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D’ Amico G. et al. J Hepatol 2006; 44, 217- 231. 



•Resangrado
•Ascitis refractaria
•Infecciones / PBE
•Síndrome hepatorrenal

Enfermedad
Hepática 
crónica

Cirrosis 
compensada

Incremento de
la fibrosis y de

la hipertensión portal

•Hemorragia 
•Ascitis
•Encefalopatía

Cirrosis 
descompensada Muerte

Tx

Deterioro de la
función hepática

Carcinoma hepatocelular

Historia natural de la 
Enfermedad Hepática crónica  



Muerte

Estadio 5
Segunda descompensación

Estadio 4
Primer descompensación 

(no HDA)

Estadio 3
Sangrado

Estadio 2
Varices

Estadio 1
Sin várices

Score D’Amico: sobrevida 5 años

Cirrosis 
Compensada

Cirrosis 
Descompensada

10%

20%

30%

88%

1.5%

D’Amico G. et Al. Aliment Pharmacol Ther 2014;39:1180–1193.

21%

8%

45%

48%



Puntaje
1 2 3

Encefalopatía ausente I - II III – IV 

Bilirrubina (mg/100ml) 1 - 2 2 - 3 > 3

Ascitis ausente leve moderad
a

Albumina (g/%) >3.5 2.8 – 3.5 < 2.8

Prolongación del tiempo 
de protrombina (seg)

1 – 4 4 – 6 > 6

Para CBP 1 - <4 4 - 10 > 10

A = 5 – 6          B = 7 – 9          C = 10 -15

Score Child Pugh



R = 10 x [0,957 x log (creatinina en mg/dl) 
+ 0,38 x log (bilirrubina en mg/dl) 

+ 1,120 x log (RIN) + 0,643]

MELD (Model for End Stage Liver Disease)



Síndrome Ascítico Edematoso

• La Ascitis es la complicación más frecuente 
en pacientes con cirrosis

• El 50- 60% de los pacientes con cirrosis
compensada desarrollarán ascitis dentro de 
los 10 años del diagnóstico.

• Mortalidad 15% al año, 44% a los 5 años.

D’Amico G. et Al. Aliment Pharmacol Ther 2014;39:1180–1193.
Aithal GP, et al. Gut 2021;70:9–29. 
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HPT. Fisiopatologia

Ley de Pouseille (Ohm)

Diferencia 
entre la presión 
portal y la VCI 

(GPP)

Flujo venoso 
portal

Resistencia 
vascular del 

sistema portal

• Valor normal 1-5 mmHg

Delta P= Q x  R

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 



Resistencia vascular

Estructural

Aumento de la 
rigidez

Trombosis de las 
venas y arts de 

intermedio y gran 
calibre- shunts

Funcional

Contracción activa de 
elementos contractiles 

en el hígado 

Disminución ON 
(vasodilatadora)

Aumento de sustancias 
vasoconstrictoras

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 



Ascitis. Fisiopatología

Hipertensión portal significativa:
GPP >= 10 mmHg

Hipertensión portal grave: 
GPP >= 12 mmHg

Hipertensión portal:
GPP > 5 mmHg

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 



HTP. Fisiopatología

“Capilarización de los 
sinusoides”

Disminución de la 
permeabilidad vascular

Aumento de la presión 
hidrostática (Ph) portal

Aumento de Ph en los 
capilares esplácnicos

Retrógada

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 



HTP. Fisiopatología

Hipertensión 
portal

Vasodilatación 
esplácnica 

arterial

Hipovolemia 
efectiva

Retención 
agua- Na

Sustancias 
vasodilatadoras (Oxido 
Nítrico, Sustancia P, VIP)

Estimulación 
baroreceptores à SRAA, 
SNS, ADH

Translocación 
bacteriana

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 



SAE. Fisiopatología

Resistencias

Flujo
Resistencias

Sistema arterial esplácnico Sistema venoso portal

Aumento de la 
Presión 

hidrostática en el 
capilar esplácnico

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 



Resistencias

Flujo
Resistencias

Sistema arterial esplácnico Sistema venoso portal

Aumento de la 
Presión 

hidrostática en el 
capilar esplácnico

Extravasación de 
líquido al 
intersticio

SAE. Fisiopatología

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 



SAE. Fisiopatología

• El líquido ascítico que se extravasa es 
reabsorbido por el sistema linfático

• El mismo tiene una capacidad de absorción 
de 1.4 l/día (tasa media)

• Cuando la cantidad de líquido que se filtra es 
mayor se produce la formación de Ascitis

Tsochatzis E. A. et Al. Lancet 2014;14:60121-25.
Aithal GP, et al. Gut 2021;70:9–29. 
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Manejo inicial del paciente con 
Ascitis

“Paracentesis diagnóstica debe realizarse en 
todos los pacientes con un primer episodio de 

ascitis”

• Sensible (97%)
• Bajo costo
• Bajo riesgo de complicaciones (<1%)

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Técnica paracentesis
Management of Adult Patients  with Ascites 
Due to Cirrhosis: Update 2012

AASLD PRACTICE 
GUIDELINE

© 2012 The American Association for the Study of Liver Diseases, All rights reserved.
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disseminated intravascular coagulation. A shortened (<120 minutes) 
euglobulin clot lysis time documents hyperfibrinolysis.25 However, this 
test may not be routinely available. Epsilon aminocaproic acid can be 
used to treat hyperfibrinolysis; paracentesis can be performed after 
the lysis time has normalized on treatment.26 Bleeding conditions occur 
in less than 1 per 1,000 patients who require paracentesis. There is 
no data-supported cutoff of coagulation parameters beyond which 
paracentesis should be avoided.19 In a study of 1100 large volume 
paracenteses there were no hemorrhagic complications despite a) no 
prophylactic transfusions, b) platelet counts as low as 19,000 cells/ 
mm3 (19 x 106/L)(54% <50,000) and c) international normalized ratios 
for prothrombin time as high as 8.7 (75% >1.5 and 26.5% >2.0).22

In the past, the avascular midline, midway between the pubis and the 
umbilicus, was usually chosen as the site for paracentesis.27 Now, as 
many paracenteses are performed to remove a large volume of fluid 
and abdominal obesity increases the midline wall thickness, the left 
lower quadrant is the preferred location (Figure 1). The abdominal 
wall in the left lower quadrant, 2 finger breadths (3 cm) cephalad and 
2 finger breadths medial to the anterior superior iliac spine, has been 
shown to be thinner and with a larger pool of fluid than the midline 
and is usually a good choice for needle insertion for performance 
of a therapeutic paracentesis. 28 The right lower quadrant may be a 
suboptimal choice in the setting of a dilated cecum (due to lactulose) 
or an appendectomy scar. The area of the inferior epigastric arteries should be avoided; these vessels are located 
midway between the pubis and anterior superior iliac spines and then run cephalad in the rectus sheath. Visible 
collaterals should also be avoided. A laparoscopic study found that collaterals can be present in the midline and 
thus present a risk for rupture during paracentesis.29

A 1 or 1.5 inch 21 or 22 gauge needle can be used for diagnostic paracentesis in lean patients; a 3.5 inch 22 
gauge needle can be used in obese patients.27 Larger caliber (15 or 16 gauge), multi-hole needles can be used for 
therapeutic paracentesis. Plastic-sheathed catheters can be shaved off into the peritoneal cavity and can lead to 
the need for laparoscopy or laparotomy to retrieve the piece that was shaved off.30 

If the fluid is difficult to localize by examination because of obesity, ultrasonography can be a useful adjunct in 
locating fluid and visualizing the spleen and other structures to be avoided. There are few contraindications to 
paracentesis. The procedure should be performed by a provider who has been trained in its performance.

RECOMMENDATIONS 

1.  Diagnostic abdominal paracentesis should be performed and ascitic fluid should be obtained from 
inpatients and outpatients with clinically apparent new-onset ascites. (Class I, Level C) 

2.  Since bleeding is sufficiently uncommon, the routine prophylactic use of fresh frozen plasma or platelets 
before paracentesis is not recommended. (Class III, Level C) 

Fig. 1. Diagram of the abdomen showing the three 
usual sites for abdominal paracentesis. The author 
prefers the left lower quadrant site. Reproduced 
from Thomsen TW, Shaffer RW, White B, Setnik 
GS. Paracentesis. N Engl J Med 2006;355:e21 
with permission from the Massachusetts Medical 
Society. Copyright (2006) Massachusetts Medical 
Society. All rights reserved.

FORWARDBACK

Cuadrante inferior 
izquierdo: 2 dedos por 
encima de la cresta 
iliaca anterosuperior + 
2 dedos hacia el centro

Corrección de la coagulación 
o la administración de 
plaquetas previa a la 

realización de paracentesis: 
No recomendada 

(Evidencia: moderada, 
Recomendación: Fuerte)

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



¿Qué evaluar en el paciente con 
SAE?

Anamnesis Metabolitos en orina, dosaje en sangre
Examen físico Conductas de riesgo, vacunación, 

transfusiones
Ecografía abdominal Enfermedades autoinmunes, EII, 

celiaquía
HIV, tratamientos inmunosupresores
Insuficiencia cardíaca, insuficiencia
renal
Porfirias, neoplasias
Infecciones sistémicas/Sepsis
Embarazo
Síndrome metabólico

Laboratorio Antecedente de instrumentación

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



¿Qué evaluar en el líquido ascítico?

• Albumina à GASA >= 1,1. Sensibilidad 97% 
para HTP

• Recuento celular/ recuento diferencial 
(Polimorfonucleares)

• Cultivo à 10 ml en frascos de Hemocultivos 
(aumentan rédito a 80% vs 50%)

• Proteínas totales

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



¿Qué evaluar en el líquido ascítico?

Rutina Opcional
Recuento celular y diferencial Glucosa
Albumina LDH/ Amilasa / BNP
Proteínas totales Marcadores tumorales
Cultivo Gram/ ADA

Citología
Trigliceridos
(Quilomicrones)

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Evaluación del paciente con 
Ascitis

GASA >= 1,1

PMN < 250 cc3

Ascitis no 
complicada

PMN > 250 cc3

Peritonitis 
Bacteriana 
Espontánea

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Ascitis no complicada

• Medidas higiénico- dietéticas:

• Tratamiento farmacológico:

• Paracentesis evacuadora de grandes 
volúmenes

üDiuréticos

üRestricción sodio (2 gr/día)

üAbstinencia alcóholica

üRestricción hídrica

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Diuréticos: ¿Uno o dos?

• Espironolactona (dosis máxima 400 
mg/día) aumento cada 7 días

• Furosemida: (dosis máxima 160 
mg/día) recomendada solo en ascitis 
refractaria - recurrente. 
(Recomendación 1 A)

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Diuréticos: ¿Uno o dos?

• Amiloride: 10-40 mg/día en pacientes con 
ginecomastia secundaria al uso de 
espironolactona

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Diuréticos. Efectos adversos

• Encefalopatia
• Hipokalemia/ Hiperkalemia
• Hiponatremia
• Calambres
• Ginecomastia
• Injuria renal aguda

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Objetivos del tratamiento

Disminución de peso
•Sin edemas: 0.5-0.7 kg/día
•Con edemas: 0.8-1 kg/día

Natriuresis
•> 78 mEq/ 24 hs
•Potasio u/Sodio u < 1

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Grados Ascítis (International 
Ascities Club)

• Grado 1: Leve, solo detectable por 
ecografía 

• Grado 2: Moderada, evidente 
semiologicamente

• Grado 3: Severa, asociada a 
importante distensión abdominal.

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Manejo del paciente con Ascitis

Medidas Higiénicos dietéticas

Ascitis grado 
1

Diuréticos

Ascitis grado 
2

Paracentesis 
evacuadora
Ascitis grado 

3

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Tratamiento. Ascitis Grado 2

• Pueden ser tratados en forma 
ambulatoria

• Ingesta de sal (2000 mg/día)

• Diuréticos

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Tratamiento. Ascitis Grado 3

Paracentesis evacuadora con reposición de 
albumina:
1. Disminuye el tiempo de hospitalización
2. Disminuye la incidencia de efectos 

adversos por el uso de diuréticos
3. Bajo riesgo de complicaciones
4. No disminuye la mortalidad ni el número 

de hospitalizaciones
5. Luego de la paracentesis se debe indicar 

tto con diuréticos

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Tratamiento. Ascitis Grado 3

PARACENTESIS TOTAL

Reposición 
de Albúmina

(8 g/L de 
ascitis)

Dieta hiposódica (<80mEq/día)
Tratamiento diurético

Tratamiento inicial

Tratamiento de 
mantenimiento

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Ascitis y edemasInjuria renal aguda 
(SHR)

Vasodilatación arterial esplácnica

Hipovolemia efectiva

Activación SRAA, SNS y ADH

Deterioro 
excreción agua 
libre

Hiponatremia

Retención 
sodio y  agua

Vasoconstricción
renal

Disfunción circulatorio 
postparacentesis

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Bernardi et al. Hepatology 2012;55:1172-1181. 

Disfunción circulatoria 
postparacentesis

no cases of hyponatremia in either study group, and so
the OR for that trial could not be computed or included
in the calculation of pooled OR. Across the other 16
included trials there was no evidence of significant heter-
ogeneity (P ¼ 0.97; I2, 0%) or publication bias (P ¼
0.24) with respect to the hyponatremia endpoint.
In the three trials comparing albumin with no treat-

ment, 13 of 79 untreated control patients (16.5%)
developed hyponatremia versus 3 of 77 patients receiv-
ing albumin (3.9%). Albumin reduced the odds of
hyponatremia by 80%, compared with no treatment
(pooled OR, 0.20; CI, 0.05-0.74).
Over all 14 trials evaluating alternative treatments, 86

of 577 control patients (14.9%) and 39 of 478 patients
allocated to albumin treatment (8.2%) experienced hypo-
natremia. Among 13 of those trials with at least one case
of hyponatremia, albumin decreased the odds of hypona-
tremia by 42% (Fig. 3). The effects of albumin on the
odds of hyponatremia were similar across strata of age,
refractory ascites, baseline serum albumin level, type of
control volume expander, day of PCD assessment, para-
centesis regimen, ascites volume removed, trial quality,
control group mortality, and time period (Table 2).
Mortality. Data on mortality were unavailable for

four trials, and in one trial,20 there were zero deaths.
Across the remaining 12 trials, the mortality endpoint

did not exhibit significant heterogeneity (P ¼ 0.91; I2,
0%) or publication bias (P ¼ 0.24). Only 1 of the 12
trials compared albumin with no treatment,2 and there
was no significant effect of albumin on mortality in
that trial (P ¼ 0.37).
In 11 trials with mortality data comparing albumin

with alternative treatments, 74 of 513 control patients
(14.4%) died versus 50 of 414 assigned to albumin
infusion (12.1%). The odds of death were lower by
36% in the albumin group (P ¼ 0.038; Fig. 4). Differ-
ences in the effect of albumin on mortality between
subgroup strata of age, refractory ascites, baseline serum
albumin level, type of control volume expander, day of
PCD assessment, paracentesis regimen, ascites volume
removed, trial quality, control group mortality, and time
period were minor (Table 2).
Secondary Endpoints. Of the trials comparing albu-

min with alternative treatments, the number with avail-
able data for a particular secondary endpoint and at
least one event ranged from 6 to 11 (Table 3). Albumin
administration was associated with 15%-19% reductions
in the odds of acites recurrence, renal impairment, and
hospital readmission. Smaller reductions were observed
for hepatic encephalopathy and portal hypertensive
bleeding. However, none of these effects with respect to
secondary endpoints were statistically significant.

Fig. 2. PCD in trials comparing
albumin with alternative treat-
ments. Error bars depict CI. Point
estimates for individual trials
scaled in proportion to meta-ana-
lytic weight.

1176 BERNARDI ET AL. HEPATOLOGY, April 2012

OR: 0.39 
(0.27-0.55)

N=17 (RCTs)



eligible trials identified and included, average volume
removed exceeded 5 L, the customary cutoff below which
albumin infusion is not recommended. Within the range
of volumes removed among the included studies, no major
differences in the effects of albumin were apparent
between 5.5 and 8.0 L of ascites fluid removed and >8 L.
In the majority of included studies, albumin was

administered at a dose of 8 g per L of ascites fluid
removed, although doses as low as 5 or 6 g!L"1 were
also evaluated in three trials. Lower albumin doses, if
effective, might aid in reducing treatment costs. A
pilot study directly comparing 4- and 8-g!L"1 doses
has recently been reported.35

The pathogenesis of PCD is not completely under-
stood, but it is thought to be secondary to accentuation
of already established arteriolar vasodilation. This con-
cept has prompted the evaluation of the vasoconstrictors
vasopressin, midodrine, and norepinephrine, as alterna-
tives to albumin. The systematic search process under-
taken as part of this meta-analysis revealed that random-
ized trial evidence on the clinical utility of vasopressors
in ascites patients undergoing LVP is limited to small tri-
als with 40 or fewer total patients each, and the results
were variable. On the other hand, the combination of al-
bumin and vasoconstrictors is the first-line treatment for

type-1 hepatorenal syndrome and is being tested in
patients awaiting liver transplantation. The possibility
that such combination treatment might benefit ascites
patients needing LVP has not been investigated thus far.
Although some data have suggested that hyponatremia

may occur less frequently in patients receiving albumin
as an adjunct to LVP, such an effect has not previously
been established. The present meta-analysis provides
clear-cut evidence that albumin effectively prevents
hyponatremia, compared with alternative treatments.
This finding is of potential clinical importance, because
hyponatremia is a risk factor for hepatic encephalopathy
and death.36-38 Patients with hyponatremia also display
greater susceptibility to the development of refractory
ascites, lower responsiveness to diuretics in terms of
change in body weight, higher requirement for LVP to
manage their ascites, and a shorter interval between
needed paracentesis procedures.39 Hyponatremia devel-
ops because of an impairment in the renal capacity to
eliminate solute-free water, causing disproportionate
retention of water relative to sodium and thereby reduc-
ing serum sodium concentration. Arterial underfilling
unloads high-pressure baroreceptors, stimulating a non-
osmotic hypersecretion of vasopressin and inducing sol-
ute-free water retention and dilutional hyponatremia.

Fig. 3. Hyponatremia in trials
comparing albumin with alternative
treatments. Graphic conventions as
in Fig. 2.

1178 BERNARDI ET AL. HEPATOLOGY, April 2012

Bernardi et al. Hepatology 2012;55:1172-1181. 

Mortalidad

OR: 0.55
(0.39-0.87)

N=17 (RCTs)



Albumin infusion has yielded favorable results as a
treatment for hyponatremia in patients with cirrhosis.40,41

In one RCT, daily albumin infusion for severe hypona-
tremia in patients with refractory ascites increased serum
sodium levels and reduced the incidence of infection,
hepatic encephalopathy, and in-hospital mortality.41

The clinical value of albumin administration as an
adjunct to LVP has been questioned because a survival
benefit could not previously be shown.5,42 Individual
trials have not been powered to detect a survival benefit.
By ‘‘borrowing strength’’ from all available RCTs, this
meta-analysis has provided evidence that albumin can
indeed bestow a survival benefit, compared with alterna-
tive treatments in ascites patients undergoing LVP.
The mechanisms underlying the therapeutic effects

exerted by albumin in liver failure are not fully under-
stood, but multiple mechanisms appear to be at work.
Albumin, the most abundant circulating protein in the
plasma, is endowed with an array of nononcotic prop-
erties beyond its role as the predominant plasma col-
loid and its capacity to expand intravascular volume.43

These include ligand binding and antioxidant and
anti-inflammatory activity. Patients with ascites are
usually hypoalbuminemic as a consequence of reduced
hepatic synthesis and secretion, dilution by increased
intravascular and interstitial volume, and loss to the
ascites fluid. Moreover, the ability of albumin to
transport protein-bound substances and drugs and act

as a detoxification agent is severely compromised in
patients with cirrhosis.44 The combination of hypoal-
buminemia and impaired albumin function leads to a
marked disturbance in the transport, metabolism, and
excretion of many endogenous and exogenous substan-
ces. One consequence is alteration in the pharmacoki-
netics and pharmacodynamics of many drugs, thus
affecting their efficacy and side-effect profile.45 Infu-
sion of exogenous albumin in ascites patients may
serve the dual purposes of repleting the levels of circu-
lating albumin and the functional activity of the albu-
min pool. These are effects specific to albumin not
shared by alternative treatments and may contribute to
the superior effectiveness of albumin documented in
this meta-analysis.
The trials included in the meta-analysis concern

acute treatment with albumin at the time of LVP. But,
albumin has also shown promise for the management
of ascites as a weekly or biweekly long-term treatment

Fig. 4. Mortality in trials com-
paring albumin with alternative
treatments. Graphic conventions as
in Fig. 2.

Table 3. Other Effects of Albumin Versus Alternative
Treatments

Endpoint Trials Odds Ratio (CI)

Ascites recurrence 11 0.85 (0.61-1.18)
Renal impairment 10 0.83 (0.49-1.42)
Hepatic encephalopathy 7 0.91 (0.50-1.66)
Portal hypertensive bleeding 7 0.97 (0.45-2.11)
Hospital readmission 6 0.81 (0.56-1.18)

HEPATOLOGY, Vol. 55, No. 4, 2012 BERNARDI ET AL. 1179

Bernardi et al. Hepatology 2012;55:1172-1181. 

Hiponatremia

OR: 0.64
(0.41-0.98)

N=17 (RCTs)



“Por cada 1 lt. de líquido ascítico que se 
evacua (en paracentesis mayores a 5 
lt.) se debe reponer 8 g de albumina

(máx 120 gr)”

Disminución 
36% 

Mortalidad

Disminución 
40% 

Hiponatremia

Disminución 
66% 
DCPP

Bernardi et al. Hepatology 2012;55:1172-1181. 

Disfunción circulatoria 
postparacentesis



Manejo del paciente con Ascitis

Medidas Higiénicos dietéticas

Ascitis grado 
1

Diuréticos

Ascitis grado 
2

Paracentesis 
evacuadora
Ascitis grado 

3

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 
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• Historia natural

• Síndrome ascítico edematoso: manejo

• Peritonitis bacteriana espontánea 

• Fisiopatologia de la Hipertensión portal (HTP) 

• Ascitis refractaria



Peritonitis Bacteriana 
Espontánea

GASA >= 1,1

PMN < 250 cc3

Ascitis no 
complicada

PMN > 250 cc3

Peritonitis 
Bacteriana 
Espontánea

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



• Complicación de los pacientes con 
Ascitis.
• Mortalidad 90% sin tratamiento vs 

20%.
• Prevalencia 1.5- 3.5% pacientes 

ambulatorios y 10% internados.
• Gérmenes más comunes: E. Coli, 

Klebsiella P. y Strepcoco P. 

Peritonitis Bacteriana 
Espontánea

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



• Ceftriaxona/Piperacilina Tazobactam x 7 
días

• Albumina: 1.5 gr/ kg día 1 + 1 gr/ kg día 3

Peritonitis Bacteriana 
Espontánea. Tratamiento

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



• Ceftriaxona/Piperacilina Tazobactam x 7 
días

• Albumina: 1.5 gr/ kg día 1 + 1 gr/ kg día 3

Peritonitis Bacteriana 
Espontánea. Tratamiento

Aumento Cr
Bilirrubina >4 mg/dl

Prevenir Síndrome Hepatorenal

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



• Luego del primer episodio de PBE
• Proteinas de líquido ascítico <1.5 

g/dL
• Child score ≥9 
• Bilirubina ≥3
(Class I, Level A) 

(Ciprofloxacina o TMS)

Peritonitis Bacteriana 
Espontánea. Tratamiento

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Agenda

• Historia natural

• Síndrome ascítico edematoso: manejo

• Peritonitis bacteriana espontánea 

• Fisiopatologia de la Hipertensión portal (HTP) 

• Ascitis refractaria



Ascitis refractaria

• Resistente a diuréticos: No 
responde o recurre rapidamente

• Intratable con diuréticos: efectos 
adversos 

• Na <125 mEq/L o descenso >= 10 mEq
• K < 3 mEq/L o > 6 mEq/L
• Cr > 2 g/dl o x 2
• Encefalopatía 

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



• Tratamiento durante una semana con dosis 
máxima de furosemida/ espironolactona + 
restricción de Na+ (<90 mmol/día)

• Disminución de <0.8 kg en 4 días y excreción 
de Na menor al ingerido

• Recurrencia de ascitis grado 2/3 dentro de 
las 4 semanas 

Ascitis refractaria. Criterios

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



• Paracentesis evacuadora

• Diuréticos: no presentan ascitis refractaria 
intratable – excreción de Na > 30 mmol/día

• TIPS

• Trasplante

Ascitis refractaria. Criterios

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



PARACENTESIS TOTAL MÁS ALBÚMINA
( 8 g/L) 

Dieta hiposódica (<80mEq/día)
Tratamiento diurético si sodio urinario > 30mEq/día

Recidiva de la ascitis

Paracentesis repetidas
más albúmina

TIPS

Ascitis refractaria. Tratamiento

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
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PARACENTESIS TOTAL MÁS ALBÚMINA
( 8 g/L) 

Dieta hiposódica (<80mEq/día)
Tratamiento diurético si sodio urinario > 30mEq/día

Recidiva de la ascitis

Paracentesis repetidas
más albúmina

TIPS

Ascitis refractaria. Tratamiento

Contraindicaciones
Child Pugh >13
Encefalopatía crónica
Bilirrubina > 3 mg/dl
Plaquetas < 75.000/mm3

Insufciencia cardíaca
Hipertensión pulmonar

EASL. J Hepatol 2018;doi.org/10.1016/j.jhep.2018.03.024. 
Aithal GP, et al. Gut 2021;70:9–29. 



Conclusiones

• SAE constituye la complicación más 
frecuente.

• Punto de inflexión entre Cirrosis 
compensada y descompensada.

• Considerar la Ascitis como complicada 
implica descartar las complicaciones de la 
misma.

• Todo paciente con primer episodio SAE debe 
punzarse.



• El tratamiento se basa en el uso de 
diuréticos y la paracentesis con reposición 
de albumina.

• Diagnóstico precoz de la PBE mejora la 
sobrevida.

• Todo paciente con primer episodio de Ascitis 
debe ser evaluado por centro de trasplante.

Conclusiones


