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Natural history of cirrhosis: Changes in the paradigm
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Cirrosis: transicion desde el
estadio compensado al descompensado

Tasa de descompensacion

1.00

0.79-

050 o

0.251 ~

0.001 7

0 924 48 72 9%
Psatrisk 806 513 402 302 243

meses

1.00

0.75 A

0.50 +

0.25 4

0.00 +

Supervivencia

F“*uhhh
. o - - 'y -
! ~_ Compensated cirrthos
1 . =806
] .,,_HL_UH
. T
~—
Y —~—
-
l'.,
~
.
-H‘- =
~——
Decompensated cirthosis =
n=6843
months

0 12 24 36 48 60 72 B4 96 108120

“Cirrosis hepatica: historia natural y estadios”



GPVH

Enf
hep cronica
No cirrosis

Estadios y subestadios de la cirrosis

Enfermedad hepatica cronica avanzada

Cirrosis
10
Cirrosis Cirrosis
compensada descompensada

Hipertension portal

Leve Clinicamente

significativa

“Cirrosis hepatica: historia natural y estadios”



104

0.2+

Cirrosis compensada: Relevancia de hipertensidon portal clinicamente significativa
(GPVH >10 mmHg, rigidez hepatica >20 kPa)
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Hipertension portal clinicamente significativa (CSPH):
aumento del gasto cardiaco y del flujo esplacnico (circulacion hiperdinamica)
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Diferente supervivencia de la cirrosis compensada
segun la presencia de varices
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+ 1,392 patients with
ascites at inclusion or
during follow-up.
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Estadios y subestadios de la cirrosis
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De-listing/re-compensation of patients with
decompensated cirrhosis after treatment of etiology

8.6% with alcoholic cirrhosis delisted for improvement

Criteria for delisting: absence/easy control of complications
And improvement in liver function
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E Pose et al, JHEP 2021

Cumulative incidence of re-compensation
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Serum albumin:

strong predictor of decompensation in compensated cirrhosis
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Acute-on-chronic liver failure (ACLF):
The need of a new concept in acute hepatic decompensation

‘Acute deterioration in liver function over a period of 2—4 weeks leading to
severe deterioration in clinical status with a high SOFA/APACHE Il score
with jaundice and either hepatic encephalopathy or renal failure’

R Jalan, R Williams. Blood Purification 2002
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Portal hypertension, circulatory dysfunction and systemic inflammation EA'&ESYL'A‘J’A?
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as drivers of cirrhosis progression
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Acute decompensation in cirrhosis: three clinical courses
PREDICT study

1071 patients with cirrhosis with acute decompensation
Follow-up 3 months and 1 year after the event
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Drivers of cirrhosis progression EJ&E%ELYS
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