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* Viral infection
* Alcohol
* NASH

* Autoimmune disorders
* Cholestatic disorders
* Metabolic diseases

* Cofactors (such as
obesity and alcohol)

—

Inflammatory damage
Matrix deposition
Parenchymal cell death

e Liver ‘l‘bl’.
* Port

ension

—

l

* Disrupted architecture
* Loss of function

The natur ]

> liver disease. Nat Rev

Nature Reviews | Immunology
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Portal-systemic encephalopathy

portal-systemic collaterals
Portal-hypertensive gastropathy

Local anatomical factors
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METAVIR 4A

Increasing portal hypertension

MPH CSPH Higher risk of major events
HVPG =5 and <10 mmHg HVPG 210 mmHg HVPG 212

Increasing bacterial translocation/inflammation

Minimal/absent SAV
and normal CO

Increasing clinical severity
Compensated cirrhosis Decompensated cirrhosis

No varices
MidPH CSPH

 Clinical states o
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Ascites
Anticoagulation

Comorbidities
SBP

CAID
Portal hypertension Ascites Nosocomial infections
la Decompensation

CAID Malnutrition
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Ascites
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IS mmore

ion should be performed by infus-

Ibumin (8 g/L of ascites removed), as it
ective than other plasma expanders, which are.#@

1).

EASL Clinical Practice Guidelines for the management of patients with decompensated cirrhosis. J

Hepatol. 2018

1).
e LVP should be followed with plasma volume expansion

le session (I

grade 3 ascites), which should be completely removed

rpatients undergoing LVP of greater than 5 L of ¢

plasma volume expans

agreed that these patients should still be treated with
albumin because of concerns about use of alternative

risk of developing PPCD is low. However, it is generally
plasma expanders (III

to prevent PPCD (I;1

in a sing
ing a

@

e LVP is the first-line therapy in patients with large ascites
e In patients undergoing LVP of less than 5 L of ascites, the

ADA,

)

TJLB, transjugular liver
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ISease

imaging

AFB/ADA

Cytology,
abdominal

SAAG <1.1g/dL
Laparoscopy *
peritoneal biopsy

Peritoneal d

SAAG, serum-ascites albumin grad

in
idal
3

Prote
iINUSOI

Diagnostic Paracentesis

ic

1C vE€nous

HV Doppler
Echocardiography

Asc
Posts

HYV, hepat

Hepatic venogram, HVPG, TJLB

)

SAAG 21.1 g/dL

in

imaging

Ascitic Prote
Elastography

Abdominal

FIG. 2. Diagnostic approach to new-onset ascites. 'May include right heart catheterization. Abbreviations: Abd, abdominal

adenosine deaminase; AFB, acid fast bacterium
Diagnosis, Evaluation, and Management of Ascites, Spontaneous Bacterial Peritonitis and Hepatorenal Syndrome

American Association for the Study of Liver Diseases
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Ascitis no complicada

Recommendations

Diuréticos:
moderate restriction of sodium intake (80-120 mmo = - =
day, correspc : 6=6€ scommended C()ntr alndlc dAC101NeS

in patients with moderate, uncomplicated ascites (I;1).
This is generally equivalent to a no added salt diet with

avoidance of pre-prepared meals. Adequate nutritional Diuretics should be discontinued if severe hypona-
education of patients on how to manage dietary sodium traemia (serum sodium concentration <125 mmol/L),

Is also recommended (II-2;1). AKI, worsening hepatic encephalopathy, or incapacitat-
Diets with a very low sodium content (<40 mmol/day) ing muscle cramps develop (III;1).
should be avoided, as they favour diuretic-induced com-

plications and can endanger a patient’s nutritional status Furosemide should be stopped if severe hypokalemia
(11-2;1). occurs (<3 mmol/L). Anti-mineralocorticoids should be

Prolonged bed rest cannot be recommended because stopped if severe hyperkalemia occurs (>6 mmol/L) (III;1).

there is insufficient evidence that it is beneficial in the
treatment of ascites (III;1).

EASL Clinical Practice Guidelines for the management of patients with decompensated cirrhosis. J Hepatol. 2018

EASL Clinical Practice Guidelines for the management of patients with decompensated cirrhosis. J Hepatol. 2018




Ascitis refractaria
“Ascitis que napuede ser movilizada o que recurre rapzdamente
tmsPGV a pesar de restriccion de sodzo Y diuréticos”

Ascitis resistente a diuréticos: Persistencia de ascitis a pesar de diuréticos a dosis maximas

y restriccion salina

Ascitis intratable: Administrar /incrementar dosis de diuréticos induce efectos adversos

No response to

Assess for
diuretic
response &
complications

Patient
with grade 3
ascites while

on diuretics

maximum doses
of diuretics'
or
development of
complications

Urinary Na
measurement

Minimum
urinary Na
excretion

Dietary history
to assess for
Na restriction

Compliant with
Na restriction

Refractory
Ascites

LVP with
albumin

Liver
dysfunction®

Monitor for
PPCD?

Consider
TIPS

Diagnosis, Evaluatlon and Management of Asmtes Spontaneous Bacterlal Pentonltls and Hepatorenal Syndrome 2021 Practlce
Guidance by the Amerlcan Assomatlon for the Study of Liver Dlseases ~




¢(Infusiones de Albtimina?

FABLE 1

Author

- Di
Pascoli
et al*®

Caraceni
et d 16

citis refractaria

Editorial

Rafael Bafiares ' 2, Mauro Bernardi 2

> Liver Int. 2019 Jan;39(1):45-48. doi: 10.1111/liv.13996.

Long-term albumin administration in patients with
decompensated cirrhosis. It is time for a reappraisal

Main features and results of controlled trials assessing the effects of long-term albumin administration in patients with decompensated cirrhosis

Patient population

Refractory ascites

Cirrhosis and ascites
requiring at |least
200 mg/d of an
antimineralocorticoid
drug and 25 mg/d of
furosemide

Patients with
decompensated
cirrhosis included in
the waitlist for liver
transplantation

Primary
end-point

Mortality

Study design/sample size

Single centre
Non-randomized consecutive
series of patients
N =70(45 albumin)

Multicentre open-label
Pragmatic Clinical trial
Randomized patients:
N = 440
Modified ITT analysis:
N =431

Double-blind placebo-con-
trolled trial
Randomized patients N = 196
Modified ITT analysis:
N=173

Mortality

Incidence of
complications
of cirrhosis

MELD score
(points)

14.9 (1) in albumi
group
15.2 (#) in SMC
group

12 (10-15) in
albumin group
13 (10-16) in
SMT group

17 (£) in albumin
plus midodrine
16 (1) in SMC

_ TT, intention to treat; QoL, quality of life; SMT, standard medical treatment; SOC, standard of care.
~'Calculated by reverse Kaplan-Meier method.

Albumin dose

20 g of albumin
twice aweek

40 g twice a week

for the initial 2 wk

and 40 g weekly

40 g/15d (plus
midodrine
adjusted to mea

Mean/median
follow-up

ean:400.8 and
318.7dinthe
albumin and SOC
group

edian® 11.5 mo
nthe SMT group
and 17.6 moin the
albumin group

edian: 63 dint
albumin plus
midodrine group
and 105 din the
SMT group

Main results

Increased survival in
albumin-treated patients

Decrease in
hospitalization

Increased survival,
reduced incidence of
complications, ameliora-
tion of QoL in albumin-
treated patients

No reduction in the
incidence of cirrho

No survival benefit

Comments

No use of
TIPS

Rapid access
to liver
transplant
in both
arms
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eritonitis bacteriana espontinea

Takqwmnmwmwmwwmum

Type of infection Community-acquired infections Nosocomial infections™

SBP, SBE and Cefotaxime
spontaneous bacteremia or ceftriaxone
or amoxicillin/clavulanic acid

Urinary infections Uncomplicated: Uncomplicated:
ciprofloxacin nitrofurantoin or fosfomycin
or cotrimoxazole
If sepsis: If sepsis:
cefotaxime piperacillin/tazobactam?
or ceftriaxone or meropenem? + glycopeptide*
or amoxicillin/clavulanic acid
Amoxicillin/clavulanic acid Piperacillin/tazobactam®
or ceftriaxone + macrolide or meropenem/ceftazidime +
or levofloxacin glycopeptide* should be added in patients wllh risk
or moxifloxacin factors for MRSAT

Cellulitis Amoxicillin/clavulanic acid Meropenem/ceftazidime* + oxacillin
or ceftriaxone + oxacillin or glycopeptides®

SBP, spontaneous bacterial peritonitis; SBE, spontaneous bacterial empyema; MRSA, methicillin-resistant Staphylococcus aureus.
Dosages of antibiotics have not been formally investigated or defined in cirrhotic population and it is advisable to follow standard recommended dosages.
*Recommended empirical treatment also for health-care associate (HCA) urinary infections and pneumonia. Empirical antibiotic treatment of HCA spontaneous infections
and cellulitis will be decided on the basis of the severity of infection (patients with severe sepsis should receive the schedule proposed for nosocomial infections) and on the
local prevalence of multiresistant bacteria in HCA infections.
(*In areas with a low prevalence of multiresistant bactena.

"To cover extended-spectrum B-lactamase (ESBL)-producing Enterobacteriaceae.
'IV vancomycm or tencoplamn in areas \mth a high prevalenoe MRSA and vancomycin-susceptible enterococci (VSE). Glycopeptides must be replaced by IV linezolid in areas

1 f 1 IHC VAN L AL LMD ! | l-ro il C AL lhlhll / N

~ ""Liver disease is considered as severe comorbidity for community-acquired pneumonia in guidelines.
®Antibiotics active against Pseudomonas aeruginosa.
‘Wentilator-associated pneumonia, previous antibiotic therapy, nasal MRSA carriage.

Jalan, R et al. Bacterial infections in éirrho’si’s; A 'pdsiti_oﬁ fstafe.mentﬁ_'bévs“e'd on theEASL Spec1alConference ]'_Hé~pa_tol;"2014 ]un;60(6):_1316:2_4 -
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U S O d e a_lb umlna TABLE 2. CLINICAL OUTCOME ACCORDING TO
, | THE ASSIGNED TREATMENT.*

CEFOTAXIME

Recommendation ~ Ceroraxme [JrLus Ateumm
Ourcome VARIABLE (N=63) (N=63)

The administration of albumin is recommended in patients with SBP - Resoltion of infection — no. (%)t 59 (94) 62 (98)
. 1.5 g/kg at diagnosis and Duration of antibiotic therapy 6+1 Yaaf

— days
* 1 g/kg on Day 3 Paracentesis for ascites after resolution 16 (25) 14 (22)
of infection — no. (%)}
Hospital stay — days 13+1 14+1
Renal impairment — no. (%) 21 (33) 6 (10)
Decath — no. (%)
In hospital§ 18 (29) 6 (10)
At three monthsy 26 (41) 14 (22)

MRS
R

RS

*Plus—minus values are means +=SE.

ZD Ebe aplicarse a to dOS IOS PaCienteS Con T The infection resolved with the initial cefotaxime therapy in 53 of the

63 paticnts (84 percent) in the ceforaxime group and in 57 of the 63 pa-
tients (90 percent) in the ceforaxime-plus-albumin group. In the other pa-

PBE O SOIO | a_ IOS PaCienteS Con a_]_to riesgo 7 : tients, the infection resolved after modification of the antibiotic therapy.

fThese patients required at least one therapeutic paracentesis for the
management of ascites.

de lnsuflCIEHCla renal O mortalldad? - - | §The causes of in-hospital death were combined liver and renal failure

( 13 patients in the cefotaxime group and 5 in the cefotaxime-plus-albumin
group ), massive gastrointestinal hemorrhage (2 patients in the ceforaxime
group and 1 in the ceforaxime-plus-albumin group ), septic shock (2 pa-
tients in the ceforaxime group), and liver failure (1 patient in the ceforax-
ime group).

Y[ Seven patients (four in the cefotaxime group and three in the ceforax-
ime-plus-albumin group) were lost to follow-up after discharge from the
hospital. The three-month mortality rates were calculated as the number
of known deaths at this time divided by the total number of enrolled pa-
tients in cach group.

- Effect of Intravenous Albufnin on Reﬁal Iihpairment and Mortality in Patients with Cirrhosis and Spontaneous Bacterial Peritonitis
Sort P et. al. New England ]d;irnal of Medicine1999 vol: 341 (6) pp: 403-409 SEANEE : e ‘ S s e el S S
- EASL Clinical Practice Guidelines for the management of patients with decompensated cirrhosis. Angeli P Bernardi M Villanueva C Francoz C Mookerjee R et. al. Journal of He’p.»at‘ologyzO,lS vol: 69 (2) pp: 406-460
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