihelsafuudeiihiunsinuilulsmeuna’® ssuvedorzdumanly
fthelsaduideseiinusnniigafioln Amdulesas 55.8 sesaunuiiiu Andusesas 43.6 uarszuu
nsudafonden Andufesar 27.7"" nisfindonuaiiFeluftienguinuldvatsmuns
nsfnwuuudoundsanlsmenuiaguiasnsallugthefuudaiidniunsnululsmenuiadiuu
146 510 fthefaidoranun 75 518 Andudesas 51.3 vesaummadhiunisinululsmenua
Tngmunsindeuuaiide 5 drduusniifuawmueamadisumssnululsmeivia léud s
$ovay 13.7 Msfnalunszuaideniuuusugd (primary bacteremia) fovaz 11.6 Aailiolunaiu
Uaanaz (urinary tract infection) $osaz 5.5 Aadofisuuayviera (hepatobiliary infection)

Sovaz 4.1 warfnweluuen (pneumonia) Soway 4.1%7

nalnniseuaussodanseulunnAname ACLF Sdwusied™

1. waduualasialudiu (Kupffer cells) l#funisnseduaindsnsedusiumia TLR,
complement receptors (C3R, C5R) kag DAMPs vinlviiinn1snsesiu inflammatory mediators,
cytokines 1 TNF-QI, interleukin (IL)-1, IL-6, wagtoulwaigoalusAums ¢ (proteolytic enzymes)
\Annsnseduleadideylivhauinund (endothelial dysfunction)

2. nnsasuulain1sBusinuventisdld vlviwadidedens1a endotoxin uag LPS
Furuludasiv

3. Stellate cell Tusiulasunisnszduain Kupffer cells AelAnnsndsanssing 9 wu
endothelin-1, thromboxane A2, nitric oxide, prostaglandins danalyi microcirculation LU?ﬁIEJ‘uLLUm
yliaudulusiugatu nspduliiAnnssniaunardmalieadivlouinans

4. \=@d neutrophil nluduiiud Lﬁmmmé’amsa%a@aiz (reactive oxygen species)
$afunsvds cytokines s 4 iliwaddugnihaneifisty

nnnalniaededy dmalfiinnissnauriasisne (systemic inflammation) waziin
AMzeTezduwmian (orean failure) mun Weflnsiinnaz ACLF Sasnisidediafi 28 Tuasidiu
qﬁmﬁu%ﬂaz 32.8 Wiguiunguitheduudsszey decompensated cirrhosis Flaifinney ACLF 4

1Y =

T9ns1nadeTinn 28 Tuegiiseay 1.9%"
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BlBIANTINIW (biomarkers) '[ums:’)ﬁoiiamsﬁnﬁa’[u@ﬂoa[snﬁuu%
meifadeamgnsinideuuaiieessnniluitelsadundadudumeuiiddtiosn
faesinnudsddunsiinnnzefzdumauasisnsidedinigs fuaelsaduudenaiionnisiios
wazlsifornsuansismnglutaausn uasdiuusiiundienmsuandls snfegratuiieldiven
beta-blockers vinlilawudn viieudaidonuisainaie hypersplenism vilsilaidineusinig
AMadn1g systemic inflammatory response syndrome (SIRS) vizerUgo13iin1ze o ivduman
mniladenseiudu 4 uenimilennmisindouuaiids vhlsionduilfsuaufTuzesidisndu
wazrolfindamiteresinuuld fuiudednsAnududd Samadhamitoshul939edeny

LY

a & N a o o 2 < o a0 ° v
ﬂrﬁmﬂLSUE]LLUﬂV]L'ﬁEJSLu%U’JEJIiﬂ@ULL‘?NL‘WE]F]')']@J??@LirJLLagLLNUS’] Iuﬁfﬂf\g u&NI@J@Jﬂ’]LLugu{LUﬂ']{LGU
ado = Ay

[ ddyo.l = 1 dy aa U a dy v U <@ [ a
mumﬁmqmmwmmuiumiamaamazmL%aiu;gﬂaaiiﬂmmm AYUTINNNTINTNNNVDIANTT

Anw Tsasaludl

Endocan

a

Fndocan Wuanslusalelnalauvuin 50 dlasaduiignudissnuiainwasliay (endothelial

Y 9

a (Y a

cell) IuUamLaslmﬁumﬁﬂ wazanusanulalulwadidauusiiusiu Mafue s Rnteneu

]

\/L s oo S 2 ‘fJ v (o0 A i Y} vayq; o »LI
NIDYALLALADUUNUADI LUUAU T LNDRDUAUDIRDNITONLEAU endocan g AIUNTTNISHUIN GLH

TatAng 9 1w TNF-QL, IL-1, IL-6, hag LPS vuniaeaduestuafiiseunsuay winyves endocan fio

[
Y (YY) 1

gULINITIUNUTEIIN Lymphocyte function-associated antigen 1 (LFA-1) vUTadIInaaAU

fiu Cellular adhesion molecule 1,2 (CAM 1,2) ungaageyluusnaninsdnau® waslanie

a

Fnd 1 Hlue® anunsansianuseiu endocan Tudenlanieluy 2 dilaswdagnnsedu seAuliy

a

gegadl 18 MiluauazSuannsaavasgnsedu 15 w15 Filae™

finsAnwunnunefinuinsedudsu endocan geandilunguitheiifinsindoifieutundui
LifinsfndonuaiiGonasdiduiusfunizefosdumailufinonduiniloodiediddiy =2
Tufthelsnfuudedu nmsfiny1ves Zuwala-Jagiello wazans™ wud1sedudsu endocan Tufftae
TsaduudeifinisinidouuaiiFedugsninguitlifinisinioosnsiifoadny uandold cut-off 7
>2.05 ng/mL wuandlmiaula (sensitivity) Soag 76.1 uagAudLwIg (specificity) Sovag 85
Tunsifadunisfnideuvadielugtae decompensated cirrhosis n1sAnwiiduyIeuiiiey
AanLnsaluAsIasunsAndenuafiSeues endocan Wisuiu procalcitonin, CRP Lay TNF-O
U1 endocan ﬁmmmmsﬂumﬁﬁaﬁamﬂﬁzjﬂ InedlAn area under the receiver operating
characteristic (AUC-ROC) curve wiviu 0832, 0.734, 0.584 Wz 0.509 sadnifu uenanil sesudsy
endocan Ju independent predictor resmsinnsindouuaiiseveniluresien (SBP) lag
2AUTSU endocan 71 cut-off »2.05 ng/mL Frnauladesas 72.9 uazarusuNIzSeas 83.9

A1 AUC-ROC 111y 0.873 Tun1svinungnisiinnisanitawuavits a9l e anas
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MsAnYITeY Kassem wazany™ nudlunisifdade SBP seAudsu endocan #i cut-off 22.03 ng/
mL fAenulaviiudesas 90 wazmmLsIINESosaz 83.7 warsiu endocan Tuthludesies
7i cut-off 20.65 ng/mL fimAuli¥esas 88.9 uazmusmzsosas 78.5

fosrfares endocan fio uenmilornaneiiinisdniauuasnszdueadifoytiu endocan

(31

fagnuadeanununlaeyaduzise 1w Glioblastoma™, pituitary adenomas®™ uei5anila® way

Yan™ Judu viselasunisnsedunisiininsiveamasnideniuwaduzisamu Vascular endothelial

(34

growth factor-A (VEGF-A) 1 uzi59iu™ uzibessliuaziBouungn®™ {Wudu wazlulsaiilavin

\oneunau dseAudsy endocan NasiuuasduiusiuanusuLTweINITaafuvasaidantiala®

Famnsldmnusedasyidlunisulanaseduisy endocan ludUlengudl

Procalcitonin

Procalcitonin @8 pro-hormone v84g03l3u calcitonin Ium’gzﬂﬂﬁazgﬂﬁgﬂmﬂ parafol-
licular cell Tusioslysens aiinmsfndenuafiFelusnenie procalcitoninazgnudsannieadiu
ity uazndunilerfundn Tnegnnsedude microbial toxin, TNF-Q, IL-1, IL-6* uazgnsudslag
interferon Y sedud$u procalcitonin awi3ugeiud 4 Falumdniansinidouuaiidy sy

a1) Sa

LATHAIASITINN 22-26 Flua“?

geandl 8 fa 24 Halug

Hlaqtiusinisldseiuasu procalcitonin cut off <0.5 ng/mL lugfthevhluiitedngiedilid
nshndeuuniiieoan wilufthelsesuiuiidediafie seduddu procalcitonin giiAngstu
TnglsiduiudiumsfndeuuafiFeld Tnefinsnszduain DAMPs vdsmnisadsuiildsumnu

WEeng @

uazprocalcitonin tesdsanansnnszduliiAanshauiiaunivesadiuuaziinnisme
vongadRumIIn“ fn1sfnwilufihng ACLF wuinil cut off 0.5 ng/mL thufidanudunig
TumsitadomsanidouuniiGaiiodosay 41.83 wazilen positive predictive value (PPV) isouay
50.62 WlaldAn best cut off 28985u procalcitonin 7 >1.01 ne/mL wuiniimanuladesas 42.7
AMUTINESoray 78.9 PPV 3p8ay 60.9 uag NPV (negative predictive value) 5988y 63.4 fie
AUC-ROC winitu 0.63 lun9ifiadunishnidolugihendui

fins@nwinisldsedudsy procalcitonin lun153dads SBP ehsunsuats lnensinwives
Cekin waAniy™ wuszdudiy procalcitonin Tunguiithelsasuudsiifiiaimeitouuniieluih
Iuﬂiaqﬁauﬁumﬂqm’hﬂﬁjmﬁﬁ sBP finaunzideduavesaiiudde Tnesysudsu procalcitonin
7 cut off 20.61 ng/mL fleanala¥esar 100 wazausuIdosay 92 lumsitadennyinde
ihluresiosifinamnsdaduun uasdidn AUCROC wintfu 0.98 Tun1sdadtheiilid SBP sen
uanINHaxduddu procalcitonin SsduusfussdiuauTULTIes SBP wagldvhuiemainnis

fnaiilannin CRP
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Jadrinves procalcitonin Asdinsdussnmslalundn enaviliseiudsu procalcitonin

v

astuldluginelsesuudedomelanedoundundodosmdelnbifinsindouuniize™
C-reactive protein (CRP)

CRP 1Uu acute phase protein ﬁgﬂwé"ﬂaaﬂmmﬂL%aéé’uwﬁaﬁﬂﬁmzﬁué’w pro-inflam-
matory cytokines 1 TNF-O wae IL-6 Tnesesuresdsu CRP %QqsﬁumﬂuiwzLﬁﬁﬂiﬁﬁ%ﬁimqmﬁq
Aansdniauuasiidnesaind 18 Falus Fedinnh@su crp wldlunmsinnunissnuiesand
pseTniiau lumsinesng 9 Dedlddsu CrRP iosniisailiunuazanansadilalulsmenuia
Tl wlugielsaduudsiifimsvhauvesivanasegaguussmsudanasesudsu CRP fon
seilaseda iesnnniinisnds CRP Mnwadsuanad® lun1sfnwives Papp wavAniz®™ wuinsesu
§3u CRP 91 cut off 10 me/L §i AUC-ROC gefianlunisifiadumsiindeinty 0.93 nedidiar
Th%osaz 84 wazAAUsIITSoras 91 wazsyAudSy CRP fiuinndt 10 me/L dadu good
prognostic factor vasmsinnisinitenunaiiSeluszesingn 3 wou Weldsesudsu procalcitonin
7 cut off >0.15 ne/mL samfusEAudsy CRP 71 cut off >10 me/L azfimmulafiniudosas 10
WAy negative prognostic value \Wdutesas 5 Weufunmsldseauds CRP Wesedhaien Tugthe
Tsadiuudefisl SBP nuinsedy ascitic CRP tugandnguiilaifl SBP aenafitfuddy™

Fosriavesmsldszauisy CRP Tunsidadensindouuaiise Aolunnzdifimssnauly

19NMEAziNSHARTSY CRP WndulalagliladniziunsandianuaiEe®®

Presepsin
Presepsin tJud N-terminal fragment wu1a 13-kDa Minanansduiuves LPS way

membrane co-receptor CD14 Ul macrophage tag neutrophil waziiia proteolysis Ju Tendu

(55

@unilaves innate immunity® Taedl half-life 71 4-5 F2lus" d51897471%34 presepsin A

winglunsitadenisinaeluitisenaminildladulsaduuia® andeya meta-analysis lu
fUheniin1ie SIRS 911U 1,815 918 WUNTTU presepsin 3l pooled sensitivity Soeag 86 pooled

specificity fogag 78 uarilAn AUC-ROC winfiu 0.89 lumsitladuniig sepsis®™ dlugUaelsasu

[ a

wisunuingsu presepsin a’lm'l'iﬂaﬁﬁlaﬂmimm%ﬁlLL‘UﬂﬁL%EJIuQJﬂ’JEJI‘mGTULL%ﬂlmijLLmﬂGi’Nmﬂ%%'N
procalcitonin waz@su CRP aghefliudfay Tnern AUC-ROC 10985 presepsin i cut off >844
pe/mL Wiy 0.79 #1 AUC-ROC 984854 procalcitonin #i cut off >0.39 micromol/L wirifu 0.77
(P=0.668) wazA1 AUC-ROC vasd3u CRP 71 cut off >10.8 mg/L Wiy 0.86 (P=0.057)"" wazau

W04 Fisher WazAmENWUIN best cut off WesEIU presepsin Wiy >1,444.5 pg/mL daraula

v a v o

©0 yagaflvaanmbunisunYsy

Spway 50 AIANUIMNIEIRYAY 86 wareA1 AUC-ROC winiu 0.75

1%
=1

presepsin 1ldlugiaelsaduudaiiomndsfidnuaunisinuiesludUienguil
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Calprotectin

Calprotectin Ju calcium-binding L& zinc-binding protein finuluad neutrophil 1ay
2N calprotectin sennadied cell activation wae cell death ﬁ'\‘iﬁ?u calprotectin 39@111580
thanldusivsdmasniauvesdldld Tnefitoyaatuayuinsasany calprotectin lugaansy
vissihludestesiuduiusiumsndoutevas neutrophil Wildlugldnielurasiod®

Fecal calprotectin lasunis@nweensunsuarglulsa inflammatory bowel disease®®
\Junismsaitvinldinelae calprotectin azeglugaseiigumgiiviesldussanm 1 §Uai®
nsfnwilugtelsadundaiunuinsedy fecal calprotectin gandilufthelsadundaiiouiundy
AuANeElitd1Aty warsEAy fecal calprotectin §eduiusiunsiin SBP seAuved hepatic
encephalopathy A11UFUKsIVBLLIARUATY Child-Pugh score uag MELD score®

dmsu Ascitic calprotectin tild¥umsinuluftslsasundadiedasifiaduany sap
Iagwuilszdu ascitic calprotectin ﬁqﬁﬂwﬁﬂw&mﬁmﬁﬁ polymorphonuclear cell >250 cells/LL
Tnefien cut off >630 ng/mL tufidneiladesas 94.8 wazeeus iz 89.2 lunsitadune
SBP §nuiisnnsAnwnuindien cut off >445 ng/mL tadleneailifesay 95.4 uazArmLSIIE
Sovay 85.2 lunsitadun1g SBP®” uazdndiuue ascitic calprotectin #® ascitic total protein
Huredtagunny sBP 18aninnnsld ascitic calprotectin issognaieegraiideddn Tneiian
anuliferay 93 AiAnudunisiesay 79 uavd1 AUC-ROC winiu 0.93 LLasﬁﬂdauﬁqﬂﬁufT

SaduNUS A UIRIINISIIATINNMAIN 30 T uideidasndnlunisinluldidesanniidruiunisane

g

Bacterial deoxyribonucleic acid (DNA)
N13M519 bacterial DNA 1ng38n15 polymerase chain reaction (PCR)-based 101350157
fanulhuinninnsngdis Tnensiany bacterial DNA f93aeay 30-40 Tudsuwazilutesiasd

%079 diaqaulidesay 100 wazAAUIwzSesas 91.57Y

Linudeuvaiideannsmzide
{taelsm decompensated cirrhosis $oeay 35 32w bacterial DNA Tutiluzesvios uswuing
Wiosdesay 3 Alnawnzdodiuuan wavwuindesas 79 seniluresiosfinsiany bacterial DNA
11 total leukocyte count <500 cells/mm®™ Bacterial DNA 1?14?153%1415@?1’15%5& pro-inflammatory
cytokines wag nitric oxide ¥lilAn systemic inflammation auun™ wenniffisenui
n1995790U bacterial DNA Ing33n15 qualitative PCR ludsuuaziilutosiosasginelsasuudsd
Lifinsandouuniideduiusiunensallsaiildfiuasdumusiunsin ACLF usilianansavinne
m3iin SBP 16 drunsfinwiild multiplex PCR wuinn1snsiany bacterial DNA dusiusiunis
\Ain SBP Msinidelunszuaidon ACLF waz hepatic encephalopathy uslilldifusvihunesnsnis

F@eT3n win19m5anudunisnae1ain DNA veadiswuaiiseluidannsatnluteainalagluiinissia
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Wethuduiusiusnsnissendindishil 1 972 dodriaveanisdinsa bacterial DNA Fefialddne
gauazdedligunsalfivenlunisdingia vililianunsadsnsialdlulsmeuianl™
p3197 1 aqUfeyavosiuidimanmilflumsitadenmeindouueiti3eluitesuuds
Tnpaguuds mslddsitTamatanmifterisitefonshndeuuafideluithelsaduudedy
fanuhauladesnilaudiusiunalnninielsa farmdumsuazaruusiudilunsideds
wigiidedialususauas availability lunisdsnse saufedslisideya cut off Mduendurid
anunsoiluldldass ddunsidrdiansiamivldlunitesensindeuuniidelugitae

v Y

nautidedsieanisnisdnwiiuialuouian

v
v ad o

i 1 = aa o a & N
M99 1. ﬁﬂﬂ%ﬁﬂﬁﬂﬁ/ﬂﬂ%mwlum’iauﬁ]%m?w{ﬂL‘U@LLUﬂ‘VlL‘iEJ

v ado 1 2 aa A4
Aulidin ANA39TIN anala |, . e o
o Cut-off | , W 48311
NNBINN (Sa88a) o
(So882)
Endocan® 1l [205ng | 761 85 - 52/USU endocan getululsauzisa
mL waynaondeniilafuldsunauy
v a o = Y, U <
- fafidunsAinuilugthelsaduuia
oy
Procalcitonin®” | 22-26 101 ng/ |427 789 - 5AUSY procalcitonin awWuluny
Tl mL Inneidsundunazisess saudlsadu
uds
CRP®? 184l [10mg/L |84 91 - 52Ausu CRP fadludUaelsasuuda
wagszRugeuiladnmedniauly
3908
Presepsin®” 4-5 9las | 1,444.5 |50 86 - fafidnnumsfnwiludUaslsafuuda
pg/mL oy
Ascitic calpro- |5 las | 630 ng/ | 94.8 89.2 - fafidnnunsfnwiludUaslsasuuda
tectin®® mL 1o
Bacterial DNA"” | 2-4 Ju | positive | 100 91.5 - Aldeauazsoddaunsaifivawlu
M3dInTIa i lilianunsadensialaly
Tsanerunanld
LONE15D19D9
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