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Aitia-Awadopikn Atayvwon touv Aokitn

Cirhosis

Alcoholic hepatitis

Heart failure

Cancer {pertoneal carcinomatosis, massive liver metastases, etc)
“"Med™ ascites, i. e., cimhosis plus another cause for ascites
Pancreatitis

Mephrotic syndrome

Tuberculous pentonitis

Acute liver failure

Budd-Chian syndrome

sinusoidal obstruction syndrome

Postoperative lymphatic leak

Myxedema

AASLD Practice Guidelines
Hepatology 2009;49:2087-2107



Aladopikn Atayvwon Aokitn

75-85% Kippwon-nyY

10% KaLpKivoC

5% Aokitnc MKTAC attoAoyiag : kKippwon+TB i Ca mepLtovaiou

3% Kapdlakn Avenapkela

AWLYHOTIKOC aoKiTNG : 2 i 3 autisg( kapd.avenapkeia, A, AaBntikr |
Neppornaveia, NASH- Kippwaon )



Tafwvopunon Aokitn

HE Xprion
tou SAAG (Serum Ascites Albumin Gradient)

High gradient Low gradient

(>1.1 g/dL) (<1.1 g/dL)

Kippwon Nebpwoikod ZUvépopo

Otela Hmat. Avendpkela Kapkivwpatwon Mepttovaiou
O¢u Atnwdec Hrtap (Kunon) TB (Xwpic Kippwon)

Hratikec MeTooTAOELC Naykpeatitic (Xwpic Kippwon)
Opoupwon MuAatiag XoAndopa (Xwpic Kippwon)
AAkooAlkn Hrtatitida Noo. 2uvé. lotou. (Opoyovitideg)
YUvépopo Budd-Chiari XAapudla/TovokoKKol
OAeBoamodppaktiky NOoog

Muéoibnpua

Nedpoyevng Aokitng

Kapdlakog Aokitng




H dtayvwotikn aio tov SAAG

e SAAG >1.1¢g/dL: aokitnc MY (97% akpipera)



Aokitnc NMuAaiag Yreptaong( SAAG>1.1 g/dl )

nn KippwtlkA¢ attioAoyilog

e OL6UO OUXVOTEPEC AUTIEC
1. Kapdlakoc aoKitng (odayitidec,odApoto K.akpwv)
> A.kopSLaKkn aVeETAPKELD

> YUUPUTIKA TteEpLKapdiTLg

2. Anodpaén Hratikwv PAeBwv-K.KoiAnc GAEBag
(Budd-Chiari Syndrome )



<N X X X

Aokitn¢ otnv Kapdiakn Kippwon

AKA— Aloykwpeveg odayitidec-Hratopeyalio- Odnpota K.aKpwyv
aVOEKTLKOC oTa SloupnTIKA

SAAG > 1.1 g/d!|

OALKA AEUKWLOTOL alOKLTLKOU > 2.5 g/dI

ouvOeTIKA Asttoupyla AMATOC GUCLOAOYLKN

oxL ekdnAwoelc Seutepomnabouc unepomAnviopol

Am. Heart J. 2000; 140: 111-120



Aokitnc oto Xpovio Budd-Chiari Syndrome

Aokitnc MuAaiac Ynéptaong SAAG>1.1 g/dlI

e JuvOeTIKN AslToupyla AMATOC : Kb
e HmatopeyaAia

e OwdnuaTo ota K.QAKpa

e AsgvutepomnaBnc YepoTMANVIOUOC

e AvOeKTIKOC oTa SloupNnTIKA

e OALKA AeuKwpOTA QLOKLTIKOU > 2.5 g/dlI



Aokltn¢ un NMuAatloac Yreptaonc
NYAVA CL . B |

e Ot U0 OUXVOTEPEC QUTIEC :

» TB Meptrovaiov

» Kapkwwpdtwon Mepttovaiou

10



AvaAuvon AokttikoU Yypou -TB mepitovaiou

» Enixplopoa aok.uypou yia MukoBaktnpidio : evao®. 0%
» KaAALlEpyela aok.uypou yia MukoBaktnpidio : evacB. 50%

» Namnopookorikn) Broyia mepttovaiou Kot KAAALEPYELAL:
n o achaAng pebodoc ya dStayvwon TB nepLtovaiou

11



AOKLTNC OO KOPKWVWHATWON TTEPLTOVALOU

» ~50 % OAWV TWV MEPUTTWOEWV OOK(TN OXETW(OUEVOU HE KAPKLVO
> SAAG < 1.1 g/dL (50-85%)

» SAAG > 1.1 g/dL (10-15% pe vmnokeipevn Kippwon)

» Awoppayikoc Aokitng (5-10%)

. OAtka Asukwuata Opou > 3.5 g/dL

. OAka Asukwuata Aokitikou > 2.5 g/dL (80-85%)
. WBC : 2000-3000 mm3

. Glu., LDH aokitikou uypou: puaoloAoyLka

. KuttapoAoyikn: +ve (97-100%)

Sem. Liver Disease 1997 -,



AvaAvon Aokitikov Yypou-Kapkivwuatwon Mepttovaiou

e Kuttapoloyikn e€etaon (rpia Seiyuara) : 97% svoobnoia otnv
aviyvevon KapKVwUATWOoNG TOU TtEpLTovaiou
( LOOTOC, TT.EVTEPO, OTOUAXOC, TTAYKPEDC )

e 50 ml {eotd aok.uypo(KpaTLETOL OTO XEPL) yia peTadopa Kal
apeon e€etaon
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Nedbpoyevnc AoKitng

Oplouoc

e AvBeKTIKOC AOKLTNC AYyVWOTNG aLTloAoyilag oe
acBeveic pe Nedpikn AvemapkeLa TEALKOU
otadilou,omolol eupiokovtal o€ TN.

14






Kippwon Hrtatoc- AoKitnc




_-———________-_‘_
i Blackwedl Soiensce Lid 2001
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KALWVIKA onpaocia tou Aokitn

|

compensated

]

|

7%

4.4%

4%

decompensated

.

Figure 1. Clinical course of cirrhosis: 1-year outcome probabilities according to clinical

stages. Compensated cirrhosis: absence of ascites, bleeding jaundice or

enchephalopathy. Decompensated cirrhosis: presence of any of ascites or bleeding or

jaundice or enchephalopathy.
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Modified Child-Turcotte-Pugh Score CTP score

Factor 1 Point 2 Points 3 Points
Albumin, g/dL > 3.5 3.5-2.8 <2.8
Bilirubin, mg/dL <2.0 2.0-3.0 > 3.0
International normalized ratio <1l.7 1.7-2.3 > 2.3
Ascites Absent Easily controlled | Large or resistant
Hepatic encephalopathy Absent Mild (1.0-2.0) Chronic
e Child-Turcotte-Pugh Class

— A =5-6 points

— B =7-9 points

— C=10-15 points

Pugh RN, et al. BrJ Surg. 1973,60:646-649. 19




[EVLKEC ETILONMAVOELG

Aok(tng: n ouvnBEotepn Ao TLC TPELC peiloveg ETUTAOKEC TNG
Kippwonc(aokitng,eykedalonabela,atpoppayio)

~60% TwV 0.0OEVWV UE AVTLPPOTIOUEVN Kippwaon,ovamtucoouV
aokitn ota emopeva 10 xpovia

Aokitnc epdavidetal otav 6N €xel avartuxBet MuAaia
Yriéptaon(MY)

YxeTileton Kuplwe pe tnv aduvapuio anekkplionc Na*ota ovpa

Elvoil Seutepoyevec patvOUEVO TNEC OTTIAQYVLKNG APTNPLOKAC
aYYELOSLO0TOANC

15% twv acBevwv pe aokitn nebaivouv o 1 xp. kot 44% o 5 xp.

H ekdnAwon aokitn oxetiletal pe dtwyn mPoyvwon Kol EMITACOEL
TNV TAPATIOUTTH) Tou a.ocBevouc o Kevtpo Metapooyxevonc Hatoc

20



Quotkn eE€taon

*  EmkpouoTikn apBAUTNG ota Aayovia apdw = 1500 mL aok.uypou

* Amnouvocia apBAvtntoc ota Aayovia : TiiBavotng umapéng aokitn < 10%

86% gvaloB
e MetakwoUpevn apBAUTNC. / oTnV Topouacia aok. uypou

56% LK.

e Aokitng AAkooAlknc MuokapdlomaBeloc HLUELTAL TOV aoKiTn TNG AAKOOALKAC

Kippwong(AdLayvwoTtiko onpeio : Slatetap.odpayitideg)

* H avixveuon aokitn pe puolkn e€€taon oe ayvoapko atopa gival

TPOLANUATLKNA

21



MaBoyevela tov Aokitn

22



% of patients % of patients

% of patients

50-
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SODIUM EXCRETION (mEq/day) 4@-60

40%

37%

17%

6%

1

50+
40-
30-
20-

104

<1

1-10 10-40

>40

URINE FLOW AFTER

WATER LOAD (mL/min) 40~19

33%

33%

18%

16%

504
40+
30+
201
10-]

<3

3-8 8-12

>12

GLOMERULAR FILTRATION

RATE (mL/min) 410 -~440

18%

38%

30%

14%

<40

40-80 80-120

>120

Fig 1. Urinary sodium excretion, urine flow after a

water load
(20 mL/kg body weight of 5% dextrose IV) and

glomerular filtration rate (GFR, inulin clearance) in

a series of 216 cirrhotic patients hospitalized for
the treatment of an episode of ascites. All patients
were studied after a minimum of 5 days on a 50
mEq/d sodium diet and without diuretic therapy.
Values in healthy subjects studied under the same
conditions are: urine sodium 40-60 mEq/day; urine
flow after a water load: 10-18 mL/min; GFR: 110-
140 mL/min. Most patients had marked sodium <
10 mEq/d and a diuresis after water load < 8
mL/min. Moderate reductions of GFR were
present in two thirds of patients, whereas a
marked reduction of this parameter was found in

18%.
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MaBoyeveila tou KippwtikoU Aokitn

Established Potential
tharapias thorapies
P CIRRHOSIS |
TIPS = Portal *
NO,CO, Endocanabinoids
1 Midodrina
1 antagonists
arsl oot volime. Albumin

Cloniding

Large-volumea

m || ASCITES/EDEMA Il

E. Sola,P.Gines JHepatology 2010;53:1135-1145
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Evoeifelc SLayvwoTIKNAC TTOPAKEVTNONC

1)
2)
3)

4)

5)

AcBeveic pe mpwtoepudavi{OLEVO OOKLTN.
KippwTtikol aoBeveic e aokitn katd TNV voonAeia Touc.
AocBeveic pe aokitn Kot KAVIKA Elkova Aolpwénc.

KippwTtikol aoBeveic pe aokitn kat emdeivwon tnG KAWLKNAG
TOUC ELKOVAC 0TNV OLAPKELO TNEG VOONAELOC TOUC.
KippwTtikol aoBeveic e aokitn kat embeivwon tng
EPYOQOTNPLOKAC TOUC ELKOVAC 0TNV OLAPKELD TNC VOonAEilog

TouC (alwBatpia, AsuKoKUTTAPWON, 0EEWON).

25



O£0eLC MAPAKEVTINONG TNG KOLALAG yia adaipeon aoKLTLKOU uypou

N Engl J Med 2006;355:e21 e



Cogrptigre © 2010, Cognben Shudic, inc. Al rghts mrserved
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ErtumtAokeg Mapakevinong

1% OLPATWHO KOWALOLKOU TOXWUOTOC

<1/1000 aiuomnepLrovalo, SLATpnon EVIEPoOU

Ye 4729 mapakeviNoeLC : 9 atpoppayiec(otl 8 oe aoB.XNA)
Pache | et al AL Pharm&Ther 2005

Aev xpeLaletol tpodulaktikni xopnynon FFP, PLT , mapd povo
otav INR >2.5

e 1100 LVP 6ev onpewwOBnke atpoppaylkn EMUTAoKn mapad
TOOTL ao. 94% aob. PLT<50.000/mm?3

B. INR>1.5(75%), >2(25%)
y. Aev xopnynOnke FFP, PLT og kaveva

Graban CU et al Hepatology 2004
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AvaAvon AckitikoU Yypou

Routine Optional Unusual Unhelpful
Cell count and differential Culture in blood culture bottles AFB smear and culture pH
Albumin Glucose Cytology Lactte
Total protein Lactate dehydrogenase Tnglycende Cholesterol
Amylase Bilirubin Fibronectin
Gram's stain Glycosaminoglycans

AFB:Acid-Fast Bacteria

AASLD Practice Guidelines

Hepatology 2009;49:2087-2107
29



AvaAvon AckitikoU Yypou

KUttapa -tumoc:
WBC < 500/mm3—-1000/mm?3
PMN < 250/mm?3
RBC < 1000 cells/mm3
PMN >250mm3 : SBP (ABMN)

AlLLOppOyLKOC AoKLTNG : RBC > 10000/mm?3
1PMN / 250 RBC
1 lymph/750 RBC
30% Kippwtikwv pE apop.aokitn: HKK
2% KippwTlKwV . OlLLopP. aoKiTNC

30



KaAMEpyela aoKLTIKOU uypou

e Ye dlaAidio KAAALEPYELOC QLUATOC
e XTO KpePatL ToU aLcBevn
e Mpiv xyopnynBouv avtipLotika

>  40% O¢t. (EASL)
> 80% 0Bet. otav PMN > 250 cells/mm3 (AASLD)
» Oev elval amnopaitntn yio tn dtayvwon ABIT

KaAALlEpyeLa alpatoc

Na AapBavetol mavta pLv tnv vapén aviPiwonc

31



H avtipetwnion tov Aokitn

32



2tadLla tou KippwTtikou Aokitn

Subtle Obvious Avid Functional
sodium retention sodium retention sodium retention Renal failure
| oo | {3 0 I r: 2
r'd F 4 F 4 Fd Fd

Pre-ascites Responsive ascites Refractory ascites  Hepatorenal syndrome

S | W “u

Decompensation Hyponatremia HRS1 HRS2
Hepatorenal >
interaction

Portal hypertension -
Systemic arterial >

vasodilatation Renal

vasoconstriction

FWong  Joumal of Gastroenteralogy and Hepatology 27 (2012) 11-20 33



H ENIBIQZH TOY KIPPQTIKOY ME AzKITH

ME H XQPIz ENINAOKE2

1.0

0=

o&

0.4

Probabllity of survheal

0.z

1] 20 40 &0 E0 108
AR risk e 148 100 S g ] i ]

Figurea 2 Survival of hospitalized patients with ascites with or without
complications. (Adapted from Planas of &7 with permission.) . No
complications; ll, Spontanecus bacterial peritonitis; I, Refractory
ascites; I, Dilutional hyponatremia; B, Hepatorenal syndrome.

FWong Joumal of Gastroenteralogy and Hepatology 27 (2012) 11-20
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MoBoyEvela tou Aokitn

Oepaneutikn NMpoogyyion Baowopévn otnv NMNaboyévela

Established Potential
tharapies therapies
CIRRHOSIS .
TIPS + Portal Inrpttta‘ﬁm
1 Midodring
Splanchnic arterial vasodilation - Endocannabinoid
antagonists
N
. Albumin
Aldosterone .
mﬂﬂl‘lil‘h Clonidina
Large-volume
m ASCITES/EDEMA

E. Sola,P.Gines JHepatology 2010;53:1135-1145
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Ao aOpion tou AoKitn Kol TTPOTELVOUEVEG OEPATTELEC

Awafaduon OpLopag Mpotewopevn Oepaneia

AV [ B ‘Hitlog aokitng Kappio
BaBuou AvixveUoluoc povo pe US
AN [aPARE MIETPLOG aLoKiTNG Meploplopoc mpooAnyng Na*
BaBuov Metplouv BaBuou
OUMHETPLKA Sdldtaon KolAlag Alovupntika
AR e Meyalocg i ékdnAocg aokitng Napakévtnon Meyaiou Oykou (LVP)
BaBuou LE EKOEONHOOUEVN SlATaoN Meploplopog nmpooAnng Nat
KOWALOG Kol Atoupntikd( oxL otov AVOEKTIKO
aokitn)

EASL Clinical Practice Guidelines
JHepatology 2010;53:397-417
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H Baon TNC QVTLLLETWTTILONC TOU OOKLT

® [leploplopocg katovaAlwong Na*< 2 g/day (88 mmol/day) *

* AloupnTika per os

*Na*80-120 mmol/day= 4.6-6.9 g AAatoG NUEP.

looduvapel pe pn npooBrkn dhatog oto payntd
Kall amoduyn KOTavaAwong TPOTOPACKEVOOUEVWY TPOPWV

37



JAVANIRD)

Spironolactone 100 mg

Furosemide 40 mg Hia 860N to mpwi 90% emTuxng

EASL

eYriotponialwv Aokitng: Spironolactone 100 mg
Furosemide 40 mg

*[TlpwtoekdnAwOeic Aokitng : Spironolactone 100 mg/day
AUénon koatd 100 mg/day kaBe 7 HEPEC
MNpooBnkn Furosemide 40 mg
av uTtapéel
YriepkaAlopia

N
J 3B <2 Kg/W

38



Emionuavoelc otn xprnon Atoupntikwy

e 10-20% PN aVTOTOKPLON

e 40% €eTUTAOKEC

» HE

» Nedplkn deloleltoupyia
» HAeKTPOAUTIKEC SLaTOPOXEC

39



Na* ovpwv 24h

e ‘EAeyyoc akptBouc cuAhoync ovpwv 24h

» Cr>15 mg/Kg/day avdpeg

» Cr>10 mg/Kg/day yuvaikec

e AmoBoAn Na* amo aAAn 0d0 (extoc vedppwv) <10 mmol/day
-V PETOC, 0XL SLAPPOLEC-

e JT10XOC TNC Beparmeiac : armoPfoAn > 78 mmol/day Na* (88-10)

e Mowt acBeveig ue aokitn dev xpertalovron S1oupnTKA :

» Dool €xouv autopatn (xwplc StoupnTkA, aAAA LLE TIEPLOPLOUO
¢ npooAnyPnc Na*) amoPfoAn Na*>78 mmol/day (10-15%)

» Na*/K* >1 oetuxaio Selypa ovpwv : 90% akpifela ylo
amofoAr) Nat>78 mmol/day

40



Mepropiopoc Yypwv - Mote?

« Otav Na* OpOl'J <120-125 mmoI/L (avBekTIKOC aoKitNC)

v SUMITTWUOTIKT UTTOVOTPLOLLLLO LOVO OTOWV :
Na* opovU < 110 mmol/L

v’ 3£ 997 000. pe Kippwttkd aokitn:
1.2% Na* opou< 120 mmol/L
5.7% Na* opou< 125 mmol/L

Angel P et al Hepatology 2006
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Av¢non tng d0on¢ twv dovpnTiKWV-NOote?

e KaBe 7 nuép. pe dwatpnon avaloyiac 40 Fur /100 Spir
» Méyiotn 66on : 400 mg Spironolactone
160 mg Furosemide

e Av nanwAela Bapouc kat n Natplolpnon dev ival emapkng

» Emopknc anwAela Bapouc: 1 Kg/day ( mepLpepLko oldnua)

0.5 Kg/day ( €xel unoxwpnoa n
dev unapyxeL oldnua )

ATtwAela BAapouc xwpic epLOPLOUO OTAV
UTtAPXEL massive edema

» Enapknic Natplolupnon: >78 mmol/day

42



Mote dtakomtoupe ta dStovpntika ?

Na*< 120 -125 mmol/L

K* <3 mmol/L n>6 mmol/L

Cr>2 mg/dL

Yriotpornalovoa n pe eAeyxopevn HE

Mutkeg kpapurmec( xopriynon AABoupivng)

43



PDappaka mov avrevdeikvuvtal o acBeveic pe Aokitn

 NSAIDs

e Selective Inhibitors of Cyclooxygenase-2 ?
e ACE- inhibitors

 Angiotensin Il antagonists

e a,—adrenergic receptor blockers(prazocin)
e Aminoglycosides

e Contrast media?

44



Avtipetwnion tov Aokitn Baduou 3

Large Volume Paracentesis (LVP)
-Exkkevwtikn MNapakevinon Meyalou Oykou-
o€ pla ocuvedpla

KOLL LVTLKOITALOTOLON OTO TEAOC TNG EKKEVWTLKNG
Sladikaolac pe

8 g Albumin/L
adaALPOUUEVOU OLOKLTIKOU UypoU

45



AoOeveic pe SAAG < 1.1

(oxu NyY)

e Aev amavioUv ota SLoUpNTLKA KoL OTOV TIEPLOPLOO TOU AAATOC

***EEaipeon amotelolv ol acBeveic pe Neppwolkod cuvdpopo

46



Ao

e AmnovtoUv ota SLoupnNTIKA KoL TOV TIEPLOPLOMO TOU AAATOC

e Yyiotnc onuaoiac n avilpetwriion tne attiog tnc Kippwonc
» AAKOOALKN : Slakorr Tou AAKOOA

CTP class C: 75% 3etn¢ entBiwon(vs100% Bvntotng)
» HBV Kippwon : avtukd —NUCs
» AlH : koptikoeldn

» Aokitnc 29V -3°% BaBuov ot Kippwon aAAnc attoAoyiac :
AloAoynon yia evtaén os Alota Metapooxevong Hnotog

47



AoKitnc avOEKTIKOC ota dloug

e Aokiuooia eAEyxou
80 gr IV furosemide :Na*oUpwv <50 mmol og 8 h

e Per os Sloupntika : Na* oUpwv < 30 mmol / day
e AoBevnc pe Na*/K* oUpwv og tuxaio delypa >1 0
Na* oUpwv 24 h > 78 mmol/day

aAAd xwpic amwAela Bapoug : Hev €xeL aokitn avOEKTLKO
oA OXL cuppopdpwon otn dlatta

48



ALayvwoTtika KpLtripla tou AvOekTIKOU AoKitn

. Treatment duration: Patients must be on [intensive diuretic

therapy (spironclactone 400 mg/day and furosemide 160 mg/day)

for at Ieast[‘l week

and on a salt-restricted diet|of less than

90 mmol/day or 5.2 g of salt/day.

. Lack of response:

Mean weight loss of k 0.8 kg over 4 day5| and

urinary sodium output less than the sodium intake.

. Early ascites recurrence: Reappearance of grade 2 or 3 ascites’
within 4 weeks of initial mobilization.

. Diuretic-induced complications

a. Diuretic-induced

hepaticlencephalopathy] development of

encephalopathy in the absence of any other precipitating factor.

b. Diuretic-induced

renal impairment increase of serum creatinine

by > 100% to a value > 2 mg/dL in patients with ascites
responding to treatment.

c. Diuretic-induced

hvponatremial decrease of serum sodium by

= 10 mmol/L to a serum sodium of < 125 mmol/L.

d. Diuretic induced

hypo- or hyperkalemid: change in serum

potassium to < 3 mmol/L or =6 mmol/L, despite appropriate

measures.

FWong

Journal of Gastroenterclogy and Hepatalogy 27 (2012) 11-20
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AVTLUETWTILON TOU AVOEKTLKOU KlppwthOU Aokitn

-ntpoodoKkLno emBlwo

e LVP+ Albumin

e Aloupntika av : NatoUpwv>30 mmol/day pe Stoupntika (10%)
TIPS

e Ayyeloouvonaotika ( midrodine,terlipressin) ?

e V2-receptrs antagonists ?

e MeTapooxeuon NTIATOC

50



Oepaneia 1"S ypoppng otov AvOeKTIKO AoKith

LVP+Albumin 8 g/L adaipoipevou aokitikov uypol

AlOUpI‘]th('x : SlaKOTI'.ﬁ otav Na+ oUpwv 24h<30 mmol/nuep. (90%),uno
Sdlouvpntikn Oepancia
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Oepaneia tov Aokitn
H emuikpatoloa aVILLETWTILON

MEeAAOVTLKEG ETMLAOYEG

Oepaneia 1S ypappng AvootoAn ZNZ : KAovibivn
Meploplofibe Tou. ARaToc A-a6pevlepyu<0L OYWVLOTEC : udodpivn
AABoupivn
2uvouaouog SLoupNTKWY AABoupivn pe pdodpivn
LA . , ’
avraywvm’req MO,GTEpOan AvTaywvLloTEG Twv evookavaBLvosldwv
dLoupNTIKA TNG AYKUANG
Mapakévtnon peyaiou oykou (LVP)
kot AABoupivn
Oepareia 2" ypopuUng

TIPS

E. Sola,P.Gines JHepatology 2010;53:1135-1145
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Avtopatn Baktnplakn Mepttovitic(ABIM)

Spontaneous Bacterial Peritonitis(SBP

e Alayvwon: n avevupeon HE SLayVWOTLKA TOPAKEVTINON
BeTkNC* KAAALEPYELOC VIOl LLKPOBLa Kol artoAuTtou aplBpou
PMN=> 250 cells/mm?3 ,amovoia spdovolc EVOOKOLALOKNC
£0TLAC AOLHUWENC, XELPOUPYLKA AVTLUETWTILOLUNG

e Enimtwon: 1.5-3.5% o¢ ewteplkouc aobevelg
~10% o€ voonAeuOuEVOUC a0BEVELC

* H kaAALEpyela eival Betikni povo oto 40%

53



Nepimtwon aocBevouc pe ABIM, HNZ, Metapooxevon ‘Hmatog

1998, Avdpac nAtkiac 58 etwv, pe yvwoto otoptkd HBV KI, Hrtatikn
QVETIAPKELQL.

Attia tpooglevonc: Stakopdn arnd Noookopeio Zeppwyv, e Aokitn,mupeTo
38,5 °C, oAwyouplia, avoupla and 7npEpou

Epyaotnplakd: WBC:8300/mm?3 , PLT:50.000/mm?3, Hb: 9.0 g/d|I
[ev.oupwv:kd ,A/a Owpaka: duo.supnpaTa

AST: 50 IU/L, ALT:42 IU/L, INR:2,5 , TP: 5.8 g/dI, Alb: 2,2 g/dl ,Tbil: 4.2mg/dI,
DBil:3.0 mg/dIl, U: 180 mg/dl, Cr: 7.0 mg/dl, K: 6.7 mmol/I Na:127mmol/l

AOKLTIKO LypO : WBC:2000/mm?3 , P:87%,

Avtipetwrion : Cefotaxime 1 g x3

EEEALEN : embelvwon NS Nedp.Aettoupylac, ALLoSLUALON X 2 UNVEC
Metapooxevon Hmratog

Aplotn kataotoon HExpL tov Man tou 2011,aneBiwoe o€ nAwkior 71 eTwv amo
Abevokapkivwpa 21S poipoag 12Aou PE HETOOTACEL, OTO TIPOO0BL0 BWPAKLKO
Tolywpa
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Juumtwpotoloyia ABII

‘Eva armo to akolouba:

Tomkad cupmTwpata A/Kat onuela eptrtovitidog
KolAlako aAyog

TAon KOWALOKWY TOLXWUATWV

EppETOL OLAPPOLEC,ELAEDC

Ynuela cuoTNUATIKAC GAEYUOVNAC

Yriep- 1y umoBeppuia

Piyog

MetafoAn otov aplBuo twv WBC

Tayukapdia f /kat Toxumvola

Erbeivwon Hmatkng Asttoupyiog

Hmatikn) Eykedpalomndabela
Shock

Nedpikr AvemdpkeLla
[QOTPEVTIEPLKN OLLOppayia

NOU s WYVVVYVNYVYVYVYE

*¥*%n ABM umopei va eival acupmtwpatikn Wdlaitepa otoug e€wteplkouc aoBeveic
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KaAALEpyELal aoKLTIKOU vypou +ve 40%

e Culture +ve SBP , PMN2 250 cells/mm3

» E.coli,Klempsiela
» Streptococus species, enterococci

e Culture -ve SBP, PMN > 250 cells/mm?

e Bacteriascites
» Culture +ve SBP, PMN < 250 cells/mn?
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MNoBoyevela tng ABI

Portal hypertension

¢ }

Portosystemic shunts | Intestinal disturbances i

¥

Proinflammatory cytokines

Mitric oxide

Vasodilatation

Curr Gastroenters] Rep (2011) 13:17-23

\“-—}

/ > Increased

permeability

> Intestinal bactenal
overgrowth

Bacterial
translocation

~

J
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Yuxvotnta MwkpoBiwv o 519 aoBeveic pe ABI

MLKPOOPYOVIOUOC %
Escherichia Coli 43
Klebsiella pneumoniae 11
Streptococcus pneumoniae 9
AA\OL OTPETTTOKOKKOL 19
EvtepoBaktnplosldn

Staphylococcus

Pseudomonas

Awadopa 10

Data from McHutchinson, JG, Runyon, BA. Spontaneous Bacterial Peritonitis. In:
Gastrointestinal and Hepatic Infections, Surawicz, CM, Owen, RL (Eds), WB Saunders
Philadelphia 1995. p.455. 58



Oepareia tng ABIT

Eumelpikny Beparmeia ekAoync : kepaloomopivn 3N yevidg
ApoéuoAAivn/KAaBoulavikd ofu
KiwvoAovec
Albumin 1.5 g/Kg 3B 1" uépa, 1 g/Kg 3B 3" uépa

Method of
Ref Randomization and
No. Study Design Analysis N Results P Mortality P
145  Cefotaxime vs. ampicillin/ Random number table 73 Cure of infecion  <0.02  Infection-related mortality 19% vs 31% N3
Tobramycin for severs 85% ws 56% Hospitalization mort 33% vs 43% NS
infections
148| Cefolmime 5 days vs. 10 days  Sealed opague emvelope 100 Cure 93% va. NS Infection-related mortality 0% vs 4% NS
91%
For SBP Intention to treat Recurrence 12% Hospitalization N3
vs 13%
Mortality 33% vs. 43% N5
150  Oral ofioxacin vs Sealed envelope 123 Resolution NS Hospitalization NS
Cefotaxime for SBP 84 vs B5% mortality 19% vs 19% NS
162| Cefolaime with or without Sealed envelope 126  Resolution 98% NS Hospitalization mortality 10% vs 29% =01
albumin for S8P vs 94%
Renal failure
0.002
10% vs 33%

Abbreviations: AFTP, ascitic fluid total protein; NS, not significant; HRS, hepatorenal syndrome.

AASLD Practice Guidelines Hepatology 2009;49:2087-2107 >




Hniatovedpko Zuvépopo (HNZ)
Hepatorenal

AlayvwoTLka KpltApla

Kippwon pe Aokitn , Kpeativivn opov > 1.5 mg/dL (133 umol/L)

Artovola shock

Amoucoia uTtooykatpiog

(un enitevén otabepric BeAtiwong tng vedppikng Asttoupyiag ( pelwon Cr < 1.5 mg/dL) peta
Qo ToUAAXLoTOV 2 nUEPWV Slakorh Twv dtoupntikwv(edv eAapBave Sltoupntikd) Ko
npoomnadsia oykodLaoToAnG e xoprniynon Asukwpoartivng os 66on 1 g/Kg/day(maximum
100 g/day)

ATtouoia TTaPEYXUUATIKAC VEPPLKNC VOOOU

( mpwteivoupia < 0.5 g/day,
HKpoatpotoupia < 50 red cells/high power field
ducLoloyiko US vedppwv )

OxL tpEYovoa N mpoodatn Oepaneia pe Neppotofikd ddappaka

EASL Clinical Practice Guidelines 60
Journal of Hepatology 2010:53;397-417



O 1o onuavtiko¢ nupodotng HNX eival n pikpoPlakn Aolpwén

Salerno F, Gerbes A, GinBs P, Wong F, Arroyo V. Diagnosis, prevention and
treatment of hepatorenal syndrome in cirrhosis. Gut 2007;56:1310-1318.
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NaBoyéveia tov HNZ

Established
therapies

CIRRHOSIS
Y

TIPS*

Vasoconstrictors**

Albumin®***

» Portal hypertension

}

» Splanchnic arterial vasodilation

1 l

Low systemic Impaired
vascular rtisistance c.'e:radi-:-mi function

Reduced effective

Renal
replacement

* arterial blood volume

'

Activation of
vasoconstrictor systems

!

Renal vasoconstriction

HEPATORENAL

therapy

SYNDROME -

E. Sola,P.Gines JHepatology 2010;53:1135-1145

Potential
therapies

Extracorporeal
liver support

systems
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KAwvikol tumtot HNZ

HN2-1: Suthaoclaopoc tne SCr o enineda
>2,5mg/dL 1
uetwon t¢ CCr <20 ml/min
oe Saotnua < 2 eBdopadwv

HN2-2: xpdvia vebpiki avendpkeLo

O€ UTTOOTPWHO AVOEKTLKOU aoKLTN
SCr> 1,5 mg/dL

Bpadutepn e€€ALEN
OXETIKA oTaOepn

Journal of Hepatology 2010:53;397-417
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Survival Probability

1.0 77—

0.8 -
0.6 - Ei
| Type-1
029 ey
0.0 l ] M -_— |
Months

H emiBiwon Twv acBevwyv pe HNZ
The Lancet 2003
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Avtipetwriion tou HNZ pe Baon tnv  MNaBoyevela

Established
therapies

TIPS*

CIRRHOSIS
Y

Vasoconstrictors**

Albumin®***

» Portal hypertension

}

» Splanchnic arterial vasodilation

1 l

Low systemic Impaired
vascular rtisistance c.'e:radi-:-mi function

Reduced effective

Renal
replacement

* arterial blood volume

'

Activation of
vasoconstrictor systems

!

Renal vasoconstriction

HEPATORENAL

therapy

SYNDROME -

. Sola,P.Gines JHepatology 2010;53:1135-1145

Potential
therapies

Extracorporeal
liver support

systems
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H avtipetwriion tou acBevn pe HN2

e |ICU i Movada Auénuévnc Opovtidog

. 1.'EAeyxoc yia Aolpwén

» KaAALEpyelec ailpatoc,0UpwV,a0K.uypoU

. 2. Xpnon B-blockers

» Alakormn N ocuvexlon ? Agv untapyouv enapkn dedopeva
. 3.Mapakevinon AokttikoU Yypou

» Aev umtapyouv enapkn dedopgva

» LVP + Albumin og Aokitn umo taon

. 4. Xprion Atoupntikwv

» Alakorty OAwv Twv SloupnNTIKWVY

» Qoupooeuidn og uTtepdOPTWON LYPWV

EASL Clinical Practice Guidelines
Journal of Hepatology 2010:53;397-417
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AMN\ec Bepareiec oto HN2

TIPS

MARS

AlpodwAon N ouvexnc dAeBkn atpodnbnon
OLT



H HETAMOOYXEUVON NTTATOC

oTNV avTlpeTwriton tov HN2

Oepareia eKAoyNC
ErBlwon 1 €touc 65%

Na rtponyeital yopnynon
OYYELOOUOTIOOTIKWY Kol aABoupivng
2UVOUAOUEVN HETAMOOXEVON HItaToc-
NedpoU av o acBevic MapaAUEVEL OE
AlpodwAton>12 €f4.
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HNZ: avTlpetwrion

Enwkpatovoa MeAAovtikeg EmAoyeEg ?

Oepamneia 1" ypaupng: TepAumpeooivn o€ cuvexn
*METALOOYXELON NTTOTOC gyxuon
eTepAnpeooivn pe AABoupuivn TepAutpeoaivn

akoAouvBoupevn armo TIPS
Oeparmela 2" ypaULUNC

e AAAQL QYYELOCUOTIAOTLKA PAPLOLKOL E€WOoWMOTLKA UTIOOTAPLEN TNG
ue AABoupivn NMATKNAC Asttoupylac (my

» Nopadpevalivn MARS)

»Mibobpivn

*TIPS

eOeparmneia Nedpplknc Ymokataotaong

E. Sola,P.Gines JHepatology 2010;53:1135-1145 69



MPOINQZTIKOI MAPATONTEZ ENIBIQZHZ TQN KIPPQTIKQN ME AZKITH

Paramatar RAadian survindal [months)

Mean artarial pressura (mmHghk

= B0 45

= 80 11
Sarum craeatinine (mgfdL)

= 1.2 25

1.2-1.5 11

= 1.5 =
Hyponatramia (serum [Nal < 120 mmEgfL)

MO 27

Yas )
Urinary Na eaxcration (mmEg/day]

= 10 45

< 10 17
Plasma renin activity

MNormail 57

Increasad &
Plasma norepinaphrine (epinaphrinal

MNormal 23

Increasad 13

F. Wong Joumsl of Gestroenierology and Hepatology 27 (2012) 11-20



AAYOpPLOMOC aVTIHETWILONG TOU AoKiTn

I Ascites I

|

I Diagnostic paraceniesis I

v

| Findings consistent with |

cirrhosis

+ v 3
Sodium restriction Spironolactone Furosemides
2 gid 100—1 50 mg'd 20—40 mgid
L.

w

Fails to respond — Check urine Na/k
and adjust sodium intake or diuretics
Develops hyponatremia —

Hold diuretics and fluid restriction

'

Persistent massive ascites despite maximum
diuretic therapy or complications of therapy

Weekly

I VP + Albumin IT TIPS

I Liver transplant evaluation I

71
Curr Gastroenters] Rep (2011) 13:17-23



Euxaplotw yLa TNV mpoooxn ooc
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